CONCLUSIONS

The results of the study demonstrate the significant role of social networks in the lives of
modern students. They actively use online platforms for communication, learning and entertainment.
However, the study also points to the need for a conscious approach to the use of social networks in
order to avoid possible negative consequences, such as addiction and information overload.
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AHHOTANUA

Beenenne. M3BeCTHO, 4TO OXHUPEHHUE CBS3aHO C PAKOM M YBEIMYMBAET CMEPTHOCTH OT paka. Ilenb mcciaenoBanusi —
HN3YUYCHUC B3aMMOCBA3U MECKIAY OKHUPCHUEM M paKOM, C aKIEHTOM Ha TO, KakK H36LITO‘{HI)II>1 BE€C U OXHUPECHUE MOTYT
MPUBECTH K PaKy M KaKk MOXKHO MPEJIOTBPATUTD U JICUUTh PaK, CBA3AHHOIO ¢ OKMpeHreM. MaTtepuan u MeToabl. Mbl
MPOBENIH TMOKCK JIUTEPATyphl 1O JAOCTYHHBIM pecypcaM HaruoHaneHOro MHCTHTYTa paka, LleHTpa 1O KOHTpOIO U
npodmiaktuke 3aboneBanuii, Bcemuproro ¢onma wuccnenmoBanmii paka u PubMed. Pesyabrarhl. CBsS3p MEXIY
MUIEBBIMH TPUBBIYKAMH, 0)KUPEHUEM U PAKOM CIIOKHA U MHOrOrpaHHa. O)KUpEHHE YBEIMYNBACT PUCK PaKa Yepe3 Takue
MEXaHHU3MBbI, KaK XPOHHYECKOE BOCIHAJICHHUE, PE3UCTEHTHOCTh K WHCYJIMHY M TOPMOHAJIbHbIE U3MEHEHHs. BBIBOIBI.
IMockonbky 3a00JIeBAEMOCTh OXHPEHHEM MPOJODKAET PACTH BO BCEM MHpPE, MOHHUMAHHE B3aMMOCBS3H MEXIY
OXKHPECHUEM U PAKOM UMEET pellarolee 3HaYCHUE T Pa3paOOTKH 1IEJCBBIX CTPATETUH MPODHIAKTHKY ¥ JICUCHUS PaKa,
CBSI3aHHOTO C O)KUPEHHEM.

KiroueBble c10Ba: 0XXUPCHUE, paK, MPOQUIAKTHKA, TUETA C BRICOKUM COJCP:KaHUEM KHUPOB, JINIIHUI BeC.

OBESITY AND CANCER

Hasbelnabi Soad Mohammed Sami Mohammed?, Sergeeva Ekaterina Yuryevna?, Gavrilyuk Oksana
Aleksandrovnal

!Department of Latin and Foreign Languages

2Department of Pathophysiology named after Prof. V.V. lvanov

Professor V.F. VVoino — Yasenetsky Krasnoyarsk State Medical University

Krasnoyarsk, Russia

834



Abstract

Introduction. Obesity is known to be associated with cancers and to increase cancer — related mortality. The aim of the
study is to explore the intersection between obesity and cancer, focusing on how overweight and obesity can lead to
cancer and how obesity — related cancer can be prevented and treated. Material and methods. We conducted a literature
search across the available resources of the National Cancer Institute, Center for diseases control and prevention, World
Cancer research fund, and PubMed. Results. The relationship between dietary habits, obesity and cancer is complex and
multifaceted. Obesity increases cancer risk through mechanisms such as chronic inflammation, insulin resistance, and
hormonal changes. Conclusions. As the incidence of obesity continues to rise globally, understanding the intersection
between obesity and cancer is crucial for developing targeted prevention and treatment strategies for obesity — related
cancers.

Keywords: obesity, cancer, prevention, high — fat diet, overweight.

INTRODUCTION

In the past decades, the prevalence of obesity, a multifaceted chronic disease often driven by
high — fat diets, has been dramatically increasing globally.

Obesity is characterized by excessive body fat tissue mass and is associated with disturbances
in lipid and glucose metabolism, chronic inflammation, and oxidative stress. These metabolic
disorders are reported to be able to increase the risk of several severe diseases including cancers.
Specifically, association between body mass index (BMI) of 30 or high and the risk of developing a
variety of cancers (including esophageal, pancreatic, colorectal, breast (among postmenopausal
women), uterine, kidney, thyroid, and gallbladder cancer) has received considerable attention in
recent years [1 — 5]. Studies highlight the need for comprehensive strategies to address obesity as a
cancer risk factor [6 — 10]. Moreover, obesity is known to increase cancer — related mortality.

The aim of the study is to explore the intersection between obesity and cancer, focusing on
how overweight and obesity can lead to cancer and how obesity — related cancer can be prevented
and treated.

Objectives: to reveal biological changes caused by overweight and obesity that may lead to
cancer; to find out the ways to reduce the risk of obesity — related cancer and to treat obese cancer
patients.

MATERIAL AND METHODS

To provide a comprehensive and critical analysis of the intersection between obesity and
cancer, we conducted a literature search across the available resources of the National Cancer
Institute, Center for diseases control and prevention, World Cancer research fund, and PubMed. The
search employed a combination of keywords, including “obesity” and “cancer”. We prioritized peer
— reviewed articles published between 2003 and 2025, ensuring the inclusion of recent scientific
advancements and details about the current understanding of this field.

RESULTS

The latest research suggests that anthropometric parameters, lifestyle factors and biological
mechanisms are involved in the development of cancer in obesity [11 — 14].

Specifically, the scientists show the strong link between obesity and cancer, highlighting how
obesity alters metabolism through increased glucose, fructose, and lipid levels, as well as changes in
metabolic regulatory factors. According to the latest research results, obesity is associated with
abnormalities in the IGF axis, elevated estrogen levels, chronic low — grade inflammation,
deregulated adipokines, and hypoxia, all of which contribute to cancer initiation and progression [15].

Specifically, obesity is reported to play an important role in promoting the development of
endometrial cancer, by inducing a state of unopposed estrogen excess, insulin resistance and
inflammation [16, 17].

Also, evidence shows that maintaining a healthy weight throughout life is one of the most
important things people can do to reduce their cancer risk, and early prevention in adulthood is very
important [18].

Calorie restriction is presented as an effective weight — loss strategy that improves metabolic
processes and reduces oxidative stress and inflammation. Research indicates that calorie restriction
can suppress the development of various cancers in preclinical models and enhance chemotherapy
effectiveness [16].
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However, recent studies demonstrate that there are limitations to using fasting in clinical
practice. Both obesity and calorie restriction can influence the same signaling pathways but with
opposing effects, suggesting a need for further research into calorie restriction mechanisms for
developing new therapeutic approaches [16, 17].

As we revealed, the association between obesity and cancer risk varies by sex. For example,
obesity is strongly linked to endometrial cancer in women, while in men, it is associated with cancers
like colon and kidney cancer. Women with cardiovascular disease and obesity have a higher risk of
obesity — related cancers compared to men [18].

Beyond increasing cancer incidence, obesity can also affect cancer outcomes. For instance, it
may influence survival rates and treatment effectiveness in certain cancers. Specifically, obesity also
affects treatment, increasing the risk of surgical complications. Radiation therapy is a cornerstone of
cancer treatment, but obesity may influence the effectiveness of this treatment. The altered response
to radiation in obese patients is reported to be attributed to several factors: changes in tumor
microenvironment, systemic effects of obesity, inflammation and immune response [19 — 20].

Recent studies show that weight — loss interventions can lead to improvements in breast,
endometrial and colorectal cancer — specific survival [15 — 16].

Collaborative interventions aimed at improving diet and lifestyle are considered to be crucial
both for reducing cancer risks in people without cancer and enhancing health outcomes in cancer
patients.

DISCUSSION

Maintaining a healthy weight is crucial for reducing cancer risk. Early prevention efforts in
adulthood are particularly important.

Collaborative interventions aimed at improving diet and lifestyle are considered to be crucial
both for reducing cancer risks in people without cancer and enhancing health outcomes in cancer
patients.

However, recent studies demonstrate that there are limitations to using fasting in clinical
practice. Both obesity and calorie restriction can influence the same signaling pathways but with
opposing effects, suggesting a need for further research into calorie restriction mechanisms for
developing new therapeutic approaches [12, 14].

CONCLUSIONS

The relationship between dietary habits, obesity and cancer is complex and multifaceted.
Obesity increases cancer risk through mechanisms such as chronic inflammation, insulin resistance,
and hormonal changes.

High — fat diets exacerbate these risks while also potentially altering the effectiveness of
radiation therapy.

As the incidence of obesity continues to rise globally, understanding these interactions is
crucial for developing targeted prevention and treatment strategies for obesity — related cancers.

Our findings support the implementation of primary care — based strategies for cancer
prevention, with a strong focus on preventing and reducing early overweight and obesity.

Future research should focus on elucidating the specific pathways involved in these processes
and exploring potential interventions to mitigate the adverse effects of obesity and dietary patterns
on cancer outcomes. Specifically, additional research into dietary modifications could play a vital
role in mitigating the health risks associated with high — fat diet and radiation exposure.
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ITPOBJIEMA JE®UIIUTA BUTAMHUHA D B YPAJIO - CUBUPCKOM PEI'MOHE U
CIIOCOBBI EE PELIEHUS

UYepnusena Jlana MakcumoBHa, Yiakoa Mapus Hukonaesna, Mynuna Mpuna BsayecnaBosHa
Kadenpa nHOCTpaHHBIX S3BIKOB M MEKKYJIBTYPHONH KOMMYHUKALIUN

OI'bOY BO «Ypanbckuii Tocy1apcTBEHHbBIN MEIULIMHCKUN yHUBepcuTeT» Mun3apasa Poccun
ExarepunOypr, Poccus

AHHOTAIUA

Beenenne. Boree 1moioBHHBI HacelleHHsl IUIAHETHI UCIIBITHIBAET HEXBAaTKy BHTaMHHa D. DTO CBA3aHO HE TOJBKO C
HEIOCTATKOM COJHIIA, HO M ¢ OCOOCHHOCTSIMU IMHTAHUS, BO3PACTHBIMH N3MEHEHHSIMHU M COCTOSIHHEM 3710poBbs. Ilenn
HCCIeT0BAHMS — U3YUHUTh, MOTYT JI BA/JIpI MM cossipuii MOBBICUTH COZlepKaHNe BUTaMuHa D B opraHusme yenoBeka
TaKke 3((EKTUBHO, KaK U MEIULIMHCKHE NIPEnaparsl, BHIIIMCaHHBIE BpadoM. MaTepuaa U MeToAbl. B nccienosanuu
OBUT HCTOJIB30BAaH METOJ — JKCIIEPUMEHT. B WccienoBanuy NpHHSIM ydacTHe kutenu T. ExatepuuOypra omHOoro
BO3pacTa, Mojla M C OIMHAKOBOM Ipymmoi 310poBbsa. Mccnemoanue mpoBomwiock ¢ 02.12.2024 mo 02.03.2025.
Pe3yabTarel. B xo1e skcnepuMeHTa NOJIydYeHBl pe3yibTaThl M CAENaH BBIBOJ O TOM, 4yTOo BA/Ipl u comsipuil MeHee
3¢ PEKTUBHBI, M0 CPABHEHHUIO ¢ 3()(HEKTUBHOCTHIO MEIUIIMHCKUX MPENapaToB, JUIs MOBBINICHHS YPOBHs BUTaMuHa D B
KpoBH. BbIBOABI. 113 OTy4eHHBIX pPe3yIbTaTOB MOXKHO CIIENATh CIEAYIOIINE 3aKIIoueHue: 3 (eKTuBHEE BCETO YPOBEHB
BuTamMuHa D B opraHusme MOXKHO HOIHATH C TIOMOIIBIO MEIMKaMEHTO3HBIX IpenaparoB. BA/IpI XyXke Bcex CIpaBHUIINChH
CO CBOEIT 3aj1a4el, M0ITOMY, €CITH HET HYXkJIbl HJTH K CIIEHHAIUCTY, 3Q(EeKTHBHEE MOCEIaTh COMSPHUIA.
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