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Abstract

Introduction. Oral cancer is a polyethological disease. A number of factors contributing
to the development of this disease have been identified. These include alcohol abuse
(especially dark drinks), smoking (the combined use of these two factors significantly
increases the risk of developing OC), consumption of very-hot beverages and food,
sharp-edged carious teeth, chronic injury to the oral mucosa caused by poor-quality rigid
dentures, occupational hazards (the incidence is relatively higher among workers in heavy
metal salts, as well as in the oil industry), inflammatory processes of the oral mucosa. In
addition, a deficiency of vitamins A and B also contributes to the development of oral
cancer.

Purpose. The purpose of research is to analyze the risk factors of OC.

Materials and methods. The research analyzed the incidence and mortality rates of OC
and PC (pharyngeal cancer) depending on gender and age. In this research, smoking
and alcohol use were evaluated as the main risk factors for OC. Odds ratios with 95%
confidence intervals were calculated to evaluate these factors. The collected data was
tabulated and analyzed using SPSS version 16.

Results. The highest incidence of oral cancer was observed in the age groups 46-55 and
56-65 years.

79 of the 100 patients (79%) in the case group were current alcohol users or had used
alcohol in the past. Of these, 54 (54%) were both alcohol and cigarette users. Of the
150 patients in the control group, 70 (46.7%) were alcoholics, and 35 (23.3%) of them were
alcoholics and smokers. The other 80 patients (53.3%) had never consumed alcohol or
consumed it extremely rarely. The odds ratio (OR) for alcohol users was 4.3, with a 95% Cl
of 2.411-7.666. The risk was statistically significant (p<0.01).

People who currently drinking alcohol (OR=7.2, 95% Cl 3.741-13.954) had a higher risk of
developing OC than those who had ever consumed it (OR=2.2, 95% Cl 1.112-4.474).

The risk of developing OC was significantly higher in patients who had consumed alcohol
for more than twenty years (OR=7.1,95% Cl 3,227-15,670) compared to patients who had
consumed alcohol for less than ten years (OR=2.8, 95% Cl 1,299-5,966).

Smokers had a significantly higher risk of developing oral cancer than never smokers
(OR=3.1;95% Cl 1.779-5.343; p<0.001).

In the subgroup of lifetime smokers, the incidence of "regular daily smokers" was 36.5% in
the case group (27 patients out of 74 smokers) and 27.8% in the control group (20 patients
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out of 72 patients). In this subgroup, "non-daily smokers" accounted for 27% (20 patients)
in the case group and 16.7% (12 patients) in the control group. In the former smokers
subgroup, daily smokers was 16.2% (12 out of 74 patients) in the case group and 34.7%
(25 out of 72 patients) in the control group.

In this subgroup, non-daily smokers constituted 20.3% (15 out of 74 patients) in the case
group and 20.8% (15 out of 72 patients) in the control group. That is, lifetime daily smokers
(OR=4.1, 95% Cl 1.954-8.395; p<0.01) had a higher risk for OC than former smokers who
were daily smokers (OR=2.043, 95% Cl 1.292-6.964). Also, lifelong non-daily smokers
(OR=3.1,95% Cl 2.154-9.607; p<0.01) had a higher risk for OC than former smokers who
were non-daily smokers (OR=1.4, 95% Cl 0.635-3.266; p=0.001).

Conclusion. In this research, smoking and alcohol use were evaluated as the main risk
factors for OC. According to our analysis, alcohol use increases the risk of developing OC
approximately 4.3-fold, while the risk is 3.2-fold higher in current alcohol users than in
former users. Furthermore, a significant association was found between the duration of
alcohol use and the risk of OC; the risk is higher in those who have consumed alcohol for
more than 20 years compared to those who have consumed alcohol for a shorter period.
Regularly for over 20 years, alcohol use (OR=7.111, 95% Cl 3.227-15.670) and smoking
(OR=4.154, 95% Cl 2.121-8.133, p<0,001) are considered significant risk factors for the
development of oral cancer. The risk of developing oral cancer also depends on the
smoking period.

Keywords: oral cancer, pharyngeal cancer, incidence, smoking, alcohol use, odds ratio,
confidence interval
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Pesiome

BBegeHwme. Pak nonoctu pta (PMP) — 310 nonnatuonornyeckoe 3abonesaHue. BoisieneH
pAag baKkTopoB, CNOCO6CTBYIOLNX PAa3BUTUIO STOrO 3aboneBaHusA. K HUM OTHOCATCA 310-
ynotpebneHue ankoronem (0CO6eHHO TEMHbIMW HanNUTKaMK), KypeHue (coueTaHue 3Tux
LBYX GaKTOPOB 3HAUMTENIbHO YBENMYMBAET PUCK PA3BUTUA paka NosoCcTn pTa), ynorpe-
6neHre oUeHb ropsuKX HAaMUTKOB W MULLM, OCTPble Kapuo3Hble 3yObl, XpOHNYecKas TpaB-
Ma CJIM3UCTOM 0O6ONOUKM NONOCTM PTa, BbI3BaHHAA HEKAUeCTBEHHBIMU KEeCTKAMM 3Y6HbI-
MW NpoTe3amu, NpodeccuoHasbHble BPegHOCTH (3aboneBaeMoCTb OTHOCUTENBHO Bbille
y pabouux, paboTaloWwmnx ¢ CONAMN TAXKENbIX METAIOB, a TakXKe B HEDTAHON MPOMbILL-
NIEHHOCTW), BOCMaNmMTe/IbHblE NPOLECChl CIM3NCTON 06010UKN NonocTh pTa. Kpome Toro,
neduumnt BuTammnHoB A 1 rpynnbl B Takke cnocobcTByeT pa3BUTUIO paka NooCcTy pTa.
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Lenb. AHanns paktopoB pucka passutua PlP.

Matepuanbl n meToabl. B nccnefgoBaHUM aHanU3npPoBanmcb 3a6oneBaeMoCcTb U CMepT-
HocTb oT PIP n PI (paka rnotkn) B 3aBUCMMOCTM OT nosa 1 Bo3pacTa. B naHHOM mccne-
[0BaHMUN KypeHue 1 ynotpebreHne ankoronsa paccMaTprBamcb Kak OCHOBHble haKTopbl
purcka pa3sutusa PMP. Jns oueHKM 3Tux GpakTopoB 6bLIM paccunTaHbl OTHOLIEHMA WAHCOB
€ 95%-m foBepuTtenbHbIM MHTepBanoM. CobpaHHble faHHble Obinu cBefeHbl B Tabnuuy 1
npoaHanu3npoBaHbl C Ncnosnb3oBaHuem SPSS Bepcun 16.

PesynbraTtbl. Hanbonbluaa 3aboneBaeMocTb pakom MONOCTY pTa Habnoganacb B BO3-
pacTHbIX rpynnax 46-55 n 56-65 net. 79 13 100 nauneHToB (79%) OCHOBHOW rpynmnbl yno-
TPebnANn ankorofb B HacTosllee Bpemsa UK ynotpebnanu ero B npowsiom. M3 Hux 54
(54%) ynoTpebnanu ankorosb U Kypunm ogHOBpemMeHHO. M3 150 nauneHTOB KOHTPOSb-
How rpynnbl 70 (46,7%) cTpaganv ankoronnsmom, a 35 (23,3%) — ankoronnsMom 1 Kypunu.
OcrtanbHble 80 nauuneHToB (53,3%) HMKOr4a He ynoTpebnann ankoronb unu ynotpebns-
nun ero KpawnHe pefko. OTHoweHwne waHcos (OL) ansa nuu, ynotpebnaAwwmx ankoronb,
coctaBuno 4,3 npu 95% AW 2,411-7,666. Puck 6bin cTaTUcTUYeckn 3HaummbiM (p<0,01).
Y nuuy, ynotpebnaowmx ankoronb B HactosAwlee Bpema (OLWL=7,2; 95% AW 3,741-13,954),
PUCK pa3BuTKA paka NosioCTy pTa bbin Bbille, YeM Y TeX, KTO ynoTpebnan ero korga-nnbo
(OW=2,2;95% AN 1,112-4,474).

Prick pa3BuTma paka nonoctu pTa Obin 3HAaUMTENBHO BbiLLE Y NaLMEHTOB, yNOTPebnABLIMX
ankorosb 6onee aBaguatu net (OW=7,1; 95% [N 3227-15670), No cpaBHEHUIO C NaLneH-
Tamu, ynotpebnaBWnMY ankoronb meHee fecAatu net (OLW=2,8; 95% [N 1299-5966).

Y KypunbLUMKOB PUCK Pa3BUTUA paKa NOIOCTW pTa Obl1 3HaUMTESNTbHO BblLLE, YEM Y HUKOT-
Aa He kKypuswunx (OW=3,1; 95% AW 1,779-5,343; p<0,001).

B noarpynne KypunbLUMKOB, KyPALMX BCIO XN3Hb, YacTOTa «PEerynfapHbIX eXXedHeBHbIX
KypunbLUMKOB» cocTaBuna 36,5% B rpynne HabnogeHuws (27 naumeHToB 13 74) n 27,8% B
KOHTponbHou rpynne (20 nayneHToB 13 72). B 31O Noarpynne «He exefgHeBHble Kypusb-
WUKU» cocTaBunu 27% (20 naumeHTOB) B rpynne HabnogeHna u 16,7% (12 nauneHTos) B
KOHTpOJIbHOW rpynne. B noarpynne 6bIBLUNX KYPUbLLMKOB JONA «eXe[HEBHbIX KypuIb-
WwuKoB» coctasuna 16,2% (12 n3 74 naumeHToB) B rpynne HabnogeHuna n 34,7% (25 n3
72 naumeHTOB) B KOHTPONbHOW rpynne. B 3Ton nogrpynne «He eXefHeBHble KypPUSbLNKN»
coctasunu 20,3% (15 n3 74 nauneHToB) B rpynne HabnoaeHus n 20,8% (15 u3 72 nauu-
€HTOB) B KOHTPOJIbHOW rpynne. To ecTb Y TeX, KTO BCIO »KM3Hb Kypun exegHesHo (OLL=4,1;
95% W 1,954-8,395; p<0,01), puck pa3BuTUA paka NonocTy pta Obin Bbile, yem y 6biB-
LUINX KyPUSbLLMKOB, KypALmX exeaHeBHo (OLL=2,043; 95% [ 1,292-6,964). Kpome Toro,
y TeX, KTO BCIO »KM3Hb Kypun He exeaHeBHo (OLW=3,1; 95% 1N 2,154-9,607; p<0,01), puck
pa3BuUTMA paka NoNocTy pTa Obin Bbille, YeM Y ObIBLUNX KYPUNbLUMKOB, KYPALLUX HE exe-
aHesHo (OLW=1,4; 95% AW 0,635-3,266; p=0,001).

3aknioueHune. B gaHHOM nccnefoBaHmmM KypeHme 1 ynotpebneHre ankorons 6o oue-
HeHbl Kak OCHOBHble aKTopbl pvcKka paka nosoctu prta. CornacHoO Hawemy aHanusy,
ynotpebneHne ankorona yBennunmBaeT pUCK pa3BUTUA paka NonocTu pTa NprMepHo B
4,3 pa3a, Npy 3TOM pPUCK B 3,2 pa3a Bbllle Y HbIHELWHWX NOTpebuTenein ankorons, Yem y
6bIBLLMX. KpoMe Toro, Bbina obHapy»keHa 3HauMMasn CBA3b MeXAy NPOLOMKUTENIbHOCTbIO
ynotpebneHns ankorona n pUCKom paka nonocTu pTa; PUCK BblLle Y Tex, KTo ynotpebnaeTt
ankoronb 6onee 20 neT, N0 CpaBHEHNIO C TeMu, KTO ynoTpebnaeT ankoronb B TeyeHune 60-
nee KopoTKoro nepuopa. PerynapHoe ynotpebneHue ankorona B TeueHue 6onee 20 net
(OP=7,111, 95% W 3,227-15,670) n kKypeHne (OP=4,154, 95% AU 2,12-8,133, p<0,001)
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CYNTAIOTCA 3HAYMMbIMU Cl)aKTOpaMI/I PUCKa pa3BnUTUA paka NONOCTU PTa. Puck Pa3BnUTUA
PaKka NMOoJIOCTN PTa TaKXKe 3aBUCUT OT CTaKa KypeHuA.

KnioueBble cnoBa: PaK NoNIOCTU PTa, PaK rMoTKu, 3ab601eBaemMocCTb, KypeHue, yn0Tpe6ne-
HWe ankorond, OTHoLWeHne WaHCoB, ,ElOBepI/ITeJ'IbeIIZ NHTEpPBan

B INTRODUCTION

Oral cancer is a polyethological disease. A number of factors contributing to the
development of this disease have been identified. These include alcohol abuse (especially
dark drinks), smoking (the combined use of these two factors significantly increases
the risk of developing OC), consumption of very-hot beverages and food, sharp-edged
carious teeth, chronic injury to the oral mucosa caused by poor-quality rigid dentures,
occupational hazards (the incidence is relatively higher among workers in heavy metal
salts, as well as in the oil industry), inflammatory processes of the oral mucosa. In addition,
a deficiency of vitamins A and B also contributes to the development of oral cancer. [1,
p.1; 2, p. 507-520].

The risk of developing oral cancer is 4-10 times higher in those who use heavy
cigarettes. It is stated that this risk increases more than 35 times in those who both drink
alcohol and smoke heavily. According to some researchers, smoking causes 41% of oral
and oropharyngeal cancers in men and 15% in women worldwide. In tobacco users,
neoplasms often occur on the cheeks and in areas in contact with the gums. More attention
should be given to such factors as poor oral hygiene, specific and inadequate nutrition,
immunodeficiency, viral infections, especially human papillomavirus. It is believed that
the development of oral cavity and pharyngeal cancer is possible even without any of the
listed risk factors.

Another risk factor is the human papilloma virus (HPV). Currently, HPV types 16 and 18
have been proven to have the highest carcinogenicity. Their activity is closely linked to a
mutation of the gene encoding the TP53 protein. Various studies have shown an overall
prevalence of HPV infection in oral tumors ranging from 14% to 91%. HPV expression in
oral squamous cell carcinoma tissues is 4 times higher than in normal mucosa. [3, p. 541-
550; 2, p. 507-520].

Family history also plays a role in the development of oral and pharyngeal cancer (PC).
This risk is 3 times higher in people with a family history of malignant neoplasms of the
oral cavity and pharynx. [4, p. 62-72].

Precancerous pathologies play an important role in the development of OC and
PC. Precancerous diseases include Bowen'’s disease (erythroplakia, erythroplasia), lupus
erythematosus, lichen planus, leukoplakia, candidiasis (thrush) and Epstein-Barr virus, as
well as vitamin A, Eand C deficiencies in the body. The absence of disease complaintsin the
early stages of the disease in OC and PC patients, patients’failure to consult a doctor, their
socioeconomic status, oncological negligence of physicians, medical history information
and failure to evaluate patient complaints, lack of systematic preventive examinations
of the oral cavity are the main reasons for the delay in the diagnosis of oral cavity and
pharyngeal cancer [5, p. 431-465; 6, p. 541-550; 7, p. 4201-4212].
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B MATERIALS AND METHODS

The research analyzed the incidence and mortality rates of OC and PC depending on
gender and age in various administrative-territorial regions of Azerbaijan during 2019-
2023. In this research, smoking and alcohol use were evaluated as the main risk factors
for OC. Odds ratios with 95% confidence intervals were calculated to evaluate these
factors. The collected data was tabulated and analyzed using SPSS version 16.

B DISCUSSION

The study included 100 patients diagnosed with OC who underwent surgical treatment
and radiotherapy at the National Oncology Center of the Republic of Azerbaijan in 2018-
2022. The control group was formed from 150 patients who applied to the outpatient
clinic of our center and did not have a malignant tumor diagnosis. Harmful habits such as
drinking alcohol and smoking are not common among women in Azerbaijan, therefore
women with OC diagnosis were not included in both the study and control groups in
order to objectively assess the results of the study.

A questionnaire consisting of two sections, demographic characteristics and risk factor
assessment, was distributed to the patients. The first section consists of a set of questions
about the participant’s age, education level, and occupation, while the second section
included questions about harmful habits such as alcohol and cigarettes. Thus, participants
in both groups were classified primarily as smokers and never smokers. Smokers were
divided into two subgroups: smokers who had smoked tobacco products all their lives
and former smokers who had not smoked for the last 3-5 years. These two subgroups
were also divided into daily smokers and non-daily non-smokers.

Alcohol consumers were divided into the following categories: regular drinkers,
occasional drinkers, very rare drinkers, and never drinkers.

The study group included 100 men with a histopathologically confirmed diagnosis
of oral cancer. Their age ranged from 35 to 80 years, with an average age of 61+5.5 years.
The control group (n=150) consisted of men aged 40-82 years (mean age 63+3.8 years).
As can be seen from Table 1, the highest incidence of oral cancer was observed in the age
groups 46-55 and 56-65 years.

In the study, 79 of the 100 patients (79%) in the case group were current alcohol users
or had used alcohol in the past. Of these, 54 (54%) were both alcohol and cigarette users.
Of the 150 patients in the control group, 70 (46.7%) were alcoholics, and 35 (23.3%) of
them were alcoholics and smokers. The other 80 patients (53.3%) had never consumed

Table 1

Age distribution of patients in the control and observation groups
Ages Observation group Control group

Abs (%) Abs (%)

35-45 15 15% 22 14,7%
46-55 25 25% 41 27,3%
56-65 30 30% 51 34%
66-75 17 17% 24 16%
>75 13 13% 12 8%
> 100 100% 150 100%
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alcohol or consumed it extremely rarely. The odds ratio (OR) for alcohol users was 4.3, with
a 95% Cl of 2.411-7.666. The risk was statistically significant (p<0.01).

Of the group of cases, 24 patients (24%) stated that they no longer drank alcohol, but
were former alcohol users, while 60 patients (60%) currently drink alcohol. A significant
correlation in the development of OC was found in both former and current alcohol
users. At that time, those who were still currently drinking alcohol (OR=7.2, 95% Cl 3.741-
13.954) had a higher risk of developing OC than those who had ever consumed it (OR=2.2,
95% Cl 1.112-4.474).

A linear association exsists between the alcohol use period and oral cancer. In the case
group, 28 patients (28%) consumed alcohol for more than 20 years, while in the control
group this rate was 10% (15 patients). The risk of developing OC was significantly higher
in patients who had consumed alcohol for more than twenty years (OR=7.1,95% Cl 3,227-
15,670) compared to patients who had consumed alcohol for less than ten years (OR=2.8,
95% Cl 1,299-5,966).

Of the total number of patients consuming alcohol in the study group, 44 (44%)
consumed only vodka, 22 patients (22%) regularly consumed vodka, beer, and wine, and
11 patients (11%) consumed mainly beer and vodka.

Table 2
Association between alcohol use and the oral cancer

Case group (abs; Control group

Alcohol consumption category %) (abs; %) OD (C195%) P
Alcohol consumers 79 79% 70 46,7% 4.3 (2.411-7.666) <0.01
Those who have ever used it 24 24% 41 27,3% 2.2(1.112-4.474) <0.01
Those who currently use 60 55% 29 19,4% 7.2(3.741-13.954) | <0.05
Never or rarely use 21 21% 80 53,3% 1
Period of alcohol consumption
Less than 10 years 19 19% 26 18,6% 2.8 (1.299-5.966) <0.05
10-20 years 32 32% 29 20,7% 4.2 (2.097-8.426) <0.05
Over 20 years 28 28% 15 10% 7.1(3.227-15.670) | <0.01
Never or rarely 21 21% 80 53,3% 1

Table 3

Association between smoking and oral cancer risk
Smoking category (Caabsse; g/:;) up gobnst;r;/)ol )group 0D (C195%) p
Risk between smokers and non-smokers
Smokers 74 (74%) 72 (48%) 3.1(1.779-5.343) <0.01
Never smokers 26 (26%) 78 (52%) 1
Risk among smokers
Lifelong ever-daily smokers 27 (36,5%) 20 (27,8%) 4.1 (1.954-8.395) <0.01
Lifelong non-daily smokers 20 (27%) 12(16,7%) 3.1 (2.154-9.607) <0.01
E;rgr(i::m"ers whowere daily 15 (16,200) 25 (34,7%) 2.04(1292-6.964) | <0.05
Z‘;irlr;“:rrns(;‘(‘e"r‘sers whowerenon- ;5 (51 39 15 (20,8%) 14(0.635-3266)  0.01
2 74 (100%) 72 (100%)
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Table 3 shows the association between smoking and oral cancer. In this study, 74%
(74/100) of the patients in the case group and 48% (72 cases) of the control group were
smokers. Smokers had a significantly higher risk of developing oral cancer than never
smokers (OR=3.1; 95% Cl 1.779-5.343; p<0.001). As mentioned above, the patients in the
smoking group were divided into two subgroups: ever smokers — those who had smoked
tobacco products throughout their lives (before the diagnosis of oral cancer) and former
smokers — those who had not smoked tobacco products in the last 3-5 years. Patients in
these two subgroups were also divided into daily smokers and non-smokers.

In the subgroup of lifetime smokers, the incidence of "regular daily smokers" was
36.5% in the case group (27 patients out of 74 smokers) and 27.8% in the control group
(20 patients out of 72 patients). In this subgroup, "non-daily smokers" accounted for 27%
(20 patients) in the case group and 16.7% (12 patients) in the control group. In the former
smokers subgroup, daily smokers was 16.2% (12 out of 74 patients) in the case group and
34.7% (25 out of 72 patients) in the control group.

In this subgroup, non-daily smokers constituted 20.3% (15 out of 74 patients) in the
case group and 20.8% (15 out of 72 patients) in the control group. That is, lifetime daily
smokers (OR=4.1,95% Cl 1.954-8.395; p<0.01) had a higher risk for OC than former smokers
who were daily smokers (OR=2.043, 95% Cl 1.292-6.964). Also, lifelong non-daily smokers
(OR=3.1,95% Cl 2.154-9.607; p<0.01) had a higher risk for OC than former smokers who
were non-daily smokers (OR=1.4, 95% Cl 0.635-3.266; p=0.001).

A significant association was observed between the amount of smoking and the risk of
developing oral cancer. Thus, as can be seen from Table 4, those who smoked more than
two packs of cigarettes had a significantly higher risk of developing OC (OR=5.5, 95% ClI
2.662-11.366; p=<0.001).

Itis clear that the increased risk of developing oral cancer also depends on the smoking
period. The risk of developing oral cancer is lowest in those who smoked for less than

Table 4

The relationship between the amount of smoking and oral cancer risk
Amount of cigarettes (Caa;:; g/:;)up (Caobnstr;: )group OD (C195%) P
Less than 1 pack per day 19 (19%) 30 1.9 (0.919-3.927) <0.05
1-2 packs per day 22 (22%) 24 2.8 (1.326-5.702) <0.05
More than 2 packs per day 33 (33%) 18 5.5(2.662-11.366) | <0.05
Never smokers 26 (26%) 78 (52%) 1
)3 100 (100% 150 (100%)

Table 5

Significant association between smoking period and oral cancer risk
Smoking period E:I:se; ‘;3/:;’ up (ca‘::'st’_r:/:l )group OD (Cl 95%) p
Smoker for less than 10 years 13 (13%) 26 (17,3%) 1.5 (0.674-3.339) <0.05
Smokers for 10-20 years 25 (25%) 20 (13,4%) 3.8(1.795-7.834) <0.01
Smokers for more than 20 years | 36 (36%) 26 (17,3%) 4.2(2.121-8.133) <0.05
Never smokers 26 (26%) 78 (52%) 1
> 100 (100%) 150 (100%)
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10 years (OR=1.5, 95% Cl 0.674-3.339), while the risk is highest in those who smoked for
more than 20 years (OR=4.2, 95% Cl 2.121-8.133; p=<0,001).

B RESULTS

In conclusion, the results of our case-control study indicate that risk factors such as
smoking and alcohol use play a significant role in the development of oral cancer (OC)
in Azerbaijan. According to our analysis, alcohol use increases the risk of developing OC
approximately 4.3-fold, while the risk is 3.2-fold higher in current alcohol users than in
former users. Furthermore, a significant association was found between the duration of
alcohol use and the risk of OC; the risk is higher in those who have consumed alcohol for
more than 20 years compared to those who have consumed alcohol for a shorter period.

Similarly, the results of our study confirm that smoking increases the risk of developing
OC by 3.1-fold. A correlation was observed between the number of cigarettes smoked and
the risk of OC; the risk was significantly higher in those who smoked more than two packs
of cigarettes per day than in those who smoked less. Furthermore, a significant association
was found between the duration of smoking and the risk of OC; the risk was highest in
those who had smoked for more than 20 years. Regularly for over 20 years, alcohol use
(OR=7.111, 95% Cl 3.227-15.670) and smoking (OR=4.154, 95% Cl 2.121-8.133, p<0,001)
are considered significant risk factors for the development of oral cancer.

B CONCLUSION

Overall, the results of our study indicate that smoking and alcohol use are significant
risk factors for the development of OC among men in Azerbaijan. These results have
important implications for shaping public health policies, strengthening measures to
break these harmful habits, and educating the population. Future studies may further
investigate the molecular mechanisms of these risk factors and the role of other potential
risk factors.
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