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HMMYHOJIOTHYECKAS XAPAKTEPUCTHUKA
XPOHHMYECKOIO TACTPUTA

P. M. Yii6o, B. . Canynepe

LIMHHJI 1 kadenpa daxy.abrerckon Tepanuu
Tapryckoro rocyaapcerBeHHOro YHHBepCHTETa

B nocnennne roawn R. G. Strickland u 1. R. Mackay [1] nokasaau,
4TO XPOHHYECKHH TaCTPHT, NIPH KOTOPOM BCTPEUAIOTCH AHTHTENA K
OCK/JTaZlOuHBIM KJIETKAM 3KeJlyaKa, CYIIECTBEHHO OTJIHYAeTCH OT
TacTpHTa, npoTekaioulero 6es Takux aHTHTesN. Tak, aHTHTeNa K 06-
KJaLOYHbIM KI€TKaM HaG0Aauch PEHMYIECTBEHHO TIPH racTpure
T€1a JKeMyiKa W NPH BEICOKHX 3HAUYEHHSX TIacTpHHA CBIBOPOTKH,,
MEX]y TEM aHTHTeJa OTCYTCTBOBAaJH IPH aHTPaJibHOM racTpure,
KOTOPBIl CONPOBOXKIAJCA HH3KHM KOJHYECTBOM racTpHHa B CHIBO-
potke kposu. Onupasick Ha 310, R. G. Strickland u I. R. Mackay
BbIICTHJH [Ba NAaTOreHeTHYECKHX THNA XPOHHYECKOro racrpura:
THI-A (TaCTPHT C aHTHTEJNAMH K OGKJALOUHBIM KJeTKkaM) u Tun-B
(racTpur Ge3 anTHTEN K 06KIAL0UHBIM KJIeTKaM).

Omnako 610 MOKa3aHo, yTo QYHAANbHEIR ¥ aHTPaJbHbIE TacT-
PHT 4acTO cOYeTaloTCss APYr ¢ APYrOM H YTO TaKXKe H NPH TaKoH
JIOKAIHIALUUN TACTPHTA HEPEIKO HAGMIONAIOTC HMMYHOJOTHUECKHE
casurn [2—9]. Tlostomy G. B. J. Glass u C. S. Pitchumoni [6] mpen-
JOKHJIH 0GO3HAYHTD CIy4aH COBMECTHOTO (BYHIANLHOTO H aHTpaJib-
Horo racrputa tunamn AB+ n AB—, rze mmoc ykasmBaer na
Ha/JuuHe, a MHHYC — Ha OTCYTCTBHE aHTUTEJ K OGKJIAMLOYHBIM KJICT-
xam. Ho B 10 e Bpems kak R. G. Strickland u 1. R. Mackay, rax
1 G. B. J. Glass u C. S. Pitchumoni YIOYCKaIOT U3 BHAY HEKOTOphle
BECLMa Ba’KHEle MOMEHTHI, 06Jajaiollie, 10 HAlIeMy MHEHHIO, cy-
ILECTBCHHLIM 3HAYEHHeM IJIsi OHHMAHHS [aTOTeHe3a XPOHHYECKOro
racTpHra.

Bo-nepsuix, B stix xaaccnpukannsx HMMYHOJIOTHUECKHE 0COGeH-
HOCTH XpPOHHUECKOTO TracTPHTA OLEHHBANHCH JHIObL NPH TOMOLLM
OMPEAE]CHHA DEAKUHH HEMEJJIEHHOH THNEePUYBCTBHTENLHOCTH (T. e.
NYTEM BBIABJEHHS XKeJyNOYHbIX aHTHTEN), XOTA PeaKIUH 3aMelJcH-
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HOH THIEPUYBCTBHTEJIbHOCTH INPH XPOHHYECKOM TacTpure MOIyT
HTpaTh, O MeHbIIeil Mepe, CTOJb XK€ CYLIECTBEHHYIO POJb 2, 3,
10—13]. Tem He MeHee, y OOJNbBHHIX C aramMarJo6ynuHemMueit BO3-
HUKHOBEHHE HMMYHOJOTHYECKOl (OpMbl XPOHHYECKOTO TacTpHuTa
BO3MOIKHO JIHIIb NPH YYacTHH 3aMeNJIEHHOH TMIepdyBCTBHTENBHO-
CTH, OCKOJIBKY TYMOPaJbHOE 3B€HO HMMYHHON CHCTEMBI HE SBJIACTCA
unTakTtHeM [10, 11].

Bo-BTOpHIX, STHMH aBTOPAaMH HE YYHTHIBAJIHCH HMMYHOJOTHHE-
CKHe DeaKiii N0 OTHOUIEHHIO K CIH3HCTOH aHTpaJbHOH YacTH XKe-
JIYAKA, XOTSl BO3MOXKHOCTb MPHCYTCTBHS TaKHX peakuuil Opu ract-
puTe MOKa3aHa PsALOM APYrHX aBTOpOB [2, 3, 14].

B-TpeTbHX, B YIOMSIHYTHIX KJacCHQHKaUUiX paccMarpHBajHuCh
TOJBKO aTpoduyeckue GOpMbl TacTpura, HeCMOTps Ha TO, UTO B JH-
TepaType AOBOJBLHO YacTO AEMOHCTPHPOBAJHChL MKENYHAOHUHBIC anTH-
Tesa W npu racTpute 6es atpoduu [15—18]. TTo Hamwemy MHEHHIO,
VCTAHOBJIEHHE NATOTeHETHYeCKHX ocobeHHOCTEH XPOHHUECKOTO TracT-
PHT2 B ero HayaJbHbIX CTAJHAX HMEET BeCbMa BaKHOE 3HauYeHue,
€CJIM UMeThb B BHAY TO, 4YTO HayaJbHOE (noBepXHOCTHOE) TOpaxeHne
C/IM3HCTON JKeJNY]Ka, BO3MOXKHO, ABJSETCS OOPATHMBIM BCICACTBHE
JiegeGHOro BO3deiicTBHA. HanpoTus, NpH aTpOoQHIECKHX H3MEHECHHAX
CJT3MCTON JKeMy[Ka, NaTOTeHeTHYeCKoe JeyeHue BPsL JH AaeT Olly-
TuMHE a0 dexr [19, 20].

Hcxoisi W3 BBHILIEH3JIOXKEHHOTO MBI IOCTABHJN TEpel coboit
1eJb — H3YUUThb Peaxklnuu HeMeJJeHHOH H 3aMe/IeHHOH THIepuyB-
CTBHTEJBHOCTH K aHTHTEHAM CJH3HCTOMH byupanibHOH H aHTpasbHOH
ACTH ¥KeJyJKa B 3aBHCHMOCTH OT JIOKAMH3AUMM M TAKECTH XPOHH-
YecKOTrO racTpHTa.

Marepnaji U MeTOAHKA

Bcero nayueno 98 Jul, H3 KOTOPHIX Y 24 6bi1 HyHAAJLHBIA TacT-
pUT, y 25 — aHTpa/bHLIH TacTpHT, ¥ 34 — mauractpur (T. €. rac-
TPHT, HAO/IOAAIOHIACS OJHOBPEMEHHO B 06enx yacTax Kejayjaka) H
y 15 — HopmaJjibHasl CIM3HCTas Keayakd. Coctosiiue CJAU3HCTOH
060I0UKH JKEJYAKA y BCeX OGCTENOBAHHBIX JIHL ONpefesisgoch Ha
OCHOBAHWH H3YUYEHHS KyCOUYKOB QYHAANLHOM H anTpasbLHOH CIAH3HC-
TOll JKeJyAKa, MOJyYeHHBIX IpH IOMOIIH IpHieBHOl racTpobuorn-
" CHH, ¥ OLEHHBAJH MO OCLIETPHHATHIM KPUTEPIAM KaK HOPMAaJbHOE,
MIH AMATHOCTHPOBAJH TacTPuUT Oe3 arpodun 1 arpodHuecKHii ract-
puT QYHAANbHON H aHTpaJbHON YACTH XKeaydKa [15, 21].

'C IeJibio BHISBJEHHS HMMYHOJIOTHICCKHX peakiuil HeMe1JIeHHOTO
THMA ONpefessuch INUPKyJIHpYlOUue anTirena i 06KJIaJOYHLIM
KJeTKaM ¥KeJyJAKa HO METOAY HeNpAMOH HMMYHOMJIYOpeCIeHIINH
A. H. Coons n M. H. Kaplan {22]. AnTHrenaMu CJIYZKHIH KpHOCTAT"
Hble cpe3bl M3 CJHSHCTON 00O0JMOUKIl Tera JKeayaka (ombiT) W M3
nouks (KOHTpO/b) 6esofl KphICDL.
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Hmvynonoruueckne peakunn 3aMEVIEHHOTO THIA ONpeAeJSNHCh
TIPH TIOMOLIA TecToB GuacTTpancdopMamnu JMUMGOLHTOB [23] 1 TOp-
MOZKEHHUsT MHIDALHH JeHKOUHUTOB B arapose [24]. B kauectBe aHTH-
ICHOB B OGOHX TeCTax NPHMEHSIHCh BOAHO-COJEBEIC 3KCTPaKTHI
THCTOJIOTHYECKH HOPMAaJIbHOH CJH3HCTOH 0GOJOYKH byHzanbHOf u
AHTPAJILHOH 49aCTH KelylKa, HOJYUeHHbIe OT GOJNbHOrD ¢ O-rpynno#
KPOBH, ONEPHPOBAHHOIO IO NOBOAY A3BHI JABEHAJUATHIIEPCTHOH KHII-
KH. BB HCIO/IB30BaHEI CIEAYIONTHE N035] AHTHTEHOB: B Tecre 6J1acT-
TpaHchopManun — 0,5 mr/ma ais ¢ynnanproro u 0,6 mr/ma aas
AUTPaJIbHOTO aHTHTEHA, B TECTE TOPMOKEHUS MHTDALOUHN JeHKOLH-
TOB — COOTBETCTBEHHO 2,5 Mr/mua u 3,0 Mr/mJa. KoHUEHTpauun anTu-
TCHOB BLIpAZKEHbI 10 KOJHYECTBY Oe/Ka B HHX, HAHTCHHOrO IpH 1o-
MowmH GHypeTOBOH peakiuy.

MeTonnKH HCIOMb3OBAHHBIX TECTOB ONHCAHK Gosee moapoGHO B
HalUHX npeApaymHx paborax (V. Salupere u coasr. [2], B. I1. Ca-
Jyuepe n coasr. [3], B. IT. Caaynepe u P. M. Vii6o [25], R. Uibo u
V. Salupere [26]).

Pesyabratet 1 ux oGeyxpenue

Pesynbrarsl nposemenubix ncenenosammii NI0Ka3aJ/H, YTO XPOHH-
U€CKHUH TaCTPHT, HE3aBHCHMO OT JOoKanuszanuu (raba. 1 u 2) u -
AKECTH IIOPAXKEHHS CJAH3HCTOH (Taba. 3) Moxer CONPOBOXKAAThCS
UMMYHOJIOTHUECKHMH PeaKLUUSMH 110 OTHOINEHHIO K AHTHIGHAM CJIH-
BUCTOH zKenynka. OKasasock, YTO B 3HAUHTENbHOL YaCTH CcJyuaes
XPOHHYECKOr0 TacTPHTA C MOJOXKHTEAbHBIMH HMMYHOJIOTHYECKHMHU
PCAKIHAMN HAGMONAIOTCA CABHIH NPEHMMYLLECTBEHHO B THIIEPUYBCT-
BHTEJbHOCTH 3aMC/JIEHHOIO THIA, NPHTOM KaK K byHaanbHBIM, TaK
I K aHTPaJIbHBLIM aHTHTeHaM Keayaka. Takum o6pasoM, Ha OcHOBa-
RIII PE3YJIbTATOB HALIMX HCCJAeLOBAHKN MOMKHO OTMETHTb, UTO CABHTH
HMMYHHOH CHCTEMBI Y GOJIbHBIX XPOHHUECKHM FacTPUTOM, HE CBS3aH-
HBIM C NEPHANIO3HOA aHeMued, peacTaBieHb Gosee pasnooGpasHo
H HAOJIOAAIOTCS Ualle, YeM 5TO H3BECTHO U3 TIPEKHUX HMMYHOJOTH-
HUCCKHX HCCI€L0BAHME XPOHHYECKOTO TacTpITa. [Tostromy mmmymo-
JIOTHUCCKYIO  KTAaCCHOHKANMIO  XPOHHYECKOro racTpura cjaeayer
AONOTHHTL TEMH C/IY4aAMH TacTPHTA, NpH KOTODHIX OCHOBHBIM M
OPOH eAHHCTBEHHBIM NPHSHAKOM H3MEHeNHs HMMYHOJIOTHYECKO
PEAKTHBHOCTH OPraiu3Ma SiBJAAIOTCH IOJOKHTEbHEC peaxuun sa-
MEAIenHoro tuna. IIpu 3ToM Hax0 YYHTHIBATD HE TOALKO HMMYHO-
JIOTHYECKHE DEaKUHH 10 OTHOLIEHHIO K bynnansHo#t camsicroi
KEJIYLKA, HO 0653aTeNbHO N PEAKIHH 10 OTHOIICHHID K AHTPANBLHON
CJAH3HCTOH JKeaynka.

IIpucyrerBue ummyHogOrHUCCKIX PeaKkuuit y HeKOTOPEHIX JHI ¢
HOpMAJIbHOH CMU3HCTOR o6pamiaer Ha ceGs BHHMAHHE, TOCKOJBKY
M _IPYTHMH aBTOPAMH y 3XOPOBBIX JIHIL OTMEUEHbI KaK 4HTHTEJa X
O0K/IaZI0UHBIM KJIeTKAM [16—18], Tak u peaxuun THIIEPYYBCTBHTEIL-
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TaG6auua 3

Mokasareau HacTOTb! HMMYHOJOTHYECKHX peaxuuﬁ 3aMeaJIEHHOIo THna
B 3aBHCHMOCTH OT BbIPaXKeHHOCTH XPOHHUYECKOro racTpura

Tactput B dynayce

YHeso ML ¢ HOM0KHU-
TEIbHBIMH TeCTaMH
Yo NOM BIHSIHHEM (YH- Hnesno s c
06Cﬂeﬂ0' AaJBLHOTO aHTHTEHa TOJ0KHUTEJbHBIMH
HMMYHOJIOTH-
BaHHbIX Tecr Gnacr- | Tecr Top- YeCKHMH
JIUI TpaHchopMma- MOKEeHHS peaKIHAMH
LUK JHMO- MHIpalHtH
LHUTOB JIEHKOLHTOB
Tactpur Ges
atpodun 26 5 2 6
Atpoduyeckuit
FacTpuT 30 2 7 8

Tactpur B antpyme

Uncs10 JHI ¢ IOJOKH-
TeJIbHBIMH TECTaMH
Yucao TOZ BJUSIHHEM aHT- Hucno quu e
obeeno- PAJIbHOrO aHTHreHa NOJI0KHTEIbHBIMH
BAHBX T HMMYHOJIOTH-
: ecT 6Jact- Tecr Top- YECKHMH
UL TpaHcpopma- MOKeHHS peakuusaAMH
UHH JHMpo- MHUTpalHH
IHTOB JIEHKOLUTOB
TFactput 6e3
atpodun 35 6 3 9
Arpoduuecknit
racTpuT 24 3 2 5

HOCTH 3aMCIJIEHHOTO THIA IO OTHOWICHHIO K 3KeJyXOYHBIM AHTHTre-
Ham [2]. [lpuunna BbissBAEHHS HMMYHOJIOTHYECKHX PeaKUHUH y enu-
HHYHBIX JIHI C THCTOJIOTHYECKH HOPMAJBHON CJIH3HCTOMN KeJyaKa
MOKeT ObITb CBA3aHA C TAKUMH H3MEHEHHAMH CJIH3HCTON Kenyaka,
KOTOpLI€ BCJICACTBHE HX CYOMHKDOCKONHYECKOTO HJH OYaroBOrO Xa-
paKkTeépa ¢ IOMOUbI0 NPHMEHSIOMHXCS IHATHOCTHYECKHX METONOB
00HapyKuTb He yaanock. Ho Heab3s He YUHTBIBATb U BO3MOXKHOCTH
FeHETHYECKOH 00YCJAOBJIEHHOCTH 3THX peakuHi, TaK KaK y POACTBEH-
HHKOB GOJIbHBIX XPOHHYECKHM FACTPHTOM ¢ HOPMAJbBHOH CJH-
3HCTOH OGOJIOUKOM JKeNyAOUHEIE AHTHTEJa HabJMI0AAI0TCS [OBOJBHO
yacro [27, 28].
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IMMUNOLOGICAL CHARACTERIZATION
OF CHRONIC GASTRITIS

R. Uibo, V. Salupere
Summary

24 patients with fundal gastritis, 25 patients with antral
gastritis, 34 patients with pangastritis and 15 persons with normal

by a fibergastroscope. The immunological investigations where
carried out by the parietal cel antibody immunofluorescence test,
lymphocyte blasttransformation test "and leukocyte migration
agarose test using the antigens of the gastric fundal and antral
mucosa. The results of our investigations showed that humoral and
cellular immunological changes were present in all groups of
patients with chronic gastritis and that they were found not only
in patients with fundal or antral atrophic gastritis, but also in
patients with superficial lesions of the gastric body or antrum
mucosa.
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IMMUNOLOGICAL ASPECTS
OF ATROPHIC GASTRITIS

G. B. J. Glass

Gastroenterology Research Laboratory, Department of Medicine,
New York Medical College

Atrophic gastritis has been construed as a chronic process
which usually starts as superficial gastritis {1}, then infiltrates the
gastric mucosa with lymphocytes and plasma cells, and subse-
quently extends into lamina propria. At this stage, it also affects
the glandular structures of the stomach and is called early atrophic
gastritis. From here on, the disease may either recede back io
normal, remain stationary or progress to moderate or advanced
atrophic gastritis. The end stage of the latter may be gastric
atrophy [2], which is usually a burned out jesion of the chronic
inflammatory process in the fundus associated with pyloric or
intestinal metaplasia of the fundic glands [1—5]. Auto-immune
mechanisms may participate in the natural history of atrophic
gastritis [4—10]. It appears, however, that some forms of chronic
gastritis, like alcoholic antral gastritis or fundic gastritis after
partial gastrectomy, are not immunologically conditioned {7, 9, 10].

Several reviews on the subject of chronic atrophic gastritis [1—3,
6, 7] and immunological aspects of this disease [4, 5, 9, 10] have
been published. This brief article summarizes the contribution of
our laboratory to this area. ‘

Cellular hypersensitivity and atrophic gastritis

Cellular hypersensitivity may play an important role in the
production of some of the forms of atrophic gastritis in man. It is
probable that B and T lymphocytes and plasma cells that produce
and carry antibodies may infiltrate the gastric mucosa and
contribute to the impairment of the growth and function of gastric
secretory cells.
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Brus et al [11] in our laboratory used direct fluorescent Coon’s
test on gastric biopsies with fluorescein-labelled anti-immuno-
globulin A (anti-IgA) and anti-IgG for detection of immuno-
globulins in lymphocytes and plasma cells infiltrates in the gastric
mucosa. While their content was very small under normal
conditions, in atrophic gastritis, especially in pernicious anemia
(PA), the number of IgA-containing cells was markedly increased.
Other authors [12] found also a marked increase in IgG-containing
cells in PA. A large proportion of these cells carried gastric auto-
antibodies to the gastric mucosa.

Many authors found derangements of cellular immunity in
atrophic gastritis by using the macrophages migration inhibition
test {13—18], also in its new modification on agarose [19—21], and
by the lymphocytes blast transformation test {22, 23]. The yield of
these tests has been relatively considerable in cases of gastric
atrophic lesions due to PA, when gastric mucosal extracts
preparations containing the partly purified intrinsic factor (IF)
were used as antigen. Here they reached 70 to 809%. However, in
cases of non-PA atrophic gastritis, especially when crude mucosal
extracts from the fundus or antrum of the stomach were used, the
yield was rather low and ranged from 0 to 20% {21, 24—26).

More recently, a modified skin window technique of Black and
Leis {27] was applied in our laboratory [28] to the study of gastric
cellular hypersensitivity in 57 patients with gastric disorders. This
method is based on the reading of the histological pattern of the
exudate which is collected from the abraded skin of the forearm of
the patient to which a cryostat frozen section of the autologous
gastric biopsy of the same individual is applied for 24—28 hours.
The normal histological response consists of a mono-layered sheet
of polynuclear and/or histiocytic cells and macrophages in a
compact-like arrangement. The abnormal cellular pattern that was
obtained in 259% of patients with atrophic gastritis at various
stages of the disease, consisted of sheets or aggregate groupings
of lymphoid cells with basophilic cytoplasm. The incidence of
positive hypersensitivity reaction obfained by this technique [28]
was higher than that obtained by other authors who used routine
skin tests in atrophic gastritis {26, 29]. The additional advantage
of this test over the other skin tests is that it uses autologous tisstue
and thus avoids viral hepatitis infection.

Humoral immunity in atrophic gastritis

The cellular [13—29] and humoral [4, 5, 30—37] mechanisms of
immunity probably both participate in the complex entity of
atrophic gastritis in man. Both of them appear to interreact jointly
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in production and maintenance of this disorder. The presumptive
role of circulating gastric auto-antibodies in atrophic gastritis
appears to be supported by the results of the studies from our
faboratory.

We became interested, with Elizabeth Jacob [38, 39], in the
problem whether or not the circulating IFA bind directly to the
IF at the site of its production, that is in the parietal cells of man.
We have demonstrated this indeed by indirect Coon’s test
in vitro in the normal human gastric mucosa. After the IFA-
containing IgG, separated by column chromatography from PA
serum, was added together with fluorescein labelled anti-human
IgG serum to the normal human gastric mucosa, a complex of
IF and IFA formed under the parietal cell membrane (Fig. 1). This
complex fixed complement, if a fluorescein Jabelled anti-comple-
ment serum, anti-IF IgG and normal complement-containing
serum were added to the normal human gastric mucosa.

Another circulating gastric auto-antibody is present in the serum
of patients with atrophic gastritis, namely parietal cell antibody
(PCA). This is directed against parietal cell microsomal antigen.
It was described by Irvine et al {35] and by Taylor et al {36], and
could be demonstrated by indirect Coon’s immunofluorescent test
when normal gastric mucosa was exposed to the serum containing
this antibody and fluorescein labelled anti-human globulin {37].
When the PCA-containing serum was applied in vitro on the
normal gastric mucosa in indirect Coon’s test together with the
fluorescein labelled anti-complement globulin instead of the
fluorescein labelled anti-IgG, a destructive effect of the immune
complex formed in the parietal cells cytoplasm became evident
from the clumping appearance of this cytoplasm {38] (Fig. 2) We
searched, therefore, for indirect evidence of the tissue fixation of
complement in the stomach occurring also in vivo in patients with
atrophic gastritis and circulating gastric auto-antibodies. Indeed,
a decrease of complement level in the serum was found in our
laboratory in about /4 of patients with advanced atrophic gastritis
and in !/3 of PA patients with circulating gastric auto-antibodies
when we used the sensitized sheep cell assay [38, 40].

This evidence suggested that immune complexes might form
perhaps also in vivo in parietal cells in patients with atrophic
gastritis and that the immune complexes could form between the
parietal cell antigen, PCA and complement, as well as IFA, IF and
complement [41]. However, we were unable to obtain direct
evidence for the formation of these immune complexes in vivo in
parietal cells of humans with atrophic gastritis, neither were
complexes of IF, IFA and complement found in parietal cells of
patients with PA. Thus, the clinical significance of this finding
could not be corroborated. Moreover, the search by D. Lopes {42]
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Fig 1. Immunofluorescence under the membranes

of the parietal cells on incubation of human gastric

mucosa with fluoresceinated antihuman IgG and

IFA-containing serum of a rabbit immunized with
human IF-Blz.



Fig. 2. Clumps of cytoplasm in human parietal
cells following incubation with fluorescein-labelled

globulin  and PCA-containing

anti-complement
human serum.



for circulating immunocomplexes in rats injected i.v. for a pro-
longed period of time with anti-rat IFA and with PCA gave also
negative results in our laboratory.

The incidence of the PCA in serum is different in different forms
of atrophic gastritis (Fig. 3). In our experience [40), it was highest
in patients with PA where it exceeded 70%, and it was lowest (3—
7%) in atrophic gastritis after subtotal gastrectomy, which is not

INCIDENCE OF PARIETAL CELL ANTIBODIES IN 74 CASES
OF ATROPHIC AND SUPERFICIAL GASTRITIS PROVEN BY BIOPSY

- Superf.
Atrophic Gastritis Gastritis

2ot IR
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=)
Y

L . @
Pernicious “ldiopathic” “Idiopathic”  Gastric  Post-Subotal “Idiopathic™
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Fig. 3. Incidence of parietal cell anti-
bodies in 74 cases of atrophic and super-
ficial gastritis proved by biopsy.

immunologically conditioned but probably due to the absence of
the trophic effect of gastrin [43—45]. It was intermediate in
idiopathic atrophic gastritis (36%), and in gastric cancer, which
did not develop on the background of PA (about 10%). The
incidence of PCA in patients with atrophic gastritis with intestinal
metaplasia had a similar pattern as the one noted in overall
atrophic gastritis without regard to the absence or presence of
intestinal metaplasia. The highest incidence of PCA was in PA
(71%), none after subtotal gastrectomy, and intermediate (369% )
in idiopathic atrophic gastritis.

Significance of circulating auto-antibodies
This was under discussion for many years [4, 46—49]. Lately,

we feel, however, that this problem has been resolved in the sense
that gastric autoantibodies actively participate in the natural
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history of gastric atrophic lesions and that they represent an
important agent in their dynamic evolution towards mucosal
atrophy. In association with N. Tanaka {51] and M. Inada [52], we
studied the effect of these antibodies in rats in vivo, on the mass
and secretory output of parietal and peptic cells in the stomach.
We had injected, intravenously, 3 to 4 mg of IgG daily for 6 to 12
weeks to several groups of rats totalling about 200 animals. The
IgG was separated on diethylaminoethylcellulose columns from
various sera, including that from patients with atrophic gastritis
and circulating PCA, sera of patients with PA having circulating
IFA and PCA, sera of rabbits immunized with human or rat semi-
purified IF and having circulating IFA against human or rat IF,
and finally sera of nmormal human beings and normal rabbit
controls.

Rats injected daily with IgG containing PCA showed a striking
and statistically significant reduction of HCI output aiter 6 weeks
as compared with controls {51]. This was still greater after 8 weeks
of daily injections of antibodies (Fig. 4). The result was confirmed
on mice by Kawashima [53). In the second series of experiments, we
injected rats with IFAs against human and rat IF and studied
their effects on the secretion of IF and pepsin. In the rat, both

HCL OUTPUT PER Kg. WT. BEFORE AND AFTER TREATMENT
WITH SALINE, 1gGy AND I Gpca

m Prior to ireatment { mears with st dev

ﬁ Saline *
E 19 Gu "
3.0¢ ﬁ Ig Gpea *
s -- _ p<.001,
E
:2.0_—
= [
a0t
;' [
€ {
S 1.0k
= [
3 f 4] Number
E E 6 : oyﬂms
o]

NO 6 WEEKS OF 8 WEEKS OF
TREATMENT - TREATMENT B TREATMENT

Fig. 4. HCI output per Kg on 68 rats after 6—38

weeks daily i.v. injections of saline, normal IgG

from human serum (IgGn) and normal IgG from
PCA containing human serum (IgGpca).

14



to human IF, or rabbit IgG containing antibodies to rat IF (Fig. 5).
The output of HCI, IF and pepsin in control rats showed an
upwards trend due to progressive increase in weight of these

Pepsin IF HCL
Equg/h ngBjp/h pEq/h

200~ 30~ .-
HCI a =]
- - _°~""D""-g-' [
oy, -0, Pepsin ‘Deeen [u]
— -— eh e — * \0” \/ !
800~ 20~ ’\°T.Q*5
- - - IF \\\
]
N
400- 10~ .- \5::;7"

Fig. 5. Effect of daily i.v. injections to rats of
rabbit IgG containing antibodies to human and
rat IF (mean of 8§ rats),

animals. In rats injected with gastric auto-antibodies, the tota]
mass of parietal and peptic cells became reduced from 110—130
millions to 70--9q millions, i. e, by about /s on the average,
The reduction was also statistically significant if calculated per
kg weight of the animals. This was also reflected by the decrease
of the mucosal thickness of the gastric Mmucosa, which also was
statistically significant.

A very remarkable feature of the hypoplastic mucosa of rats
injected with gastric auto-antibodies ~was the absence of any
inflammatory reaction and the lack of any cytotoxic damage to
parietal or peptic cells, This suggested that there was no cellular
hypersensitivity reaction under the conditions of these experiments.
Furthermore, the fact that the reduction of the parietal cell mass
was detectable in rats only after 6 to 8 weeks of daily injections,
suggested the possibility that this effect was related not to
cytotoxicity but rather to the inhibition by the antibodies of the
maturation and growth of the parietal and peptic cells [55].
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This concept was confirmed in the studies in our laboratory
by Lopes et al on rats injected for 8 weeks daily i.v. with 2 mg
doses of 1gG containing human antibodies to parietal cells or
rabbit antibodies to IF {56—58]. At the end of the study the rats
received 5 daily pulses of 0.7 microcuries of tritiated methyl-
thymidine and were killed from 2 hours to 30 days after the last
thymidine pulse. The representative strips of gastric mucosa were
then processed for radioautography and developed up to 30 days.
Labelled and unlabelled cells were counted in adequate numbers
for statistical evaluation. A delay of maturation peak of parietal
cells at the onset and a striking reduction of labelling index of
parietal cells extending over the entire period of study were found
in rats injected with human antibodies to parietal cells as
compared with controls. Since parietal cells do not undergo
mitoses, the reduced incorporation of thymidine shown by reduction
of the labelling index could be interpreted as a result of the
inhibition of maturation of these cells from the progenitor stage
under the effect of antibodies. Here, the PCA affected the growth
of parietal cells in a manmer opposite to that of gastrin which is
known to augment the incorporation of thymidine in the parietal
cell nuclei and increase the growth of the gastric mucosa {44, 45].

In rats treated with antibodies to 1F which, as stated before, is
produced in rats by peptic cells, a marked reduction of the labelling
index of peptic cells was observed, which was seen in controls. The

Mean labehing ndex

of parietal and peptic cells .

in the rat betweer the 5t and 30th day
after 3H-thymidine

[

Labeling index in %

SO
NSNS
After 9 rafs
166 p<0.05

Parietal cells Peptic cells
Fig. 6. Reduction of the mean labelling indices of

parietal and peptic cells in the rat between the 5th
and 30 th day after sH-thymidine injections.
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reduced incorporation of thymidine into peptic cells of rats,
injected with gastric auto-antibodies to IF, suggests a reduction
of the mitotic activity of these cells under the effect of the anti-
bodies.

The calculation of the mean values of the labelling indices of
parietal and peptic cells showed a statistically significant
reduction of parietal and peptic cells by 23—329% as compared
with controls (Fig. 6). Thus, the mechanism of reduction of
parietal and peptic cell masses by circulating gastric autoanti-
bodies in the rat appears to consist of the inhibition of the matu-
ration and proliferation of these cells. If one extrapolates these
findings to man, one may speculate that in man the circulating
PCA and IFA directed also against the parietal cells, inhibit the
maturation and proliferation of parietal cells. This would con-
tribute to the reduction of the parietal cell mass, and consequently
to the reduction of the secretory output of HCI and IF in atrophic
gastritis of man [58].

The important contribution of the author’s research associates and fellows
mentioned in this article is here gratefully acknowledged.
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AMMYHOJIOTMYECKHUE ACHEKTbI
ATPOPHUYECKOTIO FACTPUTA

I'. b. E. I'nac

Peswome

Atpoduueckuit TaCTPHT COCTONT H3 PA3AUYHBIX GOPM, HEKOTOPEIE
U3 KOTOPBIX HMMYHOJIOTHYECKH 0OycsopjeHe. B martorenmese arpo-
(HuecKOro mopakeHust CHAH3HUCTOH OGONOUKH JKeJAyAKa NPHHHMAIOT
V4acTHe TyMOpaJbHbe H KJETOUHbie HMMYHOJIOTHYECKHE MCXAHHI3MB,
ONHAKO CTeNeHb HX YYacTHs MOXKET OTJIHYATbCs IIPH Pa3JHYHBLIX
¢popmax 6onesnu. M3 pesysbTaToB aBTOpA M COTPYAHHKOB OUEBHIHO,
UTO LUHMPKY/JHPYIOULHE aHTHTENA K OOKJAJOUHBIM KJETKAM KeJayaKa
H K BHYTpPeHHeMY (DAaKTOPY HMEIOT He TOJbKO JAMArHOCTHUECKOe 3Ha-
UeHlle, HO M COAeHCTBYIOT BO3HHKHOBEHHIO THIOIJA3SHH CJAH3UCTOI
060JI0UKH KeJyaKa M THNOTPOdHH M aTpoduH OOGKJaZOUHBIX KJe-
TOK. B Oyiayuiem OTKpPHIBAIOTCS HOBbIE BO3MOMKHOCTH TepamneBTHYC-
CKOT'O NPHMEHEGHHA 2THX HMMYHOJOTHYECKHX (DEHOMEHOB, B YacCTHO-
CTH, aKTHBHO¥ HMMYyHH3aLHUH aHTHIeHAaMH U3 O0OKJIAHOUHHIX KJETOK,
CocOOHOI BBI3BATH ayTO-aHTHTEJA C LEJbI0 N0JAABJEHHS BbICOKOI
KeJNYNOYHOH cexpeuuH NpPH 5i3Be JBEHANIATHIEPCTHOH KHIUKH H
AHaJOTHUYHLIX COCTOSTHHSIX.
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POJIb )XEJIYJOUYHOM UMMYHOJIOTHUH,
ONPEAEJEHUA TACTPUHA U MHO)XECTBEHHOM
NPUUEJbHON BHONCHN AJId KJIACCH®UKALHH
W MMPOTHO3HWPOBAHUA XPOHUYECKOIO ACTPUTA

B. . Caanynepe, P. M. Vii6o, A. Il. Kanauxopm, K. . Huibmep

Kadenpa dakynbrerckoii tepanun u LIMHWJI
TapTycKoro rocyaapcTBeHHOTO YHHBEPCHTETa

XpOHHUECKHIT TacTpUT sIBJsieTcsl UPe3BBIUAiiHO pacmpocTpaHel-
HbBIM 3a0oJieBaHHEM, KOTOpoe, 0e3 COMHEHHS, B3aHMOCBH32HO C
pakoMm xeaynka. OnHAKO TeM He MeHee IepexoJ B 3JI0KaueCTBEHHbII
npouecc o6Hapy>KHBaeTcsl HEYacTO, JaKe B BbIPAKEHHBIX CJAydasx
arpotuueckoro racrpura [1, 2, 3, 4, 5, 6].

CorenoBaTesbHO, HEMAJIOBAKHO KJIACCHPHUIUPOBATh XPOHHUECKHH
racTPUT Ha OCHOBAHHH COBOKYMHOCTH NPH3HAKOB JAJil TOTO, YTOOHI
pacnpefesnuTh 3THX G0JbHBIX B pa3jHuHble NaTOreHeTHYECKHE, a TaK-
2Ke TNPOTHOCTHYECKHe TPynnul. B 3Tof cBA3H 0cobOyi0 3HAUNMOCTH
npHOOpeTaloT HMMYHOJOTHYECKHE CIBHIH.

Martepuan U Meroauka

Mpul poBesn KOMIIEKCHOE HCCe[0BaHHE GOJIbHBIX XPOHHUECKAM
racTpHTOM. MeTonbl paboOTLl H COOTBETCTBYIOILEE KOJHYECTBO obcie-
JOBaHHBIX GOJIbHBIX NpuBefeHsl B Tabauue 1. Cuenyer nog4epKHYTh,
UTO OT/eJ/bHElE MeTOAbl PaboThHl AOCTATOYHO NOAPOGHO HAMH pamee
OMHCAHB MJIH K€ XOPOLIO HM3BECTHBl H3 JuTeparypol. ITostomy Her
HEeOOXONHMOCTH [eTaJbHO XapaKTePH30BaTh METOAHUYECKYIO CTOPOHY
paboThl, a MOXKHO JIMIIb OTPAHHYHTBCS YKa3aHHEM JIHTEPATypPHOTO
HJIM METOAHMUYECKOTO HCTOUHHKA.

KoHTHHreHT MCCICAYyeMBIX COCTOSM M3 JiogeH (60JbHEE XPOHH-
UEeCKHM TacTPHTOM M 3JOPOBBHIC B OTHONIEHHH »KEJYIOUYHBIX 3a6oJie-
BaHH), NOABEPTHYTHIX HCCJAELOBAHHIO IO Pa3jHYHBIM IPHUHHAM
(:xano6ml, xaunepodobust u np.). Y xoTst Ham mMaTepuasa He IO3BO-
JIfeT BBIABHTb YACTOTY BCTPEUAEMOCTH TACTPHTA CPEAN HaceJIeHHs,
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TaGauna 1
MeToabt M maTepuan paGoTsl (KOJHYECTBO CJy4aes)

JIH Heeeno-
Koanuecrso

Metoawt N
BaHHBIX .TH01eM

anLIeJXbHaH rampoénoncm{ H3 aHTpyMa M TeJa Ke-

aynka {7} 509
Tacrpun ceiBopoTKn Kposu Hatomak (HaGop CEA-

Ire-Sorin, nopma 30—65 nr/m.a) 98
PakoBo-3M6puoHa/bHblil aHTHreH (HaGop CEA-Ire-

Sorin, Hopma > 10 Hr/mJ) 110
AnTHTena X OOGKJAfOUHBIM KjeTKaMm keayika [8,9] 127
Tect Gaacr-tpanchopmaiuu aumpounutos [10] 127
Tect TopMOKeHust Murpauuu Jeiikouutos [11} 127

HO, HA Haml B3IJAA, ABJISETCS MOAXOLALIHM AJS H3ydeHUS ocobeH-
HOCTe#l XpPOHHYECKOro racTpura.

Pesyabratel paGorel 06paboTaHbl CTATHCTHYECKH C IMOMOLIbIO
XH-KBajpat Tecra.

Pesyabratel U 06cykaeHHe

B MOMEHT Hcc/ieloBaHHSI XPOHHUECKHH racTPpHUT B OOJBUIMHCTBE
cnyyaeB (64,7%) Obl1 B (ase naHracTpura, T. €. H3MEHCHHSAMH
6bliM OXBauyeHbl KaK aHTpaJbHasi, Tak U (YHAaAbHAs CJAH3HCTHIE
o6osiouku (puc. 1). B 15,1% cayuyaeB racTpur Obl1 JIOKaJH30BaH
B antpyme, a B 20,29% — B TeJie XKeJyaKa.

Becbma BeposiTHO, 4TO TaKoe pacHpejefieHHe XPOHHYECKOro

=/

L= jopmanbHas camauctas 060J0UKa
; XDOHHYECKHH racTpuT

Puc. 1. Pe3yabTaThl MHOXKECTBEHHOH TacTpo-
6uoncun (MopgosorHyeckue THIBI XPOHHYE-
CKOro racTpura)
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racTpHTa He SIBJSETCS B NOJHOH Mepe penpe3eHTaTUBHEIM AJs NOIy-
JSUAHN B LeJ0M, TaK KaK Mbl 06CJe0BaHi PEeHMYLIeCTBEHHO JIOAeH
¢ )ano6aMH pa3jMYHOTO XapakTepa M CpPeiu HAX npeobJananyu
Arofu GoJee crapurero Bospacra (73,5% crapuie 40 jer). M3Bect-
HO, UTO C yBeJHUeHHEeM BO3PacTa YacToTa aTpopHuecKOro racTpura
3HaunTesbHO yBenuuuBaercs [12]. Tem He meHee, NMaHracTpPUT OKa-
3bIBaeTCs pacnpocTpaHeHHefimed (GOpMOi XPOHHYECKOTO TaCTpHTa:

31 doxbHol

42 GOnbHOrO

I0 SonbHux
IS wenosex ;

HOpMaJbHasi auTPaJbHbI (YyHAAJbHBIA NAHTACTPHT
C.3HCTAd  TacTpuT racTpuT

Puc. 2. TacTpuH CBLIBOPOTKHI KPOBH HAaToO-
nlaK OpH  pasJHuHBplX  THIAX  XPOHHUECKOTO
racTpuTa H HOPMaJbHOH can3ncTOH c6oj0uKe

H, BUIHUMO, 3TO HeOOXOAIMO YUHTBIBATb HPH H3YYeHHH MNMaTorcHesa
racrpura. CylurecTBenHo, 4To B 3TOH ase pacnpocTpaHeHus XpOHU-
YecKOro racTpUTa upe3BbIYaHHO TPYLHO YCTaHOBHThH, KOrza 1 M3
KAaKO#l JIokanu3aluu (aHTpaJbHOH MK (QYyHAaNbHOH) Hadajcsd mpo-
Hece HOpaxKeHUs cAU3UCTOH 0O0JIOUKH, UYTO 3HAYHTENLHO 3aTPYyAHSCT
KJACCHPHKAIMIO THX CJyyYaeB TacTpHTa ¢ TOUYKH 3peHHs MOpdo-
reHesa.

CpenHee copepykanue CbIBOPOTOUHOrO racTpiHa Obl10 OCOBEHHO
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BEJIHKO IIDH racTpPHTE TeJa KeJyAka, HECMOTPS 1ia TO, YTO TOJLKO
OJHH GOJIbHOH B 3TOH Tpynme cTpajajJ HePHHIMO3HON aHeMuell
(puc. 2). HeGe3plHTepecHO OTMETHTb, 4TO B Ipymne Jiodefl ¢ HOp-
MaJbHOH caAH3HCTON  00ONOUKCH CpelHee KOJHYeCTBO racTpHHA
ObLIO 3HAUMTEJIBHO MeHblIe — B cpeaneM 33,7 nr/MmJ, Xors CTPYK-
Typa aHTPAJbLHO¥ CJAH3HCTOH B 00eHX IPYNIAaX 3aMeTHO He OT/HYa-
Jack. [TosToMy o4eBMAHO, YTO AJsi BBLICOKOTO COAEPKAHHS 3TOrO
rOpMOHA HYzHA HE TOJbKO HOPMaJibHAsl CTPYKTYPa aHTPaJbHOMU CJIH-
SHCTOH, HO H BBIPa’KeHHbI (QYHAAJIbHBIH IacTPHT ¢ AXJOPTHAPHE(:,
BLI3BIBAIOWMH OTCYTCTBHE TOPMOMKEHHSI BBIpabOTKH ractpuna. Ilo-
Jo6HOe MHeHHe BCTpeuaercss W B jutepatype [13, 14, 15].

Taxkum 06pasoM, CBHIBOPOTOUHBIA TacTPHH, C OJHOH CTOPOHHL
ABJSIETCST (QYHKUHOHAIbHBIM 3KBHBAJEHTOM COCTOSIHHSI AHTPaJsbHOMN
CIU3UCTO 00OJIOYKH, a ¢ APYrofl, — oTpaxkaeT (YHKIHOHAJLHOR
B3aHMOOTHOHIEHHE MEXKAY TaCTPHHOM M COJISHOH KHCJOTOM.

Haum uccnenoBanust HMMYHOJOrHYeCKOH PeAKTUBHOCTH K JKeJy-
JOYHBIM aHTHIeHaM CBHAETEJbCTBYIOT O TOM, YTO B OTJHYHE OT JIHUTE-
PaTypHBIX JAaHHBIX IIOJIOXKHTeNbHBIE peaklHd HabJI0LaloTcs He
TOJIbKO NPH (YHAAJbHOM FacTPHTE, HO H IIPH aHTPAJbHOM TacTPUTE

TaGauma 2

Pe3yabTaTel HMMYHOJOTHYECKOTO MCCJIe0BAHHS GOJNbHBIX
XPOHHYECKHAM TACTPHTOM ¥ 310POBbLIX JIOAEH

MeTtonn
PesysnbTatsel MccaenoBaHui

AOK TBTJI TTMJI P3A
TlonoxuTenbHbIE PE3YABTATHI
HopmaabHas causucras 060/0uKa 3 0 0 1
AHTpaNbHBI TacTPUT 4 5/1 1/0 2
DyHAAMBHBIH T[AaCTPHT 7 0/4 1/4 4
ITauractput 11 4/2 3/3 6
OrpHLaTenbHbBIE PE3YABTATHI
Hopmanenas causucrast o6osouka 11 14 14 17
AHTpasBHBI} racTpuT 20 19/23 23/24 8
DyHA2MbHBIH FaCTPHT 15 22/18 21/18 28
ITanractpur 17 24/26 25/25 43

MpuMeyanusa aHTPANbHLIA/(QYHIAJIBHBIH = COOTBETCTBYIOIIHE AHTHIEHBI

AOK — aHTHTesa K OOKJAZOUYHBIM KJETKAM XKeayaKa
TBTJI — rtect GnactrpaHchopmauun JUMGOUUTOB
TTMJI — TecT TOPMOXKEHHA MUTPALHH JCHKOUHTOB
P3A — pakoBo-3MGpPHOHA/BHLIH aHTHTEH

Ilonoxurenbubie peayabratl: AOK ++, +++
TBT/I>3%
TTMJI<0,80
P3A>10 ur/ma
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(traba. 2). IMMyHOMOrHYeCKHE OTBETHbIE peaKuHH cnocOOHB! BHI3HI-
BATh TAKXKe H aHTHICHBI, IPHIOTOBJEHHEIE H3 AHTPAJBHON CJAU3HCTOMR
oGosioukH. Tax xak cpean 06c/Ie10BAHHOIO HAMH KOHTHHICHTA GOJh-
HBIX He OBUIO JIOJeH ¢ NepHUIUO3HON aHeMHeH, TO MOIKHO npeano-
JIOZKHTD, UTO C YYaCTHEM HMMYHOJOTHUECKOTO MEXAHH3Ma MOKeT
IPOTEKATh Takke U (QYHAANbHBIA TacTPHT Ge3 HaJNHYMs [epHHLHO3-
HOH aHeMHH.

CozepxkaHue pakoBo-3MOPHOHANLHOrO AHTHIEHA (P3A) B 60ab-
IIHHCTBE CJydaeB XPOHHYECKOrO racTputa GbUIO HOpMandbHOEe (B

aHTUTEJa K OOKJaMOYHBIM KJeTKaM

NOJIOKHTEIbHbIE B 2 cayuasix

(2,7%)

42
cpyqas

&7

HOpMaJIbHas aHTpalbHBI (YHAAJBHBIL — IaHTacTpHT
CIH3HCTAS racTpuT racTpur
Puc. 3. Cocrosuue cansucroit 060a0uku Kenyaka
1 4acTOTa HAJHYHSA aHTUTEN K 0OK/JIaMOUHBLIM KJeTKaM
HeJNyLKa y DOJACTBEHHHKOB GOJBHLIX PAKOM KeayIKa

CAy-;aea

cpeanem 4,2 ur/mia). Toapko B 15,2% cayuaes 6bl10 OTMEYEHO HesHa-
dATeNbHOe yBesnuenne (10—16 ur/mi) comepxkanms PIA (cMm.
Ta6/1. 2). B ABYX 3THX cayyasix BHOCJeLCTBHHU Pa3BHJCS TOJHUIIO3
aHTPaJIbHOTO OTZAEJa JKeJYHKa.

OxasbiBaercsi, 4To POACTBEHHUKH GOJIbHDBIX PaxkoM Keayaxka He-
PEAKO GOJIEIOT XPOHHYECKHM [aCTPHTOM, NPHUEM HapALy C MaHract-
PHTOM CPaBHHTE/bHO YaCTO OOGHAPYKHBAETCH MOPAKEHHE TOJbKO
aHTPAJLHOR caHM3HCTOR 0GoMoukH (pHC. 3). UpesBriuaiiHo penko
BCTPEYAETCA H30IMPOBAHHOE IIOpaXKEHHE CAH3UCTOH OGOJIOUKH Tesa
XKeJIyAKa H TONBKO B 2,7% cayyaeB — aHTHTeNa K 00KJIaJOUHBIM
KJIeTKaM KeJayJKa.

IToxBons wror Hawmm uccnenoBauuam, crenyer 0co6o momuepx-
HyTb, UTO IPH XPOHHYECKOM TaCTPHTE, BEPOSTHO, HrPaloT onpeje-
JICHHYIO POJIb (hAKTOPHI, CBA3aHHblE C AHTPAJILHBIM OTHEJOM Keay -
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Ka, B IEPBYIO Ouepelb C TACTPUHOM, H HMMYHO/IOTHYECKHE (daKTOpHIL.
MIMMyHOMOTHUECKH]II TACTPHT — 3TO B THIHYHBIX CJydasx racTpuT
Tena KedyAKa TPH I[EPHUIMO3HOA aHEMHH, 4YTO JONYCKAIOT H
R. G. Strickland u I. R. Mackay [16], oanako, wWa Hall B3IV,
JKEJYAOUHBe HMMYHOJOTHUECKHE MEeXaHU3Mbl MOTYT BCTyNaTh B
JleficTBHE TPH MAHTacTPHTE H TACTPHTE aHTPyMa, & TaKxkKe TpH Xpo-
HUUECKOM TacTpHTe 06e3 MepHHIMO3HOM aHEeMHH. Kpowme TOTO, CBH-
JleTesieM yYacTH HMMYHOJOTHUECKOro MeXaHH3Ma sABJAIOTCA HE
TOJMBKO AHTHTENA K OOK/JIAaJOUHBIM KJeTKaMm KejlyldKa, Kak 1oJa-
raior R. G. Strickland u I. R. Mackay [16], G. B. J. Glass u
C. S. Pitchumoni [12], HO ¥ pa3juuHble [OKA3aTEJH KJCTOUHOTO
UMMYHHTETA.

XpoHnuecKHi racTpUT ¢ YacThIM MOPAKEHHEM AHTPaJbHOKH YacCTH
KeJNYAKa H OTCYTCTBHEM KeJyNOUHBIX MMMYHOJIOTHHECKHX U3MeHe-
HHii OKa3bIBaeTCsi JOMHHHpYoleH $GopMOii XPOHHUECKOro racrpura
Ccpeiu JHIl ¢ HaJHUAEM PaKa Keayika B cemeliHoM aHaMHese. Ta-
Kasi CBSI3b, BUAUMO, TIpHAaeT 3T0d (popme racTpuTa 3HAUCHHE 6osee
Cepbhe3HOro TIPEeKaHLUEepo3a, HEXEeNH MMMYHOJIOTHUECKHH TacTpHT.
BecbMa BepoAITHO, YTO MeXaHH3M BO3HHKHOBEHHS TaKOrO racTpuTa
CBsI3aH C MEPBOHAYAJbHBIM NOPAKEHHEM aHTPAJbHOrO OTAEMd KE-
JyAKa, ¢ MOCJAEAYOLHM YMEHbIICHHEM Tpoduyeckoit  QYHKIUH
TacTPUHA HA TJIaBHBIC XKeJe3bl KeTyAKa.
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SIGNIFICANCE OF GASTRIC IMMUNOLOGY, GASTRIN
DETERMINATION AND MULTIPLE GASTRIC BIOPSY IN
CLASSIFYING AND PROGNOSING CHRONIC GASTRITIS

V. Salupere, R. Uibo, A. Kallikorm, K. Zilmer

Summary

Chronic gastritis has a population prevalence and in some
cases it may result in stomach cancer. Nevertheless, the relation-
ship between gastritis and cancer is not yet well known. Therefore
chronic gastritis patients were studied using the parietal cell anti-
body, lymphocyte blast-transformation, leucocyte migration in-
hibition, carcinoembryonic antigen (CEA) and fasting serum
gastrin determination. Multiple biopsies were obtained irom the
antrum and corpus.

It was confirmed that chronic gastritis had spread over both
the stomach main regions (antrum, corpus) in 64.7 per cent of
cases already during the first examination. The serum gastrin
level reflects adequately the morphological state of the antral
mucosa. In the stage of pangastritis the gastrin level depends on
the grade of chronic gastritis in both gastric areas, especially in
the antrum. Positive cellular and/or humoral immunological
changes were established not only with regard to fundal mucosa
antigens but also antral antigens. Moreover, gastric cellular
hypersensitivity occurred in some cases of antral mucosa injury as
well as in a few cases of pangastritis, which somewhat widened
the concept of immunological gastritis. In cases of chronic
gastritis the CEA level was mostly normal. A high CEA level was
determined when gastric polyposis developed during the follow-up
study of chronic gastritis patients. The relatives of gastric cancer
patients had predominantly antral gastritis and lacked gastric
humoral immune reactions.
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LEUCOCYTE MIGRATION AGAROSE TEST FOR THE STUDY
OF CELL-MEDIATED IMMUNITY IN CHRONIC GASTRITIS

R. Uibo
Central Medical Research Laboratory, State University of Tartu

The participation of cell-mediated immunity (CMI) to gastric
antigens in chronic gastritis has been shown by various investi-
gators (see G. B. J. Glass [1]). Nevertheless, the immunologi:al
classifications of chronic gastritis, so far presented, are based
only on the determination of circulating gastric antibodies {2, 3].

Recently several papers have demonstrated that the leucocyte
migration agarose test (LMAT), introduced by J. E. Clausen [4],
represents a fairly good method for the assessment of CMI in
different disease conditions [5—11]. Hence, the present work was
designed to study the possibility of using LMAT besides the
parietal cell antibody (PCA) immunofluorescence test for the
immunological characterization of chronic gastritis.

Material and methods

21 patients with fundal gastritis, 20 with antral gastritis, 24
with pangastritis (i. e. with gastritis in both parts of the stomach),
18 patients with gastric ulcer and 13 persons with normal gastric
mucosa were studied. The state of the gastric mucosa was evalu-
ated by muitiple biopsies from the fundus and antrum obtained by
means of Olympus GIF and GFB gastroscopes [12]. The diagnosis
of gastric ulcer was based on typical X-ray and gastroscopical
findings [13].

In all patients with chronic gastritis and in patients with
gastric ulcer the PCA test and LMAT were performed simul-
taneously. PCAs were assessed by the indirect immunofluorescence
method by A. H. Coons and M. H. Kaplan [14], using rat gastric
fundal mucosa as specific antigen and rat kidney as control
antigen. The fluorescein isothiocyanate conjugated rabbit anti-
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human-gammaglobulin was employed as antiserum. The test was
considered to be positive if cytoplasma of parietal cells showed
intense fluorescence, whereas in control preparations the fluores-
cence was lacking.

The LMAT has been made by J. E. Clausen [4]. After sponta-
neous sedimentation for an hour, heparinized venous blood
leucocytes were washed twice in Hanks’ balanced salt solution
and once in culture medium 199 with 10 per cent horse serum. The
washed cells were counted and resuspended in medium 199 with
10 per cent horse serum to obtain such concentration of cells
which would be after antigen adding 2.2 108 per ml. This ¢ell
suspension was divided into equal lots, which were preincubated
with antigens or with saline (as the control) at 37°C for half an
hour. Three 0.007 ml aliquots from each preincubated culture were
then transferred into the holes (diameter 2.3 mm) of freshly
prepared agarose medium on Petri dish (diameter 90 mm). The
agarose medium contained | per cent agarose and 10 per cent
horse serum in medium 199 with NaHCO; (pH=7.2-—-74).
Cultures were incubated at 37°C in a humid atmosphere con-
taining 5 per cent CO, in air. After 20 hours the areas of cell
migration were magnified by projection and measured by plani-
metry. The migration index (MI) was calculated according to the
formula: mean of three areas of migration with antigen (in mms2)/
mean of three areas of migration without antigens (in mm?),

The fundal and antral antigens were used in LMAT. Both anti-
gens were prepared in a identical manner from the histologically
verified normal fundal and antral mucosa, obtained from a patient
with 0-blood group at partial gastrectomy for duodenal ulcer. The
gastric mucosa was homogenized in 0.15 M NaCl solution, frozen-
thawed 10 times. After removal of the nonhomogenized tissue
components by filtration, the extracts of antigens were sterilized
by Zeits filter and stored until used at —20° C, The protein content
of the antigens was determined by the biuret technique. Suitable
antigen concentrations were chosen according to the results of
preliminary investigations and these were maximal doses which
did not have yet toxic effect on the cultured leucocytes (3.0 mg/ml
for fundal antigen, 2.5 mg/ml for antral antigen).

Results

The normal range of MI was calculated by LMAT results ob-
tained in the group of 13 persons with normal gastric fundal and
antral mucosa (mean MI=+2 standard deviations). MI from 0.68 to
1.14 for fundal antigen and from 0.71 to 1.13 for antral antigen
were found to be of normal migration.
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Based on these normal migration values, leucocyte migration
inhibition or/and stimulation (enhancement) with gastric anti-
gens were established in 32 out of 65 patients with chronic
gastritis, whereas in patients with gastric ulcer only migration
stimulation was observed (in 7 out of 18 patients). Leucocyte
migration was inhibited or enhanced by fundal antigen on 17
occasions and by antral antigen in 20 cases. Leucocyte migration
inhibition with both antigens simultaneously was observed in a
patient with pangastritis, whereas leucocyte migration stimulation
with both antigens was established in a patient with fundal
gastritis and in two persons with pangastritis.

PCAs were observed in 22 persons — in 20 out of 65 patients
with chronic gastritis and in 2 out of 18 patients with gastric
ulcer. In these 22 persons leucocyte migration inhibition with
fundal or antral antigen was found on 6 occasions, leucocyte
migration stimulation in 8 cases.

PCA was absent in 45 patients with chronic gastritis and in 16
patients with gastric ulcer. In these patients leucocyte migration
inhibition and stimulation with gastric antigens were established
on 9 and 18 occasions respectively. Comparing the LMAT results
in patients with and without antibodies no significant differences
were found (Table).

Discussion

The present study reveals that gastric fundal and antral
extracts inhibit or/and stimulate leucocyte migration in a rather
high proportion of patients with chronic gastritis. Antigen-induced
inhibition of human leukocyte migration is considered to be a valid
in vitro representative of CMI [15—17]. And yet, the significance
of antigen-induced leucocyte migration stimuiation is understood
by investigators differently. Most frequently it is regarded as
evidence of low degree of sensitization of the cells studied or as
evidence of low concentration of the antigen used [18—21]. But
A.J. Cochran et al. [22] considered leucocyte migration stimulation
as an artefact of leucocyte migration testing in allogeneic systems.
Therefore, at present only migration inhibition could be interpreted
as a trustworthy measure of CMI in leucocyte migration assays.

As regards gastric ulcer, CMI to gastric fundal and antral
antigens has not been studied as far as literature data are con-
cerned. Nevertheless, the absence of migration inhibition of leuco-
cytes by gastric antigens in patients with gastric ulcer is not
surprising, if we take into consideration the infrequent occurrence
of immune reactions in this disease {2, 23}

Therefore, it may be concluded that the determination of CMI
to gastric antigens is necessery for immunological characterization
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of chronic gastritis. This is particularly warranted, if we take into
account the possibility of the occurrence of cellular immune
reactions as the only immunological feature in some patients
with chronic gastritis. In our study 9 patients had cellular but not
humoral immune reactions to gastric antigens. Moreover, in our
opinion, the data on CMI must be included in the immunological
classification of chronic gastritis, since both arms of the immune
response may be involved in the production of stomach mucosa
injury {24]. Our experience shows that in this case the LMAT is
a convenient method for assessing CMI to gastric antigens.
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TECT MUTPALMHU JENKOLUTOB B ATAPO3E
AJIs1 UCCIEAOBAHUS KJIIETOYHOIO UMMYHUTETA
NPH XPOHUYECKOM TFACTPHTE

P. M. Viiéo

Pesome

Hmmyropayopecuentibii TECT aHTHTeJ K OOKJAZOYHBIM KJer-
KaM KeJdyAKa H TeCT MHIPauHH JeHKOLHTOB B arapose ¢ aHTpaJb-
HBIM H (DYHJaJbHBIM aHTHreHaMmi Hayuamuce y 21 6onbHOTO yn-
HAAIbHBIM TacTPUTOM, y 20 GOABHDBIX AHTPAJIBHBIM [ACTPUTOM, v
24 GonbHBIX TaHracTpuTOM, y 18 G6OJbHBIX s3BOM Kenyaka
H Yy 13 uesoBek ¢ HopmaabHO CIU3HCTOM Keayaka. [Tocrasaehnbie
AHATHO3BL Y O6GCAENOBAHHEIX JIOMeH OCHOBBLIBAJIHCh HAa MAHHBIX (H-
Gepracrpockonuu u NPpHUENbHOH racTpo6HONCHY U3 aHTPyMa Hu Tena
KeJAYAKa.
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TooKUTeNb b TeCT MHTpaUUH JICAKOIHTOB (T. €. TOpMOKEHHE
MUTpalH JCHKOINTOB) € aHTPAJILHBIM U GyHAaIbibIM aHTHreHaMH
na6moaacs y 15 na 65 GOJLHBIX XPOHHUCCKIM IACTPITOM 1 He OBl
o6HapyKeH HH y OJHOrO JHpa ¢ HOPMaJIkilCil CAH3HCTOMN KeayAKa,
a TakyKe HH y OZHOro 6OJbLHOTO q3B0il eayaka. B 6 cayuasx i3 15
japsiay ¢ MOJOKITEJbHBIM Pe3yibTaToM TecTa MHTpalL Jef KO-
TOB B arapose OBLIH BBIABJICHBI H aHTHTECAA K 0BKIaI0UHDIM KJeT-
Kam JKegyaka. ¥ 9 0OJbHBIX XPOHIUECKIM FacTpHIOM TOPMOKEHIE
MITpaunn JIefiKOMUTOB € aHnTPadbHbiM /i GyHAadbHLIM aHTHIe-
HAMIL GbUI0 CAHHCTBEHHBIM TOKA3aTEICM MPHCYTCTBIA HMMYHOAOTH-
yeckux peaxiuil. [Togyuennbie pe3yibTarTbl M0KA3LIBAI0T, 4TO JJI4
HMMYHOJIOTHUECKON XapakTePUCTIKH XPOHIHECKOTO racTpura OAHROTO
AN, ONMpEAEACHHST aHTUTENT K OOKIa10UHBIM KACTRAM Kesdyara eue
He0CTATOUHO, HEOOXOMHNMO YUNTbIBATL TAKAC I HaJuuue KaIeTou-
HBIX HMMYHOJOTHYECKHX peakui. [Ipir 5TOM BROJHE TOANOASALLIIM
METOZOM  BBISBJIEHHSA KJICTOUNLIX IIMMYHOJOLIUECHIN peaxumit y
GOABHDIX XPOHIUCCKIM TacTPUTOM SBASETCS TCCT MITPAUII JCHKO-
IHTOB B arapoae.
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CIRCULATING IMMUNE COMPLEXES IN SIMPLE
ATROPHIC GASTRITIS AND PERNICIOUS ANAEMIA

B. Fixa, 0. Komérkov4, Z. Hrnéif, M. Tichy

Charles University Medical Faculty, Hradec Kralové

For some time past attention has been given to the significance
of immune complexes for the development of various diseases. In
atrophic gastritis where experimental as well as clinical studies
support the participation of immune pathogenetic mechanisms no
studies on circulating immune complexes have been published till
now. We present our first results evaluating the circulating
immune complexes and serum immunoglobulins in simple atrophic
gastritis (SAG) and pernicious anaemia (PA).

Materials and methods

There were 23 PA patients (9 men and 14 women) in whom,
according to the basic accepted criteria, PA was diagnosed (AG
with true achlorhydria, megaloblastic anaemia, malabsorption of
vitamin By, estimated by the Schilling test, the evidence of
hematological response to injected vitamin Bis). The mean age of
the group was 65 years (range 43—77).

The second group consisted of 16 SAG patients (8 men and 8
women) with atrophic changes of the gastric body mucosa and
with achlorhydria on maximal stimulation with pentagastrin. The
mean age of the patients was 50 years (range 32—69).

Three control groups were formed. One with duodenal ulcer
patients in whom normal gastric mucosa could be anticipated, as
in all persons a high HCL output (over 25 meq/hour) was
established. For the second and the third control group healthy
subjects were chosen whose gastric mucosa was not examined.

The duodenal ulcer group consisted of 19 patients (16 men and
3 women) whose duodenal uicer was diagnosed by X ray and
endoscopy. The mean age of the patients was 40 years (range
19—59).

*
3 35



The second control group for the study of circulating immune
complexes included 21 healthy persomns, mostly from the clinical
staff (17 men and 4 women). The mean age was 40 years (range
29—57).

Healthy subjects forming the third control group (for the study
of serum immunoglobulins) were chosen on the principles indicated
by the study of non-specific humoral immunity during ageing by
7 Hrnéit and M. Tichy [1]. The persons were from the same
district, of the same age and the examination was conducted by
the same technique thus enabling the comparisor.

Soluble circulating immune complexes were detected by preci-
pitation in polyethylenglycol [2]. The method correlated well with
the more complicated C Iq binding assay, generally accepted as
a good method for detection of soluble circulating immune
complexes [3]. The method is based on the selective precipitation of
otherwise soluble antigen-antibody complexes at a 3.75%
concentration of high molecular polyethylenglycol, and on the
direct photometric estimation of the degree of the reaction. The

results were expressed in extinctions as E lllcm

Serum immunoglobulin levels, IgA, 1gG and IgM, were deter-
mined in mg/100 ml by the method of radial immunodiffusion {4]
in J. L. Fahey’s and E. M. McKelvey’s modification [5] using IDP
commercial Kits (product of Sevac).

The differences were statistically evaluated by the method of
Student T-test.

Results

The results concerning circulating immune complexes are in
Table 1.

The mean values of circulating immune complexes in patients
with PA and SAG do not significantly differ from the control
groups, only the difference between the SAG and PA group was
significant (P<0.05). I value 68 is taken as the upper limit of
normality (mean =2 SD), higher values were found most ire-
quently in PA patients (in 4—17,4%). In duodenal ulcer a
positive result was found in 1 case (5.3%), but no cases in healthy
subjects and SAG. The number of positive results in PA patients
was higher than in the other groups.

The mean values of serum immunoglobulins are in Table 2. The
most striking difference is obviously in the serum IgG values —
in PA as well as in SAG patients the levels are higher. The IgM
levels, contrary to those in SAG and PA, are somewhat lower than
in the controls. As these results were correlated only with the
literature data the statistical significance was not calculated.

No correlation between circulating immune complexes and the
single immunoglobulin levels was found.
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Discussion

The character of gastric mucosa changes in SAG and PA, the
proof of specific gastric antibody, i e. parietal cell antibody
(PCADb) and intrinsic factor antibody (IFAD), as well as of cell
mediated hypersensitivity to gastric antigens lead to the
consideration of autoimmune injury of gastric mucosa [i.e. 6, 7,
8, 9]. This is supported by the experimental results with induced
gastric atrophy in dogs and monkeys by immunization with gastric
mucosa extracts [10, 11, 12] and the transfer of those changes by
thoracic duct lymphocytes to a normal animal [13]. The virtual
mechanisms of mucosal damage is not clear. IgG from patients
with PCAb and IFab given to rats induced gastric atrophy, but no
inflammatory changes {14]. In PA and SAG the slow release of
gastric antigens during the inflammatory process might bring
about antibody responses and development of immune complexes.
Our results give no explicit answer. But the more frequent inci-
dence of the higher level of circulating immune complexes in PA
patients supports this conception in certain cases. Indirect evidence
is given by the low level of complement reported in PA {15, 15].
Immune complexes are to be studied also in the gastric mucosa.
For the time being we know only that in chronic gastritis the
ratio between immunoglobulin-containing cells is altered. The
number of IgG- and IgM-containing cells rises and that of IgA-
containing cells drops {17, 18].

Serum immunoglobulin changes found in our patients, above
all in PA, are not reported as a rule, though some trend to higher
levels of 1gG has been observed {16, 19, 20].

The variations of immunoglobulin levels were not accompanied
by changes in circulating immune complexes. Some earlier studies
reported the association of PA with decreased serum globulin
values, especially with IgA deficiency {21]. We have not found any
IgA deficiency in PA patients. Perhaps the PA patients with
hypogammaglobulinemia or IgA deficiency represent a distinct
and genetically different type of PA.

Our results give further proof of a different pathogenesis in
PA and most cases of SAG. Further study of the participation of
immune complexes in the development of AG is necessary to
elucidate not only circulating, but also local immune complexes.
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IIUPKYJAUPYIOILUUE HMMYHHBIE KOMIIJIEKCbI
NMNPU ATPOPHUYECKOM TFACTPHUTE H
NEPHUUHO3HON AHEMHUH

B. ®ukca, 0. Komapkosa, 3. Xpuuupxk, M. Tuxuii

Peswome

Llupkynupyolie pacTBOPHUMble UMMYHHbBlE KOMILIEKCH H CBIBO-
POTOYHBIE MMMYHOIVIOOYJIHHBI HCCACAOBANR Yy 23 6GOJbHBIX TMepHH-
1MO3HOl aHeMHuel uy 16 GoubHbix atpoduyeckum racrpurom. Cpen-
HHe NOKAa3aTeJH LHPKYJUPYIOIIHX HMMYHHBIX KOMILIEKCOB B 3THX
rpyniax GOJbHBIX HOCTOBEDHO He OTJIHYAJHCh OT KOHTPOJbLHOMN
rPyINibl, OJHAKO NPH MEPHULHO3HOH aHEMHH OHM OBIIH AOCTOBEPHO
Bbille, ueM npu atpoduueckoM racrpure (p<0,05). Tem cambim
NePHUIHO3HAST aHEeMUSI OTJINYaeTcss OT aTPO(PHUUECKOro racTpura.

Yposeub lgG 6bl1 npH NEPHHIHO3HOH aHEMHH H aTPOPHUIECKOM
racTpuTe BbllIe, YeM Y JIHIL KOHTPOJbHOH Tpynnbl. Mexay LupKy/In-
PYIOLIMMH UMMYHHBIMH KOMIJIEKCAMH M YDOBHEM ChIBOPOTOYHBIX
MMMYHOIrJI0GYJIHHOB He OblJIO BLIABJIEHO KOPPEJsLUH.
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YACTOTA AHTHUTEJ K OBKJIAJOYHbIM
KJITETKAM )KEJIYAKA ¥ BOJIbHbBIX
SIBBEHHOW BOJIE3HbIO

T. A. Bopo6resa, P. M. Vii6o, B. I. Canynepe

LIMHHWJT u kadenpa bakyasrerckoi Tepanuu
Tapryckoro rocynapcrsernoro ynusepcurera

Hoctynuele suTepaTypHEE HCTOYHHKH IPHUBOAAT HPOTHBOPEUH-
BbIE NaHHBIE O YacTOTE MOJNOXKHTENbHBIX HMMYHOJIOrHYECKHX peax-
UM K C/AHSHCTON XKeNyaKa NPH A3BeHHOH GoNe3HH [1—19]. Kpome
TOTO, /I ONMpenesIeHHst UHPKYJIHPYIOLHX AHTHTEN K OOKJIALOUHDBIM
KJICTKAM JKeJyAKa HepeAKO HCIOJIb30BaJach Pa3jHYHAs METOJHKA
H aHTHreHbl (Tabauna 1). Psx aBropos, Hanpumep, O. §I. punwnyn
H coaBT. [2, 3, 4], JI. U. Teanep u 3. A. Cerauesa {7], T. C. Cuab-
YCHKO 1 coaBT. [10] anarxo3 si3BeHHO# G0JIE3HH CTABHIH HA OCHOBA-
HHH NpEHMYLIECTBEHHO ~DEHTTeHOJOTHYECKOrO HCCJACHOBAHUS, He
NOATBEPXKAAST €r0 IHAOCKOMHUECKH.

Hcexons us atoro, nesbio Hameii pa6oTer G110 BHSIBICHKE 4acro-
Tbl AHTHTEJ K OOKJIALOYHBIM KJIETKAM KEeJyNKAa y GOJNbHBIX S3BEH-
HOH GOJIE3HBIO H YCTAHOBJEHHE 3aBHCHMOCTH MEXJy HaJHuYHeM HJH
OTCYTCTBHEM aHTHTEN K JKEJYAKY M COMyTCTBYIOLIUM FacTPHTOM Y
3THX OOJbHBIX.

Marepuan u mMeroauka

AnTHTeN1a K OGK/IaZOUYHBIM KJIETKAM KeNyJKa ONpeRessiuch y
186 Gombubix. Cpeanm HHX 6bi10 98 GOMBHBIX S3BOH  JKesyaKa
(66 MyKunH M 32 KEHUIHHDLI B Bozpacrte ot 26 10 74 Jer), 83 60ub-
HBIX SI3BOH JBEHAAUATHIEPCTHOH KHUIIKH (67 MYXKYHH H 16 XKeHIIMH
B Bo3pacre ot 20 o 71 roma), mBoe GOJbHBIX KOMOHHHDPOBaHHOM
A3BOI (MyXKuHHA 38 JieT M KeHHHa 61 rol) M TPH — I[OCJe pesek-
UHH KeayaKa (ABoe My:KYHH 32 H 72 JIeT u onHa JKeHUIHHa 58 Jiert).,

Hnaruos s3Bu Kelyaka Hin ABEHAAUATHIIEPCTHON KHIOKH GbIJ
HIOATBEPKAEH NPH NOMOUH HHOGEPracTpoCKOnuy. 55 GOJIbHBIM, Cpean
KOTOPBIX 6bL1 51 GOAbLHON s3BOM XKeaynka (34 mMyxuud H 17 xeH-
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HMER B Bospacte ot 26 10 74 qet), oana Gosbiag KOMOIHHPOBANNOL
AIZBOH W TPH JUila NOCJAe Pe3eKINH AENYAKa, HAPSIAY C racTpocko-
micit Geliia mpousBeacua  npHueabHas racrpoduoncust ajas vera-
HOBJICHUSE 3aBHCHMOCTH MEKIY HAJIMUHEM M. OTCYTCTBHEM AHTHTC.
KOAKCAYAKY W CONYTCTBYIOLIHM TacTPHTOM. [HeTOMOrueckas Kap-
THHA Obl1a NPH 9TOM KJIacCHOHUNPOBAana Ha HOPMAJbHVIC CJ1i311C-
TVIO, 1a ractput 6e3 arpoduu u Ha arponuecknii ractpur (B. 1.
Canynepe [9]).

AnTnrena K 0BKIANOUHBIM KaeTKam ONIPEAEIANIHCH METOLOM Hle-
npaAMOR uMmyHo(oopectenunn (B. I1. Canynepe [9]). Anturenowm
CIAYZKHIH KPHOCTATHBIC CPE3bl M3 CJAH3LCTOH Tesa XKeayaka Genoit
KPbICHL. JI11 IPOBEPKH KJAETOUHO- 11 oprascnenu@uUuHocTH pawopec-
UEHILMIT aHTHTCHOM CJYKHJIH CPC3Bl H3 MOYKH H MEeYeHH Genol KpBI-
col. B kauectse momuuncnupyouiei CBIBODOTKH HCIOJb30BAa.1aCh
KPO/IHYbA CHIBOPOTKA NPOTHB IVIOGYJHHOB UeJ0BEKA (Uucturyr snu-
AeMuogornn n MukpoGHosorun um. M. @. Tamasen). [lonoxirens-
HBIMH ~ CUHTAJHCh Te peakuuH, KOTOpPBble BLIPAKAJHCh CBETJIO-
3€IEHOH  (III0OPeCcHeHIHell UHTONIa3Mbl OOKIAL0UHBIX KJAETOK. Pe-
3YabTAaTbl OIEHHBAJHCh MO CHCTEME IJI0COB.

Ionyuennsie nannbie 06pabaThiBagHCh CTATHCTHYCCKH NpH NOMO-
U KPHTEPHSA XH-KBajapar.

Pesyabratel u 06Gcyxpenne

AnTuTeNa K OOKJIAJ0YHBIM KJCTKAM XKeJyAKa OblH HafieHbl y
9 u3 98 GoJbHBIX A3BOI xkeayaka (9,1%), y 5 u3 83 6oabubix 53801
ABCHAAUATHNEPCTHON KHWKH (6% ) H y 0fHOrO JHIa mocse peseKuHu
JKeJYIKa.

Hawn manubie tpyano conocrasuts ¢ pesyJabTaTamu, moJyyen-
HBIMH TEMH aBTOPAMH, KOTOPBIE HCMOJIb30BAIU AJS BBISIBJACHUS 4HTH-
TEI K CIH3UCTOH 060JIOUKe JKeMyAKa APYIyio METOAHKY — DEaKIHIO
CBiAsbBanmst komnaementa (PCK) u apyro#i antiren — CIH3HCTYIO
HaCTHYHO PE3CLHPOBAHHBIX KEJAYIKOB U ABEHAUATHOEPCTHOR KHII-
ki [2, 3, 4,7, 10, 15].

Eciu ke conocraBute Hamm gasmnsie u pe3yJabTathl TeX aBTO-
POB, KOTOPbIE HCHOJIb30BAMH METOJ HMMYHOMIIOOPECUEHLIH 1T B Ka-
HCCTBC aHTHreHAa MPHMEHSNH cpe3bl U3 GYHIATBHON yacTy JKEJY KA
Geq0it Kpbichl, TO BHAHO, YTO Hamil nojgyyena MeHLWIAs 4YaCTOTa
(9,1%) antiTen K 0GKIAZOUHBIM KieTKaM Y O0JIbHBIX 3BOH ey -
Ka, qeM mo namibiM R. E. Kravetz u coasr. [6], B. Fixa i coant. [13],
P. Reitzig u coanr. [14], O. B. Kupeesoii [16] — 17%; 17,49%: 16,99,
1 20% cootsercTBeHHoO. [To-Buaumomy, 3gech morJo CHITpaTh PoJb
CBOHCTBO (J00pecunpyiomei aHTHCBIBOPOTKH, @, BO3MOKHO, I TO,
UTO MBI YUHTBLIBAJH TOJbKO SIBHOMOJOMKHTENbHEIE peakuun (KoTtopbie
OLEHHBAJIHCD ABYMS H GOJBIIHM UHCIOM m1i0coB) . IIpubansurensio
TaKylo K€ YacTOTy auTHTEJ, KAK H MBI (5,6% w 5% coorBeTcTRCH-
o), obuapysuin U. Serafini u coasr. [I1]u J. Balanzo u coasr. [19].
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Onnako W. J. Irvine wu coasr. [1], nceaenys 20 BOJbHBIX A3BOH XKe-
JyAKa, HH Y OJHOrO He OOHapYyXKUMH aHTHTEN K 06KIaJA0UHBIM KJeT-
KaMm xeqaylKa.

UYro KacaeTcsi YacTOTHl HaJMuMs aHTHTe] K OOK/IaJOYHBIM KJET-
KaM y OOJbHBIX f3BOH JIBEHAALATHIIEPCTHON KHIIKH, TO HAUWM pe-
3yJbTaThl MaJjio OTJIHYAIOTCS OT Pe3y/bTaToB W. J. Irvine u coaBT.
[1], R. E. Kravetz u coasr. [6], U. Serafini u coasrt. [11], B. Fixa u
coasr. [13], O. B. Kupeesoii [16] n B. M. Pulimood u coasr. [17].

OnHofi M3 3374y HalIero HccJefoBatns ObLIO BBIACHATb, HMEET-
cst JM KOPPCJAIHS MeXAY HaJHUHeM HJIH OTCYTCTBHEM aHTITEI K
JKeJAYAKY ¢ CONMYTCTBYIOIUUM FacTpUTOM ¥ BOJAbHBIX  SI3BEHHOH
60J1€3HbIO.

Hcenenysa cansuctyio 060JM0UKY GyHAaMLHONR YacTH JKeayaKa y
55 GOJNbHLIX, ObLIH TOJYUeHb CJAeAyloulHe JaHHbie: HOPMAJLHYIO
CAUBHCTYIO HMeau 27 4esqoBeK, racTpHT 6e3 arpodiu — 10 u aTpo-
¢uuecknii racrpur — 18. Cpean obcsteoBatHBIX 55 uejgoBex aTpo-
uuecknii racTPUT Tesa KeAYAKA i aHTHTE]NA K O0OKJAAJOUHBIM KJET-
KaMm KeJayaka Ha6/0faluch OAHOBPEMEHEO TOJBLKO Y OLHOIO JHIA,
nmpHYeM y Hero 2 rofa Haszaj Gbll peseuHpoBaH KelyLoK [0 TIOBOAY
a3Bbl Kegayaka. Ilo JaHHBIM W. J. Irvine u coasr. [1], I. M. Fischer
n coasr. [5], B. Il. Caaymepe [9], B. M. Pulimood n coast. [17],
1. Balanzo u coast. [19] y /I ¢ pe3elHPOBAHHBIM JKEIYAKOM aiTil-
Tena K OGK/IaA0UHBIM KJeTKaM OOHapysKHBAIOTCA BecbMa PEAKC HJl
COBceM OTCYTCTBYIOT, HECMOTpsl Ha OY€Hb 4acToe Haluiuue ractpuTa
KyanbTH xKedyaka. P. Reitzig u coasT. [14] cunTator, 4TO OrpaHuUCH-
HBle TOpaKeHHst CJAH3HCTOM KeJyaKa, o6yca0BJIeHHbe 3BOH MM
peseklneli JKeqyAKa, He ABJSIOTCS NPUYHHO MOBBIILIEHHOTO 00paso-
BANMS AHTHTEN K OGK/IaZOUHBIM KJeTKaM. ABTODHI o6HAPYKAIH ¥
209, JHI[ ¢ pe3elPOBAaHHBIM KeJNYyAKOM aHTHTena K 0BKJALOUHBIM
werkam. OJHAKO, MO HX MHEHHIO, 3TO HE OT/JIHYAeTcs OT HaCTOTH
STHX aHTHTE] Y JHI ¢ HEHM3MEeHEeHHOH CAU3HCTON KeayAKa.

Mexay tem, S. Aukee n K. Krohn [12], uccaenys 31 GoabHero
3BOH XKeJayiKa H S3BOH nsenanuanmepcmoﬁ KHILKH, OOHAPYKHIU
/0 ONepalHH AHTATeNAa K OOK/IAJOUHBIM KJAETKaM y OLHOTO 60J1b-
HOTO, a TIoc/Ie Onepalun — Y 1ecTH. BblIo 3aMedeHo, UTo THTP aHTi-
Tes K OGK/I3109HBIM KJIETKAM B HEKOTOPBIX CIy4asX Tocje onepalni
nopblIaeTcsi. ABTOpH TpeANoJaraloT, 4YTO NOBpEXAeHHE THAHH
nocJie omepali NPHBORAT K BHICBOGOKICHHIO AHTHICHOB B LHPKY-
JSIIMIO, UTO OKa3biBaeT AeficTBHE HAa UMMYHHYIO CHCTEMy Opratnsma
M NPUBOAHT K OOpasoBaHHIO aHTHTEJ. B03M0:KHO, UTO TaKOH TNpO-
ece HMeJ MecTo M B Hauem ciyuyae. OfHaKo HE HCKJIKOUEHO, 1TO y
5TOrO UeJOBEKA C Pe3elHPOBAHHBIM JKEJYAKOM aHTHTeNd K obkJa-
JOUHBIM KJIETKaM ObliM 10 Pe3eKUHH H COXpaHH/IMCh MOCIE HEC.

Uro KacaeTcsi COMOCTABJICHHS HAJHUHS aHTHTEN K OOKJIalouHbIM
KJeTKaMm n MOP(OJOrHYeCcKONH CTPYKTYPBI cAH3HCTOH 060J0UKH QyH-
Na/bHON YACTH JKeayaka, To, 1o famHsM P. Reitzig u coast. [14],
0. B. Kupeesoii [16], I. Balanzo u coaBT. [19], U. Serafini n C. Ma-
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sala [20], anTHTes1a K OGK/IafOUHBIM KJAETKaM Y GOJIbHBIX S3BEHHOMH
00/1€3HbI0 HAXOAATCS B ONPeJe/eHHOH 3aBHCHMOCTH OT COMYTCTBYIO-
HIero Xxpouuyeckoro racrputa. OgHako B pe3yabTaTe HALIEro HccJe-
AoBanus y 16 60JbHBEIX 13BOH KeNyAKa, Y KOTOPBIX MHCTOJOTHUCCKH
Obl1 10Ka3aH aTpohuuecKHH racTPUT, aHTHTeNa K OOKJIALOUHBIM
KJleTkaM He Oblin o6uapyxkenbl. Ha mogo6Hoe siBieHne ykasbiBaior
trakxe u U. Serafini u C. Masala [20]. Bo3moxHO, uTO HaJnule
aTpopUYECKOro racTpHTa He ABJSETCH elle OCHOBOH mJs o6pasoBa-
HHSI NPOTHBOXKEJYJOUHBIX aHTHTEN MpPH SI3BEHHOH GOJEe3HH.

Taxum o6pasom, aHTHTeNA K OOKJAAJIOUHBIM KJIETKAM KeJyIKa Y
GOJIbHBIX KaK s3BOf JKeJAYAKa, TAak H $3BOH JABeHajiaTHIepCrilon
KHIUKH BCTPeYaroTcss OTHOCHTENLHO PeAKO, MPAaKTHUeCHH ¢ TOH XKe
YacToTod, UTO M B momyasuuu B nesou. [Tostomy Becbma BeposTHO,
UTO aHTHTEJMA K OOKJNAZOYHBIM KJASTKAM He SBJSIOTCA [PHYHHON
BO3HMKHOBEHHA $I3BBI, CJEACTBHEM $I3Bbl HJI TakKxkKe CJACACTBHEM
racTpHTa, COMYTCTBYIOLLErO si3BE.
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THE OCCURRENCE OF PARIETAL CELL ANTIBODIES
IN PATIENTS WITH PEPTIC ULCER

T. Vorobyova, R. Uibo, V. Salupere
Summary

A total of 98 patients with gastric ulcer, 83 patients with
duodenal ulcer, two patients with simultaneous gastric and
duodenal ulcer and three gastrectomized patients were studied.
The presence of parietal cell antibodies (PCA) was determined by
indirect immunofluorescence test, using rat gastric mucosa as
antigen.

PCA were revealed in 9 (9.1 per cent) patients with gastric
ulcer, in 5 (6.0 per cent) patients with duodenal ulcer and in one
gastrectomized patient. In 55 patients (51 patients with gastric
ulcer) the state of gastric fundal mucosa, assessed by histological
examination of gastrobiopsy specimens, was compared with PCA
incidence. Atrophic fundal gastritis and PCA were simultaneously
revealed only in a patient who had undergone gastrectomy two
years before. Our results support the opinion that PCA are rarely
observed in patients with gastric or duodenal ulcer and are not
correlated with atrophic fundal gastritis in these patients.
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Yu. 3an. Tapryckoro roc. yH-Ta, 1979, Boin. 485, c¢. 47—52
Acta et commentat. Univers. Tartuensis, 1979, v. 485, pp. 47—52

AHTHUTEJIA K OBKJIALOYHbIM KJETKAM )KEJYIAKA
Y KPOBHBIX POLCTBEHHHKOB BOJIbHbIX
PAKOM )XEJYAKA U XPOHUYECKHUM TACTPUTOM

Y. s1. Banbpg, P. M. Vii6o

Ientpasasnaa GonpHuna Xapblockoro paitona
1 UMHHWJT Tapryexkorc rocyaapcTsenHoro yHUBEPCHTETa

Muorumn asropamu, kax K. L. Becker [1], B. Schyra [2], C. Caun-
uax [3], E. Greagan u J. F. Fraumeni [4] ormeueno cemeiinoe pac-
IpocTpanedue paxa xkeavaka. IIpr 3ToM 1 racTputTHYECKHEe H3MEHe-
HUS Y KDOBHLIX POACTBEHHNIKOB GOMILHBIX PAKOM KeJIYAKA TaKiKe Cull-
TAI0TCA reHeTHuecKn 06ycaoBaeHbMU [5—7].

B nocjennse TOAB CTaJH VAessiTs Bce Gosplie # 0ogblue BHii-
MaHH HMMYHOJOrHIECKHM npolieccaM Y GOIbHBIX PAKOM JKeayKa i
xpounueckum ractpuroM. OJHAKO MeHblIe H3yUeHBl HMMYHOJOTHYE-
CKHE PEeaxknui y KPOBHBLIX POACTREHHNKOB GOJBHLIX PAKOM Keayaxa
I XpoHHueckum ractpurom [4, 7, 8—11].

B cBsisu ¢ 3THM HA HaJHuMe aHTHTEN] K o@manoqnw KJIeTKaM
JKeaviKka HaMi 00CJe[0BaHbl KPOBHLIC POACTBEHHHKH OOJIBHBIX XPO-
HHUECKHM TacTPHTOM H PaKOM IKeJyJAKa, a Takxke JHilla U3 Mell-
HIHCKOM TONYJISAIIH.

Marepnaa ¥ MeTOnUKA

Hawmu oGcaeacsanbl 48 KPOBHLIX DOJCTBCHHHKOB II€PBOH II BTO-
poii ctenmeun poacrea (76,29%) 11 GoJbHBEIX pakoM Keayaka 1
48 KkpoBibIX pogcTBeHHIKOB (73,8%) 12 O60MBHBIX XPOHHUECCKIIM
ractputoM. Harno3sl XPOHHUCCKOrO TracTpHTa H paka MHeayrxa
6Bl THCTOSOrHUecKN noATBepAAcHb. K ofenm rpynnam Kposliblx
POACTBCHHHKOB OBLIN COCTABJCHB COOTBETCTBYIOUINE N0 MHOJY N
BO3DACTy KOHTDPOJbHBIE IPYNNBl H3 48 Jull, HaXOAALlIHXCs Ha Jgede-
HIIH 10 MOBOAY Apyrux Gosesueil B LlenTpanbriof 60Jlb}muo Xapnio-
cKkoro paiiona dcroucxoii CCP.

Cpemnr 48 KPOBHBIX POACTBEHHHKOB OCOJbLHBIX PAKOM MCAYAKA
6b1s10 19 Mymxunn 1 29 xeumnn (cpeannil Bospacr — 42,2 roza).
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Cpennuii Bospact Jui COOTBETCTBYIOUCH KOHTPOJbHON PPYNNLI GBI
39,5 ser. Cpenn 48 KPOBHBIX POACTBEHHIKOB GOJbHBIX XPOHHYECKUM
ractpuroM Obuio 13 Myxund u 35 KeHUHH (cpefnuii Bo3pacT —
36,9 rona). Cpexnnii Bozpacr COOTBETCTBYIOIIEH KOHTPOJABHON IpyI-
not 6611 36,3 roaa.

¥ Bcex 192 oGc/ieq0BaHHBIX GBI ONpedesicHb aHTHTEJNA K 00-
KJIa04HBIM KJICTKAM KeJyAKa M0 MeTOAY HempsMOil HMMYHOQJIoO-
pecuenunn [12, 13] n npousBexeHa acnupaudoOHHAS racTPOGHONCHS
no obuwenpuusitoii Meroauke [14]. ['nertosoruueckas KapTHHA CJIHU-
3HCTOH OGOJIOUKH KeJlyJKa OLEeHHBAJACh 110 OOLIEH3BECTHBIM KPHTe-
pusm {15, 16]. BceM KpOBHBIM poACTBeHHHKAM GOJBHBIX paxkom xe-
JIYAKa M XPOHUYECKHM TaCTPHTOM OBLIO CAEeNaHO PeHTIeHOJIOTHUE-
CKO€ HCCJCAOBaHHE KENYAKa AJS HCKJOYEeHHS SI3BBI, IIOJHIOB HJH
paka xeayaka. I[onyuennble naHHble 06paGaTeiBaJHCh CTATHCTHYE-
CKH N0 MeTOAY perpeccHonHoro anaausa (M. IMerepcen {17]).

PesyabraThi

AuTHTena K OOKJIQJOYHBIM KJIETKaM XKeayAka He OblIH o6Hapy-
KEeHbl HH Yy OJHOTrO KPOBHOTO POACTBEHHHKA OOJBHBIX PAKOM ¥XKe-
Jayaka. 3ato 7 (14,5%) KPOBHBIX POACTBEHHHKOB GOJIbHBIX XPOHH-
YECKHM TracTPHTOM H 10 ofgHoMy auuy (2,1%) B KOHTpOJbHBIX
Tpynnax HMeaH aHTHTesna. PasHHUA B HaAJUYHM AHTHTEN K OOKJa-
JOYHBIM KJAETKaM JKeJyAKa Yy KPOBHBIX POJCTBEHHHKOB OGOJbHBIX
XPOHHYECKHM TaCTPUTOM H PaKOM JKeJyAKa CTATHCTHYECKH HOCTO-
BepHa (p<0,05). CTaTHCTHYECKH AOCTOBEPHO Yallle BbISIBJEHbLl aHTH-
Tesla K OOKIaAOYHBIM KJETKaM XKeJyAKa Cpead POACTBEHHHKOB
60JIbHBIX XDOHHYECKHM TacTPHTOM IO CPABHEHHIO C JIHIAMH COOT-
BEeTCTBYIOUle#l KOHTPOJbHOU rpynnel (p<0,05). B To ke Bpems cra-
TUCTHYECKH JOCTOBEPHOH PAasHUUBI MeEXKJLY HaJHYHEM AaHTHTEN K
OOKJIaIOYHBIM KJIeTKaM KeJyJIKa Y KPOBHBIX POACTBEHHHKOB GOJIb-
HBIX PAKOM KeJYyJKa M JIHI KOHTPOJbHOH I'PYNIEI BEIABIEHO He ObLIO
(p>0,05).

Xponnyeckuit QyHIasbHbIA racTput o6Hapyxuan y 30 (62,5%)
KPOBHBIX DOJACTBEHHHKOB GOJIBHBIX PaKOM 3KeJyAKa, YTO CTATHCTH-
YECKH He OTJHYaeTcsl OT 4acTOThl HaJuuHsa (27 ciayyaeB) XpOHHuUe-
CKOro racTpUTa cpedd KPOBHBIX POACTBEHHHKOB OOJIbHBIX XpOHHUYE-
CKHM racrpuroMm (p<<0,05).

B KOHTpOMbHOH rpynme XpOHHYECKHH racTpUT Obll OOGHapyKeH
y 17 un (34,8%), 4TO ZOCTOBEpPHO pexe, YeM Y KPOBHBIX POACTBEH-
HHKOB OOJIbHBIX XpOoHHYecKUM racTputoMm (p<<0,05). Takxke B mocro-
BEPHO MeHblIeM 4HcJe caydaeB (p<0,05), ueM y KPOBHBIX POLCTBEH-
HUKOB OOJIBHBIX PAaKOM XKeJYJIKa, XPOHHYEeCKHH racTput Obli o6Ha-
PYKeH y JIMIL COOTBEeTCTBYIOILeH KOHTpoJbHOH rpynnbl (19 cnyuaes
(39,5%)).

¥ nByX 60JBHBIX U3 KOHTPOJIBHBIX TPYIN H y TPeX KPOBHbIX POJ-
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CTBEHHUKOB OOJbHbIX XPOHHUECKHM TacTPHTOM MMEJICh alTHTeda K
O6KJIaJOUHBIM KJCTKAM JKEeJyAKa TP HaJHUHH HOPMAJbHON (QYyH-
JaNLHOH CJAHZHCTOH 060JOUKH. Y ueTbipeX POJACTBEHHHKOB OOJIbHBIX
XPOHHUECKIM TracTpHTOM, y KOTOPLIX OOHapyKeHBl aHTurena K
OOKMALOUHBIM KJeTKaM #KeJYAKa, Oblil XpoHnyeckHi ¢ymuaasbHsli
ractput. Cpean octaabibix 41 KpoBHOro pPOACTBEHHHKA OGOJBHLIX
XPOHHUECKIIM TACTPHTOM, Y KOTOPBIX aHTHTEN K OOKJIaJ0UHBIM KJCT-
KaM zKeayaka obuapyseno ue Ob10, y 18 cimnsncras QyuaanbHoil
YaCTH JKEAYAKA ObL1a IHCTOJOIMYCCKH HOPMAdbHOM, y st Gbi1
MOBEPXHOCTHBIH racTput H y 18 — arpoduueckuit $yHaanbibi
T4CTPHT, MPH ITOM B ABYX CJAyuasaX HMesa MCCTO KHLledHas Meta-
naasug. Cpean 47 JiHIL COOTBETCTBYIOLLEf KOHTPOJLHOR IPYNIEL, Y
KOTOPBIX He OOHAPYAKILTH aHTHTE K OOKNaJOUHBIM KJACTKaM KeIyA-
ka, 30 4eJOBCK HMMEJI THCTOJOTHUECKH HOPMAaJbHYIO CJIH3HCTYIO
dynganpioi vactu keayika, 6 — nopepxmoctuwifi racrpur, 11—
arpoduueckiil racTpPHT, NPITOM OANH 113 HIX ¢ KHIICUHOH MeTa-
nJjasueii.

M3 48 kpoBHLIX POACTBCHHHKOB GOJLHLIX pakoM skeayaxa y 18
camsneras  (yHAAALNOR  wacTH  Keayaka  Owsia HOPMasbHOH,
v 13 uMes MecTo MOBEPXHOCTHBI TacTpuT 1ty 15 — arpoduyeckini
racTpuT Tena skeayaxa. Cpean mocsaeanux v 5 Oblla  KHuIeunas
MeTalliasts, y OALOr0 pe3ellpoBan JKeJYyLOK MO MOBOAY S3BhI ABe-
HAANATHICPCTHON KHLWIKH My OfHOro pax xkeayaka. s 47 amn
COOTBOTCTBYIONICH KOHTPOJBHOH TPYNONbl, Yy KOTOPLIX ANTHTED K
OBKIAA0UYHBIM KACTKAM JKCAY/AKa He 0OHAPYIKIJIH, THCTOJIOTIYECKI
HOPMATILIYIO CAUSHCTYIO TE1a KEJYAKA nmes 28 uenonekx, v 6 oL
roBepXuocTHbl Gyniaapiblil ractput 1y 13 6w aTpoduuecklii
(GVIJIAJLHLHT TacTpUT, B TOM uHCJe Y ABYX C KHUICHHOH MCTania-
sneit (rada.).

OGcymaeHne pe3yabraron

Xpoiteckitil racTpHT Y KPOBHLIX POACTBLIHIIKOB GOJBLHBIX XPO-
HIYCCKHM TacTPHTOM 1 KDOBHLIX POACTBEHRIIKOB OOJBIBIX PaKOM
JKeJylka KabJlogactces ¢ OAlHaKoBoit wactoro#. Oguako anrnresa
K OOKJAAZOUMIBIM KJAeTKkaM ObLIH HAHJCIbl TOJALKO Yy KPOBHLIX POJICT-
BCHITKOB GOJBIBIX  XPOHHUCCKIM TACTPHTOM — Beero y 7 13 43
(14,5%) obcaenoBailiblX JIHIL.

Karx 1 K. Varis [8], Mpl pauumm autureaa K 00xJag0uisM Kaet-
Kam CAVAKA 1T APH FHCTOJAOTHICCKI HOpMaabHofl GyHAAILIOIN c/l-
sieTol oboacuke. Bee atn B uesosek 6uLti mosioke 30 get. Momxno
NPCATOAOKIITL, YTO Y 9THX JHIL B OVAVILCM BOZHIKHCT XPOHHIUCCHIT
racrpur. Kax cunraer G. B. J. Glass n coast. [18], ¢ yrayGacunew
NOPazKeHI CAH3ICTONR 060J0UKI JKeyaKa, YacToTa Hamiuisg autii-
Tes K OOKIaNOMHBIM KACTKAM JKeJqyaKxa yBeanuiuBaercs.

Hecmorpst Ha 60JbIIYIO UACTOTY XPOHHUECKOrO ractpura cpeill
KPOBHBIX  POACTBENHIKOB OOJLHBIX PaKOM IKeAyARa, ANTHTeT K
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06KMAL0UHBIM KJIeTKaM yKeayaka Mel y nnx He nauww. B. IT. Caay-
nepe 11 B. M. Karaesa [7], o6caeayst poacTBCHHIKOB GOJbHBIX PAKOM
JKeJdyaKa, TakkKe peKko 00HapyKHBaI Y HHX autiresa K 00KiI1a/104-
HEIM KJETKaM JKeayaka. JIia KOHTPOABHBIX TPy 00aCH XPotititie-
CKIIM TacTPUTOM OTHOCHTEABHO PEAKO, HO B CAIMIMHBLIX CJAydasx v
HIIX BOISBJICHBL AlTHTEJA K OOKJAAA0UHBIN KieTkaM Keayaka. [Hauri
2,1% B MEIHIIHCKOH MOMYJASIHHE COOTBETCTBYIOT HIDKHCMY NpEeIeTy,
moayaeHHoMy v 3aoposeix P. Ashurt [19] (2-9%) u B. Caaynepe
[12] (2—-8%).

TaxuM 06pasom, cjaegyeT MPeNNooKiTh, UTO  XPOHHUCCKI
racTPUT Y KPOBHBIX POJACTBEHHHKOB OOJILHLIX PAKOM KeJay/Ka, Kak
ny camnx OOJbHBLIX PAKOM JKeJyJKd, ile CBsi3aH ¢ HMMYHOJOTHYE-
CKIMH CABHFAMH, TaK KaK aHTHTesda K OOK/IaLOUHLIM KJeTKam Ke-
Jyika obHapyxusaioTes odenb peaxo. R. E. Krawetz n coasr. [20],
P. Ashurt [19] u B. Ungar [21] BusiB/isinn antute/a K 00KIa0UHBIM
KJ1eTKaM y OOJIbHBIX PAKOM »KeqyJdKa He ualle, YeM y 310pOBBIX
mozeil. BeposTHo, ¢nocoBHOCTL HMMYHOJIOTHYECKHX CHCTEM peari-
pOBaTh BLIPAOOTKOM KeJYI0UHbIX aHTHTEJ B KAKOH-TO CTENEHH lepe-
JaeTcs 1O HacJaeaCTBY.
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PARIETAL CELL ANTIBODIES IN THE RELATIVES
OF PATIENTS WITH GASTRIC CANCER AND
CHRONIC GASTRITIS

U. Valdja, R. Uibo
Summary

48 first- and second-degree relatives of patients with gasiric
cancer, 48 first- and second-degree relatives of patients with
chronic gastritis and control hospital patients corresponding to
them by sex and age were studied. The state of the gastric body
mucosa was assessed in these persons by means of the histological
examination of suction biopsy specimens. Serum parietal cell
antibiodies (PCA) were determined by means of the indirect
immunofluorescence test.

PCA had a significantly higher incidence in the group of
relatives of patients with chronic gastritis than in the corre-
sponding control group. In the group of relatives of patients with
gastric cancer PCAs were not detected, although the occurrence of
chronic gastritis in this group had the same frequency as in the
group of relatives of patients with chronic gastritis.

It is supposed that chronic gastritis in relatives of patients
with gastric cancer, like chronic gastritis in patients with gastric
cancer, is not associated with immunological reactions to the
gastric mucosa, and therefore differs immunologically from
chronic gastritis in relatives of patients with chronic gastritis.
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HUMORAL IMMUNITY AND CHRONIC GASTRITIS IN
FAMILIES OF PATIENTS WITH ADULT
PERNICIOUS ANAEMIA

K. Varis, T. IThamiki, P. Sipponen

Gastroenterological Unit, Second Department of Medicine,
University of Helsinki.

The gastric mucosal lesion in idiopathic chronic gastritis is
characterized by increased round cell infiltration. These “in-
flammatory cells”, lymphocytes and plasma cells, are regarded
as immunologically competent cells [l, 2]. This suggests that
immunological phenomena may participate in the pathogenesis of
chronic gastritis. The pathogenetic significance of immunological
factors is, however, still obscure. Both cell mediated and humoral
immunity seem to be related to severe atrophic body gastritis with
or without pernicious anaemia [3, 4, 5}, in which round cell infiltra-
tion is usually minimal or absent. The examination of this
“burnt out” end stage of chronic gastritis will reveal only partial
information on the pathogenesis of this disease because the
immunological status may vary during the progression of gastritis.
This makes it necessary to examine and follow up earlier stages
of the process. Pernicious anaemia is to some degree genetically
determined [6, 7, 8]. Accordingly, it is probable that different
stages of chronic gastritis promoting the development of severe
atrophic body gastritis can be found best in families of patients
with pernicious anaemia.

Material and methods

68 probands with adult pernicious anaemia were consecutive
patients treated at the Medical Outpatient Clinic of the Meilahti
Hospital, Helsinki. The mean age of the probands was 62.5 years
(range 22—88) and the male/female ratio 0.39.

Of all first-degree relatives of the pernicious anaemia probands
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183 (726,) accepted the invitation. Their mean age was 46.2 vears
{range 16-—87) and the male/female ratio 0.80.

The controls were 354 first-degree relatives of 78 probands who
had been computer matched with 78 subjecls with gastric carcinoma
and they could well be regarded as representing the Finnish
general population. The mean age of controls was 46.3 years
(range 16—-86) and the male/female ratio 0.87. A close description
of the series and controls is given elsewhere [9].

The gastric biopsies were obtained by the Olympus GIF gastro-
scope. At least 4 specimens were obtained from the middle of the
antrum and 6 specimens were taken from the anterior wall and
greater curvature of the midbody. In controls 10 to 14 biopsies
were taken from the gastric body. The specimens were processed
in the usual way, and the classification of gastritis is given
elsewhere [10}.

Parietal cell antibodies were determined by the indirect
immunofluorescence method, using bivalent rabbit-antihuman-
1gG-IgM-globulin conjugated with fluorescein isothiocyanate {11].
A titer of 1:1 was considered positive.

Blocking antibodies against intrinsic factor were demonstrated
and titrated by the charcoal method of Ardeman-Chanarin {12].

Results

Morphological state of the gastric mucosa

Biopsies from 59 pernicious anaemia probands were studied
and all had total or almost total loss of normal body glands. 75%
of them had normal antral mucosa in all specimens, 9% had
superficial gastritis and 169 had atrophic gastritis. Round cell
infiltration was minimal or absent in the body in 73% and in the
antrum in 839%.

In the pernicious anaemia relatives the total prevalence of
chronic body gastritis was 639% and that of antral gastritis 47%.
In the body area 139 had severe atrophic gastritis, 139 slighter
forms of atrophic gastritis, 379 superficial gastritis and 37%
normal mucosa. 70% of relatives with severe atrophic body
gastritis had minimal or absent round cell infiltration in the body
mucosa. In these relatives the antral mucosa was normal in 78%,
superficial gastritis was detected in 139 and only 9% had atro-
phic gastritis,

Total prevalence of chronic gastritis in the body was 599, in
controls but only 1% had severe atrophic body gastritis. Some
degree of antral gastritis was found in 63% of controls.
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Tabie 1

Occurrence of parictal cell antibodies in relation to the gastric mucosal status
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Parietal cell
antibodies

Parietal cell antibodies were
found in 40% of the pernicious
anaemia probands, in 199% of
their relatives and in 7% of the
controls. The difference between
the relatives and controls wa
statistically significant (<C0.01).
65% of relatives with severe
atrophic body gastritis  had
parietal celi antibodies (Table
1). 139 of relatives with nor-
mal body mucosa had these
antibodies but oniy 3% of
conlrol subjects without body
gastritis had them. The mean
age of relatives with normal
body mucosa and parietal ccil
antibodies was 55.6 vears and
that of relatives with normal
hody muccsa and without pari-
etal cell antibodies 38.2 years.
The mean age of relatives with
some degree of chronic gastric
and parietal cell antibodics was
52.9 years. High titers, above
1:1000, were found mainly in
periicious anacmia probands
and in relatives with severe
atrophic body gastritis.

Intrinsic factor
antibodies

Circulating intrinsic factor
antibodies were found only in
connection with overt pernicio
araemia or severc atrophic
body gastritis. These antibodics
were jound in 449% of probands
with overt adult pernicious
anaemia, in 3.3% of their rela-
tives and in 1.7% of the
controls.
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Family aggregation of abnormalities

Severe atrophic body gastritis with normal or almost normal
antrum tended to be aggregated in certain families who also
showed aggregation of parietal cell antibodies (Tables 2—3).
Two families had an aggregation of parietal cell antibodies with-
out aggregation of severe atrophic body gastritis (Table 4).

Table 2

Aggregation of severe atrophic body gastritis and parietal cell antibodies
in the family of a proband with overt pernicious anaemia

Histology of the
gastric mucosa

Parietal cell

Subject Age antibodies
Body Antrum
Proband 48 A3 N
‘Mother 74 # 1:100
Sister 46 S Al 1no
Brother 43 S Al no
Sister 40 A3 N 1:100
‘Brother 38 S S no
Sister 35 S S no
Daughter 20 N N no
Daughter 18 A3 N 1:100
*) no biopsies, achlorhydria
N=Normal mucosa
S =Superficial gastritis
Al=Slight atrophic gastritis
A3=Severe atrophic gastritis
Table 3

Aggregation of severe atrophic body gastritis

and parietal cell antibodies

in the family of a proband with overt pernicious anaemia

Histology of the
gastric mucosa

Parietal cell

Subject Age antibodies
Body Antrum

Proband 53 A3 N 1:10
Mother 77 A3 N 1:1000
Sister 49 N N 1:100
Sister 48 A3 N 1:100
‘Daughter 29 S S no
Daughter 29 S S no
Daughter 27 N N no

N=Normal mucosa
S=Superficial gastritis

A3=Severe atrophic gastritis
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Table 4

Aggregation of parietal cell antibodies without aggregation of severe
atrophic body gastritis in the family of a proband with overt pernicious anaemia

Histology of the
) gastric mucosa Parietal cell
Subject Age | antibgdies
Body Antrum
Proband 62 A3 Al 1:100
Brother 53 S Al 1:100
Brother 50 N Al 1:10
Son 24 S S 1:10
N=Normal mucosa
S=Superficial gastritis
Al =Slight atrophic gastritis
A3=Severe atrophic gastritis
Discussion

Chronic gastritis can be classified into subgroups with differ--
ent biological behaviour {10, 13, 14, 15, 16] according to morpho-
logical, functional and immunological alterations. Severe atrophic
body gastritis with hypofunction of the fundal area and associated
with circulating autoantibodies forms a pattern called type A
gastritis (16). One single major inherited factor, the “A-factor”,.
seems to participate in the development of the mucosal lesion in
type A gastritis and is possibly the main cause of it {9, 17]. What
then is the significance of parietal cell and intrinsic factor anti-
bodies in the pathogenesis of the mucosal lesion in type A gastritis
and what is their relationship to the A factor? Some animal
experiments indicate that parietal cell antibodies may damage the-
function and morphology of parietal cells [18, 19, 20]. However,
there is no conclusive evidence for a cytotoxic effect of parietal
cell antibodies in man. In this study, 13% of relatives of probands
with pernicious anaemia who had normal gastric body mucosa had
parietal cell antibodies. Their mean age (55.6 years) was higher
than that in all pernicious anaemia relatives (46.6 years) and in
parietal cell antibody positive relatives with chronic gastritis
(52.9 years). This indicates that people in the first group with a
rather high mean age had no liability to chronic body gastritis.
despite the presence of parietal cell antibodies. However, this does
not exclude the possibility that high titers of parietal cell antibodies
could act as a cofactor in the development of the gastric mucosal
lesion. In this study, people with a normal body mucosa had only:
low titers of parietal cell antibodies (1:10) and high titers above
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1:1000 were found mainly in association with severe forms of
atrophic gastritis. It is also possible that parietal cell antibodies
can have a damaging effect only against gastric mucosa which is
first altered and made vulnerable by other factors. In this study
we could find parietal cell antibody negative subjects in all the
different stages of chronic gastritis which indicates that atrophy
ol parietal cells can develop without the presence of circulating
parietal cell antibodies.

Earlier family studies reveal that although severe atrophic
body gastritis and parietal cell antibodies are often aggregated in
the same families, parietal cell antibodies also can alone be
aggregate in families [21]. The results in this study coniirm this
finding. It indicates that although the factors causing the devei-
opment of severe atrophic body gastiritis and parietal cell anti-
hodics are closely linked, they are not identical.

Circulating intrinsic factor antibodies cccurred only with
severe atrophic body gastritis with or without pernicious anaemia.
Accordingly, they cannol be considered a causative fTactor in the
pathiogeresis of chronic gastritis, Long term follow-up studics
reveal that people with these antibodics may retain normal ab-
sorption of vitemin By for vears 114, 15, 22, All these findings
indicate that circuiating intrinsic factor antibodies may be oi
fimited sionif e. On the other hand, inlrinsic fact tihodics
in the gasiric juice may have a direct neutralizing effect
mall amount of intrinsic Tactors present [23). Resently, in
acior antibodics woere detected in the gastric juice of su
vith severe atrophic body gastritis but without sigrs of vis
By, ralabsorption [24]. This again indicates that intrinzic
antibodics cven when in the gastric juice may have only limited
sionificance, though these findings must be evalnated more
closely.

=y

Conclusions

Humoral immunity is related first of all to severe atrophic body
gastritis with or without pernicious anaemia. This type of oastric
mucosal lesion is mainly caused by a single major inherited factor,
called the “A-factor”. The factors causing the development of
parictal cell antibodies are closely linked with this factor although
they are not identical. Parietal cell antibodies have no significant
cytotoxic effect in man. Rather they are merely an indication of
an altered immuneresponse. Circulating intrinsic factor antibodies
have no significant role in the development of the mucosal lesion
in chronic gastritis. Their significance in the development of overt
pernicious anaemia is also limited.

58



3.
14,

REFERENCES

Baur, S, Koo, N. and Taylor, K. B.: The immunoglobulin class ol
autoantibody-containing cells in the gastric mucosa. Immunology 1970,
19, 891—894.

Crabb¢, P A and Heremans, J. F.: The distribution of immunoglobulin-
containing cells along the human gastrointestinal tract. Gastroenterology
1966, 51, 305—316.

. Finlayson, N. D. C, Fauconnet, M. H. and Krohn, K: in viiro

demonstration of delayed hypersensitivity to gastric antigens in pernicious
anemia. Am. J. Dig. Dis. 1972, 17, 631—638.

Fixa, B, Thiele, H G, Komarkova, O. and Nozick, A Z.:
Gastric autoantibodies and cell-mediated immunity in pernicious anemia:
a comparative study. Scand. J. Gastroent. 1972, 7, 237—240.

Tai, C.and McGuigan,J. E: Immunologic studies in pernicious anemia.
Blood 1969, 34, 63—71.

Callender, S. T. and Denborough, M. A: A family study of
pernicious anemia. Brit. J. Haemat. 1957, 3, 88—106.

Mclntyre P. A, Hahn, R, Conley, C. L. and Glass, B.: Genetic
factors in predisposition to pernicious anemia. Bull. Johns Hopk. Hosp.
1959, 104, 309—342.

Mosbech, J: Heredity in pernicious anemia. Thesis. Munksgaard, Copen-
hagen, 1953.

Varis, K, Thamiaki, T, Hiarkonen M, Samloff, . M. and Siu-
rala, M. Gastric morphology, function and immunology in first-
degree relatives of probands with pernicious anemia and confrols. Scand.
J. Gastroent. in print.

Siurala, M, Isokoski, M, Varis, K. and Kekki, M.: Prevalence
ol gastritis in a rural population. Bioptic study of subjects selected at
random. Scand. J. Gastroent. 1968, 3, 211—223.

. Coons, A, H. and Kaplan, M. H.: Localization of antigens in tissue

cells. Il. Improvements in a method for the detection of antigen by means
of fluorescent antibody. J. Exp. Med. 1950, 9, 1—13.

- Ardeman, S. and Chanarin, I.. A method for the assay of human

gastric intrinsic factor and for the detection and titration of antibodies
against intrinsic factor. Lancet 1963, 2, 1350—1354.

Pitchumoni, C. S. and Glass, G. B. J.: Patterns of gastritis in
alcoholics. Bicl. Gastroenterol. (Paris) 1976, 9, 11—16.

Rose, M. S, Chanarin, I, Doniach, D, Brostofl, J and Arde-
man, S.: Intrinsic factor antibodies in absence of pernicious anemia.
3—7 year follow-up. Lancet 1970, 2, 9—12.

Siurala, M, Varis, K and Wiljasalo, M: Studies of patients
with atrophic gastritis: a 1015 year follow-up. Scand. J. Gastroent.
1966, 1, 40—48.

Strickland, R. G. and Mackay, I. R:: A reappraisal of the nature and
significance of chronic atrophic gastritis. Am. J. Dig. Dis. 1973, 18, 426—
440.

7. Varis, K,Lehtola, J,Sipponen, P, Kekki, M, Thamiki, T. and

Siurala, M. Genelic aspects of gastric carcinoma, gastritis and
pernicious anemia. 10th Int. Gongr. Gastroent., Budapest 1976. In Current
Views in Gastroenterclogy, Budapest 1977,

. Hausamen, T. U, Halcrow, D. A. and Taylor, K B.: Biological

effects ol gastrointestinal antibodies. II. Histological changes in the
stomach induced by injection of specific heterologous antibodies. Gasiro-
enterology, 1969, 65, 1062—1070.

- Tanaka, N. and Glass, G. B. J.: Effect of prolonged administration of

parietal cell antibodies from patients with atrophic gastritis and pernicious

59



arlemia on the parietal cell mass and hydrochioric acid output in rats.
Gastroenterology 1970, 58, 482—493. .

90. Walder, A. L.: Experimental achlorhydria: Techniques of production with
parietal cell antibody. Surgery 1968, 64, 175—184.

21. Varis, K: A family study of chronic gastritis: histological, immunological
and functional aspects. Scand. J. Gastroent. 1971, 6, Suppl. 13.

22. Wood, I. J, Ralston, M, Ungar, B. and Cowling, D. C.: Vitamin
B, deficiency in chronic gastritis. Gut 1964, 5, 27—37.

23. Doniach, D. and Roitt, I. M.: An evaluation of gastric and thyroid
autoimmunity in relation to haematologic disorders. Seminars. Haemato-
logy 1964, 1, 313—343.

24. Varis, K, Stenman, U-H, Lehtola, J. and Siurala, M.: Gastric
lesion and pernicious anemia: a family study. Acta Hepato-gastroenterol.
1978, 25, 62—67.

TYMOPAJIbHbIM UMMYHUTET U XPOHHUYECKHH
TACTPUT B CEMbSX BOJIbHbIX MEPHUIL(MO3HOH
AHEMUEW B3POCJIbIX

K. Bapuc, T. Uxamsru, I1. Cunonex
Peswome

Mop@osoriio CJAH3UCTOH OGOMOUKH JKeJIyaKa I TyMOpaJbHbIA
MMMYHHTET H3yyaad y 68 GoJIbHBIX NMEepHHLIHO3HON aHeMHeH B3poc-
JabX, y 183 WX pOJACTBEeHHHKOB NEPBOH CTeNeHH pPOACTBA H Y
354 KOHTPOJIbHBIX JIHI[ C LeJbl0 HCCAeN0BaHHSA B3aHMOOTHOLIEHHS
STHX (PEHOMEHOB NpH BOSHHKHOBEHHH XpOHHYeckoro ractpura. I1poG-
HBle KYCOUKH M3 CJAM3HCTOH OOOJOUKM Teja KeJyAKa W aHTpyMa
ObLIH B3STH NMOJ BH3YaJbHBIM KOHTposeM. Onpemessiii UUPKYJIH-
pylolllie aHTHTesa K OOKJAdOUHBIM KJIETKaM XKeJyAKa I K BHYTpeH-
HOMY (axTopy.

Bce npoGaHAbl ¢ NepHHLHO3HON aHeMHeHd MMEJI BLHIpaKeHHble
dopMHbl aTpoHUeCcKOro racTpuTa Tena xeayaxa. Taxoe xe mopaxe-
HHe 6blIO HalifeHo y 13% pOACTBEHHHKOB 3THX OGOJILHBIX H TOJbLKO
y 1% KOHTPOJBHBIX JHIL. AHTHTeNa K OOKJIaA04lbiM K/IeTKaM ObliH
o6uapyxens y 409 mpo6annos, y 19% ux poxacrsennnkos ny 7%
KOHTPOJIbHBIX JHIL 65% POACTBEHHHKOB C BbIPaXKEeHHbIM aTpoguue-
CKMM TacTPHTOM TeJla KeJydKa HMeJH B KPOBH 5TH aHTHTeJa. 3arto
y 139 pOACTBEHHHKOB C HOPMaJbHOM CIAM3HCTON Teja XeqyaKa Tak-
’Ke o6HapyKeHbl aHTHTeNa K OOKJIaJOuHBIM KJeTKaM Kesyaxa. i
AHTHTENA YaCcTO BCTPEUAJHCh y YJICHOB CeMeH ¢ YacThIM BbIpaxeH-
HBIM aTpPO(UUECKHM FacTPUTOM, OAHAKO B HEKOTOPBIX CEMbSX 6B110
0GHAPYKEHO TOJBKO CKOIUIEHHE aHTHTEN K OOKMaJOUHBIM KJIETKaM.
D70 06CTOATENBCTBO YKA3BIBAET, UTO HECMOTPS Ha TO, UTO (AKTOPEI,
BBI3BABIIMC AHTHTENA K OOKJaZOUHBIM KJETKaM, TeCHO CBf3aHHBIE C
¢$paxTopamu, 00yc/0BIHBAIOLUINMH Pa3BUTHE aTpoHUUYeCKOro racTpura
Tesla KeJyAKa, BCe JKe He HACHTHUHbl. AHTHTeNa K BHYTPEHHEMY

60



¢ akTopy OblIM HaHAEHBl TOJBKO IPH BBIPAXKEHHOM aTpO(pUYECKOM
racTpHuTe TeJa KeJyJAKa KaK OJHOBPEMEHHO C IEepPHHIHO3HOH aHe-
MHeH, Tak u 6e3 Hee. CyeIOBaTe/NbHO, 3TH aTHTE/a He MMEIOT 3Ha-
YeHHSI B I1aTOreHe3e aTPo(pUIECKOro racTpHUTa.
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Yu. zan. TapTyckoro roc. yu-ta, 1979, suu, 485, c. 62—66
Acta et commentat. Univers. Tartuensis, 1979, v. 485, pp. 62—66

HMMYHOTIATOJIOTUYECKHWE CABUTH
NMPU XPOHUYECKHUX 3ABOJIEBAHUAX
FENATOBUJIMAPHOM CHUCTEMDI

B. A. Caapma

Kadeapa rocnuranapHoil Tepaniu
TapTyckoro rocyaapcTBEHHOrO YHHBepCHTeTa

3a mocaenHee JECATHJETIE B CBA3H C Pa3BHTHEM 3KCMEePHMEH-
TaNAbHOI 1 KJAHHNYECKOH# HMMYHOJOMHH 3HAUYHTEABHO YIJIYOHJINHCD
npejCTaBJeHHs O HMMYHOMNATOJOIHUECKHX MeXanusmax 3aboJesa-
HU{l renaToOHARApHON CHCTEMBl. B HacTosillce BpEMs yz&Ke H3BECTHO,
4TO XPOHMYECKHH aKTHBHBIA FENATHT II IEPBHYHDIA GH/IHAPHDIH 1Up-
PO3 TeueHH SIBJSIOTCS ayTOHMMYHHBIMH 3200J€BaHHAMH M UTO IIMMY-
HOTIATOJIOTHYECKHE TPOLecchl HIPAloT BAayKHYIO POJib H NpH 00paso-
BAaHMM pPAa3JMUHLIX APYrHX 3aboJeBaHiii neuenu {1—8]. OgHaxo o
3HAYCHHH POJIH HMMYHOJOTHUCCKHX MCXaHM3MOB B TEUEHHII XPOHI-
yeckHX 3a00JeBaHMil KeJUHBIX OyTeH MaJo H3BECTHO, XOTS NeueHb
H JKeJIUHbIe XOAbLl COCTABJSIOT €IHHYIO CHCTEMY.

BoJibinoe BHMMAaHNE NPHBJEKAeT H3YUeHHE ayTOMMMYIHBIX CABH-
rOB NpH NepBHYHOM OHJIHADHOM IHPpO3e (ITBLL), Ho ZxerandbHbie
MEeXaHH3MBl naTtoreHe3a »Tol 6oJie3HH ocTalTes A0 CHX IOP Hedc-
upivMi. O6 ayronmmynno# npupose ITBLL roBopsT CXOACTBO €ro
THCTOJIOTHYECKO KapTHHBL ¢ MOPQOJOTHEH HMMYHOJOIHUECKHX pe-
aKlufi, TYMOpa/bHble aHTHTEJa K Pa3/JHUHbIM KOMIIOHCHTAM TKancil
1l OTCYTCTBIE 3THOJOTHYECKOTO (akTopa. Y GOMbHBIX [TBLL uacro 11
B BBICOKIIX THTpPax BCTPEUAlOTCs UHTOMJIA3MaTHYECKNE [9, 10, 11],
MHTOXOHApHAJbHBIE AHTITENA [11, 12, 13, 14], a Takxe aHTHTend
K raagkoit myckyaatype [12, 15]. Opnaxko 5TH aHTHTe/Na BbHISBJI-
10TCst H Y GOJBHBIX ¢ APYTHMIL XPOHHUCCKHMI 3200I€BAHNAMH MEUCHII
i 5To aBnenne me cunraior cnenndunuyeckum [11, 131 F. Paronetto
¢ coant. [10] 06HAPYKUAM AHTHTEA K TKAHH LIHTOBHAHON JKeJNe3bl 1
KeqyaKka y O0JbHBIX [1G11. Brnoane BO3MOXKHO, YTO 3TH aHTHTCJA
ABJIAIOTCS MOKA3aTeJAsSIMI HaJNdls coOueTanHbIX OoJesneil, xapakrep-
upix aast [IBLL: cunapoma Cherpena, peBMAaTOIIHOTO apTpHTa, CKJ/e-
pojepMIil, ACPMATOMHO3NTA, S3BEHHOTO KOJNTA M THPCOHAUTA Xa-
cnmoto [16, 17]). MiaMeHCHHS HMMYHOTJOOYJIIHOB TaKiKe He HO3BO-
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JISIIOT XapaKkTepu3oBaTh 3Ty 6ose3Hb, Tak Kak npu [1BL] Mmoxer GbiTh
OJHOBPEMEHHOE NOBBILIEHHE BCEX TPEX KJIACCOB HMMYHOTJIOGYJIHHOB
[13, 16, 17].

Hwmeromasca nadopManns 0 KIeTounoM HMMYHHTETe Y GOJNLHBIX
IIBLI HemocTaTouHa. YCTAHOBJEHO H3MEHEHHE HMMYHOPCAKTHBHO-
ctu: iuMoountel 6onbHbX TIBLL orBeyaiorT Ha cTHMYAANMIO BUTOTE-
MarrJlOTHHUHOM MaJOBBIpaXKeHROH peakuueil 6aacrrpancdopma-
wiu [12, 13]. PesysbTaTsl KJ€TOYHBIX MMMYHHDBIX PEAKIHH C TKame-
BBHIMH @HTHI€HAMH CBHAETEJLCTBYIOT O CEHCHOHAU3ANHH JUMPOIHTOR
Gosbnbix ITBIL k nporensam xedun [18] U K AYKTYJAPHBIM KOMIIO-
HenTam nevenn [19, 20].

Boamoxio, uto renernueckue hakTopbl UTPAiOT BAKHYIO POIb B
narorenese [1BIl. Ha ocHoBe 3TOro, MOKHO OOBACHATL Maa03¢-
(QEKTHBHOCTL JleyeHHst HMMYHOCYNpeccaHTaMi 3THX OGOJbHBIX 17,
21, 22]. T'eneasoruueckuii aHa/Ju3 BBIABHJ CJIyyau ceMefiHOro 3a0o-
Aesannst IIBI] cpean 6amxafiinX pOACTBEHRHHKOR, 0COBEHHO CPeAN
Aouepedt i cectep GOJMbHBIX, & TAKKE TO, UTO CPCAH POJACTBEHIIIKCS
GOJbHLIX (B UAaCTHOCTI, II€PBOH CTENEHI POICTBA) BCTPEUACTCA YKeJ-
uexamennas 6osesdb [23].

ITH Jaunble HaBOAST HA MbBICJb, UTO HCKOTOPBIC (hAKTOPLI, NpIi-
BOASIILHE K PA3BHTHIO BHYTPHIICYEHOUHOTO X0JECTA3a, AOJKHEDL OLiTh
O0WNMH ¢ (PakTOpaMH, OTBETCTBCHHBIMH 3@ PA3BHTIC BHCICUCIONU-
HOro xoJjiccTasa. Bo-nepsoix, Hauaso MOBPC/KACHIA Kax NPH BUYTPI-
MCHEHOUHOM, TAK H TPH BHENCHEHOUHOM XOJICCTA3€ CBS3LIBACTCH
napyuweutiem MeroGoanama xenuin [17, 24—29]. Bo-stopoix, mai-
TEILHBI X0eCTa3 Mi00Oro THHA BLI3BIBACT ACUCHEPAIIND H HCKPO3
FenaTouuTOR, a TAKKEe H3MCHEHIST B JKOAUHLIN X0AaX, Taxum obpa-
30M, MPOLECC MOXKET NMPOTPLCCcHPOBATL B OIUIHAPHLLL IIIDPO3 MedeHI.
JelcTBrTeNIbIO, 10 HACTOALIECIO BPEMEn emle HeT OTBeTa Ha BOI-
poc, moyemy Yy OANHX OOJBHLIX XPOHIMecKuMH 3a00JeBaligMil
JKCJIUHBIX MyTel pasBUBaeTCsd BTOPHYHBIA Oiliiapuulii nUppos meskeH,
ay APYrux — HeT. BO3MOXKHO, YTO H3MCHEHHE HMMYHHOR peakTHB-
HOCTH OpraMmsMa HMeeT pPelIaioliee 3HAUCHHE B TPOrPecCHpOBANHI
GonesHu.

Cencubuausanus opraHusMa GOJbHBIX XPOHUYCCKHMH 3a6oJe-
BaHHSMH JKEJIUHBIX IIyTell K YCJOBHO MaTOTeHHO{ MHXpogJope, ha-
psALy ¢ ocaabReHHEM 3aUIHTHBIX HMMYHHBIX MCXaHU3MOB, MOZKET
CNOCOOCTBOBATL 3aTAXKHOMY TeueHHio 3abosesauns [30]. O poan
GakTepHaJbHBLIX aJJeprudecKHX MEeXaHH3MOB B NAaTOTCHE3e 3THX
3abosieBaHMi TOBOPAT MHOrHe Hccaenosanus [30—33].

B nanbuefiuiem 6bl10 BLIICHEHO, Y4TO H3MEHEHHST HMMYHHOI peak-
THUBHOCTH OpraHu3Ma oGycJIOBJIEHB HE TOJbKO JAeHCTBHEM MHKPOG-
HBIX, HO M TKaHeBBIX aHTHreHOB. PesyabTaThl HccJeLOBaHNS
A. A. Acxaposa [34] nokasaian, uto y 58% GOMLHBIX XPOHHUCCKIMI
XOJICHCTHTAMHA HMEITCH UMPKYJHPYIOLIHE aHTHTeJa K TKaHsM
7K€JYHOrO Ny3bIPsi, KOTOPBIE BRICOKOCHEUHPHUUHE H 06JaLatoT HUTO-
TOKCHYeCKHMH cBoiicTBaMu. Muorue ncenenosartenn [9, 35—39] npu-
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NHCBIBAIOT AHTHTEHHYIO CHEeLH(GHUYHOCTb AYKTYJSPHBIM aHTHTEeHaM
nedend. Ilo pauneim F. Paronetto ¢ coasr. [35], 3tn anTuTesa aBasA-
I0TCSI XapakTepHbBIMH HMMYHHBIMH Tloxasatesasamu npu I1BLL neuenn,
OHAKO OHH OOHApY:KHBAIOTCSA H B KPOBH OOJbHBIX APYrUMH 3a60-
JIEBAHUSIMHU TI€HeHH, B TOM YHcJe Y O0JbHBIX BTOPHYHLIM OGUITAPHBIM
uupposom [40]. Kpome Toro, y 60JbHBIX BTOPHYHBIM GHIHAPHBIM LHP-
PO30M yCTaHOBJIEHBI H MHTOXOHJApHaJbHbe antureaa {11, 12}, a Tak-
JKe TIOBHIIIEHHE B KPOBH HMMYHOIJIOOYNHHOB KaaccoB A u G [16].

CyuiecTByeT MHEHHE, YTO HEKOTOPble KOMIIOHEHTDI JKEJYH HMEIOT
aHTHreHHoe neiictBue [18, 41, 42, 43]. A. L. W. F. Eddleston ¢
coaBT. {18], KoTOpHE u30MMpPOBaSH OXHY (PAKIHI TPOTEHHA H3
JKeJIYH, cOoOOLAI0T O HHTHOHIMU MHUTPaUHH JAMOOIHTOB GOJbHBIX
INIBIL nox BosgeficrBueM storo mporeuna. A. ¥0. Koagurc ¢ coasr.
{43], ucnonb3yst B KauecTBe aHTHreHA YKa3aHHBIH NPOTEHH KEJUYH,
Halljla B KyJbType JUMGPOLUHTOB GONBbHBIX XPOHHUECKHM XOJELHCTH-
TOM M XOJIaHTHTOM OXKHBJIEHHYI0 OJactrpaHcopmauuio. ITH AaH-
HBle CBHIETENbCTBYIOT O HAJHYMH AHTHTEHHBIX KOMIIOHEHTOB B
JKEJUH, KOTOPHIE BBISHIBAIOT LEJJIONSpHblE HMMYHHBIE DPEaKIHH He
TOJILKO y GOJIbHEIX XPOHHYECKHMH BOCHAJHTEJIbHBIMH TIPOLECCaMK
JKeMuyHBIX myTelt, Ho u npu JIBIL

W3 BbIIEyKa3aHHOrO CJIEAYeT, YTO BHISICHEHHE POJIM MMMYHONa-
TOJIOTHYECKHX 3a00JIeBaHUH JKEJYHBIX NMyTell fBJSIETCS BaKHOH 3a-
Jaueil ¥ TpebyeT AaabHeHIIEro H3yUYEHHS.
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IMMUNOPATHOLOGY OF CHRONIC HEPATOBILIARY
DISEASES

V. Saarma
Summary

The paper deals with the results of humoral and cellular

immunologic reactions, which give some information on the patho-
genesis of primary biliary cirrhosis and chronic bile duct diseases.

A

number of immunologic phenomena are known, but their

significance ist not clear and their explanation therefore often
uncertain.
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LYMPHOCYTE SENSITIZATION IN CHRONIC
' LIVER DISEASE

V. Saarma, A. Javois

Chair of Hospital Therapy and Central Medical Research Laboratory,
State University of Tartu

It is generally accepted that cellular immunoreactivity plays
the most important role in the pathogenesis of chronic active
hepatitis and its sequels {1—5]. At the same time, mechanisms
responsible for the developement of hepatitis and cirrhosis induced
by toxic chemical agents, drugs or alcohol, are still unkown. Only
recently attention has been focused on the immunological aspect
of these diseases [6—20]. According to the postulated mechanism,
a toxic agent brings about the active liver disease indirectly,
inducing the formation of “neoantigens” or “autoantigens” {19,
21, 22]. Obviously, sensitized lymphocytes occupy an important
place in the chain of immunoreaction.

Material and methods

In order to examine the role of immunopathological mecha-
nisms a study was carried out in a group of 189 patients with
different liver diseases (Table 1). The experimental sample consist-
ed of 31 patients with chronic active hepatitis (CAH), 73 patients
with toxic (chemical- or drug-induced) hepatitis (TH) and 85
patients with alcoholic hepatitis (AH). The control group
consisted of 34 healthy persons. The diagnosis was based on
etiological factors and clinical picture before liver biopsy findings.
No patient with AH or TH had a history of prior acute viral
hepatitis and HBsAg positive patients were excluded. But 17
patients with TH had also a history of alcohol abuse.

In addition to standard liver function tests sera were also
tested for Australia antigen. Liver biopsies were assessed for the
following features: liver cell necrosis, inflammatory cell infiltrate,
fatty changes, cholestasis, fibrosis and regenerative nodules.
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The activity of immunoreactivity has been investigated by
means of the lymphocyte blast transformation test (LBT). Lym-
phocyte transformation has been examined in a short-time (72 hr)
culture under stimulation by means of liver subcellular fractions:
mitochondrial, microsomal, nuclear and cytoplasmatic. In order
to check the level of immunological competence of lymphocytes
Phytohaemaglutinine (PHA) stimulation has been used. Lympho-
cytes were prepared from heparinized peripheral blood. The
final concentration of lymphocytes was adjusted to 1X108 cells
per ml in Eagle’s minimal essential medium. The subcellular
fractions derived from the normal human postmortem liver ob-
tained 6 hr after death were prepared by ultracentrifugation and
each fraction was examined electron-microscopically. LBT with
the number of blast-like lymphocytes exceeding six percent was
regarded as positive.

Results

In 15 cultures, mainly obtained from patients with CAH, an
impaired immunologic competence associated with a reduced
lymphocyte response to PHA was found.

Altogether, in 82 patients sensitization of lymphocytes to one
or more liver subcellular antigens has been encountered
(Fig. 1). In patients with CAH sensitized lymphocytes were
found in 71 percent, in patients with AH in 33 percent, in TH
sample in 44 percent of cases.

Fig. 1. Positive LBT reactions to liver antigens
(in percentsy CAH — chronic active hepatitis
AH — alcoholic hepatitis TH — toxic hepatitis
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~ Most frequently, i. e. in a total of 68 cases, a positive LBT was
induced by mitochondrial antigen. Lymphocyte sensitization to the
mitochondrial fraction was found also in two healthy persons. The
cytoplasmatic fraction caused a positive LBT in 33 patients. The
microsomal fraction induced a positive LBT in 24 patients and the
nuclear fraction in 23 patients.

Histological examination of the liver from patients with CAH
showed widely varying pictures. Eleven of them had a moderate
cell necrosis, four had classical “piecemeal necrosis” and all others
severe necrosis. The inflammatory cell infiltrate was characterized
as mononuclear. Cholestasis was present in four cases.

Morphologically the changes of the liver from patients with AH
showed fatty metamorphosis in 64 cases, in nine cases it was mi-
nimal. Inflammatory cell infiltrate was mononuclear in 27 cases,
in 33 polymorphonuclear or both. In nine cases with AH a histo-
logical picture characteristic of CAH was found. Regenerative
nodules and fibrosis were observed in 45 cases. Cholestasis was
present on five cases, its presence did not correlate with the degree
of hyperbilirubinemia. Varying histological pictures of the liver
were observed also in the patients with TH. The most severe liver
damage was found in patients in whom, besides chemical agents
or drugs, also ethanol might be taken into account as an etiologi-
cal factor. Severe hepatocyte necrosis surrounded by mononuclear
infiltrate was present in 13 cases, cholestasis in ten cases. In 31
cases mild fibrosis and the transition of hepatitis into “early”
cirrhosis was observed. In the rest of the patients hepatocyte
necrosis was mild and inflammatory infiltrate moderate, in 17
cases cholestasis was observed.

Discussion

Impaired immunologic competence associated with a reduced
response to PHA was found in patients with CAH and also in
several cases of AH and TH.

Sensitized lymphocytes after incubation with liver antigens
were observed in patients of all the investigated groups with liver
disease. These findings indicate that immunopathological mecha-
nisms play a certain role even in the pathogenesis of AH and TH.
While lymphocyte sensitization to several liver antigens was found
namely in the cases of the transition of hepatitis into cirrhosis
(Fig. 2), one may suggest that immunological hyperactivity to
liver components is responsible for progressive alterations of the
liver and the development of cirrhosis. )

A comparison of the results of the immunological and histo-
logical investigation of biopsy spe~imens reveals that the sensiti-
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zation of lymphocytes to mitochondrial antigen is characteristic of
the intial stage of liver damage. In 26 of 30 patients with
lymphocytes sensitized only to mitochondrial antigen histological
findings were moderate: some fatty metamorphosis, mild to
moderate inflammatory infiltrates an in a few cases slight necrosis
(Fig. 3). On the basis of experimental and clinical observations
it has been stated that toxic agents produce early marked mito-
chondrial changes in hepatocytes, and antibody response to
mitochondria is regarded as the most sensitive diagnostic para-

CaH

IBT to

cytoplasmatic fraction v} microsomal fraction o]

nuclear fraction B  mitochondrial fraction W

Fig. 2. Lymphocyte sensitization to subcellular
fractions of liver homogenate in patients with
CAH, AH and TH with “early” cirrhosis.

meter of early liver damage [6, 14, 23—29]. Mitochondrial anti-
bodies were found in subclinical liver disease {30, 31}.

A similar histological picture was found in patients with TH
and AH with lymphocytes sensitized to both mitochondrial and
microsomal antigens. By means of the electron-microscopical
examination it was established that the microsomal fraction
contained some mitochondric elements (Figure 4). Thus, the
morphological findings in the liver biopsy as well as the electron-
microscopical picture of antigen allow to suggest that the antigenic
action of the microsomal fraction is mainly due to mitochondrial
elements. This explains also why microsomal antigen exercised
a stimulation effect upon lymphocytes of patients who were all
sensitized also to mitochondrial antigen. Finally, the possibility is
not excluded that both (mitochondrial and microsomal) antigens
include similar antigenic components. H. C. Pitot [32] reports
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simXar immunologic features of ribosomal and mitochondrial
RNA.

Contrary to the LBT reaction to mitochondrial antigen, the
lymphocyte stimulation of the nuclear fraction was not in cor-
relation with the severity of hepatocyte damage. The nuclear
antigen brought about a marked LB in patients with CAH, AH and
TH independently of the stage of necrosis or fibrosis in the liver.
In seven of these cases the histological picture of the liver
demonstrated destructive changes of bile ductuli (often surrounded
by mononuclear infiltration) and cholestasis (Fig. 5). As according
to the electron-microscopical findings the nuclear fraction con-
tained ductular components, one may suggest that namely the
ductular fragments were responsible for the lymphocyte sensiti-
zation. The possible mechanism has been postulated, in which bile
ductular cells as “autoantigen” initiate active biliary disease
[33, 341

Cytoplasmatic antigen stimulated lymphocytes in patients
with CAH and in many cases of cirrhosis developing on the basis
of AH and TH. In these cases, the histological picture was in-
distinguishable from that seen in the chronic liver disease that
follows viral hepatitis or associates with an immunological
abnormality. The inflammatory infiltrate was moderate to severe,
in some cases forming lymph follicles. Necrosis was found in all
cases, in five of them it was considered severe. Necrosis was
mainly periportal, sometimes diffuse within the lobule. Small
early regenerative nodules were observed in some cases, collagen
surrounded hepatocytes (Fig. 6). Cholestasis was present in a few
cases. These findings, indicating that lymphocyte sensitization to
cytoplasmatic antigen is characteristic of severe damage, are in
accordance with the data provided by several investigators [34—
49]. Humoral and cellular immunoreactions to cytoplasmatic liver
antigen are regarded as a specific indicator of serious liver dam-
age.

Several mechanisms may possibly explain the association
between alcohol, drugs and chronic hepatitis. Toxic agents
(chemicals, drugs), as well as alcohol may be direct initiators of
liver injury, but cannot unleash the development of a progressive
process. However, the probable mechanism of chronic progressive
liver disease may be explained by humoral and cellular
immunoreactions through the formation of liver proteins released
by the influence of toxic agents. Results of this study testify to the
participation of the immunopathological mechanism in the patho-
genesis of TH and AH, being, obviously, especially responsible for
progressive destruction of hepatocytes and development of cir-
rhosis.
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Fig. 3. Microscopic picture of liver biopsy specimen:
mild fatty metamorphosis, moderate inflammatory infiltr-
ate and necrosis of hepatocytes

Fig. 4. Electron micrograph of microsomal fraction, mitochondria (26 650X)



Fig 5 Microscopic picture of liver biopsy specimen:
destructive changes of bile ductuli surrounded by mono-
nuclear infiltration

Fig 6. Microscopic picture ol liver hiopsy  specinien:
small regenerative nodules, mild inflammatory infiltra-
tion
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CEHCUBMJIU3ALLUSI JIUMPOLLUTOB
NPH XPOHUYECKHUX 3ABOJIEBAHHUSAX NEYEHH

B. A. Caapma, A. 10. Asoiimc
Pesome

¥ 189 GOJIBHEIX XPOHHUECKHMH 33600eBaHHAMH NEUeHH (31 605b-
HOH XPOHHYECKHM AaKTHBHBIM IelaTHTOM, 85 — aJIKOTOJIbHBIM TeMna-
THTOM, 73 — TOKCHYECKHM FenaTHTOM) H y 34 310pOBBIX JIHL, HCCJe-
AOBAJIHCH peakuuu GacTrpancGopMalun JUMQPOUHTOB C YETLIPbMS
CyOLe/UIIOJIAPHBIME  (PPAKUHAMH TKAHH MEYEHH H ¢uToremarr.to-
‘THHHHOM.

Brisicuunocs, uto uMQouuTH 82-X GoABHBIX OTBewasnH BLIpa-
JKEHHOH peakuueil G6JacTTpaHcOpPMalHH Ha CTHMYJSLHH TeM HJIH
APYTHM KOMIOHEHTOM TKaHH NeueHH. CeHCHOHIH3aUus TUM(OLHTOB
K MHTOXOHIPHAJIbHOMY aHTHIe€HY OTMeyasach y MHOTHX 06cJeq0BaH-
HbIX GOJIBHBIX C YMEPEHHBIM MOBPeXkJeHHEM MeYeHH He3aBHCUMO OT
STHOJIOTHH GoJie3HH. BeposiTHO, uTo 3Ta peakuusi sBAseTCSs 4yBCT-
BHT@/ILHBIM 1IOKa3aTesIiM HAYHHAIOUIHXCS MOBPEXACHHH NedeHH.
OaHAKO OKHBJEHHAS 6aacTrpancopManus MoK BO3LEHCTBHEM ILH-
TOMJIA3MaTHIECKOTO aHTHI€HA, KOTOpas HaGJiodanach y GOMbHBIX
AKTHBHLIM TelIaTHTOM HJH LHPPO3OM IIeYEHH, CBUIETENbCTBYET O
TSKE/IOM NMOBPEKAEHHH IeNaToUHUTOB H NPOrPecCHPOBAHHH GOJE3HH.
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PEAKLLUM TUNEPYYBCTBUTEJIBHOCTH
3AMEAJIEHHOIO TUNA K TKAHEBbIM
AHTUTEHAM ¥ BOJIbHbIX XPOHUYECKUMHU
3ABOJIEBAHUSIMH )XEJIYHBIX NYTEH

A. 10. Koabaute, B. A. Caapma

HumvecKkas 60JbHAIA H Kadeapa TOCOHTAAbHON Tepanuy
TapTycKoro rocy1apcTBEHHOrO YHHBEPCHTETA

BoabHple XpOHHYECKHMH 3a00JieBaHUSMH  KEJTUEBBIBOAALIIX
NmyTeil COCTABJSIOT 3HAUMTENbHYIO YacTh CPELH JIHL, CTPajAAlOmIMX
GoJesnsiMu THLIeBapHTeabHBIX opraHos [1, 2]. PacnpocTpanenHocTs
3a60/1eBAHNI JKeJUeBbIBOISIIMX TyTel, 6o/blas noTepst AHefl Tpy-
JOCTIOCOBHOCTH, d TaK:Ke OTHOCHTENbHAs Manod(p@exTHBHOCTb KOH-
CePBATHBHOIO JeueHis 3THX GOJbHBIX CBHAETEJbCTBYET O TOM, HTO
JafbHeiillee H3yyeHHe nmatoreHesa 3aboJsieBaHHi KeTUEBBHIBOAALIMX
nyTell He YTPATHJIO CBOeHl aKTYasbHOCTH H B HACTOALLEE BPEMI.

WUMeioTcss maHHBlE, 9YTO HMMYHOJIOTHYECKAsl PEaKTHBHOCTb Opra-
HE3Ma NpH XPOHHUYECKHX 3a00/1eBaHHAX KeJNUHOr0 NMy3bIpsi CHHIKEHA
M YTO XPOHHYCCKHH XOJIEIHCTHT C a/1JeprHyeckiM KOMIOHEHTOM Xa-
paKTepu3yercsl AJHTENbHBIM H TAXKENBIM TE€UCHHEM [3, 4, 5,6,7,8,
9, 10]. Oxnako B TO Ke BpeMs eille HeJ0CTaTOUHO H3Y4CHDLl BOMPOCHI
ceHCHOMIH3aIMH OpraHu3Ma K TKaHeBbIM aHTHTeHaM NpH XpoHHYe-
CKHMX XOJelHCTHTAaX M XoJaurutax. Hexoroprle paboThl 1O 3TOMY
BOIPOCY TIOCBSILEHbl H3YUEHWIO TUIEPYYBCTBUTEJBHOCTH HEMEAJCH-
HOTO THTA, MeHbllle HMEEeTCs AaHHBIX O KJIEeTOYHOM MMMYHHTETC IpH
5THX 3a6oseBanusax. A. A. Ackapos u coasT. [3] moxasann, uTO Y
GONBUIMHCTEA OOJbHBIX XPOHHUYECKHMH XOJELHCTHTAMH HMCIOTCS
LHPKYVAHPYIOIIHE aYTOAHTHTENd K TKaHAM JKeJUHOro Nysblpd, KOTO-
phle BBICOKO Cleli(pHUHb 1 06/1a8al0T NHTOTOKCHUECKAMHU cBOIICT-
Bamu. ITo nanuwm . Y. I'peGenko [10], BO MHOrHX caydasx XoJe-
HUCTHTOB BBISIBJIEHB HMMYHOMATOJOrHY€CKHe CABUTH TMPOTHB AHTH-
FeHOB TKaHell :KeJq4HOro nyswips. B Hamell npeasayuie pabore Mbl
NPHILTH K BBIBOAY, UTO y GO/IbHBIX € XPOHHYECKHMH 3a00JeBaHHAMH
JKeqUeBHLIBOAAILNX NyTeil Hab/i04aeTcs CeHCHOMIN3ANusa 1 K AVKTY-
AsipubM kommonentaM nedenn [11]. MMenHO AyKTyJSIPHBIM KOMTIO-
HEHTaM TPHIHCHIBAIOT AHTHTEHHbIE CBONCTBA H JAPYLHE ABTOPDI {12,
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13, 14]. Ilpeanonaraercs;, 4t0 y GONbHBLIX XPOHHYECKHM XOJAHTHTOM
H3MEHEHHble JYKTYJ/sipHble KJeTKH, BCTpedaiollHecsi B GOJIBIIOM
KOJIH4eCTBE B MPOCBETE XKEJYHBIX NPOTOKOB, 06/aJal0T aHTHTeH-
HbBIMH CBOHCTBAMH M BBI3BIBAIOT AyTOCEHCHOMJM3ALMIO. B03MOKHO,
YTO CXOJHBIM JE€HCTBHEM 06JalalOT TKAHH MKEJYHOrO My3bIps, TaK
KaK KEJYHBIA IMy3bIph OHTOT€HETHYECKH OTHOCHUTCH K OHJIHAPHOMY
TPaKTy.

B nocsennee BpeMsi yensieTcss BHHMaHHe H3YYEHHIO aHTHIEHHBIX
cBOKCTB KequH [15, 16]. Tak nanpumep, A. L. W. Eddleston u coasr.
{15] coobmaror 06 HHMHGHIHE MHUIPALUH JEMPOIUTOB GOJBHEIX Iep-
BHYHBIM GHJIHADHBIM IIMPPO30M NOA HEHCTBHEM TNPOTEHHA, H30JH-
poBaHHOro u3 xesnuyu. OHAaKO B JOCTYNHON HaM JIHTEpPAType MHl He
HAallIH JAaHHBIX O pEeakUHH JHMQPOUHTOB GOJbHBIX XPOHHYECKHM
XOJIEHHCTUTOM H XOJAHTHTOM Ha COCTABHBIE KOMIOHEHTH KEJUH.
Tarum o6pasom, uMeIOUIyIOCS HHPOPMALHIO O PeaKIHAX THIepUyB-
CTBHTEJIBHOCTH 3aMeJJIEHHOrO THNA Y GOJbHBIX XPOHHYECKHMH 3a60-
JIEBAHHAMH KEJUeBHIBOASILINX DyTell CJHeZyeT CYHTATh HENOCTa-
TOYHOI!,

Hcexonst u3 atoro, Mel MOCTaBHJIK nepef co6oll 3amauy HccIeno-
BaThb y OOJIbHBIX XPOHHYECKHMH 3a60/IeBAHHAMH JKeJUeBBIBOASIIHX
NyTed CeHCHOHNM3ANHI0 JHMGOLUHTOB K TKAaHH KENYHOTO INy3HIpS
H K NPOTEHHY KeJIYH, H30JHPOBaHHOMY no merony A. L. W. F. Edd-
leston u coasr. {15].

Marepuan u meroguka

OGcaenoano 32 GOJBHBHIX XPOHHUECKHMH 3aGOJIEBAHHAMHU 3KeJ-
UeBBIBOAALINX myTeil (26 XeHWIHH H 6 MYyX4YHH) B Bo3pacTe oT 28
no 75 ger. Us 32 GOMbHBIX y 22-X GBI JHArHOCTHPOBAH XpOHHUe-
CKHH XOJIEHHCTHT (B GOJIbUIMHCTBE CJydaeB KaJbKyJIe3HOH (GOpMEI),
a y 8-H XpOHHYECKHH XOJAHTHT. ¥ ABYX GOJLHLIX GBLIA JKeIdyeKa-
MeHHast 60s1e3Hb 6e3 BOCHANHTENbHBIX H3MEHEHH KeJTUHOTO My3BIpS.
KoHTposbHylo rpynmy cocraBwin 8 3A0pPOBHIX JMogell (2 MYKuuH
u 6 >xenuuH) B Bozpacre ot 22 10 56 Jer.

I'nnepuyBCcTBUTENIBHOCTS 3aMEIJICHHOTO THNA H3yyasaach ¢ TO-
MOWIBIO peakuyuu Gaactrpanchopmanun aumoornuros (PBJI) mepu-
epuueckoit kposu 1m0 MeToxy Elves npu unky6aunu KVJABTYDHl JHM-
(OoUUTOB B TeYeHHe 72 YAcOB B NPHCYTCTBHH AHTHreHA. Peakiuio
CYHTAJ/IH MOJIOXKHUTENbHOH, ec/H KOJHYECTBO JHM(POGIACTOB H MHTO-
30B B npenapare npesnsimano 6%. Koutposem s Kaxkmoro omwira
CIYyXHJa KyJbTypa Tex 2Ke JHMQOIHUTOB, HO 6€3 aHTHIeHa, a TaK¥Ke
KyJbTypa ¢ Hecmeuu(HYeCKHM CTHMYJASTOPOM MHTO30B — (HTOre-
MarrJiOTHHHHOM.

PesyabraTthl paGorsl M o6Gcyxkaenne

Pesynbratel mccnenoBanuit mpemcraBiaensl B Tabauume 1. Kak
BHJIHO 3 Ta0JIHIbI, PHTOTeMATJIOTHHHH BBI3BAJ OKHBJEHHYIO TPaHC-
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Tabanuwa T

YacToTa NOJOKHUTENbHBIX PeaKuHii 6nacTrpaHchopMauuu
auMdOuKTOB y GOMbHBIX C 326G0J€BAHMSMH JKETUECBLIBOASIMX TyTel

Peaxuus 6aacrrpanchopMalny Yuceno UYuco
JNMOLUTOB 60/IbHBIX 300pOBBIX

TlonoxuTteapnas noj AeficTBHeM (uTOreMarrJio-

THHHHA 32 8
TlosioxuTenbHad NOA AefiCTBHEM TKAHH MKeJUHOro
ny3bips ¥ GekoBOH GpaKUMH XKeaud 9 0

TMoaoxurteabHas NMOA AEHCTBHEM TKAHH KeJIYHOTO
mysblps M OTpUllaTeJbHas O] HeficTBueM GeJ-
KOBOH (pakuuyu XKeJuH 5 0

OrpuuareibHas Noj JAeHCTBHeM TKaHH KeJYHOro
nyships M TOJIOXKHTeJbHAS TON AeficTBHeM GeJ-

KO0BOH (paKUHH XKeJuH 7 0
OtpuuaTtejbHas MOJ AeHCTBHEM TKaHH MKEJTIHOTO
Tmy3eIpst ¥ GeJKOBOH (DpakUHH KeJYH. 11 8

dopManuio JHMGOUHTOB BO BceX KyJbTypaxX, UTO CBHIETEJbCTBYET
0 JXHM3HECTOCOGHOCTH KYJbTHBHPYEMBIX KJIETOK H HX CHOCOGHOCTH K
MMMYHHEIM peakuusM. CHOHTaHHas TpaHchopmanus JHMQPOUHTOB
He HabJiofajach HH B OIHOI Kyabrype. [lonoxurenpnas PBJL mox
nelCTBHEM TKAHH 3KeJUHOTO Myseps U OGeJKOBOH (Qpaxkuny zKeauu
orMeueHa y 9 6oubHBEIX. JIEM@OUUTE 5 GOJBHBIX pearnpoBalu JHLIb
Ha AHTHCEH JKEJIUYHOrO My3bipsi, a JuM@ouuTH 7 GOJBHBIX JHIIb Ha
GenkoByro (ppakuuio xequd. [To nuarHozaM TNOJOXKHTEJIbHBIE PBJI
pacIpee uJINCh CJAeAYIOMHM 06pa3oM: H3 BOCbMH GOJbHBIX XPOHI-
YeCKHM XOMAHTHTOM H XOJENHCTHTOM mosoxurenpHas PBJI Habio-
aanach y 6 60bHEIX: ¥ 3 60JbHBIX GblIa NOJIOKHTENbHASA PBJI na
o6a aHTHreHa, y 2 — Ha 6eJKOBYIO (pakLUHIO KeH4H H y OAHOro
JHIIb HA TKaHb KeJYHOro my3bipst. M3 22 GOJbHBIX XPOHHYECKHM
XOJeIHCTHTOM noJoxuTeabHass PBJI Gbiia y 14 GosbHbIX: ¥ 6 —
na 06a aHTHreHa, y 4 — Ha GeJaKOBYIO QpakuHIo XKelud 0y 4 — Ha
TKaHb KEJYHOTrO My3BIPS.

W3 npuBeleHHBIX PE3yJAbTATOB CJACAYET, UTO aamdouuTel 607b-
HBIX ¢ 3260JeBAHHSAMH JKeJUeBHIBOAAIMX MyTeH YacTo CEeHCHOHJIH-
3UPOBaHbl K TKaHH KEJYHOro My3Hps HJIH K 6eaKOBOH (paxuny
JKeJqUH MM K OGOHM AHTHreHaM, IIPHYEM CEHCHOMIH3alMs JHM(pOLH-
TOB BCTpeyaercsi TOJBKO cpeiu OOJIbHBIX XPOHMUECKHMH BOCHA/IH-
TeJIbHBIMH NPOIECCAMH JKeIUHBIX MyTel, HO He Y OOJILHLIX KeJjue-
KaMeHHOH 60Jie3HbI0 6e3 XoJelHcTHTa. Hacrasi BCTPeuyaeMOCTb CeH-
cnbunnzanuyd JHMGOUMTOB K TKaHEBBIM aHTHreHam Yy 60JbHBIX
XPOHHUECKHMH BOCIIaJIEHHSIMH JKEJUHBIX IyTell yKa3biBaeT Ha BO3-
MOXKHOE YYacTHe ayTOHMMYHOJIOTHYEeCKHX (aKTOpOB B NaTOreHese
5THX 60Je3Heil. B 5TOM OTHOIIEHHH HAIIM PE3YJbTAThl COINIAcyoTCH
¢ JAHHBIMH HEKOTOPHIX APYTHX HccledoBaTesed [3, 17], cuuraiomux,
YTO XpOHHUECKHE 3a00JIeBAHHSA JKEIUEBBIBOAALIMX NMyTell, NPOTEKai0-
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[He ¢ BoCHaNUTEeJNbHBIMH M3MEHEHHSMH, OCHOBAHBI Ha ayTOHMMYH-
HBIX noBpexenusx. Ilo muennio B. JI. Akonosa u corp. {17], nmmy-
HOIIATOJIOTHYECKHE H3MEHEHHSI BCTPEYAlOTCsl y GOJBbHBLIX peLHIHBH-
PYIOIIHM XOJIELHCTHTOM H BOBJIEU€HHEM B mpolecc nedyend. [Tostomy
IpEACTaBJEHHE O COOTHOIIEHHH BOCHAJHTEJIbHOIO H HMMYHOJOIHYe-
CKOTO KOMIOHEHTOB II2TOJOTHYECKOFO Hpouecca y GOJbHBIX XOJaH-
THTOM H XOJNEUHCTHTOM MO3BOJseT GoJee AuddepeHIHPOBAHO MO~
XOJIHTb K OlleHKE MPOrHo3a.

10.
1L

12,

14.

15.
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DELAYED HYPERSENSITIVITY TO TISSUE ANTIGENS IN
PATIENTS WITH CHRONIC BILIARY DISEASE

A. Koldits, V. Saarma
Summary

In 32 patients with chronic biliary disease the lymphocyte blast-
transformation with bile protein, the homogenate of gallbladder
tissue and PHA was investigated. PHA stimulated a marked blast-
transformation in all cases, Positive lymphocyte blast-trans-
formation test with bile protein was found in 7 cases, with gall-
bladder tissue in 5 cases and with both antigens in 9 cases.
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UMMYHOJIOTHYECKHE ACNEKTbl AJTKOTOJIbHbBIX
NMOPA)XEHUW NMEYEHH

I. Yuacrue rymopanbHOro MMMYyHHTETA
B. A. Caapma, H. C. Acanausposa

Kadenpa rocnuranbHOll Tepanuy
TaprTyckoro rocyJapcTBEHHOr0 yHHBEPCHTETA

Co BpeMeHH IepBOro OMHCAHHS AJKOTOJBHOTO LHPPO3a MeueHH
Laennec B3rasii Ha natoreHe3 pas3BHTHS AJKOrOJbHBIX NOPaXKeHHHA
NedeHH IpeTeples 3HAYUTEJbHYI 3BoJOLHIO. 15—20 xer Haszafg
NOpaKEeHUst MeyeHH y JHl, 3J0oyHnoTpelJsIoUX aJKoroJeMm, o0bsc-
HAgu gucbasaHcoM MHTATeNbHBLIX BellecTB, AeHuUUTOM OeJka B
nuTaHuu. 3aTeM ObLJIO YCTAZHOBJIEHO HEMOCPEACTBEHHOE TOKCHUYECKOe
NEeHCTBHE 3TAHOJA HA KJETKH IedyeHH XKHBOTHBIX M desoBeKa Jaxe
B yCJIOBHAX ofecneueHust cooTBeTcTByioulell aueroit {1, 2, 3, 4, 5, 6].
OaHako, HeCMOTPS HA MHOTOYHCJEHHble HCC/AeJ0BaHHUs, NaTOreHes
aJKOrOoJIbHBIX TNOpa)KeHHH neyeHH ocraercs HesicHBIM. Jlumb B
nocJeHee BpeMsl, yudUTbiBast TpasvcHoOpMalHio aJKOroJbHOTO Tena-
THTA B LHPPO3 M JaJibHelilllee ero MPOrpeccCHpOBaHHEe B YCJIOBHSX
noJiHOH aGcTHHEHUMH W ofecrnedeHHs MOJHOIEHHOTO MHTaHUS, ObII0
BBICKA3aHO NpeANoJoxKeHHe 06 Y4acTHH HMMYHOJOTHYECKHX Npoliec-
COB B IlaToreHese aJKOroJbHBIX Nopakenuii nedenu. M, sepostho,
B JaJeKO 3amejUIuX caydasX HMMYHHBIM MeXaHu3MmMaM IpHHaajde-
JKHT BeLyllasi poJb, & TOKCHYECKOe AefiCTBHE 3TaHOoJa MOCJe BKJII-
YeHHSI MMMVHHBIX peaknnil oTcTynaer Ha BTopoil naan. Tak, J. Sote-
rakis ¢ coast. [7] 1 N. V. Pande ¢ coasr. [8] He Hamiu pasauuns B
BHIZKHBAeMOCTH 1 3a60J1eBaeMOCTH MEXKAV JIHI[AMH, TIPEKPaTHBIIHMI
H IIPOAOJIKAIOIHMH 3JOYNOTPeOJATh aJKOroJeM, YTO MOMKeT yvka-
3bIBaTL Ha HpHoOpereHne 3abojgeBaHHEM CaMOMPOTPECCHPYIOHICIO
XapakTepa H Ha TO, UTO 3TaHOJ (HJH €ro NPOH3BOAHLIE) VIKe He
OKasbiBaeT pellarollero BANSHHS HA TeueHie npoiecca.

CBHAETEIbCTBOM YYaCTHS HMMYHOJIOTHUECKHX MNPOLECCOB MOLYT
CJVIKHTL COOOUIEHNS O TPAHCHOPMANMH AJKOFOJLHBEIX TMOPazKelnit
NEUCHN B TIONOHJAHBIA TenaTut, XPOHHYECKHI aKTHBHBIN renatut [9,
10, 11], rae HMMYHOJIOTHUECKHE SBJAEHHS HIPAIOT HECOMHEHHVIO pO:TIb
{12, 13, 14, 15, 16, 17]. ’
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KOCBeHHbIM MPH3HAKOM yyacTHs HMMYHHBIX MEXaHH3MOB B pas-
BHTHH 3260J1€BAHUS MOXKET CJYXKUTb 3((eKT OT NpHMEHeHHst KOPTH-
KOCTEPOMAOB M LHTOCTATHYECKHX IIpenaparos. PesyabtaTsl, I0JYy-
ueHHble MPH HX [PHMEHEHHH B JIEYEHHH aJKOTOJbHBIX nopa;enui
[leYeHH, BecbMa NPOTHBOPEYHBEL. BO3MOKHO 3TO OODBACHAETCS pas-
JMYHeM B HCIOJb3yeMBIX Ipemaparax, HX 103e, JJIHTeJbHOCTH Jede-
HUSI, TSAMXKECTH 3a00JeBAHHS, MAJOUHC/ICHHOCTBIO HCCJACAYEMBIX
rpynn. HekoTopbie aBTOPL OTMEUAIOT yJIyqlIeHHE KAHHHICCKHX, 6uo-
XHMHUECKHX H MOPGOJOrHYECKHX MOoKasaTesied, a TaKke CHHKEHHE
CMEePTHOCTH CPefH GOJBbHBIX C AKTHBHBIM MOPaXKEHHEM [ECUCHH, MO-
JyuaBnix KoprHkocTepouasl [18, 19, 20]. Ho uwerorcd COOOLeHNs
¥ 06 oTcyTcTBHH 3(deKTa NpH JEYEHHH OCTPHIX aJKOroJbHBIX Topa-
sKenuii neueHs npennHusoHom {21}, Jl-neHHIHITaMHHOM [22]. 1 xoTs
B MOCJEAHEM cJydae aBTOPHl He OTMeUaioT BJHsHus [l-meHuuum-
AMHHA Ha I[POLEHT BbIKHBAHHS HJH Ha GHOXHMHYECKHE CABHTH, BCC
sxe HaGuiofaeTcsl CHHXKEHHE NPH3HAKOB (uOpo3a H KJIETOUHOro
NOBpEAKCHUS Y JIHL, TNOJyYyaBWHX J[l-TeHHUHANAMAH. Cospnaertcd
BreyaTJeHHe, UTO TOJOXKUTEIbHbIH 3(deKT OT NMpHMEeHEeHHs KOPTH-
KOCTEPOMIOB M IHTOCTATHYECKHX Mpenaparos HabJjofaeTcs B Cay-
yasx HA3HAUYEHHS HX NpPU PA3BHTHH HMMYHONATOJOTHYECKUX peaK-
wiit. Ha ocsopanun cobersentoro onmra A. C. MyXuH ¢ COaBT.
(1976) mpeasiaraloT HazHauaTb HMMYHONENPECCAHTHl NpPH OCTPLIX
AJKOTONBHBIX TellaTHTaxX ¢ ABJEHHSMH BOBJIEYEHHS HMMYHHBIX MeXa-
HH3MOB, a TAK¥Ke TMPH TAKEJIOM TeUEHHH.

TakuM 06pa3oM, AeTajibHble HMMYHOJOTHYECKHE UCC/IEI0BAHHA
GObHLIX ¢ AJKOTFOJbHBIM IOpaXKeHHEM IeUeHH, AOJKHBL Gl OBITH
TepCIEKTHBHBIME IS H3YUEHHUS MATOMOTHYECKHX MEXaHH3MOB 3TOrO
3a60nepanns. OHAKO NpeIBapHTeIbHEIE Pe3yIbTaThl HALIHX cobeT-
BEHHBIX MCCJAEJOBAHMH TyMOPaJbHOTO HMMYHHTETa NPH Pa3BHTHH
AJKOroJbHOrO TOparkeHus MeYeHH H JHTEpaTypHbie AaHHbIC TPOTH-
BOPEUHBHL.

YuyacTHe rymopajibHOro MMMYHHUTETA

Onpesejienue yPOBHS HMMYHOIJIOOYJIHHOB B ChIBOPOTKE KPOBI
SBJISeTCS BaXKHBIM KPHTEpHeM IJI OLEHKH COCTOSTHHA IyMOpPaJbHOro
MMMYHHTETAa TpH PasJuuHBIX 3a00JeBAaHHAX TICUCHH, TAK KaK B
€OCTAB MMMYHOIJIOOY/JIHHOB BXOAAT @HTHTE/IA, OKA3bIBAIOLIAC NATO-
regeTnueckoe AefCcTBHE B PA3BUTHH IpoLecca.

O NOBLILIEHHH YPOBHSI MMMYHOIJIOOYJIHOB M AHTHTEN K THILe-
BHIM, GAKTepHAJbHbIM, BHDYCHBIM U APYTHM aHTHICHAM B CBIBOPOTKE
KDOBH TIPH PAa3/IHUHbIX 3a00/IeBaHHAX NEUCHH COOOIARTCH MHOTHMH
apropamu {24, 25, 26, 27, 28, 29, 30, 31, 32, 33, 34, 35, 36, 37, 38].
Tem He MeHee, IO TOBOAY MEXaHH3MOB HapyuieHis oGpasoBaHus
MMMYHOTJIOOYJIHHOB HeT efnHoro mienus. Ilpeanosaraior cienyo-
I11e BO3MOXKHbIE TYTH YBEJHUEHHs CHHTE3d AaHTUTEJ TP NMOBPeXKAe-
HHH TEeYeHH:
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1. Tuneppeaxtusnoe cocrostuue JHMGOUIHOR CHCTEMBI, KOrAa
Ha OOBIYHYI0O AHTHTEHHYIO CTHMYJISLHUIO OPTAHU3M OTBEYAET [1OBBI-
WeHHOH NpPOAYKUHeH aHTHTeJ.

2. YculeHHas aHTHreHHas CTUMYJISUUS CeJ€3eHKH H KOCTHOTO
MO3ra, HacTyNHBWIAS B pesyJbTaTe HapymeHus QYHKUHOHANBHOM
aKkTHBHOCTH DETHKYJIO-3HAOTENHANbHOH CHCTEMBl NEYeHH B OTHOlIE-
HHH 3JIMMHHAIUH aHTHIEHA, a TaKxKe 110 NpHYHHE DA3BUTHSI AHACTO-
MOSOB, 110 KOTOPBIM aHTHIEH, MHHYS TIeUeHb, NMONALAET B CeJIe3EHKY
MJIH KOCTHBIH MO3T.

[Ipn ankorompHbix TIOPAKEHUSX NEYeHH HAGMIOJAETCST MpeHMY-
HIECTBEHHOE MNMOBBILIEHHE YPOBHS HMMyHOrnoGyauna A (IgA), xorst
BCTPEYAIOTCS NOBBILIEHHE YPOBHS nMmyHnoraobynuna G (IgG) u
HMMyHOrI0OynHa M (IgM) (39, 40, 41, 42, 43]. H. H. Zinneman
[44] oGHapyxua, uto IgM vame nposaser AHTHSIJEPHYI0O aAKTHB-
HOCTb, IgA cBSI3BIBaeTCH ¢ aJIKOrOJbHbBIM THAJMHOM, a (yHKIHIO
IgG BuisicHuTs He yxamock. BoabLIHHCTEO JaHHBIX, B TOM YHCJe H
IpeABapHTE/IbHEIE PEe3YJAbTATH HAMIHX HCCIEeROBaHHHA, BHIABISIOT
ToBbillenne IgA y JIHI ¢ alKOrOMbHBIM TemaTuToM HIY LHPPO3OM
neuenn. OnHako Gosee MIHPOKOE H3y4YeHHE C BOBJICYEHHEM B HCCJe-
AOBalHe JIHL C XPOHHYECKHM aJKOTOJH3MOM H HEH3MEeHEeHHON ne-
UCHDLIO, BBIABHJIO MOBHILIeHHe IgA Takke H Yy HHX. OTHM MOXHO
OGBICHATL MPEHMYIIECTBEHHOE MOBHILIEHHE IgA y nuu ¢ amkorodn-
HbIM NOpaKenHeM IeveHH. A Tak Kak HaGuiogaercs obpaTHast 3aBu-
CHMOCTb M€Ky BpeMeHeM IOCJeLHero 3JI0yNOTPe6IEHUS aTKOTOeM
1 ypoBHeM IgA B chiBopoTke, TO mogbem IgA B pmanHoM cayuae
MOXHO OOBSICHHTB AeHCTBHEM aJKOroJisi Ha HMMYHOUHTHL KeJy a0y~
HO-KHILIEYHOro Tpakra [42].

B cocras IgA Bxomsr amrutena x aJIKOrOJIbHOMY THAJIHHY [44],
KOTOpBI 06/1a1a€T aHTHIEHHBIMH CBONCTBAMH 1 Coco0eH BHI3LIBATh
00pa3oBaHHe aHTHTeJ IIpH NOMajnanuu B KpoBOTOK {45]. N. Kana-
gasundaram u coanr. [46, 47] nokazanu HamMuWe aHTHreHa aJaKo-
TOILHOTO THANMHA H aHTHTE] K HEMY y JIHI ¢ aJIKOTOJIbHBIM TIOpa-
KCHHEM TEUYeHH H NPEeRNONOXKHAH O BO3MOMKHOLN pPoJiH KOMmJIeKca
aHTHICH-AHTHTEJI0 B DAa3BHTHH HEKOTOPHIX NPOSIBJEHUH aJIKOTOJID-
HOro remnartura [47].

R. J. Bailey ¢ coasr. [48], B. B. Scott ¢ coasr. [49] coobmaior
06 06HApYXKEHHH aHTHTeN K TJIaAKOH MyCKyJaType AHTHHYKJIeap-
HOrO (akTopa y JHI ¢ afKOroJbHEIM NopaxkeHueM mneyeHH. Xors
OHH OOHAPYXKEHBl M B HH3KHX THTPAX, 3TO TaKKe MOMKET CJAYKHTD

CBHAETEJIBLCTBOM HapylteHus T'yMOpaJqbHOro HMMYHHUTETA Yy JAaH-
HBIX JIHII.

Poab Bupyca renatuta B g pa3BuTHH
AJKOTOJIbHBIX NOPaXKEeHHit neyeny

O6 yuacrun Bupyca renatura B B PAa3BHTHH aJIKOTOJBHEIX MOpa-
KEHHH TI€YeHH MOXHO CYLHTb 1O BHLISBJICHHIO ABcTpaaniickoro anTy-
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rena (AuAg), sBasioulerocs MapkepoMm 3TOro BHpyca. BoabukH-
CTBO aBTOPOB OTPHLL@ET 3HAUEHHE BHPYCa B PA3BHTHH aJKOTOJHHBIX
NIOpaKeHUH lleYeHH H MPUBOAAT B NMOATBEPIKACHHE HU3KHH MPOLEHT
obuapyxennss AuAg B CHIBOPOTKE NalHEeHTOB. Yame scero AuAg
JUIH BOOGIIE He OGHApYXKHBAETCS, HJH BHISBJIAETCS B HEOOJbUIOM
nporente cayuaes [50, 51, 52, 53, 54, 55]. C 3TUMHU ZaHHBIMH COTJIa-
CYIOTCS M Pe3yJIbTaThl HAlMX HCCJELOBAHH. A. C. MyxuH ¢ CO0aBT.
[23] npennoaaraiot, 4TO HaJHUHE AuAg B CBIBOPOTKE TAKHX MallHeH-
TOB CKOpee CBHIETeNbCTBYET O MPEAIeCTBYIOLEM npeGbIBAHAH HX B
HHPEKIHOHHOM OT/AE/IeHHH, YeM O CHIBOPOTOUHOM IeMaTHTE. On1axko
N. M. Pettigrew ¢ coasr. [56] npu momouu MeTOAa 6aacrrpauncdop-
Mal JUMQOUUTOB T0Ka3aJd CEeHCHOUTH3AUUIO K AuAg aun ¢ anxo-
FOJIbHBIM TOPAXKEHHeM IedyeHH (MpH OTCYTCTBUH AAHHOIO AHTHIEHA B
CBIBOPOTKE) M BBICKA3aJl IPEANOJIOKEHHE O BO3MOYKHOH 3THOJIOTHYE-
cKofl posi BHpYyca rematuta B B pasBHTHN aJKOTOJILHBIX nopaxKeHui
neueny. M. J. Gerber ¢ coaBrt. [57] npd NOMOUIH APYroro MeToAa
HCCJCNOBANUS KJIETOUHOTO HMMYHHTETa (peaximHH TOPMOMKEHHS MU-
rpauuy JefiKOIUTOB) He CMOIJIH BBIABUTDH naHHOH ceHCHOWIH3AIlNH,
¥ pACXOX/eHHe B De3yJbTaTaXx OOBACHUJIN HCIOML3OBAHHEM pas-
JIMUHBIX METOOB H CCHLIKOH Ha TO, UTO Peaxilis TOPMOXKCHHS MHIPa-
LHH JeHKOUHTOB sABJsieTcs Gosee OIU3KHM K inn vivo MeToA0M Ompe-
JeJIeHUsi THIepPUYBCTBHTEJbHOCTH 3aMeJIEHHOTO THHA, 1eM 6aacrt-
TpanchopManusa JAMPOLUTOB.

Bee ske CO3/1aeTCSt BeuaTJIeiue, uTo BHPYC renatura B ne apas-
ercsi Beaymnm (AakTOpoM B PasBHTHH a/KOTOJBHBIX nopaxKeHui
neyeHH.
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Acta et commentat. Univers. Tartuensis, 1979, v. 485, pp. 88—93

HMMYHOJIOTHYECKHE ACINEKTbI AJIKOTOJIbHbIX
NMOPAKEHUM NEYEHH

1. YuacTue KJeTOYHOrO MMMYHHMTETA

B. A. Caapma, H. C. Acdanpusapoba

Kadenpa rocnuralbHOil Tepanuyu
TapTyckoro rocy1apcTBEHHOTO YHHBepCHTeTa

B suTepaType BCTPEYaIOTCSs MHOTOYHCJIEHHDbE COOGUICHHS O CHA-
JKEHHH OTBeTa JUM(OLUTOB Ha (HTOreMarrJiOTHHHH (PTA) u na
KOHKaHaBaJuH A y JIHIL[ C aJKOrOJIbHbBIM NOpakeHHeM nedyeHH [1, 3,
5, 9, 10], uTo MOXHO OOBACHHTL JHOO CHHIKEHHEM KOJHYeCTBa LHP-
KyJHPYIOUIHX KJETOK, JHOO CHHXKEHHEeM NpOJiH(epaTHBHOrO MOTEH-
nuana kaeTkd. [IpH aJKOrOJbHOM IIOpaXKeHUU MeueHH HaG/ioxaeTcs
CHMXKeHHe KoJindecTBa T-KJETOK B LHPKYJISAUHH {1, 2, 3, 5, 11, 12]
NpH OJHOBPEMEHHOM NOBBHIIEHHH HX KOJHUECTBA B TKAHH MNEUCHH
[2, 4]. Conepxanne B-1nMGpOLUTOB CYIIECTBEHHO HE MEHACTCS. CHu-
skenne otsera Ha ®TA TaxkxKe MOXKHO OOBSCHHTL HapyHIeHHEM IIpO-
AudepaTHBHEX TpPOLECCOB B pesysibrare Aeduuuta LMHKE, BUTA-
MHHa B, (oJHeBOil KHC/IOTH, 4acTO BCTPEYAEMbIX Yy JIHIL C XPOHH-
UeCKHM aJIKOTOJM3MOM [3], JenpeccHBHBIM AE€HCTBHEM CaMOro
5TaHOJa, LEPKYJSIuell B KPOBH HHruGmpyloulero gakropa. Betpe-
4aKOTCSl COOGIIEHMS H O HEeH3MEHEeHHOH PEaKTHBHOCTH JHM(OLHTOB
na ®TA [13], 4TO BO3MOXKHO CBA3AHO C Pa3JHUYAEM B HCCIELYEMBIX
rpynnax.

Haiuy npeaBapuTebHEIE HCCAe0BaHAs C GHTOrEMArTIOTHEHHOM
NOKA3BIBAIOT, YTO Y YACTH 00C/Ie0BAHHBIX GOMBHEIX C aJKOTOJbHBIM
nopakeHHeM TNeueHH Habmofaercs cjabas peaklus JUMOOLHTOB
B KyJbType I0J AeHCTBHEM TOrO MHTOTrEHa.

O HapyuIeHWH KJETOYHOTO HMMYHHTETa CBHIETEJbCTBYET TaKKCE
CHHJKeHHMEe OTBeTa Ha BHYTPHKOXKHOE BBEJEHHE pDAa3JIMYHBIX 2HTH-
renos [5].

Kak M3BeCTHO, B peakUHAX THIEPUYBCTBHTEJLHOCTH 3aMel/ICH-
HOTO THNa Ha6iomaeTcsd H3MeHeHHe JHMQOIMTOB NpH NOBTOPHOM
KOHTAaKTe ¢ aHTHFeHOM. DTO nposiBiasercs JH60 B TOM, YTO CaM JHM-
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(OLHT OKa3bIBaeT feHCTBHE Ha KJIeTKY-MHIIEHb, JH060 B TOM, YTO OH
BbIpaGaTEIBACT GHOJIOTHUECKH AKTHBHEIE BEUIECTBA — JMM(OKHHEL,
KOTOpbIE BJIASIOT HA OKPY:KaolHe KJIeTKH. [IpH anKoroipHbX mopa-
KEHHAX NeYeHH HaOJMI0faeTcs UUTOTOKCHYECKOe AefcTBHe JHMQO-
UHTOB Ha KJeTKH neyerH u Chang-kJeTkH, uto ykasciBaeT Ha clie-
LHQHYECKOe BOBJICUCHHE KJIETOYHOTO MMMYHHTETA [6, 7, 8]. ITpuuem
NPH 100aBJEHNH alleTalblAeruia B KyJbTypPy, LIHTOTOKCHUHOCTD JIHM-
¢ounros ysenuuusaercs {7]. Ilpn go6asiennn paxa Bemects (ouu-
LIeHHOT'O0 aJIKOTOJIbHOrO THAJHHA, 3KCTPAKTOB H3 TKAHHM II€YeHH,
5TaHOJIa MJM auerajableruja) B KyJAbTypy JUMGOUHTOB, Habjoaa-
ercsi o6pasoBanue psaga (QakTOPOB: LMUTOTOKcHYeckKoro [7], Gaacro-
reunoro [1, 3, 9, 10], TopMo3silLero MUrpauHo JefKOLHTOB [1, 3, 9,
14, 15, 16, 17, 18], ¢ubporennoro [1, 19], transfer-paxrtopa [20].
OGpasoBanne JHMPOKHHOB YKA3biBAET HA BO3MOXKHYIO CEHCHOHIIH-
3aUH0 JHMQOUHTOB in Vivo K AaHHBIM BellecTBaM. OJHAKO MaJo-
BEPOATHO, YTOGHI aJKOr0J/1b HJIH €ro NPOH3BOAHbIE MOIVIH BBHICTYNaTh
B DOJIM aHTHT€Ha BBHAY HeOOJbUIHX Pa3MepoOB MOJIeKYyJ. Bozmoxkio
aueTaNbJerui AENOJHMepH3yeT OeJKH IIeYeHH, KOTOpPbleé H OKa3H-
BAIOT CeHCHOMIH3UpYoWHUil s¢dekr [3].

Krnouesyio poJib B nmarorenese ajgkoroJbHBIX NOpa)KeHHH MeyeHH
MHOTHe aBTOPH OTBOJAAT aJKOTroJbHOMY ruajuiy. M meficreurenbHo,
HMEIOTCS CBEAEHHSI O TOM, YTO IPH HaJHYHH Tejen Masnopu, Tede-
HHE aJIKOroJIbHBIX MOpaKeHHH nedeHH Gosiee TsKeadoe, YeM NPH HX
orcyrersuu (21, 22, 23, 24, 25]. OxHAKO caeAyeT yyecTb H pOJib H3Me-
HEHHBIX B pe3yJbTaTe AEHCTBHSA 3TaHOJA OEJNKOB IIEYEHH B CEHCH-
6unusanuu AEMQPONHTOB, TaK KAK XPOHH3ALHS OCTPHIX aJKOTOJIbHBIX
TeMIaTUTOB H NPOrpecCHpOBaHHe LUPPO3a NeueHu Habmiogaercs H Y
JIHI[ ¢ OTCYTCTBHEM aJIKOTOJILHOTO FHAJIHHA.

[Tocnennee BpeMst HMeIOTCS COOOGUICHHS O TAK HA3LIBAEMOM AHTH-
TEJI03aBUCHMOM KJIETOYHOM HMMYHHTeTe, Korja K-x/ieTku Jusnpyior
KJICTKH-MHLIEHH, NOKPBITHE auTHTesnaMHu {26, 27]. O6 yuacTum 3toro
MEXaHH3Ma B DA3BHTHH XPOHHYECKOr0 aKTHBHOIO TeNaTHTa c000-
maior A. M. J. Cochrane ¢ coasr. [28]. Ananornunas cHTyauus Ha-
6J1i0faeTca M NMPH aJIKOTOJbHOM NOPAXKEHHH MEYEHH, KOTAA MUTOTOK-
CHYECKOEe JeHCTBHE Ha TeMaTOLUHTHl OKAa3blBaja NOMYJMSUHS KJETOK,
ucromwennasgs Ha T-nmumdonurn {29]. Bosmoxuo uro m K-kjieTkn
YYacTBYIOT B Pa3BHTHH aJKOTOJbHBIX MOPAXKEHHUH IeUeHH.

JlaBHO oTMeueHO, YTO aJKOrO/bHBIA IHPPO3 NMEYeHH Pa3BUBACTCH
Jumb y 10—309% uaHL, 3/0ynoTpeGAAONHX aJKOroJeM B TeYeHHe
Tpex Jer 1y 80% — npiomux Gosee asaanatyu Jget [30]. Xors B pas-
BHTHH aJIKOTOJIBHBIX IIHPPO30B IeYeHH HMeeT 3HaYeHHe 4033 H IJIH-
TEJbHOCTb IIpPHEeMa 3TaHO0J/a, OAHAKO He MocJefHee MecTO 3aHHMaeT
H HHAWBHAYyasbHAs YYBCTBHTEJNbHOCTb K HeMmy. BcTpeuwaroTcs Jinua,
AJIHTEJIbHOE BPeMs 3JIOYNOTPeOsAouIHe aJKOroeM H HMEIHe Hop-
Ma/bHYyIO MeyeHb. JTO yK43blBaeT HA HAJMYHE EHETHUECKOH mNpej-
PacIo/IOKEHHOCTH K Pa3BHTHIO LHPPO3a.
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IlaToreHe3 aJKoOroJbHbIX IIOpa)KeHMﬁ NEYCHHU

BosabluimHcTBOM aBTOPOB OTBepraercss yvacThe HMMYHOJOrHUYe-
CKHX MEeXaHH3MOB B HAuaJbHOH CTAJMH AaJKOTOJbLHBIX MOpaKeHHNH
neyeHu (crearose). B stoM cayuae maroJordueckne H3MeHEHUs IO-
ABJSIOTCA B Pe3yJ/bTaTe TOKCHYECKOrO AEHCTBHS 3TaHOJA HJH €ro
NpOM3BOANBIX. [IpH OCTPOM aJIKOrOJILHOM TFenaTHTe YiKe HalJIo-
IaeTcsl MOAKJIOUeHHe MMMYyHoJOTHUeckux peakuuit (1, 3, 6, 7, 8, 9,
10, 14, 15, 16, 17], oqHAaKO OHH HOCAT CKOpee 3alUUTHHIH Xapakrep,
yeM mnatosorudeckuil. Ilo Hamemy MHeHHIO, B HauaJbHOH CTalHH
AJIKOTOJbHOIO TemaTHTa, aJKOroJb HrpaeT elle BaxHyl pojb B
pasBHTHH 3a60jieBaHds W IPH OTKase OT ajxoros Oyxer HabJIo-
HaThCs CcTaGHAM3ALMS Tpoliecca uiu o6paTHoe ero passutue. B na-
JIeKO 3alefMINX cJAydyasix HaGJIoAaeTcst y¥Ke IaTOJOTHUECKHiT THIE
HMMYHHBIX peakUuil, KOrja NPH THIEePPeakTHBHOCTA HMMYHHOH
CHCTEMEI, B Pe3yJbTaTe TeHeTHUECKOH NPeiPacnoOKeHHOCTH H/HIH
HapyuleHuss ¢yHkuun T-cynpeccopoB (NMOJ BJAMSHHEM TOKCHYCCKOIO
W JIETPEeCCHBHOTO JefiCTBHS 3TaHOJa), CceHcHOMIM3auus JuM§ou-
TOB ¥ 06pasoBaHue aHTHTeJ HabJ/110a€eTCst He TONbKO K H3MEHEHHBIM,
HO H K HOpMaJbHbIM KJeTKaM. M Torza yzxKe posin ajKoroJjs OTBO-
JAMTCS BTOPOE MECTO, a Ha NePBbIH MJIaH BHICTYNAIOT HMMYHOJOIH-
yecKHe HapylleHHs, BeAyllHe K rubejHd KJeTOK I Pa3BHTHIO MOPOU-
HOrO Kpyra, Korga rubefb KJAeTOK BeAeT K JpanbHefuell ceHCHOUIH-
3allud, a Ta, B CBOIO Ouepelb, YBeAUUHBaeT MNOBPEXACHHE Tena-
TOILUTOB.

Ha OCHOBAHHH BBILEH3JOXEHHBIX MAAHHBIX Yy4acTHE HMMYHOJO-
THYECKHX peakluii B naToreHese pasBHTHS aJKOTOJbHBIX nopazkeHuh
nedeHy MOZKHO IPEACTABHTL CJAEAYIOmM 00pasoM. JTAHOM 1l ero
NpOM3BOAHbIC, OKa3blBasg TOKCHYECKOE JAeHCTBHE HA TEMmaToLHTHI,
BHI3BIBAIOT NOBPEXKEHUE KJIETOK IICUCHH, H3MeHeHHe OesKOB, obpa-
30Balie aJKOroJbHOTO IHAJHHA, BLIXOJA U3MEHEHHBIX OpraHes]sa H3
renaTONNTOB, UTO BefeT K cencnbuausaunn T-mumepouutos. Cieayer
y4eCTDh, UTO B YCJIOBHAX HApPYUICHUs MHTAHHS HAOMIOAAeTCs He TO/b-
KO H3MEHEeHHe HMMYHOJOTHUECKHX peaklui, HO H yCHJIeHHEe TOKCI-
yecKoro aefictsus stanosna. Cencnbunanuzanus T-KIeTOK BEACT K TOMY,
YTO NMpPH NOBTOPHOM KOHTAKTe € AHTHIEHOM OHH OKa3blBaloT HJI
HENoCpeACTBEHHOe IHTOTOKCHYECKOEe MAeHCTBHE Ha  KJETKY, I
BBICBOGOK/I2I0T GHOJOTHYECKH AaKTHBHbIE (AKTOPHI: MHTOreHHbIl
¢axTop, BEI3bIBAIOIHI HeCTeUHPHIECKYIO CTHMYJISLHIO JUMGPOUHTOB;
dakTop, HHrMGHPYIOLHA MHTPAINIO JEHKOIHTOB, BEAYWH K CKOI-
JIeHHIO JICHKOIMTOB B ouare nopaxkenusi; Gubporennbit ¢daxrop,
nopplaomnil 06pazosanne KoJjsaresa; transfer-gakrop, cneingpu-
YecKH BOBJEKAIOMWHA HHTAKTHbE JHMQOLHTH; UHATOTOKCHYECKHH
¢axTop, OKasHBAOWHA HENOCPEACTBEHHDIH HHTOTOKCHUECKHTT (-
dext Ha KJIeTKH-mHmeHn u T. A. Jipyras uacts T-KJIeTOK oxaspizaeT
Bo3jelicTBHe Ha B-nuM@OUUTH, YTO BBHI3bLIBAeT 00pasoBaHue aHTH-
TeJ K aJKOTrOJLHOMY THaJHHY, H3MCHEHHHM OeJKaM MeyeHH, JHIO-
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TIPOTEHHY, BXOASLIEMY B COCTaB MeMOpaHbl rematouuta. AuTHTeaa
COEAHHSIOTCA ¢ aHTHIE€HAMH Ha NOBEPXHOCTH renaTolHTa H TOTAA B
JeHctBue BerynmaroT K-kiaeTkw, uMmemouiue Ha cBoel IIOBEPXHOCTH
peuentopsl Aas Fe-pparmenta ummynorno6ynnnos. Ouu JIH3UPYIOT
TENATOLHTDI, NOKPbITHE anTHTedaMu. Takxe B psile ciyuaes, npH
YCJIOBHH BBIXOAA AJKOTOJMBHOTO THAJMHHA B UHPKYJAALHIO, Ha6JII0-
Raercst 00pasoBaHHe KOMIJIEKCOB AHTHIeH AaJIKOTOJBHOTO TIHa-
JIHHA — QHTHUTEJIA K HeMY, KOTOpPbIE TaKKe MOTYT IPHHUMATh y4acTHe
B DA3BHTHM HEKOTOPBIX NPOSIBJEHHH aJIKOTOJbHBIX MOPaKEeHHi me-
yeHH. Takum 06pasom, HapylIeHHEM TyMOPAJbHOTO W KJAETOYHOIO
HMMYHHT@TAa MOXKHO OODBACHHTb XPOHH3ALHIO OCTPHIX AJKOTOJbHBIX
TCIIATHTOB, 4 TaKXKe IPOrPecCHPOBAaHHEe LHPPO3OB B YCJAOBHAX MOJ-
HOH aOCTHHEHIHH.

HMccnenosanus B MMMYHOIOTHH a/KOTOJILHBIX MOPAKEHHI! MeYeHH
TPOAO/KAIOTCA H, BO3MOXKHO, NOC/IEAYIOUIHE [aHHBIE MOATBEPASAT
JaHHYIO THIIOTE3Y HJIH BHECYT CBOHU KOPPEKTHBHI.
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IMMUNOLOGIC ASPECTS OF ALCOHOLIC LIVER INJURY

V. Saarma, N. Asfandiyarova
Summary

The pathologic mechanism of chronic alcoholic liver injury is
still unknown. Acute alcohol hepatitis may develop in chronic
active hepatitis and in cirrhosis in chronic alcoholic patients, even
under conditions of absolute abstinence and full value food. The
possible immunologic mechanisms are discussed. Alterations of
humoral immunity (elevation of immunoglobulin levels, high
titres of smooth muscle antibodies and antinuclear factor) are
reported in patients with alcoholic liver injury. The cell-mediated
immunologic mechanism can be considered to explain the asso-
ciation between chronic alcoholism and liver cirrhosis: lymphocyte
cytotoxicity for isolated hepatocytes are found in patiens with
alcoholic cirrhosis. Genetic factors may promote the immunopatho-
logic mechanism. One may postulate that ethanol indirectly
initiates chronic liver disease through the formation of altered
liver proteins which, becoming antigenic in character, release
immunopathologic reactions.
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BO3MO)XHOCTU UMMYHOIAUATHOCTUKH
NMAHKPEATHUTA

C. K. Bean6pH, 10. 3. Mauuucre, P. 1. Opo

Oraenenne KauHMYecKol onkoaorun MHCTHTYTa sKclepHMEHTANBHOI
H xauHuyeckoil meanuunsl M3 3CCP u ornesneHne Topako-a6aoMUHAIbHON
xupyprun TasIHECKOR pecny6/uKaHCKOH GOJbHHIbI

Hawn npeabiaymue Hec/eloBaHHs MOKAa3asH, YTO OCTpPhie CTa-
JAHM MAaHKPEaTHTA XapaKTePHU3YIOTCS NaHKPEeaTHYECKHMH aHTHUTeJaMU
H LUPKYJISIHEeHd B KPOBH aHTHIeHA, CEH(UUHOrO MJIsi TKAHH MOAXKe-
JynouHOd xkesesml {1, 2]. B Hacrosimem coo6uieHun mpeacTasseM
JaHHble O IPUMEHEHHH HMMYHOJIOTHYECKHX TECTOB HapsAAy C APYTHMH
METOAAaMH HCCJIeOBAaHUSl I/ ONpeldeseHHS NOPaxKEeHHS MOIKeNay-
JOYHOH KeJe3bl NPH KOMOHHHPOBAHHBIX ¢opMmax OOJe3HH.

Marepua.n H METOLXHUKA

Hccnenosann 80 60/bHBIX C pa3jHYHBIME (OPMaMH U CTAZHSIMHU
TaHKpeaTHTa:

1. 15 60JbHBIX C HEKPOTHUECKHM H PHOMHBIM TAHKPEATHTOM. ¥ 3THX
OO0JIbHBIX GECCIIOPHO AOCTOBEPHBIH AHArHo3 OblI IIOCTaBJEH Ha ore-
pAaLHH.

2. 25 60abHBIX ¢ 060CTPEHHEM XPOHHYECKOrO MaHKPeaTHTa.

3. 33 6oabHBIX ¢ 060CTpEHHEM XPOHHUECKOTO X0JeNaHKpeaTHTa *;
U3 HUX y 12 0OJbHBIX NpeBaJHPOBAJIH SBJCHHA IOPAXKEHHA KeJaye-
BBIACJHTCJbHOH CHCTEMBI.

* O[HOBpeMeHHOe, COYETaHHOE MOPaXKeHHe MOMKENyA0UHON Kee3bl H Kell-
YeBHI1eJHTEIBHON CHCTEMBl HA3bIBAIOT OOBIYHO XoJenucromankpeaturoM [3, 4]. Ha
Halll B3rJSiA, 1Jis 0603HaueHusi 0c0Goit HOPMBI TIOpaKeHUs MOAKe Ny OYHOH XKeJe3bl,
rie 3HaUYHMBIM 3THONATOIeHETHUECKHM 3BEHOM SIBJAIOTCSH OOJIE3HM KEJUHBIX MyTei
(XONaHTHT, THIEPTEH3US MKeNuH, NOCTXOJeLHCTIKTOMHUECKHH CHHADOM, (QYHKIHO-
HaJbHASL HEJOCTATOUHOCTHL GOJBIIOrO AYOAEHATbHOTO C€OCKa M Ap.), INpaBHJbHee
NpHMEHSITh TePMUH «XOJeIaHKpeaTHT», corjacHo pexomennauuu B. H. Coko-
sioa [5]. B cayuasx KOMGHHMDOBAHHON NaTOJIOTHH CJEAYET ONpeLe/HTb IIpeBalH-
PYIOIUil NAaTOTeHeTHYECKHH oYar M YAe/IbHBIH BeC HapylieHHs (QYHKUHH TOTO HJH
ApYroro oprasa.
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4. 7 6071bHBIX TAHKPEATHTOM B COUETAHHHU C sI3BEHHOH 00JIe3HbIO.

HanHble 06 OTpHUATENbHBIX Pe3yJabTaTax HCIOJb3YEMBIX HMMY-
HOJIOTHYECKHX TECTOB Y 3A0POBHIX H3JI0XKEHBl B IpelblaylieM coo0-
mieHuu {2].

VY 60JbHBIX HCCIEA0BAJH HaJHUYHEe aHTHTEHA MOAKENYHLOYHOH Ke-
JIe3pl U COOTBETCTBYIOLIHX aHTHTEJ B ChIBOPOTKe KpoBH. Mccaenosa-
HHsI NIPOBOJAMJHM KaK B aKTHBHOH (paze Gosie3HH (B TeueHHe NepBLIX
5 nHeit), Tak U B GoJiee MO3JHHE CPOKU (IPH YJIYULUIEHHH COCTOSIHHS).

AHTHreH NOJXKeNYAOUHOMN KeJle3bl ONpPeAesiii ¢ TTOMOLIbIO peak-
UUH NpeUHNUTAaUuHd B arape, NPHMEHsSs HMMYHCBIBOPOTKH Kak X
LeJbHOMY 3KCTPaKTY NOJKENYyAOUHOH KeJle3bl YeJI0BeKa, TaK H K ero
¢pakUHusiM, TOJYYeHHBIM pasjeseHHeM 3KCTpakra uepe3 cedagexc
I'-200. Kak nokasannm Hawu mpeablAyllHe HCCIeL0BaHUS, YIOMSHY-
Thle QpakUHH pas3JIHUYAITCH 10 COAEPKAHHIO AHTHTEHHBIX KOMIO-
HeHTOB M (epMenToB [6]. Bce uncnosbayemele HMMYHCHIBOPOTKH
HCTOHLAJIN NpeJBapHTENbHO HOPMAJbHOH 4esoBeYecKoil ChIBOPOTKOH.
LlupKyaupyloniye auTHTeNa K TKAHH IO KeNyL04HOM Keje3bl onpe-
LeNsJIN TaKkxKe peakinell NpeuunuaTaliy B arape.

Pesyabratni

B pasublx rpynmax GoJbHBIX MaHKPEATHTOM AHTHTEH TOMKEeY-
JOUHOH 2KeJiesbl OB BhISIBJEH B 669 cuayuaes, mpuyeM OGLIYHO ¢
NOMOIIbI0 HMMYHCHIBODOTKH K LeJIbHOMY 3KCTPAaKTy IOJKeayaou-
HO# xeJsiesbl (Tabua. 1). HMcnosb3oBaHHEe HMMYHCBIBOPOTOK MPOTHE
pasiHYHBIX (PaKUHI MOAKeNYLOYHOH »KeJle3hl II03BOJISI/IO BHISIBUThH
aHTHren pexe (42%), Ho Bce ke B 11 cbIBOPOTKAX y GOJNBHBIX MAHK-
peaTHTOM OOHapy:KeH aHTHreH TOJNBKO ¢ aHTHQPAKIHOHHBIMU
UMMYHCBIBOPOTKamH. IlaHkpeaTuueckne aHTHTeNa BHISABJAEHB C
MOMOUIbIO pPEaKIHH HPEUUNHTALHH Y !/; GOJbHBIX, IpHYEM OOBIUHO
OZHOBPEMEHHO C aHTHTCHOM IO 2KeJyL0YHOH XKeJie3bl.

YacTora BHIIBJEHHS] AHTHIE€HA NOMKENYIOUHOH IKeJe3bl H COOT-
BETCTBYIOIIMX aHTHTE] B Pa3HBIX IPyNNax GOJIbHBIX MaHKPEATHTOM
passuyanace (rabsa. 1). Ilpu HekpOTHUECKOM H THOHHOM WaHKpea-
THTE, T € AHArHO3 He BbLI3bIBAJ COMHEHHS, HABGJMI0AAMU TOJOKUTENb-
HBI€ HMMYHOJIOTHYECKHE TOKAa3aTesNH Yy BCeX HCCJIEeJIOBAHHBIX.

Y 60JbHBIX ¢ 060CTPEHHEM XPOHHYECKOrO MaHKPeaTHTa, T. €. NpH
HaJIHYHH TOBTOPHOTO Ipolecca NOAXKeNyAOUHOH Kesesbl, crnenHbH-
UECKHH aHTHTeH kKese3bl OOHapyxXKuau y 14 us 25 o6cienoBanimiX,
a ManKpeaTHYecKHe aHTHTEJda — TOJLKO V 4 GOJNBHBIX.

ITpn xosenanxkpeature ¢ npeoGaaganneM MaTOJOTHIECKOTO MPO-
necca KeaqYeBLIBOAANINX NYTeH, HO KAHHIYECKH BLISIBJEHHOH THIIEp-
aMmuiasypuefl m -aMHJjaseMHell AHTHTEH MOMKEJNYNOUYHOH rKesae3Ll
Haliy y 6 ® aHTHNAHKpeaTHYeCKHe aHTHTEeNA Yy 3 M3 12 GOJbHBIX.
Ilpn xonenankpearure, rae KJIHHHYECKAss KapTHHA MO3BOJHJIA TPakK-
TOBAThb Npeobaajanne NaTOJOrHYECKOr0O NMpolecca B MO IKeNyA0UHOM
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JKEJIC3€, BOIABH/IN aHTHreH Y 17 u anturesa y 10 u3 21 odeqae1osan-
1oro. OTpHIATeJIbHbIC HMMYHOJOTHUECKHE peakiil HaBaio1a11 N
2 GOJIbHBIX.

Y COJLHBIX NAHKPEATUTOM B COYCTAHHH C A3BCHHON GCIC3HDIO
ANTHICH TNOAMKEIYNOUHOH JKese3bl 0OHAPYIKIIH TOJALKO Y OO0
U3 7. B 3THX cayuasx y GOJBHBIX GblI HHIYpPATHBHDL MaHKpeaTHur,
YCTaHOBJIGHUBIH Ha onepauuu. Y GOJLHOTO ¢ NOJOMKHTeNBHON peak-
el Obiia s3Ba  KeNyAKA, NeHeTPHPYIOULdsi B MOAKENYA0UHYIO
JKesesy.

B rpynne Gombubix ¢ TAKeABMH cTamusiMH namkpeaTuta yMep-
70 3. Y YHOMAHYTBIX GOJNBHBIX YIAJ0Ch MCCJAEN0BATb AHTHTENA He
TO/ILKO B OTHOLICHHH FOMOJOTHYHOH TKAHU MOMKEJNY10UHOH JKeJae3bl,
HO H ayTOJIOTHYHOHA. ¥ BceX Tpex GOJMbHLIX C JeTaJbHLIM HCXOA0M
BBIABIIN QHTHTEH MOJKeTyNOYHOH »Kese3bl H aHTHTEsNa, pearHpvio-
LHE ¢ aHTHIEHOM H3 TOMOJIOTHYHOH H ayTOJOrHYHOH MOMKeaYA0Y-
Hoit Keste3bl. [Tocseniee yKaspBaeT Ha TO, UTO BLIABJACHHBIE Y GOJIb-
HBIX MAaHKPEATHTOM dHTHTEeJ]a HEJNb3S CUUTATh H30AHTHTEJAMH, KAk
310 nosarator A. P. Thal, M. J. Murray u W. Egner {7] u N. R.
Rose [8].

¥ 7 GOJILHBIX C HEKPOTHUCCKHM H THOHHOM MaHKPEAaTHTOM HMMY-
HOJIOTHYECKHE NOKa3aTe/lH HCCIEeA0BANH B TEUEHHE BCEro BPEMEHH
npeGbBalNs B KJTHHHKe. Y 4 H3 HHX aHTHreH IOAKENYIOUHOH KeJe-
3Bl HAO/IIOAAJICA TIOCTOSHHO, OH HCYE3 TOJMBKO NMPH BBHI3A0POBICHHH
GosbHOro. Y 3 ocTajbHbIX GOJbHBIX HaG6J01a/H BOJIHOOOpa3Hyo
KpPHBYIO aHTHI€HA: B HEKOTODPBIX NPo6ax aHTHreHa OOGHAPYKHUTL He
YAaJ0Ch, HO BIOCTEACTBHH ObLIH TOJYYEHBI IOJIOXKHTEJbHBIE peak-
wun. ITocsefHee COOTBETCTBOBAJO NMEPHONAM YXYALICHHS GOJE3HH.
AuTHTeNa K TKAHH MOAKEYNOUHOM Kese3bl GbIH HageHbl y 11 u3
15 GobHBIX HEKPOTHUECKHM M THOHHBIM MAHKPEaTHTOM B CaMOM
Hauaje GOJIe3HH. Y OCTaJbHBIX GOJIbHBIX AHTHTEJA TMOSBHJNCH Ha
BTOPOH-TpeTbell Helesle GOJIE3HH.

Hcenenosanne y GoapHBIX ¢ 06OCTPeHHEM XPOHHUECKOrO TaH-
KpeaTuta M XOoJemaHKpeaTHTa HHMPKYJIAUHH aHTHTeHa MOLKeaYA0U-
HOII 7KeJIe3bl B COOTBETCTBYIOUIHX aHTHTEJ B OCTPOM MepHoIe Go.e3-
HH (B TeucHHe NepBHIX 5 AHeft) u Npu 6oJee MO3AHHX CPOKAX MOKA-
3aJ10, 4YTO BbISIBJIEHHE AaHTHIEHA IOAXKENYIOYHOH rkese3bl OoJjee
XapaKkTepHO IJs OCTPOro mepuoja xoJdemnauxpeatrura (yx2=15,1;
p<0,01). Auturena oGHapyKHBaMHChb 4alle B Hayaje GOJE3HH,
IIpHYeM OOBITHO OXHOBPEMEHHO ¢ LUPKYJsiHell aHTHTeHa B KPOBH
(Taba. 2).

O6cyxnenne pe3yabTaToB

I[IpoBesennble fcc/le0BaHNsT [I0KA3adH, YTO HPH BHIPAKEHHOI
ACCTPYKIUH NMOAAENYAOUHOH 2KeJIe3bl — IPH HEKPOTHUECKOM H IHOIi-
HbIM IaHKPEATHTE — AHTHICH MOJKENYJI0UHOH yKeJse3bl BLISIBJISETCS
B KPOBH y BceX GOJbHBIX. Jl0CTOBEPHOCTb AMATHO3a B STHX CAYYAsX
HE BBI3BIBACT COMHEHHS, NMOCKOJbKY AHArHO3 MOATBEPAMJICH HA OIle-
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paluil u TpH THCTOJOTHYeCKOM Hccneposanun. I[lpu o6ocTpennu
XPOHHUYECKOro MaHKPeaTHTa AMATHO3 OBbII YCTAHOBJCH HA OCHOBE
XapaKkTepHON KJIMHHYECKON KapTHHBI M THINEPaMHJIA3eMHH H -aMH-
J1azypu. Moxuo mpeanosnarats, uto B Tex 11 cayuasix, rae adTH-
FeHa MOMKeNyNOYHOH XKeJe3pt He OO0HAPYKHUIH, NOSBJIEHHE Kajao0
H THNEpaMHJIA3eMHSI H -aMHJIA3yPHSl CBHIETEJIbCTBYET O TOM, YTO
JACCTPYKTHBHBIE HM3MEHEHHSI MaJjlo BbIPAXKeHbl HJH OTCYTCTBYIOT
BooO1ie. BO3MOXKHO TakXKe, YTO Y YaCTH HCCAEJOBAHHBIX OTpHLA-
TeJIbHbIe Pe3yJIbTaThl 00yC/AOBJEHBl HEONTHMAMbHBIM CPOKOM HCCJIe-
JOBaHHA, H NPOBeJeHHe HMMYHOJIOTHUECKHX HCCJAEJOBAaHHH B GoJee
panHeil ¢ase GosesHn MOrJIo Gbl y HHX BEISIBUTb AHTHTEH B KPOBH.

Takue e MpeanoJIoKeHHs] MOXKHO OTHECTH H K IPYIIe GOJNbHBIX
XonenaHkpeatutoM. IIpy 3TOM aHTHreH mNOMXKEJNYAOUHOH Kese3bl
9alle HaXOAHM B rpynmne GOJIbHBIX XOJeNaHKPeaTHTOM, T/le npeobiia-
Aajla KapTHHA NOpaxKeHHs IOJKeJyN0YHOH JKese3bl, YeM NpH Iipe-
006J1alaHHy ATOJMIOTHYECKOro IpoLecca B renaToGH/IHAPHOM CHCTe-
Me. Bo3MOXKHO, 4TO B C/Iyyasix KOMOHHHPOBAHHOH GOJNE3HH YIOMs-
HYTBIH HMMYHOJIOTHYECKHH TECT MOXKET CJYKHTb BCIOMOTATEJIbHBIM
METOAOM JJIST YCTAHOBJIEHHSI BOBJICUEHHSI NMOMXKENYAOUHOH KeJNe3bl
B N1aTOJIOTHYECKH# npouecc. OIHAKO celdyeT YUHTHIBATb, YTO BHISB-
JICHHE aHTHre€Ha XapaKTePHO IJIsi OCTPOH ¢a3bl GOJE3HH H IIPH CTH-
XaHHH NaTOJIOTHYECKOrO Ipolecca aHTHTeH OGBIYHO He O6GHApYKH-
BaeTcs B KPOBH.
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POSSIBILITIES OF IMMUNOLOGIC DIAGNOSIS
OF PANCREATITIS

S. Velbri, J. Minniste, R, Oro
Summary

In the blood of 80 patients with different forms of pancreatitis.
pancreatic antigen and antibodies were studied by means of agar
precipitation reaction. Pancreatic antigen and antibodies were
found during a long time in all 15 patients with necrotic and puru-
lent pancreatitis. Detection of pancreatic antigen in the blood is
a sign of the destruction of the pancreas.

Detection of pancreatic antigen in the blood of patients with
exacerbation of chronic pancreatitis with or without damage of the
biliary system was less frequent: antigen was observed in 50—380
per cent of patients depending on the stage of the disease. It is
supposed that detection of pancreatic antigen in the blood can
facilitate determining the extent of damage in the pancreas.
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KJNETOYHBIE UMMYHOJMOTHYECKHWE PEAKIIUHU
NPU XPOHUYECKOM NMAHKPEATHUTE

X. P. Hyrr
LIMHHJT TapTycKoro rocy1apcTBeHHOTO YHHBEPCHTETA'

B nacrosmee BpeMst HHTEHCHBHO OGCYXKA4eTcsl BONPOC O HpH-
CYTCTBHH ayTOHMMYHHBIX MEXaHM3MOB B NaTOreHe3e XPOHHUYECKHX
GosiesHel KesyJO0YHO-KHIIEYHOTO TPAKTa, B TOM YHCJ/Ie M NPH MaH-
KpeaTture. KimMeeTcss ocHOBaHHe IpeAmosiarath, 4TO 4HTHTENA He:
UrpaioT pemniammled poJaH OPH ayTOUMMYHHBEIX TpolieccaXx H uTO
HanboJsiee CyIeCTBEHHBIM $IBJSIETCS THIEPUYBCTBHTEALHOCTb 3aME-
JeHHOro Tuna. ONHAKO H3yueHHEe peaklUHii THIePUyBCTBHTENbHOCTH
3aMeNJIEHHOTO THNA IIPH NaHkKpeaTHTax Hadatel Hamu B 1970 romy
{1] m B TeueHwe nocienHux JeT, KpoMme HamHX [1—5] BHIIO"
yKe HeCKOoJbKO pabor 1o sromy Bompocy [6—12]. Ho TeM He Menee,
06 HCNOJb30BAHHH AHTHTEHOB CyOUE/IONAPHBIX (pakuuii mojpxe-
JYROYHOH 3Kejie3bl CBHAETENbCTBYIOT TOJILKO €IMHHUHBIE DPaGOTH

[4, 5, 7].
Martepnan U MeTOAMKA

Bcero mamu 6b110 o6ctegoBano 110 aum. 65 u3 mux (27 MY2KUMH
u 38 xeHmuH B Bo3pacre oT 21 1o 71 roga) cocTaBHIH TpymImy
GOJbHBIX XDOHHYECKHM INaHKPEaTHTOM. 34 H3 3THX 65 GOJbBHBIX:
HMeJH XPOHHYECKHH NaHKpPeaTHT B (hase MHHHMAJIBHOIO 06OCTpEeHHS,.
1y 31 6bl1 IMarHOCTHPOBAH XPOHHYECKHH AHKPEATHT B (hase peMuc-
cHil. XpOHHYeCKHH DEeLHANBHDPYIOIUHA NAHKPEATHT y BCeX GOJbHBIX
OBl IMarHOCTHPOBAH BO BPeMsi OCTPOTO NPHCTYIA, HO' HX HCCIELO-
BaJli HMMYHOJIOTHYECKH CIIyCTsl OAMH Trof mocse araku. Ilpu nuar-
HOCTHKE OCTPOro IpHCTYNa G60JIe3HH YUYHTBIBAJHCh KJIHHHYECKaf:
KapTHHA, J1abopaTOpHbe AaHHble (IIOBBIUIEHHE AKTHBHOCTH aMHJIA3bl
B KPOBM M MOYe, BpeMeHHOEe MNOBHILEHHE caxapa: KpOBH) H aKTHB:-
HOCTb BOCHAJIHTEJIbHOrO Npoliecca (MOBLILIEHHE TeMIepaTyphl, YCKO-
penre PODJ, caBur JefiKouHTapHOH GOPMYJH BJIEBO, JEHKOLHTO3,,
NOBBILIEHHE dg- M Y-TJIOOYJIHHOB B CHIBOPOTKe: KpoBH). IIpm stom y

101.



25 GoapHbIX H3 65 AHArHO3 MOATBEPAUJCH U BO BpeMsl ONepauuu.
KpurepusiMu MUHHHMAJIbHOTO O0OCTPEHHS COYCTA TOA CJAYXKUJIKH GOJNH
¢ THNHYHOH Jiokasu3auueld, padHHele POD, JeHKOUHTO3, JdaHHDLIE
VPOBHsSI aMHUJIa3bl B MOUYe, caXxapa B KPOBH H NPOTEHHOrpaMMbl. Xpo-
HHUYCCKHI MAaHKPeaTHT B (pase peMHCCHH ObIJI IHATHOCTHPOBAH, KOraa
y 60JbHBIX He GBLTO XaJao0, H Bce aHaJAH3bl ObIJIH B HOpME. YUHTHI-
BaJHCh H NOKAa3aTeJH 3KCKPETOPHON M HHKPETOPHOH (DYHKUHH NOI-
JKeJYAOUHOH Kese3bl (AKTHBHOCTb (EepMEHTOB B JAYyOILEHaJbHOM
.COACPKHUMOM TIOCJIE CTHMYJISILIHH COJMSTHON KHCAOTOH, LaHHbBIe KONpOor-
paMMbl nocsie auerel CMHTA ¥ caxapHasi KpUBas).

KouTposbhyio rpynny coctaBuau 33 3[0pPOBBIX JiHIlA, KOTOpLIE
paHblle He OGoJiesin GOJNIE3HAMH JKeJyA0YHO-KHIIEYHOTO Tpakra (B
Bozpacte oT 21 go 59 net) u 12 60AbHBIX ApyrHMH 3a00/J€BaHHAMH

JKEJYLOUHO-KHIUIEYHOTO TpaKTa (Ae(HUHTOM JaKra3bl — 2, Hecie-
HpUYECKUM SI3BEHHBIM KOJHTOM — 4, XoJeLHCTHTOM — 6 60ib-
HBIX).

FunepuyBCTBHTENBHOCTh 3aMeAJICHHOIO THNA K aHTHreHaMm MOJA-
KeJYIOUHOH »Kese3bl onpejensnach NPH MOMOLIM peakuUuH OJaact-
TpaHchopmanuu. MeToanka onucaHa Hamu panee [1, 3]. AHTHreHOM
CHTYIKHJIH LeJbHbI 3KCTPAKT M O cyOue/TIoNsIpHEIX Ppakuuil TKaHH
MOKENYAOUHOH JKese3bl, TOJYUeHHble Y ueJoBeKa, yMepliero or
MHGbapKTa MHOKapha: siljepHasi, MHTOXOHAPHAJNbHAHA, MHKPOCOMAaJb-
Has, pubGocoMasnbHas M LHTomIasMarHueckas. CyOueIoasapHbe
AHTHIeHbl OBIJIN IOJY4YeHBl NyTeM AuddepeHuHalbHOrO LeHTPHBYTH-
pPOBAaHHST H OBIIH TPOBEPEHBI 3JEKTPOHHO-MHKPOCKONHUYECKH B CEK-
Tope mopdosorun LIMHHWJI 10. Kapuepom n A. ITufipcoo. Jlumdo-
HUTHl, OCAXKAEHHbIE H3 NepHbepUYecKOl KPOBH relapHHOM, KYJIbTH-
BHPOBAJIM ¢ Ka} 0 cyOue/onsapHoll Gpakuueil B TeueHHe 72 yacos
B cpefie 199, sateM NPHTrOTOBJSIM Ma3KH, KoTophle Kpacuiu 1o Ila-
nenreiimy. Mccaegoanu 500 Kiaerok. Peakuumo cudTand MOJOXKH-
“TeJIbHOM, KOorja TpOUEHT 6JacTTpaHcHOPMHPOBAHHBIX JHUMQPOLHTOB
npesbian 3% W ecau B KOHTPOJBHBIX KyJbTypax HX colepikaHue
6b10 HHXKe 19%. B KOHTPOJIBHBIX KyJbTypax BHIpallHBaJH JuMOO-
HUTHl 6e3 npu6GaBJIeHUsT aHTUIeHA HJH ¢ TpHOaBJIeHHeM yHHBEPCaJb-
HOTO HecleUH(pHUIECKOro cTUMyasrtopa — QuroremMarrmoTHEiHa M
uau P («Difco»).

Pe3syabrarht

OcHOBHBIE pe3yJIbTAaThl HCCJAENOBAHHA TNPHBOAATCA B TalbJjuue,
13 KOTOPO# BHIAHO, YTO CIHOHTAHHYl0 6JacTTpaHchOpMalHI0 HAULIH
B KyJabTypax y 11 GospHBIX, 1pu 3TOM yaule B (ase 060CTpEHHS
mankpearara (p<<0,01). ®uroremMarrtoTHHHH BbI3LIBAJ OXKHBJIEH-
Hyto GaacTrpaHcopMalHio JHMPOUHTOB y BceX obcjenyeMbiX, 4TO
YKa3blBAeT Ha CIOCOOHOCTh KYJbTHBHPOBAHHBLIX KJETOK BCEX JIHIL
MUMMYHOJOrHUecKH pearupoBath. Jlumpouurs 21 GosabHoro ne pea-
rUPOBAJH HH HA KaKHe AHTHTEHbl NOAXKEJNYLOYHOH Kese3bl H Yy HHX
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(OTCYTCTBOBaJa M chnoHTanuas Ouacrrpanchopmaunsd. JIumdouutsr
33 GoJbHLIX NOABeprafich OJacTrpaHcpopmManuy B TPHCYTCTBHH
AHTHTEHOB TOJKEJNYACUHON :Kele3bl CJAeAyIOLHM o00pasoM: ualie
Bcero Gnlsia BhIsIBJAeHA OaacrrpaHcdopMmaunus moj BJAHAHHEM pHOO-
.COMAaJIBHOTO, UHTOIJIA3MAaTHYECKOI0 H MIKPOCOMaslbHOIO aHTHreHa
I PEAKO — AAEpPHOTO H MHTOXOHApHaAbHOTO (p<<0,01). C obuum
SKCTPAKTOM IOAKETYA0UHON »Keae3bi JuMQonuTh OONbHLIX NaH-
KpeaTHTOM '[TOABEprasuch 6JacTTpaHcopMaLHI TOYHO C TAKOH Ke
YacToTOl, KaK M ¢ cyOUuesosipHbiMi ¢ppakuusimu (y 33 H3 65 00-
.CJeIoBaHHbX). Pexe, no cpaBHeHHio ¢ rpynmoil OOJbHBIX MankKpea-
THTOM, BHISIBJfJIack GjactTpadcopMaiis NoA BosdeHcTBHeM Cy0-
‘HeJTIOJSPHBIX aHTHTEHOB TMOAZKeAYALOUHOH sKesJe3bl B KOHTPOJbHOH
rpynie (y 3 GoabHbix u3 12 u y 1 3goposoro u3 33, p<0,01). ¥ tpex
"3THX JIOAeH OBLT QHATHOCTHPOBAH XOJEUHCTHT H Yy OLHOrO B aHaM-
‘He3e Obla HepHuT.

OGcyxaeHHe pe3yabTaToB

PesysibraTel HacTosiliel pabGoThl NOKA3BIBAIOT, YTO OPraHHU3M
“60JIbHBIX XPOHHYECKHM MNaHkpeaTHToM yacTto (y 33 u3 65 GONbHBIX)
CeHCHOUIU3UPOBAH K CyOLe/NJIIONSAPHEIM PPAKIUAM TKAHH NOLKeNy-
_ROYHOH Keje3bl. Yacrora ceHcubuiauszauud K CcyOLeNJIIONSPHBIM
¢pakuusm B o0LieM He OTJAHYAETCS OT YACTOThl CEHCHOMIH3AUUH K
HeJbHOMY 3KCTPAKTy NMOAKEJNYLOUHOH »KeJesbl (B O6OHX ciyuasix
'y 33 6onbubX H3 65). Hawu gansbie oTsHyaioTes oT AaHHBIX Schiitt,
‘Ch. u coasr. [7], KoTOpHIE ¥ BceX GONbHBIX XPOHHYECKHM NMaHKpeaTH-
‘'TOM HAULIH OJacTTpaHcHOpMAUHI0 K AHTHreHaM MOAXKeJya0YHOH
sxenesnl, Ho, cpaBunBas cBou nanusle ¢ pesyabraramu C. K. Benn6-
pu u coasT. [12], Mbl mOUTH ¢ TO¥ Ke 4acTOTOH OGHApyXuJH Ojact-
tTpancopmannio B (ase pPeMHCCHH XPOHHYECKOTO IIaHKpeaTHTa.
‘Baacrrpancdopmauns JumMPoLHTOB K CyOLENTIONAPHBIM (PpaKLUIM
NOKa3blBaeT CeHCHOMIH3AalHI0 OPraHu3Ma K aHTHTeHaM PAasHBIX KJe-
‘“TOUHBIX CTPYKTYP TKAHH MOJAKETYJOUHOH KeJe3bl.

EcTh ocHOBaHHe Mpeanosarath, 4To B LHTOMIasMe, pubocomalb-
HOH I MHKPOCOMAaJBHOH (pPaKUHAX HAXOAATCH clielrduIecKre JaH-
HOMy oprany -anturedsl. [lostomy OnactTpancpopmanus K LHTO-
TJazMe, pHOOCOMATbHOMY H MHKPOCOMAaJbHOMY aHTHTEHY IOJXKesy-
JOYHON 7Keae3bl HMEEeT JQHATHOCTHUCCKYIO IEeHHOCTh IIPH XPOHHYe-
CKHX MaHKpeaTHTax.

JIMTEPATYPA

. Hytrt X. P, Beap6pn C. K. Ponb KJIeTOUHBIX M IyMOpPAaJbHBIX HMMY-
HOJIOTHUECKHX TOKasaTesell npu maukpeatutax. — Tep. apx., 1970, 7, 51—54.

2. Bean6pu :C. K, Hyrr X. P, Kacecaay I. C. O cnemudpuynocru
HMMYHOJIOTHUECKHX PeaKUuil NMpY NMOpaXKeHUAX MOJXKEeTyLOYHOH KeJespl. —
B c¢0.: :Mccaenosanus 1no racrposuteposoruu. Tammus, 1972, 152—161.

3. Velbri, S, Nutt, H, Kasesalu, G. Uber die Rolle immunologischer

104



Mechanismen bei Pankreserkrankungen. Z. Ges. inn. Med., 1973, 28, 222—
226.

4, Hyrt X. P. O poan KJeTOYHBIX M TyMOPAJIBHBIX HMMYHOJIOTHYECKHX TI0OKA3d+
TeJlel B KOMILJIEKCe AHarHOCTHKH M NPU OLEHKe aKTHBHOCTH NaHKPEaTHTOB, —
B c6.: IIpo6aemsl coBpemennoi rtepanuy. Tammmu, 1975, 215—217.

5. Hyrt X. P. O ponn K/ETOYHHIX M IyMOpaJbHBIX IIOKas3aTtelell B maToreHese
OCTPBIX M XPOHHYECKHX NaHKpeaTuToB. — B c¢6.: [IpoGaema ayroastepruu:
B npakTtHyeckoil MeauuuHe. Taanun, 1975, 2563—254.

6. bepesxa C. M. UMMyHOJIOrHUECKHe HCCAEI0BAHMS B JMATHOCTHKE JaTEHT-
HbIX (DOPM XPOHHYECKOrO NAHKpeaTHTa Y GOJbHHIX SI3BEHHOH O6O0Je3HbI0 H'
XPOHHYECKHM XOJeUUCTHTOM. — B ¢6.: MMmyHosiorus, Buin, 5, 1972, Kues,.
176—172.

7. Schiitt, Ch, Friemel, H, Schulze, H A, Leithdusser, W. und
Zubaidi, G. Der Lymphozytentransiormationstest in der Diagnostik der
chronischen Pankreatitiden. Z. Ges. inn. Med., 1975, 30, 412—415.

8. Friemel, H, Brock, J, Schiitt, Ch, Zastrov, R-M. und Velb-
ri, S. Immunologische Untersuchugen am Pankreas. Z. Ges. inn. Med.
1975, 30, 415—419.

9. Schiitt, Ch, Friemel, H, Schulze H. A, und Zubaidi, G. Specific-
lymphocite sensitization in chronic pancreatitis. Digestion, 1975, 13;.
308—311.

10. Teaaep JI. U, OctpoBcknit A B. Anjeprus samenesHoro Thma y.
GOJIbHEIX XPOHHUYECKHM naHkpeatutoMm. — Tep. apx., 1975, 9, 117—120.

1. TaaymkoB T. M. BO3MOXHOCTH HMMYHOJOTHYECKOH JHATHOCTHKH XpO-
HKYeCKOro naHkpeatuta. — B ¢6.: CoBpeMeHHBe BONDPOCH NATOJOTHH Opra-
HOB nHIeBapenus. M., 1975, 134—135.

12. Bean6pu C, ®pumeasn X, Lllactpos P. Hexoropne rymopaibHbie:
U KJETOUHBle HMMYHOJIOTHUECKHE T0Ka3aTesn NPH pasHuX (GopMax naHkpea-
tuta. — Tep. apx., 1976, 10, 112—116.

CELLULAR IMMUNITY REACTIONS IN CHRONIC
PANCREATITIS

H. Nutt
Summary

Blood lymphocyte blast-transformation in vitro with pancreatic:
subcellular antigens was studied in 65 cases of chronic pancreati-
tis, in 12 cases with other gastrointestinal diseases and in 33.
healthy persons. In the cases of pancreatitis 33 positive results
with pancreas antigens were found (with cytoplasmal antigen —
in 24 cases, with microsomal — in 17, with ribesomal — in 24,
with mitochrondrial — in 2, and with nuclear antigen — in 4
cases). In the patients with the other gastrointestinal diseases and
in healthy persons the lymphocyte blast-transformation test with.
different pancreas antigens was mostly negative.
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'KOJIUYECTBO HUPKYJHUPYIOLLIUX AHTHUTEJI
NPA MAHKPEATHUTE

X. P. Hyrr, T. 1. Jluanac

IIMHHJI Tapryckoro rocyaapcTBeHHOTO0 YHUBEPCHTETA
n HUnctaryt xumun AH 3CCP

MHorue aBTOpbl ONpeJesJH HalHyhe LHPKYJUPYIOUIHX aHTHTEN
B CBIBOPOTKE KPOBH y 60/bHBIX maHkpeaTuToM [1—22]. C s10il Lessi0
OblIM ynoTpe6J/IeHbl KauecTBeHHbIe HJIH MOJYKOJHYeCTBEHHbBIE MeTo-
Abl. B cBoeit pa6ore Mbl IOJIb3yeMcsi MeTOAUKO#H apuHHOH Xxpoma-
Torpaduu AJIs ONpefeseHHsT KOJMYecTBa AaHTHUTeJ B CHIBOPOTKAX
60bHBIX. MeTOAMKA OnHcaHa Hamu paHee [23, 24].

Marepuasn 4 MeTOAHKA

Hamu obciegoBano 56 GOJbHLIX B pas3/HYHBIX (pazax maHkpea-
THTa, 7 GOJMBHBIX PaKOM MOKeIyIOouHOH xKeaesbl, 12 GOJNBHBIX C
JApyruMu 3a60/1eBaHHAMHE KeJIyA04UHO-KHIIEYHOro TpakTa u 12 pomo-
poB. BosbHble TAaHKPEATHTOM pacnpeiesianch Ha OCHOBAHHH KJH-
HHYeCKOH KapTHHBI, MOKasaTejell AaKTHBHOCTH BOCTAJHTEJbHOrO
npoiecca (MOBHILIEHHE TeMIepaTyphl, yckopenne PODJ, meiikonuros,
CIBHT JIEHKOUHTAPHOH GOPMYJIbl BIEBO, NOBHILIEHAE Uz U Y QPaKUHH
MPOTEMHOrPAMMEL), NMOBHIIICHHS AKTUBHOCTH aMH/Ia3bl B KPOBH H B
MOue, TIOBBIIIEHHsT caxapa KpoBu Ha ase rpynmel: I — OcTpbiit nas-
KpPeaTHT WJIH OBOCTpeHHe XPOHHYECKOro NaHKpeaTHTa (aKTHBHAS
dasza 3adoaesanus). II — Xponnueckuii nankpeatut B dase pemuc-
cnn (uHakTHBHAs ¢aza 3abosieBauus).

B KauecTBe HOCHTE]S AHTHTEHOB IOJKeJyJOYHOH zKese3bl NpH
adounnoil xpomarorpadus GbT ynorTpesaeH CHHTETHUECKHH THAPO-
reab cpepon P 1000 ¢upmsr Jlaxema (Bprno). Tkanesolt sKcTpaxt
MOJZKeNYIOUHOH Keje3bl OblT CBA3aH O C(HEepOHOM MpH MOMOULH
2-amuno-4-6-guxgoprpuasuna. OmnpeaeseHie KOJHYECTBA AHTHTE]
OCYLILEeCTBJSNIOCh B KOJIOHKaX pasMepom 0,9%x5,0 cm. AntHTesa ¢
KOJIOHKH BBLIEJSIOTCS 10 MX ap@OHHHOCTH K CBA3aHHOMY aHTHIEHY.
Jlns BelgeqeHus: aHTuTes Obl1 ynorpebiaen ¢ocdaTHO-NHMOHHOKHC-
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it 6ydep ¢ pH 3,2. Kouuentpaunio 6enka uaMepsian B IOCIe0-
BaTe/IbHO COOPAHHBIX (PaKIHAX 3.110aTa. KOHLUEHTpalHIO OLMeHHBATH
0 HHTEHCHBHOCTH MOTJIOWeHHsT npu 280 HM Ha crnekTpodoTomerpe
«Spektromon 201» (BHP). Uuctniit 6es0k smonpyercst IpH Taxoi
METOJAHKE B BHAC CHMMETPHYHOrO NMHKa. B KpPOHYbHX HMMYHOCHIBO-
POTKax K BBHILIEYNOMSHYTOMY TKaHEBOMY 3KCTPAKTY MOAXKENYA0UHOM
KeJIe3bl MOKHO GblI0 06HAPYKHTDb 40 25 MHKOB (T. e. 25 pasaHYHbIX
BUIOB aHTHTEJ), HO B CHLIBOPOTKAxX OOJbHBIX [aHKPeaTHTOM
4—38 nuxos. ITo auTeparypubimM aannbm [25, 26], KOJTHYECTBO AHTHTEJ
0,12—0,17 mMr/ma cuntaercsi HOpMaabHbIM. CTaTHCTHYECKAst obpa-
60TKa MOJy4eHHbIX HAMH Pe3y/IbTaTOB NMPOBOAHJACH N0 t-TecTy.

Pesyabratel MccaenoBanus

JaHHble cpefHero KoJMYecTBAa aHTHTEN B 3aBUCHMOCTH OT (a3l
H JIHed 3a60JIeBaHMi H De3yJbTaThl HCCAELOBAHHUS KOHTPOJLHOIX
rpynnsl npuBeAeHb B Tabanue. Hamu pesyabratsl (Tabu.) mokasbi-
BAIOT, YTO HH3KHH YPOBEHb AHTHTEJ K TKaHH MOMXKEJYNOYHOH KeJe-
3bl HabJi0aeTcsl y 3M0POBLIX JHL, Y GOJbHBIX XPOHHYECKHM MaH-
KPeaTHTOM B (pase pPeMHCCHH H PaKOM MOMXKEJYLOYHOH KeJe3bl.
Tonbko y nByx GOJBHEIX PAaKOM MOMXKENYHOUHOH IKeJe3bl KOJuue-
CTBO aHTHTea 6bi0 0,5 mr/ma. Hekotopoe yBennueHHe KOJHUECTBa
aHTHTE]] OGHAPYKUJIU H y GOJbHBIX APYTHMH 3360JE€BAHHAMH XKeay-
AOYHO-KHIIEYHOIO TPAKTa, OAHAKO NOCTOBEPHOrO NMOBBIIIEHHS YPOBHS
aHTHTeJI B IPyINIe B LeJOM HaliieHo He 6bl10 (p>0,05).

Ta6auna

KoaHyecTBo aHTHTEN B MI/MJ K TKaHM NOAKENyNOYHOM Kenesb
B 3aBHCHMOCTH OT ¢a3bl H JHeil 3a6oneBanus

Uucao CpenHnit ypoBeHb aHTHTeJ
OGcnenoBannble JnLa 00cnie/10BaH- | K TKaHH MO/ KeJyI0UHO
HBIX JIHIL XeJesbl (Mn/Ma)

1. BoJbHEIE OCTPHIM NaHKPEaTHTOM M
0GOCTPEHHEM XDOHHYECKOIO TaHK-

peartuTa
Ha 1—3 neHb 3a6oseBanns 27 0,19+0,22
Ha 2—3 HeneJe 3a6oseBanus 20 4,05+1,14
2. BosbHble XPOHMYECKHM IaHKpeaTi-
TOM B (ase peMHCCHH 9 0,11+0,03
3. DosbHble DakOM  TOZXKeJIYAOUHOI
JKeJ1e3bl 7 0,1420,03
4. Bosbnble apyrumu  saGoseBanusimu
KEJTYJOUHO-KHIIEYHOTO TPAKTa 12 0,38+0,09
5. 3noposble Juna 12 0,02+0,02
Becero: 87
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B akTuBHOH (pase MAHKpeaTHTA KOJHYECTBO AHTHTEN B NEPBEIC
ZHE 3a6osIeBaHusl He OTJHYaeTcss OT 3A0POBAHIX aogeit (p>0,05), HO
J(OCTHraeT J0BOJIBHO BEICOKOTO YPOBHS Ha 2—3 Hepene 6osie3HH. ITO
CYLIECTBEHHO OTJHYAETCA OT KOMHYECTBA AHTHTEN 3/0POBBIX JIH1L
HAH Y OOJbHBIX, Y KOTOPBIX NaHKPEATHT 6b1 B (ase peMHCCHH

(p<0,05).
O6cyKaeHne pe3yabTaToB

Kak [0KA3LBAIOT Pe3yJbTaThl HALIMX HCCIAELOBaHHH, ¥ 6OJbHBIX
NAHKPeaTHTOM KOJIMYECTBO IMPKYJIHPYIOUHX aHTHTEN K TKAHH noj-
JKeJIyOUHOM »KeJsesbl yBeJHYnBaercd Ha 93 uesmene Gosesnu. Ha-
June anTuTes Ha 10—20 jgeHb npu OCTPOM NaHKPEaTHTE [11] nam
IpH SKCNEPHMEHTAJbHOM NaHKpeaTHTe {1] noauepxuBaioT 1 Apyrue
aBTOpHL. B (ase mosiHOH peMHCCHHM MBI HAUUIH ypOBEHDH aHTHUTEN B
Tpenesax HOPMBL

Taxk kaxk B ad@uHHOI XpomaTorpaduu Ha cdepoHe CBS3LIBAIOTCA
B OCHOBHOM LUTONJIa3MaTHieckue ((epMeHTHbIE) AHTHICHDBL, a HE
MeMmOpalnible, MOXHO TNOJIAaraTh, 4T0 AHTHTEN3, ofHapyKeHHblEe B
KpoBH 00C/I€0BAHHBIX GOJbHBIX, B OCHOBHOM npOTHBOGEPMEHTHOIO
XapakTepa M CHHTE3UPYIOTCH AJst TOTO, 4yTo6Bl 06€3BPEIUTh AEHCT-
BHe (PepMeHTOB Ha TKaHH [27]. Kakoe 3sHauenue HMeeT yBeJHUCHHE
KOJIMUECTBA LHPKYJNHPYIOMMX aHTHTE] HMEHHO Ha 2—3 nejedne 3a00-
JleBaHNs, OCTAETCSs MOKA He BhISCHeHHBIM. MOXHO JHIIL TOJATaTh,
yTO B KPOBH LHPKYJIUPYIOLINE aHTHI€HBl B BALE UMMYHHBIX KOMILJIEK-
COB K TOMY BPEMeHH yiKe BbiBeJeHBl H3 OpraHdsMa i B KpoBH 60JIb-
HBIX HUPKYJHPYET JAOBOJBHO BBICOKOE KOJIHUECTBO cBOGOMHBIX AHTH-
Ten. BroAHe BO3MOMKHO, UTO OHH MOTYT (HKCHPOBATHCH HA TKAlH
[OJI7KeyOUHOH 2KeJje3nl, KaK AyMaloT K. A. Cunopos u coasr. [16],
I 9THM OTAromartb Tedenne Gosesnn. OJHAKO STOT BOMPOC Tpebyer
ellle MajJbHEHNINX HCCACNOBAHHMH.
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CIRCULATING ANTIBODIES LEVEL IN CASES
OF PANCREATITIS

H. Nutt, T. Linnas
Summary

The level of circulating antibodies to the pancreas tissue ex-
tract in patients with acute and chronic stage of pancreatitis was
studied by the method of affinity chromatography. The patients
with acute stage of pancreatitis in the 2nd—3nd week of the
disease had the level of antibodies 4.05+1.14 mg/ml, in the
remission stage — 0.11+=0.03 mg/ml. The quantity of antibodies
in healthy persons was low (0.02+0.02 mg/ml).
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