BbiBOADI:

1. BbISBAE€HbI PA3AMYMSA B MOAXOACX K MPUMEHEHMUIO [-KCP B OHKOAOTUM M OHKOTEMATOAOTUK: BoAee Yac-
TO€ UCNOAb30BAHME M-KCP OHKOreMATOAOTAMM B KAHECTBE BTOPUYHOM, A HE NEPBUYHOM MPOCPUACKTMKM PH.

2. MpumeHeHne dMNIrUATPACTUMA B LLEAIX MEPBUYHOM U BTOPUHHOM NPOIOUACKTMKM PH B CpEAHEM
COKPALLLOET NEPUOAbI BOCCTAHOBAEHMA AHYH Ha 3 CyTOK, O HEMTPOMEHUM 4 CTEeNeHM HA 3,8 CYTOK B CPOABHEHMM
C cOUATPACTUMOM (p<0,05).

3. Mpu NPUMEHEHUM DIMMNITPUATPACTUMA B 3AMACHMPOBAHHbLIE CPOKM U Be3 peAyKUMM A03 ObIAO NPO-
BeaeHO Ha 10,3% KypcoB XT BOAbLLE, HEM MPU MPUMEHEHMK oUArpacTMMa (p<0,05).

4. BHeApeHMe B MPAKTUKY OHKOrEMATOAOTMHECKMX CTALUMOHAPOB HOBLIX doopm M-KCP moxeTt cnocob-
CTBOBATb YAYHLLUEHUIO PE3YABTATOB A€4HEHMA OI'IYXOAel;I CHUCTEMbI KPOBU.
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MNOAUMOPPHBLIE BAPUAHTbI TEHA A-AAAYKTUH (ADD1), ACCOLMUPOBAHHBIE C CEPAEYHO-
COCYAUCTOW NATOAOTUEN
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Peslome. CoBpeMEHHbIE MOAXOAbI K AEKAPCTBEHHOW TEPAMMM AOAXKHbBI OMMPATEC HE TOABKO HO 3GPAPEKTMBHOCTL, HO M HA BCECTOPOHHIO
oLeHKy 6e30NMaCHOCTH AEKAPCTBEHHbIX MPENAPATOB. PAPMAKOrEeHETMHECKOE TECTUPOBAHME MO3BOAIET ONPEAEAIT A EKTUBHOCTL M BE30-
MACHOCTb Tepanuu, BbiIBMpaTt HanMboree P EKTUBHOE AEKAPCTBO B KAYECTBE MEPBOOYEPEAHOrO TEPAMNEBTUYECKOrO CPEACTBA, YTO MPUBO-
AWNT K YMEHBLLEHMIO KOAMHECTBA AEKAPCTBEHHbBIX MPENAPATOB, HEOOXOANMbIX AAl QAEKBATHOTO A€4YEHMA. B HOCTOALLEE BPEMS AOCTMXKEHMS B
KAMHMYECKOM FEHETUKE CBH3bIBAIOT C BBIAEAEHMEM OAAEAEN (BAPUAHTOB) PO3AMYHBIX TEHOB, OLLEHKOM MX YACTOTbl M OBHAPYXXEHUEM CBI3EMN
OMNPEAEAEHHbBIX OAAEAEN C ADEHOTUMMUYECKMMMU MPOIBAEHMAMM, C MOMbITKOM BbISBAEHMA MPOTHOCTMYECKMX MPU3HAKOB. HO OCHOBOHWMM KO M-
MAEKCHOTO ddOAPMAKOrEHETMHECKOTO AHOAM3A BO3MOXKHO BbISBAEHWE 3HAYMMbIX TEHETUMECKMUX KPUTEPUEB B MPOTHO3UPOBAHUM TEYEHUS U D CP-
PEKTUBHOCTU AEYEHMS APTEPUAABHON MNEPTEH3MKN. B McCaeaoBaHME BKAIOYEHDBI 40 NALMEHTOB C APTEPUAABHOM TMNEPTEH3NEN. BbINOAHEHO
DAPMAKOreHeTMHeCKoe TECTUPOBAHNE C U3yHEHNMEM MOAMMOPTOMIMOB rEeHA A-AAAYKTUH. [0 UTOry KOTOPOro YAQAOCH MOAYHYUTb PE3YALTATHI
(HOPMOABHBIE) OAAEAM TEHA A-AAAYKTMH G/G BblAM OBHAPYXEHbI Y BOABLLMHCTBA MCCAEAYEMBbIX ( 29 MALMEHTOB 13 40), B TO BPDEMS KAK OAAEAb
«PUCKO» reHA a-aAAYKTUH G/T 1 aareAb «ouckon T/T —y 11 nCCAeAyEeMbIX MALMEHTOB, MPU YHEM HOACTOTA BCTPEYAEMOCTH aAreAs G/T BoabLLe
anneas T/T B 4 pasza. OnpeAeAeHne reHeTMHECKMX MAPKEPOB B KAPAMOAOTUN MOABEPrAETCS MHTEHCUBHOMY M3YYEHMIO M MCCASAOBAHMIO C
LLEABIO BbIBAEHWS rEHETMYEeCKOro pucka. TakMm obpasom, HO OCHOBAHUKU PE3YABTATOB FEHETUYECKOTO TECTUPOBAHMA MOXHO HE TOAbKO OLLe-
HWTb NPOrHO3 3000AEBAHMS, HO U PALLMOHAABHO MOAODBPATE AEKAPCTBEHHYIO TEPAMUIO, YTO CMOCOBCTBYET MPEAYNPEXAEHMIO PA3BUTUS THKEABIX
OCAOXHEHUM.

KAlo4eBble CAOBA: MOAMMOPTOU3IM FEHOB, APTEPUAABHAN TMNEPTEH3MS, APMAKOrEHETUHECKMIM AHAAM3, TEHOTUMMPOBAHME, MPOrHO3MPOBA-
HWe, a-aAAYKTHH, (Na+, K+)-ATPasa.
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POLYMORPHIC a-ADDUCTIN(ADD1) GENE OPTIONS ASSOCIATED WITH CARDIOVASCULAR PATHOLOGY
1 S.M. Kirov Military Medical Academy of the Ministry of Defense , St. Petersburg, 194044, Academica Lebedeva str., 6, Russia

Abstract. Modern approaches to drug therapy should be based not only on effectiveness, but also on a comprehensive assessment of the
safety of drugs. Pharmakogenetic testing allows to define efficiency and safety of therapy, to choose the most effective medicine as prime
therapeutic means that leads to reduction of quantity of the medical products necessary for adequate treatment. At present, advances in
clinical genetics are associated with the isolation of alleles (variants) of various genes, the assessment of their frequency and the detection of
associations of certain alleles with phenotypic manifestations, with an attempt to identify prognostic signs. On the basis of complex
pharmakogenetic analysis is possible to identify significant of genetic markers in the prediction of the flow and effectiveness of pharma-
cotherapy of arterial hypertension. The study involved 40 of patients with arterial hypertension. Performed pharmakogenetic testing with the
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study of polymorphisms of gene a-adductin. As a result of which it was possible to obtain results: “normal” alleles of the a-adductin G / G gene
were found in the majority of the studied (29 out of 40 patients), while the “risk” allele of the a-adductin G / T gene and the ‘risk” allele T/ T -in
11 studied patients, and the frequency of occurrence of the G / T allele is 4 times greater than the T / T allele. The identification of genetic
markers in cardiology is subjected to infensive study and research in order to identify genetic risk. Thus,on the basis of the results of genetic
testing can not only build the forecast of disease, but also rationally choose the drug therapy, which helps to prevent the development of
severe complications.

Keywords: polymorphisms of genes, arterial hypertension, pharmacogenetic analysis, genotyping, prediction, a-adductin, (Na+, K+) - ATPase.

BBeaeHue. bOAE3HM CEPAEYHO-COCYANCTOM CUCTEMBI AO CHX MOP ABAIOTCH AMAMPYIOLLLEM MPUHMHOM 30-
OOAEBAEMOCTH U CMEPTHOCTU. APTEPUAALHAS TMNePTEH3U (Al) — OAHO M3 HAMOOAEE PACNPOCTPAHEHHbIX
3000AEBAHMMN, SBAFETCH HE3ABUCUMbBIM GOAKTOPOM PUCKA PA3BUTUS CEPAEYHO-COCYAMCTOM MATOAOTUM U €€
OCAOXHEHWM, TAGBHBIM OBPA3ZOM OMPEAEAAOLLLMX BBICOKYIO CMEPTHOCTb [1, 2]. CyLLecTByeT KAK MMHUMYM
HECKOABKO AECATKOB F€HOB, KOTOPbIE MOTYT YH4OCTBOBATb B MATOreHe3e rmneptoHmieckomn BoaesHn. CAOXHOS
peryaiLms AA U MYAbTUADAKTOPHbIN MATOreHe3 Passmutig All, 30 KOTOPbIE OTBETCTBEHHbLI PA3AMYHbIE TEHbI, MPEA-
MOAQIQET, YTO MNPOrHOCTUYECKAS 30BUCHUMOCTb FEHETUHECKOTO AHAAM3A MOXET ObITb MOBLILLEHA MPKU y4eTe CO-
BOKYMHOTO BAMSHMSA MOAMMOPTOU3IMOB PA3AMYHbLIX TEHOB [3, 4].

B kayecTtBe BeposTHOro mapkepa Al pACCMATPUBAETCA FEH A-AAAYKTMHA, KOTOPbIM KOAMPYET AAbdDO-
cyBbeamHULY BeAka aaayLmHA (adducin). AAAYLMH — TeTEPOAMMEPHbINM BEAOK LLUTOCKEAETA KAETKM, COCTOS-
LWy U3 a- 1 b-cybbeamHuL,. HassaHWe adducin NMpoMCXoAMT OT AQTUHCKOro adducere 1 03HaYaeT "obbeau-
HATL". OH CNOCOBCTBYET MPUKPEMAEHUIO BEAKA CNEKTPUHA K AKTUHY, CBA3bIBASTCH C KOABMOAYAMHOM, GBAIETCS
CyBCTPATOM AAS NPOTEUHKMHA3 C 1 A, O TAKXKE PEryAMpyeT akTMBHOCTL (Na+, K+) — ATPa3bl (HOTPUN-KOAMEBOM
OAEHO3MHTPUAOCAATA3bI), YYACTBYIOLLLEM B MEPEHOCE MOHOB HATPUA U KAAMS Yepe3 MeMOBPAHY 3nUTeAns
MoOYeK M TEM CAMBIM MOAAEPXKMBAIOLLLEM BAAGHC HaTPUA. AKTMBM3aUMa (Na+, K+)-ATPa3bl cnocoBCTByeT 3a-
AEPXAHUIO HATPUS B OPFrAHMU3ME, HTO IBAIETCSH MYCKOBbIM MEXOHMU3MOM PA3BUTUS APTEPUAABHOM TMNEPTEH3MM
[5].

Kpome 1oro, a -aAAYKTUH MOXET UCMOAb3OBATLCA KAK MAPKEP, ONPEAEATIOLLLMM DI EKTUBHOCTb TEPO-
MM AMYPETUKAMM B PA3PEIE HMBEAMPOBAHMS PUCKA CEPAEYHO-COCYAMCTBIX OCAOXHEHMM [7]. AQHHbIE Npea-
cTaBAeHHble R. Efendiev, CBMAETEABCTBYIOT, Y4TO CYLLLECTBYET QCCOLMALMG MEXAY MOAMMOPOUIMOM FEHA
ADD1 1 COAE4YBCTBUTEABHOCTBIO Y MALMEHTOB C rMnepToHmen [5]. MNpr Ae4eHUM TMAPOXAOPOTUA3ZMAOM B TPYM-
ne NaumeHToB ¢ reHoTUNom TT u GT AOBAEHME CHUXKXAAOCH BOAEE CYLLLECTBEHHO, YEM B MPYMME HOCUTEAEM OC-
HOBHOTO aAAeAs G (reHotun GG). TakMm 0BPA30M, HOCUTEALCTBO AAAEAS T MPU TEPANMKU TMA3MAHBIMKW AMYPE-
TUKAMM 3HAYUTEABHO CHIXKAET PUCK PA3BUTUS MHCYALTA MAM MHADAPKTA HO OOHE MOBLILLEHHOTO AGBAEHMS [6].

LLeAb UCCAEAOBAHMS: BbISBUTb 3HAYUAMOCTb FEHETUHECKMX MAPKEPOB B MPOTHO3UPOBAHUK TEYEHUS U MO-
BblLUEHMA 2FOAEKTUBHOCTU doapMakoTepanum Al C y4eTOM NEPCOHAAUIMPOBAHHOIO MOAXOACQ HO OCHOBE
KOMMAAEKCHOTO doOpPMAKOreHETUHECKOTO AHOAM3A.

MaTepuaabl U MeTOAbI. [TPDOBEAEHbI TEHETUHECKME MCCAEAOBAHMS Y 40 BOAbHBIX C Al. B CbIBOPOTKE KpO-
BW BEPUAULIMPOBAAM MOAMMOPAOUIM reHa a-aAAYKTMHA G1378T, B KOTOPOM OMPEAEAIAM 3AMEHY HYKAEOTUAQ
ryanmHa (G) 8 nosuumm 1378 HA TMmH (T). Bo3moxxHble reHotunbl: G/G, G/T, T/T. TeHOTUNMPOBAHWE AAS OMpe-
AEAEHUS TEHETUHECKMX MOAMMOPTOM3MOB, ACCOLIMMPOBAHHbBIX C PUCKOM PA3BUTUS APTEPUAABHOW TMNEPTEH-
31K, MPOBOAMAOCH METOAOM TP B pexmme peaAbHOro BpemMeHM, C MCNOAb3OBAHMEM HAOOPA PEAreHToB
KOMMNAHUM (AHK-TEXHOAOTUSY.

Pe3yAbTaTbl. PE3yABTOTHI FEHETMHECKOTO AHAAM3O CBUMAETEABLCTBYIOT, 4TO y 11 yeaosek (27,5%) onpeae-
AIACS AAAEABL T, ACCOLMMPOBAHHBIM C PUCKOM GOOPMUPOBAHMSA COAEHYBCTBUTEABHOM TUMNEPTOHUM, MPU STOM
NOAMMOPTOHBIM BAPUAHT G/T BbISBAEH Y 9 YEAOBEK, 4TO COCTABMAO 82%, a T/Ty 2 4EAOBEK, YTO COCTABUAO 18%.
Cpean 40 nccaeayembix naumeHTos y 29 (72,5%) oBHapy>xeHbl «tHOpMAAbHbley G/G aarean rena ADDI.

BbiBoAbI. TOKMM OBPA30M, MOAYHEHHbBIE B UCCAEAOBAHMU AQHHBIE CBMAETEABCTBYIOT, YTO PA3BUTUE COAE-
4YBCTBUTEABHOM TMNEPTOHMM Y BOAbHBIX, ACCOLMMPOBAHO C 30MEHOM HYKAEOTUAQ FYaHMHA (G) Ha TmMH (T) B
1378 nosumummn. MCNOAb3OBAHME FTEHETUHECKOrO TECTUPOBAHMA MO3BOAIET OMPEAEAUT OCODEHHOCTU TEeYEeHMS
OPTEPUAABHOM TMNEPTEH3MM, MPOTHO3MPOBATL €€ MCXOAbl M CBOEBPEMEHHO C YH4€TOM MNEPCOHAAMIUMPOBAHHO-
ro MOAXOAQ MPOBOAUTL KOPPEKLMIO APAPMAKOTEPAMNMUM B COOTBETCTBUM C CYLLLECTBYIOLLMMM KAMHUHECKMMM
PEKOMEHAOLMAMM M CTAHAAPTAMM.
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