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rRu UMMyHOreHeTUUeCKasn npea-
PaCrnoAOXXEeHHOCTb K XpOHUYECKOMY
AAKOTOAbHOMY MaHKpPeaTUTy

H. B. ly6eprpuu, H. B. benseBa
MHoronpoduabHaa kaMHuka «MHTO CaHa», Opecca,
YkpauHa

KAtoueBble CAOBa: XPOHWUECKWI aAKOTOAbHbIV NaHKpea-
TWUT, UMMYHOTEHETUUYECKAA NPEAPACMOAOXEHHOCTb, aHTH-
reHbl TMCTOCOBMECTUMOCTH, Fpynna KPoBH, pe3yc-GakTop

B cratbe npeacTaBA€H aHaAM3 YacToTbl BCTPEYaEMOCTU
Pa3AMYHbIX TPynn KPOBM, aHTUreHoB pesyc-pakropa,
aHTMreHoB HLA y GOAbHbIX XPOHWUYECKUM aAKOrOAbHbIM
naHkpeaTtutom (XAl) B CpaBHEHUU C TEMU Xe AaHHbIMU
3A0POBOIO HAaCEAEHUS.

06cnepoBaHbl 92 60AbHbBIX XA, AnarHo3 6biA OCHOBAH
Ha KAMHWYECKUX MNPOSIBAEHUSIX 3abOAEBaHWSA, Pe3yAb-
Tatax M3y4yeHWss amuAasbl, TPUMCKMHA, AMNa3bl B KPOBU
(Moue). Kpome Toro, BHeLLHECEKPETOPHan GYHKLUMS NOA-
XENYAOUHOM XeAe3bl OLeHUBaAaCh NPAMbIM (30HAOBbLIM)
MCCAEAOBAHUEM C UCMOAB30BAHWEM 3YPUAAUH-KaAbLME-
BOro Tecta. AHaAM3MPOBAAUCH Pe3yAbTaTbl COHOrpadum
NMOAXKEAYAOUHOM XEeAe3bl C YUETOM MoKal3aTenern YAbTpa-
3BYKOBOW TMCTOrpaMMbl. BbillenepeuncaeHHble MUccae-
AOBaHWS NpoBeAeHbl Takke 30 300p0BbIM AML@M. Kpome
TOro, aHaAM3MPOBaAK YaCTOTY BCTPEYAEMOCTU FPynmn KPo-
BKU cuctembl ABO, aHTUreHOB pesyc-pakrtopa, aHTUIeHOB
HLA y Bcex ob6caepoBaHHbIX 60AbHbIX Uy 456 3A0POBbIX
AWML, — XuTenen AoHeukolr obaacTu. OnpepeneHne Hanu-
uns B peHotmne aHtureHoB HLA, nokycoB ABC npoBoau-
AM METOAOM KOMMAEMEHT-3aBUCUMOW LIUTOTOKCUYHOCTH;
ONpeAEeAeHHe TPynn KPOBU U aHTUIEHOB pe3yc-daktopa
NPOBOAMAM C MOMOLLBIO PeaKUMK reMmarraroTMHaumm. Mo-
AYYEHHblE A@HHbIE ABMAMCb OCHOBaHWMEM AASI pacuyeTta
puUcka pa3BuTMA 3abOAeBaHUSA.

YacTora BCTpeuaeMocTy rpynn KpoBu cpear 6oAbHbIX XAl
6bina caepytoen: O(l) — 25,3%, A(l) — 52,1%, B(lll) —
16,1%, AB(IV) — 6,5%, Toraa kaK y 3A0pOBbIX AWL, COOTBET-
cTBeHHO 34,2%, 33,5%, 24,5%, 7,8%. ObpaLlaeT Ha ceba
BHUMaHWe BoAee BbICOKasi yacToTa BCTPEYaeMOoCTU rpyn-
nbl kpoBu A(ll) y 6oAbHbIX XATT. Puck passutisa XA npu Ha-
AVMYMK Y MAUMEHTa 3TOM rpynnbl KPOBM COCTaBUA 2,2, TOTAA
Kak AN MALMEHTOB, MMELOLLMX APYrMe rpynbl KPOBU, PUCK
pa3BuT1a XAl He OTAMYAACS OT prcKa B 0OLLEN NONYASILIMN.
Yactota BCTpeuyaemMocTn aHtureHa pesyc-daktopa C vy
60AbHbIX XAl coctaBuaa 71,3%, D — 89,1%, E — 29,6%,
c — 69,8%, e — 95,6%. Y 300pOBbIX AWML, YacTOTa BCTpeE-
YaeMOCTU aHTUIeHOB pe3yc-haKTopa He OTAMYanach Cy-
LLIECTBEHHO OT AAHHbIX BOABHBIX: YaCTOTa BCTPEUYAEMOCTH
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aHtureHa C— 70,8%, D — 84,7%, E— 31,1%, ¢ —72,3%,
e — 96,8%.

AoOKa3aHO noBbllleHWE pucka pas3sutns XAl npu Ha-
AMUMKM Yy NaumeHTa aHtureHos HLA Al, B13, B18, B27,
Bw40, ranaotvna A10-Cw6. [MpoTeKTopHOE 3HauyeHue
nwveet HLA Cw4.
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The article presents an analysis of the blood type, Rh fac-
tor antigen, and HLA antigen frequency in patients with
chronic alcoholic pancreatitis (CAP) in comparison with
the same data in healthy individuals.

92 patients with CAP were examined. The diagnosis was
based on the clinical manifestations of the disease and
the results of the study of amylase, trypsin, and blood
(urine) lipase. In addition, the exocrine pancreatic func-
tion was assessed by direct (probe) study using the ami-
nophylline-calcium test. The results of the pancreatic
sonography were analyzed, taking into account the indi-
ces of the ultrasound histogram. 30 healthy people un-
derwent the above-mentioned studies. Additionally, we
analyzed the frequency of the ABO system blood types,
Rh factor antigens, and HLA antigens in all examined
patients and in 456 healthy residents of the Donetsk re-
gion. The complement-dependent cytotoxicity technique
confirmed the presence of HLA antigens and ABC loci
in the phenotype; the hemagglutination test identified
blood type and Rh factor antigens. The data obtained
were used to calculate the risk of the disease.

Blood type frequency in patients with CAP was as follows:
O(l) — 25.3%, A(ll) — 52.1%, B(lll) — 16.1%, and AB(IV) —
6.5%, while in healthy individuals — 34.2%, 33.5%,
24.5%, and 7.8%, respectively. Noteworthy was the high-
er frequency of blood type A(ll) in patients with CAP. The
risk of CAP in a patient with that blood type was 2.2, while
the risk of CAP in patients with other blood types did not
differ from the risk in the general population.

Rh factor antigen C frequency in patients with CAP was
71.3%, D —89.1%, E — 29.6%, ¢ — 69.8%, and e — 95.6%.
In healthy individuals, Rh factor antigen frequency did not
differ significantly from that of patients: C — 70.8%, D —
84.7%, E—31.1%, c — 72.3%, and e — 96.8%.

An increased risk of CAP was proven when the patient
had HLA A1, B13, B18, B27, and Bw40 antigens and the
A10-Cw6 haplotype. HLA Cw4 had protective value.
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