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redaqciaSi statiis warmodgenisas saWiroa davicvaT Semdegi wesebi:

 1. statia unda warmoadginoT 2 calad,  rusul an inglisur enebze, dabeWdili 
standartuli furclis 1 gverdze,  3 sm siganis marcxena velisa da striqonebs 
Soris 1,5 intervalis dacviT. gamoyenebuli kompiuteruli Srifti rusul da ing-
lisurenovan teqstebSi - Times New Roman (Кириллица), xolo qarTulenovan teqstSi 
saWiroa gamoviyenoT AcadNusx. Sriftis zoma – 12. statias Tan unda axldes CD 
statiiT. 
 2. statiis moculoba ar unda Seadgendes 10 gverdze naklebs da 20 gverdze mets 
literaturis siis da reziumeebis (inglisur, rusul da qarTul enebze) CaTvliT.
 3. statiaSi saWiroa gaSuqdes: sakiTxis aqtualoba; kvlevis mizani; sakvlevi 
masala da gamoyenebuli meTodebi; miRebuli Sedegebi da maTi gansja. eqsperimen-
tuli xasiaTis statiebis warmodgenisas avtorebma unda miuTiTon saeqsperimento 
cxovelebis saxeoba da raodenoba; gautkivarebisa da daZinebis meTodebi (mwvave 
cdebis pirobebSi).
 4. statias Tan unda axldes reziume inglisur, rusul da qarTul enebze 
aranakleb naxevari gverdis moculobisa (saTauris, avtorebis, dawesebulebis 
miTiTebiT da unda Seicavdes Semdeg ganyofilebebs: mizani, masala da meTodebi, 
Sedegebi da daskvnebi; teqstualuri nawili ar unda iyos 15 striqonze naklebi) 
da sakvanZo sityvebis CamonaTvali (key words).
 5. cxrilebi saWiroa warmoadginoT nabeWdi saxiT. yvela cifruli, Sema-
jamebeli da procentuli monacemebi unda Seesabamebodes teqstSi moyvanils. 
 6. fotosuraTebi unda iyos kontrastuli; suraTebi, naxazebi, diagramebi 
- dasaTaurebuli, danomrili da saTanado adgilas Casmuli. rentgenogramebis 
fotoaslebi warmoadgineT pozitiuri gamosaxulebiT tiff formatSi. mikrofoto-
suraTebis warwerebSi saWiroa miuTiToT okularis an obieqtivis saSualebiT 
gadidebis xarisxi, anaTalebis SeRebvis an impregnaciis meTodi da aRniSnoT su-
raTis zeda da qveda nawilebi.
 7. samamulo avtorebis gvarebi statiaSi aRiniSneba inicialebis TandarTviT, 
ucxourisa – ucxouri transkripciiT.
 8. statias Tan unda axldes avtoris mier gamoyenebuli samamulo da ucxo-
uri Sromebis bibliografiuli sia (bolo 5-8 wlis siRrmiT). anbanuri wyobiT 
warmodgenil bibliografiul siaSi miuTiTeT jer samamulo, Semdeg ucxoeli 
avtorebi (gvari, inicialebi, statiis saTauri, Jurnalis dasaxeleba, gamocemis 
adgili, weli, Jurnalis #, pirveli da bolo gverdebi). monografiis SemTxvevaSi 
miuTiTeT gamocemis weli, adgili da gverdebis saerTo raodenoba. teqstSi 
kvadratul fCxilebSi unda miuTiToT avtoris Sesabamisi N literaturis siis 
mixedviT. mizanSewonilia, rom citirebuli wyaroebis umetesi nawili iyos 5-6 
wlis siRrmis.
 9. statias Tan unda axldes: a) dawesebulebis an samecniero xelmZRvane-
lis wardgineba, damowmebuli xelmoweriTa da beWdiT; b) dargis specialistis 
damowmebuli recenzia, romelSic miTiTebuli iqneba sakiTxis aqtualoba, masalis 
sakmaoba, meTodis sandooba, Sedegebis samecniero-praqtikuli mniSvneloba.
 10. statiis bolos saWiroa yvela avtoris xelmowera, romelTa raodenoba 
ar unda aRematebodes 5-s.
 11. redaqcia itovebs uflebas Seasworos statia. teqstze muSaoba da Se-
jereba xdeba saavtoro originalis mixedviT.
 12. dauSvebelia redaqciaSi iseTi statiis wardgena, romelic dasabeWdad 
wardgenili iyo sxva redaqciaSi an gamoqveynebuli iyo sxva gamocemebSi.

aRniSnuli wesebis darRvevis SemTxvevaSi statiebi ar ganixileba.
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INVESTIGATION OF ALCOHOL DEHYDROGENASE (ADH3) GENE POLYMOPHISM IN 
PATIENTS WITH CHRONIC ALCOHOLIC PANCREATITIS IN AZERBAIJANI POPULATION

Aliyeva G.R.1, Muslumov G.F.1, Bayramov B.I.2, Zeynalov N.J.1, Behbudov V.V.1.
1Scientific Center of Surgery named after M.A. Topchubashov, AZ1122 Sharifzadeh str., 196, Baku, Azerbaijan.

2Genetic 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.

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 (ADH1B) and ADH3 
(ADH1C) are highly polymorphic [9]. The polymorphic genes 
ADH1B 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 b1, 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 b1 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

CAP

1. Alcohol anamnesis
> 80 g for at least 2 years
2. Radiological evidence of CP
3. Elevated serum amylase
4. Absence of any other 
cause of pain

1. Pancreatic cancer
2. Rare drinking

NCP

1. Radiological evidence of CP
2. The presence of any 
etiological factors according 
to the classification
TIGAR-O

1. Pancreatic cancer
2. Alcohol anamnesis

CА
1. "Practically healthy" 
2. Alcohol anamnesis > 80 g 
for at least 2 years

1.Pathology of the 
abdominal organs
2. Rare drinking

HN 1. "Practically healthy"
1. Pathology of the 
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 µl included the following: 2 µl DNA, 2.5 µl 10X 
buffer [10 mM Tris-HCl pH 8.0, 50 mM KCl], 2.5 µl MgCl2, 
0.5 µl 10 mM dNTP mixture , 0.5 µl of 100 µM primer. and 0.3 
µl of 5 U/µl 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 SspI (37℃ incubation), and the results were analyzed 

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).

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 χ2 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.

ADH3 gene Patients
N=70, (%)

Controls
N=90, (%) OR (95%CI) p

Genotype ADH3*1/
ADH3*1 ADH3*1/
ADH3*2
ADH3*2/ADH3*2

6 (8.6)
63 (90)
1 (1.4)

10 (11.1)
78 (86.7)
2 (2.2)

Reference
1.35 (0.464-
3.906)
0.83 (0.062-
11.278)

0.584
0.891

Allele
ADH3*1
ADH3*2

75 (53.6)
65 (46.4)

98 (54.4)
82 (45.6)

Reference
1.04 (0.665-
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% CI 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 
N=51, 
(%)

CА 
N=55, (%) OR (95%CI) p

Genotypes 
ADH3*1/
ADH3*1 
ADH3*1/
ADH3*2
ADH3*2/
ADH3*2

1 (2)
49 (96)
1 (2)

2 (3,6)
51 (92,8)
2 (3,6) 

Reference
1.92 (0.169-21.877)
1.0 (0.034-29.809)

0.599
1.0

Allele
ADH3*1
ADH3*2

51 (50)
51 (50)

55 (50)
55 (50)

Reference
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).

NCP 
N=19, (%)

HN
 N=35, 
(%)

OR (95%CI) p

Genotypes
ADH3*1/
ADH3*1 
ADH3*1/
ADH3*2
ADH3*2/
ADH3*2

5 (26,3)
14 (73,7)
0

8 (22,9)
27 (77,1)
0

Reference
0.83 (0.228-
3.015)
1.55(0.026-
89.964)

0.777
0.834

Allele
ADH3*1
ADH3*2

24 (63,2)
14 (36,8)

43 (61,4)
27 (38,6)

Reference
0.93 (0.411-
2.101)

0.860

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 

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 g1 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.
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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 impact of 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, ALDH2, and CYP2E1 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 
ALDH2 * 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 CYP2E1 
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 

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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АЛКОГОЛЬНЫЙ ХРОНИЧЕСКИЙ ПАНКРЕАТИТ 
СРЕДИ НАСЕЛЕНИЯ АЗЕРБАЙДЖАНА
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Цель: Определение ответственности генотипов ADH3 
в Азербайджанской популяции на развитие хронического 
алкогольного панкреатита. 

Материал и методы: генотип ADH3 и частоты 
аллелей ADH3*1 и ADH3*2 обследовали у 70 больных 
(51 с хроническим алкогольным панкреатитом 19 с 
хроническим панкреатитом неалкогольного генеза) и 90 
«практически здоровых» добровольцев (55 употребляющие 
и 35 не употребляющих алкоголь). Генотипирование 
ADH3 проводили с использованием с помощью ПЦР-
ПДРФ (полимеразная цепная реакция - полиморфизм 
длины рестрикционного фрагмента) на ДНК лейкоцитов. 
Продукты анализировали с помощью гель-электрофореза.

Результаты: Для изучения специфичности 
полиморфизма ADH3 гена у алкогользависимых людей 
сравнивали генотипы и аллели у пациентов с алкогольным 
хроническим панкреатитом и «практически здоровых», 
злоупотребляющих алкоголь.  Было обнаружено, что в 
обеих группах у преобладает ADH3*1/ADH3*2 генотип. 
Также было установлено, что в азербайджанской 
популяции частота аллелей ADH3*1 и ADH3*2 разделена 
поровну. Из полученных данных можно четко сказать, что 
корреляция аллеля ADH3*1 полиморфизма rs698 ADH3 
гена с повышенным риском заболевания не обнаруживается 
(р=0,876). При сравнении генотипов и аллелей у пациентов 
с хроническим панкретитом неалькогольного генеза и 
у людей не употребляющих алкоголь также выявлялось 
преобладание гетерозиготного ADH3*1 гена в обеих 
группах без статистической достоверностью (р= 0.777). 

Заключение: В азербайджанской популяции ассоциация 
между полиморфизмом генотипов ADH3 гена и развитием 
хронического алкогольного панкреатита не выявилась. 
Преобладание ADH3*1/ADH3*2 генотипа дает объяснение 
низкой частоте встречаемости как хронического 
алкогольного панкреатита, так и алкогользависимых людей 
в азербайджанской популяции. 

Ключевые слова: хронический панкреатит, генетический 
полиморфизм, алкогольдегидрогеназа.
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