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PE®EPAT

Jumiomuas pabora 45 c., 7 puc., 14 ta6:m1., 24 uCTOYHHKA.

KaloueBble cioBa: XpoHHUECKas OOCTpYKTHBHas OOJE3Hb  JIETKHUX,
TeHETUYECKUN MOIMMOP(PU3M, aHTHOTEHE3, (aKTOp pocTa DJHIOTENUS COCYI0B
(VEGF), cepne4Ho-coCcyIMCThIE OCTOKHEHHUS.

O6mbekT uccaenoBanus: [ommopdpuszm +936C>T (rs3025039) rena VEGF.

Hean: MHccnemoBanne poau mnoiaumopdusma reHa VEGF B pasButuun
aHTMOr€HE3a U CEPICYHO-COCYAUCTBIX OCI0KHEHNI y nanueHToB ¢ XOBJL.

Marepuanbl: buonormueckumu  00pas3liamMu,  HUCIHOJIb30BAaHHBIMHM  JIJIsI
Boiienienus JJHK, Obutn oOpasiibl 1enbHON KpoBu Jull B Bo3pacte oT 30 g0 84 ner,
npecTaBiieHHbIe B IHCTUTYT T€HETUKU U IUTOJ0TUM HanmoHnansHOM akaieMuu HayK
benapycu. boiio cobpano 25 oOpa3ios.

Metoabl: (eHon-xmopodopmHas 3SKcTpakuus, cnekrpogoromerpus, IILP,
PECTPUKIIMOHHBIN aHaIN3, A1eKTpodope3, OnonHpopMaTHUeCKUd aHAIIU3.

1. B xozxe mnpoBeAEHHOTO HCCIENOBaHUS yAanoch ycnemHo Bbeaeauth JIHK
(uuctoTa moaTBepKAeHa criekrpodoTomeTpueii: A260/A280 = 1.8-2.0).

2. Pacrnipenenenue renorunoB VEGF +936C>T: C/C - 70% (mpeobnamaromiuii
redotun), C/T - 30%, T/T - He oOHapyKeH.

3. Ypoenb VEGF B cbiBOpoTKEe KpoBH HUXe y Hocutened amens T (cpemHee
3Hauenue npu C/C: 2.1 ME/mun, ipu C/T: 1.05 ME/mn).

4, Camxenue VEGF y nocureneti C/T acconmmmpoBaHO C PUCKOM CEPJACYHO-
COCyIUCThIX ocliokHeHu (moBbienre NT-proBNP, nerounas runeprensus).
[Momumopduzm +936C>T rena VEGF BnusieT Ha perymsiiuio aHTHOT€HE3a U

MOXET CIYXXUTb MapkepoMm pucka ocnoxHeHuid npu XOBJI. Pe3ynbraTh
000CHOBBIBAIOT MEPCIEKTUBY MEPCOHATM3UPOBAHHON TEpamuu.



POD®EPAT

JpimoMHuas padota 45 c., 7 main., 14 ta6:m., 24 KpbIHILEIL.

KirouaBbisi ¢J10BbI: XpaHiuHas aOCTPYKThIYHAsE XBapoOa JIETKIX, TCHETHIYHBI
naigimMapdizM, anrisrere3, Qakrap pocty sHmard o cacynay (VEGF), capmpuna-
cacya3iCThIA YCKIIaHCHHI.

AO'ekT naciaenaBanns: [aximapdizm +936C>T (rs3025039) rena VEGF

Mbra nacineaanns: /lacinenaBanue pouni naigimapdizmy resa VEGF y passi
aHTISATEHE3Y 1 capJdYHa-CcacyA3ICThIX YCKIaaHeHHY y narbieHTay 3 XObJI

Mampsisiasbl: bisnariuaeiMi y3o0pami, ckapeicTanbiMi 11 BeutyudHHsT JTHK,
OBLIT1 Y30pbI CYIRIIbHANM KpBIB1 ac00 Ba y3pocie aa 30 na 84 raaoy, npajacrayieHsisd ¥
IHCTRITYT TeHeThiki 1 mbITasiorii HampistHansHalt akagdMmili HaBYK benapyci. bbiio
cabpaHa 25 y3opay.

Metaabl: ¢eHon-xnapadgopmHas SKCTpakibia, crnekrpapatomerpsois, [P,
PACTPBIKLBIMHBIA aHali3, 3JeKTpadapa3, O1siiH(papMaTbIYHbI aHATI3.

1. Y xoa3e mpaBen3eHara aacieaBaHHs yaanocs nacnsxoBa Beutyubilb JJHK
(ubIciins mManBepmKkana cuekTpadatomeTpsoisii: A260/A280 ~ 1.8-2.0).

2. PasmepkaBanne renarbinay VEGF 936C> T: C / C — 70% (mepaBaKHbI
renatsin), C/ T —30%, T/ T — He BBISYJICHBI.

3. Y3poenb VEGF y cbipoBaTIIbl KPBIBI HIXKAU Yy HOCKOITAY anensy T (csapaaHsie
sHaudHHE Tpbl C / C: 2.1 ME / Mo, nipet C/ T: 1.05 ME / mi).

4. 3uixonHe VEGF y nocw6iTay C / T acamplipaBaHa 3 pbI3bIKail capalyuHa-
cacym3iCThiXx yckinamHeHHsy (maBbimmHHE NT-proBNP, néraunas rineptiH3is).
[Tamimapdizm 936C> T rena VEGF ymubiBae Ha paryJislbllo aHTISITEHE3Y 1 MOXKa
CIYXBbIlb Mapkepam pbI3blKi ycknanaHeHHsy npbl XOBJI. BbeiHikl aOrpyHTOYBarOIb
MEPCIEKTHIBY MepcaHajizaBaHail Tapariii



ABSTRACT

Diploma project 45 p., 7 figures, 14 tables, 24 sources.

Keywords: chronic obstructive pulmonary disease, genetic polymorphism,
angiogenesis, vascular endothelial growth factor (VEGF), cardiovascular
complications.

Object of the research: Polymorphism +936C>T (rs3025039) of VEGF gene.

Purpose: Investigation of the role of VEGF gene polymorphism in the
development of angiogenesis and cardiovascular complications in patients with COPD.

The aim of the research: The role of metalloproteinases and transforming factor
TGFB1 in the development of pathological processes in patients with chronic
obstructive pulmonary disease.

Materials: The biological samples used for DNA extraction were whole blood
samples from individuals aged 30 to 84 years submitted to the Institute of Genetics and
Cytology of the National Academy of Sciences of Belarus. A total of 25 samples were
collected.

Methods: phenol-chloroform extraction, spectrophotometry, PCR, restriction
analysis, electrophoresis, bioinformatic analysis.

Diploangiogenesis and may serve as a marker of risk of complications in COPD.
The results substantiate the prospect of personalized therapy.

1. The current study successfully isolated DNA (purity confirmed by
spectrophotometry: A260/A280 =~ 1.8-2.0).

2. Distribution of VEGF +936C>T genotypes: C/C - 70% (predominant
genotype), C/T - 30%, T/T - not detected.

3. Serum VEGF levels are lower in carriers of the T allele (mean value at C/C:
2.1 IU/mL, at C/T: 1.05 IU/mL).

4. Reduced VEGF in C/T carriers is associated with the risk of cardiovascular
complications (increased NT-proBNP, pulmonary hypertension).

The +936C>T polymorphism of the VEGF gene affects the regulation of
angiogenesis and may serve as a risk marker for complications in COPD. The results
substantiate the prospect of personalized therapy.



