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K CBEAEHHUIO ABTOPOB!
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o5ITh IprtoskeH CD co crarbeit.
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METOJIBI, PE3YJILTATHI M 3aKIIFOUSHHE) U CIIUCOK KITtoueBBIX cioB (key words).

5. Tabnunp! HEOOXOIUMO NPENCTABIATE B Ie4aTHOH hopme. DoTokonuu He npuHUMaroTcs. Bee
nu¢poBbie, HTOTOBbIE H NPOLIEHTHbIE JaHHbIE B Ta0JIMIaX J0JIKHbI COOTBETCTBOBATH TAKOBBIM B
TeKcTe cTaThbU. Tabiuibl U rpaduKu TOJKHBI OBITH 03aryIaBIICHBI.

6. dotorpadun AOIKHBI OBITH KOHTPACTHBIMHU, (POTOKOIHHU C PEHTTEHOTPAMM - B IO3UTUBHOM
n300paxeHuH. PUCYyHKH, yepTeXu U IuarpaMmbl clIeoyeT 03ariaBUTh, IPOHYMEPOBATh U BCTABUTH B
COOTBeTCTBYIOIIEe MecTo TekcTa B tiff opmare.

B noanucsix k MukpogotorpadgusaM cieayeT yKa3plBaTh CTEICHb yBEIMUCHUS Yepe3 OKYISP HITH
00BEKTUB U METOJ] OKPACKU WJIM UMIIPETHALIMH CPE30B.

7. ®aMUIUU OTEYECTBEHHBIX aBTOPOB MIPUBOJAATCS B OPUTHHAIBHON TPAHCKPUIILIUH.

8. I[Ipu opopmnennu u HampaBneHun crared B xypHanm MHI mpocum aBTOpOB cobmronars
NpaBUIIa, U3JI0KEHHBIE B « EMUHBIX TpeOOBaHUSIX K PYKOMHUCSM, IPEACTABISIEMBIM B OMOMEIUIIMHCKHUE
JKypHAJIbD», TPUHATHIX MeXIyHapOAHBIM KOMHUTETOM PEIAaKTOPOB MEAMLMHCKUX KYpHAJIOB -
http://www.spinesurgery.ru/files/publish.pdf u http://www.nlm.nih.gov/bsd/uniform_requirements.html
B koHIIe Kax 101 OPUTHHATIBHOM CTaThU MPUBOAUTCA OnOIHOrpadguyeckuii cnucok. B cnmncok nurepa-
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andaBUTHOM MOpsAKe U HymMepyeTcs. JIutepaTypHblii HCTOYHMK NPUBOAUTCS Ha sI3bIKE OpUrMHaia. B
CIMCKE JINTEPATyPhl CHavYajia IPUBOIATCS PabOThI, HAMCAHHBIE 3HAKaMU TPY3MHCKOTO andaBuTa, 3aTeM
Kupwuien u naruHuneidl. CChUIKM Ha IUTHUPYEMble pabOThl B TEKCTE CTAaTbH JAIOTCS B KBaIpPaTHBIX
CKOOKax B BUJI€ HOMEPA, COOTBETCTBYIOLIETO HOMEPY JaHHOH pabOoThI B CIIMCKE TUTEPaTypbl. bonbmmH-
CTBO IIUTHPOBAHHBIX UCTOYHUKOB JOJKHBI OBITH 3a IMOCTIEAHNUE S5-7 JIET.

9. ns momydeHus MpaBa Ha MyONMKAIMIO CTaThs OJDKHA MMETh OT PYKOBOIUTENSI pabOTHI
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uHble koopAuHaThl. KomuuecTBo aBTOPOB (COABTOPOB) HE NOHKHO MPEBBIMIATH IISATH YEJIOBEK.

11. Penakuus ocraBisiet 3a cO00i MpaBo COKpaIaTh ¥ HCIPaBIATh cTarhi. Koppekrypa aBropam
HE BBICBUIAETCS, BCS paboTa U CBEpKa IPOBOAUTCS 110 aBTOPCKOMY OPHTHHAILY.

12. HemomycTuMoO HampaBiieHHE B pelaklMIo padoT, MpeICTaBICHHBIX K MeYaTH B MHBIX
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Hpﬂ HApYHNIEHUH YKa3aHHBIX IPABUJI CTATbU HE PAaCCMAaTPUBAIOTCH.
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INVESTIGATION OF ALCOHOL DEHYDROGENASE (ADH3) GENE POLYMOPHISM IN
PATIENTS WITH CHRONIC ALCOHOLIC PANCREATITIS IN AZERBAIJANI POPULATION

Aliyeva G.R.!, Muslumov G.F.!, Bayramov B.1.2, Zeynalov N.J.!, Behbudov V.V.\.
IScientific Center of Surgery named after M.A. Topchubashov, AZ1122 Sharifzadeh str., 196, Baku, Azerbaijan.

’Genetic Resources Institute of Ministry of Science and Education, AZ1106 Azadlig pr.155, Baku, Azerbaijan.

Abstract.

Aim: The aim of the study is to determine the single nucleotide
polymorphism of the ADH3 gene, which is involved in the
development of chronic alcoholic pancreatitis in the Azerbaijani
population.

Material and Methods: Seventy patients (51 with chronic
alcoholic  pancreatitis, 19 with chronic non-alcoholic
pancreatitis) and 90 healthy individuals (55 smokers and 35
non- drinkers) were included in the study. Genomic DNA was
isolated from venous blood based on the kit protocol. Genotypes
were determined on agarose gel using PCR-RFLP (polymerase
chain reaction-restriction fragment length polymorphism)
methods.

Results: To study the specificity of the ADH3 gene
polymorphism in alcohol-dependent people, genotypes and
alleles were compared in patients with chronic alcoholic
pancreatitis (CAP) and "practically healthy " alcohol abusers.
It was found that in both groups, the ADH3*1/ADH3*2
genotype predominates. It was also found that in the Azerbaijani
population the frequency of ADH3*1 and ADH3*2 alleles
is equally divided. From the data obtained, it can be clearly
stated that the correlation of the ADH3*1 allele of the ADH3
gene polymorphism with an increased risk of the disease is not
detected (p=0.876). When comparing genotypes and alleles in
patients with chronic pancreatitis of non-alcoholic origin and
non-drinkers, the predominance of the heterozygous ADH3*1
gene in both groups was also revealed without statistical
significance (p = 0.777).

Conclusion: In the Azerbaijani population, the association
between the polymorphism of the ADH3 gene genotypes and
the development of CAP was not revealed. The predominance
of the ADH3*1/ADH3*2 genotype explains the low incidence
of both CAP and alcohol-dependent people in the Azerbaijani
population.

Key words. Chronic pancreatitis, genetic polymorphism,
alcohol dehydrogenase.

Introduction.

Chronic pancreatitis (CP) is an inflammatory process that
leads to progressive and irreversible destruction of the exocrine
and endocrine glandular parenchyma of the pancreas, which is
subsequently replaced by fibrous tissue [1,2]. It is well known
that alcohol consumption is a risk factor for both acute and
chronic pancreatitis [1]. CP develops in 5-10% of those who
abuse alcohol [2], and in developed countries, alcohol is the
cause of CP in at least 70-80% of cases [3,4]. Genetic factors
play an important role in the predisposition to damage to the
pancreas, the severity and evolution of inflammatory processes
leading to chronic inflammation or fibrosis.
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It is believed that individual differences in susceptibility
to CAP are probably genetically determined differences in
alcohol-metabolizing enzymes with different metabolic rates.
There have been many studies of possible associations between
polymorphisms of alcohol-metabolizing enzymes and the risk
of CAP, the results were controversial [5-7]. It remains unclear
whether genetic variations in these enzymes may increase the
risk of CAP.

The metabolism of alcohol is mainly carried out by the oxidative
pathway. The main enzyme of the oxidative pathway of alcohol
metabolism is alcohol dehydrogenase (ADH), an adimeric zinc-
containing protein with a subunit molecular weight of 40 kDa,
and aldehyde dehydrogenase (ALDH) [8,9]. ADH is encoded
by at least 7 genes located on the long arm of chromosome 4
(chromosome 4q22), in which ADH2 (ADHIB) and ADH3
(ADHIC) are highly polymorphic [9]. The polymorphic genes
ADHI1B and ADH1C encode different forms of b and g subunits
with different functions each. The ADH1B gene occurs as three
alleles, ADH2* 1, ADH2* 2, and ADH2* 3, responsible for
encoding bl, b2, and b3 subunits [10,11]. ADH2* 1 and ADH2*
2 alleles are found in Caucasians and Asians, ADH2 * 3 in 25%
of the African American population [12], i.e., relatively more
often than among white Americans, Europeans and Chinese
populations [13]. The bl subunit is practically inactive in
alcohol metabolism, while the b2 subunit is very active in this
regard. The ADH3 gene has two alleles: ADH3 * 1 and ADH3 *
2, encoding the corresponding subunits g 1 (arginine at position
272 and isoleucine at position 350) - with a high level of activity
and g 2 (glutamine at position 272 and valine at position 350)
- with lower activity in relation to ethanol [9]. However, it is
important that the presence of polymorphic ADH3 isoenzymes
varies in different ethnic groups. ADH3*1 occurs in 50-60% of
Caucasians and >90% of Asian populations [ 14]. To date, several
studies have been published evaluating ADH polymorphism in
European populations. These articles concern mainly the eastern
race [14,15].

The aim of this study was to determine the frequency of ADH3
alleles and genotypes in the Azerbaijani population, as well as to
identify their responsibility for susceptibility to CP, in particular
to CAP. We studied the allele frequency and genotypes for
ADH3 in the Azerbaijani population by comparing patients
with CAP and non-alcoholic chronic pancreatitis (NCP), with
“practically healthy” alcohol abusers and non-drinkers.

Material and methods.

The study involved 160 people of the Azerbaijani population
(31 women and 129 men). The main group consisted of 51
patients with CAP and 19 patients with NCP who received
therapeutic and surgical treatment at the Scientific Center of
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Surgery named after M.A.Topchibashov from 2014 to 2019.
The control group included 90 "practically healthy" individuals,
55 of them with chronic alcohol abuse (CA) and 35 healthy
non-drinkers volunteers (HN). The subgroup of heavy drinkers
included those who consumed on average more than 80 g of
pure ethanol per day for at least 2 years.

Blood DNA was analyzed from 70 patients (including 54
men and 16 women) aged 23 to 80 years with CP, as well as
90 "practically healthy" individuals (of which 75 men and 15
women) aged 30 to 84 years. CP was classified according to
the TIGAR-O etiological classification [16]. The diagnosis of
chronic pancreatitis was made on the basis of generally accepted
criteria: clinical signs, physical examination, abdominal
ultrasonography, CT or MRI, and exocrine pancreatic function
tests [17]. Basically, ultrasound and CT were enough to confirm
the diagnosis. These studies demonstrated atrophy or diffuse
calcification of the pancreas, irregularity, and dilated length
of the main pancreatic duct. Alcoholic etiology of CP was
identified from the anamnesis. All subjects were informed and
gave consent for the study (Table 1).

Table 1. Criteria for inclusion and exclusion of subjects.

Subgroups Inclusion Criteria Exclusion Criteria
1. Alcohol anamnesis
> 80 g for at least 2 years

2. Radiological evidence of CP 1. Pancreatic cancer

CAP 3. Elevated serum amylase 2. Rare drinking
4. Absence of any other
cause of pain
1. Radiological evidence of CP
2. The presence of any .
. . . 1. Pancreatic cancer
NCP etiological factors according .
. . 2. Alcohol anamnesis
to the classification
TIGAR-O
1. "Practically healthy" 1.Pathology of the
CA 2. Alcohol anamnesis > 80 g |abdominal organs
for at least 2 years 2. Rare drinking
1. Pathology of the
HN 1. "Practically healthy" abdominal organs

2. Alcohol anamnesis

DNA extraction and genotyping.

Extraction of DNA from blood samples was performed
according to the protocol of the Italian kit Sacace DNA
sorb B. DNA samples were amplified using polymerase
chain reaction (PCR). The nucleotide sequences of the
specific primers used in the amplification were in the
form F: GCTTTAAGAGTAAATATTCTGTCCCC and R:
AATTCTACCTCTTTCCAGAGC. PCR reaction with a total
volume of 25 pl included the following: 2 pl DNA, 2.5 pl 10X
buffer [10 mM Tris-HCI pH 8.0, 50 mM KCl], 2.5 ul MgCl2,
0.5 pl 10 mM dNTP mixture , 0.5 pl of 100 uM primer. and 0.3
pl of 5 U/ul Taq polymerase enzyme. The PCR reaction steps
included 5 minutes at 95°C, 30 seconds at 95°C, 1 minute at
51°C, 2 minutes at 72°C and 5 minutes at 72°C, respectively.
The amplified product was digested with the restriction
enzyme Sspl (37°C incubation), and the results were analyzed
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by electrophoresis on a 3% agarose gel stained with ethidium
bromide [18]. As a result of cutting DNA fragments with a
restriction enzyme; ADH3*1/ADH3*1 was 146 bp, ADH3*1/
ADH3*2-146, 67 and 63 bp, and ADH3*2/ADH3*2 - 67 and 63
bp ADH3*1 ADH3*1 (Figure 1).

CEEE) W T e Y BN S Ee—

M  ADH3*1/ ADH3*1/ ADH3*1/ ADH3*2/ ADH3*1/ ADH3*1/ ADH3*1/ ADH3*1/

ADH3*1  ADH3*2 ADH3*2 ADH3*2 ADH3*2 ADH3*1 ADH3*2 ADH3*1

Figure 1. Genotypes of ADH3 polymorphism determined from PCR-
RFLP and analyzed by electrophoresis in 3% agarose gel stained
with ethidium bromide and viewed under UV gel documentations.
Lane M displays the 100 bp GeneRuler™ molecular weight marker;
lanes designated ADH3*1/ADH3*1-homozygous, ADH3*1/ADH3*2-
heterozygous, ADH3*2/ADH3*2 - mutant genotypes.

Statistical analysis.

The results were studied statistically and tested against the
hypotheses. All statistical analyzes were tested using IBM SPSS
version 22.0. To test the significance of differences between the
distributions of genotypes and alleles in the subjects, Fisher's
exact test and Pearson's y2 test were used. The association
between case-control status and each polymorphism, measured
by odds ratio (OR) and 95% confidence interval (CI), was
assessed using an unconditional multiple logistic regression
model. p<0.05 was considered statistically significant.

Results.

The desired study was aimed at determining the frequency of
ADH3 alleles and genotypes in the Azerbaijani population, and
identifying a possible association of ADH3 gene polymorphism
with CP.

The distribution of genotype and allele frequencies of the
ADH3 gene in patients and controls are shown in Table 2.

Table 2. Distribution of genotypes, frequency of alleles of polymorphism
ADH3 in patients with CP and controls.

Patients Controls o

ADH3 gene N=70, (%) N=90, (%) OR (95%CI) p
Genotype ADH3*1/ (o Il{zfser(%njz .
ADH3*1 ADH3*1/ 63 ('90) 10 (11.1) 3.906) ’ 0.584
ADH3*2 1(14) 78 (86.7) 0.83 (0.062 0.891

* * B . . -
ADH3*2/ADH3*2 2(2.2) 11278)
Allele Reference
ADH3*1 75 (53.6) |98 (54.4) 1.04 (0.665-
ADH3*2 65 (46.4) |82 (45.6) 1’613) ’ 0.876

Heterozygous ADH3*1/ADH3*2 genotype was more common
in both patients and controls (90% and 86.7%, respectively),
but no significant difference was detected when comparing
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study groups (OR = 1.385; 95% CI 0.464-3.906; p=0.584).
In addition, there was no statistically significant difference
between homozygous ADH3*1/ADH3*1 genotype and disease
risk (OR =0.83; 95% C1 0.062-11.278; p=0.891). In addition, no
statistical correlation was found between the mutant ADH3*2
allele of the ADH3 gene and the risk of disease (p=0.876).

In order to study the specificity of the ADH3 gene
polymorphism in alcohol-dependent people, genotypes and
alleles were compared in patients with CAP and "practically
healthy" alcohol abusers. This comparison shows that in both
groups, the majority (96 and 92.8%, respectively) are dominated
by the ADH3*1/ADH3*2 genotype. And the allele frequency of
ADH3*1 and ADH3*2 is divided equally (Table 3).

Table 3. Distribution of genotypes, frequency of alleles of polymorphism
ADH3 in patients with CAP and controls.

CAP CA
N=51, _ o/ |OR (95%CI) P
(%) N=55, (%)
Genotypes
ADH3*1/
%
ﬁggg*i / 1(2) 2(3,6) Reference
ADH3*2 49 (96) 51(92,8) 11.92(0.169-21.877)/0.599
ADH3*2/ 12 236 1.0 (0.034-29.809) 1.0
ADH3*2
Allele
ADH3*1 51(50) |55 (50) Reference
ADH3*2 51(50) 55(50) 1.0 (0.583-1.714) 1.0

When comparing genotypes and alleles in patients with CP
of non-alcoholic origin and in non-drinkers, the predominance
of the heterozygous ADH3*1 gene in both groups was also
revealed without statistical significance (p = 0.777) (Table 4).

Table 4. Distribution of genotypes, frequency of alleles of polymorphism
(rs698) ADH3 in patients with non-alcoholic CP and "practically
healthy" non-drinkers (control).

HN
ESII; (%) N=35, OR(95%CI) p
(%)
Genotypes
ADH3*1/ Reference
* -
ADH3*1 5(26.3) 8 (22.9) 0.83 (0.228
ADH3*1/ 14737 2771 3.015) 0.777
ADH3*2 0 ’ 0 77 11.55(0.026- 0.834
ADH3*2/ 89.964)
ADH3*2
Allele Reference
ADH3*1 24 (63,2) |43 (61,4) 0.93 (0411~  0.860
ADH3*2 14 (36,8) |27 (38,6) 2'101) ’ ’

The distribution of alleles showed the predominance of
the ADH3*1 allele in both compared groups. However, the
frequency of occurrence of this allele in both groups was not
statistically significant (Table 4). Based on the obtained data
showing the predominance of the ADH3*1 allele both in the
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group with ACP, also with CP of non-alcoholic genesis, as well
as among “practically healthy” people who drink and non-
drinkers, gives grounds for excluding the association between
the polymorphism of the ADH3 gene genotypes and the
development of ACP in the Azerbaijani population.

Discussion.

Genetic factors are involved in the development of alcohol
dependence. These factors determine individual susceptibility
to alcoholism and alcoholic lesions of the digestive tract. It is
possible that those who are genetically predisposed become
alcohol dependent, but the interaction between genetic
factors and protection from environmental influences has not
been identified [19]. It would be important to find the genes
responsible for susceptibility to alcohol addiction and conduct
screening tests to determine whether a particular individual
has a genetic predisposition. And then people with a genetic
predisposition will be able to consciously make a choice
between an increased risk of drinking alcohol and abstaining
from it. In Caucasians, ADH3*1 alleles occur in 50-60% of the
population and their impact on the development of alcoholic
liver disease varies. According to Kwast [20], in the Polish
population, the frequency of ADH3*1 was 60.1%, while that
of ADH3*2 was 39.9%. This frequency was calculated from
phenotypic studies. And epidemiological data on the causes of
death and the frequency of alcohol consumption in the study
groups have not been described.

Borras et al. [21] evaluated ADH2 and ADH3 polymorphism
in a European population of 876 individuals from 5 countries:
Spain, France, Germany, Sweden, and Poland (193 individuals).
On average, ADH3* 1 alleles were observed in 55.6% of
healthy non-drinking volunteers and ADH3 * 2 in 44.4%. In
alcohol-dependent people with cirrhosis of the liver and people
without, damage to the liver parenchyma was 57.7 and 42.3%,
respectively. Similar results were obtained by French scientists
studying ADH3 in 46 alcohol-dependent patients with cirrhosis
of the liver and 39 persons in the control group [22].

Our results show that the ADH3* 1 allele in patients with
chronic alcoholic pancreatitis and in alcohol dependent patients
without pancreatitis is equally distributed, which is closer to the
results of the study by Borras et al. [21]. It should be noted that
in non-drinkers, the presence of this allele is statistically slightly
higher (61.4% in the CI group), while the ADH3* 2 allele is
lower. Therefore, for the Azerbaijani population, the ADH3* 1
allele is not predisposing to the development of CAP. Similarly,
the ADH3* 1/ADH3* 1 genotype cannot be associated with
heavy alcohol users and the development of CAP.

The results for the Asian population showed that the ADH3
* 1 allele is more common in this population, its frequency is
estimated at 90%. Coding for the extremely active gl subunit
is rare among Asian alcohol abusers, but there are studies
demonstrating no difference in ADH3 polymorphism between
heavy and non-abusive Asians [23]. These results are consistent
with the results of our study since no association between the
development of CAP and the ADH3 * 1 allele was found in the
Azerbaijani population.

115



A similar study was conducted in the Chinese population,
individuals who abused alcohol without liver damage had a
lower frequency of the ADH3 * 1 allele compared to those who
did not drink alcohol [24].

Orir et al [25], in their study, examined ADH3 polymorphism
in a population of 371 Kenyans and found no statistically
significant differences in alleles and genotypes between drinkers
and non-drinkers. From the above, it can be concluded that the
role of ADH3 polymorphism is ambiguous in different races
and differs markedly in different populations. This probably
involves the influence of coexisting environmental factors.
There are many studies evaluating the association between
alcohol-induced injury to other digestive organs and ADH3
polymorphisms.

Drenth et al. [26] demonstrated that ADH3 polymorphism may
be a risk factor for chronic pancreatitis. Chronic pancreatitis
was more common in homozygous ADH3*1 and ADH3*2
than in heterozygotes. The authors concluded that in the
studied groups, the presence of heterozygous alleles has a
protective role in the etiology of chronic pancreatitis [26]. In the
Azerbaijani population, on the contrary, the heterozygous gene
predominated both in the CAP group and in the CA.

The results of our research are different. In the group of patients
with CAP, a higher frequency of the heterogeneous ADH3*
1 / ADH3 * 2 genotype was observed, while the presence of
homozygous ADH3* 2 / ADH3* 2 was estimated at 2%. One
might think that in the Azerbaijani population, the possession
of this genotype usually does not contribute to alcoholism and
protects against chronic pancreatitis.

The impactof ADH3 genetic polymorphism on the development
of alcoholic pancreatic disease should be considered on an
individual basis in terms of race. The presence of ADH3 alleles
and genotypes differs between Caucasians and Asians. The
factors that protect against alcoholism and CAP pathology in
the Azerbaijani population play a different role in other races
and populations.

H. Cichoz -Lach et al. [27] determined the allele and genotype
of ADH2, ADH3, ALDH?2, and CYP2EI in 141 people from the
Polish population. Among them, 44 were patients with CAP, 43
were healthy people with alcohol dependence and, as a control
group, 54 healthy people who did not drink alcohol. Alle whether
ADH2 * 1, ADH3 * 1 and genotypes ADH2 * 1/* 1, ADH3 * 1
/ * 1 were statistically more common among patients with ACP
than among the control group. The ADH3*2/*2 genotype was
more common among "healthy alcoholics" and in the control
group than among patients with CAP. In the study group, only the
ALDH?2 * 1 allele was detected, all patients were homozygous
for ALDH2 * 1/ * 1. Differences in the distribution of CYP2E1
alleles and genotypes in the study groups were not significant.
Thus, according to this study, in the surveyed Polish population,
the ADH3 * 1 and ADH2 * 1 alleles may be risk factors for the
development of alcoholism. ADH3 * 2 / and genotype * 2 may
provide protection against CAP. Polymorphism of the CYP2EI
gene is not associated with alcoholism and CAP.

Conclusion.

Our studies show that the ADH3 * 1 allele and the ADH3 * 1/
ADH3 * 1 genotype are less common in patients with ACP and
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alcohol abusers in the Azerbaijani population. The heterozygous
ADH3*1/ADH3*2 genotype predominated in patients with
CAP and “practically healthy” alcohol abusers. Among patients
who consume excessive amounts of alcohol and in people with
chronic pancreatitis, the ADH3*2/ADH3*2 genotype was
extremely rare; so, it is likely to be a protective factor for this
disease.

However, conclusions should be drawn carefully; It should be
borne in mind that the role of the ADH3 genetic polymorphism
in the development of alcoholic nutritional injury differs in
different populations, in which other stimulating or protective
factors of alcoholism may be present. These factors are likely
to coexist with genetic polymorphisms of other genes encoding
enzymes involved in ethanol metabolism.
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I'EH AJIKOTI'OJIBAEI'MAPOI'EHA3BI (ADH3) H
AJIKOTOJIBHBII XPOHUYECKHI TIAHKPEATUT
CPEJIM HACEJIEHUSI ABEPBAMKAHA

Aauesa I.P.!, Mycaumos I.®.!, Baiipamos B.1.%, 3eitnasion
H.J.!, Bexoynos B.B.!

'Hayunwiti Llenmp Xupypeuu umenu axao. M. A. Tonuubawesa;
AZ1122 Baky, yn. A.M.Ilapughzade 196, Azepbaiiosican.

’Hayuonanvnas Axademus Hayk Aszepbaiioscana Mncmumym
T'enemuuecxux Pecypcos;, AZ1106 baxy, npocnexm A3zaonwvie,
155, Asepbaiiodcan.

Heab: Omnpenenenue oTBETCTBEHHOCTH TreHoTUOB ADH3
B A3epOalipkaHCKON MOMYJAIMM Ha Pa3BUTHE XPOHHUYECKOTO
QJIKOTOJIBHOTO MaHKPeaTuTa.

Marepuan u wmetoabl: TeHotun ADH3 wu  4yactorh
amtened ADH3*1 u ADH3*2 oGcnenoBanu y 70 O0nbHBIX
(51 ¢ XxpoHMUECKHM aJKOTOJBHBIM TaHKpeaTuToM 19 c
XPOHUYECKUM TaHKPEaTHTOM HEaJIKOTONBHOro reHesa) u 90
«TIPAKTHYECKH 30POBBIX» JOOPOBOIBIIEB (55 ymoTpebisromue
u 35 He ymoTpeONAIONIMX alKoroib). | eHOTHHHpOBaHHE
ADH3 mpoBoaunu ¢ ucnoib3oBaHueM ¢ momorpio [TIP-
I[IJIP® (monumepasHas IemHas peakius - MOTUMOPHUM
JUTMHBI pecTpUKUuoHHOro (parmenta) Ha JJHK neiixouuTos.
[TponyKThl aHATM3UPOBANIN C TIOMOILBIO Telb-3IeKTpodopesa.

Pesyabrarsi: st H3y4YEeHUs cneuupUIHOCTH
noigumopduzma ADH3 rena y ajkorojbpb3aBHCHMBIX JFOIEH
CPaBHMBAJIM TEHOTHITBI U QJUICNIH Y TMAIHEHTOB C aJIKOTOJIbHBIM
XPOHUYECKHM IAHKPEATUTOM U «IPAKTHYECKU 370POBBIX»,
37I0yTIOTPEONAIONINX alKoroyib. bbeuto 0OHapyXeHo, 4To B
obenx rpymmax y mpeodmamaer ADH3*1/ADH3*2 renorw.
Taoke OBIJIO yCTaHOBIEHO, 4YTO B  asepOaiixaHcKon
nonynsiiuy dacrora amieneit ADH3*1 u ADH3*2 pasznenena
NOpOBHY. M3 NOJNyUYeHHBIX JaHHBIX MOXKHO YETKO CKa3aTbh, YTO
koppessiuust ayvtens ADH3*1 nonmumopdusma rs698 ADH3
reHa C OBBIIIEHHBIM PUCKOM 3200JIeBaHUs HE 00OHAPYKUBAETCS
(p=0,876). I1pu cpaBHEHNH TEHOTHUIIOB M ajuleJiel y AIlMeHTOB
C XPOHHYECKHM IIaHKPETHUTOM HEAlbKOTOIBHOTO TeHe3a |
y JIofel He yHmOoTpeOSIOIMX aJKOTOJb TaKXKe BBIABISIOCH
npeobnaganue rereposurorioro ADH3*1 rema B o00eux
rpynmnax 0e3 CTaTUCTUIECKOH nocToBepHOCThIO (p= 0.777).

3akarodyenue: B azepOaiiykaHCKON HOMYNIALNN acCOIMAIIUS
Mexay nonmumopdusmom renotunioB ADH3 rena u pazputuem
XPOHHYECKOTO AJKOTOJbHOTO MaHKPEaTHTa HE BBISBUIIACH.
Ipeoonamanne ADH3*1/ADH3*2 renotuna naet oObsCHCHHE
HU3KOM  4YacToTe  BCTPEYAEMOCTH  KaK  XPOHHYECKOTO
QJIKOTOJIBHOTO MTaHKPEaTUTa, TaK U aJIKOTOJIb3aBUCHMBIX JTFOACH
B a3epOaifKaHCKOH MOIMYIIAIIUH.

Ki1roueBble c/10Ba: XpOHUYECKHUIA TAHKPEATUT, TeHETHYCCKUI
HOMMMOP(U3M, aJIKOTOJIbAEIUAPOreHasa.
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