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PROFESSOR KALJO VILLAKO

19. mail 1989. a. sai Eesti gastroenteroloogia
grand old man Kaljo Villako 70-aastaseks. Juubi-
lar on pdline tartlane, Hugo Treffneri Giimnaasiumi
ja Tartu tllikooli kasvandikuna on Kaljo Villako
saanud hea klassikalise iild- ja meditsiinilise
hariduse. Huvide mitmekiilgsus, sealhulgas huma-
nitaarialembus ei ole teda takistanud saamast
juhtivaks eriteadlaseks niivord tehnilistes
meditsiiniharudes nagu réntgenoloogia, radioloogia
véi seedeelundite endoskoopia. Prof. K. Villako
vahetul osalemisel ja juhtimisel on toimunud
gastroenteroloogia pikk saavutusterohke areng
Eestis,

Tegevrontgenoloogina jdtkas K. Villako Toome
Sisekliinikus dr. Lauri Valgu poolt alustatud
uurimissuunda Eestis, mis seisnes gastroskoopia ja
rontgenoloogilise uurimise kooskasutamise vddr-
tustamises maohaiguste diagnostikas (kandidaadi-
vditekiri 1954. a.). Selle suuna viljelena on tal
olnud palju jargijaid ja Opilasi, kellest osade
tood on selles kogumikus.

Laiussianeemia patogeneesi pohjalikult kdsitlev
doktoritdo 1966. a. tdhistas jargmist olulist etappi
prof. Kaljo Villako teadustegevuses. Siit saadud
ideed ja mdjustused olid kahtlemata aluseks prof.
K. Villako ja tema Opilaste pikaajalisele innus-
tumisele peensoole struktuuris ja talitluses
toimuvatest nihetest, rakendati nii morfoloogilisi,
biokeemilisi kui ka teisi meetodeid. Uurimistdo
loogiline kdaik viis prof., K. Villako malabsorpt-
sioonisiindroomi juurde, selle kGige paremaks ndi-
teks on tema tood, mis kédsitlevad piimasuhkru
imendumise probleeme. Koos Gpilastega on ta viéga
mitmest aspektist uurinud 1laktoosi malabsorpt-
siooni, sealhulgas hiipolaktaasia kultuuriloo-
lis-geograafilist kasitust. N&dib, et 70. ja 80.
aastatel tihinesid onnestunult prof. K. Villako kui
teadlase uurimismetoodika ja see humanitaarhariduse
foon, mille olid ette valmistanud Hugo Treffneri
Gimnaasium ja Tartu tilikool. Ja kui siia lisada
prof. K. Villako noorpdlvest alanud kiindumus soome
keelde ja kultuuri ning tema tutvuse algus prof.
Max Siuralaga 1969. a., siis pole lildsegi iillatav,
et prof. K. Villako tegevus on mainitud kiimnenditel
nii edukalt kulmineerunud Soome ja Eesti gastro-
enteroloogide itihistdd Eesti-poolse juhtijana. On
igati seadusparane, et ka siin uuriti eeskatt.



gastriidi ja hiipolaktaasia probleeme, sealhulgas
epidemioloogiat, mis tunduvad selle tdttu nii Soomes
kui Eestis olevat iihed paremini lahendatud medit-
siiniprobleemid iildse. Ka need t8dd on kdesolevas
kogumikus esindatud.

Gastroenteroloogia uurimistd6 juhtijana Eestis
on prof. K. Villako tditnud paljusid olulisi
funktsioone: olnud aastakiimneid ENSV Gastro-
enteroloogide Seltsi esimees, peagastroenteroloog
jaUleliidulise Gastroenteroloogide Seltsi juhatuse
liige. 1980. a. sai ta kollektiivi liikmena gast-
roenteroloogia arendamise eest NOukogude Eesti
Riikliku preemia. Need ametid on prof. Kaljo Vil-
lakole muuhulgas tdhendanud tihedaid kontakte
gastroenteroloogidega mujalt NSV Liidust, nii
iihisliritustes, oponendina esinemistes jne. Aastate
jooksul on tal niiviisi tekkinud NSV Liidus h&did
kolleege, kelle uurimistdd suunad on prof. K,
Villakole huvipakkuvad ja siidameldhedased. Ka nende
kolleegide tdid vdib leida kogumikust

Kdesolev teadustddde kogumik piiliab kokku vdtta
selle, millega prof. Kaljo Villako on aastakiimneid
meditsiini valdkonnas sidunud oma elu ja tdo. Kuid
nagu iga seesugune kogumik, jdtab see lugeja teatud
madral ka hidtta, sest ei iseloomusta piisavalt
tdpselt meest, kes Eesti meditsiinile, eriti
gastroenteroloogiale, on andnud nii palju. Siit
vdib vaid vaga 1ligikaudselt valja lugeda prof.
K. Villako erakordselt objektiivse teadusliku
ndudlikkuse, siigava keelehuvi, mitmekiilgse harituse
ning sisemise kultuuri. Kes teda tunnevad, teavad
seda. Teadku niilid ka kdik.

Ja 10puks, kdige olulisem, mida prof. K. Villako
oma juubelipdeval vOib meenutada, aga mida juba
ammu on enesele teadvustanud tema rohked Gpilased
ja kaastodlised, - prof. Kaljo Villako on loonud
Eesti gastroenteroloogia koolkonna, mille marksd-
nadeks on gastriit ja hiipolaktaasia,



EESTI JA SOOME GASTROENTEROLOOGIDE
TEADUSKOOSTOO AASTAIL 1971 - 1988

K. Villako, H.~I. Maaroos

Tartu Riiklik itilikool

Eesti ja Soome gastroenteroloogide teaduskon-
taktid algasid juba 60-ndatel aastatel, koostoo-
plaani tegid 1969. a. Helsingis Kaljo Villako ja
Max Siurala. See sai ametlikuks 1971. a. Tartu ja
Helsingi {iilikooli gastroenteroloogide teadustoo
votmisega NSVL — Soome meditsiinikoost66 programmi
/15/. Hiljem liitusid koostddga Oulu ja Tampere
iilikool. Koostod teaduslikuks koordinaatoriks on
Eestis olnud kogu selle aja jooksul Kaljo Villako,
Soomest Max Siurala, Juhani Lehtola ja Mauri Iso-
koski. Tooriihmadesse kaasati algusest peale spet-
sialiste, kes tegelesid iihiste teadusprobleemide
eri aspektidega - kliinilise gastroenteroloogia
esindajad, morfoloogid, immunoloogid, biokeemikud,
matemaatikud. Selline koosseis, kindel uurimisplaan
ja kohtumiste regulaarsus tagasid probleemide
lahendamise siigavuti ning, nagu nditavad aastate-
pikkuse koostdo kogemused, kindlustas edu. Sellest
ajast peale niilid juba 17 aasta jooksul on teadus-
kontaktid kestnud ja tdienenud mitmesugustes
toovormides. Lisaks aastakoosolekutele avaldatakse
iilhisartikleid, peetakse vdikeste toorithmade
koosolekuid, esinetakse konverentsidel. K&iki
tooriihmi iiheaegselt haaravaks koostddvormiks on
olnud iihised aastakoosolekud. Esimene neist toimus
1972. a. Tallinnas ning alates 1975. a. toimuvad
need vaheldumisi — iihel aastal Soomes, teisel Eestis
Esimesest koosolekust vdtsid ettekannetega osa
Eestist Kaljo Villako, Vello Salupere, Johan Sarv,
Heidi-Ingrid Maaroos, Agu Tamm, Rein Ole ja mate-
maatik Tiina Veldre ning Soomest Max Siurula, Matti
Kekki, Mauri Isokoski, Kalle Varis, Timo Iham&ki,
Juhani Lehtola. Aastate jooksul on koostddtuumik
tdienenud mdlemalt poolt uute teadlastega (Laine
Villako, Raivo Uibo, Ivo Kuusk, Rein Tammur, Ants
Peetsalu, Pentti Sipponen, Timo Sahi, Kai Krohn,
Frank Laxen, Matti Hiarkodnen, Anna-Liisa Karvonen,
Heikki Arola, Seppo Niemeld). Aastakoosolek on
mitmepdevane konverents paarikiimne ettekandega



aasta jooksul tehtud to60 tulemustest koos nende
pohjaliku arutelu ning edasiste uurimisprojektide
kooskGlastamisega. Lisaks péhituumikule on neil
koosolekutel esinenud nii Eesti kui ka Soome
noorteadlasi (Tamara Vorobjova, Riina Salupere,
Urmas Siigur, Margus Lember, Markku Maki, Jaakko
Antonen, Virve Wahlsted jt.), saades esinemise ja
diskussiooni kogemusi ning luues omalt poolt eeldusi
koostdo arenguks ning uute uuringusuundade kuju-
nemiseks.

Koost6o tulemused on aastate jooksul avaldatud
paljudes ihisartiklites /1 - 14/. Seoses iihis-
tulemuste avaldamisega laia levikuga teadusaja-
kirjades tekkis vajadus tédpselt kooskdlastatud ning
vorreldavate uurimismeetodite ning nende hinda-
miskriteeriumide jadrele. Kujunes uus toovorm -
vaikeste riihmade kohtumised. Korduvalt on
kooskGlastatud histoloogiliste hinnangute Kkri-
teeriume, vaadatud vastastikku labi histoloogilisi
preparaate (1979. a. K. Villako, M. Siurala, P.
Sipponen; 1982. a., V. Salupere, H. Maaroos, P,
Sipponen, M. Kekki; 1986, a. ja 1988. a. P. Sipponen,
M. Kekki, K, Villako, H. Maaroos). See on loonud
koikidele uuringutele kindla, iihtselt mdistetava
morfoloogilise aluse. lhisaruteludel on iihtlustatud
pepsinogeeni hindamise mitmeid aspekte, korrelat-
sioone morfoloogiliste muutustega maolimaskestas
(1982, ja 1988. a. M. Harkonen, A. Tamm, A. Peetsalu,
K. Varis; 1988. a. P. Sipponen, V. Salupere, H.
Maaroos), samuti mao ja maksa immunoloogilisi
uuringuid (1983. a., R. Uibo, K, Krohn, T, Vorobjova).

Mitmeid arutelusid vdikestes tooriihmades on
peetud laktoosi imendumise uurimismeetodite ja
hiipolaktaasia epidemioloogiliste uurimiste koos-
kOlastamiseks (1987., 1988. a. A, Tamm, M. Iso-
koski, T. Sahi, H. Arola, M. Lember, K. Villako).

Koostdost osa votvail eesti teadlastel on
olnud vdimalik pikema- v6i lilhemaaegseiks teadus-
komandeeringuiks Soome (V. Salupere, K. Villako,
R. Uibo, T. Vorobjova, H. Maaroos, U. Siigur)
tutvumaks Soome haiglate ja laboratooriumide tdodga
ning omandama koostdoks vajaminevaid metoodikaid.

Koostoo on stimuleerinud Tartu teadlasi osa véotma
mitmest rahvusvahelisest silimpoosionist ja kong-
ressist ning ette kandma koostdd tulemusi. Nii
esitas 1976. a. Euroopa gastroenteroloogide kong-
ressil mdélema todriihma iihistulemusi K. Villako.
1980. a. Hamburgis Euroopa ja 1982. a. Stokholmis
iilemaailmsel gastroenteroloogia kongressil osale-
sid K. Villako, A, Tamm ja R. Uibo. A, Tamm ja



U. Siigur 1984 ja H. Maaroos 1986 vdétsid osa Hel-
gingis korraldatud Max Siurala nimelisest
siimpoosiumist, R. Uibo ja T. Vorobjova 1986 rah-
vusvahelisest immunoloogide suvekoolist Tamperes,
A. Tamm 1988 rahvusvahelisest gastroenteroloogide
kongressist Roomas.

K. Villako on kahel korral kutsutud oponeerima
Soome -~ 1983. a. A.-L. Karvoneni ja 1988. a. H.

Koostod algusest peale on peamiseks teadus-
probleemiks olnud krooniline gastriit, maohaavand,
poliipoos ning nende seos maovahiga. 1976. a.
lisandus uue teemana ka hiipolaktaasia kliiniline
tdhendus ja epidemioloogia. Alates 1979. a. on
koosto raames uuritud maksahaiguste immunopa-
togeneesi mehhanisme. Teemade valiku kdrval on
tdhtis ka vorreldavate uurimismeetodite valik.
Pdhimeetodiks sai algusest peale kompleksne gast-—
roskoopia. Morfoloogiline uuring on diagnoosi
aluseks ja tdnu mitmetele histo- ja immunohisto-
keemilistele uurimismeetoditele on véimalik tépselt
hinnata maolimaskesta funktsioneerivaid rakke,
diisplaasiat, antikehi jne. Kasutusele on vdetud
nditeks parietaal- ja gastriinirakkude antikehade
mddramine, gastriinirakkude vdrvimine PAP meetodil,
peen— ja jadmesooletiiipi metaplaasia eristamine
maolimaskestas., 1986. a 1lisandus Campylobacter
pylori ja epiteliaalsete monokloonsete antikehade
uurimine histoloogilistes ja tsiitoloogilistes
preparaatides. Maofunktsiooni parameetritest
mddratakse radioimmunomeetodil gastriini koostdos
IMPI hormonaalregulatsiooni laboriga ning pepsi-
nogeeni koost6os Meilahti haigla biokeemialaboriga
ja M. Samloffiga Kaliforniast. Hiipolaktaasia
uurimiseks on kasutatud pidevalt tdiustatud ning
epidemioloogilisteks uurimisteks sobivamaks
muudetud meetodeid. Galaktoosi mdaramiseks uriinis
on kasutusele vdetud Rootsi firma “Kabi Vitrumi*
toodetud testribad. Maddratakse laktaasi peen-
soolelimaskestas (L. Villako, M. Lember). Maksa
immunoloogilistest uuringutest on koostd6s juuru-
tatud LSP mddramine ELISA meetodil, antimokto-
kondriaalsete ja tuumaantikehade mddramine. Kahte
pohiteemat {ihendab juhusliku valiku printsiip
epidemioloogilistes uurimistes, mille tdttu on
saadud andmeid n#dhtuse tegelikust esinemissage-
dusest, ning tulemuste matemaatiline analiilis, mida
enamasti on nii Eestis kui Soomes teinud Matti
Kekki. Koost66s on kindlaks tehtud gastriidi sagedus



ja tiiibid populatsioonis, gastriidi diinaamika.
Neist andmeist ladhtuvalt koostas Matti Kekki
gastriidi arengu matemaatilised mudelid /2, 6, 11,
12, 13, 14/. Selgus, et gastriidi esinemissagedus
nii Eestis kui ka Soomes on iihesugune (erinevaid
gastriidivorme esineb 75 %-1 tadiskasvanud ela-
nikest). Aastate jooksul on progresseerunud
korpusegastriit, antrumigastriit populatsioonis
vOib aga isegi taandareneda. Koostds kdigus on vidl ja
tobtatud gastriidi klassifikatsioon, milles
arvestatakse korvuti morfoloogiliste muutustega
maolimaskestas ka immunoloogilisi nditajaid,
gastriini ja pepsinogeeni taset /8, 10/. Gastriidi
diilnaamika matemaatilise mudeli alusel on vdimalik
prognoosida gastriidi kujunemist tema diagnoosimise
momendil. Selgeks on saanud ka gastriidi ja maovahi
vahekord: maovdhi riski suurendavad vaid kindlad
gastriidivormid, eriti atroofiline antrumigast-
riit. Maohaavandile kaasuv krooniline gastriit on
diinaamiline protsess ning haiguse jooksul prog-

resseerub maokorpuselimaskesta atroofia. See
méjustab mao peptilist funktsiooni vahenemise
suunas, vdheneb ka seerumipepsinogeen. Sama-

suunaliselt mdjustavad seerumipepsinogeeni maore-
sektsioon ja vagotoomia /5/. Peptilise aktiivsuse

vdhenemisel aga suureneb vdimalus maohaavandi
paranemiseks ning seda ongi tdestanud nimetatud
uurimissuund. Maovahki maohaavandist aastate

jooksul ei teki. Poliipoosi ja maovdhi seosed tulevad
arvesse vaid adenomatoossete poliilipide korral. Seda
on tdestanud maopoliipoosiga haigete prospektiivse
uurimise tulemused nii Eestis kui Soomes. Seega on
koostoos saadud tulemused muutnud pdéhjalikult
senist arusaamist prekantseroosidest, sellel on
suur méju praktilisele meditsiinile.

Teise teema - hiipolaktaasia - uurimisel olid
Soome teadlased juba koostdd alustamisel juhtival
kohal maailmas. Tartu iilikooli teadlased alustasid
piimasuhkrutalumatuse probleemide uurimist (esi-
mestena NSVL-s, 1974 - 1975) hiipolaktaasia sage-
dusest Eesti elanikkonna hulgas. Epidemioloogilised
uurimised, mis tehti Eestis maa— ja linnaelanikel,
jédtkusid hSéimurahvastel (marid ja ingerlased) /7/,
samuti Eesti piirialade rahvastikul (venelased ja
setud) hiipolaktaasia kui geneetilise tunnuse tek-
kimise seadusparasuste selgitamiseks. Hdid tulemusi
on see koostdd andnud metoodiliselt: on vdetud
kasutusele Rootsi meditsiinifirma “Kabi Vitrum“
testribad uriini galaktoosi maddramiseks, on saadud
markimisvddrseid kogemusi epidemioloogiliste uuri-
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muste korraldamiseks (A. Tamm, M. Lember, U. Siigur,
R. Tammur). On kindlaks tehtud hiipolaktaasia
kliiniline roll opereeritud haigetel (maoresekt-
sioon, vagotoomia), mao- ja kaksteistsGrmiku-
haavandi haigetel, infarktihaigetel, polikliini-
kusse vaevustega poordunud haigetel, lastel. Sel-
lised uurimused on vdimaldanud selekteerida lak-
toosi intolerantsust vaevuse pdhjuseng. Uhistoo
materjal on aluseks valmivale monograafiale hiipo-
laktaasia probleemidest (M. Isokoski, T. Sahi, H.
Arola, A. Tamm, K. Villako, H. Maaroos), mis
avaldatakse inglise ja vene keeles.

Maksahaiguste uurimisel on leitud, et immuun-
reaktsioon (eeskdtt autoantikehad) maksaspet-
siifiliste autoantigeenide suhtes etendab keskset
osa nii eksperimentaalse autoimmuunse hepatiidi
tekkes kiililikutel kui ka kroonilise autoimmuunse
hepatiidi puhul inimesel. Maksaraku plasmamembraani
antigeenivastaste autoantikehade mddramiseks on
vdlja tootatud immunoloogiline meetod, mis on
oluliseks tdienduseks olemasolevatele rutiinsetele
immunoloogilistele meetoditele autoimmuunsete
maksahaiguste diagnoosimisel ja eriti prognoosi
hindamisel /1, 9, 14/. Viimastel aastatel on koostdo
pohitdhelepanu pooratud maksaspetsiifiliste auto-
antigeenide immunokeemilisele iseloomustamisele,

Koostod kestab, tdpsem koostoo projekt on
koostatud 1990. aastani. Arvestades senist sisu-
list koostdod moodsate meetodite rakendamisel,
samuti mitmete noorte vdimekate uurijate liitumist
koostodsse nii siin- kui ka sealpool Soome lahte,
on suur tdendosus arvata, et loodud teadussild piisib
hing tugevneb veelgi.
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SCIENTIFIC COOPERATION BETWEEN TARTU
STATE UNIVERSITY AND THE FINNISH TEAM OF
GASTROENTEROLOGY

J. Lehtola, M. Siurala

Oulu University, Helsinki Univetsity

Scientific cooperation in gastroenterology was
begun in 1972, when the project of collaboration
planned by K. Villako from Tartu State University
and M. Siurala from the University Central Hospital
of Helsinki was accepted and signed by the Ministry
of Health of the USSR and the National Board for
Health of Finland. The practice and scientific
results of the cooperation were extensively reviewed
by M. Siurala in 1982. The new plan of scientific
cooperation was accepted in 1982 to be carried out
by Tartu State University an the University Central
Hospital of Oulu, which has been the formal coop-
erative institute of the Finnish gastroentero-
logical team since 1979. The cooperation has con-
tinued along the previously established lines, but,
some new approaches have also been introduced. The
University of Tampere is currently participating
in extensive collaboration under the leadership of
M. Isokoski and L. Krohn. The main topics are
hypolactasia and gastrenterological immunology.

The relationship between atrophic gastritis
(AG), intestinal metaplasia (IM) and gastric
carcinoma (GC) has been further evaluated and the
close relationship of gastric changes with the
intestinal type of GC has been confirmed using
dynamic mathematical approaches. In addition, the
risk of GC at different stages of gastritis has
been calculated, and it has been shown that the
risk of developing GC is significantly increased
only at the final stages of antral and body gas-
tritis: the increase was 20-fold in severe antral
AG and 4-fold in severe body AG compared with the
risk in normal subjects. In combined antral body
AG the risk is a multiplicand of the respective
risks. In accordance with these findings, we have
found a highly significantly increased prevalence
of severe antral and body AG rn some conditions
often considered to carry an increased risk of CG,
such as first degree relatives of GC patients and
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chronic proximally situated gastric ulcers.

The cooperative studies on the relationship
between polyps-and AG and cancer have been continued.
In follow-up studies performed by Laxen and con-
firmed by cross-sectional data, a distinct rela-
tionship was demonstrated between AG of the body
and polyps and gastric cancer.

The relationship between ulcer and gastritis has
also been studied. Maaroos et al. showed a rapid
progression of body gastritis in a proximally
situated gastric ulcer: gastritis may be predisposed
to the development of ulcer, but its progression
in the body may facilitate the healing and prevent
the relapses of gastric ulcer.

Superficial gastric erosions were studied by
A.-L. Karvonen et al. They demonstrated that
prepyloric erosions on the prominent fold make up
an entity with several connections to duodenal ulcer
disease. The erosions are chronic, and the patients
have a high acid secretion capacity. In a dynamic
study the mucosa of the antrum and body behaves
like in duodenal ulcer patients. Duodenogastric
reflux is associated with superficial inflammatory
changes in the gastric mucosa, as shown by S. Niemeld
et al. In the studies on campylobacter pylori they
observed a marked correlation between the quantity
of spiral bacteria (CP) and chronic antral gas-
tritis. However, the causal relationship between
bacteria and mucosal changes still remains to be
proved. The relationship of duodenogastric reflux
and CP is under study.

On the basis of our results, we summarized the
practical conclusions derived from our 1long and
close cooperation and submitted them to the
appropriate officials of the cooperating countries.
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KROONILISE MAOHAAVANDI VAHIEELSUSE
KONTSEPTSIOONIST

V. Salupere

Tartu Riiklik Ulikool

flsna {ildtuntud on seisukoht, mille jargi
krooniline maohaavand loetakse iiheks maovdhieel-
setest haigustest /4, 8/. Ent samal ajal ei ole
iilheselt selge vahiriski aste - see, kui sageli
tegelikult maovdahk {irgneb eelnevast peptilisest
haavandist. Arvamusi on mitmesuguseid. Kuigi mdned
autorid, nagu V. Ratsep /18/ voi R. A. Mountford
kaasautoritega /16/ leiavad maohaavandi grupis vahi
vdga sageli, ometi on kirjanduses domineerivaim
maohaavandi 1 - 5% pahaloomustumise sagedus /5, 14,
20/. Prospektiivsete uuringute pdhjal kaheldakse
iildse niisuguse otsese seose vOiimalikkuses /11, 12,
27/.

Seega on tekkinud praktiline vajadus mdaratleda
voimalikult tdpsemalt maohaavandi vdhirisk ja kui
see osutub nditeks vdheoluliseks, siis tdstatada
kiisimus nende haigete pikaaegse jdlgimise mitte-
vajalikkusest. Niigi nappivaid meditsiinivahendeid
asjatult kulutada pole eriti tark tegu.

Konesolevas tdigas selgusele joudmiseks pakub
maohaavandihaigete prospektiivse uurimise kdrval
teatud voimalusi haavandi maatriksi premaliignsete
muutuste, eriti sooletiilipi metaplaasia erineva
diferentseerumisastmega vormide ja diisplaasia
astmete kindlakstegemine. Uuringute selline suu-
nitlus 1ldhtub eeldusest, et maolimaskesta pre-
kantseroosseks muutuseks loetakse Kkloonitiilipi
metaplaasia ja epiteliaalse diisplaasia rasked
vormid /21, 22/.

Materjal ja metoodika

Koos kaasautoritega uurisime 1973 - 1982.a.
prospektiivselt 112 healoomulise maohaavandi
haiget, tehes seda muuhulgas aspektist leida maovahi
tegelik sagedus aastaid kestnud jalgimisperioodi
jooksul. Mainitud haigetegrupi juhuslikustatud
valiku ja diinaamilise uurimise metoodikat oleme
piisava tiksikasjalikkusega kédttesaadavates Kkir-
jandusallikates kirjeldanud /13, 19/.
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Teine osa selle too materjalist parineb 100
valikuta vdetud haige maokorpuse haavandi valli
proovitiikkidest (2 - 5 tiikki haige kohta). Parafiini
sisestatud ©biopsiatiikkidest valmistati hema-
toksiiliini ja eosiiniga vdarvitud 18igud, milles
hinnati epiteeli diisplaasia olemasolu ja astet,
samuti sooletiiipi metaplaasia erinevaid tiiiipe.
Diisplaasia diagnoosimisel kasutati E. Grundmanni
ja W. Schlake /7/, B. C. Morsoni ja kaasautorite
/15/, T. Nagayo /17/, C. Thomase ja W. Oehlerti
/23/ kriteeriume rakulise atipismi, epiteeli
abnormse diferentseerumise ja limaskesta ehituse
desorganiseerituse kohta. Diisplaasia jaotati E.
Grundmanni ja W. Schlake /7/ jdargi kolmeks
raskusastmeks. I astme (kerge) diisplaasia puhul on
foveoolid tavalisest veidi siigavamad ja vaanili-
semad, Epiteelirakkude tuumad on iimarad, erineva
suurusega ja kromatiinirikkad, kuid asuvad iihes
reas, II astme (keskmise raskusega) diisplaasiat
iseloomustavad mitmesuguse kujuga foveoolid. Epi-
teelirakkude intensiivselt varvunud tuumad on
piklikud ja paiknevad kahes reas (epiteeli nn.
pseudomitmekihilisus). III astme (raske) diisplaasia
korral on foveoolid ndsajad, tihti papilloma-
toossed, Epiteelirakkude tsiitoplasma on basofiilne,
tuumad piklikud, ohtra kromatiiniga ja asuvad kolmes
reas,

Et kdesolevas tods ei kasutatud rauddiamiini-
meetodit sulfo- ja sialomutsiinide leidmiseks
karikrakkude limas, siis eristati peen- ja jame-
sooletiiipi metaplaasiat vaid selle jdrgi, kas
sooletiilipi epiteeli koldes leidus ainuiiksi karik-
rakke (jdmesooletiilip) vOi ka kutikulaardarisega
ning Panethi rakke (peensooletiilip). Lima omaduste
mddramise k&rval kasutasid ligildhedaselt samu
kriteeriume F. Iida ja J. Kusma /9/, M. I. Filipe
/10/, P. Sipponen /21/, P. S. Teglbjaerg ja H. O.
Nielson /24/.

Tulemused ja diskussioon

112 maohaavandihaige prospektiivsel uurimisel
selgus, et ajavahemikul 1973 - 1982 leiti nende
seast maovdahk vaid 4 haigel, neist kolmel 2 kuu
moodumisel esialgsest uuringust ja iihel 1,5 aastat
hiljem /13/. Kdigil mainitud juhtudel ei olnud
kliinilisi ega ka visuaalseid isedrasusi, mis
eristanuks neid vahijuhte kuidagiviisi beniign-
setest haavanditest /19. 28/. Selle ajavahemiku
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jooksul suri 7 haiget (kopsuvdhk - 3; miiokardiin-
farkt -~ 3; dge pneumoonia - 1) ja 16 haigel
resetseeriti  magu (haavandiverejooks - 5;
tiisistumata krooniline beniigne haavand - 11).

Et iilejddnud haigetest ei 1leitud vaatlusaja
jooksul enam iihelgi maovdhki, on alust arvata, et
neil neljal haigel jdi vdhk diagnoosimata esmakordse
uuringu ajal ja et tegu ei olnud niisiis beniignse
haavandi pahaloomustumisega. Ka kir janduses leidub
seisukohti, et ulkuse servadest vdi armist pro-
sektiivse uurimise vdltel leitud vdhikude on seal
olnud juba lesiooni esmakordse diagnoosimise ajal
/11, 12, 27/. J. P. Wright kaasautoritega /25/,
nditeks, leidsid analoogiliselt meile kd&ik paha-
loomulised haavandid iiles juba uuringute alguses -
esimese 2 kuu jooksul ja edaspidi 4 aasta vidltel
ei tekkinud neil juurde ainsatki maovadhki.

Seega ei ole krooniline healoomuline maohaavand
premaliigne haigus selles mdttes, et haavand
maligniseeruks. Taoline tendents ndib mainitud
lesioonil puuduvat. Ometi ei tdhenda see, et mao-
haavandi gruppi tervikuna ei tuleks enne uurimist
vaadelda kui vdhikahtlast. Seda ei tingi niivdrd
haavandi enese premaliigne iseloom, kui tdik, et
kliiniliselt ja visuaalselt eristatuina on mao-
haavandi grupis ikka haigeid, kelle haavand vdib
proovitiikkide ning tsiitoloogilise mater jali
uurimisel osutuda vahiks /19, 28/. Siit tuleneb
kindlasti iiks praktiline jdreldus — kdiki maokorpuse
haavandeid, s6ltumata kliinilisest ja visuaalsest
leiust, tuleb alul alati kdsitada vdahikahtlastena.
Kui see kahtlus on aga rohkete proovitiikkide ja
tseiitoloogilise materjali hoolika uurimisega
vdlistatud, siis need haavandijuhud reeglina ei ole
vdhieelsed ning nende haigete korduvad endos-
koopilised uuringud on enamasti asjatud.

Asjatoodud prospektiivse uurimise tulemustega
on kooskdlas ka meie poolt labiviidud 100 mao-
haavandihaige haavandimaatriksi histoloogilise
uurimise resultaat. Maatriksis 1leiti enamikul
juhtudel mao antrumi taoline histostruktuur, mis
koosnes piiloorilist v6i pseudopiiloorilist tiilipi
ndarmetest. Ootuspdraselt selgus, et eranditult
kdikidel juhtudel leidus haavandivallis epiteeli
muutusi, mida vdis lugeda diisplaasiaks. Tdiesti
normaalset limaskesta polnud haavandiservades
iihelgi haigel. Kuid koguni 71 haigel 100 uuritust
leiti kergekujuline (I aste) diisplaasia, mis piirdus
pdhiliselt rakulise atiipismiga. {ilejdanud 29 haigel
hinnati haavnadiservades oleva epiteeli muutusi II
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astme diisplaasiale vastavaks, sest kOrvuti rakulise
atiimpismiga tdheldati ka epiteeli mitmerealisust
ja foveoolide kuju muutusi.

Sooletiilipi metaplaasia oli haavandivallis samuti
suhteliselt sageli - 33 haigel, kuid enamikul
juhutudel (27 haigel) loeti ta peensooletiiiibili-
seks, sest sooletiilipi epiteeli kolletes leidus
kutikulaarddrisega ja Panethi rakke.

Nende tulemuste lahtimGtestamisel tuleb arvesse
votta, et epiteliaalse diisplaasia kerge vorm vdib
segiminevalt sarnaneda regneratiivsete muutustega,
eriti haavandi servades /26/. Et haavandi maatriksi
diisplastilisi muutusi on veel viahe uuritud, siis
pole imestamisvdidrsed diametraalselt lausa vastu-
pidised seisukohad. Kui P, Correa /3/ arvates on
maokorpuse haavandi iimbruses vdljakujunenud
diisplaasia, siis S. P. Bralow /2/ leiab haavandi
ldheduses vaid kerge diisplaasia. Viimane resultaat
tundub tdeldhedasem, sest kdrvuti meie tulemustega
kinnitavad seda ka R. Farini kaasautoritega /6/ ja
M. Anti Kkaasautoritega /l1/ andmed. R. Farini
kaasautoritega leidis haavandivallis kerge
diisplaasia 40 %-1, M. Anti 30,7 %-1 juhtudest.
Esimene autor jagab seisukohta, mille jdrgi on raske
eristada haavandiservade kerget epiteelidiisplaa-
siat regeneratiivsetest muutustest. Konesolevad
muutused vdivad kaduda ega lidhe iile vdhiks.

Mis puutub sooletiilipi metaplaasia sagedasse
leidu haavandivallis, siis on otstarbekas madrkida,
et peensooletiilipi muutustele ei omistata nii suurt
vdhiriski kui nn. koolonitilipi metaplaasiale /9,
21, 24/.

Seega, kui pidada epiteeli olulisiks vdhieelsuse
markereiks diisplaasia raskeid vorme ja koolonitiiiipi
metaplaasiat, siis peab tddema, et just peptilise
maohaavandi servades prevaleerivad niisugused
epiteelimuutused, mida Uldjuhul ei peeta vadhi-
tekkega seotuiks. Ei saa vdlistada aga ka voimalust,
et vdhemalt osa neid haavandiserva muutusi on
reaktiivsed, seotud paranemisprotsessiga. See k&ik
ndib olevat heas kooskdlas kantseri harukordsusega
beniignse haavandi vallis, nii nagu seda peegeldavad
ka meie poolt ldbi viidud maochaavandi prospektiivse
uurimise tulemused.

Kokkuvdte

Kdesoleva t66 tulemused vdimaldavad tiie
vastutustundega vdita, et Kkrooniline beniigne
maokorpuse haavand enamasti ei maligniseeru. Seda
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kinnitavad eelkdige maohaavandihaigete prospek-
tiivsed uuringud. Kroonilise haavandi maatriksis
leiduv tagasihoidlik epiteelidiisplaasia, mis voib
mingil mddral olla ka reparatiivse iseloomuga, lubab
oletada, et taoline malignisatsioonipotentsiaal ei
ole beniignsele haavandile iildse omane. Ent sellest
hoolimata pole piisavat alust maohaavandi gruppi
tervikuna vidlistada vdhiohtlike haiguste seast,
kuigi seda haigust ei tohi nimetada prekantse-
roosseks. Niisugune kontseptsioon johtub tdigast,
et enne pdhjalikku endoskoopilist uuringut koos
rohkete proovitiikkide ja tsiitoloogilise materjali
analiilisiga ei ole vdimalik kliiniliste ja
visuaalsete tunnuste alusel eristada healoomulist
haavandit ja varajast haavanduvat maovahki. Padrast
asjakohaseid uuringuid lakkab kroonilise beniignse
haavandi juht olemast vahiohtlik.
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O NPEAPAKOBO# KOHUENUMU
XPOHUYECKO# 513Bbl HENY QKA

B.N. Canynepe

PeswmMme

B paboTe mnpencTaBlieHbl JaHHbE H3YUYEHUS DUCKA pAaKO—
BOTO INepepoxneHUs XPOHHYeCKOH nobpokayecTBeHHOH 13 Bbl
renynka. [lpy npocmexTUBHOM wmccneponaHu 112 GOJbHbIX B
TeuyeHue 1973 — 1982 rr. pak B Kpaw s3Bb Obll  paclo3Had
TONBKO y 4 GONBHBIX, COOTBETCTBEHHO yYepes 2 Mecsua (3
GonpHblX) U 1,5 roma mocrie MepBOHAYANIBHOTO MCCJIEOBaHUA
B TeyeHue mocnenywmero mepHoma HabnwOeHUss B OCTAaBUEMNCSH
rpynne GOJIbHbIX He BCTpPEualiCsd HU OfMH CINIy4all paka xeJjlyo-
Ka, 4YTO MO3BOJsieT NpeANoNaraTh HepacHno3HaBaHWe paka y
3THX 4 OOJIbHBIX BO BpeMA HAa4ajibHOTO HCCIemoBaHus. Cne-—
DoBAaTeJIbHO , [OOpPOKauYeCTBEHHAsA XPOHHYECKas s3Ba XeJyIKa,
Kak MNpPaBHIIO, JIMlleHa MOTeHUHana 3JI0KaueCTBEeHHOTO pocTa.

C uenbWw OONOJIHUTEJIBHOTO H3YUYE€HHs NOCJefIHero BOI-
poca Ha CGUONCHOHHOM MaTepuasne u3 KpaeB sa3Bbl 100 crnyuaii—-
HO mogoO6paHHbX GONBHBIX HUCCNEOOBAJIM 4acTOTYy H XapakTep
KHlle YHOH MeTaIula3Uuu U 3IMHUTeJIMaNibHOH gucmiasud. Tak,
pucriasus Obljla HaWzeHa B KpasiX fA3Bbl Yy BCeX OGOJIbHbIX f3-—
BOH XeJlygka, OgHako y 71 6GonpHOH — B jerxod crenenu (I
cragua). Y 29 GoNbHLIX OUCIIA3UA OKasajach B cpegHewH
crenenn Taxectu (II crapusa). Y 27 GonbHbiX us 33, y ko-
TOPbIX B MATpPHKcCE s3Bbl OblJIM OOHapyXeHbl ovaru KHlle YHOH
MeTalula3HH, OHAa Ha OCHOBAHWMU TUCTOJIOTHYECKHX KPHTEpPHEB
6blyla KJlaccHUGUUUpPOBAHaA KaK MeTamyiasus TOHKOKMHIIEeYHOTO TH-
na. llocnemHee u3MeHeHWe, paBHO KAaK M Jierkas ¢opMa Ouc-—
MIa3uu, KakKk IpaBHJIO, JIMIIEHO CKOJIbKO—HUBYIb Cepbe3HOTO
PUCKa DPaAKOBOTIC IepepoXneHus .

TakuM o6pas3oM, XpoHUuecKas moOpokauecTBeHHas s3Ba
He HMeeT NOTeHIualla MalIMTHU3allUu, UCXOAsiero U3 CcaMoH
s3Bbl, HeB3upas Ha TO, YTO fA3Ba Xenygka HeNoCpencTBEHHO
He SBJIsieTCHA IpeKaHUepo30M, S5TO elle He JaeT OCHOBAaHUs
UCKJIOYATh BCKW TIPyINNy A3Bbl Xellyaxa M3 OoJle3Hell ¢ pako-—
BOH omnacHocThio. [locnenHee yTBepXOgeHHE HCXOOUT H3 TOTO
dakTa, YTO OO0 TNPOBEeHeHUss OCHOBATEJIbHOTI'O TacTpoCKOMAue-—
CKOTO MUCCJIegOBAaHHs, BMeCTe CO B3fTHEM MHOXeCTBAa Npos—
HbIX KYCOYKOB U LUTOJIOTMYECKOI'0O MaTtepuana, fA3Ba Ha OC—
HOBAHHWH KJIMHUYECKOM W BU3YAJIbHOH KapPTHHbB He MOXe T
GbiTh aubde peHIUPOBaHa OT pPaHHero H3bA3BJIEHHOTI'C paka xe=
Jyaka.
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ON THE CONCEPTION OF THE PRECANCEROUS
CHARACTER OF CHRONIC BENIGN GASTRIC
ULCER

V. Salupere

Summary

Some endoscopic and histological data of pre-
malignant character of chronic benign gastric ulcer
were described. During 1973-1982 a prospective study
of 112 gastric ulcer patients was performed. As a
result of the follow-up study only 4 cases of gastric
cancer were diagnosed: 2 months (3 patients) and
1.5 years after the initial endoscopic investigation
respectively. As no further cancer cases were
revealed among these gastric ulces cases, one should
admit the possibility that these 4 cases were
misdiagnosed during the first examination. Hence,
chronic gastric ulcer, as a rule, has no or only a
slight tendency to malignancy.

A further histological study of 100 randomly
selected gastric ulcer patients was performed in
order to reveal the real frequency and character
of intestinal metaplasia and epithelial dysplasia
in the ulcer matrix. Gastric epithelial dysplasia
was found in all the ulcer patients, but in 71 cases
only slight dysplastic changes were diagnosed. In
29 patients dysplasia was characterized as moderate
(I1I degree). In 27 patients out of 33 intestinal
metaplasia according to the histological criteria
was classified as an intestinal variety of meta-
plasia. In order to evaluate this result it is
necessary to point out that slight dysplastic
changes and an intestinal type of metaplasia in the
gastric ulcer matrix has a little or no serious
malignant tendency.

Hence, chronic benign gastric ulces does not
represent a threat of potential malignancy to the
ulcer crater. Nevertheless, the absence of such a
tendency is not a sufficient reason for excluding
all gastric ulcer cases from the diseases threatened
by malignancy. One should take into consideration
the fact that relying only on the clinical and
visual symptoms of the disease and without a complete
endoscoplc examination, 1including biopsy and
cytological data, it 1is not possible to differ-
entiate benign ulcer from early ulcerated gastric
carcinoma.
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PROGRESSION OF ATROPHIC BODY GASTRITIS
IN PATIENTS WITH ANGULAR OR HIGH GASTRIC
ULCER. A STUDY BASED ON RELATIONSHIP
BETWEEN HISTOLOGY, SERUM PEPSINOGENS AND
LENGTH OF DISEASE HISTORY

H.-I. Maarocos, P. Sipponen,
V. Salupere, M. Kekki, I. M. Samloff,
M. Siurala

Tartu State University; Jorvi Hospital Espoo;
Helsinki University; ULCA, California, USA

Introduction

Chronic atrophic gastritis (AG) of the body
mucosa is a common finding in patients with gastric
ulcer (GU) (4,20-22). In proximally situated
(angulus or gastric body) GU body gastritis may
show a rapid progression leading to a marked loss
of normal oxyntic glands and thus to a progressive
decrease in acid secreting capacity of the gastric
mucosa /4, 9, 1Y, 23/. It is possible that this
sequence of events modulates the course of the GU
disease in two ways: gastritis may increase the
liability to relapses, but AG may also, by decreasing
acid output below a critical level, facilitate ulcer
healing and prevent relapses /4, 20, 22, 23, 24,
25/.

The present investigation was undertaken to find
out whether the length of the case history of the
GU disease can be related to the morphology of the
gastric mucosa and to the serum levels of pepsinogen
I and II (Pgl and II) that are generally considered
to be good serum markers (“serum biopsy“) of the
morphology and state of the gastric mucosa.

Material and methods

Patient series. The series consisted of 49
outpatients in whom gastric ulcer (GU) in the angulus
or gastric body had been endoscopically found (and
conservatively treated up to healing) 1-14 years
earlier (firs: endoscopy), and in whom the second
diagnostic endoscopy for continuous or recurrcent
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abdominal complaints was performed in 1984-1986 in
the Gastroenterological Department of the Tartu
University Clinic. A corresponding series of duo-
denal ulcer (DU patients, in whom DU had been
verified for the first time 1-5 years earlier, was
also collected. The mean age of the patients,
male-to-female ratio (M/F) and duration of the ulcer
disease in the two series are presented in Table
1.

Table 1
Patient series

Ulcer/ Total Mean age M/F Ulcer
duration | number years = ratio healed
S.D. No. (%)

Gastric ulcer

1-5 22 50 + 13 10/12 1 (5%)
years

6-10 21 2 9 8/13 1 (33%)
years

>10 6 59 = 8 0/6 4 (67%)
years

total 49 52 = 11 18/31 12 (24%)

Duodenal ulcer
total | 24 |40 +13 | 14710 | 8 (13%)

Duration of the GU disease., The duration of the
GU disease was determined as the time interval
(years) between the “first“ and “second“ endoscopy.
The series was arbitrarily divided into three groups
in which the time interval was 1-5, 6-10, or > 10
years.

Endoscopy and histology. In all patients mul-
tiple biopsy specimens were obtained from both
antrum and body mucosa at the second endoscopy.
Multiple biopsies from the ulcer or scar areas were
also included. The biopsy specimens were fixed in
buffered neutral 10% formalin, embedded in-paraffin,
sectioned, and stained with the HE- and Alcian blue
(pH 2.5)-PAS methods.

The presence and grade of AG in the gastric
antrum and body were interpreted by histologic
criteria originally presented by Schindler /12/ and



modified by Siurala et al. /13, 15/. The inter-
pretation of AG was done blindly without Kknowing
the duration of the ulcer disease or serum Pg levels.
Briefly:

- normal mucosa (grade/score 0): normal mucosa,
no inflammation;

-~ superficial chronic gastritis (grade/score
1): normal mucosa but chronic inflammation in
lamina propria;

~ mild, moderate or severe atrophic gastritis
(grades/scores 2, 3, 4, respectively): mild,
moderate or severe (total) loss of normal
glands; varying chronic inflammation.

The grading of AG correlates well with the
secretory function of the gastric mucosa /16, 18/.
The grading is simple and reproducible. Severe AG
in the antrum corresponds to the finding in all
available biopsy specimens of total or nearly total
intestinalization. Severe AG in the gastric body
corresponds to the histological finding wusually
observed in patients with pernicious anaemia /15/.

In the general population, chronic {atrophic)
gastritis progresses stochastically and stepwise
with increasing age, similarly in both men and women
/14/. In order to eliminate the effect of age from
the observed gastritis scores, age-adjusted scores
values (AAS) were calculated for every patient /14/.
Briefly, the population-based, age specific score
values (obtained from earlier studies of Estonian
population samples) were substracted from the
observed gastritis scores. Thus, AAS values of
gastritis above 0 indicate a more rapid than expected
progression of gastritis in the general population
whereas the values below 0 indicate a slower pro-
gression than expected.

Serum pepsinogens (Pg). Serum levels of PgI,
PglI, and their ratio (PgI/PgII) were determined
from serum samples obtained during the second
endoscopy, as described earlier /5, 6, 7/.

Statistics. Differences in prevalences and mean
scores of chronic gastritis and in mean Pg values
were calculated by chi-square, Mann-Whitney U test
and Student's t-tests. Correlations and the sig-
nificance of the correlations between serum Pg
levels, grade of gastritis and duration of the GU
disease were calculated as Sperman R correlation.
Because the Pg values were not normally distributed,
transformations (reciprocals) of the Pg values were
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adopted in t-tests in order to stabilize the
variances.

Results

The duration of the ulcer disease was examined
with regard to the following parameters: (i)
prevalence and mean score values of chronic
(atrophic) gastritis (AG), (ii) mean serum pepsi-
nogen (Pg) levels, (iii) relation between serum PgI
and grade of body AG, and (iv) proportion of patients
with healed ulcer, interpreted as the presence of
the ulcer scar the second endoscopy.

Chronic antral and body gastritis. The prevalence
and mean AAS values of chronic gastritis in relation
to the duration of the GU disease are presented in
Tables 2 and 3. They show that the proportion of
cases with advanced grades of body gastritis (A2-A3)
tended to increase with an increase in the duration
of the GU disease. Correspondingly, AAS values of
body gastritis also increased and were significantly
higher (p < 0.001) in patients who had had the GU
disease longer than 10 years as compared to those
in whom the disease history was at most 5 years.

Table 2
Histology

Antrum mucosa Body mucosa
Ulcer/ Total grade grade

Duration | number | 0-1 2 -4 1 0-1 2 3-4
No. | No. o. | No. | No. No.

Gastric ulcer

1-5 years 22 16 4 2 12 8

6-10 years 21 17 3 1 2 16
>10 years 6 2 2 2 1 0 5%
total 49 35 9 5 15 11 23

Duodenal ulcer

toral | 24 [ 32| 1 | of2a] o] o

* difference: p < 0.001
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Table 3

Age-adjusted score values (AAS) (mean * S.D.) of
chronic gastritis

Ulcer/ Total AAS/antrum AAS/body
Duration number | mean = S.D. mean * §.D

Gastric ulcer

1-5 years 22 009 +07 0.67 £ 0.75
6-10 years 21 0.03 = 0.47 2.18 * 0.96
>10 years 6 0.54 = 1.29 2.19 = 0.87
total 49 0.19 = 0.88 1.50 = 1.13

Duodenal ulcer
total 24 | 0.07x0.24| 0.06 +0.55

* difference: p < 0.001

Serum pepsinogens., Mean serum levels of PglI,
PgII and the Pgl/PgIl ratio in relation to the
length of the GU disease are presented in table 4
and Fig. 1.

Table 4
Serum pepsinogen levels

Ulcer/ Total Pgl PgIl Pgl/Pgll
duration | number | mean:S.D, | meanzS.D. | ratioxS.D
Gastric ulcer
1-5 years 22 13372 2716 4.9%1.5
6-10 21 10658 27x15 4,.2x1.6
years
>10 years 6 76+£37% 228 3.7£1.4
total 49 114249 2714 4.4+1.6
Duodenal ulcer
total | 24 | 98+38 1810 | 6.322.5

* difference: p < 0.05

28



e Gt BEAT ————l

Figure 1. Mean serum levels (#S.E.) of pepsinogens 1
(Pgl) in relation to length of history of the
gastric ulcer (GU) and duodenal ulcer (DU)
diseases. Significance calculated by t-test of
transformed values of Pgl and bty Mann-Whit-
ney U test (in parenthesis).

SRADE OF ROUBY GASIuRN

Figure 2. Mean serum (#S.E.) of Pgl in relation to his-
tological grade of body gastritis in the gastric
ulcer (GU) patients. Significance calculated by
t-test of transformed values of Pgl and by
Mann-Whitney U test (in parenthesis).
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The mean serum Pgl decreased with an increase
in the duration of the GU disease (Sperman corre-
lation: R = -0.29, p = 0.042). The proportion of
cases with PgI < 70 pg/l was higher among patients
who had a history of GU disease > 5 years than in
those with a history of < 5 years (13/27 vs . 3/22
patients; p = 0.010). Correspondingly, the pro-
portion of patients with Pgl values > 150 pg/l was
higher among the patients who had had a disease
history of < 10 years than among those with a disease
history of > 10 years (l1/43 vs. 0/6 patients.
respectively; p = 0.219). No clear differences in
PgII levels were observed in relation to the length
of the GU disease. The PgI/PgIIl ratio decreased
progressively with the increasing duration of the
GU disease.

There was a negative correlation between serum
Pgl and grade of body AG (Sperman correlation; R =
-0.25; p = 0.076). In addition, the proportion of
cases with serum PgI < 70 pg/l was higher among
patients who had advanced (A2-A3) body AG than among
those who had normal mucosa or superficial gastritis
(12/23 vs. 2/15 patients; p = 0.082). Furthermore,
mean Pgl levels were lower in subjects with advanced
body AG than in patients who had normal mucosa or
superficial gastritis in the gastric body (p=0.77;
Mann-Whitney U test) (Fig. 2).

Ulcer scars. The frequency of patients with ulcer
scar increased with the increasing duration of
disease history (Table 1). Serum levels of PgI
tended to be lower in subjects with ulcer scar than
in those with active ulcer (p = 0.139; Mann-Whitney
U test).

Discussion

The results show that AG of the gastric body
mucosa progresses in GU patients (ulcer in the
angulus or in the gastric body) with time, as has
been suggested in earlier studies /4, 9, 20, 21,
22, 23/. The following present observations support
this conclusion. First, the progression of body AG
in GU patients could be demonstrated independently
by histology and by the radioimmunoassay of serum
Pg levels: mean score values of gastritis increased
and serum PgI levels decreased with an increase in
time interval between the first and second endos-
copy. Secondly, serum Pgl levels correlated nega-
tively with the histological grade of gastritis.
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Thirdly, the mean age-corrected score values of
body AG, but not of antral AG, were higher in GU
patients than in DU patients and in the population
at large (AAS values of body gastritis in GU patients
were above z 0), suggesting that the progression
of body AG is related to the course of the more
proximally situated ulcers.

AG may have a dual role in the course of the
peptic ulcer disease /4, 20, 21, 22, 25/. Gastritis
may lower the resistance of the mucosa and thus
enhance the risk of the subject to contract ulcer.
On the other hand, AG in the gastric body may also
reduce capacity of the gastric mucosa to secrete
acid and pepsins, a phenomenon which may reduce the
risk of ulcer relapses. Indeed, 1in the present
series the proportion of cases with active GU
decreased when the duration of the disease
increased

The progression of body AG is considered to be
dissimilar in GU and DU /17/. The body mucosa in
DU is considered to remain normal or only slightly
altered through long periods of life, in contrast
to a gradual progression of AG in GU /17/. The body
mucosa in DU is considered to remain normal or only
slightly altered through long periods of life, in
contrast to a gradual progression of body AG in GU
/17/. This dissimilarity in behaviour of body AG
in GU and DU patients is in line with the present
results. Among the present patients with an ulcer
history of < 5 years, cases with body AG were found
only among GU patients but not among DU patients.
Surprisingly, however, the mean serum level of Pgl
was higher in GU patients than in DU patients.

The duration of the GU disease did not not show
relation to serum levels of Pgll. This is in certain
contradiction with earlier results /1, 2, 3, 11/.
In patients with diffuse severe body AG of pernicious
anaemia (PA) type (A-gastritis of autoimmune eti-
ology), the Pgl and PgI/Pgll ratio is low and PgllI
is high /8, 10/. This discrepancy may be explained
by qualitative differences in the gastritic process
of GU and PA patients. In contrast to the diffuse
nature of atrophy in PA, body AG is probably patchy
and zonal in the GU disease. In fact, in studies
based on stepwise biopsies, a gradual extension of
body gastritis in pyloro-cardial and cardio-pyloric
directions has been proposed in GU patients /9,
19/. It is possible that a limited number of biopsy
specimens in patchy or zonal lesions cause sampling
errors, and particularly increase the risk of
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histological overinterpretation of atrophy. Indeed,
although body AG was interpreted histologically as
severe in a great proportion of the present GU
patients, none had serum PgI levels below 20 pg/l,
as is usually found in patients with severe body
AG of the autoimmune A-type /8, 10/. Thus, none of
the present GU patients can be considered to have
a diffusely and totally atrophic gastric body. GU
patients, even with long disease histories, must
have areas or zones in the gastric body mucosa that
are non-atrophic and still capable of secreting
acid and pepsinogens.

It is possible that the present results do not
repredent GU patients in general. The series was
collected from symptomatic patients who underwent
routine diagnostic upper-gi endoscopies, and the
length of disease history was retrospectively
determined as an interval between two endoscopies.
This design may cause some selection biases. It is
likely that the series represents symptomatic
patients with a long history of the GU disease.
Correspondingly, the series must underestimate
symptomless cases in which ulcer heals rapidly, or
refractory cases in which surgery is needed.

In spite of the above limitations, we conclude
that a progression of body AG is a common phenomenon
in GU patients. We also believe that this gastritis,
however, is patchy or zonal in nature, and does not
lead to such diffuse and total atrophy of the gastric
body mucosa as is seen in PA. This kind of gastritis
may, however, accompany and enhance phenomena which
lead to the tendency of the ulcer disease to heal
spontaneously.
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CbiBOPOTOUYHbLIA NENCUHOTEH | U 11 ¥
BONbHbLIX A3BON MENYAOKA: B3AUMOCBA3b
NENCUHOTEHOB C XPOHUYECKWUM FACTPUTOM
N NPONONKMUTENDBHOCTbIO 3ABONEBAHUSA

X.-U.Ir. Maapooc, M. CunnoHeH,
B. Canynepe, M. Kekku, U. Camnodd, M. Cuypana

Pe swMme

Y 49 GomnbHbIX A3BOH XeJyOKa ypoBeHb ChIBODOTOYHOTO
nencuHoreHa I u II cpaBHuBAJCA CO CTeNeHb0 XPOHHUYECKOIO
racTpuTa aHTpaJibHOM M $YHOANbHOM obJjlacTer W C MNPOOOJIKH—
TeJNbHOCThI0 3aboJjileBaHusA. BBISICHHIIOCH, 4YTO YpOBEeHb IMelCH-
HoreHa I Obul JOCTOBEpPHO HHXe y OOJIbHBIX C OJIUTeJIbHbIM Te-—
yeHueM s3BH Kenyaka (> 10 neT) mo cpaBHeHH c  GOJILHBIMH
c ee KOpOoTKHM TeueHueM (< 6 neT). Chusucras obosiouka
Tena xenypka OosibHHMX € OJWTenbHbIM TeudeHueM AN okasamnach
6osiee BbIpaXeHHOH CTeNeHbl racTpuTa, HexXeld y GOJIbHBIX C
KOpOoTkuM TeueHueM SfIi. CphiBOpoTOuYHbHi mencuHoreH II Hame-
HEHHS B CJIM3HCTOH OO0OJIOUKE aHTpAaJIbHOH O6JIacTH He Koppe-
JIMPOBAaId C MNPOOOIKUTeJIbHOCThi TedeHua AX. CrnemyeT oTMe-—
TUTb, 4YTO arpodpuuyecKrHe H3MeHEeHHA M CHHXeHHbIHH YypOBEHb
nencHHoreHa I crnoco6eTBylT 3axuBneHuw K.
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SEERUMIPEPSINOGEEN I JA II MAOHAAVANDI-
HAIGEIL: SEOSED KROONILISE GASTRIIDI
NING HAIGUSE KESTUSEGA

H.-I. Maarocos, P. Sipponen,
V. Salupere, M. Kekki, I.M. Samloff,
M. Siurala

Reslimee

49 maohaavandihaigel vdrreldi seerumipepsino-
geeni I ja II (Pg I ja II) taset maolimaskesta
seisundi ning haiguse kestusega. Seerumi-Pg I tase
oli pikaaegse kestusega (> 10 aastat) maohaavan-
dihaigeil madalam kui liihema haiguskestusega (< 6
aastat) haigeil. Seerumi-Pg I madalam tase seostub
maokorpuse limaskesta atroofiaga, mida leiti
pikaaegse haiguskestusega haigeil. To60st selgub,
et Pg I vdhenemine vereseerumis ja maokorpuse
limaskesta atroofia soodustavad maohaavandi para-
nemist, Pg II, Pg I/Pg II ja antrumi limaskesta
muutused ei korreleerunud haiguse kestusega.

37



CHANGES OF SERUM PEPSINOGEN I LEVEL IN
PATIENTS WITH PEPTIC ULCER AFTER
DIFFERENT GASTRIC OPERATIONS

A. Peetsalu, A. Tamm, M. H&rkdnen,
K. Varis, S.-L. Karonen, T. Vdli,
K. Villako

Tartu State University, Helsinki University

During the last decade several authors have dealt
with the changes of serum pepsinogen I (Pg I) in
operated and unoperated peptic ulcer patients /1-3/.
The changes of the Pg I level are used to char-
acterize the response of chief cells to various
stimulators of gastric secretion as well as to
different methods of operation. However, the authors
do not agree about how closely serum Pg I and HC1
secretion are connected with each other /4, 5/. The
influence of the different types of vagotomy on
PG I values has been examined in comparatively small
groups of patients, and only during 1 - 3 months
after the operation. The aim of the present report
is to use more extensive material observing changes
in serum Pg I before the operation and during one
year after several variants of vagotomy and partial
gastrectomy.

Material & Methods

82 patients with duodenal wulcer (DU) were
studied, all of them operated on in the Department
of Surgical Gastroenterology of the Tartu University
Clinic in the years 1981-1983. The male-female ratio
was 74:8, the age of the patients - 20-72 years.
In all of them the endoscopic diagnosis was confirmed
at the operation. The choice of the surgical method
depended on the value of the gastric secretion and
the pathological findings in the stomach, pylorus
and duodenum.

The operations were as follows: in 36 cases
proximal vagotomy together with the excision of the
ulcer and pyloroplasty (PV + P) was performed; 26
- proximal vagotomy (PV); in 14 - truncal vagotomy
together with antrumectomy (TV + AE). The com-
pleteness of the vagotomy was checked by the Hol-
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Figure 1. Average postoperative changes of
BAO and Pg | values in duodenal
ulcer (DU) and gastric ulcer (GU)
patients
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lander test in 67 of DU patients,

For comparison the data of 11 patients with
gastric ulcer (GU), operated on in the same
department during the same period were used. They
underwent Billroth I partial gastrectomy.

The blood sera from 82 DU and 11 GU patients
were obtained on the morning prior to the collectlon
of the gastric juice. The sera were stored at -20 ‘c
until the determination of Pg I. The concentration
of Pg I in the serum was determined in the Meilahti
Hospital, in Helsinki, according to the radio-
immunoassay method described earlier /6/. 44 sub-
jects from adult population with no ulcer and with
the normal fundal mucosa or superficial gastritis
served as controls. The normal range for Pg I values
was considered to be 50 - 150 pg/1 /6/. In 64 patients
Pg I values were determined 3 times (preoperatively,
3 months 2nd 1 year postoperatively), and in 25
cases, accordingly, two times,.

The gastric juice for determing the basal
secretion (BAO) was collected during 60 minutes by
continuous aspiration from the preliminarily emp-
tied stomach. The position of the tube in the stomach
was checked by X-rays. Normal BAO was 1 - 5 mmol/h.
According to the BAO results the patients were
divided into three groups: high (A), normal (B) and
low (C).

In 39 DU patients gastroscopic biopsies were
taken from the gastric body mucosa before the
operation, and in 32 - after 1 year. The histological
findings were classified by 5 stages, from normal
mucosa (0), superficial gastritis (l) to severe
atrophic gastritis (4) /7/.

In the statistical analysis the Student test for
paired and unpaired data groups was used.

Results

Before the operation the gastric body mucose was
found to be normal in 22 cases, in 26 super#icial
gastritis occurred. The serum Pg I concentration
varied over a wide range from 50 - 404 pg/l. In the
majority of the DU patients (54 %) the Pg I values
were within the normal range. In 38 cases out of
82 (46 %) Pg I values were above 150 pg/l, in 11
(13 %) above 210 pg/l, which should be considered
as particularly high.
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Figure 2. Postoperative Pg | changes according to the
preoperative BAO level groups
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High BAO was observed in 45 cases, normal in 29
cases and low in 6 DU patients. In 6 out of 10 GU
patients BAO was normal, and in the remaining 4
cases lower than normal. The average preoperative
value of BAO was significantly higher in DU patients
(p < 0.001).

In all but one of the GU patients Pg I concen-
tration was within normal limits, on average being
significantly lower than in DU patients, respect-—
ively 97 = 31 (mean * SD) pg/l and 152 + 67 pg/l
(p < 0.001).

3 months and 1 year after the operation the
average values of both BAO and Pg I decreased
significantly, if compared to their preoperative
levels (Fig. 1). 3 months later BAO had decreased
by 85 % in DU patients and by 97 % in GU patients.
There was no further decrease in DU cases, but it
fell to a zero level in GU patients after the first
postoperative year.

In the DU group Pg I decreased by 40 % in 3
months, and additional 16 % over 1 year after the
operation. In DU patients the level of Pg I decreased
altogether by 56 % during the first year
(p < 0.001). The decrease in GU patients was
respectively 32 % and 16 %, in total 48 % compared
to the starting wvalue (p < 0.05). Thus 3 months
after the operation the decrease of the Pg I level
was much less expressed than that of AO. After one
year the same picture persisted.

The Hollander test proved positive in 23 and
negative in 44 cases out 67. Hence, the average
postoperative change in serum Pg I does not depend
on the result of the Hollander test.

The most peculiar finding was the convergence
of the Pg I values of DU and GU patients after the
operation. The difference between Pg I levels of
the DU and GU groups was not significant either 3
months or 1 year after gastric surgery.

Postoperative changes of Pg I depending on the
preoperative BAO levels in the DU group. The dif-
ferences between Pg I in the high, normal and low
BAO groups were not significant before the operation
(Fig. 2). 3. months after the operation the decrease
of Pg I in group A was 29 %, in group B 45 %, and
in group € 55 %. A statistically significant dif-
ference in absolute values of Pg I concentrations
was found only between groups with high (A) and low
(C) preoperative BAO (p < 0.05).
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From 3 months to 1 year after the operation, a
statistically reliable decrease of Pg I continued
in groups A and B (p < 0.001), while in group C the
Pg I values remained practically at the same level.
One year after the operation the Pg I values differed
in groups whose preoperative BAO levels had been
high (A) and normal (B) (p < 0.05) (Fig. 2).

Changes in Pg I depending on the method of the
operation, SerumPg I concentration decreases after
the surgery not depending on the method of the
operation (Fig. 3). The decrease after TV + P and
TV + AE was not significant within 3 months
(p > 0.05). During the following 9 months the Pg I
values in the TV =+ P and TV = AE groups reached
those of the other methods of the operation.

Individual postoperative course of Pg I in the
UD group. The individual courses of Pg I after the
operation were divergent. The main variants were
as follows: decrease (45 cases out of 77) or no
changes (21 cases) during the first 3 months, then
continuing decrease (36 cases out of 45) or staying
on the initial level during the next 9 months was
observed. In 9 cases the 3 months’ values were even
higher than the preoperative ones, in two patients
the increase did not stop during the next nine
months.

3 months after the operation there were only 10
patients having high Pg I values (Table 1). 11
patients out of 69 had Pg I values below 50 pg/l
(16 %), 7 of them below 40 pg/l, 1 year after the
operation 20 patients out of 65 examined had the
Pg I level below 50 pg/l (31 %), 10 out of them
below 40 pg/1 (15 %). At the same time the gastric
body mucosa had not changed significantly.
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Table 1

Level of serum pepsinogen I before and after

operation
DU GU
Level, [Before 3 1 year|Before 3 1 year
g/l oper- |[months| after | oper— |months| after
ation | after | oper- | ation | after | oper-
oper- | ation oper- | ation
ation ation
High 38 10 2 1 1 -
> 150
Normal 44 48 43 10 6 5
50-150
Low < 50 - 11 20 - 3 5
Discussion

According to the data of several authors the
serum Pg I level reflects the chief cell mass and
the actual synthesis of Pg I in the gastric glands
/3, 5, 8/. We have seen Pg I in one and the same
individual remain stable in the course of several
years /6/. The serum Pg I concentration correlates
to both basal and pentagastrin-stimulated amounts
of pepsin, secreted into the gastric lumen /5/. It
seems, however, that the connection between Pg I
and BAO is not firm /1, 3, 4, 5/. We observed a
little h1gher Pg I values (1 year after the oper-
ation) in these DU patients whose preoperative BAO
was high. In all other cases we were not able to
demonstrate different responses of Pg I and BAO.
The results are in accordance with the fact that
Pg I and HC1 are produced by different cells, chief
and mucous neck cells and parietal cells respect—
ively.

Our finding in the DU and GU groups agree with
those of other authors /1, 9/: Pg I in duodenal
ulcer is, on average, higher than in controls or
GU patlents However, the main part of the Pg I
values in DU cases remain within the limits of the
norm. Remarkably high Pg I (> 210 ug/l)occurred only
in 13 % of cases. In total 46 % of cases were above
the limit of the norm. Hence, a non-increased Pg I
level seems to be common of DU patients.
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Figure 3. Average decrease of Pg | in DU and
GU patients operated by different
methods
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Selective vagotomy with or without pyloroplasty
causes a reduction both in the secretion of pepsin
/10, 11/ and serum Pg I /1, 2, 3/ during
1 - 3 postoperative months. Our studies confirm
that the decrease of the average Pg I level continues
at least up to 1 year, altough the rate of the
reduction slows down.

At last two prerequisites seem to be essential
for the production of Pg I in normal amounts:
sufficient number of chief cells and maintenance
of wvagal innervation. Partial gastrectomy and
different types of vagotomy resulted in a similar
reduction of Pg I serum values. At the same time
the concentration of Pg I did not decrease as much
as for example BAO (Fig. 1). In most cases the
synthesis of Pg I remained normal during one year
after the operation, still it was at a lower level
than before the operation.

At the end of the postoperative year abnormally
low Pg I was observed in 31 % of DU patients. At
that time no changes detectable by light-microscopy
were found in the body mucosa. It is not excluded
that some changes in chief cells might be present
at the subcellular level, as was recently demon-
strated in connection with parietal cells after
vagotomy /12/. Scanning the divergent individual
courses of Pg I after the operations, it seems
probable that the chief cells might respond to the
cessation of vagal innervation at least in two ways:
reduction of Pg I production (majority of cases)
or keeping it on the previous level (minority). A
longer follow-up period should clarify whether such
behaviour after vagotomy continues more than one
year.
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U3MEHEHUA NENCUHOTEHA | B CbiIBOPOTKE
KPOBU Y BOJIbHbIX NENTUYECKON A3BON
NOCNE PA3JIMYHbIX ONEPALUA

A. Na3atcany, A. Tamm, M. XaproHeH,
K. Bapuc, C.-J1. Kaponexn, T. Banu, K. Bunnako

PeswmMme

VisaMe HeHMs mencHHoreHa I B CHBOPOTKe KpPOBM Habimoma-
g y 82 6GonbHBIX A3BOM OBeHAAUATHNEDPCTHOH KHUIKHU u II
GOJIBHBIX SI3BOM XeJlygka B TeueHue I roma mocjie omnepanuu.
IUisn nedveHuUsa OOJIBHBIX SI3BOM OBEeHAOUATHUIEPCTHOH KHOKH MHMc—
nonb3oBalu 4 Buaa omnepalmi: MIPOKCHUMAJILHYI0 BaroTOMMIO,
NPOKCHMAJIbHYI0 BArOTOMMI0 C HCCeuYeHHeM sI3Bbl M IHJIOPOIUIAC—
TUKO¥ , CTBOJIOBYI0 BAarOTOMHI0 C HCCEUYEHHeM si3Bbl H IHIJIOpO—
JIACTHKOM, CTBOJIOBYKW BATOTOMHK C AHTPYMIKTOMMeW Y 6oJib—
HbIX SI3BOM XeJIyOKa IMPHUMEeHsJIM KJIACCHYECKYI pe3eKLHWw Xe-—
nypka mo bBunspory I.

PesynbTaThl HCCJIeZOBAHMA NOATBEPKIANT OaHHbIE O TOM,
uyTo y GONBHBIX sI3BOH OgBeHafUaTHIe pCTHOH KHmMKH IIOCJie Ba-
TOTOMHH C IHWJIOPOIUIACTHKOM MM 6e3 Hee B TeuyeHHe Tpex
MecsAleB IMocJie Ollepalud YpoBeHb IelncHHoreHa I B chBOpPOT-
Ke KpPOBH CymeCTBEHHO CHHMXAeTCH MO CpaBHEHHW C Ipegone-=
pauuosHbiM (1o HamuM paHHbiM Ha 40 7). CHumeHHe YPOBHA
nerncHHoreHa I B CHIBOPOTKE KPOBH IPOJOJIKAETCSA H B Teue-—
HHe noclienylomux 9 MecsaueB, XOTA M C MeHbHEH CKOPOCTHIO.
HaMeHeHHss YPOBHsA MerncHHoreHa I B CbhBOpPOTKe KpPOBH Cy-
meCTBEHHO He 3aBUCAT OT MeTona onepanuu. 3TH HU3MeHeHUsA
y GONBbHBIX A3BOM XeJlygka IocJie pes3eKUHM XeJjygka mo Bumb-
pory I B TO ®%e BpeMsa aHaJIOTHYHbI.
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SEERUMIPEPSINOGEENI I MUUTUSED PEPTILISE
HAAVANDIGA HAIGETEL PEALE ERINEVAID
MAOOPERATSIOONE

A. Peetsalu, A. Tamm, M. Hérkénen,
K. varis, I.-L. Karonen, T. Vili,
K. villako

Resiimee

Seerumipepsinogeen I (Pg I) muutusi jdlgiti iihe
aasta jooksul 82-1 u. duodeni ja 11-1 u. ventriculi
haigel, keda ei selekteeritud enne operatsiooni.
U. duodeni haigetel kasutati 4 tiilipi operatsioo-
nimeetodeid: proksimaalne vagotoomia, proksimaalne
vagotoomia koos haavandi ekstsisiooniga ja piilo-
roplastikaga, trunkaalne vagotoomia koos haavandi
ekstsisiooniga ja pliloroplastikaga, trunkaalne
vagotoomia koos antrumektoomiaga. U. ventriculi
haigetele tehti klassikaline maoresektsioon
Billroth I jargi.

Uurimistulemused kinnitavad varasemaid andmeid,
et 3 kuu jooksul parast operatsiooni langetab
vagotoomia nii pliloroplastikaga kui ilma oluliselt
Pg I taset, vdrreldes operatsioonieelsega, meie
andmetel keskmiselt 40 % vdérra. Pg I taseme langus
jatkub edasi vdhemalt 9 kuu jooksul, kuigi tempo
aeglustub. Erisuguste operatsioonimeetodite
kdrvutamine nditas, et Pg I muutus ei s6ltunud
oluliselt operatsioonimeetodist. Pg I muutus
u. ventriculi haigetel pdrast Billroth I operat-
siooni oli samas ajavahemikus samasugune Kkui
vagotoomia jarel.
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ASSOCIATION OF CAMPYLOBACTER PYLORI WITH
GASTRITIS, GASTRIC ULCER AND GASTRIC
EROSIONS

S. Niemeld, J. Lehtola, T. Karttunen,
A.-L. Karvonen

University Central Hospital of Oulu,
University Central Hospital of Tampere. Finland

Spiral bacteria have been observed in the human
gastric mucosa since the beginning of the century.
The detection of a Campylobacter-like organism or
Campylobacter pylori (CP) in inflamed gastric mucosa
has aroused active scientific interest in several
research centers over the past decade concerning
the association of CP with various diseases of the
stomach.

On the basis of three different clinical sets
of material collected in the Gastroenterological
Department of the University Central Hospital of
Oulu, we have studied the association of CP with
chronic gastritis, gastric ulcer and gastric ero-
sions.

Methods

The series for studying CP and gastritis /1/
consisted of 107 randomly selected outpatients (49
men and 58 women) aged 40 - 71 years (mean = SD,
54 + 8 years), they were all referred to elective
gastroscopy. The patients with an operated stomach,
suspected liver disease or malignant tumor and the
patients with gastric ulcer were excluded. At
gastroscopy, eight stepwise biopsies were taken,
four from the antrum and four from the body of the
stomach.

To study the the association of CP with gastric
ulcer /2/, we collected material comprising 33
consecutive patients (16 men and 17 women, mean age
+ SD, 57 + 8 years, range 41 - 71 years). The
controls consisted of 33 age- and sex—-matched
patients with dyspepsia, but without any signs of
gastric or duodenal ulcer at the present endoscopy
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or in history. Four biopsies were taken from the
antrum and four from the body. In addition, 6 -~ 10
specimens were taken from the border of the ulcer.

The series of subjects with gastric erosions /3/
consisted of 117 patients collected from an elective
endoscopic material (mean age * SD, 49 = 12.2
years, 63 men and 54 women). At least three biopsies
were taken from the erosions, and two additional
biopsies from the antrum and two from the body of
the stomach. The erosions were classified into
complete (type I, 23 patients), incomplete (type
IIa, 63 patients), incomplete erosions on the
prominent prepyloric fold (type IIb, 24 patients)
and haemorrhagic erosive gastritis (type III, 7
patients). 115 patients remained in the analysis
of CP.

In the histological study, gastritis was graded
as normal (0), superficial (1), mild atrophy (2),
moderate atrophy (3) and severe atrophy (4). The
presence of CP was determined histolgically from
hematoxylin-eosin stained sections, this method was
in good agreement with the results of Warthin-Starry
staining and bacteriological culture.

Results

Campylobacter pylori and gastritis. Campylo-
bacter pylori was recognized in the gastric mucosa
of 38.8 % of all the patients. In the antral mucosa
CP was found in 32.4 7% and in the body mucosa in
36.6 %. There was no significant sex or age dif-
ference between the CP-positive and CP-negative
patients. The scores of both antral and body gas-
tritis were significantly higher (p < 0.001) in the
CP-positive patients than in the CP-negative ones
(Figs. 1 and 2). Of the CP-positive cases, 87.9 %
had an antral gastritis score of more than one as
compared with 27.5 % of the CP-negative cases
(p < 0.01). The corresponding percentage for body
gastritis was 27 and 17.2 (NS).



ANTRAL GASTRITIS
SCORE

p < 0.001

CLO-positive CLO-negative

Figure 1. Comparison of antral gastritis scores in
patients with and without Campylobacter-like
organisms (CLO) in the antral mucosa. M = median.
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BODY GASTRITIS
SCOEE

p <0.001

CLO-positive CLO-negative

Figure 2. Comparison of body gastritis scores in
patients with and without Campylobacter-like
organisms (CLO) in the body mucosa. M = median.

In addition, a recent analysis /4/ of the same
patients showed that the quantity of CP (detected
and quantified using Warthin-Starry silver stain-
ing) in the gastric mucosa correlates with the
severity of antral gastritis,

Campylobacter pylori and gastric ulcer. Of the
patients with gastric ulcer, 57.5 % had CP in the
mucosa outside the ulcer, which is a significantly
higher frequency than 33.3 % obtained from the
control subjects with dyspepsia (Table 1). CP was
associated with atrophic gastritis of the antrum
(score > 1) especially in the non-ulcer group. The
patients with ulcer had more often atrophic antral
gastritis (78.8 %) than the controls (54.5 %)
(p < 0.05).
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Table 1

Campylobacter-like organism (CLO) in the gastric
mucosa in patients with gastric ulcer or dyspep-

sia

CLO-positive, CLO-negative no

no of patients of patients
Gastric ulcer 193 14
Body ulcer 10 9
Antral ulcer 7
Combined 2
ulcer
Non-ulcer 11 22
dyspepsia

* CLO were significantly commoner (p < 0.05)
in the gastric ulcer patients than in the dyspepsia
patients

Campylobacter pylori and gastric erosions. The
frequency of CP-positive cases was 66 % in the group
with gastric erosions and 67 % in the controls. Nor
did the frequency of CP among the patients with
different types of erosion differ from the control
values. CP was found more often in the gastric
mucosa of patients with type IIb erosions (84 %)
than in the stomach of patients with erosions of
other types (61 %) (p < 0.05) (Table 2).



Table 2

Frequency of CP-positive cases among patients
with type IIb erosions compared with all the
other erosion patients

Frequency of
CP+ Cp- CP-positive cases
(%)
Patients with
type ITb 21 4 84
erosions
p < 0.05
Other erosion
patients 55 35 61
Comments

Our studies show conclusively that CP is asso-
ciated with chronic gastritis especially in the
antral area. This association, however, does not
necessarily mean that there exists a causal rela-
tionship between the two phenomena. Several facts
suggest that CP is really one etiological factor
of chronic antral gastritis: CP can rarely be found
in histologically normal mucosa and, also the amount
of CP correlates with the severity of antral gas-
tritis. Moreover, studies made elsewhere have shown
gastritis to be healed with antibiotic treatment,
meanwhile the stomach specimens have turned
CP-negative.

CP was associated with gastric ulcer disease,
the increased frequency of CP being related to the
presence of antral atrophic gastritis. The causality
remains to be proven in further studies. CP seems
to show no association with gastric mucosal erosions
treated as one group. However, type IIb erosions,
which have several connections with the duodenal
ulcer disease, are associated with CP. Thus, CP may
be one etiological factor of the kind of erosions
as has been discussed in connection with duodenal
ulcer.
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CAMPYLOBACTER PYLOR! NPN AHTPAJIbHOM
FACTPUTE, A3BE HENYAKA U
3PO3UN KENY AKA

C. Huemens, 0. Nextona, T. KapTTyHeH,
A.-J1. KapBoHeH
Pe swoMe

HcenepoBaHel 33 6GoNBHLHIX A3SBOM TeJla HMIM aHTpyMa xe-

nynxa, 117 - sposusaMu xenyoka H 107 GonbHbX Ges ssBeH—
HOH OosesHH. Campylobacter pylori oOHapy®eH B IepBOH
rpymmme B 77,5 Z, BO BTOpoii — B 66 Z MU B TpeTheil — B

38,8 % cnygaeB. Ilpu cpaBHEHHH HSMeHeHWH B CJIHSHCTOH
o6oslouke AaHTpyMa H Tejla Xejygka c¢ Campylobacter pylori
Obta HaiijeHa KOppeJiALMA AHTPAaNBHOTO racTpura ¢ Campylo-
bacter pylori Bo Bcex rpymmax HccliedOBaHHLIX.



CAMPYLOBACTER PYLORI ANTRUMIGASTRIIDI,
MAOHAAVANDI JA -EROSIOONIDE KORRAL

S. Niemeld, J. Lehtola, T. Karttunen,
A.-L. Karvonen

Re siimee

Haigetest, kellele tehti gastroskoopia, leiti
maokorpuse ja -antrumi limaskestas Campylobacter
pylori 38,8 %-1. Mao korpuse ja antrumi haavandiga
haigetest oli Campylobacter pylori’'t 77,5 %-1 ja
maoerosioonidega haigetest 66 %-1. Kdikides hai-
gusriihmades korreleerus Campylobacter pylori leid
antrumigastriidiga.

58



CAMPYLOBACTER PYLORI! NPU XPOHUYECKOM
FACTPUTE U A3BEHHORM BONE3HU

X.-N.Ir. Maapooc

TapTycku#i rocygapcTBEHHbH YHHBEpCHTET

Campylobacter pylori (CP) obHapykeH W H30IHDPOBAH
B 1983 r. /5, 10/. K HacTosmeMy BpeMeHH BblsiCHEHa uyac-—
ToTa BecTpeuaemocTH CP B cinu3HcToM o6oJlouke aHTpalbHOH
¥ bynapanbHOM ofnacTH xellygxa IpPH sAsBeHHo# 6osesHu /11,
12, 1, 6, 7/. OgHako posib CP B 3THOJIOTMM H TNaTOTeHese
pasJinuHbX GOpM SA3BeHHOH O0Ne3HH OO0 CHX NOp HemocTaToud—
MO H3yuyeRa. BO3MOXKHO, UTO coefuHswNedl LEeNbid MeXZy BO3—
HHUKHOBEHHEM su3Bbl U Bo3peHcTBHeM CP sBmsgeTcs XPOHHUE=
CKHIi TacCTPHT. AapakTep H CTeneHb XPOHHYECKOTO TacTpHTa
NpH pas3HblX dopMax sA3BeHHOM 60Ne3HH pas3HuyaeTcs /13/.
[lenbl0 HaWero HMCCJIEOOBAaHMA OblIO0 H3yUYHTb uyacToTy CP  mpu
KPOHHUE CKOM TacCTpHTe, CONYTCTByWWEM si3Be XeJyaxa HITH
OBEHAOUATHINEPCTHOM KHUKH, H IIPH XPOHHUECKOM ractpure
6e3 A3BH.

MaTepnan n meTopMKa

O6cnepgoBaH 301 6onbHOM B Bo3pacTte oT 16 mo 78 ner
(192 myxuuHsl ¥ 109 xeHuwuH). PacnpeneneHue OONbHbIX o
OHarHosaM, BO3pacTy H IOJIly NHpHBegeHo B Tabnuue 1.

OduarHos fA3BeHHOH 60Jle3HH Oblll  YCTAHOBJIIEH Tpagu-
LIHOHHBLIMH KJIMHHYe CKHMH, PEHTIeHOJIOTHYEeCKHMH M 3HOOCKO—
HYeCKUMH MeTOOaMH HcCHeOoBaHHA. fI3By Ha yrie Xemnynxka
HITH Bblllé €ro CYHTAalH fA3BOi Xelyoka, B aHTPalbHOH 00—
JIACTH — MpenHIOpPHYeCcKOH Y B JIYKOBHLE [OBEHaOUaTHIIepCT—
ROHM KHWKH = f3BOH gBeHagUATHNEpPCTHOHM KumKW. B rpynny
bONbHLIX Oe3 A3BEeHHOTO MNOopaXeHHs XyJygka Bxoguno 58 mun
(23 MyxumH, cpenHuit BospacT 48 meT, M 35 XeHmMH, cpepg—
HHH BospacT 50 meT), KOTOpHX 0OCNe[OBailH TAaKHMH Xe Me—
TOOAMH B TaCTPO3HTEPONIOTHUYe CKOM OTOEJIeHHH no mnoBogy
pasnHuHbiX %ano6. Ho sA3BeHHON OoNle3HM He OOHADYXHIIH.

Y Bcex of6ciegoBaHHbIX 6OIbHbIX ObIJIO NMpPOBeHeHO 3H—
JOCKONHUYECKOe HCCJIleloBaHHe BepXHero orpesla IHie Ba pHU—
TE€JbHOTO TpakTa M B3fATbl OHONCHOHHbIE KYCOYKH H3 dyHAayca
H anTpyMa xenygka (or 4 mo 8 KycoukoB) M H3 KpaeB 3B
»enynka. Bcero uccmepoBanu 2504 6Guontara.
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Tab6bnuunga 1

PacnpepgeneHue uccrniegyemslx No AuarHosam,
nony wu Bo3pacTy

Bospacrt (cpen-
[on I
LuarHos Yucno ne, rpaHHum§
M K
flsBa OBeHaguUaTH— 115 81 34 42 44
e pC THOH KMIIKK (21-78) (22-67)
fIsBa xenynka 105 73 32 50 51
(18-73) (20-77)
[Ipenunopuye ckas 23 15 8 43 59
A3Ba (16-66) /44-76)
bonbHble 6e3 sA3— 58 23 35 48 50
BeHHOH boJie3HH (21-66) (21-78)
Bcero 301 192 109

Bce 6HMONCHOHHbBIE KYCOYKH GHKCHPOBAIH B 10 7-HoM
dopmanube. llapad¢uHOBble cpe3bl OKpaWMBalH cepebpeHHeEM IO
Warthin-Starry, no metony Giemsa 6e3 pgubbepeHUMaUMH  H
reMaToKCHJIMHOM—2303HHOM. Bce mnpemnapartbl ObIIM OLleHEeHbl C Io—
mMomplo MuKpockona "Jenamed-Zeiss" (o6wextHB 40,  oxynAp
10).

Cnu3sucTylo 0bOJIOUKY aHTpyMa H TeJjla XyJydKa OLeHHBa-—
JIM THCTOJIOTHUYECKH mo knaccHbuxauuu M. Siurala m coasr.
/9/:

- HopMajbHas C/AM3HCcTasa 0boJlouKka;

- NOBEepPXHOCTHHEH racTpuT (M3MeHeHHSA MOBEPXHOCTHOTO
SIHTeNIUA, KJIeTOuHas HMHQuUIbTpauua ©Oe3 H3MeHeHHsA KOJIH-
yecTBa Xejes);

- HauaJIbHbIf, YMEPEeHHbH HIIH BblpaXkeHHbH aTpodHueCKHiH
racTpMT, T.€. yMeHbLleHHe KOJIHYeCTBa XeJjle3 H XeJie 3UCThIX
KJIETOK OO HX NOJIHOTO HCUE3HOBAHHA, KOTOPOMY MOXeT Co—
OyTCTBOBATh HMHQuUAbTpauusa M Metamnasusa. CP B TrHCTOJIOTH-
YeCKHX Cpes3ax HaxOoJHTCs MOJ cJIoeM C JIM3H BOIH3H 3IHTe—
nHanbHBIX KJIeTOK ¥ B doBeomax (puc. 1).

CP oumeHwnu B nosle speHusa mo Apymuny u ap. /114 mo 20
fakTepuil B mnoJjile 3peHus +, oo 50 6Haktepuit ++ W Bbule
50 +++.
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Puc. 1. Campylobacter pylori B aHTpanbHOH
ciausucTol oGoyiouke. OxpamuBaHue IO
Warthin-Starry 06. 40, ox. 6, 3.
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B HacrTosmel paboTe npoaHaJIM3HpOBAaHa B3aHMOCBA3b
BCTpPEUAEMOCTH KaMIUWIOOAKTEepHHU C COCTOAHHEM CAH3UCTOH
0B0JIOUKM aHTPyMa H TeJjsla xeJjyaka. Pes3ynbTaTel HcclleroBa-—
HusA 06paboTaHbl CTATHCTHUECKH NpH moMomu X - MeTona.

PesynbTraThl

B Ta6muue 2 npuBepeHn naHune o CP npu Pa3IHYHbIX
dopMax aHTpPANbHOIO racTpHTa B HCCclegyembX rpynnax. [Ipu
HOPManbHOM aHTpanbHo# chnmsucTo¥ CP HamM TONBKO B 2
cryuyasx H3 16 (B rpynme 6onbHbIX S3BOH [OBeHaOUAaTHIEPCT—
HOW KHWKH ¥ B rpynne OSonbHbX 6e3 A3BeHHOH 0OJle3Hu no
ogHoMy ciiyuaw). Yame Bcero CP BcTpeuancs Bo BceX rpyn-
nax obcneayemmx (B 161 cnyuwae u3 244) npu noBepxHOCT-
HOM aHTpajibHOM racTpHTe. M3 HuUX npu s3Be OoBeHazuaTH-
nepcTHOM Kuku B 74 ciyuaax us 101, npu ssBe xenyaka -
B 38 u3 75, upH npenuiopHMYecKHX fisBaXx — B 18 u3 22 u y
bosibHLX 6e3 sisBeHHOW ©Oone3wH — B 31 ciiyuae u3 43. Ilpu
aTpodHUE CKOM AHTPAJIbHOM TacTPHTE KaMIHIO6aKTe ProJOXKM—
TeJIbHbIX cliyyaeB ©ObI0 OBHaApyXeHO 12 u3 43, U3
HHX [PH s3Be IOBEHAAUATHNEPCTHON KHWKH = B 3 CJIyyasx H3
6, npu fA3Be XeJyyoxka — B 7 U3 26 W B rpynne BoJsbHHX Des
A3BEeHHON OoJle3HH — B 2 chayuasx u3 5 (rabn. 2).

Tab6bmanuupa 2

YactoTa KamnunobakTeprioNOMUTENbHBLI X CRyYaes NP
Pa3NUYHbIX U3IMEHEHUAX aHTPanbHOMU CNRU3UCTON
ofonoyku B uccnepyembix rpynnax

fizBa [lpe- bosbHble
BeHam- -
Cnusucras o06o- ﬁarufn igga ggﬁg_ gggeﬁ_ Obmee
FoYyKa aHTpyMa g%ECT nAynka CKas  Hom YHEITO
KHUWKH A3Ba 6oJe3HH
HopManbHas 1/4 0/4 - 1/10 2/18
[lose pxHOC THbIH
racTpHT 74/101  38/75 18/22 31/43 161/244
Atpoduueckui
racTput (Hauanb-—
Hblil, yMeDEeHHBbIH, ~
BbIDAXe HHbIf1) 3/6 7/26  0/1 2/5 12/43
Obmee uMC IO 78/115 45/105 18/23 34/58 75/301
KaMnuiobaxkTep- obdbmee YHCIIO
IO JIOXKY T€ JIb HbIH DONBHBIX C CO-
ciayuyaH OTBE TCTBE HHbIMIL

H3MEHe HHAMH B
CIHU3HCTOIH vdo—
JIO4YKe
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YacToTa nojoxutesnbHMX CP ciayyaeB no gHarHos3aM cTa-
THCTHYECKH JOCTOBEPHO He pas3JjlHyalach B TpPaHMUAX Kak Io-—
BEPXHOCTHOTO, TaK H aTPOPHYECKOrO AaHTPAJIbHOro TracTpHTa
(p > 0,05).

B rabnune 3 npuBeneHn naHHwe CP npu pasmuspx ¢op-—
Max GyHOAJBHOI'O racTPHTA B HCCJEOyEeMMX TI'DYIIImiX.

Tab6bnwuuya 3

YacToTa Kamnunoﬁakrepnonomm'em,ublx cnysaes npu
pasfiInyHbIX U3MEHEHUAX B GYHAANbHOW CAM3KMCTON
obonouke B Mccnegyemblx rpynnax

fzBa Mpe—
BeH I~ pe— BonbHble
Causucraa ob6o- ﬁaTH-II fA3sa ggﬁg_ gggeu- O6wee
JIoukKka TeJla xe-— gggCT‘ ayOoka  ckas HOM YHCJIO
Jgypgka KHITKH A3Ba boJsie3HU
HopMmanpHasn 9/25 3/7 0/2 3/16 15/51
[loBe pxHOCTHbIH
racTpHuT 31/86 29/48 13/19 13/21 86/174
ATpodHye CKHH
racrpur (Ha-
4YanbHbIH, yMe-—
PeHHBHI , Bbipa-—
®e HHBIH 1/3 26/50 1/2 2/21++ 30/76
Obmee uuciI0 41/115 58/105 14/25 18/58 131/301
X2 = 11,7 p < 0,001
KaMIuoGak Te p— obmee wyucio
MO JIOXHTE JIbHble 6ONbHBIX C COOT—
ciyyau BeTC TBEHHbIMH

H3MeHe HUsIMH B
CJIH3HUCTOH 0060-—
JIouke

Y GosbHBIX C HOPMAJIbHOH GyHpasbHOH ciansucToi CP 6bu1 Hai—
neH Bcero B 15 cayuasax u3s 51. [Ipy 3ToM pasHumel B UYHCIE
KaMnuao6aKTe PIIONIOKUTEJIBHBIX CJyuyaeB [0 OHarHosam He O6bijio
(p > 0,05).

Y GoJbHbIX MOBEePXHOCTHLIM GYHOAJIbHbLIM racrpurom CP
6b1 o6HapyxeH Bcero B 86 ciyuasx w3 174. B rpymnme A3BbI
XeJlyaKa, fA3Bbl NBeHAOUATHIIe PCTHOH KHWKH, TMPEIHJIOpHYe CKOI
A3Bbl H y OONbHbIX ©€3 sI3BEHHONW OOII€3HH COOTBETCTBEHHO 29
u3 48, 31 u3 86, 13 u3s 19 u 13 us 21, #u CTATUCTHYE CKH
OOCTOBEPHOH DPasHMIM Mexny HuMH He BuisBneso (p > 0,05).

[lpn aTpodHyecKOM ¢yHOanbHOM TaCcTPHTE BO BCeX ue-
creyemMbiX I'PYNNAX KaMIIHJIO0 64K Te PIIOJIOKUTE JIbHbIX cllyyaesn
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Bcrpeuanoch 30 u3 76 (ra6bn. 3). U3 HUX npH s3Be OBeHan-
LATHIEe PCTHOM W NIpeIHIIOPHYEeCKOM s3Be — IO OJHOMY CJIyuaio,
NpH s3Be Xynyoka — B 26 cnyuasx U3 50 u B rpynne 6onb-
HBIX 6e3 s3Bbl — B 2 u3 19. Comocrasnsas uyactotry CP arpo-
drueckost GyHOaNbHOH CIIM3HCTOH Ipy s3Be XeJlyoka U y
60oNbHBIX 6e3 s3BH, BhHIIBJIeHA CTATHCTHYECKH JgocToBepHas
pasumna (p < 0,001). KaMnuno6akTeprnoJIOXHTEJIbHBIMH HIIH B
aHTpallbHOHM MM B ¢QYHOAJIbHOH CJIM3HMCTOHM O60JIOUKe oOKasa-—
JIMCh MpH NpenuiopHueckux s3Bax 90 7 ciyuaeB, NIpH sA3Be
IyKOBHIB OBEHAOUATHIEPCTHOM KHMNKH — 74 7 ciyyaeB, IpH
fi3Be xellygka — 68 7 ¥ B rpynmne OGONbHHX 06e3 fA3BH — 57 7
cnyuaeB. Pasuunp B uyactoTe CP cpeau 60JbHHIX AI3BEHHOMU
fonesHbi0 ¥ 6e3 A3BH He ObNIO oGmapyxeno (p > 0,05).

Ob6cy mipeHue

B HopMamnbHOH clIM3HCTOM obGoyiouke CP BCTpevyaeTCs
TONIbBKO B OTHEJIbHBIX cJlyyasX, IpPH 3TOM yYame IIpPH HOPMAallb—
HOM GyHOalIbHOM CIIH3HCTOM 00OJIoOuKe M pexe — TIIPH HOp—
MallbHOM aHTpalibHOM CJIH3HCTOM oboJiouke. Ha 3To obparunu
BHuMahpe D.M. Jones u coaBT. /3/ u W.L. Peterson u co-—
aBT. /7/. OHu nomuepkuBawT, uro CP MOXeT HaXOOUTLCH B
HOpPMalnbHOM GYHOANIbHOHM CJIIH3HCTOH, HO B aHTPAJIbHYK CJIH-
3ucTylo CP oObuHO mnepecenseTcs TOJbBKO IIPH HW3Me He HUSIX
cnusucToM obosyioukH. Ilo HamuM pes3ynbTaTam BBIICHHJIOCDH ,
yTo uyactora CP B clIM3HCTOM 060JIouKe KaK aHTpalibHOH, Tak
¥ byHOanbHOM O06JylacTH pe3Ko BO3pacTaeT B CBSI3M C IOBepDX-
HOCTHBIM racTpuToM. Ha B3amMocBsass CP ¢ I1OBepPXHOCTHHM
FacTPHTOM yKas3bBaOT M JIMTepaTypHble maHuwe /2, 6, 8/.
HaiimeHo, 4TO uacToTa KAaMIMJIOOaKTePIOJIOXKMUTeJIbHbIX cny-
yaeB C pasJIHYHbIMM ¢opMaMH 3B M Oe3 HHUX He pasjHuaeTcs
cpegy rpynmn, €cli¥ B3fATh 32 OCHOBY CpPaBHeHHe CTeneHH
racTpHTa B pas3lMuHbX rpynnax /8/. Mo He HamnM pasHULL
yacToTsl CP B anTpalbHOM W ¢¢yHOANbHOH CJIHM3HCTOH ob6ojouy-
Ke y BOJIbHBIX MMOBEPXHOCTHBIM I'@aCTPUTOM IIPH s3BeHHOH 60—
Ne3HH, a Takxke y OonbHHX Ges Hee. TonbKo IpH aTpoduue-—
ckoM GyHpanbHoM racrpure uacrora CP npu sasse KeJyaxa
oTnMuyaljlachk OT TAaKOBOM IPH OPyTrHX dopmax s3B, a& Takke OT
yacToTH B rpynmne O60JIbHHX 6e3 sg3BeHHOH 60Jjle3HH.

0o cux mop IpH sA3Be xejlygka H ocobeHHO B ¢yHOanb—
HOH clIM3HcToM o6oJlouke HcclemoBaH CP B ManeHbKux rpyn-—
nax 6onpHbX. [I03TOMY TPYOHO CONOCTAaBJIATH HaWlH pes3ylib—
TaThl C OAHHBIMH OPYTI'HX aBTopoB. Heob6xomuwmMo INOOYEpPKHYTH,
4YTO CONYTCTBYOMMH si3Be XeJlyaka XpOHHYE CKHH racTpHT
UMeeT pasJIHYHbIM XapakTep II0 CPaBHEHHW C CaMOCTOATeJlb=
HbIM XPOHHYeCKHM racrtpuroM /4/. BrojlHe BO3MOXHO, 4yTO

64



ocobeHHocTH B yactore CP 1mpu aTpodHyecKkoM racTpHTe
dyHOaabHOM 06JlacTH IpU A3Be XeJlygka ABJIAKNTCA eme OIHUM
nokasareiieM pa3JIMYHOTO XapakTepa Ha3BaHHOH ¢GOpMbl racTt-
pura.

TakuM 06pa3oM, IO pe3yJbTATaM NpoBedeHHOH paboTel
clleayeT 3aK/OUYMTh, UTO YMCJIO KaMIHIO6aKTe PIIOJIOXUTeJIb—
HbIX CJIy4yaeB CBSi3aHO uage Bcero ¢ HalluiudeM IOBepXHOCT—
HOTO aHTpajbHOTO U dyHOAlIbHOro racTpuTa, He3aBHCHMMO OT
TOTO, ABJAETCH TaCTPHUT CaMOCTOATEJIbHOH OOJIe3HbO MJIM €O~
NyTCTBYWIHUM si3BEHHOH O6o0Jie3HH.

flpu sToM pasHuubl B yactote CP cpenu 6GoOnbHBIX A3-
BEeHHOH 605ie3Hbl0 M Be3 Hee OOHapyXeHO He Obino. I[Ipu ar-
poduueckux ¢opMax AHTPAJIbLHOTO M GYHOAJIBHOTO racrtpura
YUCIIO KaMIIHUJIO6aK Te PIIOJIOXKHTEJIbHBIX ClIyyaeB yMeHblaeTCH.
lpu aTpodpuueckoM obyHpganbHoM ractpute CP BCTpeuaeTCH
rnpexMMyme CTBEHHO B rpymnne OOJIbHbIX s3BOH XeJjyaka.
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CAMPYLOBACTER PYLORI IN CHRONIC CASTRITIS
AND PEPTIC ULCER

H.-1. Maaroos
Summary

301 patients with duodenal, gastric and prepyloric
ulcers and non-ulcer controls were examined 1in order
to find out whether Campylobacter pylori is rel-
ated to the ulcer itself or to co-existing chronic
gastritis. Histological sections from the antral and
body mucosa were stained with Warthin-Starry, Giemsa
and hematoxylin-eosin. Campylobacter pylori was
strongly associated with chronic superficial gastritis
in both ulcer and non-ulcer patients and in the antral
as well as body mucosa. No differences were found 1in
the frequency of Campylobacter-positive cases between
ulcer patients and non-ulcer controls when the comparison
was done within this category of chronic gastritis (p >
0.05). In atrophic body gastritis gastric ulcer patients
have Campylobacter pylori more often than non-
ulcer controls (p < 0.001). The bacteria were only
occasionally observed in the normal mucosa.
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CAMPYLOBACTER PYLORI MAOHAAVANDI,
KAKSTEISTSORMIKUHAAVANDI JA KROONILISE
GASTRIIDI HAIGEIL

H.-1. Maaroos
Res imee

Selgitamaks seoseid Campylobacter pylori esinemuse
ning kroonilise gastriidi eri vormide ning raskusast-
mete vahel uuriti 301 mao- ning kaksteistsormikuhaavam
di ja kroonilise gastriidi haiget. Antrumist ja korpu-
sest voetud proovitiikid vdrviti Warthini-Starry ja
Giemsa meetodeil ning hematoksiiliin—eosiiniga. Koige
sagedamini leiti Campylobacter pylori't antrumi ja kor-
puse pinnagastriidi korral ning selle gastriidivormi
korral puudus erinevus Campylobacter pylori sageduses
kaksteistsormiku-, mao- ja prepiiloorse haavandi ning
iseseisva kroonilise gastriidi korral (p > 0,05). Mao-
haavandihaigeil oli aga sagedamini kui teistel haigeil
kampiilobakterpositiivset atroofilist korpusegastriiti.
Normaalses maolimaskestas leiti Campylobacter pylori't
vaid iiksikjuhtudel.
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USE OF MONOCLONAL ANTIBODIES IIICl12 IN
CHARACTERIZATION OF GASTRIC MUCOSA

T. Vorobjova, R. Uibo, H.-I. Maaroose,
K. Krohn

Tartu State University,
Institute of Biomedical Sciences,
Tampere University

Recent results of several authors /2, 5, 6, 8,
9, 10, 13, 14, 15/ have shown that in simple as
well as in glandular epithelia one can find a group
of glycoproteins of high-molecular weight called
epithelial membrane antigens (EMA) which are
reactive to antibodies of human milk fat globule
membranes (HMFG). EMA has been described as epi-
thelial markers /6, 9, 10, 13, 14/. It has also
been shown that the display of these glycoproteins
is induced or augmented by certain inflammatory and
neoplastic states suggesting that they could be
used as markers of activation or proliferation and
indicators of epithelial differentiation in the
studied tissues /9, 10/.

The present study was undertaken to investigate
the expression of the EMA in different states of
gastric mucosa.

Material and method

The gastric mucosa specimens were obtained from
115 patients treated at the Gastroenterological and
Oncological Departments of Tartu University Clinic.
Twelve patients (mean age 67.0 + 9.3) out of these
115 had gastric adenocarcinoma (diffuse type in
one, intestinal type in 5, undifferentiated in 6
cases). The tumor was localised in the antrum in 5
cases, in the fundus in 4 and in both the antral
and fundal part of the stomach in 3. In these cases
the material for immunohistochemical study was
obtained from 8 (by subtotal resection) or from 10
(by gastrectomy) different areas of the operated
stomach (from the tumor, the presumable edge of the
tumor, the antrum, the body and cardia- two specimens
from the symmetrical parts of each).
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103 patients had a benign gastric disease:
gastric ulcer in 59, duodenal ulcer in 32, both
ulcers in 5, praepyloric erosions in 4 and chronic
gastritis without ulcer in 3 cases. The mean age
was 46.5 £ 12.2. In these patients biopsy specimens
from the antrum, the fundus and the gastric ulcer
edge were used for immunohistochemical studies.

All specimens, either by biopsy or from the
operated stomach, were routinely fixed in neutral
formalin and embedded in paraffin. They were studied
by the peroxidase—antiperoxidase (PAP) method /11/
using mouse monoclonal antibodies (MoAb) - IIICl2,
generated against HMFG membrane antigens and
characterised by K. Krohn et al. and P. Ashorn et
al. elswhere /1, 7/. For control experiments
unrelated mouse MoAb (HMG-4%4/3F5/) were obtained
from the Department of Biotechnology of the
Institute of General and Molecular Pathology (Tartu
State University).

The counterstain was performed by haematoxylin.

The selection of MoAb of HMFG to be used in the
total study material was carried out in four can-
cerous and four antral or fundal gastric mucosa
specimens obtained from a patient with the
intestinal type of carcinoma. From 10 different
MoAb only the MoAb IIICl2 andIVC7 gave positive
reactions. As MoAb IIICl2 showed reactions to
cancerous as well as noncancerous gastric mucosa,
contrary to antibody IVC7 which reacted only with
a specimen from the antral mucosa, the former was
chosen for further studies.

Results and discussion

Positive reactions (dark brown granules in the
cytoplasm of the epithelial cells of fundal and
antral glands) were revealed in all except one
patient with gastric carcinoma. This was a
62-year-old female with the intestinal type of
adenocarcinoma in the fundal region. However, in
the other patients positive reactions to MoAb ITIC12
were seen only in half (in 50 out of 104, 48 %) of
the studied specimens. The gastric tissue of only
one patient (a 57 year-old male) with a fundal and
antral carcinoma gave positive reactions to sections
from all 10 areas. In that case all three types of
adenocarcinoma (intestinal, diffuse and undiffer-
entiated) were found in the same stomach.
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In patients with benign gastric and duodenal
diseases a positive reaction was found in 23 patients
and altogether in 30 out of 234 studied biopsy
specimens (12.8 %). There was no significart dif-
ference between the number of positive cases in the
specimens from the antrum, body and ulcer edge
(p > 0.05). Neither was there any statistically
significant difference in the number of positive
cases 1n patienst with and without gastritis
(p > 0.05).

Our results show that the percentage of positive
reactions in studied specimens of gastric cancer
patients was higher (48 %) than in nonmalignant
gastric diseases (12.8 %) (p < 0.05). But it is
important to note that the tissue samples used for
immunohistochemical study in the cases of operated
stomachs were much bigger than the biopsy specimens.
Taking into account the heterogeneity of the
obtained positive reactions in tissue /4, 14/ and
the difference in size of the studied specimens,
it is supposed that the possibility of detecting
antigen-positive tissue regions in samples from
operated stomachs can be greater than in biopsy
specimens,

Moreover, the heterogeneity of antigen
expression could account for the fact that not all
of the studied tissue samples from a cancerous
stomach gave positive reactions.

The comparison of our results with the data
provided by other authors is complicated by the
fact that investigating EMA in gastric tissue they
have used MoAb which detect other antigenic
determinants of EMA /3, 9, 10, 12, 13, 14/.

However, at the present time most of the authors
suggest that EMA is an epithelial marker and MoAb
directed against EMA can have diagnostic value in
the recognition of epithelial lineage in neoplastic
cells and in the identification of metastases /9,
10, 13, 14/.

Our results show rather a high frequency of
positive reaction in normal gastric tissue (in
of the studied patients with nonmalignant gastric
diseases) and that leads us to the opinion that
MoAb IIICl2 reacting to a certain EMA epitope 1is
not promising for differentiating between a normal
and malignant gastric mucosa.

On the basis of our study we can conclude that
the occurrence of EMA detected by MoAb IIIC12 is
not correlated with any certain gastric mucosal
state like those in nonmalignant or malignant
gastric diseases.
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MCROJIb30BAHUE MOHOKNOHAJNbHLIX
AHTUTEN I1ICI2 ANl XAPAKTEPUCTUKHU
CNU3UCTON OBOJTIOYKU KENYAKA

T.A. Bopobrwesa, P,M. Yibo,
X.-U.I". Maapooc, K. Kpyx

PeswmMe

Ha Hajmuume 3nMTeNHanbHOro MeMO6pPaHHOIrO AaHTHIE€Ha
(3MA) wuccnepmoBanach cnM3ucTas obojlouka xeaynka 12
60NbHEIX afeHOKapuuMHOMOH menyaka (pe3eKUHOHHHII MaTe-
puan) u 103 GONBHEIX C HEOMyXOJie BbIMH 3abonieBaHUAMH
xenynka (6MoncuitHEIT MaTepuan). B peakuuM nepoxcuma-
3bl—aHTHUNEe pOKCHOas3bl, NMPOBOAMMOH Ha napadHHOBHX cCpe-—
3axX, HCIIONb30BaJii MOHOKJIOH anbHble aHTUTea (MAT)
IIICI2 x aHTHMreHaM, pacIOJIOXeHHhIM Ha MeM6paHax
XUPOBBHIX IJNIOGYNT TPyAHOTO MOJIOKA.

BuacHunocb, uro 3MA, BuaBnaemsit  MAT IIICI2,
BcTpeuyaeTcss B 48 7 obcnemoBaHHHX yYaCcTKOB TKAaHU Xe—
nynxka 6onbHBIX pakoM M B 12,8 7 crnyuaeB HeManHMTHH3H-—
POBAaHHOHM CNM3HCTOH OOGOJIOUKHM XeJyIaKa.

HcenepoBanHblilt 3MA He sBNsgeTcA XapaKTepHBM LIS
Kakoro—-nu6o omnpeneneHHOTO COCTOSAHMA, & TakKke ydacT—
Ka CIM3UCTOH OOOJIOUKHM XeJyAKa.
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MONOKLOONSETE ANTIKEHADE IIIC1l2
KASUTAMINE MAOLIMASKESTA SEISUNDI
HINDAMISEL

T. Vorobjova, R. Uibo, H.-I. Maarocos,
K. Krohn

Re siimee

Epiteliaalmembraani antigeeni (EMA) esinemust
maolimaskestas uuriti 12-1 maovdhihaigel ja 103-1
healoomuse maohaigusega patsiendil. Peroksi-
daas-antiperoksidaas-reaktsioon tehti maoresekt-
sioonipreparaatidest ja -biopsiatest valmistatud
parafiinildikudel, kasutades rinnapiima rasva-
gloobuli membraanivastaseid monokloonseid antikehi
(MAK) IIIC12.

Leiti, et EMA, mille mddrab MAK IIICl2, esineb
maovdahi korral 48 %-1 ja healoomuste maohaiguste
korral 12,8 %-1 uuritud preparaatidest,

Uuritud EMA ei ole iseloomulik iihele v6i teisele
maolimaskesta seisundile ega piirkonnale.
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AYTOUMMYHHBIE PEAKUUMU Y BOJNbHbIX
PAKOM KENY EKA

O0.A. KypTeHKoB

HUHCTUTYT 3KChIePpUMEHTANBbHOH U
KIAHUUYE CKOM MenuMuwel M3 3CCP

Hampuve ayTOMMMYHHBIX PeaklHii Yy OHKOJIOTHYeCcKHx Carb-—
HbIX, & TakKke S9KClIepHMEeHTallbHble CBUOEeTesIbCTBA O IMPOTEeK-—
THUBHOH pPOJIM ayTOCeHCHOUIIHM3alHKH K HOPMAaJIbHbIM aHTHreHaMm
npy pake /11, 17/ mpepmonarawT yuacTHe ayTOHMMYHEbIX Me-—
XaHU3MOB B NaToOreHese OMNYXOJIeBOIO pocTa. B3auMOOTHOmWe-—
HUS ayYTOMMMYHHBIX M TIDOTHBOOIIYXOJIEBbIX peaKUHH ocTawTcs
HesICHBIMM, B TOM 4YHCJIe M [N JIoKanvsauud, rge yacToTa
ayTOHMMMYHHbBIX peakUMil BeJlMka W NpPH HEONnyXoJIeBOH MaTojo-—
run /2, 9, 18/. ToT daxkT, 4YTO MHOTHE OIYXOJIeacCOLHHPO-
BaHHble aHTHUI'eHbl, BbisiBJIieMble MOHOKJIOHAJIbHbIMH AHTHTEJIaMH,
SABJISIOTCH HOPMAJIbHBIMM KJIe TOYHBIMH AHTHI'e€HAaMH HIIM HX Me-
TaboMue CKUMH NpeamecTBeHHHKaMH, BCe HacTOHYHBee BO3-—
BpamaeT K 9TOH mnpobjeMe, KOTOPOH NoKa He npygaBalioch
OOJDKHOT'O 3HAaYeHUs.

C H3JIOKeHHBIX IMO3HUHHA OblJTM NMPeanpUHATH napasjlesb-
Hble MCCJIeNOBAHUA HMMYHHBIX peaklui Ha 3KCTPaKThl ONyXo—
JIel B HOPMAaJIbHOM CJM3HUCTOM OOOJIOUKH XelyOoka y  OOJIbHbIX
pPakoM H HeoONyxoJyieBbIMH 3a00JleBaHUsAMH xejlynka. B kauecT-
Be pabouedl rumoTesbl ayTOHUMMYHHble peaklHH paccMaTpu-
BawTCA Kak ¢akKTop, MOAUGHLHDYOWMA IPOTHBOONYXOJEBY pe-—
3UCTEHTHOCTb OpraHusma,

MaTtepuan n Metoauka

HcecrnepoBaHusi BBINOJIHEHbl Y 224 GOJIBHBIX DAKOM XeJyn—
Ka, 46 GONbHBIX HEONyXOneBbiIMH 3aboneBaHUAMU (s3Ba Xemyn—
ka - 28, monumos - 13 u arpoduueckuil racTpur - 5) H Y
NpaKTHUUYeCKH 3O0DOBbIX JiUl - 33. BogHO~comneBble UH3OTOHH—
veckpe und 3M KCI skcTpakThl onyxojied Y CIM3HCTOH 060-—
JIOUKH TOTOBUIIM II0 paHee oONHCAHHBIM MeTomukaM [3,16/.
TecT TOPMOXeHHA mpuiunanusg jdedxouutroB (TTIJI) BeImONHeH
B MUKpoMopudukauuu /4/. LupKynupyomue aHTUTesna IgG
Kjlacca K aHTUTreHaM ONYXOJIEBbIX H TKaHeBhX SKCTPaKTOB
Onpencrsiiii UMMMYHOGE PMEHTHbIM MEeTOOOM B MIIOCKOIOHHBIX TIa—
sicnax (Linbro, CLA) ¢ Hcroib3oBaHHeM kpoliHubero IgG
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npotuB 1gG uenoBeka, KOHBOTHPOBAHHOI'O CO MEJIOYHOM doc-—
darasont (Flow Labs., CllA). Pesynprar Bbpaxanu B MKT
IgG/Mr 6enxa sKcTpakTa, HCNONL3YA B KauecTBe cTaHAapra
IgG uenoBeka. AHTHCHIBOPOTKA K HOPMAJIBHOM CJIM3HCTOH 060-
JIouke TMOoJlyyeHa 1o cXeMe HMMYHH3aUHH, onHcaHHoi JI. Jho—
moroBckoit, 1968 /6/, U amcop6HpoBaHa HOPMajbHOH myas-
MO KpOBH, MOJIHME pPH30BaHHOM raytapanbnerugoM  /[12/.
llocnepHufi MeTOn HMCNMONB3OBAH TakxXe MiIA ancopbLuM OmMyXo-
JIeBbIX 3KCTPAKTOB aHTHCHIBOPOTKOH. MaTeMaTHueckan obpa-
6oTka BHINOJIHEHA C HCNONb30OBAaHHEM KpUTepHeB t H X2 ,
llokasaTenu BLIXMBaeMOCTH GOJIBHBIX PAKOM XeJjlyJka OLileHHBa-
¥ MOMEHTHbM MeTomoMm /[15/.

Pesynbratel U ux obcympexue

O60o6meHHble maHHple (Tabn. 1) CBHOETENbCTBYKT O Bbl-
COKOH 4YacToTe MOJIOXHUTeJIbHbIX peakKUHH Ha 3KCTPaKThl CJIH-
3HCTOH OOOJIOUKH NIPH HeOMyXoJjleBblX 3abojleBaHHAX K pake
xejiyoka. Okono 15 7 3mOpoBHIX JML pearHpoBald Ha 9KCT-
PaKThl CJIH3HCTOH, UTO OOCTOBEPDHO HHXe, uyeM B ODYIHX H3-
yuenHmx rpymnax (p <0,05). O6pamaeT Ha cebsa BHHUMaHHe
OTCYTCTBHE CymeCTBeHHbX Pas3JIMYHH B 4YacTOTe OTBETOB Ha
OINlyXoJieBble H TKaHeBble 3KCTPAaKThl B Kaxmoil M3 rpynn  “
6JIH30CTH Pes3yJIbTATOB NIPH HCNOJIEL3OBAHHM 4YTOJIOTHYHBIX H
annoreHHbIX CcoueTaHH¥ IIpH pake.

Ta6énunoa 1

PesynbTaThl napannenbHoro TeCTUMpoBaHUA C
3KCTPaAKTaMKM ONYyXo fieh U CNMsmncTom obBoNouku menypaxka
8 TINN

Yucno nonoaneanm% geax—
OHUH M HX yactora (4) Ha
9K CTPAaK Thl

Fpynnst
CJIH3 HC TOH

OmnyXonn 060JI0UKH

Pak xenynka (agno-
reHsas cHcTeMa

Pax wenyoka (ayTo-

224 98 (43,75 %) 86 (38,4 %)

NOTHYHAA cHcTeMa 16 7 (43,7 %) 6 (37,5 %)
6 -

Heommansane 23597 46 14 (30,4 7) 20 (43,4 %)

KouTposp 33 3 (12,1 %) 5 (15,1 %)
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OpHako NpH pacCMOTPEHHMH TeX Xe OaHHWX B 3aBHCHMOC—
TH OT cTaguu npoumecca (puc. 1) MOXHO yBHMIOETb, UTO peakK-—
THUBHOCTb Ha OINYyXOJieBhle 3KCTPAKThl NPAaKTHYECKH He SaBHCHT
OT CTaguM, TOrga KaKk CeHCHMOHIH3auus Ha 3KCTPAKTH  CJIH-
3HCTOH 060JIOUKH HapacTaeT, OOCTHrasa MakcuMyma B III cra
mau (45 Z), npu 10 2 — B I cramuu ( x2 = 7,16; p < 0,01).
B nmocnepnHeM cilyyae 4acToTa peaKlUHH CpaBHHMA C TAaKOBOH B
KOHTpOJie M OOCTOBEpPHO MeHbme, 4YeM B rpynme ''Heomyxolne-
Beie 3abomeBanusa' ( X2 = 5,56; p < 0,05). Anamus Ye Thi-
pex BO3MOXHHIX BapuaHTOB orBera (Tabm. 2) mokashBaeT, YTO
H3OJIHpOBAaHHblE peaKIHH TOJNbKO Ha 3KcTpakTh omyxomd (OIl +
Cll -) npu HeomyxoJieBhHX 3a60JIeBaHHAX Npak THUECKH He
BCTpPEYawnTCcs.
Tabnwuuyga 2

BapuaHTbl oTBeTa Ha 3KCTPaKTbl ONYyXOoNU U
cnusucToin obosloukn wenypka

BapuaHT oTBeTa Pax =xenypka Heomyxo-
JiIe Bble
anno- ayro- saboye—
on¥6ﬁ¥b Cn“?éﬁia” cucTeMa cHucTeMa BaHHA
+ + 57 3 13
- - 97 6 25
+ - 41 4 1
= + 29 3 7

(+) u (-) nmonomuMTenbHas M oOTpHIaTenbHas peakiud B TTIII

HampoTuB, npH pake xejlyoka Tako# BapHaHT OTBeTa cocTa-
Buit 57,1 Z u 41,8 7 cpeou moJlOXUTENbHHX peakKUHil Ha omy-
XOJleBble 3KCTPaKThl, COOTBETCTBEHHO, OJIA ayTOJIOHUYHbIX H
annoreHHeix covertaHu#t (p < 0,05 gna anmoreHHoil cUCTeMs B
CpaBHEHHMH C HEOMyXOJIeBhMH 3a60JIeBaHHAMH) .

Cnenys noruke pacmnpefellieHHs NpPHBeOeHHBX BapHaHTOB,
MOXHO IIpepnnojlaraThb, 4To yactora Bapuanrta Ol + ClI + npu
HeomyxoJieBbiX 3a60JleBAHHAX XeJlyJKa cBf3aHa C peaxkuuaMH
Ha aHTHUITeHH CJH3HCTOH O0OGOJIOYKH, IPUCYTCTBYHMHE B OIYXO—
JIeBBIX 3KCTPAaKTax, TakK KaK MpeacTaBjieHa IJIaBHHM 006pasoM
coyeTaHHeM OTBETOB Ha 06a THma 3KCTpakToB. I[Ipy HMMyHO-
afgcopbLUuUH ONMYXOJleBblX 3KCTPAaKTOB AHTHTEJIAMH K HOpPMAallbHOH
CIIH3MCTOM B 2 cllyyasX M3 / mnoJjloXMTeNnbHas peakuusa B TTII
He BHABJANACH MNocjie aacopbuuu, YTO TOBOPHUT 06 Y4acTHH
HODMAaJIbHbiIX dHTHI'eHOB B CEHCHOHWIHM3aluH JIeHKOLMTOB K OIy-—
XOJIeBbIM 2KCTpakKkTaM. [pyrHM apryMeHTOM SABISEeTCS OT4YeTJIH-
Basg opraHHad CHenUPHYHOCTHL peaKLHil NpH IepeKpPecTHHX HC—
crefoBaHuAX OGOJIbHHIX PAaKOM XeJyaka M rpynoHod weneswm /8/.
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cranu
N DL HTaX) K 3KCTPaKT M
cTapn x

--) Ha pasHbIX

LMK NenKounTo
) n cnusauc or oboncuk

paka we ygka. TTNA, n = 224

YactoTta cencnbunmnsa

onyxonu (

Puc

o (@] o o
< ™ o
ConepxaHHe B KpoBH IgG aHTHTes1, pearupyommx C 3SKC-—
TPaKTaMH HOPManbHOM CIHM3HCTON 060JIOUKH, OBUIO [OCTOBEPHO
MOBLWEHO NpPeHMyleCTBEHHO Ha MO3AHHX CTajuAX paka Xelyn—
Ka, a Takxe y GOJIBHBIX HeONyXo/EBeMd 3abosieBaHuaMH (Bosee,

uyeM B fABa pasa M0 CPaBHEHHW C KOHTpOJIeM).

ConocTaBneHHe ¢ OTAAalleHHBIMH DPe3yJbTaTaMH JleueHHs
BHIAABHJIO JIyudllHe I[0Kas3aTelld BbIKHBAeMOCTH Y MOJIOXHUTEeJIbHO
pearHpyolHX Ha SKCTPAKTh CJIM3HCTON O06GOJIOUKH ONepHpPOBaH—
HbIX OonbHbIX ¢ III crapguert saboseBaHus, He TIOJIyuaBUHX
APYTHX BHAOB Tepanud (puc. 2); pasnuMuMsa COXPAHAWTCH Ha
BCeX s3Tanax, HaxoAficbh HAa rpaHHLe CTATHCTHYECKOH [ocTo-
BepHoctu (t = 1,8 - 1,85). lokasaTenpbHO, UTO AaHAJNOTHU-
Hasa TeHOeHuusa Habmopaercsa u B rpynne 6GOJIBHBIX, [OJydaB—
WHX NpeBeHTHBHYW XuMmuorepanuw (dropypaumn, puc. 3).
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100

-_—
—_—

50-

4 romu
Puc. 2. [orazaTenn sbiMMBAEMOCTM GONBHLIX paHOM WenyaKka
(I}l crapun, 6eas xummotepanumu) npu Hanuumm (+)n

oTcyTcTeuM (-) ceHcubuAmM3aumum K IKCTpaKkTam CAun-
aucTon obonoukn wenyaka (n = 63)

1004

50-

—

I 2 3 4 rogu

Puc. 3. To we 8 rpynne fonbHbiX, Nony4aswpx Npodu-
NaKTUHECKYK XumMoTepanuiw (5 ¢Topypauun,
n = 24)
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PenkocTh ayTOHMMMYHHBIX peaKUHH Ha PaHHHX CTagHAX pa-—
Ka XeJjiynka JaeT OCHOBAaHHe pacCMaTpHBaTh MNHK TaKHX peak-—
uMii B II1 cTaguH kak BTOPHUYHBIH ¢(peHOMeH ONYyXoJIeBOTO poc-—
Ta. ®axT TeM Gonee oObpamawnmuil Ha cebs BHHMAaHHe, UTO yac-—
TOTa ayTOHMMYHHbIX peakUuH IpPH HeOoNyxoJieBhix 3abosieBaHHAX
coctasnaeT 43 7. B sTOM CBA3H YMECTHO yKa3aThb Ha CHHXe-—
HHe THTpa ayTOaHTUTeN K OOKJIaOOUHbIM KJIeTKaM MpPH BO3HHK—
HOBEHHH ONYyXOJM MW DPeaKOCThb perHCTpPauHH ayTOKMMYHHBIX
peakuuy y OOJIbHbIX PAKOM XeJjlydKa H HX PpOOCTBEHHHKOB /9,
10, 13, 14/. B COBOKYNHOCTH C HaWHMH OAHHLIMH O 6maro-—
MPHUSATHOM BJIMAHHH ayTOHMMYHHBIX DeakKUHH Ha pe3ynbTaThl Jie—
YeHHsA H3JIOKeHHOe MNO3BOJsieT pacCMaTpuBaThb OTMeUeHHbH ¢e-—
HOMeH KaK COCTOsiHHe OHCIMO3HUHH K BO3HHKHOBEHHKW paka Xe-—
nyoka. B 3TOM cMeiciie OHHaMHKa ayTOCEeHCHOMIIH3aUIHuH T1pH
HeomnyxoseBblX 3aboJieBAHHAX MOXeT ObTb HCIONb3OBaHa Kak
OOHH H3 KPHTepHeB [JId KOHKpeTH3alUHH TCpPYIN PHCKA MO pakKy
xeJyaKa.

Jlyywuii NMporHO3 Yy OOJNIBHBIX C HaAJIHYHEeM a4y TOHUMMY HHbIX
peaknuH CBHIOETEJNIbCTBYET O MNPHHIHUNHANBHON BO3MOXHOCTH MO~
OYJIAUHH TMPOTHBOONYXOJIEeBOH DPEe3HCTEHTHOCTH C MOMOmMbBbI HM—
MYHHBIX peaklUH K aHTHIeHaM HCXOOHOH TkaHH. PaHee HaMH
OblIIO MOKa3aHO, UTO KJI€TOYHbIE HMMYHHbII OTBET Ha OIyXoJle-—
Bble 3KCTPaKThl OOHApyXHBaeT MNPOTHBOMOJIORHYH® CBA3b C IpoOr-
Ho30M /5/, UTO TpaxTOBaJOCh C TOYKH 3DeHHS KOHUENUHH HM-
MYHOCTHMY IAUHH. AyTOHMMYyHHble DEeaKUHMH, BO3MOXHO, HIpawT
POJIb KOHKYDHDYWHIEIro MexaHH3Ma, ONMOKHpYWIETro HWMMYHHbEe
peaklHH Ha ApYyCHe OMNyXoJNeacCOUHHPOBAaHHble aHTHIEHH, B
YacTHOCTH 9MOpHOCHeuHpHUYeCKHe aHTHIeHbl, KOTOpbie MOTYT
ObITb MHWEHBbW OJIf HMMYHOCTHMYNSILMH pocTa onyxonu /1/. py-
ruM OObsicHeHHeM MOoXeT ObiTh BIIHAHHE AayTOHMMYHH3aumHH Ha
AKTHBHOCTb eCTeCcTBeHHmX KumnnepoB /7/.

TakHuM o06pa3oM, ayTOMMMYyHHble Peaxkiii Ha HOpManbHble
4AHTHUTeHb HMCXOOHOM TKAaHH SABJISIOTCA [OOMONHHTEMbHbBIM CBHIe—
TeNbCTBOM HalHUHA NATOJIOTHYECKOTe mpouecca B xejdyake I

nokasaTesieM OBWHPHOCTH ONYXOJIEBOTO MOpakeHif. NapakTep-—
Hble CTamiiiHble 3aBHCHMOCTII YKa3blBAWT HA BTOPHYHYW npH-
pony ¢eHoMeHa. hccliemoBaHie 3THX PeaxkUuH -~ He o 6X0 JHMbIH
KOHTPOJIb CMNeUHGHUYHOCTH peakuiill Ha OonyXo/ieBble 3KCTPAKTH.
flakoHel,, OCHOBHLIBASICH HA OTMeUeHHBIN BSAHMOOTHOWEHHAXN c
OpOTHO3OM, STO OJHH HS MOTEHUNANbHBIN MOAXOAOB K MOIIGH~
KAl OPOTHBOOMYXOJNeBOH Pe3HCTEHTHOCTH OpraHHsMa.
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AUTOIMMUNE REACTIONS IN PATIENTS WITH
GASTRIC CARCINOMA

0. Kurtenkov
Summary

Organ-specific autoimmune reactions were investi-
gated in 224 patients with gastric carcinoma, benign
gastric lesions (n - 46) and healthy controls (n - 33).
The sensibilization of leucocytes to the components of the
normal gastric mucosa, as judged by the leucocyte ad-
herence inhibition test, is a widespread phenomenon in
gastric carcinoma as well as in benign diseases of the
stomach. The peak on the response was at the 3rd stage
of gastric carcinoma (45 %), but only 10 % of positive
reactions was observed at the first stage (15 Z in
controls). Autoimmune reactions were associated with a
better prognosis in the surgery-treated patients. Thus
organ-specific autoimmunity seems to be a factor wich
modulates the tumor-host relationships and may be also
considered as an additional criterion for the charact-
erization of risk groups.

AUTOIMMUUNSED REAKTSIOONID MAOVAHIHAIGETEL
0. Kurtenkov
Resilimee

Uuriti rakulisi ja humoraalseid autoimmuunseid
reaktsioone maovZhihaigetel (n - 224), teistel maohai-
getel (n — 46) ja tervetel (n - 33). Sagedaseks feno-
menike nii maovdhi kui ka mittekasvajaliste  haiguste
puhul oli leukotsiilitide sensibiliseerumine normaalse 1i-
maskesta komponentide suhtes. Positiivsed reaktsioonid
olid koige sagedamini maovidhi III staadiumis (45 %-1)
ja ainult 10 7-1 haigetest I staadiumis (tervetest
15 7-1).

Autoimmuunsete reaktsioconide esinemine oll seotud
viie aasta elulemuse paremate nditajatega nendel hai-
getel, keda oli opereeritud maovdhi II1 staadiumis.

Autoimmuunseid reaktsioone hinnatakse kui faktorit,
mis modifitseerib kasvajavastast resistentsust. Tulemusi
analiiisitakse ka riskigrupi seisukohalt.
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CTOMMOCTb CTAULMOHAPHOTO JNIEMEHMA BOJIbHbIX
PAKOM MUUEBAPUTENBHOIO TPAKTA

B. Bunpcany, P. One, A. Tamm

TapTyckHii ropoockoift OHKONOTHuYeCKHIt OHCIAHCEep
HHCTHUTYT ofbmeil M MOJIeKYJAPHOH mnatonorud TIY

3nokayeCTBeHHble ONYXOJIM 3aHHMAWT OJHO H3 BeOYIHMX
mecT (2-oe) mo 3aboneBaeMOCTH M MPHYHHAM cMepTH. Kax-—
mbit rog B CoBeTckoM Coo3e  BLIABAAKT CBble MOJYMHIIIIHO=
Ha OONBHBIX CO 3/I0KaueCTBEeHHbMH OomyxonsMH. [lo mnocnen-—
Heit oduuManbHoit craTHcTHke /5/ B 1981 r. o6HapyxeHo 208
cnyyaeB Ha 100000 HacemeHus, mpHueM cMepPTHOCTBL COCTa-
Buna 142 6onpHeix Ha 100000 nacemneHus. B ICTOHHH Kax—
Oblii TOO BbIABIAKWT Oonee uyeM 4500 HOBbIX OHKOMOTHYECKHX
60MBbHBIX, KOJHYECTBO KOTODHX YBENHYHIIOCH B Te4eHHe noc—
negHux 5 net Ha 15 Z: B 1987 r. KONH4YeCTBO MepPBHUHBIX
mocturno 300 Z,,.,. OTeuecTBeHHAas nUTepaTypa OOBONb-—
HO peOKO OCBemaeT BOMNPOCH CTOMMOCTH JleYEHHA OHKOJIOTH-
yeCKHX 6GombHBIX. H3yuyeHa CTOHMMOCTDb Jle4eHHA paka MoJoy-
HOH XeJie3bl, XHPDYPTHUECKOTO JleYeHHUs paKa JNerkKHX H xe-—
Jyaka: oHo konebnercs B mpegmenax 400 - 2200 py6. Ha I
cTayuonapHoro 6GomeHoro /1, 4, 7/. B mocTymHoii oTeuecT
BEHHOH JIMTepATYpe He NpeAcTaBl/ieHb SKOHOMHYeCKHEe OaH—
Hble JIeUeHHsI OPYTHX 3JIOKayecTBEHHbX OMyXoJeil nHueBapH-
TenpbHOro TpakTa (nMmeBond, NMpAMas KHIKA).

llenslo HacTosmeir paboThl ABIAETCH HccegoBaHue
CTOHMOCTH JleYeHHs pakKa NHUeBOJa H MNMpSAMOH KHWIKH B yc—
JIOBHAX TOPOACKOTO OHKOJIOTMYECKOTO OHCMaHcepa (paiion
obcnyxuBaHua — Il0xHas OcToHuss ¢ HacenenHeMm 400000 we-
nosek). Ilo yacToTe BCTpeyaeMOCTH Cpefd OMyXoNei mume-
BapHTENIbHOTO TPaKTa pPakKk NpsMO KHIKH 3aHUMaeT BTOpoe
MeCTO = Kaxmblii 25-blii clyuyait H3 . BCex 310KauyecTBEeHHBIX
onyxoJeit. Pak numeBoga BCTpPeyaeTCss OTHOCHTENBHO DeRKo
- 1 Z ¥3 BceX 3/0KayeCTBEHHBX omyxosnei. CTaTHcTHUeCcKHe
[aHHblE B3ATH M3 MaTepHanoB JCTOHCKOrO perHcTpa paka.

Matepuan n metoguka
Mo romoBbiM yueram 1986 r. u 1987 r. TapTyckoro
rOpPOACKOTO OHKOJIOTHYECKOIO AMUCMaHcepa M Mo OAHHBIM

LeHTpaJbHOll GyXralTepHH H3yuallMCh 3aTpaThl Ha 3apmiary,
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MeOHKaMeHThl, IHTaHWe , HHCTPYMEHTAapHi, amnmaparypy H
XO3AHCTBEeHHble pacxombl. IJTH pacxompl cocTaBianu B 1986
r. 558 146 py6., a B 1987 r. - 716 994 py6., Bcero Ha
nepuon aHanusa — 1 275 140 py6. Ob6mee kxoyH4ecTBO rocnu
TamH3UPOBAHHEIX GonbHbHX B nepuon 1986 - 1987 rr. 6bL10
3605, komHuecTBO KOHMKO-gHe# — 67 753, mnurenbHOCTH on-—
HOro Kypca sneveHusa — 18,8 pgHs.

Mbl NMpPOAHANIH3HPOBAJIM MCTOPHH Gojile3HeH GOJIBHBIX pa-—
KOM MpsMOM KHMIIKH M MHmeBoOga 3a 3TOT xe nepuwon. M3 muc-
TOPHH boJie3HeH BbIIHCAIIH JlekapcTBa, aHalli3bl M pes3yjbTa-
Thl 00cjienoBaHuM. XapaKTepHCTHKA KOHTHHI'€HTA 6 OJIbHBIX
pmaercs B Tabm. 1. BonbHble pakoM numeBoaa ObUIH B BO3pac-
Te 37 - 81 roma, c onyxojnbk MNpsAMO¥ KHmKH — 16 — 88 rer.

Tab6bnuupa 1

BonbHble pakoM MPAMOM KUWKWU WU nNuisesoda B
TapTycKkom ropofCKOM OHKOJIOrM4YeCKoMm
ancnavcepe 3a nepwog 1986 - 1987 rr.

Pax npsamou
Pakx numeBona

KHIIKH
KoJHuecTBO GoybHbIX: M/XK 125 (60/65) 26 (20/6)
cpenHuit Bo3pacT: M/X 63/61 58/65
YHCJI0O TOCIMHTAJIM3anui 187 54
KOJI-BO KOHKO—IHe#l 4974 1144
CpenHAs MNPOOOJIKHTEJIBHOC Th
Kypca JieuyeHHs 26,6 21,2

Ina omnpepesileHUA cpedHedl CTOHMOCTH KOHKO—OHEH OH-
KOJIOTHUeCcKOoro 60JIbHOTO HCNOJNIb30BAJIH YIPOMEHHbI BAapHAaHT
dopmysml JleHuHrpagckoro HHMO um. H.H. IlerpoBa 3a ocHOBY
O7A olpeneJyieHHWA CTOHMMOCTH AHAJIH30B Mbl B3SJIH HX IO aHHble :
HampuMep, CTOMMOCTb KJIMHHUYECKOI'O aHajJiM3a KPOBH COCTAalB—

naet 0,32, rucronoruyeckoro uccijenosasus — 1,09, 6uo-
XMMH4YecKoro aHamusa - 1,38 py6., omnpejielleHHe T'PYIIb
KPOBH H pesyc ¢aktopa — 1,20 py6. CrouMOCThb JIeKapcTB

BWUYHCJIWJIM 10 PO3HHYHbIM LEeHaM.

PeaynsTarht

CornacHo HameMy aHanusy, B TapTyckom rOpoOLCKOM
OHKOJIOTHYE CKOM [HCIaHcepe 3a MepHoj HablllogeHHA pacxo-
AOBajl¥ Ha OOWH KoWKO-OeHb B cpenHeM 18,8 py6.,, Ha Kypc
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cTandoHapHoro jedeHusa — 353,3 py6. Beme cpemHero oxa-
3ajjlach CTOHMMOCTD NeyeHHss OONbHbBIX PAKOM mnHmeBopma: 420
py6., eme pgopoxe JieyeHue OOJIbHbIX PAKOM IIPAMOH KHIIKH:
500 pyé6.

Oxazanoch (Tabm. 2), 4YTO 3HAYHTENBHYI OO0 pac-—
XOOOB Ha JeyeHye OONbHbIX 3aHMMaeT 3aplulaTa IepCcOoHany

- 537, nanee cnegywT Xo3siCTBeHHble pacxompl — 14,1 7,
Ha MUTaHHe PACXOOYeTCHd OTHOCHTEJbHO HEeMHOTro =— BCero
6,6 4, Ha nexapcTBa M NepeBA30uHblH Marepuan - 10,8 7.

HHppBUOyallbHO CTOMMOCTDL fleYeHUss BapbHpoOBalla B WHPOKHX
npepenax. B kayec®Be npuMepa IpUBedeM JleyeHHe OBYX
60bHBIX PaKOM NHmeBoga. [lepBblH H3 HHX H3-3a Heonepa—
6enbHOCTH ONYXONH ROOBEpralici B OCHOBHOM JIy4eBOH Te-—
pamnuu, JleKapCTBeHHOe JleyeHHe IDHMEHANIH B He3HAUYHTEIIb-—
HOH cTeneHH. Bropasa 6GonpHas nogBepranach IOBTOPHBIM
CHCTEMATHUYECKHM KYPCaAM MNOJIHXHUMHOTEpPAIIHH.

Tabnuua 2

CTOUMMOCTb CTaLMOHapPHOro JleyeHwus
OHKONOTnuYeCKuXx 6onbHbIX

Taprycku#t JlenpHrpapc-

FOPOHKO— Knﬁ ropoi—-  O6mue
JycnaHce HCIIAHCel bHHUIIBI
1956 ~ 1987 194 76 - wn 16/
rr.
Pacxon Ha I ko#ko-
meun (py6.) 18,8 4,62 - 6,28
U3 3TOrO B %4:
sapmijara 53,0 50,6 49 - 51
JeKkapcTBa 10,8 21,1 13
nuTaHHue 6,6 12,4 17 - 19,5
HHCPPYMe HThi—HHBe HTapb 12,4 6 - 7
X03. pacxops 14,7 9
Pacxonpt Ha 1 GosbHoro: 353,3 432%
51 o aKoOM IpsA-—
e
60JIBHOH DAaKoOM ITH—
meBoaa 421 ,1

CpPeJHHH pacxop Ha XHpypruueckoe jieuyeHdue OONbHOTO pa-
KOM XeJlyaKa.

- BonbHO#K B.J., 54 r., 6b1 FOCNHTANH3HPOBAH 5 pas, Bce-—
ro 84 xowWixo-psa. CroumocTh nekapcTB 33,86 py6.: 6,73
py6. OOHH Kypc lledyeHusa. Pacxompl Ha HccllefoOBaHusA
46 pyb.



- BompHas B.K., 37 ner, 6puia rocnuranusupoBaHa 6 pas,
Bcero 65 koiko-pgHe#. CroumocTs sekapctB 1009,82 py6.,
Ha opuH Kypc JeueHua 168,30 py6. CroummocTs Ucecne—
poBaHuit — 76 pyb.

KpoMe TOoro, aHanus ucrtopuit 6ojie3Hel nokasajl, 4YTO gJe-

GUIMT XUMHOTepaleBTHUeCKHX CPefCcTB He OaeT BO3MOX—

HOCTH NPOBOOHUTH CHCTEMATHYECKOE JedYeHHue.

O6cy mpeHmne

B TapTyCcKOM rOpOOCKOM OHKOJIOTMYECKOM [OHCIIaHCepe
3a nepuon 1986 - 1987 rr. Habmopanach sIBHas TeHOeHLHA
yBeJIMUEHHs] PACXOA0B Ha JleyeHHe OOJbHBIX: GHHaHCHpPOBa-
HHe yBeJMuMiioch Ha 28 7. B yka3aHHB II€ PHOLO CTOHMOCTHb
1 xodko-pmHsa cocrtaBuna B cpegHeMm 18,8 py6., T.e. B 1,5
- 2 pa3a Beme paHHpX 70-x ropmos (ra6m. 2). Hau6onbumit
yOoemnbHbH Bec B JjledeOHBIX 3aTpaTaxX COCTABJIAET 3apIuiaTa
nepcoHana — coOcTBeHHble M JIMTePATYpPHble [1aHHbIE B oc-
HOBHOM opuHakoBble: okono 50 7 Bcex pacxomoB. CoxpaHe-
HHEe BBICOKOTO YHEeNbHOIO Beca 3apINIaTel U3 OOMHX pacxo-
OOB B OCHOBHOM CBSi3aHO ¢ yBelIMUeHHeM KoJjiMyecTtBa 06—
CIIyXHMBAOWETro NepcoHasa H B MeHblleM CTeNeHH — ¢ yBeJlH—
yeHHeM 3apiulaThl. PacXoXOmeHHA C JIUTEPATYDPHbHIMH [aHHBIMH
Y H4C HMMEWTCA [0 TpeM CTATbAM: pacxonsl Ha MHUTaHUe OT—
HocurtenbHo meHpme (B TI'ON 6,6 %), xossiicTBeHHsle pac-—
XOmbl HA XeCTKHWi uHBeHTapb (12,4 7), mpocTo xXo3aMcT-
BeHHole pacxompl (14,1 7) 3aMeTHO MNpeBHANT JIHTEPATYpP—
Hble OaHHele. DBosipliMe pacxompl B OBYX MOCHeOHHX CJyuasax
y Hac, OYeBHOHO, CBA34aHbl C OJIMTEJIbHBIM KAIUTAJIbHBIM pe-
MOHTOM, BO BpEMs KOTODPOTO OTheJleHHUs 60J1b HULIBI 6bLTIH
pa3bpocaHsl IO pasHbIM padoHaM ropopd.

OHKOJIOTHYe CKHe OoJibHble TpeOywT MOBTODHOH  TI'oOCIH-
Tajiu3auuKH, B [POMEXYTOUHOEe BpeMs OHH mnopBeprawTcsa bec—
MnaTHoMy aM6ynaTopHOMy JedeHHiw. COrJjlacHO HamMM pacue—
TaM, 3arpaTel Ha fGecmiiaTHoe aMbylaTopHoe JieyeHue B 1987
r. pocturnu 190 py6. Ha opHoro GompHOro. TakuMm o06pas’om
romoBble 3aTpaTsl obmecTBa HA JleyeHHe OOHOTro BOJIBHOTO CO
3J/I0Ka4Ye CTBEHHBIMH ONyXoJiAMHM pmocTurawnt (2 x 420 + 190)
1000 py6. XoTa 3aTpaThl ABIAKTCSA 3HAUMUTENbHBIMH, Jleue-—
HHe Henb3s elle CYMUTATH AOCTATOYHbIM. IlpemmochinkaMu sg—
beKTHBHOM INOIMHMXMMHOTEPAIIMM ABJIAKTCH BbHOOP H3 MHOXECT-—
Ba COBpeMeHHbX MpPenapaToB M CHCTEMATHUYHOCTDL JleYeHHsd,
KOoTOpasa y Hac 3aTpygHeHa HM3—34 HEXBATKH JleKapcTB. Bel—
MeyHNoMAHYThE DACXOHOb Ha OHKOJIO FMYe CKHMX 6OJIBHBIX  He
enuHcTBeHHole., K HemocpepcTBeHHBIM 3aTpaTam obmecTBa
Ha OHKOJIOTHI0O OTHOCHMTCSI M COlHaNbHOoe obecrneuyeHHe 60OJb—
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Hbix. Ilo pmeHam 70-x romoB z3aTpaTh (B Thic. py6.) Ha ne-—
yeHHe cocrtaBunu 0,4 - 2,2, a Ha counuanabHoe obecneueHue
- 13,5, T.e. mouth B 10 pa3 Bhme feue6HBX pacxomoB /2,
7/. CaMbiM KpynHbM ymep6oM Bce—TakKH ABJAETCA HeOomoJy-—
YeHHbIH HALMOHAJIbHBLIA [0X0Hm B CBA3M C NOTepeH TPpyOocmno—
COBHOCTH HIIH NpeXaeBpeMeHHOM CMepThbw OOJILHOTO B TPyOo-—
cnoco6uoM BospacTe /7/. HapomHOoxo3saHCTBeHHHH ymepb B
ScTOHMH, BbI3BIBAaeMbiii rubesibl JHogeil, COCTaBJjsAeT 36 500
py6. Ha opHoro uejioBeka /8/, T.e. pacxognm Ha OOHOTO
NpeXneBpeMeHHO MOTHOmEro OHKOJIOTHYEeCKOTO 60BbHOTO Ooc—
rurawt 40 - 50 Teic. py6. BcecowsHsie 3aTpaTh COCTaBWIIM
B 1970 r. 3,4 MunnuvapmoB py6bneir (2). H3 sTux pacxomos
CTOHMMOCTBH CTAallMOHAPDHOTO JieYeHHA OHKOJIOTHYEeCKHX 6ONBHBIX
ABJAeTCA MU3epHOM - Bcero 1 — 3 7 u3 obmux sarpar.

[nA cpaBHeHHA YKaxXeM pasMep DAaCXOOOB NpH HHDAPKTe
MuOKapma: 3arpate B 1970 - 72 rr. /3/ Ha cTaunuoHapHoe
u aMbynaTopHoe nedeHue cocraBund 240,59 py6. (10,1 7%
BCEeX pacXOmoB), HM3—3a BPEMEHHOH HeTpPYAOCMOcOBHOCTH
504,90 (21,2 %), ymep6 3a CueT HeOOMONYUYeHHOT'O HALlHO—
HanbHOTO moxoma - 1637,55 py6. (68,7 7). OxasmBaeTcs,
yTO 3aTpaThl ofecTBa B OAHHOM cJjlydyae HAaMHOTO MeHblie ,
yeM 3aTPaThi Ha OHKOJIOTHUYECKHX OOJIbHBIX.

BoiBO bl

1. CTOHMMOCTbL OOHOTIO KOHKO-OgHs B TapTyckoM ropomc-—
KOM OHKopgucmnaHcepe coctaByisieT 18,8 py6., cToMMOCTH om—
HOTO Kypca JieyeHMsd 3JIOKauyeCTBEHHOH OMNyXOJIH MHIEB a pH—
TenbHOTO TpakKTa — B cpenHeM 420 - 500 pyeé.

2. Ha neueHHe OHKOJIOTHMUECKHX OOJIbHBIX pacxogyeTcs
B TapTyckoM TOpOHKOOMCNAaHCepe C KaXdbiM romoM Bce b60Jib—
me CpencTB, OOHAKO COBPEMEeHHAas NOJIHXHMMHOTepanus Tpeby—
eT HaMHOro 6osbmHX 3aTparT.

3. Heo60CHOBAHHBIM ABJAETCA UYpe3MepHasa SKOHOMHMA 3a
cueT nevyebunix pacxonoB (t.e. 1 - 3 7% u3 o6mux 3aTpar),
B YACTHOCTH H 3a CUYeT pACXOOOB Ha S3OpaBoOXpaHeHHe BO-—

obme .

4, 3KOHOMHUYecKue NnpobneMbi JleyeHuA  OGONbHBIX, B
YaCTHOCTH OHKOJIOTHUECKHX, TpebywT palbHeHmHX HCCcle-
OOBaHUH.
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COST OF HOSPITAL TREATMENT OF INPATIENTS
WITH CANCER OF THE DIGESTIVE TRACT

V. Viirsalu, R. Ole, A. Tamm
Summary

The economic aspects of the treatment of malig-
nancies have found little attention by Soviet authors,
although cancer comes second among the causes of mor-
tality. No data at all were available to us on the cost
of the treatment of esophageal and rectal cancer.

In this paper the hospital costs were calculated
in the case of the above-mentioned tumours in the in-
patient department of the Oncology Hospital of Tartu
in 1986 - 1987. It was found that the cost of hospital
treatment averaged 420 roubles per an esophageal can-
cer patient, and 500 roubles per a rectal cancer pa-
tient. According to our results, the cost of . hospital
treatment accounts only for 1 — 3 per cent of the to-
tal economic loss of the society due to the illness of
the person. This loss includes unproduced product, so-
cial expenditure on treatment, social care, etc. It
follows that economizing hospital costs is not reas-
onable. The problem deserves further and more detailed

study.
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HAIGLARAVI MAKSUMUSEST SEEDE-
TRAKTIVAHIHAIGETEL

V. Viirsalu, R. Ole, A. Tamm
Resiimee

Kodumaises kirjanduses on pahaloomuliste kasvaja-
te ravi majanduslikke aspekte kdsitletud vidhe,  kuigi
kasvajad on suremuse pohjusena teisel kohal. Ei leidu
andmeid sddgitoru- ja pdrasoolevahi ravi maksumuse koh-

ta. . o PR . .
Kdesolevas t68s uuriti iilalnimetatud kasvajate ra

vi kulusid Tartu Linna Onkodispanseri statsionaaris
aastatel 1986 - 1987. Selgus, et lihe s80gitoruvihihaige
haiglaravi maksis keskmiselt 420 ja pidrasoolevidhihaige
oma 500 rubla. Arvutused ni#itasid, et haiglaravi mak-
sumus moodustas ainult 1 - 3 7 thiskonna majanduslikust
kahjust, mis koosnes saamata toodangust ning ihiskonna
kulutustest ravile, sotsiaalhooldusele jne. Seega el
ole kokkuhoid haiglaravi arvelt meie arvates arukas.
Probleem vddrib edasist tdpsemat uurimist.
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DIMORPHISM OF THE B-GALACTOSIDASE GENE:
VISIONS OF A FRAMEWORK

M. Isokoski, H. Arola

Tampere University

For the last 20 years the senior author of this
paper has studied a phenomenon /1, 2, 3, 4, 5, 6/,
which was called lactose malabsorption in the
beginning, later hypolactasia, but which nowadays
maybe ought to be called dimorphism of the B-ga-
lactosidase gene. For 15 years this work has been
conducted in co-operation with the research group
of Tartu State University headed by prof. Kaljo
Villako. It is time to stop and view the framework,
which has guided and will guide further the research
of the Finnish-Estonian research group.

The starting point of the research activities
was a clear clinical problem: the unexplained and
unspecific abdominal complaints of adult people
/7/. Part of these complaints is explained by the
deficiency of lactase enzyme in the small bowel
mucosa. While moving to the population level it was
observed that only half of those having lactase
deficiency had abdominal complaints /1/.

The culture historical hypothesis presented by
F. J. Simoons in 1970 /8/ was based on the assumption
that lactose malabsorption is a genetic phenomenon
and that natural selection favors individuals and
peoples who can utilize milk and milk products under
conditions of milk dependence. There were also some
other references which suggested that lactase
deficiency might be hereditary.

Our group, using a formal genetic analysis based
on familiy studies, proved that hypolactasia is
inherited by a single autosomal recessive gene /3,
4/. The result was later confirmed in Mexican /9/
and Nigerian /10/ studies. One of the main reasons
why the formal genetic analysis gave a clear result,
is the fact that in Finland villous atrophy and
secondary lactase deficiency caused by diarrheal
and parasitic diseases is extremely rare. The second
reason was an exact diagnostic method based on the
determination of both blood glucose and galactose
after the ingestion of lactose and ethanol /1l1/.
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Later analyses have shown that one blood galactose
measurement gives the same result /12/, and
galactose can be detected in the urine by a special
test strip with equal reliability /13/. Our group
has thus developed a simple diagnostic method for
hypolactasia making even extensive epidemiological
studies possible. The method offers a reliable
diagnosis of hypolactasia also to the doctor in the
primary health care system /6, 14/.

While the study has been in progress also the
thinking of the group has further advanced. A
conclusion can be drawn that instead of a limited
clinical problem the group is dealing with a biologic
phenomenon of fundamental character. Besides
limited clinical applications it may be possible
to arrive at applications having wide economic
consequences. The development of molecular genetics
and gene technology during the last decade opens
new vistas for the group.

Lactose is a disaccharide composed of glucose
and galactose. Glucose has an essential role in the
energy transfer of cells and tissues. Glucose is
normally found in the blood. Galactose has not the
same importance in the energy balance, but it is a
crucial constituent of cells. There are galac-
tolipids and galactose containing glycoproteins in
cell membranes and galactose-bearing glycosamino-
glycans in the intercellular substance of the
connective tissue. Galactose is not normally found
in the blood. The system treats galactose as a
poison. Firstly: Lactose 1is not absorbed after
infancy in animals and most of humankind. Secondly:
If galactose is absorbed, liver removes it from the
bloodstream before it gets into the systemic
circulation. Thirdly: If galactose enters the
circulation, it is directly excreted into urine.

What 1is the biological sense in that the
carbohydrate in milk is lactose, which in addition
to 1 glucose molecule contains 1 “dangerous*“
galactose molecule, and not for instance trehalose,
which consists of 2 glucose molecules? Is it a
question of chance according to the evolution theory
that it was just the lactose synthesis that was
activated in the mammary gland, although there are
hydrolysing enzymes in the small bowel mucosa for
both lactose and trehalose, either of which could
as well participate in the disaccharide synthesis?
Or does this matter have a more profound meaning?

Mammalia are more independent of the environment
than other vertebrates during their reproductive
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period. A newborn vertebrate can endure poor
nutrition supply only for a short period. If there
is no food in the environment, the newborns die
quickly, even though the mother can endure hunger
longer. Even a hungry mammalian mother can nurse
newborns and so a shortage of food in the environment
of short duration is not a similar catastrophe for
the newborn as with other vertebrates. Mammals have
therefore a wider ecological space in the nature
and mammals have indeed succeeded well in the natural
selection race,

Humans have further widened their ecological
living space by introducing milk from other species
as their food in adulthood. This has not occurred
without problems though. Medical literature states
that the activity of lactase in the small bowel
mucosa decreases after weaning. According to the
evolution theory the opposite would be more sen-
sible: the cub stops sucking, because it 1is no
longer able to hydrolyse lactose and so milk causes
abdominal complaints typical of lactose malab-
sorption. This hypothesis could be tested using
animal experiments, but so far it has not been done.
Suckling at the population level has a contraceptive
effect. Thus the interval between litters might be
so regulated. The age of onset of lactase deficiency
is 2 - 3 years in many populations of Africa, America
and Asia /15/. The optimal interval between suc-
cessive births has probably been 3 - 4 years in the
early development phase of humankind.

As in certain situations it has been advantageous
for man after weaning to use milk as food, this has
favored mutants with lactase persistence. The
regulation of breast feeding has moved from the
simple level of digestion to the hormonal and
psychologic 1level. The interrelations between
breast feeding and lactose malabsorption have not
been studied, although already in 1978 Lieberman
and Lieberman /16/ drew attention to the matter.
The regulation between successive births has also
changed and has become one of the crucial problems
of mankind.

Why is it advantageous to use milk in adulthood?
In different environmental conditions there are
different selection factors. The need for energy
and protein with milk using nomads has in certain
conditions been better fulfilled than with gatherers
and hunters /17/. Protein energy malnutrition has
been and still is a selection factor /18/. In dry
areas the animals can obtain water from shrubs and
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so nomads by using milk from these animals can live
in dryer areas than gatherers for instance. In
northern areas where sunshine and hence the supply
of vitamin D in the skin is scarce, the supply of
calcium and therefore the normal development of
female pelves is better secured with those able to
use milk /19/. Lactase persistence beyond adoles-
cence is useful.

The mutation frequency of certain genes has been
calculated. For instance there is a mutation in the
hemophilia gene in 1 case out of 30.000. The mutation
frequency of the B-galactosidase gene has not been
estimated. There are however grounds for supposing
that mutations have occurred all over the world.
Whereever there has been a selection pressure caused
by malnutrition, aridity or lack of sunshine, the
lactase persistence gene has prospered.

The prevalence of hypolactasia in different
peoples is an example of the influence of human
activity and culture on the genotype of the popu-
lation. Understanding the dimorphism of the B-ga-
lactosidase gene as a culture genetic model helps
to understand other comparable changes made by
humans in the environment, and their effect on the
genes of the populations.

Man has an inborn desire to manipulate natural
systems. It is advised to avoid lactose-containig
milk products as a treatment for lactose malab-
sorption. Dairy industry has developed a great
number of milk products, in which a greater part
of lactose has been hydrolysed to glucose and
galactose. It is the aim in the future to extend
our interest in cattle breeding. It may be possible
to change milk carbohydrate through gene transfers,
or to aim at cattle producing milk devoid of
carbohydrates. The first phase is, however, the
understanding of gene regulation of R-galactosi-
dase.

The future research lines for the Finnish-Es-
tonian group are traceable to the foregoing
speculations. Studies relating to the clinical,
diagnostic and therapeutic problems will be con-
tinued. The prevalences of hypolactasia indifferent
populations will be examined. The area of Soviet
Union with hundreds of ethnic groups still remains
a huge white area on the world map of hypolactasia.
It is desirable that also other scientists in the
Soviet Union might take an interest in hypolactasia
so that prevalences of hypolactasia in different
ethnic groups could be studied within a reasonable
time,
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It is claimed that the culture historical
hypothesis presented originally by Simoons /8/,
saying that the prevalence of hypolactasia is
dependable on the duration of milk use by the
population, cannot be proved or disproved. However,
it is possible by studying the Finno-Ugrian peoples.
Philologists and ethnologists have unraveled the
history of Finno-Ugrians. The period of time is
known when words meaning milk and dairy farming
were introduced into the corresponding languages.
With this information a table of hypothetic
prevalences can be drawn. The only thing to do now
is to study the prevalences of Finno-Ugrian popu-
lations to test the hypothesis. So far Finns, Lapps,
Estonians and Maris have been studied.

The prevalence of hypolactasia is the most
sensible indicator of ethnic differences. With the
help of it it is possible to draw conclusions also
about the mixing of populations. In historic times
the sea has been the best way of communication
bringing different populations closer to each other.
In this respect the area of the Baltic Sea is
interesting. The lowest prevalences of hypolactasia
in the world are found among Danes and Swedes /8/.
Prevalences increase from one population to another
while going round the Baltic Sea clockwise /20/.

The newest area of research the group is entering
is the gene control of R-galactosidase. New methods
in gene technology make it possible to identify
genes and understand their control. It may later
be possible to interfere with this control. Lactose
is the simplest of the main nutrients found in milk.
It may serve as a simple model in the study of the
gene control of the mammary gland. In future the
group can aim at understanding and manipulating the
gene control of proteins and lipids.

From the viewpoint of the health care system and
dairy industry the results of the hypolactasia
research can be regarded as important. Many patients
are relieved of their complaints by simple dietary
advice. The dalry industry has developed many new
products. It is hoped that the manufacturing of the
test strip may get started. The results may have
importance for future cattle breedlng With the
help of the culture genetic model it iIs possible
to forecast the effect of the environmental changes
caused by man on the genes.
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FTEHETUYECKUE ACMEKTbI TUNONAKTA3UN

M. WUcokocku, X. Apona

Pe swmMe

B crarre NpUBeOeHbl 3Tamnbl HCCJIeJOBAHHA TIHIIOJIAKTa—
3uM B QUHIAHOUU. HpOBe,E[eHbl SNUOEeMHOJIOIHYe CKHe HCcJle—
OOBAaHUA [JIs BBIABJIEHHA 4YacCTOThl IHIOJIAKTa3HH cpeld GHUH—
HOB. Bblp&ﬁOTaHbl MeTOOpl 3MNMHOEeMHOJIOTHYe CKOI'0 HccJjienoBa—
HUs. lloslyyeHbl pmaHHble O KIIMHUYECKOM 3HAauyeHUH IHUIIOJIaK—
Tasvd K HeNnepeHOCHMOCTH JIaKTO3bl.

Tak Kak THNONAaKTasHusa SABIIseTCH YyBCTBHUTEJIbHbBIM 3T—
HHYE CKHM IIDH3HAKOM H AKTHBHOCTBH JIAKTO3bl HAXOOUTCHA IIOML
KOHTpDOJIeM TI'eHa - B—ranaxrroau,uaabl, TO B OyaymeM OCHOB-—
HOH eJiblo rpyInbl vccriepoBaresiey runoJjiliakTasvid B
QUHIIAHOHUM CTaHeT H3ydyeHHe 3TOro reHa.
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HUPOLAKTAASIA GENEETILISED ASPEKTID

M. Isokoski, H. Arola

Resiimee

Artiklis on esitatud hiipolaktaasia uurimise
etapid Soomes ning nende uurimuste pdhilised
tulemused. Seni on kindlaks tehtud hiipolaktaasia
sagedus Soomes, Vdlja tddtatud metoodikad hiipo-
laktaasia epidemioloogiliseks ja kliiniliseks
uurimiseks. On kindlaks tehtud hiipolaktaasia ja
laktoositalumatuse kliinilised aspektid. PShitd-
helepanu on tulevikus koondunud hiipolaktaasiat
kontrolliva geeni R-galaktosidaasi uurimisele.
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HENEPEHOCUMOCTb MOJIOYHOIO CAXAPA U
CENIEKTUBHAA MAJIABCOPBUUA JIAKTO3bI
B 3THUYECKOW IrPYNNE CETY

M.3. Jlembep, A.O0. Tamm, K.A. Peimanp,
X.-U.I'. Maapooc

TapTyckuil rocynapCTBeHHbIHi YHHUBEDCHTET

CenlexTHBHas Manabcopbuua nakTosb (CMII) ABIIsIE TCA
caMblM YacCTbiM HapylleHHeM BCAaChblBaHWA y B3pOCJBIX [Ipy 2TOM
B CIIM3HCTOH O0O60JIOUKE TOHKOH KHUIIKH BCTpeuyaeTCs TIeHeTH-—
YyeCKH OeTepMUHMPOBAHHOE NOHWXeHHe AKTHBHOCTH JIaKTasbl,
a aKTHBHOCTb ADYyIHUX nHcaxapumas He u3MeHeHa. CMJI Bbi3bl—
BaeT pacCTPOHCTBA NHIeBAPEHHA INPU HCIOJb30OBAHHH 6OJIb—
KX KOJIHYeCTB MOJIOYHOT'O caxapa.

hisyyenue npobnematruxu CMII B CCCP Hawyamoch B 3cto-—
HUM nonm PyKoBomcTBoM npod. K. Bumnako B 1970-e rogw /1/.
B 3cTOoHHUM ObIJIO NMPOBEAEHO TPH SMHAEMHOJIO TMYECKHUX obcliie—
OOBaHHsA, KOTOpble BbIABHNIM, 4TO uyactora CMII y 9cToHUeB
HaxoouTcsa B npemenax 23 - 32 % (ra6bn. 1).

Tadnuua 1

BcrpeuaemocTtb cenektusHon manabcopbunn
JIAKTO3bl Y B3POCSbIX 3CTOHUESB

ABcomoTHOe U
Yucno OTHOCHTEJIbHOE
Fpynna obcne- yucno nNHU _C

OOBaH—= ceJleKTHBHOH _ ABTOD
HbIX Mana6c0p69neu
IaKTO3bl, /4

l'oponckoe Hacene-
Hue r. [lapny 214 68 (32 %) gé/Kyycx

Cenbckoe HaceleHue

Ha yuyacTke KaM6bs 112 28 (24 7) A. Tamm u

op. /3/
Hacenenne octpoBa
Caapenaa 302 69 (23 2) fay e
Ha wro-soctoxke 3CcTOHMH XHBeT cBoeobpasHas Tpynma 23CTOH—
teB - ceTy. [lo cBoeMy Hapeuyuiw, HEKOTODbIM TI€HeTHYeCKHM
NpU3HaKaM, a TaKxe TpanWUHAM IUTAHUA OHM OTIIMYAWTCH OT
OIpYyrux scrtoHues /5, 6/. llenb HacTosmero obcrienoBaHus
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3aKJ/I04YaeTCsd B BbIABJIEHHM TOTO, OTJMYAETCS JIH yacToTa
HeNepeHOCHMOCTH MOJIOYHOoro caxapa ¥ CMIl y rpymnmsi ceTry
OT TAaKOBOH AOPYTHX MNONYJISALHHA 3CTOHUEB.

Matepnan n meroguka

Cnucok ob6criegoBaHHbBIX OblT COCTAaBJIEH Ha OCHOBE CJIy—
yalHOHM BbIOOPKK B3POCJIbIX XHTeJie Imoc. BsApcka H uyeThipex
mepesenb (Tpecku, Caartce, llepmaxy, IlarTHHa), npuHanmie—
xKalux cenbcoBeTy Bsapcka. IlonoBoii M Bo3spacTHOH cocTas
BbIGOPKH Ob1 penpes3eHTATHBEH IOJIOBOMY H BO3paCTHOMY COC—
TaBy HaceJleHHs 3THX AepeBeHb. B rpynny o6cegoBaHHbBIX
6ot BrkynoueHbl 100 nuy. Bce oHM mopTBepnunu, UTO HMX poO-—
OUTENH DOIOMIINCh B 3TOM Xe CeJIbCcOBeTe W IMpHHALJNEeXalld K
3THHUE CKOHM rpynmne ceTy. Bo3pacT obcnemoBanumx - ot 20
mo 79 ner (Memmuana - 52 ropma), M3 HHX 61 xeHmuHa u 39
MyxuHH. [lyTeM ompoca Obuia monyueHa MHGOpDMAauHA O HaJlbu-—
YMH HeNepeHOCHMOCTH pAa3HblX NPOAYKTOB, B TOM YHCJIE MO-—
JIoka, a TakKXe O KOJIHuecTBe OObIUHO ynoTrpebrnseMoro 3a
OeHb CBeXero MOJIoKa.

Bcem o6crenoBaHHBIM mpoBesd Harpysky c 50 r nakto-
3p1 (HJ1) mo Meromuke H. Arola /7/. llepeHOoCHMOCTB NakToO-
3bl OL@HMBAJIAaCh IO MNPOABJIEHHI CHMINTOMOB (B3OyTHe, 60Ib
B XMBOTE, XHAKHH CTYJl HJIM NOHOC) B TedeHue 12 Yyacos
nocsie Harpysku. 00 aKTHBHOCTH JIAaKTO3bl CYIWIH IO IOAB—
neHuw ranaktoss (OOHOTO MPOAYKTA paclielieHHs JIaKTO3bl)
B Moue. [lanakTo3ypus CBHOeTeJIbCTBYET O BHICOKOM AaKTHB—
HOCTH JiakTasbl. [IoOHHWXeHHe AKTHBHOCTH JIaKTas3bl INpHBeOeT K
Manabcopbuun. Ha cemexkrtuBHyl dopMy Masnabcopbuuu yKasbi—
BaeT OTCYTCTBHe rajakTosypuu nocisie HJl u nosBreHue ee
nocsie Harpyskd c ramakrtosoi. Hawa MeTomuka oTivuyaeTcs
OT OpHMT'HHAIBbHOI'O MeToma aBTopa /7/ TeMm, uTO MOTIOJIHH—
TeNbHO NpPOBOIMIAch HAarpyska c¢ 25 r ramakrtossl. [lna omn-—
penesieHHsl raljlakTO3bl HCIIONIb30BAaJld CheluasibHble TECTIO—
nocku ¢upmbl Kabi Vitrum (Croxronem, lBenus).

B 5 cnyuasx, Korga rajlakTo3ypHA He IOSABHIACH HH
nocysie HJI, HH mocJyie ranakTossl H obcienyembsifi  COTIJIACHIICS
Ha OHOIICHUI, AKTHBHOCTDb JIaKTasbkl H Caxapashl orpeneJsisiu
IpSMbIM GHOXHMHUECKHM MeTojmoM no Dahlgvist /8/.

PesynbTaThl obcllenoBaHusa CpPaBHHUBAJIMCh C OaHHbIMH
06cJienoBaHus BbIOODPKH HaceJieHUsA cocenHero pakoHa B
Kambbss /3/, a BcTpeuaemocTb CMIl — Takxe C pes3ylbTaTaMu
IpYCHX paiioHoB Odcrouuu /2, 4/.

IIlpy cTaTHCTHUeCKOH 06paboTKe MOaHHBIX HCIIOJIB3O0BAaJICs
X2 -—TecT.
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Pe3ynbTaTbi

BcTpeuyaeMoCcTh HenepPeHOCHMOCTH Mojloka Yy obcnego-
BaHHbIX JHL B c/c Bapcka okasamach HMXe TaKOBOH y Hace-
nenusi Kamb6bsi M cocTaBuna coorBeTcTBendo & u 17 % (p <
0,01). llo OTHOWEHWI0O K HENEPEHOCHMOCTH OPYTHX MPOAYKTOB
U 6mon HeNepeHOCHMOCTb MOJIOKAa XHTensaMH Bspcka HabGmopa-
nach CpaBHUTeNbHO HeyacTo (Tabm. 2).

Tabnuua 2

HenepeHOCMMOCTL HEKOTOPbIX MPOAYKTOB Y
npeacrasuteneid BoifOpoYHbIX rpynn HaceneHuA
8 Bapcka un Kambbsa

BeTpeyaeMocTh He—
IePEeHOCHMOCTH, 74

MpopyxTel Bsipcka Kambbs x
N =100 N = 105
CBexee MOJIOKO 4 17 9,2 p < 0,01
KBameHOoe MOIOKO 3 12 6,3 p < 0,02
Kupnas numa 20 14 1,2 p > 0,05
Kapenas mnuma 15 13 0,12 p 0,05
A610KHK 19 27 1,7 p > 0,05
Fopox, dacone 15 23 2,1 p > 0,05

OgHako BbIABHJIOCB, YTO B UEJIOM B Bsipcka cBexero MOJIOKA

ynotpebnaioT MeHblle, yem B Kam6bs (Tabn. 3). [lonoBuHa
B3pOCAOr0 HaceleHus noTpebnssia cBeXee MOJIOKO B yMepeH—
HoM konuuecTBe (1 - 2 crakaHa B OeHb), Jauwb 28 7  mumu

B IOeHb 6omnee OBYX CTAKaHOB MOJIOKA.

B To %e BpeMs HENEepPEHOCHMOCTb JaKToO3bl Habmoganacsh
v 38 7 npenmcraBuTeneil 3TOil xe rpynmnel. HenepeHOCHMOCTDb
50 r nakrto3sb Bhpaxajachk y 14 7 KHOKHM CTYAOM iU TOHO-—
COM, y ocTanbHbx 24 7 — MeTeopusMoMm u/HII OONAMI B K-
BOTE.

[lo BcachiBaHmo JAKTO3bI Il ranakTossl ofcneayembie
pacnpefeniiich Ha chaelywilie rpymnnet (Tadn. 4):
I. OrMevyanace ranakTosypusa nocmie HII -  HopMmanbHas

aGcopbuua naktosem (N = 40).

I1. Mocne HJl rasakTo3ypisi He OOHADPYXKHBAJIACH, 4 HOC—
JIe HATPY3KH ¢ TFAJAKTO300 = OGHAPYXHIIACH =~  COJIeKTHBHAA
Manadcopbuusn staxkTosm (N = 28),
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Tab6bnunua 3

PacnpeneneHune Bbi6OpouHbIX Fpynn
B3pocnoro HaceneHus B Bapcka n Kambba no
cpegHemy ynotpebneHuwio cBemero MoyoKa

Ynorpe6rneHue MoJjioKa B CTakaHax

r
pynna 0 unu pepxo 1 -2 6onee 2
Bsipcka N = 100 22 50 28
KaM6bs N = 105 18 38 49
. X2 = 7,563 K = 23 p < 0,05

ITI. TF'anaxTo3ypHsa He BbisiBHNIach HH nocne HJL HH moc-—
Jle HarpyskH c ranaktosoit (N = 11). Y Tpex H3 MNATH JHI
IIT rpynnbel aKTHBHOCTH JlaKTasb B OHonrare 12-nepcTHoOi
KHUKH oKasaljlacb HHU3KOH, Yy ABYX — BBICOKOH. Y BCeX MNATH
o6HapyxkeHa BbICOKaA aKTHBHOCTh Caxapasbl. llpepnonarasn,
YTO HH3Kad AKTHBHOCTD JIaKTasbpl y JIML, 3TOH IPYNnbl, OTKa-—
3pIBaBMIHXCA OT OGHONCHH, HabilomaeTCsA C TAKOH ke 4acTOToOM
(3/5), To CMIl Morna BcTpeuaTbea y 6 uenoBex (rabm. 4).

Tabnuuma 4

BcTpeyaemocTb cenekTuBHoO manabcopbuun
NaKTo3bl B Fpynne ceTy

Hon- UncyIo JIMI[ C ceJieK—
rpymna N THBHOH ~ManaGcop6- Xon BbIYHCIIEHHA
Lyei J1aKTo3bl

I 40
II 28 28
I1I 1 3...6 1 x 6
28+ (3 ... 6)
21 28 + 11
IV 21 16 ... 18 =16 ... 18
Bcero 100 47 ... 52

IV. Tocne HIl ranaktosypus He oTMeyanachk. OT noB-
TOPHOr'O TecTa ¢ ranakTo30# ob6ciienoBatiHble OTKa3allich
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(N = 21). Tlpemmnomnaras, uro BcTpeyaemocTb CMII B IV rpyn-
e SBIAeTCH NpPONOpUHOHanbHOM TakoBo# Bo II n III rpyn-
nax (konuuecTBo mnuu c¢ CMJI/ KonmMuecTBO o6cjemnoBaHHbIX) ,
TO B 9TOH rpymnme 16 — 18 uejioBek HOJDKHBI Obli MMeTh CMII
(rabn. 4).

TakuM ob6pasoM, BcTpeuaemocTb CMII B H3yueHHOH mno-
MyIANMY B 1HenoM cocrasBjsier 47 — 52 7. Mrax, BcTpeuae-
mocThb CMJl cpenu ceTy Bhile, yeM cpegu KOHTHHIeHTa
B3DOCJ/bIX SCTOHLIEB, M3yuyaBUMXCSA B DaMKaxX AOPYIrHX Hccle-
noBaHMil. PasyHuMA cTAaTHCTHYeCKH 3Hauumbl: c IllapHy - p <
0,05, c Kamboss — p < 0,01, ¢ Caapemaa - p < 0,001.

O6cympeHune

CeTy mo cpaBHeHHIwW ¢ HacejieHueM Kamb6bs pexe xanywr-
cs Ha HemepeHOCHMOCTb Moyioka (cooTBeTrcTBeHHO 4 M 17 7).
B TO Xe BpeMsi HeNnepeHOCHMOCTb HEKOTODBIX OPYTHX NPOOYK—
TOB, 4YacTO TIPHUHHAWIMNX MeTeopH3M, B BApcka Hu Kam6bs
CymecTBEeHHO He pasjiMuajyiacb. Pasnuuua OOBACHAKWTCA TeM,
uyTo HacejleHue Bsfipcka MeHblle ynoTpebGiseT CBexero MoJokKa:
72 7 He mpeT ero BooGme HWIH ymnoTpebiseT B yMepeHHbIX
konnuectBax (1 - 2 crakaHa B geHb, T.e. 10 - 20 r nak-
TO3bl B OeHb). H3BecTHO, uYTO GONBWHHCTBO JIML c Mmamnab-
copbluueidi MOJIOUHOTO caxapa NepeHOCAT TakHe KOIHYeCTBa
6e3 KJIMHHYE CKMX CHMIITOMOB.

OgHako peaKLHMH HenepeHOCHMOCTH 3aBHCAT OT HPHMPHA-
eMmofi 1os3ml jakTosn /9/ M OT mpoMexyTka BpeMeHH, B Te-
yeHHe KOTOPOLO TNPHHHMAWT COOTBeTCTBYylomyl mno3y. Kax no-
Kasanl Ham OmiT, npu maue 50 r nmakTossl (uTo cooTBeTCT-
ByeT KOJIMUECTBY caxapa B | JIMTpe MOJIOKa), CHMIOTOMbl He-—
nepeHOCHMOCTH BO3HMKIM y 38 7 o6crienoBaHHBIX, T.e. TOY—
T 10 pas yame NO CpaBHEHMO C IaHHbIMH 0 HenepeHOCH-—
MOCTH MONOKa, TOJIVUEHHbBIMHM TPH OINpOCe JIHI. 9TH pOaHHble
roBODPAT B NOJb3Y TOrC, 4uTo 3HayMTelbHasd dYacTb H3
B3DOCJBIX CeTy MOTYT YNOTDeGNATL cBeXee MOJIOKO JIHIb B
ManeHbKHX MOPUHAX. DTO COOTBETCTBYET HX TPAOHULMAM ITH-
Tanusa. [lo cBeneHUsaM sTHorpadhoB, MONOYHOE CKOTOBOHACTBO
y ceTy pa3BHBaloch cliabee, YeM B HEKOTODBIX [OPYILHX
paiioHax JCTOHHHM, a MOJIOKO Gojblle yrnoTpeGnsjioch B BHOE
KBalleHHbIX TPoOyKToB /5/.

s BbIABIEHUs THIOJIAKTA3UM Obll MCIIOJIB30BaH HOBHIH
HECJOXHbIA MEeTOA, OCHOBBHIBAWWWICSA Ha ONpefieJIeHHH rallak—
TO3bi B Moue mnocJe HJl u He Tpebylomuil MHOTOKPATHOTO B3f—
THA KPOBHU. [JONOJHUTESLHOE NpOBefeHKe HE&MHM HAarpys3KHu c
TanaxkTC30# NO3BOJIAJIO BbIIBUTh CEJIEKTHUBHYO GODMY rUno-—
naktasud. CorsacHo panHmM aBropa /7/, cHenM¢HYHOCTb M
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YYBCTBHTEJIbHOCTh OPHUIHHAJBHOTO MeToda He yCTyrmaeT mps—
MOMYy oOIlpenesjieHHl0 aKTHUBHOCTH J1akTasel. Ho mo OTOeJIbHbIM
HamuM HaO/mogeHWsAM OaHHpH MeTon He Bcerpga MO3BOJIAJ mpa-
BHIIBHO KJlaccupuuupoBarth obcjiegyemoro. HWmenocs II  cay-
yaeB, KOrZa rajlakTo3ypusa He oOHapyxuBanacb HH mocjye HIL
HH MOCJle Harpys3KH C rajakto3oii. Haxonoku cBoBMcCTBEHHH ce—
KYHOAapHOH ¢opMe THIOJIAKTasHH, HO CTOJIb BbiCOKAsg BCTpe-—
4aeMOCTb CeKYHOAapHOH IHMNOoJIakTa3WH, UYTO YyKas3hBaeT Ha
MOBpeXOEeHHA CIH3HCTOH OOOJOYKH TOHKOH KWNKH, SABJAETCHA
HeBepoATHOH. Kak mokasajio npsiMoe onpepgejieHHe aKTHBHOC—
TH JlaKTa3bl y HUX, B OBYX CJy4yadax H3 MATH OTCYTCTBHE
rajjakTossl B Mouye Habmomanoch mnpH BHICOKOH AKTHBHOCTH
nakTasbl B KMmKe. I[IpHUYMHbI ABJIEHMA HESICHHI, ocobeHHOCTH
MeTabojyii3Ma ranakTosbl B OpraHusMe TpebywT pOajibHedHme ro
yccljiemoBaHHe .

B anupmeMuosiorue ckux obcnemoBaHUsAX, rae yuyacrue
0o6poBOSIBHOE , 4aCThb BHIGOPOUYHOH TIPYyMIlbl MOXET OTKa3aTbCA
OT NOBTOPHBIX, B YAaCTHOCTH HHBA3WBHBIX mipouenyp. Tak 06—
pasoBanack y Hac IV rpynna, roe npumioch MpennoyiaraThb,
yro BcTpeuaeMocTb CMIl y OoTkasbBaomMUXCA JIHL, NPOIMOPLHO—
HajlbHA TAKOBOH Yy TeX, KoTopble Obliid o6cllemoBaHel B MOJI—
HOM oObeMe.

MHHUMaNbHLI Npepnes BcTpeuaeMmocTu CMII y  B3apocsioro
HacejleHua cety - 47 7%, yacrtora reHsl runonakrtaswd - 0,69
+* 0,014, O6a mokasaTesnsa y ceTy CymecTBeHHO Bblle o
CPaBHEHHWI0 C OPYTHMH 06cCJieqOBaHHBIMH 3CTOHUAMH. [IpHYHHBI
3TOr0 NOKAa MOJIHOCTBHI He pacKkpuiThl. OOHO® ¥H3 BO3MOXKHHIX
AIBJIA€ TCI OTHOCHUTEJIbHAA H30JIHPOBAHHOCTbL CeTy OT Mnpenc-—
TaBUTeJIeH CocegHero HaceJjleHHA B TeudyeHHe TMOCJiegHUuXx 6 —
7 BekOB, CONPOBOXZaomascfA 3HayHTeJIbHOH 4acCTOTOH poOcT—
BeHHHX 6pakoB /11/. OTAuuuA B HEKOTODHIX reHe TUYE CKHX
NnpH3HakKaxXx B TIpyme ceTy noareBepxpawrca ¥ paboramMu re-—
HeTukoB /6/. Bo BcsAKOM cjlyyae, uyacTas Helle peHOCHMOCTb
MOJIOYHOT'O caxapa y cetry OHonorudeckH obocHoBaHa Ha-
cnencTBeHHOH ¢OpMOH TUMmoJlakTasud. ITO cienyer YYUTBI~
BaThb MpH OpraHH3alWH Kak JjleyeOHOro, Tak H obmero mvra-
HHUA.
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MILK SUGAR INTOLERANCE AND SELECTIVE
LACTOSE MALABSORPTION IN THE ETHNIC
CROUP OF SETU

M. Lember, A. Tamm, K. Reimand,
H.-1. Maaroos

Summary

One hundred randomly selected persons aged 20 -79
years in South-East of Estonia were examined. All of
them were Estonians of Setu origin in Virska and in
four neighbouring villages. Lactose load was performed
by the method of H. Arola. 50 g of lactose in 400 ml of water
was given with 150 mg/kg ethanol. Calactose in urine
was determined 40 min later using special strips (Kabi
Vitrum, Sweden). When galactose was absent in the urine
(test negative) after the lactose load, the person was
considered to have lactose malabsorption. In cases of
selective lactose malabsorption galactose was found in
urine (test positive) after a galactose load (25 g).
In five cases when both tests gave negative results and
the patient agreed to undergo biopsy, activities of
lactase and sucrase in the duodenal mucosa were deter-—
mined by the method of A. Dahlqvist.

Milk intolerance was reported by 4 7 which was
lower than 17 Z in a control group of the Estonians in
Kambja (South Estonia). Habitualfresh milk consumption
was lower in Virska as well. 50 g lactose intolerance
was observed in 38 7 of the subjects in Vidrska. The
prevalence of selective lactose malabsorption was 47
- 52 %, which is significantly higher than in other po-
pulations of Estonians.

PIIMASUHKRUTALUMATUS JA SELEKTIIVNE
LAKTOOS| MALABSORPTSIOON SETUDEL

M. Lember, A. Tamm, K. Reimand,
H.-1. Maaroos
Resimee

viarskas ja reljas Vidrska kiilandukogu kiilas wuuriti
100 juhuslikult valitud 20 - 79-aastast isikut. Koik
uuritud viditsid, et nende vanemad on sctud ja siindinud
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sama kiilanSukogu piires. Uuritutele tehti laktoositest
H. Arola meetodil: 50 g laktoosi lahustati 400 ml vees,
lisati etanooli 150 mg/kg. Uriini galaktoosi sisaldust
mddrati 40 min m&8dudes spetsiaalsete test-ribade abil
(Kabi Vitrum, Rootsi). Kui laktoositesti jérgselt urii-
nis galaktoosi ei leidunud (test oli negatiivne), siis
oli tegemist laktoosi malabsorptsiooniga. Selektiivse
laktoosi malabsorptsiooni korral ilmus 25 g galaktoosi
koormuse jdrgi galaktoos uriini (positiivne test). Viiel
juhul, mil molemad testid andsid negatiivse tulemuse
ja uuritav noustus biopsiaga, mddrati laktaasi ja suk-
raasi aktiivsus duodeenumi limaskestast A. Dahlqvisti
meetodil.

Piimatalumatust esines 4 7 kiisitletuist, mis on
vihem kui Kambjas uuritud eestlastel - 17 7. Roosa
piima tarbimus oli Virskas samuti vdiksem, 50 g  lak-
toosi talumatust esines 32 % uurituist Vidrskas. Selek-
tiivse laktoosi malabsorptsiooni esinemissagedus setu-
del on 47 - 52 7, mis on oluliselt suurem kui Kambjas,
Vorus ja Saaremaal uuritud eestlastel.
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EPIDEMIOLOGIC ASPECTS OF
GASTROINTESTINAL DISEASES WITH SPECIAL
REFERENCE TO HYPOLACTASIA IN SKOLT LAPPS

T. Sahi

Helsinki University

Introduction

The Lapps, one of the linguistic minorities in
Finland, 1live in the northernmost part of the
country. They are linguistically Finno-Ugric, but
of a different racial and ethnic origin from the
Finns. They number about 4000 nowadays, about a
half of them being genetically pure Lapps. More
than 3000 of them live in the communities of Inari
and Utsjoki breaking down into four subpopulations:
Fisher, Inari Mountain, Skolt and Utsjoki Mountain
Lapps (Fig. 1)

The Lapps have been studied previously by many
research groups, both Finnish and international.
In 1966-67 and 1969-70, many aspects including the
nutrition, anthropometry and cardiovascular dis-
eases of the Lapps were studied by the International
Biologic Programme /2, 4, 7, 8, 17, 18/.

Selective hypolactasia, i.e. very low activity
of small-intestinal lactase enzyme is hereditary
and the inheritance is controlled by a single
autosomal recessive gene /10, 12/. The frequency
of the hypolactasia gene varies greatly between
different populations from almost 1.0 to less than
0.1, which means that the prevalence of hypolactasia
varies from almost 100 % to about 1 % /3, 10/.
Usually, the longer time people have consumed milk
in adulthood, the 1lower is the prevalence of
hypolactasia in that population.

It is known that Skolt Lapps have consumed cow’s
milk for quite a short period and reindeer's milk
in small amounts for less than 300 years /6, 11l/.
Because Utsjoki Lapps have consumed milk longer,
and the prevalence of hypolactasia was known to be
34 2 in them /13/, it was supposed that the
prevalence of hypolactasia would be higher in Skolt
Lapps who are genetically only a little mixed with
other populations.
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B Inari Mountain Lapps
E=3 Utsjoki Mountain Lapps

I Fisher Lapps

Skoit Lapps

Figure 1.

Map of the communes Inari and Utsjoki shoving the
areas where the Lapps live. Most Skolt Lapps live in
the villages of Sevettijérvi (north of Lake Inari) and
Nellim (south of Lake Inari)



The purpose of this study was: a) to estimate
the prevalence of hypolactasia in Skolt Lapps, b)
to study the clinical picture and significance of
hypolactasia in Skolts including the consumption
and intolerance of milk and other milk products,
c) to study the occurrence of other gastrointestinal
diseases 1in Skolts, and d) to evaluate the
association of hypolactasia with other gastroin-
testinal diseases, coronary heart disease and
nutritional aspects in Skolts.

Subjects and methods

Almost all Skolt Lapps live in two villages in
Inari: Sevettijdrvi and Nellim. Based on the
population registry and church books the number of
Skolt Lapps living in Inari was calculated to be
about 700.

The genetic purity of the people was estimated
on the basis of the vast data available on the Skolt
families /9/. Because Skolt Lapps are Greek Orthodox
by religion, they have been very little mixed with
other Lapps or Finns who are Lutherans. Therefore
it has been easy to differentiate them from other
people. In this study, genetically pure Skolt Lapps
were considered to be those whose all greatgrand-
parents were known to be Skolts.

On the basis of the population registry, a simple
random sample of 230 subjects was selected of those
463 pure Skolts who were at least 15 years old,
i.e. 50 % of the population of the given age.
However, at the time of the field expedition only
206 of them lived in Inari. They were invited to
an examination of gastrointestinal and cardiologic
diseases, and 176 of them (85.4 %) participated.
In addition to these 206 people, a total of 46 other
people, 10- to l4-year-old children and voluntary
adults, were examined (Table 1).



Table 1

Subjects examined and the prevalence of hypolac-

tasia
Prevalence
Subjects N of hypolac-
tasia
Skolt Lapps 1living in 700
Inari
A simple random sample 206
(15 years and older)
People examined 176 (171)~ 59.7 %
(85.4 %)
Voluntary people
10-1l4-year-olds 27 55.6 %
Adults 19 68.4 %
Total material 222 (217)* 59.9 %

* 5 people were excluded because of unreliable
result in the lactose tolerance test

The examinations were arranged 1in school
buildings in Sevettijarvi and Nellim. About 20
examinees were invited each day with the help of
the local public health nurse. The group of examiners
consisted of 9 people from the Universities of
Helsinki and Tampere.

A self-administered questionnaire was used to
ask the subjects about previous and present gas-—
trointestinal diseases and symptoms, food and milk
intolerance, and the consumption of milk and other
milk products., The questionnaire was sent a couple
of weeks in advance, and it was checked and corrected
at the examination by the author.

All subjects had first a physical examination
and venous blood samples were taken for multiple
determinations including serum cholesterol and
triglyceride concentrations. A lactose tolerance
test with ethanol (LTTE) was performed tor the
diagnosis of hypolactasia /10/. After overnight
fasting the people were given 0.25 g/kg of ethanol
and 15 minutes later 50 g (or 1 g/kg) of lactose.
During the examination blood glucose was determined
at 0, 20 and 40 minutes by using Dextrostix (Ames)
reagent strips and Eyetone reflectance colorimeter.
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In addition to that blood samples were taken for
blood glucose and galactose determinations which
were performed by the glucose-oxidase and galac-
tose-oxidase method. Samples were sent every day
by air to Helsinki where these determinations were
carried out.

The final «criteria for hypolactasia were:
a) a maximum rise in blood glucose concentration
of less than 1.1 mmol/l1 (20 mg/100 ml), and
b) a rise in blood galactose concentration of
0.3 mmol/1 (5 mg/100 ml) or less.

Secondary lactose malabsorption was excluded by
a glucose-galactose tolerance test with ethanol
(GGTE) /10/. All those who had a blood glucose rise
of less than 1.6 mmol/1 (25 mg/100 ml) when the
screening Dextrostix method was applied were invited
for the GGTTE. All of them came and had the GGTTE.

A conventional 12-lead resting-ECG (Mingograf
42) was performed for all adults of at least 40
years old. The ECGs were coded by an experienced
cardiologist applying the Minnesota code /18/. A
Q-wave and/or QS-pattern suggestive of old myo-
cardial infarction and an ST-depression of “the
ischemic type“ were considered to be electrocar-
diographic signs of coronary heart disease.

Results

Prevalence of hypolactasia. Hypolactasia was
diagnosed in 104 subjects of the random sample. In
two of them, 74- and 80-year-old males, it was
perhaps secondary, because the rise in blood glucose
and galactose concentration was also in the GGTTE.
Both men refused further examinations and they were
excluded. In three subjects the result of the LTTE
was equivocal. So, the prevalence of selective
hypolactasia was 59.7 % (102/171) with 95 %
confidence interval of 51.9 % to 67.1 % /1/. 1In
males the prevalence was 63.1 % (53/84), and in
females it was 56.3 % (49/87). The difference was
not statistically significant. There was no dif-
ference between the age categories, either. In 10-
to l4-year-old children the prevalence was 56 %
(15/27) and in voluntary adults it was 68 % (13/19).
In the whole material 60 % (130/217) of subjects
had selective hypolactasia (Table 1).

Abdominal symptoms. People with hypolactasia
reported gastrointestinal symptoms a little more
frequently than those without hypolactasia.
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Meteorism was the most common symptom: 16 % of those
with hypolactasia compared with 10 % of those
without reported meteorism every week. Diarrhea was
reported by 7 % and 6 % of the subjects, respect-
ively. Any kinds of weekly occurring gastroin-
testinal symptoms were reported by 29 % and 25 %
of people, respectively, but only 11 % and 7 % of
them considered the symptoms bothersome.

Milk consumption and milk intolerance, Because
milk was not available every day in the village
store, milk consumption of the people might vary
very much from day to day. Average milk consumption
is shown in Figure 2. The difference in milk or
sour milk consumption between those with and those
without hypolactasia was not statistically sig-
nificant, although the former group consumed them
a little less.

Table 2

Prevalence (%) of doctor-diagnosed peptic ulcer
and gallbladder diseases in Skolt Lapps

N |20-39|40~-59} 60 + | Age when diag-
yrs yrs yrs nosed

Peptic
ulcer dis-
ease

Males 51 4 9 4 |23, 40, 46, 50,
(N = 95) 70

Females 3 4 3 4 28, 43, 70
(N = 82)

Gallblad-
der dis-
ease

Males 1 0 3 0 55
(N = 95)

Females 4 0 7 7 41, 42, 55, 60
(N = 82)

Milk and sour milk intolerance was guite common
and its freguency increased markedly with age
(Fig. 3). Only one boy and one girl under 20 years
of age reported milk intolerance, while in the age
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group of over 40 years, 61 % and 15 %, respectively,
reported intolerance (X% = 16.88, two-sided
p < 0.0001).

Occurrence of other gastrointestinal diseases.
Other doctor-diagnosed gastrointestinal diseases
except hypolactasia were rather rare. Only five
males and three females reported that they had ever
had a doctor-diagnosed peptic ulcer. They had been
diagnosed at the age of 23 to 70 years, four of
them had been operated on. Gallbladder disease was
reported by one man and 4 women. All of these
diagnoses had been made, when the patient was more
than 40 years of age. Two males and 6 females had
undergone appendectomy. There was no correlation
between the occurrence of hypolactasia and these
other gastrointestinal diseases (Table 2).

Nutritional status and serum lipids, The height,
weight, and serum cholesterol and triglyceride
concentrations in males and females are shown in
Table 3. Relative weight and serum cholesterol and
triglyceride concentrations were higher in females
than in males. The level of these variables was not
correlated with hypolactasia.

Correlation with coronary heart disease. Cor-
onary heart disease diagnosed by electrocardiogram
was not correlated with hypolactasia in males. In
females the risk ratio for correlation of coronary
heart disease with high lactase activity was 2.27
with 90 % confidence interval of 0.58 to 8.91 /16/.
Mantel-Haenszel risk ratio for the whole material
was 1.61, but neither was that statistically sig-
nificant (Table 4).
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Table 4

Coronary heart disease diagnosed by electro-
cardiogram correlated with high lactase activity

Coronary Referents Total
heart dis-| (no dis-
ease cases ease)
Males
High lactase
activity 3 10 13
Hypolactasia 5 17 22
8 27 35
RR = 1.02
Females
High lactase
activity 6 9 15
Hypolactasia 5 17 22
11 26 37
RR = 2.27
RRM-g = 1.61
Discussion

The prevalence of selective hypolactasia was
statistically significantly higher in Skolt Lapps
than in other Lappish subpopulations, in Mountain
and Inari Fisher Lapps /5, 11, 12/, The prevalence
in Skolts, 60 %, is one of the highest prevalences
reported in any population in Europe. In only few
studies in Southern Italy and Southern Greece a
higher prevalence has been found /3/.

In 10-l4-year-old children the prevalence was
similar to the prevalence in adults (Table 1). It
means that the decline in lactase activity, i.e.
the manifestation of hypolactasia, takes pltace 1in
Skolt Lapps already by the age of 10 years, which
is at least 10 years earlier than in Finns /15/.

People with hypolactasia reported gastroin-
testinal symptoms only a little more frequently
than those without hypolactasia. A reason of this
may be that milk consumption of Skolt Lapps was
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rather low and occasional (Fig. 2), because milk
was not available every day in the village store
in Sevettijdrvi where most of the Skolts lived.
Usually milk was brought to the store only once a
week.

Nevertheless, many people Kknew rather well
whether they were intolerant of milk or sour milk
or not. Like in other populations children and
adolescents under 20 years of age tolerated milk
products well. Only 5 % of them with hypolactasia
reported that milk or sour milk produced diarrhea.
In older age categories, however, milk or sour milk
intolerance was much more common. Of those over 40
years who had hypolactasia more than 50 % (from
50 Z to 65 %Z in different age and sex categories)
informed that milk or sour milk caused diarrhea in
them, Furthermore, a surprisingly high proportion,
almost 20 %, of people without hypolactasia also
reported milk or sour milk intolerance. One reason
of that might be irregular consumption of milk.

Peptic ulcer and gallbladder diseases were rather
uncommon in Skolts. It is probable, however, that
the occurrence of these diseases was underestimated,
because it was based on the questionnaire. However,
also the clinical experience of local physicians
proves that peptic ulcer and gallbladder diseases
are rare and apparently rarer in Lapps including
Skolt Lapps than in Finns (Leena Soininen, personal
communication).

The level of serum cholesterol or triglyceride
concentration was not correlated with hypolactasia.
This is contradictory to an earlier observation in
Finns, in whom serum triglyceride concentration was
found to be significantly lower in people with
hypolactasia than in people without hypolactasia
/14/. Areason of the previous finding was considered
to be an increased intestinal motility in people
with hypolactasia caused by milk products and
therefore a lower absorption of fat and other
nutrients. Because Skolt Lapps consumed much less
milk than Finns did, there was only a small dif-
ference in gastrointestinal motility between sub-
jects with and without hypolactasia and therefore
it was not surprising that no difference in serum
lipid level was found.

A correlation between high lactase activity and
coronary heart disease could not be demonstrated.
A hypothesis of this correlation was proposed on
the basis of the previous findings of blood lipids
in people with hypolactasia /14/. Risk ratio in
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females was, however, 2.27, but because the material
was very small, only 11 cases with coronary heart
disease out of 37 examined females, confidence
interval was large and no statistical correlation
could be found.

Conclusions

The following conclusions can be drawn from the
study.

1. The prevalence of hypolactasia in Skolt Lapps
is 60 one of the highest prevalences found in
Europe.

2. Hypolactasia appears in most Skolts by the
age of 10 years.

3. The difference in milk and sour milk con-
sumption between Skolts with and without hypolac-
tasia is not significant. However, subjects with
hypolactasia report milk intolerance significantly
more often.

4 Abdominal symptoms caused by hypolactasia are
not common in Skolts. Eleven per cent of subjects
with hypolactasia and 7 % of those without reported
having bothersome symptoms every week.

5. There is no difference in serum cholesterol
and triglyceride concentrations between Skolt Lapps
with and without hypolactasia unlike it was reported
in some previous studies.

6. Doctor-diagnosed peptic ulcer and gallbladder
disease are not common and their occurrence is not
correlated with the occurrence of hypolactasia.

7. Coronary heart disease diagnosed by elec-
trocardiogram is not significantly correlated with
hypolactasia in Skolt Lapps.
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AMNBEMUONOTIrUA 3ABONEBAHWUN
NMALEBAPUTENBHOTIO TPAKTA U
FTUNONAKTA3UUN Y CAAMMU

T. Caxn

PeswMe

[lo npuHuHny cnayuyadHoOM BeIGOPKH H3 463 B3poc/mmx caa-—
MU cenekTHpoBaHbl 230 nuu, T.e. 50 7 B3pocnoro HaceneHwus.
ki3 Hux 6bumm ob6cnepmoBaubl 85,4 Z  mo nosony 3abosieBaHui
MHIEBAPHTENIBHOTO TPAKTa M KapOHOJIOTMYeCKHX 3a6oneBaHHH.
Bcex o6cnenmoBaHHBIX ONpAamMBAlM C LEeNbl BbIABJICHHA Hellepe-—
HOCHMOCTH MOJIOKA M [OPYI'HX MHTATENbHbIX NPOAYKTOB. B Kpo-—
BH ObIJIM HCCIeJOBAaHbl XONleCTEPOJl H TPUIIOLEpUmbl, CcAefaHa
Harpysounas npofa HaKTO30H C 3TAHOJIOM, M y JIHL cCTapue
40 net 6buma cpmenana 3KI'. TunonakTasusa ob6HapyxeHa y 60 7
caaMH, TOJIBKO y 7 7 M3 HHX NOSABHJHCH Xaiobbl Mocjie yInoT—
pebiieHUsI MOJIOKA. B3aWMOCBA3H T'HMOJNIAKTA3HH C YyDOBHEM XO-—
llecTepona H TPHIJIHUEPDHOOB, & Takxe c H3MeHeHusaMuH B IKT,
He YCTaHOBJIEHO.
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SEEDETRAKTIHAIGUSTE JA HUPOLAKTAASIA
EPIDEMIOLOOGILINE UURIMINE KOLTA
LAPLASTEL

T. Sahi

Resimee

463 Kolta saami hulgast selekteeriti juhusliku
valiku printsiibil 230 isikut, s.o. 50 % tdiskas—
vanud elanikest. Neist Onnestus wuurida 85,4 %
mitmesuguste seedeelundite ja kardioloogiliste
haiguste esinemissageduse kindlakstegemiseks.
Kiisitlusega selgitati vaevuste esinemine, piima-
ja teiste toitainete talumatus. Kdigil uurituil
madrati vere kolesterooli ja trigliitseriidide
sisaldus. Hiipolaktaasia uurimiseks kasutati lak-
toosi koormustesti etanooliga ja gliikoosi-
galaktoosi-koormustesti,. Elektrokardiograafili-
selt uuriti lile 40-aastaseid inimesi.

Hipolaktaasia oli 60 %-1, seejuures vaid 7 %-1
neist tekkisid vaevused piimast. Selline hiipolak-
taasia sagedus on suurim, mida selle piirkonna
etnilistel gruppidel on leitud. Harvu vaevusi piima
suhtes v3ib seletada piima vidhese kasutamisega Kolta
saamide hulgas. Kolesterooli, trigliitseriidide ja
elektrokardiogrammi leid ei erinenud hiipolaktaa-
siaga ja laktoosi normaalse imendumisega uurituil.
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SELEKTIIVSE HUPOLAKTAASIA PRAKTILINE
TAHTSUS EESTLASTEL

R. Tammur

Kingissepa Rajooni Keskhaigla

Juba ammu on teada, et osa inimesi ei talu piima.
Kaua arvati, et piimatalumatuse pdhjuseks on
allergia piimavalkude suhtes. Viimaste aastakiimnete
uurimused on ndidanud, et {ilitundlikkust piima-
valkude suhtes esineb iisna harva /9, 18, 25/. Praegu
loevad koik wuurijad peamiseks piimatalumatuse
pohjuseks 1laktoositalumatust, mille aluseks on
ensiiiim laktaasi puudulik aktiivsus peensooleli-
maskestas. Peensoolelimaskesta struktuur ja teiste
ensiilimide aktiivsus on normaalsed. Seega on tegemist
selektiivse hiljpolaktaasiaga. See on retsessiivselt
parilik ndhtus /23/. Selektiivne hiipolaktaasia ei
ole haigus, vaid koigi tdiskasvanud imetajate,
sealhulgas ka inimese, normaalne bioloogiline
seisund. Selektiivse hiipolaktaasia sagedus erine-
vatel rahvastel on suuresti erinev. Enamikus maailma
etnilistes riihmades leitakse teda 70 - 100 %-1
tdiskasvanud elanikest. Mdnedel Pdhja-Euroopa
rahvastel ulatub hilpolaktaasia sagedus elanikkonnas
vaid mGne protsendini /3, 19, 26, 14/. Selektiivse
hiipolaktaasia kui seedehdirete pohjustaja prakti-
line tdhtsus on erinevatel rahvastel samuti erinev,
ofles suurim seal, kus hiipolaktaasia on sage ja
piima tarvitatakse palju.

Kdesoleva t00 eesmargiks oli selgitada selek-
tiivse hiipolaktaasia kliinilist tdhtsust Saaremaa
eestlastel. Selleks tuli uurida selektiivse hiipo-
laktaasia sagedust elanikkonnas, laktoositaluma-
tuse sagedust hiijpolaktaasiaga isikute hulgas,
hiipolaktaasia osa seedehdirete tekkimisel ja
hilpolaktaasia sagedust perekonniti.

Materjal ja metoodika

Uuritud on kolme pdhimdtteliselt erinevat
Saaremaa eestlaste rilhma, kokku 699 inimest. Esimese
riihma moodustasid 380 juhuslikkuse pdhimdttel
valitud Kuressaare elanikku vanuses 7 - 69 a., 204
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naist ja 176 meest. Selle rithma vanuseline ja sooline
struktuur vastas tdielikult kogu linna samaealiste
elanike vanuselisele ja soolisele struktuurile.

Teine rithm koostati haigetest, kes ise poordusid
arsti poole mittespetsiifiliste kaebustega seede-
trakti poolt: puhitus, spastilised koéhuvalud,
krooniline kOhulahtisus. Uurimisriihma vdeti vaid
sellised haiged, kellel kliiniliste, rontgeno-
loogiliste ja endoskoopiliste uurimismeetoditega
ei Onnestunud leida seedetrakti patoloogilisi
muutusi. Selles riihmas uuriti 220 haiget vanuses
20 - 69 a., 126 naist ja 94 meest.

Kolmanda rilhma moodustasid 25 hiipolaktaasiaga
isiku 99 esimese astme sugulast.

Hipolaktaasia diagnoosimiseks kasutati koor-
muskatsu 50 g laktoosiga kombineerituna koormus-
katsuga 25 g glilkoosi ja 25 g galaktoosiga.

Tulemused ja arutelu

Juhusliku valiku riihmas oli selektiivse hiipo-
laktaasia sagedus 21 % (78/380): lastel vanuses 7
- 14 a. 12 % (9/78), noorukitel ja tdiskasvanutel
vanuses 15 - 69 a. 23 % (69/302) (x2 = 4,86; df = 1;
p < 0,05). Seni on selektiivse hiipolaktaasia
sagedust mandrieestlaste hulgas uuritud Kkolmes
toos. Kahes nendest saadi tulemuseks 24 % /14, 39/,
iihes 31,7 % /28/. Nendes tdddes on uuritud tdis-
kasvanud eestlasi. Saadud tulemused ei erine
oluliselt kdesoleva tG0 tulemustest tdiskasvanute
osas. Eesti lapsi ei ole hiipolaktaasia sageduse
suhtes varem uuritud.

Selgus, et 50 g laktoosi kdigil hiipolaktaasiaga
isikutel kaebusi ei pdhjusta. Seda on tdheldanud
ka paljud teised uurijad /7, 10, 11, 17, 22, 28/.
Seedehidirete sagedus peale laktoosikoormust oli
selgelt seotud vanusega. 7 — 29 a. vanustest tekkisid
laktoositalumatuse siimptoomid 47 %-1 (16/34), 30 -
69 a. vanustest tunduvalt sagedamini - 89 %-1
(39/44) (x2 = 15,95; df = 1; p < 0,01). Ka mitmed
teised autorid mdrgivad, et mida vanemad on hiipo-
laktaasiaga isikud, seda sagedamini ilmnevad neil
piimasuhkrutalumatuse kliinilised siimptoomid /4,
5, 6, 8, 15, 28/. Siimptoomide sageduse sdltuvust
vanusest ei osata veel seletada. VGib ainult ole-
tada, et indiviidi vananedes muutub tema soole
mikrofloora vdi vidheneb jdmesooles siisivesikute
laguproduktide tagasiimendumine ja laktoositalu-
matuse siimptoomid intensiivistuvad.
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Koormuskatsuks kasutasime 50 g laktoosi. Selline
kogus sisaldub umbes ihes liitris piimas. Prak-
tilises elus nii suurt hulka piima korraga hari-
likult ei tarvitata. 78-st hiipolaktaasiaga isikust
vaid 25 vdltisid piima. l4-le 25-st piim lihtsalt
ei meeldinud, 11 aga hoidusid piimast, sest see
pdhjustas seedehdireid. 50 g laktoosi tekitas
kaebused kdigil 11-1. Jarelikult ainult 11 78-st
hilpolaktaasiaga isikust peavad tdesti piima
koguses. Ka kirjanduses on leida palju tdid, mille
autorid leiavad, et enamik hiipolaktaasiaga inimesi
talub hasti piiratud piimakoguseid ja t&dielik
piimast loobumine ei ole harilikult vajalik /1, 4,
12, 13, 20, 21, 28/.

Mittespetsiifiliste seedehdiretega haigete
hulgas oli hiipolaktaasia sagedus 31 % (69/220), mis
on oluliselt rohkem kuli samas vanuses elanikel
iildpopulatsioonis (x2 = 4,48; df = 1; p < 0,05).
69-st hilpolaktaasiaga haigest 61-1 ilmnesid peale
laktoosikoormust vaevused. Kdigil 61-1 need kae-
bused, mille tdttu podrduti polikliinikusse, kas
kadusid vO&6i vahenesid margatavalt piimavabal
dieedil. Niisiis, 61-1 haigel 220-st oli hiipolak-
taasia otseseks kaebuste pohjuseks. Ainult 16 haiget
61-st seostasid oma vaevusi piimaga, iilejaanud 45
tarvitasid piima vabalt ega aimanud, et piim ongi
seedehdirete pohjuseks.

Kaheksal hiipolaktaasiaga haigel 69-st koormus-
kats seedehdireid ei tekitanud ja piimavaba dieet
ei leevendanud nende vaevusi. Sellised haiged
vajavad tingimata edasist uurimist.

Mittespetsiifiliste seedehdiretega haigete
uurimine nditas, et hiipolaktaasia diagnoosimine
vdimaldab vabastada paljusid haigeid vaevustest
rodsa piima dieedist vdljajatmisega. Hiipolaktaasia
diagnoosimine ei tohi piirduda anamneesiga, sest
ainult vidhesed laktoositalumatusega haiged oskavad
ise oma kaebusi piimaga seostada. Samale jareldusele
joudis ka J. Jussila kaasautoritega 1969. a.,
uurides mittespetsiifiliste seedehdiretega tais-
kasvanud soomlasi /16/.

25-1 hilpolaktaasiaga isikul uuriti 99 esimese
astme sugulast, 30 last ja 69 tdiskasvanut. Hiipo-
laktaasia sagedus nende hulgas oli 53 % (52/99),
mis on oluliselt rohkem kui populatsioonis (x2 =
40,67; df = 1, p < 0,001). See sobib hasti selek-
tiivse hiipolaktaasia padritolu geneetilise hiipo-
teesiga /2, 11, 23, 24, 27/.
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Kdesoleva t60 tulemused nditavad, et selektiivse
hilpolaktaasia kliiniline tdhtsus on erinevates
elanikkonna rilhmades erinev. Populatsioonis 7 - 14
a. vanuste laste hulgas vdib piim pdhjustada
seedehdireid igal 16. lapsel. Hiipolaktaasia sagedus
nendel on 12 % ja 50 g laktoosi kutsub esile kaebused
umbes pooltel hiipolaktaasiaga isikutest.

15 - 29-aastastel eestlastel v&éib piim olla
vaevuste pShjuseks igal kiimnendal. Hiipolaktaasia
sagedus nendel on 23 % ja laktoosikoormus vallandab
seedehdired pooltel hiipolaktaasiaga isikutest.

file 30-aastastel eestlastel on hiipolaktaasia
sagedus samuti 23 %, kuid 50 % laktoosi p6hjustab
vaevused enamikul (89 %) hiipolaktaasiaga isikutel.
Seega vOib rohke piimatarbimine esile kutsuda
seedehdired ligikaudu igal viiendal eestlasel, kes
on iile 30 aasta vana.

Mittespetsiifiliste seedehdiretega haigete
hulgas leitakse selektiivset hiipolaktaasiat igal
kolmandal. Seejuures on viimane sageli ainsaks
vaevuste pShjuseks.

Eriti sage on selektiivne hiipolaktaasia sellest
haaratute perekondades. Ta on diagnoositav igal
teisel esimese astme sugulasel.
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NMPAKTUYECKOE 3HAYEHUE CEJIEKTUBHOR
TUNONTAKTA3SUN CPEOU 3CTOHLEB

P.X. Tammyp

Pes3swMe

A3yyeHO MpakTHUYeCKOe 3HAaYeHHe CeJIeKTHBHOH TIHIIONaK—
TA3HMH B pasHBIX IpPYIMNax 3CTOHCKOrO  HacelleHHA OCTOpPOBa
Caapemaa. YacToTa CeJIeKTHBHOM I'HINONAKTA3HH CpedH meTel
B BospacTe 7 — 14 net cocraBnset 12 % (9/78), cpeou mopn-
POCTKOB H B3pOCJBIX B Bo3pacrTe 15 - 69 ner
23 7 (69/302), cpemu GONBHBIX ¢ HeCNeUubHYECKHMH paccT-
poficTBamu nuumesapenus — 31 % (69/220), cpemu poacTBeH-
HHKOB TepBOH CTeleHH JIHI ¢ CeJIeKTHBHOH THIOJiaKTa3Hel -
53 % (52/99). Harpyska MOJIOUHbIM CaxapoM BHI3LIBAET XAaJIo Okl
He y BCeX JHML C CeJleKTHBHOM rumonakTtasueil. UYacToTa He-—
e peHOCHMOCTH JIAKTO3bl 3aBHCHT OT BO3pAacTa. B Bo3pacTe
Monoxe 30 neT cHMOTOMb HeNepeHOCHMOCTH  HabmojawnTcs  y
47 %, B BospacTte crapwe 30 mer - y 89 7 MU Cc CeleKTHB-
HoOll TMojakTasHeii. BoiiBIeHHe  CeJIeKTHBHOM  THIOJAKTa3HH
Mo3BONAET OCBOBOOHTH MHOTHMX GOJIbHBIX OT PACCTPOHCTB  IH—
WeBAapeHHs INYyTeM MCKIWUYeHHs M3 palHoHa cBeXero MoJoKa.
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PRACTICAL SIGNIFICANCE OF SELECTIVE
HYPOLACTASIA IN ESTONIANS

R. Tammur

Summary

Practical significance of selective hypolactasia
in different groups of the Estonian population of
the island of Saaremaa has been studied. Prevalence
of selective hypolactasia among children in the age
of 7 - 14 years was 12 (9/78), among adolescents
and adults in the age of 15 - 69 years - 23 %
(69/302), among patients with nonspecific abdominal
complaints - 31 % (69/220), among the first degree
relatives of the subjects with selective hypolac-
tasia - 53 % (52/99). Not all subjects with selective
hypolactasia have abdominal complaints after lac-
tose load. Prevalence of symptoms is dependent on
age. In the age younger than 30 years lactose
intolerance has been described in 47 %, in the age
older than 30 years - in 89 % of subjects with
selective hypolactasia. Diagnosis of selective
hypolactasia enables the doctor to put the patients
on a milk free diet.
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NMPOBJNIEMbl ANWATHOCTUKU U NMPOOPUITAKTUKMUN
HENEPEHOCMMOCTW MOJIOKA NOCJE
XWUPYPIMYECKOTIO NEYEHUA A3BEHHOV BOJNIE3SHU
OABEHAJUATUNEPCTHOM KUWKMW

T.3. Bann, A.0. Tamm, A.fA. Maatcany

TapTyckuil rocynapCTBeHHbII YHHBEPCHTET
HHCTUTYT oOmeit U MoneKymnapHoi mnatojsorud TIY

bonbHble siI3BeHHOM OOJe3HbW OBeHAOLATHIEPCTHOH KHII-
KH ynoTpebnswoT OoJblioe KOJMHUEeCTBO MOJIOKAa B KauecTBe
OMe THYeCKOHM Tepanud. Ilo nuUTepaTypHeiM maHuem /1, 2, &/,
y paccMaTpHMBaeMblx OOJIBHBIX IIOCJIe KJIaCCHUYECKOH pe3eKIHMH
KeJlyCKa OOBOJIBHO 4YacTO BO3HHMKAeT HellepPeHOCHMOCTBb MOJIO-—
ka (HM). BHegpeHuMeM OpraHOCOXDPAHSWMHMX ONepalHH C Baro-—
TOMHell B JIeUeHHHM S3BeHHOH 00Jjie3HHU OBEHaOunaTHUIle pC THOH
KHIIKH BBISCHHIIOCbH, YTO Oaxe 3TH 3¢PeKTHBHble MeTOmnbl, Aa—
e XOpolike PpesyJbTaThl, BBI3BIBAKT Yy ONpenesjleHHOTO KOH—
THHTeHTa OOJIbHBIX GYHKIMOHallbHble pPacCcTpoMcTBa, NPOABIA—
omyecss rocile npHeMa cBexero MoJjioka. OO6bIYHO aBTOpPbl HC—
cleoBaHWit CBA3bIBAalT BO3HUKHOBeHusa HM mocne xupypruue-
CKOTO JleueHud fA3BeHHO# CONle3HH C OeMIHHT-cudgpomom /2,
9, 11, 14/. B To %e BpeMs OCHOBHO# mnpuumHod HM y 3mo-
POBBIX JIML CUMTAeTCA TI'eHeTHYECKH IepepaBaeMas HeXBaTKa
depMeHTa faKTash B TOHKOHM Kumke — rumonakTasua (I'V1)/5,
6/. B mocnenHee BpeMsi Kak B JIMTePATYPHbIX HCTOYHHKAX /1,
15/, Tak u B Hamux Habmomeuusx /7/ HM u y GONBHBIX s3-
BeHHOH bOJIe3Hbld OBEHAaMIlaTHIePCTHOH KHIKH yame Bcero
cBssbiBaeTcss ¢ [JI. Ponp TJ1 B BosHukHOBeHuH HM y 0OOJIBHBIX
noclie XUMPYpPruuecKoOro JleueHUs SA3BeHHOH ODoOJjlesHH [OBeHan-—
HATHIIE DCTHOH KHIWIKM Majiou3yueHa. llenblw OaHHOTO HCCJIeno-
BaHUA SABJIANOCHE OOCYXKOEeHHe BO3MOXHBIX IyTeli NPOGHIIaKTHKH
HM, HCXOOA H3 OCHOBHBIX IDHYHH ee BO3HHKHOBEHHHA.

Matepuan n meToguKa

KHiccnenoBanusa HM nposopunuch y 183 GonbHBIX sI3BeH—
HOM ©Oo/le3HbW OBEeHAaOllaTHIePCTHOM KHUIKM KakK [0, TaKk M 4de—
pes | ropm moclie XUPYPTHUECKOTO JleYeHHA. JHHaMuyeckoe
HabmopeHue 3a OOIbHBIMH C NOCTONEPATHBHBIMH QYHKUHMOHAIb—
HBIMH PacCTpPOMCTBAaMH OJMIOCH B TedyeHHe Tpex JjeT. h3 Bcex
183 obcrenoBaHHBIX ObUIO 29 XeHWMH U 154 MyXuuMH B BO3—
pacte ot 20 mo 72 mer, MMewmHX aHamMHes Oolle3HH OT 2 po
45 meT. Cpemd Hux HacuMmThiBajioch 139 /76 %) BORBHBIX c
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OCJIOXHEHHbIMH (GOpMaMH M TonbkKo 44 (24 %) c HeoCJOXKeHHOMH
¢opMoOit I3BeHHOM 60JlIe3HH OBEHAAUATHIEePCTHOH KHmKH. Me-
TOIAMH XHDYDPrHUeCKOTro JieYeHHs y 57 OGONBHBIX CIYXRHRA H30-—
JIMPOBAHHAfA CelleKTHBHAasA MNpOKCcHManpHaa Baroromus (CIIB),
y 75 - cenexkTHBHas MNpOKCHMallkHasi BaroToMHA C ITHJIO pO—
macTHKON u ymanenueM sasbl (CIIB u IM), y 36 - cTBoJO-
Basi BATOTOMHs C TNHJIOPOINIACTHKOH M ymameHueM s3Bbl  (CTB
u I), y 15 - cTBONOBas BAarOoTOMHA C aHTPYMIKTOMHe:, yuoa-
JIeHHEM f3Bbl H BOCCTAHOBJIEHHEM OyOoAeHaJIbHOI'O Iaccaxa
(CTB u A3). Takoii BbIGOp MEeTONOB OMNepalMH 6bl O06YyCJOB—
fTeH OOJIbHIKM yOeJIbHbIM B€COM OCJIOXHEeHHbIX GOpM A3BEHHOM
6oJle 3HH OBEHAaAUATHNEPCTHOM KHIIKH cpenH OOJNBHBIX, nop-
BepPrHYTHX XHPYPrHuyeckoMy JieyeHuo. CrneuuasbHble Me TOombl
KOMIUIEKCHOTO HccrnepmoBaHua HM mpencraBiieHsl B Tabnuue 1.

Tabnumga 1

MeToaobl MCCnenoBaHURA

MeToOn IIna BbIACHE HHA
1. Ilpoba c MoJIOKOM HelepeHOCHMOCTH MOJIOKA
2. Harpyska c jakTo30#l H
TIIOKO30M—-rajlakTo3on runonakrasuu (1)

3. IIpoBOKaLHOHHBIH TECT C
THIe PTOHHYECKHM DPacTBO—
POM TIJIOKO3bl OeMIHHI—CHHApOMa

4. Tactpoduimooporpadus H3MeHeHHH! 3BaKyaTOpPHOH
OYHKIHMH Xesnynka

HM BbIABNANIOCE HAa OCHOBE BO3HHKHOBEHHS KJIMHHYECKHX
CHMITOMOB MoOcJjle gayd ogHoro crakaHa (200 mn) CBexXero
MoJioka. CHMITOMaMH, BO3HHKAWMHMH [OCJE IpHeMa MOJIoKa M
JleXanHMH B OCHOBe OHAarHocTHku HM, 6buid MeTeOpH3M, XHA-
KHH cTyJ, 60JH B XHBOTE, Oobmas cnabocTk, ceppuebueHue,
MOTJIMBOCTH, TOWHOTA M PBOTAa. B Kommiexc HCCJIe JOB aHUA
60JIbHbIX ObIM BKJOYEHbl ene W Opyrue MeTOmbl.

I'll pMarHoCcTHPOBAJK MpH NMOMOMM HArpy304YHOH Mpob6bl C
50 r nakrtoss (HINI). KoHueHTpaumio Iimoko3bl B [epHepuye-—
CKOH KPOBH OnpejeliIfijiH METOOOM IUIOKO30KCHOAa3bl MNpH Mo-
MOmH TeCT-IOJIOCOK H KoJIopHMeTpa ¢HpMbl "Ames'. [uarhos
Il cTaBuwiIK go omepaunHHd B TeX CJy4asaX, KOIAad MOBbllleHHe
KOHUEHTPAalHH Iinoko3bl B KpoBH npu HIUI He moxomuno pmo 1,1
MMOJIB/J1. B ciiyyae miockoil I'NOKO3HOM KpHBOH r1mociie HIIJI
NPOBOOWIIH HATPY304Hyw mpoby ¢ 25 r rmmokosel — 25 r ra-
JIaKTO3bl [OJIA HCKJIOYEHHs CHHOpoMa obmeii Manab6copbuun. B
CBA3H C TeM, 4YTO pPe3eKUHsA XeJlygka OKasblBaeT BJIHSAHHE Ha
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riuKeMuue ckMe kpHBble mpu HIUI (1, 3/, HaMH yTOUYHEHHI
KPHTe pUH OUeHKH pes3ynbraToB HIII nocrye pasnuuHblX MeTO—
O0OB XUPYPIHUECKOTI'O JieueHus SI3BEHHOH 0oJie3HH OBeHapn-
uarunepctHoi kumku /7/. PesynsraTtel HIUI mocne oprano-—
COXPaHAKWIMUX WY opranocbeperawmux onepanudd ¢ Baroro-
MHeH cJjenyeT OLEeHHBAThb INO—Pa3HOMYy, HUCXOOS H3 HaJIH4yHA
NMUIOPONIACTHKH WM aHTpyMakTomud (Tabnuma 2).

Tab6buonumwa 2

Kputepun oueHKU pe3ynbTaToOB HArpy30uHOW
npobbi ¢ 50 r naxkrTosbi

MakcrManpHOe NOBHIIEHHE YPOBHS TJIIOKO3bI
B nepudepHue CKOH KPOBH OT HCXOOHOH

Ipynms Be JIMYUHHbI
o6crnegoBaHHbBIX

OHarHos: Manabcopb- nOuarmos: HopManb-—
U JaKTo3bl, B TOM Has abcopbius
yucne IJ1 JIaKTO3bl

DONbHbIE SI3BEeH—

HOH ©0OJIe 3HDbI0

OBeHaguaTu- menee 1,1 wmmonb/n 1,1 mMonn/n1  wmmH
NnepcTHOM KHWKH (< 20 MI‘/100 MI1) 60J5[ee (20 Mr/100

Repenccane TP yerghy |y Bi°ig” éé%xezm(’%/ﬁr/m'é
MI1

llepeHnecuwne Ba— see MMOTE
TOTOMHIO X MHJIO— Me
pormmacTuky (CIB (< 30 Mr/100 M1 Gonee (30 mr/100
u Ill; CtB u IM) M

llepenecuwue CTB MeHee 2, MMOHb‘H 2,2 MMomb/n WM
K (< 40 Mr/100 MI 6o§ee (40 mMr/100
M

1,7 MMonb/n  wnu

Hanuuue QgeMIHMHI-CHHODOMa oOlNpefeliijH BBeJeHHeM Ha-
Tomak nepopaiibHo 40 % pacTBOpa rioko3b U3 pacuera 1 T
rmoko3sl Ha 1 Kr Beca Tena 6Gomproro /12/. llo BblpaxeH—
HOCTEK %ano® yCTaHaBIMBAaJM CTeNeHb TAXeCTH CHHnpoma [9/.

JBaKyaTOPHYW GYHKLHO XeJlygKa ompepesaiiy ractpo-
dmooporpadpruueckHd ¢ BblpaboTaHHOH HaMy MOJYXHOKOH peHT-—
reHKOHTDPAacTHOH numeBol cmecbw /13/, BpeMs moyornopox-
HeHust xenypgka (T 1/2) - rnyaHMMeTPHuYeCKH Ha dQumooporpam-—
Max.

AHanu3 pesynbTaToB 6a3HpoOBAlICs Ha cHCTEMe CTaTHC—
THueCcKOH 06paboTkH paHHex mias 3BM "EC-1060" BIl TIY.
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Peaynerarnl n nx obcympaerune

Jlo onepauuu HM muarHoctupoBanu y 20 (11 Z), nocne
onepauud - y 65 (36 %) u3 Bcex 183 6onbHbIX, Tak uTo
MOYTH KaXObii TpeTHH OOJIbHOM, H3JiedeHHbIH OT s3BEeHHOH
60JlIe3HH XHPYPrHY€CKHM MeTOOOM, He IepeHOCHJI Iocie olne-
palHH CBeXero MoJioka.

IllocnekTHBHOE oObcyiepoBaHue OOJIBHBIX sI3BeHHOH Oones3-—
HbI [BEHAa[LATHUINEePCTHOH KHIKH IO3BOJIWIJIO OHATHOCTHPOBATH
I'Mly Tex xe 58 6GonpHhx u3 183 (32 %) mo u mocjne XuUpyp—
THYEeCKOTO JIeYeHHs fA3BeHHOM 6oJle3HY [OBeHaauaTHIepcTHOH
KMIKH W T0Ka3aTh, 4YTO ONepalHdd Ha XkeJlyoke He H3MeHAT
BCachlBAHHWA JIaKTO3bl, T.€. He H3MeHAWT YacTOTh BCTpeudae-—
MocTu I['Jl, He BH3HIBaT BO3HHKHOBEHHMs CeKyHOapHOH Majab-
copbuuy JIAaKTO3bl BCJIECTBHE MOpaxeHWA CJIM3HCTOH o6oJ0ouy-—
KH TOHKOH KuNKH. 32 7-as BcTpeuaemocThb IJl cpegu 6oJib—
HbIX S3BeHHOHM 60JlIe3Hb OBEHAOUATHNEPCTHOH KHIIKH He OT-—
MYaeTca OT YacTOThl €€ BCTPEeYaeMOCTH Cpeld SCTOHCKOTO
Hacesenua /10/.

Io omnepauuu HM B nopmaBnswomeM 6GoJiBHWHHCTBE CJyuaes
(y 19 us 20) csasmBanacs c IJI. KnuHuueckas kapTtuHa HM
XapaKTepH30Baljlachb y HHX MeTeOpH3MOM, XHIOKHM CTYyJIOM H
KOoJMKoO 6pasHbMH 00JIAMH B xuBoTe. CoBnapeHue xaJji06 y
6onbHbix ¢ @Il nocne mpueMa Momoka u nocie HII y6e nuio
Hac, 4YTO HCTOYHHMKOM Xajob ABNAETCA colepxamascs B MO-—
noke mnakTosza. llpuuuHoit HM cayxuna y Hux TIJl. AHanus
BceX 58 obcnepmoBaHHbX 6onpbHbix ¢ I'JI BHIABUI cpenyd HHX He—
ONHHAKOBYKW MNMEPeHOCHUMOCTDh JlakTo3bl. OnepaTHBHOe JleueHHe
A3BeHHOHN 60Jle3HHW OBeHaalaTHIle pCTHOH KHIIKH [TOBBIC HJIO
cpend HHUX 4acTOTy cllyuaeB HelnepeHOCHMOCTH JIaKTO3bl oT
33 2 (v 19 u3s 58) mo 66 % (y 38 us 58). Ilocnie Xupypru-
yeCcKOro NedYeHHs sA3BeHHON ©GoJsie3Hu OBeHanuaTuIle pc THOH
kumkyu HM Habmomamace u y 22 %2 (y 27 us 125) obecnermo—
BaHHBIX, HMMEMHUX HOpMalbHyl abcopbuuio JIaKTO3bl, HO B TPH
pasa pexe, ueM y GonbHbix c¢ Il Takoe pacrnpepneiyieHye
GYHKIHOHANBHBIX PACCTPOMCTB NOCAe XHPYDPrHYecKOro Jieue-—
HHSA s3BeHHOH 0O0JIe3HH ABeHAOUATHNEePCTHOH KHIKH BbiABHIa—
JI0O B KauyecTBe OCHOBHOM npuuuHel HM mocrne omnepauuu Ha
xenyake I'Jl, ocTaBnifAA M MeCTO JIA OEeMOHHI—CHHAPOMA.

Pasnuuusa B HasBaHHBX CHHIAPOMAaxX OCHOBBIBAWTCA Ha oo~
BOJIbHO THIIHYHOH KJIHHHuYecKo#l kapTuHe (rabnuua 3).Y 6omab-—
Heix ¢ ']l u nmocne omepauuu BcTpeuawmasacs HM xapakTepu—
303ajlach METEOPH3MOM, XHOKHM CTYJIOM H KOJIHKOOOpas3HbMHU
“CJAMM B XKHBOTe, T.e. HelepPeHOCHMOCTBI JlakTo3b. Cpenu
60JIBHBIX C HOpMaJIbHOHM abcopbuuel JIaKTO3b IPOABJIAKMIAACH
rocne onepaunud Ha xenyake HM xapakTepusoBanachk B 060Jb-—
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muHcTBe ciydaeB (y 19 us 27) obme#d cnabocThbio, MOTIH-
BOCTBIO, cepplebHeHHEM, H3MeHeHHsMH apTepHaJlbHOTO JaB—
JJleHHs, T.e. CHMIITOMaMH, XapaKTepHbIMH OJIs OeMIIHHI—CHHI-
poMa. Y HHX Obll1 OHATHOCTHPOBAH [OEMIMHI—CHHODPOM ner-—
KoH—cpepgHeH crenesd. KpoMe Toro, mpoBOKauHOHHBIEY TecCT
¢ THNepPTOHHYECKHM DPACTBOPOM IJIOKO3bl BBISHIBAN OEMIHHI—
peakuuw H y 3 mun ¢ HM mpu [JlI. Iockonbky coBIlafeHusa
CHHODOMOB y OOHOTO H TOro Xe 60JIbHOro HabmopanHch JHIb
B TpeX—uyeThipeX cly4YasgX, TO MOXHO CKa3aTb, UYTO H3 [OBYX
[IDHBEOEHHbIX B JIHTePaType OCHOBHHX I[OCTBAaroTOMHUYECKHX
paccTpoONCTB OEeMIHHI—CHHOPDOMAa KM OHapeH MOoCJefgHAA CBA-
3aHa mnpexge Bcero c¢ [Jl. KpoMe omHcaHHbIX Bbme xajo6 HM,
MOJIOKO BBISBIBAJIO y 8 GONBHBIX [PH HODPMAalbHOM abcop6uuH
JaKTO3H TONHOTY H PBOTy. He mckmoueHa BO3MOXHOCTBb, UTO
OHH KDOMe JIaKTO3bl He MepPeHOCHJIH H ADyrHe KOMIIOHEHTHI
MOJIOKA, Ha YTO yKas3pBawT HeKoTopbie aBTopb /4/.

Ta6numa 3

KnuHunyeckaa KapTUHa HenNepeHOCUMOCTM MOJIOKA
nocne XMpypruyeckoro neyeHUA ASBEHHOM
6onesHu ABeHagUaATUNEPCTHOK KUILKK

IIpupoga HemepeHOCHMOCTH MOJIOKa

T OEeMIHHI—CHHOPOM opyrue
n = 38 n=19 n=
Kano6ul Me TeOpH3M obmasa cmnabocTe TOMHOTA
KHOKHH CTYJI IO TIIMBOC Th pBOTAa
60K B XH— cepgueb6HeHHe
BOTe

H3MeHeHHe apre—
PHAJILHOI'O OAaBJIEeHHA

HsyueHHe 3aBHCHMOCTH BO3HHKHOBeHHn HM oT Hcnonb-
30BaHHBIX B OaHHOM pabore MeropmoB omnepauuun (rabnupma 4)
nokKkasajio, 4To BO3HHKHOBeHHe HM nocne omepauun y 605b—
HbIX SI3BEHHOM GoJIe3HbI® OBeHAOUATHNEePCTHOM KHIKH 3aBHCHT
He OT BHOA BaroTOMHH, a OT NPHMeHeHHHA MHJIO POINIA CTHKH
MIH aHTPYM3KTOMHH. Baroromusa cama He BhishiBana HM. [lo-
MnorHEeHHe BATOTOMHH IHJIOPOIIACTHKOM HIIH aHTpPYM3KTOMueH
MNPUBOOMIIO K YCKODEHHOMY OIIODOXHEHHO Xejlygka H K BO3-—
HHKHOBeHHio HM.

W3 paHHOro o6cllepoBaHHs BhITEKaeT, UTO OCHOBHBIMH
npuuHHamMi HM mocsie XHpypruueckoro JjiedeHHsa si3BeHHOM 60—
Je3HH OBeHanuaTHNeDPCTHOH KHUMLKH saBnAerca [Jl 1  pmeMnuHr-—
CHHODPOM. HX KiIHMHHuecKoe MNpOABJIEHHe COYeTalloch C YCKO—
PeHHBHIM ONODOXHEeHHeM Xejypka. [uHamHyeckKoe Habmoge HHe
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3a BceMH 65 GONbHbBIMH C MOCTONEPATHBHBIMH GYyHKUHOHAJIBHBI=
MH DAacCTpOiiCTBAMHM B TeueHHe Tpex JleT nokasajo, 4YTO Mo-=
NOKO HafoAro OoCTaeTCA HCTOYHHKOM HeAOMOTAaHHi MOUTH y
kaxgoro tpersero (y 58 ua 183) 6onbHOro, moaBeprasme-—
rocA XHPYprHueckoMy JIeUeHHI siI3BEHHOH 60Jle 3HH ABeHajmua-—
THMEePCTHON KHIIKH.

Tab6bnuua &

HenepeHOCUMOCTL MOJIOKA MU 3BaKyaToOpHaa $YHKUMUA
MenygKa nocsie pasiiyHbiX BUOOB Barotommu C
NUIOPONAaCTUKON, AaHTPYM3KTOMMen unau 6es Hux

HenepeHocHMOCTbH CpenHee Bpema (T 1/2 + m)
MOIIOKa MOJIyONOPORHEHHUST B MHH
Jo ome— rocie no ome- nocne
pauuu orne palHu pauun ore pauuu
CIIB wu IIII
n =175 8 34%% 62 + 5 36 + 2**
CIIB
n = 57 7 10 62 * 4 60 * 3
CrB u Il
n = 36 4 14%* 77 + 10 32 + 2%%
CtB A3
™ s 1 7% 74 * 8 24 + px*
Beero s 200112 65%363%) 65 7 43 + 2xx

PasnuuMe 1o TpynnaM [0 H Nocjie OolNepaiuH:
* 3Hauyumo npH p < 0,05;
** g3Hauumo mpu p < 0,001.

Haw omwiT npocnexTuBHOro nsydedHus HM y 6GoNnbHBIX 53—
BeHHOH OOJie3Hb OBEHA[UATHIEePCTHOH KHIUKH MO3BOJAET Ha-—
METHTb CJlefyWlHe IyTH OHATHOCTHKH I NpOdHIAK THKH BO3—
HHKHOBeHHs1 HM mocne xupypruueckoro mnedeHus A3BE HHOM
6oJsie3HH OBeHAOUATHIEPCWHOH KHIKH.

OpueHTHpPOBOUHOE npencTaBiedue o HM pmanyt HanpaB-
JIleHHbII aHaMHe3 H KJIMHHUeCKHe CHMITTOMbI, BO3HHKAawiile noc-
Jle gayM ofHoTro cTaxaHa (200 M) cBexero MOnoOkKa (tab-
mma 3). [Ona Gonee noppobHoroe usywenns HM v OOJBHMX C
ONepHPOBAHHBIM XeJIYAKOM peKoMeHOyeTcs BoiaBnaATh [J1  npn
moMomy HIUJl m geMnmuHr-cHHAPOM MOCPEencTBOM OPOBOKALHOH—
HOM npoObbl Ha OeMOHHI—-peakuiw. [Ipi oleHke pPes3yabTATOB
HIJl cneayeT pyKOBOACTBOBATHCH KPHTE PHAMI OHATHOC THKH
[JI, pexoMeHpgoBaHHbIMH Hamy (Tadmanua 2).
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W3 MeTOOoOB XHUPYPruuecKoTo JleyeHUs sA3BeHHOH Oolie3—
HU [OBEHAa[lldTHUIIEe PCTHOH KHMIIKH BblOeJIHJIach U30JIUpOBaHHAasA
CIIB, xak HauboJlee MOAXOOAWAs ANA NPOPUNAKTHKH BO3IHHK—
HOBeHus HM. Ho mockomnbky B HacTosimee BpeMsi OOJIbHble, DI~
Jexamue XUpPYprHuUecCKOMY JIeuYeHHKW, NOBONMbHO wacTo (B Ha-
weM maTtepualnie 3/4 GOTNBHBIX) HMEWT OCJOXHEHHbie GODMbl A3—
BeHHOH OONe3HH OBeHAaAuaTUIIepPCTHOH KHIIKH, TO Hepegko
npoBegeHue H3onupoBaHHo# CIIB HeocymecTBHMO. CnemoBa-
TenbHo , uUsonuposaHuas CIIB saBnsgeTcs MeTONOM NpodHIAKTH—
ki HM Tonpko O7si GOJIBHBIX C HEOCJIOXKHEeHHOM O PMOi A3~
BeHHO¥ 6onesnu. OHa npepnmnonaraeT 6ojiee TecHoe COTpyA-
HUUEeCTBO TepamneBTOB H XHPYDPrOB, 4YTOOB CIHWKOM He 3aTsa—
rdBajioch HallpaBJleHWe Ha ollepaTHBHOE JeyeHHe.

lIlpoBepeHrne BaroTOMHH C IHIIOPOIUIACTHKOM HMJIH aHTpy-—
MaKTOMiEH BhISBIBAID v 44 7 (55 us 126) 6ombHBIX sI3BEHHOH
6oNle3Hp0 OBeHanuaTunepcTHoH Kuwku HM Ha pomnroe BpeMms.
Y GompHeix ¢ Tl HM BosHukanma B 3 pasa uame (66 %), ueMm
y GoNbHHIX ¢ HOPMallbHOM abcopbuueid naxkTosm (22 %). Cie-
noBaTellbHO, BbigBleHye [l y BONbHBIX sI3BEHHOM 6ose 3HbK
OBeHanuaTHUIIePC THOM KHUKM [0 OlNepalud INMO3BOJIIeT MPOTHO-—
3UPOBATh XAPAKTep M YaCTOTY BO3HUKHOBEHUA nocrolmnepa-
TUBHBIX GYHKUMOHAIIbHBIX PacCcTPOHUCTB.

HexkimouyuB U3 pallMoHa 6oJibHEIX ¢ HM mocne XAPYpPru—
YyeCKOro JleyeHUs SI3BeHHOH bonesHu [gBeHAOUATHUIIEPCTHOM
kuuwky npu [l TONbKO CBeXeMONOYHble MPOAYKTHI, a NpH HeM-—
NUHT—CUHOPOMe KpOMe MOJIOKa U BcCe cllafkue xugkue Omwopma
cTaHeT BO3MOXHOH NpodHIaKTHKA HeAOoMOTraHuH, HCTOYHHUKOM
KOTODBIX BBICTyIIAeT CBexee MOJIOKO .

W3 BblleckasaHHOro cnenyerT, yro HM saBnsercsa nmo-
BOJIBHO YHHBeDCAJIbHBIM IIOKAa3aTeJieM IIOCTONepPaTHBHBIX GYyHK-
IIMOHAJIbHBIX paccTpoHcTB. KoMmmekcHoe usyuyeHue HM nmnocne
onepanyy Ha XellygkKe II03BOJIAET BbIAICHHUTh NPHUYKHBl ee BO3—
HUKHOBEHUSA u MHOUBHOYAJIU3UPOBAHHOH oueToTepanden
OEeHCTBUTENILHO IIOMOYb OOJIbHBEIM.
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THE DIAGNOSE AND PREVENTION OF MILK
INTOLERANCE AFTER DUODENAL
ULCER SURGERY

T. Véli, A. Tamm, A. Peetsalu
Summary

Nowadays the methods used in peptic ulcer surgery
cannot entirely prevent the appearance of postoperative
functional troubles, the most frequent of which 1is
milk intolerance (MI).

The authors of the article present their research
material and experiences gathered from examining patients
suffering from MI. The investigation was performed on
183 patients with duodenal ulcer before as well as
after different methods of operation: proximal gastric
vagotomy (PGV), PGV with pyloroplasty, truncal vagotomy
with pyloroplasty, truncal vagotomy with antrumectomny.
76 7 of the patients were operated on for the troubles
of the duodenal ulcer disease. The investigations
carred out were as follows: (a) a load test of 200 g
of milk; (b) a load test of 50 g of lactosis; (c)dumping
syndrome provocation with the solution of hypertonic
glucose; (d) determining the speed of stomach evacua-
tion.

Before the operation the frequency of the appearance
of MI was 11 7, after the operation it was 36 7. Besides
the appearance of MI was connected with pyloroplasty
and antrumectomy. The clinical picture of MI was het-
erogeneous, having prevailing features of hypolactasia
(HL) and the dumping syndrome. HL served as a reason
for MI significantly more frequently than the dumping
syndrome. The clinical manifestation of the above
mentioned syndromes was connected with the rapid empty-
ing of the stomach after those operations. After isola-
ted PGV MI did not increase in frequency.

The present experience characterises MI as one of
the functional postoperative stomach troubles. To pre-
vent MI duodenal ulcer patients must be operated on be-
fore the appearance of the complications and when PGV
is still effective. Aftergastric surgery, perhaps,the
only possibility of preventing MI is to put the pa-
tients suffering from MI on a rational diet.
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DUODEENUMIHAAVANDI KIRURGILISE RAVI
JARGSE PIIMATALUMATUSE
DIAGNOSTIKA JA PROFOLAKTIKA

T. Vali, A. Tamm, A. Peetsalu
Resilimee

Tdnapdeval kasutusel olevad peptilise haavandi ki-
rurgilise ravi meetodid ei vi#ldi alati maooperatsiooni-
jérgsete funktsionaalsete hidirete teket.

Sagedasim neist on piimatalumatus (PT). Autorid
esitavad oma materjali ja kogemusi PT-ga haigete wuuri-
misel. 183 duodenaalhaavandtove haiget uuriti enne ja
3 aasta jooksul pdrast mitmesuguseid mao- aperatsioone
(SPv, SPV + PP, TV + PP, TV + AE). 76 Z haigetest ope-
reeriti tiisistunud haavanditega. Uuringutest tehti test
200 g piimaga, koormus 50 g laktoosiga, vajadusel ka
glitkoosi-galaktoosiga, damping-siindroomi provokatsioon
hiipertoonilise gliikoosilahusega, mddrati maopassaZi kii
rus.

Enne operatsiooni oli PT 11 %-1 haigetest, pi3rast
36 %-1. Pohiosa PT juhtudest (55/65-st) ilmnes haigetel,
kel rakendati piiloroplastika v0i antrumektoomiaga seo-
tud operatsioonimeetodeid. Antrumektoomia ja  piiloro-
plastika jdrel esines PT 44 7-1 opereerituist. PT poh-
juste tdpne analiilis t6i nii operatsioonieelse kui ka
operatsioonijdrgse PT peamise pohjusena esile ensiiiim
laktaasi defitsiidist tingitud laktoositalumatuse. Tei-
sele kohale j3di piimast vallanduv damping-siindroom. Ni-
metatud siindroomide kliiniline manifesteerumine seostus
mao kiirenenud operatsioonijidrgse tiihjenemisega. Lak-
taasidefitsiidiga patsientidel tekkis PT kolm korda sa-
gedamini kui laktoosi normaalse imendumise korral. Iso-
leeritult SPV ei pGhjustanud PT teket.

Kiesolev kogemus lubab PT iseloomustada kui piisi-
vat postoperatiivsete funktsionaalsete hiirete niitajat.
PT viltimise peamiseks teeks kirurgiakliinikus on ti-
sistumata duodenaalhaavandtdve korral isoleeritult ra-
kendatav SPV. Seega on PT jt. funktsionaalsete hiirete
vidltimiseks vaja rakendada kirurgilist ravi senisest va-
rem, enne tiisistuste tekkimist. Juba opereeritud haige-
tel on PT vdltimise pohimiseks teeks ratsionaalne dieet-
ravi.
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VALJAHEITE LENDUVAD RASVHAPPED
SEEDETRAKRTI MIKROFLOORA ISELOOMUSTAJANA

U. Siigur, A. Tamm

Tartu Riiklik t}1ikool

Seedetrakti mikrofloora (SMF) on keerukas oko-
slisteem, koosnedes sadadest mikroobiliikidest,
nende omavahelistest seostest ja vahekordadest
makroorganismiga /16/. Viimased aastakiimned on
oluliselt laiendanud arusaamu soole mikrofloora
osast peremeesorganismi homdostaasi sdilitamises,
samuti on esitatud uusi hiipoteese SMF rollist
mitmesuguste haiguste patogeneesis /3, 8, 16/,
alates ateroskleroosist ning lopetades vidhiga.

Valdava osa soole mikrofloorast moodustavad
anaeroobsed mikroorganismid /16/. Just anaeroobide
mddramismeetodite toomahukus ja aegandudvus on
tinginud alternatiivsete, biokeemiliste meetodite
vdljatootamise ja kasutuselevétu SMF kui Okosiis-
teemi uurimisel /14, 17, 21/, kus iiksikute mik-
roobiliikide mddramise asemel otsustatakse koosluse
iile selle ainevahetusproduktide, metaboliitide
alusel, Uheks niisuguseks vdimaluseks on mddrata
lenduvaid rasvhappeid (LRH): &dddikhape, propioon-
hape, isov6ihape, v6ihape, isopalderjanhape, pal-
derjanhape, isokapronhape, kapronhape). LRH tekivad
anaeroobsete mikroorganismide ainevahetuse
tagajdrjel, Erandi moodustab &ddikhape, mida on
suutelised produtseerima ka aeroobid /18/. LRH
leidub olulises hulgas kG6igi .imetajate jdmesooles
ja vdljaheites (v.a. mikroobivabad katseloomad)
/4/. LRH 1leidumine peensoolesisaldises viitab
anaeroobide liigkasvule /6/.

Meie t06 eesmdrgiks oli wuurida: (A) kuidas
kajastavad vidljaheite lenduvad rasvhapped SMF
muutusi anatoomilisest defektist tingitud peensoole
diisbioosi korral ning (B) kas nimetatud meetod
voimaldab avastada ka SMF suhteliselt vdiksemaid
erinevusi, mis véivad esineda tervetel inimestel.
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39

Joonis 1.

Aidikhappe osakaal LRH spektris 2 kuu
vanustel lastel sdltuvalt toitmisviisist:
K - kunstlik toit, R - rinnapiim, S -
segatoit.

Vertikaalsed jooned néditavad minimaal-
seid ja maksimaalseid vadrtusi, ruutkdlik
katab keskmise 50 %, horisontaaljoon sel-
les on mediaan.
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Materjal

A, Stagneeriv peensooleling rottidel. 28
Wistar-rotil rajati kirurgiliselt peensoole iilemise
ja keskmise kolmandiku piiril 6 cm pikkune iso-
peristaltiline (tdituv) peensooleling /5/. Vdlja-
heide LRH mddramiseks koguti spetsiaalsetes meta-
boolsetes puurides enne operatsiooni ja kahe nddala
moddudes, 12 rotile manustati 2 nddalat péarast
18ikust 5 pdeva vdltel anaeroobidevastast ravimit
metronidasooli 5 mg x 2 intragastraalselt.

B. 1) Erineva toitmisviisiga imikud. 39 Tartu
Kliinilises Siinnitusmajas siindinud tervel lapsel
mddarati vdljaheite LRH sisaldus 2 kuu vanuses. 13
neist olid selle ajani olnud pidevalt rinnapiimal,
5 segatoidul ning 21 viimase 2 kuni 7 nddala vidltel
kunstlikul toidul.

2) Erisugune laktoositaluvus hiipolaktaasia
puhul. 33 primaarse tdiskasvanutiilipi hiipolaktaa-
siaga isikul Kuressaare linnas (osa varem kirjel-
datud juhuslikust valikust) /22/ mddrati vdljaheite
LRH sisaldus. 19 neist olid varem tehtud laktoosi
koormustestile (50 g) reageerinud diarrdaga, 14
kergemate vaevustega vdi vaevusteta.

LRH mdAramine

Lenduvate rasvhapete sisaldus vdljaheites
mddarati gaaskromatograafiliselt /20/ parast
ekstraktsiooni etiiiileetriga. Uhe analiilisi aeg oli
umbes 1 tund.

Tulemused

A, Stagneeriva peensoolelingu rajamine rottidel
pdéhjustas isovdihappe, isopalderjanhappe ja pal-

der janhappe kontsentratsiooni olulise tdusu
vdljaheites (p < 0.0001) isohapetel ja p < 0.02
palderjanhappel). Metronidasooli manustamine

pohjustas nimetatud hapete sisalduse olulise lan-
guse (p < 0.0001).

B. 1) Rinnapiimal ja kunstlikul toidul olnud
laste vdljaheite LRH spektrid erinesid oluliselt.
Esimesel juhul o0li valdavaks happeks &dadikhape,
moodustades 90 7% kogu spektrist, teisel juhul oli
see nditaja 60 % (p < 0.001) (jn. 1.). Kdérvutades
rinnaga toitmise kestust dddikhappe osakaaluga LRH
spektris, ilmnes tugev positiivne Kkorrelatsioon
(Spermani korrelatsioonikoefitsient 0.52,
p < 0.005).
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Joonis 2.

A B

Isohapete (isovdi- + isopalderjanhape) osa-
kaal LRH spektris hipolaktaasiaga isikuil,

kel laktoosi manustamisel tekib (A) diarrda
ja (B) ei teki.
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2) Laktoosile diarrdaga ja diarrbata reageeri-
vate hiipolaktaasiaga isikute LRH spektrites ilmnes
oluline erinevus isohapete osas. Neil, kel koor-
mustest kéhulahtisust ei pohjusta, oli isovdihappe
ja isopalderjanhappe osakaal spektris suurem
(p < 0,001), 11 juhul 1l4-st {ile 10 %. Diarrdaga
laktoosile reageerijaist oli see iile 10 % vaid
kolmel 19-st (jn. 2).

Arutelu

A. Peensoole diisbioosi diagnostika on siiani
iiheks vaidlusaluseks probleemiks gastroentero-
loogias. Soolesisu stagnatsioon anatoomiliste
defektide tdottu (divertiikulid, Billroth II tiilipi
resektsioon vms.) on {iiks peamistest peensoole
diisbioosi pdhjustest ning stagneeriva soolelingu
rajamine katseloomal selle klassikaliseks mudeliks
/5/. SMF bakterioloogiline uuring on tehniliselt
keerukas ning aegandudev. Nditeks fekaalse floora
tdielik kvantitatiivne analiiliis votab aega 1ligi aasta
/16/. Peensoole puhul sdltub tulemus paljus proovi
votmise kohast ning kultuuride reprodutseeritavus
on lipris madal /10/. Seetdttu on vdlja pakutud hulk
indirektseid meetodeid /1, 9, 12, 21/. Meil 6nnestus
eksperimendis leida stagneeriva peensoolelinguga
rottidel kolme rasvhappe sisalduse oluline tdus
vdljaheites, mis kadus pédrast ravi anaeroobide-
vastase ravimi metronidasooliga. Paralleelselt
tehtud mikrobioloogiliste uuringutega /21/ leidsime
positiivse korrelatsiooni 1lingus vohavate bak-
teroidide ja vdljaheite isohapete vahel. Kui leitud
seos peensoole bakteroidide ja vdljaheite isohapete
vahel leiab kinnitust ka kliinilistes katsetes,
vdib LRH médramisest valjaheites saada tdiendav
meetod peensoole diisbioosi diagnoosimisel.
Vorreldes LRH mddramisega peensoolesisaldises /6,
9/, on meetodi oluliseks eeliseks mitteinvasiivsus.

B. 1) Vdikelapse fiisioloogiline toit esimestel
elukuudel on rinnapiim. Peale muude eeliste
vdidetakse rinnapiimal olevat ka oluline toime SMF
kujunemisele. Samal aja on rinnapiima ja kunstlikul
toidul olevate laste fekaalse floora vordlemine aga
andnud ka vastukdivaid tulemusi /2, 13, 15, 19/,
Mitmed uurimused ei ole kinnitanud laialt levinud
arvamust bifidofloora valdavusest ning teiste
anaeroobide vdiksemast osakaalust rinnapiimatoidul
olevail lastel /13, 15/. Addikhappe domineerimine
LRH spektris rinnapiimal clevate laste valjaheite
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lenduvates rasvhapetes sobib seisukohaga, et rin-
napiim soodustab imikuil spetsiifilise SMF kuju-
nemist. In vitro Kkatsetest on teada, et erinevalt
enamikust teistest anaeroobidest produtseerivad
just bifidobakterid vaid dddikhapet /18/. Ulejddnud
rasvhapete madal osakaal spektris lubab oletada
teiste anaeroobide, nagu bakteroidid, klostriidid
ja eubakterid suhteliselt tagasihoidlikumat esi-
nemist rinnapiimaga toidetavate imikute SMFs.
Rinnapiimaga toidetavate laste oluliselt madalamat
haigestumust esimestel elukuudel /11/ tingivate
faktorite seas vdib liheks oluliseks olla ka spet-
SMF mdjul.

2) Primaarne tidiskasvanu-hiipolaktaasia on kdige
levinum imendumishdire. Samal ajal puudub siiani
ihtne arusaam, miks laktaasi madala aktiivsuse puhul
peensoolelimaskestas pdhjustab piimasuhkru manus-
tamine mitmekesise kliinilise pildi, alates
siimptoomide tdielikust puudumisest kuni vadljendunud
diarrdani. On avaldatud arvamust /7/, et selle taga
peituvad erinevused SMFs, selle vdimes fermen-
teerida laktoosi. Kasutades SMF uurimise kaudset
teed, LRH middramist, Onnestus meil esmakordselt
ndidata SMF erinevust |hiipolaktaasia erineva
kliinilise avaldusvormi puhul. Eksperimendis leitud
seos vidljaheite isohapete ja peensoolesisaldise
bakteroidide vahel lubab arvata, et laktoosi hdsti
taluvate hiipolaktaatikute peensooles on rohkem
bakteroide. Nagu teada, on viimased vGimelised
fermenteerima laktoosi. Piimasuhkru 1&hustamise
tagajdrjel tekivad liihikese ahelaga rasvhapped,
mille hea imenduvus /4/ pehmendab laktoosi
pohjustatavat nn. osmootset 186ki ning hiipolak-
taasiaga isik talub suurt kogust laktoosi kas
minimaalsete vaevustega v3i hoopis ilma.

Kokkuvdotteks voib o©elda, et LRH mddramine
vdljaheites on kiire ja mitteinvasiivne meetod SMF
kui terviku iseloomustamiseks. Meetod vdimaldab
avastada anaeroobide (bakteroidid) liigkasvu
stagneerivas peensoolelingus. Samuti saab LRH
mddramise teel kindlaks teha SMF erinevusi tervetel
inimestel, mis omakorda aitab mdista SMF vahendusel
toimuvaid filisioloogilisi ja patofiisioloogilisi
protsesse,
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ONPEAENEHUE NETYUYUX KUPHbIX KUCHOT
QEKAJIUA NMO3BONAET BbIABUTL
U3MEHEHUA B KUIWIEYHON MUKPO®JIOPE

Y. Cuviryp, A. Tamm

PeswmMme

B Tpex sKkcnepuMeHTANbHBIX CHTYAalUHAX, KOrOa KHIEYHas
mukpodnopa (KM®) 6bina ueleHanpaBleHHO HM3MeHeHa HIIM Iipef-
nojlarafniock pasfiHyHe ee BHYTPH HCCJEeOyeMbX Ipydn, onpe-—
OeJIsiIH Jle TYYHe XHPHble KHCJOThl deKasHii.

1. CrarHupypmas neTJiad TOmMeH KHNKH Y KpbIC.
BRIABHUIIOCH, YTO Yy KDBIC CO CTArHHpyome#l NeTjeil cymecTBeH-
HO MOBbIIaNach KOHLUEHTDAUMA M30MAacCJIAHONM, H30BajepHaHOBON
( p < 0,0001) u Banepuanosoit (p < 0,02) kucnor. Boina
HaiileHa MOJIOKUTeJIbHAA KOPPeJALHA MeXOy H30KHCIOTaMH tde-
Kanuit ¥ 6aKTepOHOaMH cTarHupywmeit netnu /21/.

2. I'pynHele geTH C pasHbIM THIIOM BCKapMJIHBaHHA.

Y OBYXMeCsAuHbIX BCKODMJIEHHBIX I'PYyIObK0 OeTel YKCycHas KHC-
nora coctaBnana 90 7 ot obmero komuuectBa JIKK, y Hc-
KycCTBEHHO BckopMieHHox ~ 60 Z (p < 0,001).

3. PasHasa KIMHHYecKasa KapTHHA THIOJIAKTa3HH.
BbisicHHUIOCH, uTO cnekTp JIKK nuu, pearupyomux  Ha IpHeM
JIaKTO3bl Oguapeeii, OTIMYalcA OT CHEeKTPOB TeX, VY KOTOPhIX
JlaKTo3a OuHapel He BhispiBana. Y MocllegHHX  yOeJNIbHBI Bec
H30kHCJIOT B cnekTpe JIKK 6bu1 cymecrtBenHo seme (p < 0,001).

3akmnwoyeHue

Onpepnenenue JIKK dexkanuit sBnsieTcs O6bICT pbIM H HeHH-~
Ba3HBHBIM MeTOOOM XapaKTepPHCTHKH KHIEeYHOH MHKpoduiophL 3TOT
nogxon MO3BOJiseT OOBHADYXHMTH aHa’poOHuT mucbuos (GakTe-—
poMzpl) B CTATHHpyWIeH MeTjle TOHKOH KHMIKH, a TaKXe H3-—
YVUYHTH BapHaHThl HopManbHOl KM® M HX KIHHHYe CKYIiO 3HaYH-
MOCTB.
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FAECAL VOLATILE FATTY ACIDS PERMIT
DETECTING CHANGES AND DIFFERENCES IN
INTESTINAL MICROFLORA

U. Siigur, A. Tamm

Summary

Faecal volatile fatty acids (VFA) were determined
by gas chromatography in 3 experiments where
intestinal microflora (IMF) was altered or its
differences were expected.

1. Rats with jejunal blind loop. Significant
increase in iso-butyric, iso-valeric and valeric
acid was found (p < 0.0001 for the iso-acids and
p < 0.02 for valeric). The iso-acids correlated
with the counts of Bacteroids in the loop.

2, Breast—fed and bottle-fed infants. At the age
of 2 months in breast-fed infants acetic acid
constituted on the average 90 % of the whole of the
VFA spectrum, in bottle-fed ones 6 Z (p < 0.001).

3. Persons with lactose malabsorption responding
differently to lactose. Malabsorbers, in whom
lactose causes diarrhoea, had significantly
(p < 0.001) fewer iso-acids in their faecal VFA
spectra than in those without diarrhoea.

It is concluded that determination of faecal
VFAs is a quick and noninvasive methed of charac-
terizing the state of intestinal microflora. This
makes it possible to (i) detect overgrowth of
anaerobic bacteria (Bacteroids) in the case of the
jejunal blind loop syndrome and (ii) study indi-
vidual differences and their clinical significance
in healthy persons.

159



NUILEBAPUTENIbHbBIE TUAPOJIA3bl B
NMUEBAPUTE SIbHbBIX U HENUIEBAPUTEJbHbIX
OPTAHAX

A.M. Yrones, B.B. Eroposa,
H.H. WeayutoBa, A.A. Hurutuna,
H.M. TumodeeBa, H.T. Tokraes

JleHMHTPAOCKHWIA HHCTHTYT (GH3HOJIOTHHU
M. h.Il. Ilamnmosa AH CCCP

Ha ocHoBaHuUM CONOCTAaBJIeHHA paclipefelieHUs pas3Iuy-
HblX MHII€BAPHUTEJNIbHHIX GEepPMEeHTOB B MNHIEeBAPDHUTENbHBX oOpra—
Hax, HamnpuMep, B XelyJKe HIH TOHKOM KHIUIKe, a TaKke H3-—
MeHeHHs yPOBHA AaKTHBHOCTH 3THUX $epDMEHTOB B 33aBHCHMOCTH
OT (GYHKIHOHANBHOTO COCTOSHHSA OpraHH3Ma OblIM  cHeJsiaHbl
MHOTHE BaxHble 3akymwodeHus (omns o63opa cM. 1, 3).

OgHako B mocliefHee BpeMsa BO3pacTaeT HUHTepecC K IMH-
meBapuTeNbHbIM ¢YHKUHAM H NHIEeBapPUTEJIbHbIM ¢pepMeHTaM He-—
NyvlleBAPUTEJIbHbIX OpraHoB. B wacTHocTH, ObiI0 nNOKa3saHo,
4yTO B MeMOpaHax KJIeTOK HEeKOTOPBIX HeNuueBapHTEJIBHbX Op-—
raHoB, HamnpuMep, B HedpoLHUTAaX, NPUCYTCTBYIOT e pMe HTbi
(Manprasa, aMHHONENTHOA3b M HEKOTODble [ApPYTHe), THIHMUHbE
718 MeM6paHbl e TOUHOH KkaiMel 3HTepouutoB /2/. BMmecTe
TeM, paboTbhl MO H3Y4YEeHM0 MHUEeBAPHTEJIbHbIX ¢depMEeHTOB He-
HUeBAaPHUTEJIbHBIX OPIraHOB HOCAT OTPHBOYHBIE XapakTep, IO
KpalHe¥ Mepe B TOM CMbicJle, YTO OCTAeTCA HEH3BECTHbIM HX
OTHOWEeHHe K ajanTaldOHHBIM IlepeCcTPOHKaM B OTBET Ha H3-
MeHeHHe IHUeBAaPHUTEeJIbHLX GYHKLHH KeJTYyJOUYHO~KHIEeUYHO IO
TpakKTa.

B cBA3H ¢ 3TUM B Hacrosmeil paboTe mpoBeneH CcpaB—
HUTeJIbHbHM aHajiM3 YyPOBHEe¥ AKTUBHOCTH OOHHUX H TeX Xe dep—
MEHTOB B pa3JIMUHBIX OpraHax, BBINONHAWIHX pPas3Hbie (YHKIHIE
CeKpeTOpHble — XellygoOK; MHIeBAPHUTeNbHO~TPaHCIIOPTHbIE -
TOHKAas KHilKka; IpeHMylleCTBEHHO pe30pOTHBHbIE HJIH codYe-
Tawmyue CHMOMOHTHOe IHTaHWe ¢ pes3opbuued — TOJCTaA KHl-
Ka H CJIenoi MemoK; MeTabonuuyeckue 1 OapbepHhie — IeUYEHD;
cekpelud, peabcopbuHMH M IOMEOCTATHPOBAHWA — IO4YKa, B
HOSHTHUYHbIX MeTOHHYEeCKHX YCJIIOBHAX.

MeTopbl uccneposaHuna

Onpepenanach AKTHBHOCTDH MNUleBapHTENBHBX (eDPMEeHTOB:
kap6orupgpas (ramma-amunasa, K® 3.2.1.3.; manbrasa, K@
3.2.1.20; caxapasa, K& 3.2.1.48), nentugas (rnuuun-ne—
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Tabunuvwiy a 1

AKTMBHOCTbL MUIlEeBaPUTENbHbLIX TMAPONA3 B NUIEBapuTeibHbi X M HENUUEeBapUTENbHbIX OpraHaxX OAHOAHEBHbIX KpbICAT,

Henonoso3spensix (80 r) v B3pocnmx (180 r) Kpnic

BospacT Mouxa Tevexs ¥enynox o mepCT™ oman Homs e fpenoH Lo
OpHOogHe B Hule
KpHICHTa
lamMma H -
amunasa ;e KpHeH©. 5,66 + 0,84 11,62 + 2,35 2,83 % 0,69 179,8 £ 73,5 42,1 % 15,9  11,3% ,0 2,0+ 0,4 11,5+ 6,82
B
xpaon 9,6 t0,6 9,4 *+1,6 2,8 t1,2 208,9% 67,2 39,0% 3,8 13,7% 4,8 2,6% 0,8 1,1t 0,4
OpHOgHEe BHHE
KpHCATa 0,05 - 0,55 0,12 0,12 0,15 0,17 0,28
- H -
Saza e xomentS” 0,36 £ 0,10 0,22 % 0,10 0,14 + 0,09 4,70% 0,5 13,6+ 2,0 2,00+ (,4 0,0410,04 0,08+0,08
Bspocsmne !
KpeicH 0,6 *0,1 1,6 * 1,1 0,5 *0,05 6,4 * 1,8 11,2% 1,6 1,8 0,5 0,8 10,43  0,40%0,04
0
KoHcATa ™€ 325 %t0,5 0,44% 0,1 0,27 £0,08 13,23% 1,4 11,8% 1,5 13,8 1,7 2,94%0,5
Mab- H -
Tasa e kpmente 22,34 1,51 1,08 % 0,39 1,53 + 0,18 25,90+ 0,70 54,0+ 3,8 22,3 +3,5 2,51%0,14  1,87%0,08
B
il b 26,2 £3,0 1,9 + 0,5 1,7 $0,2 18,6 + 1,6 41,2+ 3,4 16,7 +3,2 1,9 +0,2 1,7 +0,2
0
xpucATa  T¢ 3,1 £ 0,1 1,74% 0,08 0,7 0,1 4,52+ 0,5 6,5% 0,3 6,2  |,2 1,3 +0,1
AmyHoO— HenonoBospe~
nenmTHnasa  JMe KpHCH 39,7 +7,54 3,55+ 0,55 3,28 +0,48 5,10+ 0,8 12,00 + 0,20 10,3 # {,2  2,64+0,23  2,73%0,37
B
xouch 42,6 +1,8 6,5 0,7 4,1 10,3 5,6 + 0,4 11,6 +0,2 10,1 +{,3 3,7% 0,3 3,2 +0,3
OpHopnie B Hple
KpHCATA 267,5 *13,5 43,9 * 3,1 14,3 40,7 75,2 + 9,8 222,6 + 35,7 550,6% 19,6 - 96,5 £12,9
— H -
Punentu sme Kpeca. 851,1 +43,9 108,5 % 3,8 15,2 1,1 78,2 + 9,3 142,9 + 28,5 153,0+ [,2 34,6% 4,2 41,9 % 5,5
B
XpRcH e 589,2 +56 95,7 + 8,5 10,4 +0,8 65,9 % 6,5 126,4+ 5,7 165,9 +17,3 38,1+ 4,0 34,2 + 5,1
0
XpmeATa ¢ 7,3 %+ 0,6 4,2 % 0,4 0,8 +0,1 4,1 £ 0,7 13,2+ 1,8 17,8 % [,1 - 6,6 + 0,6
Tpunen— Henonosospe-
THmasa mble KpHCH 36,2 + 2,2 7,1 + 0,8 1,28 +0,12 3,40% 0,6 7,3t 0,7 5,40+ 0,6 2,96+0,14  2,2810,38
B
Komon ¢ 27,7 + 2,4 5,1 %+ 0,2 1,01 +0,1 3,1 + 0,8 6,7+ 1,0 5,9 +0,6 3,0 0,2 3,2+ 0,2
0
KpaeaTa TC 1,2 + 0,5 0,25+ 0,06 0,15 £ 0,06 14,1 + 2,2 16,3+ 2,2 20,2 +4,7 - 2,4+ 0,6
Mle nounan HenomoBospe~
pocdaTasa g Rpmcw 3,43+ 0,38 0,48+ 0,13 0,74 + 0,14 27,4 % 2,1 10,2+ 1,3 3,9 +0,9 0,97 +0,20 0,46+ 0,15
B
pd A 2,6 + 0,2 0,46 % 0,06 0,5 +0,1 28,2 + 1,2 8,94 1,8 3,6 +/,8  0,66+0,06 0,5+ 0,1
OpHopHe BHue
XphCcHTa
Kecnas Henonosospe-
docdarasa Abe KpHCH 0,52+ 0,07 0,56 + 0,10 0,25 4 0,62 0,224+ 0,01t 0,24 4+ 0,01 0,15+0,01 0,22 ;0,01 0,21 4+ 0,02
B
xpaca e 0,52+ 0,08 0,56 + 0,10 0,25 + 0,001 0,19¢ 0,02 0,19 # 0,02  0,17+0,01 0,40 +0,01 0,21+ 0,02




nMHounenrunasa, K& 3.4.13.2; rpunenrtumasa, K® 3.4.11.4;
aMuHomenTuoasa, Ko 3.4.11.2), menounonn (K¢ 3.1.3.1) wu
xucyonn (Ko 3.1.3.2) docdaras /3/ - B pasHeX oTgenax
KeNyZOYHO-KMIIe YHOTO TPaKTa, 4 TAKKe B HEMHmEeBapHTEIb-
HbIX opraHax (meueHM, MOdYKax, CJIEMOM MelKe W TOJCTOMH
Kumke ) B3pocmbix (Macca 180 r) u HemonoBospembix (Macca
80 r) xphlic uepes 2 MecsAla MOCJIEe JaNapOTOMMH H Yy OIHO-
OHEBHBIX COCYMHX KphICAT. Hccnemopanoch — Takke BIIHMSAHME
OomepaTHBHBIX BMemaTenbcTB (pesekuus, MYHTHPOBaHHe cpen-—
Hell YacTH TOHKOH KHUIXM) Ha (GepMeHTATHBHYI aKTHBHOCTb
9THX OPraHoB. JMBOTHBE HCTNOJIb3OBANHMCH B OINbITE uyepe3 2
MecAla Tocjie ONepalHH.

depMeHTAaTHBHAA AKTHMBHOCTh Bhlpaxallacb B MKMOIsX
IPOAYKTOB THApPOJiM3a B | MMH B pacueTe Ha | I TKaHH. B
HEKOTOPHIX CIIyyasaX aKTHBHOCTbh (GEPMEHTOB B Pas/IMUHBIX Op-—
raHax Bhpaxanach B TNPONEHTAX MO OTHOMEHWI K aKTHBHOCTH
COOTBETCTBYWHHMX GePMEHTOB B Xellyake, NOCKONBKY  ONA
60ONMbUIMHCTBA GepPMEHTOB aKTHBHOCTb MMEHHO B 3TOM Oprahe
6bl1a MMHMMANbHOH M, KpOME TOro, He MeHAnach  MPH pas—
JNUYHBIX THUIAaX OTepaluii.

Peaynbtatet u obcy miaeHune

B Tabn. 1 mpeacTaBneHsl AaHHble MO AKTHBHOCTHM Das-—
IAYHBIX (e pMEHTOB B TOHKOH KHIIKE MW  HeNUmeBapHUTeNbHbIX
OpraHax y B3POCJIBIX M HENOJIOBO3PeJIbIX KPhic uyepe3 2 Mecsa—
Lla Mocjie J1alapoTOMHH, a& TaKXe y COCYMHUX KpBICAT. Kax
MOXHO BHEETb, AKTHBHOCTb OJHOMMEHHBIX MHIEe B APUTEJIbHBIX
tepMeHTOB B pas3MUHBIX OpraHax pachpeneneHa HepaBHOMep-—
Ho. OgHako nu3ocoManpHaa kucnasa ¢ochaTasa pacrpeneneHa
B PasNMyYHbIX OPraHax OTHOCHUTEJIbHO DABHOMEDHO, Nk B Ie-
YeHH M TOUYKaX €e aKTUBHOCTh B 2 - 3 pasa Bhe.

AxTHBHOCTBP COOGCTBEHHO KHIIeYHBIX MHmMeBapUTEJIbHBIX
kapboruapas (raMmMa-aMunasa u caxapasa) MaKcHMajpHa B
12-mepCTHOM M B DA3NMUUYHBIX OTHENAX TOHKOH KHMIIKH U BO
MHOTO pas3 [peBbllaeT yPOBeHbL AaKTHUBHOCTW B OPYIHWX oOpra-
Hax. (¥ cocymux xphlcAT cnlempl akTHBHOCTH caxapasbl o6Ha—
PYXMBAWTCSH IMub B TNeYyeHH; B TOHKOH KHIIKE, KaK H3BECTHC,
3TOT (GepMeHT NOABISAETCHA TONbKO NPH Nepexofne KHBOTHBIX
Ha OebGMHHTUBHOe MNMTAaHHMEe). B OTHMHMuMe OT APYTrMx Kap6orun-
pas BHICOKMH YpPOBeHb ManbTa3HOil aKTHBHOCTH OTMeyaeTcd B
nouke. O6pamaer Ha cebs BHHUMaHue, UTO Y COCYMMX XHBOT—
HBIX ManbTa3Has akTHBHOCTh B TomeH KHIIKe Bblme, yeM B
NMouxke TNpHMEpHO B 4 pasa, y HeNoNoOBO3pes/wlXx — B 2,5 pa-
3a, TOrga Xak y B3poctbix — suwb B 1,5 pasa.
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Hau6Gonee BbICOKHI ypPOBEeHb AKTHBHOCTH meJIOUHOH ¢oc—
dbaTaskl y HenoJIOBO3SpeJlkiIX H B3POCJBIX Kpbic HabmopgaeTcs B
12-nepcTHOM M TOomeM KumKe. B mouke - opraHe ¢ HHTEHCHB-
HOH TpaHCNODPTHOM ¢yHKIHEeH — ee AKTHBHOCTb y 3THX KH—
BOTHbIX NPHMEPHO TAaKasa ke, KaK B IMOOB3IOMHOM KHmke. Y
COCYmMHX KPbHICAT AKTHBHOCTb 3TOTIO (epMEeHTa MaKcHMalbHa B
NnoagB3OOWHOM KHIIKe, 4 aKTHBHOCTb B MOYKE COCTAaBJIAET IPH-
MepHo 5 Z oT 3Toil Benuuuhbl. CllegyeT OTM@THTbB, UTO y CO-—
CymuX KpbICAT 3HAYHTeJlbHad aKTHBHOCTBb meJIoyHOoH docdara-
3bl obHApyXHBaeTCA $ B TOJICTOM KHIIKe.

Haubonbuuii HHTepec npencTaBisseT TOT ¢akT, UTO B
nouke HabmogmaeTcsi BecbMa BbicOKas nenTHoasHas AaKTHB—
HOCTb., Tak, aKTHBHOCTb aMHHONENTHOA3b INMOYKH HENOJIOBO3—
peJbiX H B3DOCJBIX KphiC NpeBbmaeT aKTHBHOCTb 3TOTO ¢ep-—
MEHTa B TOHKOH KHUlKe INpHUMepHO B 4 pasa, a akTHBHOCTb B
Opyrux opraHax — npumepHo B 10 pas. Y cCcoOCYmHX KDbICAT
AaKTHBHOCTb aMHHOIIENITHOA3bl B MOUYKe HHXEe, 4YeM y B3 POCJBIX
¥ cocTaBiseT OKoJio 50 Z OT aKTHBHOCTH GepMeHTa B TOH—
KOM KHllke. B OTIHuHe OT B3POCJBIX KpPHIC Y HHX, KpoMe TO—
ro, HabmopaeTrcs Gojlee BbhicOKasa (epMeHTATHBHAA aK THBHOCTb
B IleueHH H TOJICTOH KHulKe. AKTHBHOCTb OH— WM TPHIENTHOA3
NMOYKH eme BhEeE, 4YeM aMHHOonenTHOoassl. [0 cpaBHEHHI C MH—
HUMAJIbHOM AKTHBHOCTDLI B XeJIyAKe AKTHBHOCTH TPH— H OH™
nentupasbsi B nouke pomwe B 30 u 50 pas, a B kHuke - Juumb
B 5 u 10 pas, coorBeTcTBeHHO. Bhicokas mnentuHpasHas ak-—
THBHOCTb ODHAPYKHBAdeTCH TaKke B IeUeHH, CJIelOM MemKe H
TOJICTOHM KHWKe., Y COCYmHMX KDHICAT, KAK H B CJiyuae aMHHO-—
nenTHnassl, FKTHBHOCTb OH— H TPHIENTHOAS B IOYKe Bhile,
yeM B KeJlygke H B [ODYIrHX opraHax, HO HHXe, uyeM B noa-
B3JOWHON KHWKE .

OTBeT pas3yHuHbiX (GepPMEeHTHHX CHCTeM TOHKOH KHIKH Ha
OmnepaTHBHble BMemaTeJIbCTBA y B3POCJIBIX H HEIMNOJIOBOSpelblX
KpDhiC paccMOTpeH B mpefbgymeM coobmenud /4/. Tlpu 3TOoM
6bI7IH BhisIBJIeHb OB€ TIpynnsl depMeHTOB: 1) moaBeprawmyecs
cy6CcTpaTHOMY peryJIHDOBAHHIO H y4YacCTBylmHe B agalTHBHBIX
nepecTpolkax TOHko# kumkH (kapSorugpaset); 2) HemogBep-—
rajpmHecs cyb6cTpaTHOMY perynupoBaHuw (kucjas docdarasa).
Ilume B apHTeNnbHeole (e pMeHTH HeNHIeBapHTeJIbHhX OPraHoB pea-
THPYWOT Ha pasjIHyHble oNepaTHBHbHE BMewaTeJibCTBa SHauH-
TeJIbHO B MeHbHleH cTeneHH, ueM OJHOHWMeHHhle GepMEeHTH TOH-
KOM KHUWKH, OCOOGEHHO Yy B3POCJIbIX KphiC.

TakuM o6pa3oOM, NPH CONOCTABJIeHHH AaKTHBHOCTH dep-—
MEHTOB IOYKH, NeYeHH H TOHKOM KHUKH MOXHO IPelroJIOXHTD,
YTO TOHKAA KHIKAa H neyeHb B cyMMe obecrnieuHBaiT MeMOpah-
HOe H BHYTDHKJIE TOUHOE JIH3oCOMallbHOe nHmeBapeHHe. B To
Xe BpeMsa NOuUKa, BO3MOXHO, peanHsyeT oba 3TH mpoluecca.
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llpu sTOM MeMOpaHHHE NENTHAA3hl BLINOJIHAKT , NO—BHAHMOMY,
MumeBapUTesIbHhe, a BHYTPHKJIETOUHblE MNENnTHaas — B oc=
HOBHOM, GapbepHble GYHKIIMH.
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DIGESTIVE HYDROLASES IN DIGESTIVE AND
NON-DIGESTIVE ORGANS

A. Ugolev, V. Egorova, N. lezuitova,
A. Nikitina, N. Timofeeva, N. Tokgaev

Summary

The activity of digestive enzymes (carbohydrases,
peptidases, alkaline phosphatase) as well as lysosomal
acid phosphatase has been compared in the digestive
(stomach, small intestine) and non-digestive (kidney,
liver, blind sac and colon) organs in one-day suckling
rats, non-mature (80 g) and adult (180 g) rats. The
activity of these enzymes has been studied also after
the resection and shunt of the midqut. The role of
different organs in the realization of membrane and
intracellular hydrolysis has been discussed.

SEEDEHUDROLAASID MITMESUGUSEIS ELUNDEIS

A. Ugolev, V. Jegorova, N. lezuitova,
A. Nikitina, N. Timofejeva, N. Tokgajev

Resilimee

Autorid on vorrelnud hiidroliilitiliste ensiiiimide
(karbohiidraasid, peptidaasid, leelisene fosfataas) ja
deis (magu, peensool) ning teistes elundeis (neerud,
maks, koolon) iihepidevastel imevatel mittesugukiipsetel
(80 g) ja tdiskasvanud (180 g) rottidel. Nende ensiiii-
mide aktiivsust uuriti ka pidrast peensoole resektsioo-
ni ning peensoole keskosa fistulit. Leiti, et pepti-
daasid on neerudes tunduvalt aktiivsemad kui peensoo-
les ning jdreldati, et membraanipeptidaaside abil toi-
mub seedimine, rakusiseste peptidaaside abil aga kait-
sefunktsioon.
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HREJTUAKUA-CNPY B3POCJIbIX

M.A. BuHorpapoBa

bonpHuua IV rpmaBHOro ynpaBjleHHsa MockoBcko#d o06n.

llenuakus—cnpy, MM TakKk HashiBaeMas HAOHONAaTHYecCKas
cTeaTopes, HIH HeTPONHYeCKOoe CIIPY HJIH IJIOTeHOBas 35H-
TeponaTHA B MocCJjlefHee BpeMs y B3pPOCJBIX CTajla OHATHOC-
UHpOBAaThCs SHauyHTeNbHO uame O6iaromaps OPHTHHalbHbIM
paboraM He TONbLKO sapybexHeRIX aBTOpPOB, HO H oTevyecT-
BeHHHX yueHmx /z, 3, 4, 5/.

HJonroe BpeMs CymecTBOBAJIO MHEeHHe, UTO LeJIHAKHA—
CIPY Y BSPOCJIHIX He BCTpeuaeTCs B IOJIOCe C yMeDeHHBIM
KJIHMaTOM H B LeHTpanbHofi nonoce Poccum B yacrtHocTH /1/
B cBsASH Cc 3THM GOJIbHBIM LeJIHAKHEH-CIPY 4YacTO CcTaBHICHA
omubOYHBIA OHATCHOS XPOHHUECKOT'O 3HTEePOKOJIMTA HMJH 3HTe-
PHTa. 3TO Hepenko NPHBOOHIO K TrubenH 60JIBHOIO H3—Sa
OTCYTCTBHA lLiejleHaNnpaBfieHHON NaTOreHeTHYeCKON TepalHH.
B cBsiSH C 3THM HaM XOTeJoCh NOJeNHThCA MHOTrOJe THHM
OILITOM OHATHOCTHKH H JIeUeHHs 3THX GOJNBbHLIX.

Cpenu 967 6GONBHLIX ¢ MaTOJIOTHEeH! TOHKON KHIKH, NIPO—
meqmuX ¢ 1968 r. uepes kxumeuyHoe oTameseHue BHUMI, THHUUT
" GoNbHHLUN N 1, LesHakHA-CNpy Yy BsSpocJmix Oblyla pgHar-
HocuHpoBaHa y. 31. Cpeau HuX 22 XeHmMUHH H 9 MyXuHH B
Bospacte ot 15 mo 59 ner.

B kxauecTBe AHATHOCTHYECKHX KDHTEepDHeB NOMHMO 06-
meKJIHHHYEe CKHX HCCJIenoBaHHH H 3HTeporpaduu ObnM HC-
NonbsSOBaHul: Mopdoyoruueckoe, MopdpoMeTpHUecKoe H HMMy-—
HoMOpdoylorHYe CKOe H3SyYeHHe CJHSHCTON O060JIOYKH TOHKOH
KHOXH, NpoBoouMoe coBMecTHO ¢ M.A. Ilorekaesoii, A.B. Ho-
BukoBo#, JI.U. ApyunoM u E.B. MopecToBol, HCCllenoBanach
BcachiBaTelbHas CNOCOGHOCTh TOHKONM KHIKH c MOMOMBbIO
J-xcHnosnl ¥ onpefelleHHeM NOTeph XUpa, bejka U XKenesa,
XHMHYEeCKHM H DAagHOHSOTONHbBIMH MeTOnaMH, MPOB OOHMBIMH
coBMecTHO ¢ M.A. By6Hoson, H.I'. KamaeBo#, A.A. MakeeBoH
# A.A. TlerpoBoii. O6MeH anb6yMHHA B OPraHMsSMe HsyvaJlcs
¢ noMombiw PISA-I-131 BHyTDHBEHHO. DNEKTDOJHMTHbI OOMeH,
LleHTPaJIbHaA reMOOHHAMHKA, NMOYEYHbll NJIasMOTOK, comep-
XaHWe DeHHHA H anbOoCTepoHa B NasMe HCCeOOBaHCh
coBMecTHo c JI.H. Hocasoit, B.K. dunatoBnM. IIpoBomHsiiOCH
HCClleOBaHHe Kajla Ha OaucbaKTepHOoS.

B pesynpTaTe KOMINEKCHOTO o6cliefOBaHHA M OJIHTEJb-
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HOI'O OHHaMH4YeCKOro HabmogeHHA 3a OOJIbHBIMH OblJIH BBIAB—
JIeHhl HeKOTOopbhle OCOOeHHOCTH KJIIHHHKH H TeueHHsa LeJiHa-—
KHH-CIIPY H MpenjioXeHbl MeTOoabi NMaTOreHeTHUYeCKoH TepanHH.

Habmomaemble HaMH 60JibHble NOCTYIAaJIH B CTallHOHAP: B
KpalfiHe THAXelIOM COCTOSIHHH ¢ pedHuHTOM Beca po 25 xr,
C pes3Ko BblpaxeHHOM cnafocThbio, C TOHKOKHIe YHOH nHapeeH,
¢ nonudpekanHed o 6 kr B cyTKH. OBocTpeHue O60JIe3HH Yy
XKeHNHH, KaK IIPaBHJIO, BO3HHKaJIO Mocrse ponoB H aboprToB.
06BbeKTHBHO OTMevyaJloch pe3kKoe CHHXeHHe Typropa H 3jac-—
THYHOCTH KOXH, 6JIegHOCTh KOXHBX MOKPOBOB H CJIH3HCTHIX,
CYXOCTb H meJlymeHHe KOXH, JIOMKOCTb HOTrTeHl H BHIazeHHe
BoJioc. OTMeuallach yMepeHHO BbIpaXeHHas THIle pIIHTMEeHTa-—
IHA KOXH B MeCTaxX TPeHHA omexpoH B ¢GH3HOJIOTHYe CKHX
CKJIaf0K JIafoHell, SABJIEHHA TI'HHTHBHTA 4 CTOMAaTHTa. B Mo-—
MEeHT O6GOCTpeHHA BLIABJAJIHCH TI'HIIONPOTEHHEeMHYEeCKHEe OTeKH
4 acuuT. llepHogHueCcKH H3—3a BHPaxeHHbIX 9JIEKTPOJIHTHHIX
HapymeHHH# BO3HHKAJIH Gojle3HeHHble CYOOPOTH B KOHEYHOC—
TAX, a Yy OBYX SoJIbHMX H3—-3a T'HIIOKAJIHEMHH pPas3BHIIACH
TeTpamierdda. CHMNTOM MhmMEYHOTO BaJlIHKa ObUI NMOJIOXHTEJIEH
y Bcex OOJBHBIX.

MecTHO omnpepfenasiock pe3koe B3OyTHe XUBOTA, I'DOM—
Koe ypuaHHe H NepeliHBaHHe. IIpH moBepxXHOCTHOH mnanbna-
LKHH XHBOT Obl1 MATKHM, Oe3bolnes3HeHHhM, NpH rayboko# -
onpepensaiiach YyYBCTBHTEJILHOCTh B Touke Ilopreca. CHMmTOM
O6pasnosBa-Crpamecko-Bacunenko - '"myM mmecka' B cnenoit
KHIOKe - ABJIAJICA DPe3KO NOJIOMHTEeJIbHBIM Yy BceX OOJBbHBIX.
Taxenble HapymeHEMm KaJblHeBOro of6MeHa NpHBeJH y OJHOH
H3 ODJIBHBIX K PeSKO BhPAMEHHNM H3MEHEHHAM B MO3BOHOY—
HHKE H KOCTHAX Tasa mo THNy ''pelbbero ckeyera' u y Hee
passBunach ''yruHam noxopkxa'. B anamHese y 1/3 GonbHuX
H3—-3a BbHPDAMEHHOrO OCTeOonaposa HabmopganHch HeOoOHOKpaT-—
Hble IepeJioMs xocyel.

IIpH pPEeHTIreHOMOImMYe CKOM HCCJeIOBAHHH TOHKOH KHIIKH
BHIABJIAJIKCH NPH3HAKM JHTEPHTA.

Pesko BhpameHHoe HapymeHHe BCAacChBaHHA [I-KCHJIO3b
(prc. 1), ocobeHHO 3a nepBWe 2 yaca, OTMeuYeHO y Bcex
GOJbHRIX, UYTO CBHAETENbCTBOBAJI0O O TAXEJIOM MOpPaxeHHH
CIIH3HCTOM OGOJIONKH TOHXOH KHHIKH B CaMblX BEepXHHX ee
oTaenax.

Beicokas cTeaTtopes, onpepensdemas no Ban-pe-Kamepy
B Hamedl moM$HKaIHH, OTMeYanach y BceX OGOJIBHBIX H, Cyns
MO BHICOKOMY KO3&$HUMEHTY pacmerneHHs xHpa (407 - 8N,
6hJIa KHMEeYHOrO HIH CMelaHHOro reHesa. KumeuHbii H cMe—
maHHHE THN cTeaTopeH Ol nMogrBepmaeH HarpyskamH I
TpHOJIeaT-JIHIEe PHHOM. B_ONeHHOBOH kHcioToH. IloTepH uMx ¢
kajoM kKojebamuck or 20 o 60 7 ® ot 15 mo 50 Z coor-
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REPIES cBOoOOnMBEe XHPHbie KHCIIOTH

NOTEPH 830Ta C KAaJIOM

Puc. 1. OuHamnka BOCCTaHOBNEHWA BCACbiBaHWUA
D-xkcunossi U MuUpa nos BAUMAHUEM NEYEeHWUA,
y GonbHbLIX UeNWaKuen cnpy.
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BeTCTBeHHO. OTMeuanHch BbHICOKHe NMOTEpDH a3oTa C KalloM,
npeBbllawiiie HOpMy B 3 - 4 pasa. IlaToreHes runonpoTeu—
HeMHH M THIONPOTEe HHEMHYeCKHX OTEeKOB clioXeH. OH obycnos-—
JIeH He TOJIbKO BBICOKMMH MOTEDSAMH HeyCBOEHHOIO 6ejlka, HO
H BBHICOKHMMH MNOTEeDPAMH H3 KPOBSHOrO Dycljia B MPOCBET Xejy-—
OOYHO-KHIEeYHOro TpakKTa ajbOyMHHa, CHHTE3HDOBAHHOTO Me-
yeHbW. B HOpMe MOTEpH SHOOreHHOro anbbyMHHa B MPOCBET
KHIIKH He NpeBbmawT 3 7 OT BHYTPHCOCYIOHCTOH €ro akTHB-—
HOCTH. Y GONbHBIX uemnuakuei—cnpy (puc. 2) OoHHM  mpeBbl-
wanwT HOpMy B 2 unu 3 pasa. CKOpPOCTb CHHTE3a, PACCUHMTAH-
Haa no MarTteioc M [upxuboii, GbiyIa YCKOPEHHOM, HO BHOHUMO
He pocrarouHoir (Kgy; = 0,23 Bmecto 0,13 B HOpMe) s KoM
MeHCAaUWH BBICOKHX NOTePb BHYTPHCOCYOHCTOTO anbbymuHa c
tdexanuAMH, H y GONBHBHIX pPasBHBANAChb  CTOMKAA THIOAlb—
6yMHHeMHs .

g

12345678908 gy

Puc. 2, C6men anbbymuna (J131 R.J.S.A.)

y 6onbHbLIX yenuakuen cnpy.
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Pe3akoe CcHUXeHHe 3anacos Keyiesa B OpraHusme
(Trabn. 1) mo pgaHHeM mpobm c pecdepaloM OTMeYeHO ¥
Bcex 6onpHBIX. OOHAKO BcachBaHHE ®Xejiesa ObUI0 CHHXEH-—
HbIM HJIH TONBKO ClerKa NOBHMEeHHbIM, UTO €eCTeCTBEeHHO He
MOTJI0 KOMIEHCHPOBATh HeOOCTATOK Xenesa. [IpolleHT Hach—
meHusi TpaHcpepuHa Xeyle3oM Obll CHMKEeH B 2 pasa H coc-—
taBnsan 14,2 Z + 5 7 npu HopMe 30,2 Z * 8,3 7. Bce aTo
NPHBOOHUIIO K PAasSBHUTHI TI'HIIOXPOMHONH aHEMHH.

Tab6bnunga 1

BcacbiBaHue u obmeH menesa y bonbHbiX
uenuakumen cnpy

[lokazaTenu Bca- KOHTpOHbHa? BonpHele nenua-
ChiBAHHA H obMeHa rpymna (n=10) KHelt cnpy (n=6)
Kenesa
MoTepu Fe® uurpat 75,8t4,7 7 88,6 2 - 89,6 %
C KaloM /y 4 mospmeHO
KonuuecTBO =®emesa
HCIONIb30BaHHQE nﬂé 45,2%12,7 7
3pHTPONO33a ?7 -1
OEeHBb/
CopepxkaHue Fe B chi- 115,7%35,3 mxr 7 52,3%16,4 Mxr 7
BopoTke mo Henry
O6mas ®enes3ocBs3bI—
BaloaAsn . CHOCOGHOCTD 362,7+84,4 _MKL
CBIBOPOTKH 100Mn
HeHachmeHHasa xene-
socBaA3yomas crnoco6~  24h 7+707 _MKT - 367+50,1 _MKr
HOCTb CHIBOPOTKH 100Mn 100Mn
HacemeHue Tpacdep-
pana engaohacdeP 30,248,3 % 14,2%5 7
DKCKpelus Xenesa c 0,112+0,046 _MI__
MOYOH [0 M mocle CYTKH
BBefeHus HOecdepana 1,013£0,201 ™Mr  0,45%0,18 _MT__
prme—— CYTKH

PaccTpoficTBO BOOHO-3NEKTPOJIMTHOTO 6anaHca oTMeua—
nock y BceX 6onbHbIX. IHnokanuvemus (pHc. 3) 6mma obyc-—
JIOBNIeHa BBICOKHMH MNOTepsMH KalHA C KajlloM. BenHuuHa 3THX
notepb (pHc. 4) 3aBucena or ob6beMa cryna. BonbmHe no-
TEPH 3JieKTPOJIUTOB H BOOb C KAaJIOM NPHBOOHIH K TAXeIbiM
HapyweHHsM (Tabi. 2) NeHTpanbHOM H MNOYeYHOH reMoguHa—
MHKH. CHHXEeHMe MHMHYTHOrO o6beMa, o6beMa LHPKyHpylome i
KPOBH C yBeNHuYeHHeM nepudepuyecKoro CONPOTHBIIEHHUS H pes3—
KOe CHHReHHe aKTHBHOIO MOYEYHOro KpoBoToka (6omee ueM
B 2 pasa) ObMiH OTMeuYeHbl Y BCeX GOJIbHBIX.
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Puc. 3. MoTepu 3neKTPONUTOB C MOYOWN
U Kanom y bGonmHbIX Uenuakuen cnpy.

600
& 400
campmmmasn NOTEPU Na
2 200 v NOTEPU K
o

10 20 30 &0 50 maKB/c

Puc. 4. MoTtepwu Na" u K*'u ux aasucumocTs or
obbema cTyna m xapaktepa fonesHu
TOHKON KMUIIKMK ,
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Ta6é6énuuna 2

MokasaTtenu yeHTPanbHON FeMoaUHAMWUKU U
dYHKUUOHaNbHOE COCTOAHWE MOYeK Nnpw
uenuakum cnpy

Obwee ne-— 3¢beKTHBHLIM I10Ye YHbIHK
pHdbe pHue—

I'pynna MHHY T HbI cKkoe co-—

o6cneno— obbem /n/ NpoTHBNe- MNasMOTOK KPOBOTOK

BaHHBIX HHe MI1/MHH M/ mMuH
ouH/c/cmM

KoHnTponb—

Has rpynm- 7,178+0,273 1003,2#40,0 861,4#31,7 1528,5¢58,1
ma (n-15)

B
menmmaksed 3,02130,3%  165804169,0% 377,0840,4% 6514477, 4%
crpy

p < 0,001

Tab6bnumnga

AKTMBHOCTb peHMHa W YpOBeHb
anbfocrepoHa B nnasme Y BGonbHbIX
uenuakmeM cnpy

KoHTponbHas Llenmuaxus
r%ynn
n-8
Ax H
ey P 1,580,27 5,0+1,69%
y o -
pona. mriMm e 66,83%7,46 184,0422, 5%

* *%
p < 0,05 p < 0,01

lioBbmewwe nudps pedumna (Tabn. 5) H anbgocTepoHa
OTMeualnoch y BceX GONbHBIX.

He ymanoch yCTQHOBHTb YeTKOH B3aHMOCBA3H  MexXOy
comepxaHHeM IUIa3MeHHOTO HAaTPHS H YPOBHeM albAoCTepoHa
naasms y BcexX ofcrepmpBapmnx CombisiX. 10 emp pas NMOATBepPX-—
LaeT M3BeCTHOe MNpeAnoJioXeHHe, YTO H3MeHeHHe CoMepXaHus
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HaTpHA B CbhIBOPOTKE BIIMAET Ha CeKpeluuiw anpaoCcTepOHa
TOJIBKO B Mepy H3MeHeHHsa oObeMa BHEKJIe TOUYHOH XHMIOKOC TH.

Tab6bnwuuna 4

MopdomeTpusa U NpoueHTHoe coaepmaHue
MMMYHOKOMIMETEHTHbIX KNneTok cobcTBeHHOM
MNACTUHKU CAUSKUCTON O060NIOYKU TOHKON KUWKU
npyv uenuakuu cnpy

XapakTepucTuka cober-

BeHHOHM IIJAaCTHHKH CJIH- KoHTponbHas bOJIbHBIE
3UCTOH OGOJIOYKH TOH-— rpynna LeJHaKHueH
KOH KHIKH cnpy

TommuHa CAM3HUCTOH

o6omouxku /MrmM/ 676+20,3 576,4%24,3
BhicoTa BOpPCHHOK /MkM/ 523,7%10 101,4%20,4%
I'ny6uHa kpunt /MxM/ 153+4,47 475+31,6%
ROJeMue THMGOMAHHE 3,580,49 11,6+1,04%
1,75%1,33 10,3+1,18%
H -
Gechpe KneTkA o 7,33%0,4 22,542, 44*
4,8310,4 10,2+1,78%
Peme ThaseaT 4,910,67 22,2+3,25%
2,58+0,59 8,2+1,75%
ggﬁagﬁTaTeanme JIHM~— 14,6+0,56 29+1,3

HepBaﬂ CTpPOKa = BOpPCHHKAa BTOpas — MeXKpHITAalbHOe
NMpOCTPAaHCTBO.

*
p < 0,01

Pe3ynbpTaTel HCCleOOBaHHH MOKAasajH, 4YTO SKCKpeIus
HaTpusl C MOUOH B YCJIOBHAX BTOPHUHOTO THIepasbgoCTepo-—
HU3Ma He CHuXajlacb. HampoTuB, B rpynmne OGOJbHBIX Crpy-
lelHaKHeil, Y KOTODbX  BBIIBJIeHO Haubojbllee MOBblleHHe
VDPOBHA anbpocTepOHa, BbigejleHWe HAaTPHA C MOYOH oOkKasa-
10Ch OTHOCHTEJIbHO MOBbIIE€HHbIM. JITOT ¢(aKT, BO3MOXHO, Ha-
XOOUT cBoe OObfiCHeHHe B deHoMeHe ''yCKOJb3aHHs' MOUKH OT
MpPOJIOHTHPOBAHHOI'O HeHCTBHA anbgoCTepOHa HMIIH  BIHMAHHEM
"rpeTrrero dakropa' - HaTpHypeTHUYECKOI'O I'ODMOHAa.

IIpy rUCTONOTHYE CKOM HCCJEeOOBaHHH OTMEeUalnoch YILIO—
meHHe BODCHHOK, BIUIOTH OO0 HX aTpodHH, C OJHOBPEMeHHBIM
pes3Ko BblpaXeHHbIM yriy6neHueM Kpunrt. [JyOHHa moclenHuX
no maHHbIM MopdomeTpuu (rabn. 4) npesBsmana HopMy B 6-— 7
pa3s. BuABNANHCH BhHpaXeHHble  OHCTDOQHUYECKHEe H3MeHeHHs
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KHHIeYHOTO 3MHTEJIHA C BaKyoJIH3alHeH W HHOHJIbTpauHei ero
aumMbouHTaMH., YTOoJmeHHe H paspbixileHHe 6asanbHoB MeMbBpa-—
Hbl C HaJIHYHeM MeXIMHTeJIHAJIbHBIX JIKMGOUHTOB KOCBEHHO
yKasbiBajlo Ha HMMYHHbIH XapaKTep BO3HHKHHX H3MeHeHHH. OT-—
Meuaniacb OOWIbHAA HHOHJIBLTPALHA JIMMOOHIOHBIMH M TJ1a3MaTH-—
YeCKHMH KJle TKAMH CcOOGCTBEHHOH IUIACTHHKH CHAH3HCTOH 060-—
JIOYKH,

Tab6bunuumnga 5

ArnworteHoBaa gwueTa

3AIIPEMAETCS : PA3PEIAETCA :

1. Bce BHOb _xneba M xneOHBIX neﬁﬁneqeﬂm
HSﬁeHHH MMEHWbI, PEKU, A4- equa. H3 KY YP%BHO
MEHS ¥ /ycnoBuo/ OBCA: ka- OEBQM, PHCOBOM. I'PRY-
mH: MaHHasa, NepjgoBas; Ma- HEBO W KAPTOOEJILHOH
KapoHbl, BEPMHIEJb, NAMMa ... MYKH. Kama pucosas,

rpeyHeBass H U3 KYKYpy-—
3bl,

2, Bce racrpoHoMHueckHe u3- 2. MACO, PblBA, IITHIA Ges
OesHsl TNPOMBUIJIeHHOTO NPOH3- xsie6HOoro gapma H 3zanpe-
BOACTBA C MYYHbIMH 3aryc- mMEHHbIX MYUYHbIX 3aryCTH—
THTEJIMH: COCHCKH, KoJiba-— TeJieH.

Cbl, KOHCEe PBHPOBaHHOE MSACO,
MsACHble M DbIOHbIE HACTHI ...

3. KoHcepBHpoBaHHbie cymbl ¢ 3. BYJIbOHbl, OBOLHHE H MO-

JammoH; suMeHeM ... JIOYHHE CYIBl, npunpae-

JIeHHble DHCOM, KYKYpy3-—
HbIM KpaxMajloM ...

4, KynuHapHele Wi XOHaMTep— 4. KyjHHapHble H KOHOHTep-—
CKHe H3JelIHfl M3 3JIaKOBbIX. CKHe H3feJIHA U3 paspe-—

e HHOH MyKH, MOPOXeHoe

OoManHero NIPHroTOBJie—

HHA
5. Bce cylagocTH npoMmsijie HHO- CAXAP, MEH. KEIIE, MAP-
ro MPOH3BOACTBA C MYYHBIMH MEHA% YUCTHIK HMOKOJAL,
3aryCTHTeNAMH, KYKYPY3HHE XJIOIBS ...
6. IlpHnpaBm NpOMslIE HHOTO llpunpasbl moMamHe ro
IIPOH3BOOCTBA: MaHoHes3, NIpOH3BOACTBA, YHC Tl
COyChl, rOpYHIA, XEBaTellb-— MaHoHe 3, rOpYHUA .

Has pe3HHKa MACJIO KMBOTHOE H PACTH-

TEJIBHOE, MAPIAPHWH, MO-
JIOKO /ycnosuo/.

8. BCE BHIbl CHIPOB,
9. fAMHA.
10. OBOWH.

11. YAH, KO®E, KAKAO,COKH,
®PYKTOBBIE ~HAIHTKII ...
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llockonbKy 3TH KIE€TKH OTHOCATCA K YHCJIY HMMYHOKOM-—
e TeHTHHX, TO, €CTeCTBEeHHO, BO3HHKaeT BOIPOC O COCTOA—
HHH MeCTHOI'O HWMMYHHOT'O OTBeTa IIPH CIpy-—LeJIMaKHH. Ipu
JIOMHHHCHIEHTHOM MHKDOCKOIIHKM OBUTO BBIABIIEHO, YTO YHCIJIO
KJIeTOK, NPOOYLUHPYWMHX HMMYHOTNIOOGYynHH kinacca A, H 0co-
6eHHO M 3aMeTHO BO3pacTaeT B KaxOoM IOJie 3peHUs. 9o
BO3pacTaHue OCO6eHHO QOTUeTJIHBO BHOHO MIPH I[OoJAcCYEeTe HM—
MYHOKOMIIe TEHTHbIX KJleTok 1o CaBuiiaTe COTJIACHO HallBM
coBMeCTHpIM nOaHHbiM ¢ A.B. HoBukosoit u E.B. MopmecToBoii.

MoxHOo nonaraTb, 4YTO IIyCKOBbIM MOMEHTOM B IaToreHe-—
3e 3aboneBaHHA ABJNAETCA HapymeHHe HWMMyHHOro OTBeTa Ha
rI0TeH 3JIaKOBbiX, B pes3ylnbTaTe 4Yero pasBHBaeTCS aTpodus
BOPCHHOK C INPH3HAaKaMH CHHAOPOMa HeOoCTATOYHOCTH BCAacChi—
BaHHA I[HmEeBHX BemMecTB.

ArmoreHoBas mueTta (Tabn. 5) C MONHBIM  KHCKINOUe HHEM
3nakoBeix (/I06bIX NPOAYKTOB W3 NMEHHIE, DXH, AYMEHs H
0BCa) B COYETAHHH C KOPTHKOCTEPOHIaMH, CHMITOMATHYE CKOM
H 33aMEeCTHTelIbHOH Tepamnueit 6mna sdbeKTHBHOH y Bcex, pma-
XKe y KasaBIHXCA Ha nepBeiil B3rnan Oe3sHageXHbIX 6O0NbHBIX
H CIYyXHJIA ele OJHHM O0Kas3aTeJIbCTBOM IPABHIBHOCTH IOC-—
TaBJIEHHOIrO OHAI'HO3a.

IuHaMuye ckoe HabimogeHue 3a GOJNIbHBIMH He MeHee 1 pa-—
3sa B 3 MecsAna c MOCTOAHHOH KOppeTHpyWmeil TepanHeil H IO
He06XOOUMOCTH CBOEBPEeMEeHHOI0 CTAallHOHADHOTO JIeYeHHUA No3F~
BOJIMNIO He TOJIbKO COXPAaHHTb XH3Hb, HO H BEePHYTb K TpyOy
Jake CaMelX TSXeJbIX, Ha NepBbil B3rjapn, '6GecrnepcrneKTHB-
HuX' 6ONBHBIX.

BoccraHoBNIeHHe BcachiBaTeNIbHOM ¢YHKIHH TOHKOM Kuli-—
KH OO BJIHAHHEM KOMIUIEKCHOH TepamnHH I[POHCXOOWIO Men-
neHHo. Ha puc. 1 mokasaHo, uTo yepe3s 3 roma Bce eme
COXpaHsAeTCA HapymeHHe BcCachiBaAHHA [J-KCHJIO3bl 34 IepBble
2 yaca H OCTaeTCA BecbMa yMepeHHas KHme4yHOTro THIIa CTea-
Topesi. MopdonornueckHe H3MEeHeHMs B CIH3HCTOM o6oJouyke
TOHKOH KHMIIKH BOCCTAHAaBJIHBAJIMCh elle Me[JjieHHee B BepXHHX
oTOeNax Tomed KHIKH.

Boisoabl

1. Ina uLenHakHH-CIIPY XapaKTepHO:

A. HapymeHHe BcachiBaHHA I[HIEBHX BemMeCTB.

B. OnpepmeneHHbie MOpPdONOrHYeCKHe H HMMYHOMOpPGONOruye-—
CKHe H3MeHeHHs1 cOOCTBeHHOM NNAaCTHHKH CIH3HCTOH 060-
JIOUKH TOHKOH KHIIKH.

B. Xopomuii TepaneBTHUeCKHH 3¢deKT OT arjwTeHOBOHM OHe Thi
B COYETAHHH C KOPTHKOCTEPOHOAMH H CHMIITOMaTHYECKOM
TepanHeH.
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2. BombHble UenHakueH—-CIIPY OODKHBI HAXOOHThCA IO.,

AKTHBHbIM JHCIIaHCe pHbIM HabJmoneHueM y racrposHTepoJiora.
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ADULT CELIAC DISEASE
M. Vinogradova
Summary

31 adult celiac disease patients were examined.
The severe form of the disease with weight loss,
diarrhea and steatorrhea, swelling hypokalemia, tetania
and osteoporosis was assessed. Malabsorption of fat,
d-xylose, calcium and protein and small intestinal
mucosal subtotal atrophy were found. The clinical
symptoms disappear and absorption of d-xylose and fat
and other constituents becomes normal with the treat-
ment with a gluten—-free diet and glycocorticoids.
During a 3-year-follow-up period of a gluten-free diet
the patients had no symptoms. Small intestinal mucosal
state also becomes much better but not normal.

TSOLIAAKIA TAISKASVANUIL
M. Vinogradova
Res {imee

Autor analiiisib 31 haige materjalil ts®liaakia
kliinilisi isedrasusi  tdiskasvanuil. Koigil haigeil
avaldus vdljendunud malabsorptsioonisiindroom kehakaalu
vihenemise, steatorrda, tursete, aneemiaga. Leiti d-
ksiiloosi, rasva, valgu, mineraalainete imendumise puu-
dulikkus. Gluteenivabal toidul kliinilised ndhud kadu-
sid, paranes peensoole imendumisfunktsioon, tdielikult
ei normaliseerynud aga peensoolelimaskesta morfoloogi-
line leid: haiguse diagnoosimise alguses esinenud
subtotaalne atroofia oli muutunud partsiaalseks atroo-
fiaks. Raskete haigusjuhtude raviks soovitab  autor
gluteenivabale toidule lisada gliikokortikoide, et kind-
lustada kiiremat paranemist. Pikaaegne ravi toimub aga
edaspidi vaid gluteenivaba toiduga.
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M3MEHEHRUA B MOKA3ATENAX NNOMEOCTA3A
NEYEHW NPU TOHKOKUUEYHbIX CBULIAX

P.O. JNa6oTkun

TapTyckHi rocynapCTBeHHhH YHHBE pCHTET

HsyueHune MeTabosIHUeCKHMX NPOLECCOB C LENbid Bhpa—
60TKH COBpDeMeHHRIX MeTO[OB OLEeHKH CTeNeHH HX Hapyme-
HHUH H BO3MOXHOCTEH KODPeKIHHM MNOoCliefHHX ABJIAETCHA OCHO—
BOH ONA panbHelmero yIiiyume HUA Pe3yiabTaToB neveHus
60NBHBIX C TOHKOKMmEuHhIMM cBumaMu /12/. MHeHue pama aB-—
TOpPOB, 4YTO NedYeHOYHAA HeOQQCTATOYHOCTL Da3sBHBAaeTCsa yXe
Ha 3 - 4 cyTkM GYHKUHMOHMDOBAHMA CBHMmA /13/, He corJja-
cyeTCsa C [AaHHBIMH O BHICOKOH pereHepaToOpHO—KOMIEHCaTOp—
HOH cnoco6HocTH neweHu /2, 3, 9/.

IOna U3ydyeHHA COCTOAHHMA IOMEOCTasa NeyeHH B HameH
paboTe OblM CONOCTABJIEHH HEKOTODHle NokasaTeJin MeTabo-
JIM3Ma U MOpGOJIoOrMyeckas KapTHHA NedyeHH NpH pa3JIHYHOH
JIOKallM3allMd M BpeMeHH ¢(GYHKIHOHHPDOBAHMA TOHKOKHIIE YHKIX
CBHIIEH.

MeToguka uccnepnosaHuna

OmmTh mocTaBrfeHn Ha 360 6Genbix Oe cnopomHBIX Kpbicax
BecoM 200 - 300 r, xoTopeM IO OMHMCAHOH HaMH DaHee Me-
topuxe /14/ GbimM cPOpMMPOBAHB TOHKOKHMEYHBlE CBMM Bhiv
cokoro (BC), cpepmsero (CC) u Huskoro (HC) pacnonoxe-
HHUA. KUBOTHEE BHIBOOWUIIMCH M3 9KCIEepDHMEHTA MeTOOOM Ae-—
KanuTalM¥ C HeJeJbHhM HHTepBanoM. Ilo o6menpHMHATBIM B
KIIHHMKe MeTOOHKAaM ONpefiefIMAM clefnyiomue NOoKas3aTely Me-—
Tabonusma: riwoxosa B cuBopoTke (ITl), MoueBuna (M), am-—
MHak B chiBopoTke (AM), o6umuit 6emok (OB), anb6ymuun (A),
rno6ymuuel (I'), ranrarno6us (I'nl'), nepymnomnasmun (llm),
xonecTtepuH obmuit (X), B-munonporeumm (R-JII), TpHraMue-
puppt (TT) anaHuMHaMuHOoTpaHcdepasa - 2.6.1.2 (ANT), ac-
napraTaMHHoTpaHcdepasa — 2.6.1.1 (ACT), makraTpmeruna-
porenasa — 1.1.1.27 (JIOI') ¥ menouHas ¢ocdaTtasa — 3.1.31
(ll®) c mM30PepMEHTHHIMH CHeKTpaMH. BHOXMMHMuecKHe aHaH—
3b NPOBOOHIMCH Ha aBToaHanusaTope ''I'paunep'" TI'CA 11
(lisefinapun). HsodepMeHTHbe cnexTps! JUOI' 1 [I® wuccnenmo-
BalMCbhb MeTOOOM 3NMeKTpodope3a B arapoBOM rejleé C BHAB-
neHueM ¢pakuuil cnenudHye CKOH I'MCTOXHMHYECKOH peakuuei
/15/. KonHuecTBeHHasm oLeHKa H30}epPMEHTOB NPOBOOMIACH
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MeTOmOM OeHCHToMeTpuH. KoHueHTpanusa aMMmuaka 6bijia ompe-
nerleHa MeTOOOM OIOHOKOJIOHOYHOHM HOHOOOMeHHOHM XpoMaTorpa-
¢oun /11/ npu moMomu aMHHOKHCIIOTHOTO aHanusaTopa KA-3 B
oupMl "Xurauu" (Anosus). IlonmyueHHble maHHble oGpabaThiBa-—
nuch Ha IBM ACBT 40 - 30 mo nporpamMe TPAH-4. Ins ruc-
TOJIOTHYECKOTO HCCJIeOBAHHUA Cpesbl NeyeHH Obliix  OKpalle Hbl
reMaTOKCHIIMHOM H S03MHOM, NHKPOGYKLUHHOM mo BaH-TusoHy.
I'mukored usyyancsa c¢ moMombio PAS—-peakuuu, PHK onpe-
gensanca mo Bpame, Xup okpamuBajica cymaHom 11T,

PesyneTaTtbhl UCCNnenoBaHus

B pesynbTaTe mnotepb yepes cBuHO Habimomalioch pesKoe
HCTOmMEeHHe XUBOTHBIX BO BceX rpynmax. B rpynme BC k koHny
TpeTbel HeJeJIH MOTePH Macchl cocTaBunu 65 7%, a B rpymnme
'CC - 45 7 oT msHauvanbHoro Beca. Ha doHe mnporpeccupymno—-
mero HCTOmeHHs XuBOTHbhie ¢ BC morubid Kk KOHLY TpPeTbeH
Hememnu, a Kpbickl co CC — K KOHUy NATOH HepeJld SKcIlepH-—
MeHTa. B rpymne HC mocne morepu 30 7 Beca K TpeTbe#l
HereJle BeC XHBOTHbHIX BHOBb OOCTHMI H3HAyaJIbHOTO K IleCToH
Hepnelle HablmomeHHs .

Mopdomnornueckue usmMeHeHusa B rpymme HC u CC B mep-
Beie 2 — 3 HemelM HOCHNH OerepaTHBHO-AHUCTpobHYeCKHH Xa-
pPaKkTep, BblpaXawmMHHACA B CleOYWOEM: OTeK, Ppa3begHHANIHH
TAXYK NMEeYeHOUYHOH TKAaHH, pacliipeHHe MpoCTPaHCTB Huccs,
MONMHOKPOBHE KalHIAPOB C €OUHHYHbBIMM TpoMbaMu B mocien-
HHX, MNpPOrpecCHpPyKmas XHPOBas OUCTPOGHA C MapalllesIbHbIM
yMeHblleHHeM rnukoreHa u PHK. HauwHas co BTOpo# Hepnenu
B obeux rpynmnax Habimomanach BaKyoJllbHas gereHepauusa Ine-—
YeHOYHOH MNapeHxXuMbl. Bce MopdojiorHuyeckue H3MEeHeHHA OblH
6oslee riyb6oko BbipaxeHbl B rpymnme CC.

Hapsapgy c¢ nporpeccupywome noreped Mmacchl Tesla Hab-
mopanoch CHuxeHue KoHueHtpauun OB, kak 3a cuetr A, Tak
u I'. B rpynnax HC u CC copmepxanue OB u A 6buUl0 CHHXEHO
cooTBeTcTBeHHo Ha 20 - 25 7 u 20 - 36 Z, B TO BpeMs
KaK OTHOCHTEeJIbHOEe coaepkaHhe A He OTNnHYaloCh OT HOPMbI
M cocTraBnasio B cpenHeM 48 — 50 Z or OB. HauGonee Bhipa-—
KeHHple u3MeHeHua B rpynmax HC u CC npu pe3KOM CHHXEHHH
peca Habmopganuch Ha 3-# Hepgelle SKCIIEpPHUMEHTa: yMeHblle HHe
ypoBHs I'ml’ u lm, 2 - 5-kpaTHoe yBennueHuwe TI', B-JNI, M,
aktTupHocTH AJIT, ACT u JIAI'. OgHako, ecnu B rpynne CC
noclle KpaTKOBpeMEHHOTO CHHXEeHHA B NepBble OBe HeOeslH ak-
TuBHocTh Alll B manpHekmeM nosbmanach, to npu HC oHa He
oTnHyanacb or Hopmbl. KoHueHTpauus HHF1 H J'IIII"4 npu CC B
TpeTbl HejeJno SKCIepHMeHTa IpeBbilalla TaKOoH xe IoKa-—
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satenpy B rpynne HC B 3 pasa. [lpuumHoit 1,5 - 2-kpaTHOTrO
noBbileHHss akTuBHOcTH M@ npu HC sBnAnockr ysenHueHue ne-
YeHOUYHOM ¥ KulleuHoH ¢pakuui M.

HaumHaa ¢ ueTBepToil Hepenu B rpymnne HC ormeuanachs
BbICOKAsi pereHepaTopHas aKTHBHOCTh MEeueHOYHOH TkaHu. B
ee MapeHXHMe MOSBWIOCH GoJiblOe KOJHYeCTBO T.H. 'reM—
HbIX" ¥ OBYXbsiEepHbHIX KJETOK C HHTEHCHBHOM OKPAacKoH Ha
PHK, a Takxe BbicOKas KOHUeHTpauusa Iimibok riukoredHa. K
KOHLIY mecTOo¥ Hegend OUHCTPOodHUECKWe H3IMEeHeHWsA B Qe yeHou~
HOM TKaHH MoJHOCTh Hcuesnu. B rpymnne CC mocne kxpaTko-
BpeMeHHOH aKTHBAalWH pereHepaTOPHLIX NpolieccOoB Habmopa-—
JIOCh pesKoe YyXyOmeHHe COCTOMHHA IMapeHXHMbl MeueHH. C
TpeThel Hemesid HAapacTajldi OTek U JOHCKOMIUJIEKCcalusa Nneue-—
HOYHOM TKaHHW, NPOCTPAHCTBO MeXOy HCTOHUEHHBIMH Neue-—
HOUHbIMH OankaMy HANOJIHAJIOCh OTEeYHOH XHUIOKOCTBIO. B rema-
TOLLUTAX HapacTala BaKyoJllbHad, XUpOBas OUCTPOGHUA U emu-—
HHUYHble HeKpO3bl.

HecMoTpss Ha abcomoTHoe noBemeHwe Ob u ero dpakuuu
K KoHLy HabOimomeHHss B ob6eux rpynnax QgaHHele [OKasaTesH
OCTaBallUCh HeCKOJNIbKO HHXe HOPMbl. B KOHIle 3KcIlepHMeHTa
kak npu HC, tak u CC, nmpH HOpPMANLHOM KOHLEeHTpauuu AM B
CHIBOPOTKe M mpeBbmalla HOpMy B OBa pasa. Ha doHe Bhico-
ko#t koHueHtpauuu B-JIII nmpu HC koHueHTpauus TI' yMeupma-
nacp ¥ npubnuxanach K HopMe, B TO Bpemsa kak mpu CC koH-
nedTpauusa TI' Bospacrtana. K koHUy 3KcnepHMeHTa OTMeua-—
noch 5 - 8-kparHoe nosbileHwe ACT u AJIT npu CC, a npu
HC sTu nmokasaTenm He OTIHUYANHWCh OT H3HAualbHbIX. YPOBEHb
Jar,, JIar,, JOr'. s stor nepwon npu CC mpesbmaln TakoBOH
npu HC B 2 - 5 pas, ll® npu CC 6buia nmoBmmeHa Kak 3a
cyeT MeYeHOYHOIO, TAK U KHHEUYHOrOo H30¢epMEeHTOB, B I'pyI-—
nme HC - Tonmpko 3a cueT meuyeHOUHOTIo. YpoBeHb TIJIOKO3bl B
CbIBOPOTKE KoJjlebaJicA B mpejfesiax HOpMbl.

B rpynne BC WMHTEHCHBHOCTH H3MeHEeHHH IleuyeHOUHOoH
TKaHY yXe B NepBylw Hepeyno HabmopgeHWsa nocTUrana Takoro
ypoBHsa, kak B rpynne CC Ha 4 - 5 Hepemow. BHoxuMHueckue
HM3MeHeHHs B NepByKw Hepeino GyHKLHOHHPOBAaHHUA BC coor-
BeTcTBOBallM TakoBeM npu CC B 9TH Cpoku, HO Obuin  Gojee
BoipaxeHbl, Iipy cHuxeHun OB Ha 40 - 42 7 oT H3HaualbHOIO
NpPOlle HTHOE coOepXaHHe CTATHCTHUYECKH OOCTOBEePHO MOBba-—
nock (56,1 % or OB). TpexkpaTHOe MOBbleHHe AM B STOT
nepyon CONPOBOXOAJIOCH MoBbieHHWeM M B 16 pas. B oTnuune
OT mnpempiAymMX rpynn yposeHb AJIl ¢ nepBoil Henmen 3Kcle-—
PYMeHTa U OO0 KOHIAa HabmoneHus 6bln B 2 — 3 pasa HHUxe
HOpMbl, a koHueHTpauusa ACT mpeBmmana HopMy B 2 pasa. Co
BTOpO# HefeNM W OO KOHumAa HabmofleHHs B TKaHHU neyeHH
¥MeJNd MeCTO MNpOorpecCcHpyKmyue HeKpoOHOTHUeCKHe H3MeHeHUs.
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Ouaru Hekposa K TpeThbell Henmene HabimoneHHA OXBAaThIBAalu
okono 60 — 70 Z neuveHouHo# TkaHu. PHK wu rnukored mon-
HOCTBI0 HcCUe3alM Ha ¢OoHe TOTalbHOH MeJIKO— ¥ KpYMHOKa-
nesIbHOH XUPOBOH guctpodruu. OpHOBpPeMeHHO MOXHO BbIITO
HabmonaTh M ABJIEHHA pereHepauuyd: B TOJme IapeHXHMbl 06—
HapyXHBaJIUCh OBYXbAOepHble M TEeMHble KJIeTKH.

locnenHsAs Henesisi SKCINepHMeHTAa CONPOBOXOalach IJy—
6OKHMMM H3MeHeHHAMH B H3odepMeHTHOM CIIeKTpe M cocTaBe
MeTaboJIMTOB ChIBOPOTKHM KPOBH. IIpy yMeHBbIle HUH KOHUEeHTpa-
uup OB Ha 51 7 oT HM3HayajlbHOrO YPOBHA, OTHOlleHMe A K
OB He usMeHsAnochb. KoHuenTpanus M, xoTs ¥ vMena TeHDeH-
UHO K CHHXeHHIO, OocTaBajlach B 2 — 3 pasa Bbile HOpMb, B
TO BpPeMs KaK KOHUEeHTpallua AM rpesbilana HopMy B 4 pasa.
Ecnu copepxanuwe X u I'ml’ 6bisio yBenMueHo B 2 pasa, TO
ypoBeHb lln cHHX%eH B 5 — 6 pas. OTMeueHO OBYXKpaTHOe IMO-
BblleHHe akTuBHocTH JIAI' 3a cueT HHF3_3. AxTuBHocTh U
rnoebimanach B 4 pasa 3a cueT MEeUYeHOUYHOTO u KHile YHOTo
usodepMeHTOoB. Ha BhiCOTE OMOXHMMHYECKHX K MOPGOJIOrHYe CKUX
HU3MEeHeHHH Ha TpeTbel Hepnene 9KCMepHMeHTa OTMeualioch
rny6okoe CHHUXeHHe YPOBHA TJIOKOS3bI B ceBopoTke (2,6
0,1 Mmonb/m).

O 6cy mpenue

B xope GYHKIIMOHHPOBAHMA TOHKOKHMIlE YHBIX CBHmEH pas—
HOM JoKalusaluuy Habmopaluch CcymecTBeHHble U3MeHeHwusi, OT—
paxawmye MeTaboJiMyecKHe COBHUIH, KOTOpbie MPOUCXOOUITH
GJIHOBPEMEHHO C OHCTpOdHYE CKHUMH, JereHepaTUBHbBIMM H Hek-—
po6HOTHYE CKMMH TIpolleccaMM B nevyeHH. CPOK HACTYINIEHHUA H
riybuHa [AHHBIX M3MEHEeHMH MOJIHOCTBbI0 3aBHCEJIM OT JOoKaJlu-—
3anuM M OJIMTeNbHOCTH GYHKUMOHHPDOBAHHS cBHma. li3BecTHO,
YTO NpH TOJIONAHHH, BO3HHKIIEM KaK cllefCTBHe IOTepPb TOH—
KOKHIIEYHOTO CONEPXHMOr'o, NYyCKOBBIM MeXaHH3MOM PpPas3sBHTHA
rnepeyHCcsIeHHbIX Bbllle OHOXMMHUYE CKMX H3MeHeHHH SABIAETCH H3—
MeHeHHe YDOBHA TFJIOKO3b — €eOMHCTBeHHoro cybcrpara, obec-—
Me yHB amMEeTo SHeprHel LEeHTpanbHyld HepBHyW cucremy /5, 6/.
OpHako, Kak OblyIo NMOKasaHo B Hamed paboTe, moclie NOJIHO—
ro HCIONBb30BAaHUA SHepreTHUecKOr'o pesepBa = TIJHKOreHa
eyeHW — ypoBeHb TIJIOKO3bl B CHIBOPOTKE HEe H3MEHAJICA, YTO
ABIAETCA MokasaresneM 5dPeKTHBHOCTH MeXaHU3MOB HEOTJNo—
koreHesa. Cy6cTpaToM nJisi HeorJiokoreHesa M KeTOTreHesa
ABJIAKNTCA TCINOKOIIACTHYE CKMe aMHHOKMCJIIOThI u cBobomHble
KUDHble KHCJIOThl, OCBOOOXOAwiliHeCs NPH TroJIONaHUH OpraHus3-—
Ma B mnpoliecce NpPOTEONH3a M Jjumojusa /4/. My HabGmopamnu
cHuXeHne abcomoTHoro comepxaHua OB um A Ha 40 7 npu BC
u CC, omHako MNpOLUEHTHOe COOTHOWeHHe Mexay A H Ob He
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YMEeHbIAJIOCh, & B OTOENbHbIX CIy4dasax Obljio gaxe MOBbleH—
HbIM. YuuThBasg, uTo OJiA obecleyeHHs Mmpolecca HeOTITHKO—
reHesa rJIOKoIUlacTHUe CKHMH aMHHOKHCJIOTAMH B MEPBYK oye-—
pelb pacmeIUIAlnTCs ajbOyMHHb, HH3KOMOJIEKYJIApHble GpaKlIHH
rno6ynMHOB, a Takxe depMeHTh, CBOOOOHO UHMPKYyJHpyKIlHEe B
KPOBH, TNOJIyyeHHble HAMH OAaHHbIE MOXHO pacueHHBAaTh Kak
CBHIETENBCTBO AKTHUBHOI'O MNMPOTEOJIM3a IPH COXPaHeHHH CHH-—
Te THYEeCKHX CMNOCOBHOCTEH mevyeHH. Mbi He MOXeM COIVIaCHTb-
CA C aBTOpPaMH, CYHTAWMHMH, 4YTO CHHXeHHe abCOJIOTHOIO KO-
JuyecTBa albbyMHHA M MOBbIleHHe IpyGOOHUCIEepCHbX TIJoby-—
JIMHOB yXe B paHHHe CPOKH GYHKIUHMOHHMPOBAHHA TOHKOKHIE Y-
HbIX CBHHIleH ABJIAETCA MNOKAa3aTeJleM HeOOCTATOYHOCTH CHHTe-
3a Genka B neueHu /8, 13/. loBhmeHHas KoHueHTpauusa M B
HayanbHbIM nepHod GYHKUHOHUPOBAHHA CBHmEH — CJIeOCTBHe
H MokKasaTellb HHTEHCHBHOCTH MPOTEONH3a H CHOCOGHOCTH e
YeHH BHIBOOHWTH M3 OPraHusMa OCcBOGOOMBIHIACA IPH 3TOM am—
muak. IloBbimeHune Maccel tena, OB u ero épakuuu npu yme-
PEHHOM TMOBLIIEHHH cOoOepxaHHda M M HOPMAJIbHOH KOHIUEHTpa-
UMK AM K KOHUY HabmomedHua B rpynnax HC cBumeTenbCcTByeT
O OOMHHHDPOBAHHHM MNOJIOKHUTEJIbHOIO a3o0THCTOro 6amaHca Hapg
MPOAOSDKAMHUMCA POTE OJIU30M. 3HayHTeNIbHOE yBEJIHUeHHe
KOHIUEHTPALHUH TPHIJIHLEPHOOB CHIBOPOTKH B pPaHHHE CPOKH
GYHKIHOHHPOBAHHA CBHOleH C OJHOBPEMEHHO BO3HHKIIEH XHPO—
BOW OHCTpodHeH neyeHH HAa oHe OMyCTOWEHHS XHUPOBLIX [EIIO
ABNAETCA Pe3yNbTaTOM JIMIIOJIH3a — MeXaHHusMa, noamne pxu-
Bawmero sHepreTHYECKHHA IOMEOCTa3 4Yepes3 KeToreHes H mpe-
OOoXpaHswmero 0eJIKM OT manbHeimero pacmennenus /1/. Ha6-
JnopaBuee csA B OalbHeHlleM yMeHblleHHe XHDPOBbIX HHGHIIbT-—
paToB B neueHH npu HC, coueTawmeecs C BbHICOKHM ypPOBHEM
JIMIIONPOTEHUOOB ChHIBOPOTKH, MOXHO paclieHHBATb KaK COCTOA-
TeJbHOCTb KOMIEHCATOPHbIX PeakUHil, B TO BpeMa KaK MpH
CC u BC HapacTana xupoBasa nOuHcTpobusa. Ha ocHoBaHuM cka-
3aHHOTO TPYOHO COIJIACHThCA C MHEeHHMEM, UTO XMpoBasa OHC—
TpodHA B paHHHE CPOKH Cylle CTBOBAHHA TOHKOKHIIE UHBIX CBH—
meH — nokKasaTeJlb eYeHOYHOH HeOOCTATOYHOCTH BCJIeACTBHe
obmei mHTOKCHMkauuu /7, 10/. HopMmanbuas akTuBHocTh AT
CBIBOPOTKH KPOBH B rnepBbie Hepmesd npu HC u CC cBuHoe-
TeNbCTBYeT 00 OTCYTCTBHH HIIH HE 3HAUHTEJIbHOM UHTOJIH3E
renaToOUHTOB H MNOOTBepXOaeT Halle CYyXOeHHE O COXPAHHOCTH
byHKUMI neyeHH B 3TOT nepuon. Ha mnepBwiit Barsnsan, mnapa-
[oKcanbHOEe yMeHblleHHe T.H. HMHIOHKATOPHbIX depmeHTosB AT,
HHF4_5 U nevyeHOyHo# o¢pakuvM WP npu Hekpose 60 - 70 7
Macchl NapeHXHMbl TeYeHH, BEPOATHO, MOXHO OOBACHHTDH yTH—
Ju3anuver OenkoB-depMeHTOB. Pe3koe CHHXEHHE yDOBHA IJlo—
KO3bl B ChIBOPOTKe , KOTOpoe HMeJio MecTo npu BC, xapakrte-
PH3YeT HEeNOCTATOYHOCTH MEXAHH3MA HEOTJIWKOTeHe3a BCIRICT—
BHe HenmocTaTKa cybcTpara CHHTesa.
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BoiBOgb!

1. lloTepy TOHKOKHUIEYHOTO COOEPXHMOIO Yepes CBHI
NPHUBOIOAT K TIIYyOOKHM OHOXHMHUE CKHM CIOBMIAaM, OTpaXawmHuMCHA
H Ha MOpPGOJIOTHUECKOH KapTHHe IeYeHH.

2. llepBaa ¢asa H3MeHEHHH — KOMIEHCATOPHO—MPHCIO—

cOoOHTeNIbHAA — XapakTepudsyeT nepecTpoiixy MeTabolinueCcKHX
nyTed s NPEeOOOJIeHHA TI'HNnepkaTabGollMuecKOro COCTOSHHA,
ABJIAKMETOCA OTBETOM Ha OOUIIbHble INMOTEpH TOHKOKHIIEYHOTO
COAePXHUMOTO Yepes cBum. Mb HaGmomand OaHHyo dasy B Te-
yeHHe BCeX CPOKOB ¢yHKUuOHHpoBaHHA HC, B IepBble TpH
Hepenu npu CC M B nepBylo Hememo npH BC.
Bropas dasa 3THUX uU3IMeHeHHM XapakTepHa oA e yeHOyHoH
HEeZOCTATOYHOCTH H OG6YCJIOBJIeHa NpPOMOOJIXHTEIbHOH ''paboToil’
nevyeHH Ha mnpefejile KOMIEHCATOPHbhIX BO3MOXHOCTeH B cpeze,
HachieHHOH TOKCHYECKHMH IpOAYyKTamMH MmeTabonusMa. Ileue-—
HOYHaAa HepocTaTouyHOcTh npH CC pasBuBaeTcs Ha ueTBEPTOH,
a npu BC - Ha BTOpoll Hepene GYHKUHOHHDPOBAHHA CBHIA.

3. Jaxe B cTaguMH rny6GOKOH NeyeHOUHOH HemocTaTou-
HOCTH 4YacTh GQYHKIHH NeyeHH, B YaCTHOCTH OEJIKOBO—CHHTE-—
THYe CKasa, He BbIXOOUT 3a PaMKH KOMIIeHCATOPHO—IPHCIIOCO—
ouTenbHOU dashi.
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CHANCES IN HEPATIC HOMEOSTASIS DUE TO
SMALL INTESTINE FISTULAS

R. Labotkin
Summary

Experiments on 360 mongrel rats with small in-
testinal fistulas of high, medium and low location were
carried out for the examination of hepatic homeostasis.

On the grounds of 23 biochemical and 5 morpholo-
gical parameters which threw light on protein, glucose
and lipid metabolism two-step changes in the liver due
to the losses of small intentine content were revealed.
A remarkable increase in the glucolysis was reflekted in
other metabolic chains and was responded by liver mor-
phology.

It was concluded that only in animals with intes-—
tinal fistulas of high and medium location the stage of
cjmpensatory changes may transform into liver insuffi-
ciency. It was noted that even in the state of deep
liver insufficiency some functions of the organ conti-
nued normally.

MUUTUSED MAKSA HOMUOSTAASIS
PEENSOOLEFISTULI PUHUL

R. Labotkin
Res imee

Oluliseimaks faktoriks peensoolefistuliga haige
efektiivses ravis on organismi ainevahetusprotsessides
toimuvate muutuste avastamine, nende iseloomu ning sii-
gavuse t#pne hinnang ja Oigeaegne ravi.

Tinu enamiku metaboolsete ahelate integreerituse-
le maksas on seda organit vbimalik kasutada organismi
ainevahetuse iildise seisundi hindamisel.

Eksperimendis uuriti 360-1 peensoole huulfistuli-
ga segaverelisel rotil maksa funktsionaalset ja morfo-—
loogilist seisundit. Glilkoosi-, valgu- ja rasvaaineva-
hetuse uurimiseks kasutatud 23 biokeemilise ja 5 mor-
foloogilise parameetri alusel leiti, et maksa homdos-
taasis toimuvad kahefaasilised muutused. Leitud muutu-
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si kutsub esile peensoolesisaldise piisiva kao  jirel
tekkinud organismi n#lgus ning sellele ji#rgnev neoglii~
kogeneesi~ ja gliikoliiisimehhanismide tasakaalu hdiru-
mine nii substraadi kul regulatsioonimehhanismide ta-
sandil.

Maksa homSostaasi muutuste esimest faasi iseloo-
mustasid kompensatoorsed reaktsioonid {iletamaks aine~
vahetusprotsessides valitsevat hiiperkataboolset seisun-
dit. Ajaliselt kestsid need protsessid jirgnevalt: kogu
eksperimendi kestel madalate, kolme nidala viltel kesk
miste ja esimese nddala jooksul kdrgete fistulite puhul.
Jitkuv peensoolesisaldise kadu kdrgete ja keskmiste fis-
tulitega katseloomadel viis maksapuudulikkuse tekkele
vastavalt teisel ja neljandal n#dalal katse algusest.

Huvitav on mirkida, et vaatamata raskele maksa-
puudulikkusele plisis osa maksafunktsioone normi piires.
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OTAANEHHLIE PE3YNIbTATH 3HAOCKOMUYECKOIO
YOANIEHWA NONUNOB TOJICTON KUIWKHU

J1.K. Cokonos, H.K. bueon, 10.11. [Neesa,
I0.A. KangnHos

Bonbhuma 1V rnaBHoro ynpaBneHHA I'. MOCKBH

lpoBegeH aHanM3 OTHANEHHBIX PEe3YJIbTATOB SHAOCKOIIH—
YeCKOTO yAalleHWs MOJIMIOB TOJICTOH KHWKH, MONTBE PXOEHHbIX
rucrosyiordiyecku, y 121 GonpHOro, KOTOPLIM Obljla BhINQJHEHA
MOJIMIAKTOMHA 34 nepuoa ¢ 1975 mo 1981 rr. Hocne BmnoJ-—
HEHHA NepPBUYHOH MOJIMISKTOMHH 5TH OOJbHMe HaXOOWJIHCh
rnog, OHUCTNAaHCepHbIM 3HOOCKOINHYEe CKMM HabmomeHHeM OoT 1 roga
oo 12 ner.

B uccnemyeMmoi rpynmne OGOJbHbIX MYyX4YHH 6blio 87, meH—
muH - 34. BospacT GONBHBIX Ha MOMEHT BbLIIOJHEHHA Ie pBHU—
HOM MONHN3KTOMHMM konebaiscs oOfT 33 po 77 ner, npH-
yeM GonpHble crapuwe 60 yeT cocraBunu 52 7, U OGOJBUMHCT-
BO H3 HHX HMeEJI0O Cepbe3Hble CONYTCTByWmHe 3a00JIeBaHMA.

Bcero y pmaHHo# rpynmsl 60abHex (121 yenoBek) 6bno
ynaneHo 395 momunos, u3 Hux 316 (80 %) mmenu Mopdosio—
CHYeCKOe CTpOoeHHe xeJie3HCThX mnonannos, 15 (3,8 7Z) - me-
nesucTo-BOopcuHuYaThix, 49 (12,4 %) - BOpCHHYATHX a 11
(2,8 %) monunoB Obuid MaJHrHH3MPOBAHHLIMH. B0 ypaneHo
302 nonuna pasmepom mo 10 mM, 72 nonuna pasmepoM oT 11
o 20 mM, 13 nosmnos ot 21 mo 30 MM u 8 monumnoB  cBHILE
30 MM, nmBa u3 KoTopbix mocTurand 50 mM (naHHble npuseqe-
Hbl B Tabm. 1).

Y 68 GonbHBX NOJMIbLI ONpefesisiiiCh Kak MHOXeCTBEH-—
Hole, y 53 OHM 6bIM OnHHOUHBIMH. KimMHWYecKkHe IIPOsBREHUA
B BHOe MAaTOJIOTHYECKHX BHOEJIEHWH M3 NPAMOM KHIWKH OTMe-—
yensl B 26,4 7 crnyyaeB. Y 3TOH rpynmsl OONBHBIX [TOJIHIIb)
pacrnionarajuch B INPAMOH KMllKe WJIH B [JHCTAJbHOW 4YacCcTH
CHTMOBHIHOM KHMIIKH M HMeNlM pasMepbl cebiie 20 mMM. Mopdo-
JIOTHYEeCKOe HCCJIeJOBaHHEe IOJIMIIOB Yy 3TUX OOonbHHX B DoJib—
WHHCTBE CJiyyaeB BbIABHIO HX BOPCHHUATHIH X&paKTeED HITH
Pa3JHUHYl CTeNeHb MaJIMrHU3alHH. Y ocTanbHbX 60JbHBIX
[IOJIMIbl OblJIH 6€ CCHMIITOMHBIMH, JIMOO TNPOABJIANHCE CHMNTOMO-
KOMIIeKCcOM, HabimomaeMpiM IpH APYTHX TacTpPO3HTE POJIOrHYe —
cxux 3abonepaHusax. CnenyeT OTMETHTb, UTO y 42  HOJIBHBIX
(34,7 Z) npH KOJIOROCKONHH Gblll BhIABJIEH [HB@PTHKYne3 obe-
[OYHOH KHUKH, YTO TakXe ONpefelIAfi0 XapakTep KIIHHHUE —
CKHMX TNIPOABJIEHUH.
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Tab6bnwuuya 1

Paamepbl ¥ faHHbIE FTUCTONOrUYECKOTO
unccnegopaHina nonuvnoB

Pasmep Kon-BoO FucToNOrHYeCKHi THN IOJIMIOB
- anex-
nosm ﬁﬂx“no_ xeje-= Xejie3.— BOPCHH-—
JIMIIOB 3HC ThIH BOPC. Ya Thii MaJIHrHH3 .

mo 10 302 277(91,70 8(2,6X) 15(5%2) 2(0,7%)

11-20 72 39(54,22) 5(72)  22(30,5%) 6(8,3%)
21-30 13 4(30,80 1(7,72)  7(53,82) 1(7,7%)
>30 8 0(02)  1(12,52) 5(62,52) 2(25%)

Bcero 395 316(80%) 15(3,8%7) 49(12,4% 11(2,8%)

BonbuuHCTBY OOJIbHMX BHIGOSAHEHO OT TpexX [HO NATH
KOHTPOJIbHBIX KOJIOHOCKOMMit, 15 GONbHBIM — WecTb U 6Honee
9HIOOCKOMHYE CKUX HCCIeJOoBAHHMHM TOJICTOH KHIKH B pa3JIMYyHbie
CPOKH TMOCJIe TMOJIHMSKTOMHH.

[lpoBeneHHbII aHanUM3 OTHRANEHHMX PE3yIbTAaTOB NOKa3sal,
uyTO peUHuHMB 3abfoneBaHma pacuewed B 19 7 ciyyaeB, T.e.
y 23 6onbHex M3 121. PeuHaMB y 60abHBIX C  OOHHOYHBIMH
nonunaMy ormevex B 11,3 Z, T.e. y 6 us 53 wuesnoBek, c
MHOXecTBeHHmMH — B 25 % (y 17 u3 68 GombHMX) ciyyaes.
PeuynguB Ha MecCTe yOajileHHWX XeJe3UCTHIX INOJIMNOB BbIABIEH
y 19 (16,4 %), wemesucto-BopcuHuaThix — y 2 (13,3 %), Bop-
cunuateix — y 5 (10,2 %), manurHusupoBaHHmx - y 2(18,2 7).
Y 6 (26 %) us 23 B0onNbHBIX C PELHAMBAMH OTMeYeH pelHIHB
OByX M Gonee moswmmoB, y 17 (74 %) - peuunus OOHOTro mo-
suna. B 59,5 7 npu guHaMHueCKOM SHIOOCKONMYECKOM O6chne-—
IOBaHHH BbIIBJIEH POCT HOBBIX IOJIMIOB.

Y opgHoro 60JILHOTO Ha MecTe yAaJIeHHOTO BOPCHHYATO-
ro MoJiMma IPAMON KHUIKH yepes |1 rop BbiiBJIEH pelUOHB 06—
pa3oOBaHusi, MOPGOJIOTHYEe CKOe HCcJiemoBaHHE KOTOpPOTO noka-
3aJI0 Halluywe paka. IroMmy OoNbHOMY Oblia BblIIONIHEHA mne-
PeOHAA pes3eKUHs NpAMON KHUKH MU INpH OallbHe#lleM OHHaMuU—
yeCKOM Hab/mogeHUM B TeyeHue 6 NeT pelHAMBA ONYXOJH HIMH
pPOCTa HOBLIX MOJIMIOB He Habmomamnock.

ABoe 60nbHbIX ObIM ONEepHPOBAHbl MO MOBOAY PAa3BHTHA
paKa Ha MecTe yOajleHHblX NPpOoJiHde pUPYIMHX XeJie 3UCThIX HO—
JHIOB Yepe3 2 roga Moc/ie HNOJIMISKTOMHH, TNpHYEM B OOHOM
cllyyae He MPOM3BOOMIIOCH MOPGOIIOrHYecKoe wccrenvBatue
BCero mnojiina, a 3aKJ/I0YeHHe O ero XeJjIe3HCTOH CTPYKType
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6blJI0 JAHO Ha OCHOBAHHH OHOINCHH.

B ommoM CIy4ae MPH KOHTPOIBHON KOUDHOCKOMMM 4Yepes 5 neT
nocjie NOJIMII2KTOMHH BHIIBJIEHO pasBHTHE PAKOBOH OMYyXOJH
BOAalH OT MecCTa paHee yOaneHHOro nojuna. Heob6xomumo or—
MEeTHTh, YTO B 3TOM Hab/momeHHH KOHTPOJIbHOe HCcCllefoBa—
HHe TOJICTOH KHIIKH BHIIIOJIHAJIOCh Yepe3 TPH roga Imocle
MOJIMIZKTOMHH TMPH MOMOMHM HPPHTOCKONHH, He BbIABHBmeH Op-
raHHYe CKHX H3MeHeHHH B TOJICTOM KHIKe.

Eme B OBYX cnyuyasiX Ha MecTe yOalleHHX MaluTrHH3H-
POBAHHbBIX INOJIMIIOB CHIMOBHOHOM KHEKH OTMEYeH POCT HOBLIX
nmonunoB uYepes 1 M 2 roma mnocjie MOJHIO3KTOMHH; B  OOHOM
cnyyae MOpdOJIOTHUECKOE HCClleAOBaHHe BblIBHJIO BODPCHHUA—
Ty afeHOMy, B OPYIOM — XeJleSHCTHI IOJIHII. PeunuauBHble
MOJIHIIbI TaKke IOOBePrJIHCH 9HOCKOIHYE CKOM 3JIeKTpO—
3KCLM3HH C IIPOCJIeXeHHbIMH 61arONIPHATHLEIMH OTOae HHbIMH
pesynbTaTaMH B TeuYeHHe IATH JeT.

HaubGonee ynopHoe peuHOHUBHPOBAHHE OTMEUYEHO TIOCJ]Ie
yOasieHHss BOPCHHUYATHIX IOJIMIIOB Ha MHPOKOM OCHOBAHHH B
npaBblX oTpeslaXx o0omouyHOM KHHIKH. B Hamux HablogeHHsX B
OJHOM CJIlyyae OTMeéuyeH PpeLHIHB BOPCHHYATOIrO MNOJIHIA BOC—
Xoosmed KMIKH Ha NpOTAXeHHH Tpex neT. B mpyrom  cny-
Yyae pelLHOHB BOPCHHUYATOH OIYXOJIH KYyIlojla clienoit KHIIK H
BHISIBJIAJICA Ha MPOTsAXEHHH 6 JjieT mocje NepBHYHOR  IOJIMII-
3KTOMHH, YTO, Ha Ham B3IysApg, o6ycJoBiIeHO XapakTepoM
9HOOCKONHYEeCKOro THNa HoBooGpasoBaHua, ero Mopdosioru—
YeCKOH CTPYKTYPOH H TeXHHYeCKHMH TPYOHOCTSMH BbIIOJIHE—
HHA MOJHII3KTOMHH B 3THX OTAeNlaX TOJICTOH KHMmKH B ob6oux
ciayvasiXx IpH galbHeHmeM 3HOOCKONMHYECKOM HabimomeHHH oT-—
MeyeH ONaromnpHATHLI HCXOL.

AHanus noJly4YeHHbIX OAHHLIX NOKasal, yro Oomnpmas
YacTh peLUIHBOB BbiABJIeHA B TeueHwe oT 1 go 2 jeT npu
BHINIOJIHEHHH MMEPBOH KOHTPOJIBHOH KOJIOHOCKONHH. B cmyuasx
YBellMUeHHsi BPEMEeHHOI'0 HMHTepBajla OT BbIMOJIHEHHS IepBHY—
HOH MOJIMN3KTOMHH [0 MEPBOil KOHTPOJIBHOM KOJIOHO CK OITHH
or 3 mo 7 neT peuunus Habmopaincs B 12,5 7 crmyuaes. Ilpu
BLINIONIHEHHH TIePBOH KOHTPONBbHOM KOJIOHOCKOMHH 6 60JIbHBIM
B nepuon or / mo 10 meT peuuguBa IOJIMIIOB He 6blio
BbIIBJIEHO. Y 5THX GONBbHbBIX paHee ObiM yOajieHbl OOHHOYHble
Kejle SUCTble IOJIHIBI pasMepaMH mo 10 MM, HMelmHe HOXKY.

TakuM 06pa3soM, aHalIH3 OTHANEHHHX Pe3yNbTaTOB 3H—
OOCKOIMMUYECKOTO yOalleHHs IMOJIMIOB TOJICTOH KHIKH mokasal,
YyTO nocjie UCCeYeHHsi afgeHoM BRI3OOPOBJIEHHE OTMeuYeHoO Y
81 % 6onpHbX. Y 59,5 7 npH OouHaMHyeCKOM SHOOCKOMHYE—
CKOM HabmomeHHH BLIABJIEH POCT HOBBIX IOJIHIOB, KOTOphle
TakXe IOABepriHCh 3HOOCKOIMHYECKOMYy HCCEeYeHHIw C Ipoc-—
NexeHHbIMH 61arONPHATHLIMM OTOAJ/IeHHHIMH pes3yjbTaTaMH. B
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2,5 % ciyyaeB OTMeUeHOo pPa3sBHUTHe Daka Ha MecTe ypalleH—
HbIX JOBpOKauyecTBEHHbIX afeHOM, uTO moTpeboBalio  BHINOJ—
HeHUA MOJIOCTHOH OMepalHH y 3THX OoyibHBIX. PasBuTHe pa-
Ka BOamd OT MecTa paHee y[ajleHHOTO INoJiHMna, B CPOKH OO
5 ;meT, OTMeueHO B OJHOM ciiyuae, yro cocraBwio 0,8 Z.

lipocjlexuBaeTCsA CBA3b OTAAJIeHHBIX  De3ylbTaToB C
ocoBeHHOCTAMH MODPQOJIOTHYE CKOTO CTPOEHHS C YCIOXHEeHHeM
THCTOJIOTHYECKOH CTPYKTYDPbl TMOJIMIOB yBEJIMUMBAEeTCs PHCK
pasBUTHUA peluaHBa.

OcHOBbIBAsiCh Ha MOJIyUeHHBIX [aHHBIX, Mbl cuuTaeM
neJsiecoo6pas3HbM BbITIOJIHEHWE KOHTPOJNBHBIX KOJIOHOCKOMHHM B
cpoku oT 1| mo 2 neT BceM GOJIBHRIM HOCJe 3HAOCKOMHUe-—
CKOHl TMOJIHNISKTOMHH M YCTAHOBJIEHHE 3HOOCKOMNHUECKOIro Ou—
HaMHueCKoTo HabmofeHHs 3a OOJBHBIMA C BBICOKHM DHCKOM
PasBUTHA penuauBa 3abolieBaHHA.

FOLLOW UP RESULTS OF THE ENDOSCOPIC
REMOVAL OF LARGE BOWEL POLYPS.

L. Sokolov, N. Bivol, J. Dejeva, J. Kardinov
Summary

The follow-up results of 121 patients who  had
undergone initial colomoscopic polypectomy were ana-
lysed. The follow-up ranged from 1 to 12 years with
an overall polyp recurrence rate of 19 7%. Our data
indicate that these recurrences usually occur from 1
to Z years after polypectomy. During the follow-up in
the course of which endoscopy was applied 59,5 Z had
new polyps, which were removed with favoutable results.
In 2,5 % of cases formation of carcinoma was noted at
the place of the removed adenomatous polyps. The for-
mation of a malignant tumor distinct from the removed
polyps was noted in one case 5 years after polypectomy.
Colonoscopies would appear to be a reasonable procr-
dure 1 to 2 years after polypectomy and should
continued even later if there is any risk of further
recurrences.
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ENDOSKOOPILISE POLUPEKTOOMIA
KAUGTULEMUSTEST

L. Sokolov, N. Bivol, J. Dejeva, J. Kandinov
Res imee

121 haiget jdlgiti pdrast jimesoolepoliilipide en-
doskoopilist poliipektoomiat 1 - 12 aastat. Selle aja
jooksul tekkisid poliitibid uuesti 19 7-1 haigetest,
enamasti 1. - 2. aastal pirast poliiiipide eemaldamist.
Kartsinoomi teket eemaldatud adenoomi kohal tZheldati
2,5 Z-1 juhtudest, viljaspool poliilipi vaid ihel hai-
gel. Jdrelikult on pidrast poliipektoomiat otstarbekas
teha 1 - 2 aasta jooksul kontrolluuring ning edaspidi
jdlgida veel neid haigeid, kellel on suurem risk po-
liiipide kordumiseks.
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MAORESEKTSIOONIST

A. Haavel, H. Haavel

Kingissepa Rajooni Keskhaigla

tile saja aasta on kasutatud maoresektsiooni
haavandtdve kirurgilises ravis. Vdlja todtatud on
terve rida maoresektsiooni meetodeid ja nende
modifikatsioone, Meetodite rohkus aga kinnitab
omalt poolt seda, et kirurgid ei ole rahul ope-
ratsioonijargsete tulemustega. PJhilisteks ope-
ratsioonijdrgseteks tiisistusteks on retsidiiv-
haavand, damping-siindroom, sapirefluks, k&ndi-
kartsinoom. Vaatamata paljudele uuringutele,
kirurgide praktilistele kogemustele on paljud
probleemid 16plikult lahendamata.

Metoodika ja materijal

Alates 1981. a. vdtsime Kuressaares, Kingissepa
Rajooni Keskhaiglas tiisistunud mao-— ja
kaksteistsdrmikuhaavandite kirurgilises ravis
kasutusele meie poolt modifitseeritud maoresekt-
siooni meetodi. Peale mao immobiliseerimist,
antrumi tdielikuks eemaldamiseks resetseerime mao
modda vertikaaljoont. Sellega eemaldame ligi 80 %
mao vdikesest kdverikust ja 50 - 55 % kogu maost.
Anastomoosi maokdndi ja peensoole vahel teeme
J. Vitebski /2/ jdrele, mis seisneb selles, et
vdtame peensoole 1ig. Treitzi’st ca 30 - 35 cm,
viime 1dbi mesocolon’i. Anastomoosi teeme maokodndi
ja peensoole vahel nii, et anastomoosi peensooleava
on peensoole eesseinas risti peensoole pikiteljega.
Anastomoosiava laiuseks jdtame c4 3 cm. Edasi teeme
juurdetoova ja &raviiva peensoole vahel 6 -7 cm
lig. Treitzi’st kOrgemale enteroenteroanastomoosi
Brauni jargi.

Sel meetodil oleme opereerinud 63 haiget, naisi
11, mehi 52. Haigete keskmine vanus oli 50,8 aastat.
Plaanilises korras opereeriti 35, erakorraliselt
28 haiget.
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Opereeritud haiged

Hai- Opereeritud
gete
Diagnoos arv | Plaaniliselt | Erakorrali-
selt
Ope- {Surnud| Ope- |}Surnud
ree- ree-
ritud ritud
Maohaavand 30 30
Kaksteist-
sérmiku-— 4 4
haavand
Maohaavandist
verejooks 5 1 4
Kaksteistsdor-
mikuhaavandist 3 3
verejooks
Maohaavandi 10 10
mulgustus
Kaksteistsor—
mikuhaavandi 11 11 2
mulgustus
Kokku 63 35 28 2

Relaparotoomia on tehtud kahel haigel. Uhel oli
kaksteistsdrmikukondi leke, teisel draviiva
soolelingu niverdus ja sellest iileus. Erakor-
raliselt opereeritutest suri 2 haiget. tlhel haigel
oli surma pdhjuseks kopsuarteri trombemboolia,
teisel abtsedeeruv kopsupdletik. Peale haiglast
lahkumist k&ik haiged dispanseeriti. Neid on
korduvalt 1dbi vaadatud rontgenis ja gastrosko-
peeritud. Réntgenuuringutel selgus, et kontrastaine
pusib maokdndis 1,5 - 3,5 tundi ja ldheb peensoolde
1dbi anastomoosi portsjonite kaupa. Gastroskoopial
meenutab anastomoos pylorus’t nii vormilt kui
funktsioonilt. Sapirefluksi ndhti 26 opereeritud
haigel, kuid tunduvalt vdiksema intensiivsusega,
kui meie opereeritud haigetel Billroth II meetodil.
Damping-siindroomi meie opereeritud haigetel ei
kohanud. Samuti ei ole meil esinenud retsidiiv-
haavandit ega maokdndivdhki.
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Arutelu

Tdnapdeva maokirurgias on jargmised pohimdtted:

1. Sdilitada vOimaluse piirides normaalne eva-
kuomotoorne funktsioon.

2. Tagada anastomoosi maksimaalne verevarustus,

3, Vdlistada sapirefluks.

4. Haige rehabilitatsioon,

Meie opereeritud haigete pdhjal saadud Kkoge-
mustest voime teha jargmised jareldused.

1. Anastomoosiava tegemine peensoolde risti
peensoolega tagab anastomoosi parema verevarustuse.
Pikisuunalise anastomoosildike tegemisel 1dikame
ldabi veresooned (Billroth II meetodil).

2. Anastomoosi rajamisel mao ja peensoole vahele
peensoolepoolse anastomoosiava tegemisel risti
peensoole pikisuunaga anname rajatud anastomoosile
pylorus’e iilesande. Toit ldheb maokdndist peen-
sooide portsjonite kaupa. Billroth II meetodil
anastomoosi tegemisel 10ikame 1&dbi peensoole
ringlihased ja seetdttu jddb maokondiga anastomo-
seeruv peensooleosa “surnud alaks“, mis ei vota osa
soole peristaltikast. Sellest ka toidu kohene
voolamine 1dbi anastomoosi peensoolde, mida pee-
takse iiheks damping-siindroomi pdhjuseks /1/.

3. Enteroenteroanastomoosi Brguni jargi teeme,
et vahendada sapirefluksi ja alandada rdhku
kaksteistsdrmikus.

4. Oleme taganud koOigi opereeritud haigete
tdovdime.

5. Meetodi puuduseks on see, et anastomoosi
tegemine nduab kirurgilt head operatsioonitehnika
valdamist. Operatsioon on ajaliselt pikem Kkui
Billroth II meetodil ldbiviidud operatsioon.

KIRJANDUS

1. Havia T. Ulkustaudin nykyhoito. — Vammala, 1987,
- S. 64-69.

2. ButeGckmii .71. KnamaHHble aHACTOMOSH B XHPYPTHH
AMmeB3apHTeNbHOro TpakTa. - M., 1988.
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O PE3EKUUU KENY[KA

A.A. XaaBenn, X.A. XaaBenb

PeswmMe

63 60ONBHLIX GblJiH ONEePHPOBaHW IO HOBOM MOAHGHIHPO—
BaHHOM MeTOOMKE pes3eKIHH XeJlygKka C aHacTOMOSOM o Bu-
Te6CKOMY B lEeHTpalbHOi GonbHHIe ocTpoBa Caapemaa. Hs
HuX 30 6oNBHEIX — C fASBaMH TeJla H aHTPyMa xenyaka, 4 -
C A3BaMH OBEHaAlATHNEPCTHOH KHIIKH, 5 - c sA3BeHHHMH
KpoBoTeuehuaMu, 11 - c nepdbopanueii s3BH XeNyaka H ABe-
HaZUlaTHNEePCTHON KHMKH. Bce onepupoBaHHWe GOJIbHHE MNOCHe
onepauuy OhNTH OHCIIAHCE PH3HPOBAaHLL llocyie ome palMOHHHX OC—
JIOXHEHHI, TAaKHX KaK [eMIHHI—-CHHOPOM, He Ha6ioganocs, Boe
6onbHHe ABNANHCH pabGorocnocoGHmMu. HoBHIiT MeTon onepa-
uuH 6oJjiee CJIOXHHIH, HO rapaHTHpyeT HODMAaNbHYK by HKI M0
aHacToOMO3a H mnepaynpexnaeT BOSHHUKHODeMHe AEMIMHI-CHMI—
pomMa.
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RESULTS OF STOMACH RESECTION

A. Haavel, H. Haavel

Summary

63 patients with gastric and duodenal ulcers
were operated on applying the Vitebski new
modification of gastric resection with anastgomosis.
Postoperative follow-up did not reveal any com-
plications resembling the dumping syndrome. The
authors conclude that the Vitebski modification of
stomach resection, although technically compli-
cated, gives better long-term results than Billroth
II resection.
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