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Ileav uccaedosanun. Hiyuenue mymayuii G1691A4 ¢ eeite pakmopa V ceepmutanus kpoou (Jetiden-
cxan mymanun), G202104 e 2ene npompombura u C6771 e 2ene 5, 10-memunenmempazudpaghosam-
pedykmasst (MTIDP) npu wwwemudeckom uncyabme y 0016HbIX ¢ REPRUMHBLM AHMUGOCHOIUNUGHBLM

cutridpomonm (ITAPC).

Muamepuaam u memodor. OGcaedosaiu 44 Coavrbix (38 aceniyun, O mymcuus, cpednuti ospacm
41,6 £ 11,6 200a) ¢ winemMudeckumy HapyueHusIMy mo3208020 Kpoeoobpawenus (HMK) npu TIADC.
Mymauuu o6rapyscusaau cmardapmusiM Memodom NOAUMEPAIHOL YenHOU peakiyuil.

Peayasmamot. Temepozuzomuan Jeiidencians mymayua esingaesa y 11% BGoavreix, 2emepo3uzomuan
Mymayus & eere npompomouna — y 9%, zemeposuzomuas AL 20MO3UZOMHAS MYMAUUs & 2eHe
MTIQP — y 50 u 9% coomsemcemeenno. Bupaxcenrocms uepeOposackyiapabix HApylueHUl U 4ac-
MOMa KAUHUMECKUX HPOAGACHUI, COAIAHNBIX C CUCMEMILIMU APIMEPUATLILIMU 1 BEHOIHVIMU MPOMGO-
3aMU, CYU{ECTBEHHO HE PA3ANYAAAcs Y BOALHLIX ¢ MyMAUUAMU U Ge3 Hux. Y GoabHbIX ¢ 2emepo3uzom-
HOU Mymauueil € zene npompombuna, JlelideHckoll Mymayueil wau 20M03U20mMHOL Mymatuel 8 2eHe
MTITOP peace pazcusanuce noemopnste HMEK (8% npomue 44%, p < 0,02).

Saxarovenue. [Ipednoaaeaemen, umo npu ADPC ucciedoeannvie Mymauun He Uepaiom CYiecmeer-
HOH poall @ pazsumul apmepuanbHeiX U 6eHO3HLIX MpPomMb0308, KaK HepelparvHulx, MaK W clcmem-
Hoix. OcHogHOe RAMOZEHEMUHECKOE 3IHAYEHUE ﬂﬂl{ﬂﬂaﬁi"wum ﬂﬁmlﬁflﬂﬁq‘)ﬂﬂunilaﬁmf AHMUMERIM
(a@JI). Bo3moxcto, Mo 6 HEKOMOPLIX CAVHARX LCCACOOBAHHLIE MYMALIU MOV RPERAMCMEoaamb
peaausayuu mpombozentozo deticmeun aPJl, umo mo210 6u 0bsAcHUmME Goaee pedioe pasgumue no-

emopubix HMK y Goasnnix ¢ mymayusmu,

Knwuerne cnosa: JMeiddenckaa mymayus, mymayua G202104 & 2ene npompom@una, mymayua C677T a
zene 5, I0-memuaenmempazudpohosampedykmasnt, anmugocounudnstl cunIpom,
HepebposackyAApHble KAPYUEHIa, ueMUMecKuld uKeyabm

L. A. Kalashnikova, L. A. Dobrynina, N. L. Patrusheva, T. F. Kovalenko, L. I. Patrushev,
E. N. Aleksandrova, A. L. Berkovsky, E. V. Sergeeva, E. L. Nasonov

MUTATIONS OF GENES ASSOCIATED WITH THROMBOSES IN ISCHEMIC STROKE IN
PATIENTS WITH PRIMARY ANTIPHOSPHOLIPID SYNDROME

Aim. To study factor V Leiden, prothrombin (G1691A), 5, 10-methylenetetrahydrofolate reduciase
(MTHEFR, C677T) murations in patients with primary antiphospholipid syndrome (PAPS) and cere-

brovascular disease (CVD).

Material and methods. We studied 44 patients (38 female, 6 male, mean age 41.6 + 11.6 years) with
PAPS and CVD. Detection of mutations was carried out using polymerase chain reaction.
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Results. Heterozygous factor V Leiden mutation was found in 11% patients, heterazygous prothrombin

mutation

— in 9%, heterozygous and homozygous MTHFR mutation — in 50% and 9%, respectively. |

The severity of CVD, frequency of clinical manifestations related fo non-cerebral arterial and venous
thrombosis did not differ between the patients with and without mutations or there was a tendency o
less frequent occurrence of these manifestations in patients with mutations. Patients with helerozygous
Jacior V' Leiden mutation, heterozygous prothrombin mutation or homozygous MTHFR mutation less
Jfrequently developed recurrent ischemic stroke than patients without these mutations (8% versus 44%,

p < 0.02

Conclusion. It is suggested that mutations studied do not play a significant role in development of
cerebral and systemic thrombosis in patients with PAPS. The leading role belongs to antiphospholipid
antibodies (aPL). Sometimes these mutations may protect from thrombogenic aPL action. This could
underlie less frequent development of recurrent ischemic stroke in patients with mutation.

Key words: factor V' Leiden mutation, prothrombin mutation (G202104), methylenetetrahydrofolate reductase
(C677T) mutation, antiphospholipid syndrome, cerebrovascilar disease, ischemic stroke

Couetanue BeIpaboTKH aHTHTEN K (ocdonunmumam
(adJI) c BeHO3HEIMH M apTepHANLHEIMM TpoMOO3aMu
PATUYHONW JIOKATM3allMW, HEBbIHAIIWBAHUEM Oepe-
MEHHOCTH (Jallle BCero BCISACTBHE TpoMO03a apTepHi
[UTAUeHTBl), TpOMOOUMTONEHHE 1 HEKOTOPLIMHU JIpY-
MMM KJIMHWUYCCKMMM TIPOSIBICHUSAMM 0B03HAYAETCS
TepMHHOM “"aHTUdochomumuaHbi cuHapoM” (ADC)
[1, 2]. ADC cuuraetcst nepeuuHeiM ([TADC), korna
YKA3aHHbIC NPOSBIEHUS BO3HUKAKOT y OOJBHBEIX, HE
UMeIoIUX DU dY3HbIX 3a00MeBAHUI COETHHUTEND-
HOM TKaHM M JPYIMX M3BECTHBIX ayTOMMMYHHBIX 00-
aesneit [3, 4].

AprepuasibHbie TpoM0Oo3bl ipu [TADC vaue Beero
pa3sBUBAIOTCS B ApTepHsAX FOJOBHOrO MO3ra M MPHBO-
JAT K BOSHUKHOBCHUIO MILEMHYECKHX MHCYJIBTOB [5].
IMpuunuHoOil TpomMBO30B sABIAETCA B3aMUMOMIEHCTBUE
a®Jl ¢ memGpaHaMu SHIOTCAMST U TPOMOOLMTOB, 4
TAKXKE CO CBSI3aHHBIMU C GochoNUNMMIaMu GeKaMu
KOAryJsiiHoHHOro Kackaja, YTo CHHXaeT aHTUKOoary-
JISIHTHBIE CBOMCTBA SHIOOTENIMS, HapylliaeT (GYHKLHIO
€CTEeCTBEHHLIX AHTHUKOATYISTHTHBIX GENKOB I11a3Mbl,
IIOBBILIACT AIPeraliio TPOMOOLIMTOB U KAK CIIeICTBHE
BHIZBIBAET THUIEPKOArYISUMIo [6, 7].

Xora Beipaborka a®Jl spasietcss npuobpeTeHHbIM,
4 He BPOXKIEHHLIM COCTOSAHMEM, M3BECTHBI M CEMEii-
Hele cnyyau 3aGonesaHus. Kpome toro, yctaHoBneHa
accourauus A@C ¢ onpeaeneHLIMH TeHAMH OCHOB-
HOro KOMTIJIEKCa 'MCTOCOBMECCTHMMOCTH, YTO YKAa3blBad-
€T Ha 3HaYeHHe HAC/IeACTBEeHIION MPeapacoNoXeHHO-
¢t K paasutHio ADC [8—10]. Myrauuu B reHax, oT-
BCTCTBEHHbIX 34 Pa3BUTHE ceMeHHBIX cayyaes [IADC ¢
HEBPOJIOIHYECKUMH MPOABIEHUIMHU, HE YCTAHOBIEHBI
[11]. BmecTe ¢ TeM M3BECTHO, YTO IPUOOpPETEHHBIE
KOaryJlonaTuy, CBsSI3aHHbIe ¢ BbIipaboTkoi adJl, wHo-
roa coyeTaloTcss ¢ MyTaUMsAMH B reHax dakropa V
cBeprbiBaHus kpoH (G1691A, FV Leiden, Jeinen-
ckas mytauus), nporpombuta (G20210A) u 5,10-me-
tuieHterparuapodonarpeaykrassl (MTI'OP) (C677T)
[12—16].

Myrauua FV Leiden B rexe daxrtopa V ceeprsisa-
HUA KPOBH 3aTPYJHSIET IO MHAKTHBALMIO AKTHBUPO-
BaHHBIM OesikoM C, YTO CO3aeT NPOKOAryIAHTHOE Co-
crosanue [17, 18]. Myraums G20210A B reHe ripoTpoM-
61Ha NPUBOJMT K VBEJIMUYEHUIO ero YpoBHS B KPOBH,
YTO TAKXKE MPeIPACITONAraeT K MOBLIIIIEHHOMY CBEpPThI-
BaHuto [19]. MTT®OP — depmenT, BoBISUEHHEIA B 06-
MeH romouucreutia. l'omoaurotnas myramus C677T B
rene MTT'®P moxeT 11pMBOAUTE K [MOBBILUEHHIO YPOB-
HSI TOMOLIMCTEHHA B KpoBH. B cBolo ouepean runepro-
MOILIMCTEMHEMHS OKa3BIBACT [IOBPEXKAAIOLLES AeiCTBUE
Ha 3HAOTEIMIA, CHIDKAST ero aHTHKOATVISHTHEIE CBOMH-
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cTB4, HAapywaeT GUOPHHOMU3, MOBHILUAET ArPerauuio
TPOMOOLIMTOB, YTO B IIEJIOM MPEAPACHIONATaeT K TPOM-
0oszam [20]. ¥ GonbHBIX MOIOAOrO BO3PACTA, MEPEHEC-
IIMX MIIEMUYECKUH WHCYIBT, TeTEPO3UTOTHRIE MYTa-
min FV Leiden u G20210A B reHe npoTpoMbuHa
BeTpedaoTes B 3—8 u 2—7,6% ciyyaen cooTBETCTBEH-
no. l'erepoaurornaa myrauus C677T B rene MTIDP
obHapyxuBaercs: yawe — B 37—60%. Yactora BBISIB-
JIEHHS 9TUX MYTAUUHA cpelu GOJNbHLIX ¢ UILIeMHYECKHUM
MHCYJBTAM CYIIECTBCHHO HE OTJIMYAETCS OT HX pac-
MPOCTPAHEHHOCTH B IMOMYAALUMHA, HA OCHOBAHWHU YETrD
MPEeAroNaraeTes, YTo OHM HE IOBBILIAIOT PHCKA pas-
BUTHS MIUEMMYECKOro MHCynbTa [21—23|. 3HayeHue
YKAQ3aHHBIX MYTallMif B pA3BUTHU HILIEMUYCCKUX HADY-
umieHHH Mo3srosoro KposooOpawenus: (HMK) mnpu
[TAD®C e usyueHo.

Llesns paBGoThl — oNMpeaesuTh YaCTOTY BhISIBIEHHS
KIMHUYecKoe 3HaveHue Mytaumii FV  Leiden
G20210A B rene mporpombuna u C677T B reHe
MTT®P y GosbHbix ¢ uiemnyeckumu HMEK, paannﬁ‘,
WHMHUCS Ha doHe [TADC.

Ma’repnanm H METOJBI

Obcnenosand 44 GonbHBIX (38 KEHWHH, 6 MYXYHH, Cpe
pospact 41,6 £ 11,6 roga) ¢ wwemnyeckumn HMK npu [L
MyTauuu onpeaeisiu cTaHAAPTHEIM METOAOM I10JHMEPASHOMN 1
Ho# peakuru (INLHP) no naMeHeHHIO caiiTOB PECTPHKLIMH LIA
crpukTas Mnoll (FV Leiden), Tagl (G20210A 8 reHe npotpa
u Hinfl (C677T B rene MTI®P) v B caoKHbIX Cayyasx MOT
KAamn auiens-cneurpuyeckoi [TLP [24].

Y Beex GonsHEIX H3yyany adJl ABYX OCHOBHEIX BHIOB: aH]
K KapaHonunuuy (akJl) u BonuaHouHRi aHTHKoaryaauT (B
1gG u IgM n30THIIOB OHpEACAANH HMMYHO(DEPMEHTHRIM MET
Konuentpaumo aKJl [gG 1 [gM n30THIIOB BRipaXain B ME;
POAHEIX cTaHAapTHeIX eanHuuax GPL u MPL coorses
¥Yparau Beime 23 GPL u puiwe 26 MPL cuntaiu noa0Xxu
[25]. BA onpepensuni N0 yoenH4eHN IO BPeMEHH CBEPThIBaHH
B 3ABHCHMBIX OT GochHOIHMHAOB KOATYIALHOHHbLIX TECTAX
TBEMKICHHEM B TeCTaX CMELUHDAHMA ¢ 1a3Moi AoHopa [2

BonbHbx pazgenunu Ha 2 rpynnel: 1-g1 — 20 yenopek ¢
BepHbIM [TADC (carnacHo MeXAYHAPOOHBIM KPUTEPHSIM
2-1 — 24 nauueHTa ¢ BeposTHHM [TADPC, KoTophiii XapakTep
BWJICH THIMYHBIMM KIHHWYECKUMH MPOARTEHUAMH NpH
HOM WJIH HHM3KO MO3HTHBHOM ypoBHe a®@Jl (aKJl, BA).

PesynbTathl

Peaynoratsl uayyeHus MyTaimit npemcra
tabu. 1.

B tabn. 2 nmpencrapiaeHa cpaBHUTENLHAS
cKag xapakTepucTHKa GONBHBIX, HMEBLIMX MYT4
GosbHblx 6e3 MyTauuii. Bo3pact, B KOTopoM J
POBAIH LepebpoBACKYAAPHBIC HApYLUEHM (
BBIPAaXKEHHOCTb, OLIEHEHHAS 10 YacTOTE BO.



Myrauxn TeHOB, COUCTARILMECA ¢ TPOMOOIaMH, IIPH MHCYIETe Y GombHbX ¢ ADC

3 Tabnuua 1
myranuii FY Leiden, G20210A
C677T B rene MTIOP

] TADC

Myramun BCA CPYINA | JOCTOBEPHBIA | BEPOATHBIA
(n=44) (n=20) (n=24)
FV Leiden:
TOMO3HIOTHAsA 0 0 0
TeTepo3UroTHas 11 15 8
G20210A » reHe npoTpoMOHHA:
roMO3UTroTHAA 0 0 0
reTepoO3UTOTHasN 9 10 8
C677T B rene MTI@P:
rOMO3UTOTHASA 9 7] 13
reTEPO3INTOTHAA 50 30 46
C677T B rene MTI'DP + rere-
poaurorHas G20210A 7 10 4
C677T B rene MTI®P + rere-
poauroTHad FV Leiden 9 10 8
Tabnuua 2

CpaBHETE/IBHA KIHIITICCKAS XAPAKTEPHCTHKA GONRHLIX, HMEWIIHX
H He HMeIuX MYTAIHH

% BoNBHBIX
Hosnsayeas [ ects MYTAI[HS | HET MyTaluu
| (n=28) (n = 16)

Boapact Havana LIBH, roaw 22 Y i Y et e ) B
HMEK 79 94
[Nosropasic HMK 29 44
ITHMK 61 75
IlepeOpaibHble BEHOIHDIE TPOMOO3LL 79 6
IMeprdepryeckue peHosHLie TpoMGO3L! 29 25
HepbiHawneasHe GepeMeHOCTH 68 82
HBC 25 38

[TpuMeuaHue. Pasnyyns HELOCTODEPHLI BO BCEX CIydasx.

HUSL IOBTOPHBIX WHCYnsTOB W mpexonsmux HMK
(ITHMK), a Takxke 4acToTa BO3HHKHOBeHus liepeb-
pajbHBIX M mepudeprdeckKuX BEHO3HBIX TPoMOO30B,
HUEBC, HeBplHAIIMBAHMA OEpPEeMEHHOCTH CYIIECTBEHHO
HE pPasiTUYATUCE B DTUX ABYX IPYINax UMM UMEIH TeH-
peHuMo K Golbluei gactote v GoAbHLIX 683 MyTaUHIL.

YuMTLIBas BEICOKYIO PAaclpOCTPaHEHHOCTh B IIOMY-
AAuMM  rereposurotHoit myranuu C677T B rene
MTT®P u ee Manyio KIMHUYECKYIO 3HAYMMOCTb, I1pO-
BEJEHO CpPaBHEHME KIMHWUYECKUX MpoABiIeHuit, o0y-
CMOBIEHHBIX TPOMDOO3aMHU, ¥ 13 DOJIBHBIX € TOMO3ZUTOT-
Hoit myrauneit C677T /UK reTepo3UroTHLIMU MyTa-
LIMAMH B TeHe TIPoTpOoMOMHA inbo dakropa V cBepThI-
BaHMsI KpoBM M y 16 GombHbIX Ge3 9THX MyTaLMi
(tabn. 3). ¥V GOABHBIX, HE MMEBLUMX MYTallMH, valie
(44%) npoucxonunu nosropHsle HMK, uem y Goib-
HBIX C romo3urorHoit wmyrauweit C677T B reme
MTI®DP u/unu reTepo3UroTHONM MyTaUMeld B IeHE
nporpombuna win FV Leiden (8%). Pasnuuus cratu-
cTruyeckn noctoBepHs! (p < 0,02).

Ob6cyxneHue

Myrauuu FV Leiden, G20210A B rese npotpoMOu-
Ha u C677T B rene MTI'DP, accouumpyolecs c
npoTpoMOOTHYECKHM COCTOSTHMEM, BBISIBJISIOTCH He-

CKOJIBKO uaule y OosbHbIX ¢ mmemuyeckumu HMK
npu MMA®C, yem B obureit monyssiumu. Tax, rerepo-
aurotHsle Mytaunu FV Leiden, G20210A B rene npo-
TpoMOKHa, a TAKXKE TeTePO3UTOTHAA M FOMO3MIOTHAS
mytauun C677T B reHe MTT®MP Gpuin oGHapyXeHs!
Hamu y 11, 9, 50 u 9% GoabHbIX cooTBeTCTBEHHO. B 06-
et espponeiickoit monyaauuu myrauns FV Leiden
perpeuaercst B 2—7% ciyvaes, G20210A B rene npo-
tpombuHa — B 1—6%, C677T B rene MTTOP — B 17—
44% [8, 19, 21, 22, 28]. Hannuue ykazaHHBIX MyTalldi
npu IMMA®@C, kak mokasano Hallg HccleloBaHHe, He
MpHBOLUT K Gostee paHHemy pazsuriio HMK # He no-
BBILLIAET YACTOTY LepebpalbHibIX U CHCTEMHBIX apTepHU-
anpHbelx TpoMm6Go30B. Tak, Bospact GoibHBIX B AebioTe
uepebpaibHOM MieMun, yactota nosropHbix HMK,
[MTHMK, UBC, nespHAIIMBAHUA OSpeMEHHOCTU Cy-
LIECTBEHHO He pamindyaiuch y OOJIBHBIX ¢ MyTAlIMAMH
1 6e3 Hux 1ubo uMenach TeHIeHUIUS K DoJiee YacToOMY
MX PA3BHUTHIO Y MALIMEHTOB 0e3 myTaluii. AHanoruy-
HYIO 3aKoHoMepHOCTE npu ADPC oTMeyann U Apyrue
uccnenoparend. Tak, N. Chopra u coasr. [12] He 06-
HapyXunW accoudaund Myrauui FV  Leiden u
G20210A B rere nporpoM0GuHa ¢ MOBBIIIEHHBIM PHUC-
KOM DasBUTHS apTepUaNbHBIX TpoMDO30B v 157 nmaumu-
entoB ¢ a®JI. R. Fijnheer u coasrt. [29] Takke He oT-
MeTHaM accoumauuu myrtaimuu FV Leiden ¢ aptepu-
anpHeIMH TpoMGozamu pu CKB, ocnoxHeHHOA Bro-
puunbiM ADC. R. Besnier u coart. [30] npu obcneno-
BaHMHM 53 mauueHTon ¢ cuHApoMoM CHemmnoHa, Kiu-
HMUYECKHE U MMMYHOJIOTHYECKHE TIPOSIBISHUS KOTOPO-
ro BO MHOTMX CIy4Yasx MIOeHTHYHBEl TAKOBBIM IIpH
[TA®C, He BRISBWIM KIMHWUIECCKUX PA3THIHN MeXIy
GoneHpiMU ¢ MyTanmeit FV Leiden u ©e3 Hee. Bonee
toro, Haymuue mytauni FV Leiden, G20210A nnn ro-
MosurotHoit myraituu C677T B rerre MTT®P comnpo-
BOXKIAIOCH V HAOMIOOABLIMXCS. Hamu DosibHbIX Gonee
peakumu 1osropHeiMH HMK (8%), yeM y GoNMLHBIX, ¥
KOTOpBIX JaHHble MyTallMu He oOHapyxeHbl (44%).
[TonyyeHHBIE JAHHBIE YKA3bIBAKOT HA TO, YTO IPH
MADC ocHOBHOE [IATOMEHETHYECKOE 3HAYEHUE B pas-
BUTHH apTepHalbHBEIX TPOMOO30B, BKJIIOYas uLeped-
panbHble, nMeor aDJl, a HE COMYTCTBYIOIIME MyTa-
1M, ACCOIMHUPYIOLIHECS C HACIEACTBEHHBIMH TPOM-
GounusaMH, Hemb3sl MCKIIIOUKTD, YTO H3YYCHHBIC MY-

TaGnuua 3

CparunTE/hHAA KIHHHYECKAA XAPAKTEPHCTHKA DONBHBIX, HMEIOIIHX
romoauraTy myrannw C677T B rene MTI'@P, rereposurornsie
myrampu G20210A 8 rene nporpombrna, FV Leiden u Doasnbix,
HE HMEIOUIHX 3THX MYTANHH

% GoNbHBIX
TMokasatels €CTh MYTa-| HET MyTa- P
i i3 24 UMK
(n=13} | (n=16)

Bospact Havyaia LIBH, rogs 32,9+7,8 3531139 Hn
HMK 92 94 HIU
IMosropHeie HMK 8 44 <0,02
[MHMEK 62 il HI
LlepebpankHble BEHO3HBIE TPOMOO3bL 0 6 HI
[Nepudepryeckre BeHO3HLIE TpoMBo3Bl 23 25 HI
HerbHalBasue GepeMEHHOCTH 90 82 HI
HMEC 46 38 HIO

MpuMeuaHue. HI — PAANHUNA HENOCTOREPHEL.

= B
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TallMH KaKUM-To 06pa3oM MPersSTCTBYIOT peanu3aiinu
TpoMboreHHoro neicteus adJl, uto Morno 6u1 0ODBsIC-
HHUTB MEHBIIYIO YaCTOTY pa3BUTHA mosTopHex HMK B
STHX cay4asx. B 5Tolt cBSA3H MHTEPECHO OTMETHTE, YTO
raxtop V cBEpPTHIBAHUS KPOBH SIBIISICTCS GAHUM W3 KO-
(hakTOpHEIX OENKOB, ¢ KOTOPEIMH B3aHMMOMAEHCTBYIOT
a®JI [7]. Bo3zMOXHO, CTPYKTYPHBIE M3MEHEHHSI H3TOrO
Genka penenctoue myrauuu FV Leiden satpyansaior
ero ezaumozenctere ¢ adJl. JaHHoe npeanonoxeHue
IOOITYCTUMO TIPH YCJIOBHH, YTo Baaumoneiicteme adJl ¢
chakropomM V CBepThIBAHHA KPOBH BEI3bIBAET €r0 DOJb-
LIYIO YCTOMYHBOCTL IO OTHOIUEHHIO K AKTHBUPOBAH-
Homy Oesnky C, yem mytaums FV Leiden, uto moxHO
SKCITEPUMEHTATBHO MPOBEPUTH OHOXMMHUYECKUME Me-
TooAMH. AHATOTUYIOE TPEANONIOKEHHE O TOM, YTO
MYTALHH, B YACTHOCTY B reHe NpoTpoMOMHA, "3alliu-
uaT" 6ospHEIX ¢ a1 oT passuTHS TPoMOO30E, OhLIO
BbIcKa3aHo paHee [12]. KpoMe Toro, oTmedenas 1a-
MH CXOOHaA 4acToTa M}Tallﬂﬁ MNpH JOCTOBEPHOM H BE-
posatHoM [TADC cBUOETENILCTBYET O TOM, UTO Pa3BH-
THe TPOoMGO30B B TIOCIEIHEM CIyYae He OMpeIeaaeTcs
COIYTCTBYIOWMMM MYTALLUSIMU.

Hamiyue MyTaiyii He [MOBBILAIO M YACTOTY BEHO3-
HBIX TpomOO30B y HabmogaeMbIXx HaMH OONLHLIX C
MADC. IaHHble THTEpaTYPhl B OTHOLIEHHH 3TOTO He-
OHO3HAYHBI. OJHW aBTOPHI OTMEYAIOT YBETUYCHUC
PHCKA Pa3BHTHS CHCTEMHEIX W LepeOpaNbHEIX BEHO3-
Hbix TpoMbosos npu AMC ¢ FV Leiden [29, 32, 33],
apyrue He Haxomsit atoro [15]. T. M. PeweTHak u co-
aBT. YKaspIBaloT Ha To, 4Tto Myrtamuss C677T B reme
MTT®@P sipisiercst JONOJIHUTEIBHBIM TPOMOOTe HHBIM
daktopom nmpu ADC [14].

V B3pocneix 60MEHEIX 6e3 adJl obeyxkmaembnie My-
TALMK TAKKE HC [OBBILIAKT PUCKA PAZBUTUS apTepH-
JIbHBIX TPoMOO30B, B uacTHOCTH uepeGpansHpix [22,
33—36] u kopoHapHeix [37]. V mereit reTepo3urorHasn
Mytausa FV Leiden ysenuuyuBaer puck BO3HMKHOBC-
HUSL MIIEMMYECKOrO HHCYJBTA IMOYTH B S pa3, Torma
KaKk MyTaruu B re’ax nporpomOuda u MTIOP ue
BJIMSIIOT HAa Hero [38]. B omiuuMe oT aprepuamsHBIX
TPOMDO30B PUCK DA3BUTHUS BEHOZHEIX TpoMGO30B B
MPUCYTCTBUM MYTAIIWi B reHax rnpoTpoMOuHa u Gak-
Topa V cBepTHIBaHHA KPOBH (BHE paMok ADC) nosol-
wren 19, 28, 31,37, 39].

B zauoueHHe elle pa3 clenyeT OTMETHTL, 4T, CO-
MIACHO PE3YJIbTaTaM IMPOBEACHHOIO HAMH MCCJIELOBA-
Hust, Mytaumd FV Leiden, G20210A B rene npotpom-
ouHa u C677T B reve MTI'OP, umerowmecs v Heko-
TopbiX bonbHEIX ¢ [TADC, He MOBRIIIAIOT PUCKa pas-
BHUTHS LIepeOpaJbHBIX U CUCTEMHBIX TpOMOO030B, KaK
apTepranbHbIX, TAK U BCHO3HbIX. B uenom tpomboreH-
HBIA MOTEHLMAJ, ACCOLIMMPYIOLIHHCS ¢ 3TUMK MyTa-
HHAMH, NMO-BHAUMOMY, PA3JIM4EH ISl APTEPUIl 1 BeH,
3ABHCHUT OT HAJIWYMA WK oTcyTcTBHA aDJl, a Takxke or
BO3pacTa TanueHToB. [l OKOH4YaTe/bHBIX BHIBOJOB
HeoOX0qUMO TIpOBeJeHMe AabHEeHIIINX HCCTeIoBaHWI
Ha GOJTBIIEM KOHTHHICHTE OOJIBHBIX.
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II. H. Jhotuenxo, P. B. Topenxoe
COCTOAHUE BABOPETYIIMPYIOLIEN ®VHKIAH MATHCTPAJIBHBIX COCY/10B BEPXHHUX

KOHEYHOCTEW ¥ BOJILHBIX BUBPAITMOHHON BOJIE3HBIO
MOHHEH um. M. ®@. Bragumupekoro

2eHese cocyducmbix HapyUeHuii,

domeauaashot gynicuuu cocydoe pyk.

AAHCOeHUEM

3GVKOGOC MPUNICKCHOE CKANND

brachial and radial arteries and hemodynamics i

Heav uccaedosanun. Hiyuenue eazopezyaupyiowet QYHKUUU IHOOMEAUS MASUCMPAABRLLX apmeplil
GEPXHUX KOHeuHOcmell y Goabhblx 6ubpayuorHol 6osesnvio (BE) u onpedenenue ee snaenus 6 namo-

Mamepuaavt u memodw. Obicredosano 54 myscuunve ¢ BE e3 CONYIMCMBYIowux 3a0onesanuli cep-
deuno-cocyducmoli cucmemot (cpednuii gospacm 42,4 + 0,98 20da). Cpednuii cmaxe patomot & Kom-
maicme ¢ A0karbroU eudpayued cocmagur 19,4 * 1,12 20da. Juamemp naevesoli u ayueeoli apmepuli
(TTA w JI4) v noxasameau 2emodunamuicu @ rx Onpedeanl ¢ HOMOWLID MPUNICKCHO CKanuposa-
HuA cocydog, 2emodunamucy € Goaee meaxux cocydax (& obugux 1adonibix naisyess apmepusix) —
Memodom donnaepozpaguu. Bazopeeyaupylouyio gynxuuio sndomenus COCYd0e OleHuEaAL NP NOMO-
W4l NOCMOKKANSUOKHOU npobbi ¢ peaxmueHoll 2unep
HA OMOAACHHYIX Om Mecma 6030eticmeus oubpaiu { 114) u npubausennvix & Heti (Qucmansisui yya-
cmok JIA, ofiujue radonisie nanvyeanie apmepuu).

Pesyavmamur. Obnapyoicens Hapywenun sasucumbx om 3udomenus PEAKyUL Ha UCMAALHLIX yud-
cmicax JIA e ude evipascennoil BA3OKOHCMPUKILY 6 (hasy wwemuu u na Gosdelicmaue x0A00a, cHu-
HCEIUA CUCMOAUECKON U 00BeMHOU CKOPOCMU KPOBOMOKA @ hasy peaxmuenoi eunepemuu. Han-
Goabiuue usmenenn HUbNOAAAU HA RATLYEEHIX apmepusx kucmeti. He obnapysiceno napyuenuii ne-
SAGUCUMBIX OM IHJOMmeAus peakyuil npu npode ¢ HUMPO2AULEPUHOM.

Jararouenue. Boswuxnosenue cocyducmerx Hapywenud npu e03deticmanis AOKaAbHoL sufpauuu xa
DPYEU pabouux o0ycaoGAEHD HE MOALKO CUCMeMHbMU BAUSHUAMIU, HO U MECIHBIMI HAPYILEHUAMU IH-

eMueil, X01000601 U HUMPOAUKEPUHOBOL npPOs

Krmouepue cnosa: soxaisan eubpais, GUOPAUUGHHAR Gonesite, IHDUmMeAnaibHas ducdyiKyis, Yasmpa-
odanue, npoba ¢ peakmugitoll unepemueii, npoba ¢ ox-

P.N. Lyubchenko, R. V. Gorenkov

A VASOREGULATING FUNCTION OF THE MAJOR VESSELS OF THE UPPER LIMBS IN
PATIENTS WITH VIBRATION DISEASE

Aim. To investigate a vasoregulating function of the endothelium of the upper limbs’ major arteries in
patients with vibration disease (VD); to determine VD role in pathogenesis of vascular disorders.

Material and methods. A total of 54 VD men Jfree of cardiovascular disease (age 42.4 + 0.98 years)
with mean occupational local vibration contact 19.4 + .12 years entered the study. Diameter of the
n them were measured with triplex scanning of the
vessels. Hemodynamics in smaller vessels was examined with dopplerography. A vasoregulating func-
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