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Peztome. Hccredosanus nocieOnux jiem NOKA3anu, Ymo 6 namozeHese pa3gumusi amepoCcKiepomudeckux
nopascenutl cocyoos u, Kaxk ciedcmeue, cepoetio-coCcyOucmulx 3a001e68anHull 3HAUUMENbHASL POJib NPUHAO-
aesicum moouguyuposannvim JIIBIL. Moouduyuposannvie JIIIBII nazviearomes Ouc@yHKyUOHAIbHbIMU.
Taxue JITIBII mepsiiom cgou anmuamepozenuvle, AHMUOKCUOAHMHbIE, NPOMUBOBOCHATUMENbHbLIE CEOUCHEA.
Hzmenenus cmpyxmypvl IUNORPOMEUHO8 3ampasusarom He moabko 0eIK08VI0 Yacmb, HO U JUNUOHYIO. U3-
MeHAEmCs CMPYKIMYpa HeKOMOPbIX TUNUO08 U USMEHSeMC sl HOPMATbHOe cOomHoweHue aunudos 6 JIIBII, @
HUX HAKANIAUBAEMCS CblOPOTHOYHBIN aMuioud A, eciedcmesue ye2o 9mu 4acmuybl CMAHOBIMCI RPOBOCHA-
JUMENbHLIMU U amepozeHHbiMU. borbuwoe 3nauenue 6 moougurayuu 1unudos umeem axmusayus Gepmen-
mog ¢pocgonunazvl A, u muenonepoxcudasvl. Muoeue necamusnvie usmenenus ¢ JIIIBII obycnosnenvt Oeii-
cmeuem amux epmenmos. Hzmenenus zampazugarom He moabko 6eaku u aunuovl, gopmupyiowue JIIIBII,
HO MaKoice HApyuwaemcs npoyecc 0opamno20 mpaHcnopma Xo1ecmepuna om coCyOucmot CmeHKu K neweru,
UBMEHSIeMCsl CIMPYKmypa U YYHKYus 6e1K08, NPUHUMAiowux yuacmue 6 amom npoyecce. K naubonee 3nauu-
MbIM DenKaM, noosepeaiouumcs Moouguxkayuu npu smux 3abonesanusx, omuocames. ATD-cesasvisaiowue
rkaccemuvie mpaucnopmepol A-1 u G-1, peyenmop-mycopwux Bl.
Kurouesvie cnosa: oucgynxyuonanvhule JIIBII, amepoeenes, SR-B1, ¢pocgporunasza A, SAA, napaoxconasa,
cepoeuno-cocyoucmole 3a001e6aHUsL.
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Abstract. Recent studies have shown that in the pathogenesis of atherosclerotic vascular lesions and, conse-
quently, cardiovascular diseases, modified HDL play a significant role. Modified HDL are called dysfunc-
tional. Such HDL lose their anti-atherogenic, antioxidant, anti-inflammatory properties. Changes in the
structure of lipoproteins affect not the protein part only, but also the lipid part: the structure of some lipids
changes and the normal ratio of lipids in HDL shifts, they accumulate serum amyloid A, for which reason
these particles become proinflammatory and atherogenic. Of great importance in the modification of lipids is
the activation of phospholipase A2 and myeloperoxidase. Many negative changes in HDL are caused by the
action of these enzymes. The changes affect not only HDL-forming proteins and lipids, but the process of
reverse cholesterol transport from the vascular wall to the liver is disturbed, and the structure and function
of the proteins have part in this process also changes. The most significant proteins undergoing modifica-
tions in these diseases are: ATP-binding cassette transporters A-1 and G-1, receptor-scavenger Bl.
Key words: dysfunctional HDL, atherogenesis, SR-B1, phospholipase A2, SAA, paraoxonase, cardiovascular
diseases.

N3meHeHnnst TUNUA0B B ANCHPYHKIMOHAIBHBIX JUIIONPOTEHHAX BHICOKOM NJIOTHOCTH.

K muchynkuun JIIBII moxxeT npuBecTu Kak U3MEHEHHUE B CTPYKType O€JIKOB JUIONPOTEU-
HOB, Tak 1 Mojudukanus aunuaoB. OcHOBHBIME cocTaBisitomuMu aunuaoma JINIBIT sBisroTcs
dbochomunuast (PC) (rnaBHBIM 00pa3zoM PoCcHOTUIUIXOTUH U CHUHTOMHUENNH), KOTOPHIE COCTaB-
asi0T 40-60%, 30—40% cocTasistoT 3gupsl xonecrepuna (9Xc), 5—12% — tpurmuuepuas! (TT) u
5-10% — xonecrepu (Xc). DTU KOMIOHEHTHI IPOCTPAHCTBEHHO OPraHU30BaHbl B COOTBETCTBHUHU C
ux Omoxumuyeckumu cpoiictBamu: ®C u Xc 00pa3yroT BHEIIHUN TUIPOPUIBHBI MOHOCION, KO-
TOPBIN 3aKitouaet B cede ruapododHoe saapo, 6oraroe 3Xc u TT'. JIIIBII Takke HecyT apyrue Jm-
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MUJbl C BAKHBIMU KaueCTBAMM, BKIItOUasi COUHIO3UH-1-pocdaT, KOTOpHIH sIBIISE€TCS aHTUOKCHIaH-
TOM U PEryJIMPYeT TOHYC COCYIOB U (DYHKIIMIO SHOTEINNS, U )KUPOPACTBOPUMbIE BUTaMUHHI [ 1, 2].

B mucoyuxumonansubix JITIBII conepxkutcs Ha 25% MeHblIe TMOUAO0B, YeM B HATUBHBIX. B
takux JI[IBII ymenbpmiaercst coaepxanue cpuHromuennna, GochaTuauimHO3uToNa U (HochOoTH-
JTVTXOJIMHA W TIOBBIIICHO cojeprkanue im3odocharuamixonuna, a 50% Xc 3ameneno Ha TI [3].
OTU U3MEHEHUs JIMIKUJO0B OKa3bIBAIOT BIUsSHUE Ha aHTUaTeporeHHsle cBoicta JIIIBII. Peopranu-
3aIsl JIMIHAIHBIX KOMIIOHEHTOB, BBI3BaHHAs MOBBIIEHHON akTUBHOCTHIO BIIDXc, koTopas dopmu-
pyercsi, Hanpumep, Ha (OHE PE3UCTEHTHOCTU K HHCYIMHY, U3MeHseT cooTHolueHue OXc/TI B
JITIBII, xotopoe (yHIaMEHTaThbHO BAXKHO /I AHTUOKCHUIAHTHOW AaKTUBHOCTH WM UUPKYIISIINH
JITIBII [4]. bonee Bbicokoe coaepxanue TI' B TUIHAHOM siApe TakKe YXYIIIaeT nepeaady IXc ye-
pe3 peuentop-mycopmuk Bl (scavengerreceptor, SR-B1), mpensTcTBysi 00paTHOMY TpaHCHOPTY
xosecrepuna (OTX) [5].

Bo Bpewms octporo Bocnanenus aktuBupyercs gocdoimmnaza Ay. ITOT GEepMEHT THAPOIU3Y-
et pocdonumuasr B JITIBII, BeICBOOOXK 1251 00JIBIIIOE KOJTWYECTBO HEHACHIIIEHHBIX )KUPHBIX KUCIOT
u MogudunpoBanHeix OJI, HanpuMep, TakuxX Kak Ju30pochaTuIIIXOIUH. DTOT I 00s1agaeT
MIPOBOCHANIUTEIbHBIMU CBOMCTBAMH U B OOJIBIIMX KOJMYECTBAX ONPEIEINSETCS B aTEpPOMAaTO3HBIX
onskax. [loaTBepkeHo ero ydyactue B ateporerese. OH BO3/IEHCTBYET Ha PAa3IUYHbIE KIETKH —
MOHOLIUTBI, MaKpo(daru, KJIEeTKH 3HAOTENIUS U TJIaJKUX MBIIII] — BbI3bIBAas OKUCIUTEIbHBIN CTpPECC
U CIIOCOOCTBYSI XEMOTAKCUCY 3TUX KJIETOK MOCPEICTBOM 3KCIIPECCHUH MOJIEKYII aJIr€3UU U BOCIAJIH-
TENbHBIX MenuaTtopos, Bkitouas NJI-1p3, ®DHOy u MCP-1 [6, 7, §].

Boitee BbICOKHE YPOBHU HEHACBIIIEHHBIX KUPHBIX KACIOT B JIIIBII Takke MOryr HeraTuBHO
neiictBoBath Ha ABCA-1, uHruOupys ero sKCIpeccuro B KJIETOYHBIX MeMOpaHaX M yBEIMUMBAs
CKOpPOCTh ero jerpafgauuu. B pesynbrare OTX U3 cocyIucToil CTEHKH CHUXKAETCS U 3TO CIIOCOOCT-
BYyeT areporenesy [9, 10].

Kpome Toro, HeHachIIIEHHbIE KUPHBIE KUCIOTHI MOTYT IMOJIABJISITh TPAHCKPUIILIMOHHBIE (hak-
topbl LXR/RXR, xotopsie cnocooctBytoT cuntesy ABCA-1 u aktuBupoBats npotennkunaszy Co/fl,
koTopast pochopunmpyet ocratku cepuna B ABCA-1, necrabunmsupys ero ctpykrypy [11, 12].

I'unponus docdonunazoit Ay gochonununos B noBepxHoctHoM Monocnoe JIIIBIT npuso-
IUT TaKKe K IepepacnpeneneHnio IXc OT CepAUEBUHBI K MOBEPXHOCTHOMY MOHOCJIOK YacTHII,
YMEHbIIIas €r0 TEKy4eCcTh, Hapylas oTToK xojecrepuHa B OTX, naBas BO3MOXHOCTb XC BBICBOOO-
KJATbCA B epU(pepruyecKue TKaHU U YMEHbIlIasg aHTHOKCUAaHTHYI0 akTuBHOCTH JITIBII [7,13,1].

®ochonunaza A, sBisieTcs BaXKHbIM (EPMEHTOM BHYTPU aT€pOMATO3HOMN OJISIIKH, HE TOJIb-
ko crnioco0ctByst Moauduxanyu JIIIBIT 1 Bei3piBast 00pa3oBaHuE HECKOIBKUX MPOBOCHATUTENbHbBIX
MeTtabonuToB, HO U okucisist JITTHIIL. Oxucnennsie JITTHII sBnsroTCS MOIITHBIM UHAYKTOPOM aTepo-
re’esa Oyarosiapsi CBoed poJid B SHAOTENNATIBLHON TUCHYHKIUU U 00pa30BaHUM MEHUCTHIX KIETOK,
T. K. CIY)KaT MOIIHBIM XE€MOATTPAKTaHTOM JUIsl MPUBJICUYECHHUS MOHOLIUTOB B CYO3HIOTEIHAIBHOE
npocTpaHcTso [14].

B Hopmanbhbix ycnoBusix JIIIBII o6nagaroT aHTMOKCHJAHTHBIMU CBOMCTBAMHU M NPEIOT-
Bpamarot okucinenue JIITHII, u takum oOpazom dpopmupyrot kapauno3zamuTHbi 3¢ dexr. OnHako B
npoBocnanutenbHbix cpeaax JIIBII moauduuupyrores: oHU TEPSIOT CIOCOOHOCTh UHIMOUPOBATh
MUTPALMI0 MOHOLIUTOB B Ipe/eiax apTepHallbHOM CTEHKHU M, TaKUM 00pa3oM, yTpauMBalOT CBOE
aHTHOKCcHUJIaHTHOE neicTBue Ha gactuiel JITTHII [4, 15, 16].
dakTopel, CrNOCOOCTBYIOIINE (OPMUPOBAHUIO NUCHYHKIMOHAIBHBIX JHUIONPOTEUHOB BBICOKOM
IJIOTHOCTH.

DNeMEeHTBl OKPYXKAIOILEH Cpelibl, a TAKKE pa3IN4HbIe NAaTOJOTHYECKUE COCTOSIHUSI UTPAIOT
BAXKHYIO poJib B hopmupoBanuu nuchyukiuu JITBIIL.

Jucynxkyuonanvnvie JIIBII u aymoummyHnusie 3a6onesanus. CTpykTypa W (QyHKIHH
JITIBII u3MmeHsitoTcsl Ipu ayTOMMMYHHBIX 3a00JI€BaHUs, HalIpUMep, NPU CUCTEMHOM KpacHOM BOJI-
yaHKe U peBMaTouaHoM aptpute. M3menensie JIIIBII He MoryT npenoTBpaiiaTs HaKOIJIEHUE OKHC-
neHHsIx JIITHIT 1 3T0 NpruBOAUT K YCKOPEHUIO pa3BUTHS aTEPOCKIIEpO3a y TaKuX 00sbHbIX [17].

Jucgynxkyuonanvnvie JIIIBII u socnanenue. CUCTEMHBIE COCTOSIHUS, TaKHE€ KaK pPEaKIIus
oCTpoi# (ha3el, MOTYT BBI3BIBATh 3HAUUTENIbHBIC M3MeHeHus B yactuile JITIBII. [IpoBocnanurensubie
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uutokusbl, Takue kak WI-1B, NJI-6, ®HOq, cnocoOCTBYIOT M3MEHEHUSM B CTPYKType OEIKOB
ma3Mbl, B ToM grcie gacTtul] JITIBII. 3ty nuTokuHbI BRICBOOOXKIAIOTCSI BO BPEMS PEAKIIUU OCTPOM
(a3bl ¥ c10cOOCTBYIOT CUHTE3Y ChIBOPOTOYHOTO amuionga A (SAA) u cekpeTopHoit ¢pocdoaunaszsl
Ay, KOTOpbIE IEUCTBYIOT KaK MPOBOCHAIUTENbHbIE MOIEeKyIbl. SAA B3aumojeiictsyer ¢ JIIIBII u
MOXKET IIpUBeCTU K Oosiee ObicTpoMy KiaupeHcy yacTtuil JITIBII, uto npuBoAWUT K CHUKEHUIO YPOB-
ueii JIIIBIT u apoA-I B masme. Kpome toro, SAA croco6cTByeT nmorepe NpoOTHBOBOCHAIUTEIBHON
aktusHocTH JITIBII u nenaer wactuis JIIIBIT mpoBocmamutensubvu 18, 19].

AxrtuBanus (ocdonunassl Ay, Kak y)K€ FOBOPUIOCH BBILIE, CIIOCOOCTBYET PACLICIUIEHUIO
¢dochonunuaos JIIIBII ¢ nocrnenyomumM HaKOIJIEHUEM MPOATEPOTE€HHBIX U MPOBOCHATIUTEIbHBIX
JUTIATHBIX POIYKTOB, KOTOPBIEC TAK)KEe MOTYT HapymiaTh CTpykTypy 6enka JITIBII [7].

Kpowme Toro, npu BocHanuTeNbHBIX COCTOSHUSX apo-Al cTaHOBUTCS CyOCTpaToOM Uil MUEJIO-
nepokcuaaszsl (MIIO). DtoT Genok cekperupyeTcss Makpodaramu, MOHOIIUTAMHA U HEUTpodUIaMH U
KaTaJu3upyeT XJIOPHUPOBAHUE WIIM HUTPOBAHUE OCTATKOB THpO3uHa MoJiekyn apoA-I B JITIBIL. MITO
CIOCOOCTBYET OKUCIUTEIbHOMY MoBpexAeHui0 yacTuilpl JITIBIT 1 3T0 mpuBOIUT K 3HAYUTETHHOMY
CHMIKEHUIO €€ TPOTUBOBOCHIAJIUTEIbHBIX CBOUCTB, T. €. MPUBOIUT K qucdynkuuu JIIBII [20].

[{uToKuHBI, BEICBOOOKJaeMble B OOJIBIIOM KOJIMYECTBE MPU CHCTEMHOM BOCIAJIEHHH, IIO-
nasisitoT skcripeccuio ABCAL u ABCG1 B makpodarax u TakuMm 00pa3oM YMEHbBIIAIOT OTTOK XO-
JIECTEpUHA U CIOCOOCTBYIOT MPOTPECCUPOBAHUIO aTepockiepo3a. C Ipyroil CTOPOHBL, Y OKHCIIEH-
HBIX apo-Al B oyare BocnajieHusi HapyliawTcsa B3aumozencTeus ¢ pepmenramu OTX, u 310 cro-
coOcTByeT ycyryOJieHHIO M YCKOPEHHUIo ateporenesa [21, 22].

Jucgynxkyuonanvuvie JIIIBII u cepoeuno-cocyoucmole 3a601e6anusi. BeiICOKMe ypoOBHH MPO-
BocnianurenbHbix JIIIBII HabmomaroTcss y manueHToB € CepAeHYHO-COCYIUCTHIMU 3a00JI€BaHUSIMU
(CC3). Nuchynkmusa JINIBII npu cepaedHo-cOCyIMCThIX 3a00JI€BaHUSIX CBsI3aHAa C M3MEHEHUSMH
0EIKOBOT0 WJIM JIMIIUJIHOTO cocTaBa yacTull. Onucan mupokuit cnektp auchynkuuit JINBII y na-
uuenToB ¢ CC3, BKIItOYasi CHUKEHHYIO CIIOCOOHOCTh K OTTOKY X0JIECTEPUHA U3 MaKpo(aroB u JIpy-
I'UX KJIETOK, HapyUIeHUs] aHTUOKCUJIAHTHBIX 3()(PEKTOB, CHUKEHHYIO CLIOCOOHOCTD IMOJIABISAThH JKC-
MIPECCUI0 MOJIEKYJ aAre3Ud B SHIOTEIHAIbHBIX KJIETKaX, OTCYTCTBHE HOPMabHON CIOCOOHOCTH
CTUMYJIMPOBATh OMOJOCTYIHOCTh AHAOTENINAIBLHOrO OKcuaa azoTa [23, 24]. B ocHoBe 3TuX H3Me-
HEHUM JISKUT 00Jiee HU3Kasi CIOCOOHOCTh K OTTOKY XOJECTepHHa M3 MakpodaroB u ociadieHHas
aKTUBHOCTH napaokcoHasbl-1 (PON-1) B JIIIBII. B pe3ynbraTte MHruOupyercs aHTUOKCUIAHTHAs
cnoco6nocts JITIBIT u JITIBII npeBparatoTcsi B poBOCHAIMTENbHbBIE YaCTUIBI [25].

B uccnepoBanusx Osuio oOHapyxkeHo, uto yactuilel JITIBII, BbICeHHBIC Y MAIIIEHTOB C
nmemuueckor 6osesnnio cepamna (MbC), necnocoonsr narudupoBats okucienue JIITHII B crenke
apTepuaIbHBIX COCY/IOB, HE MOTYT MpenoTBpamniaTh xemotakcuueckuit apdexrt JITTHIT na Mmono1m-
Thl U HE CHIXAIOT CIIOCOOHOCTh OKHCIIEHHBIX (ochoaunuaos, noaydeHusix u3 JIITHIL, crumynm-
pOBaTh aAre3UI0 MOHOIIMTOB K SHIOTEIIMABHBIM KJIETKaM [26].

Kpowme Toro, JITIBIT ot nammentos ¢ CC3 e crumynupoBany npoaykuuo NO® sHporenu-
aTbHBIMU KJIETKAMHU U3-3a MHTMOMPOBAHMS aKTHBALMK SHA0TeManbHol NO®-cuHTaskl, u 310 1pu-
BOJMJIO K IOTEpPE SHAOTEIHAIBHON INMPOTHUBOBOCHAINUTEIBHON W PENAapaTUBHO-CTUMYIUPYIOMIEH
¢yukuuu JINBII y manuentos ¢ UBC [27, 28].

Taxxke ObLIO MOKa3aHO, YTO 04eHb Bbicokue ypoBHu JIIIBII B mna3zme (= 70 mr/mi) u oyeHb
kpynsble yactuusl JIIIBIT (>9,53 HM) co3nmator moBbleHHbIN puck pa3Butus WBC, npu stom
ypoBHH apo-Al u apo-B coxpansrorcs Hem3aMeHHbIMU. [Ipeanonarator, 4To oueHb O0JIbIINE YaCTH-
upl JIIIBII, oboraieHHbie X0JIECTEPUHOM, MOTYT CTAHOBHUTHCS JIOHOPAMHU XOJIECTEpHHA, a HE aK-
LENnTopaMu 1, TAKUM 00pa3oM, NpuoOpeTaTh poaTeporeHHbIe cBoicTBa [29].

Otmeuaercs, yto JIIIBII y manueHTOB ¢ OCTphIM KOPOHApHBIM CHHAPOMOM OOOTallleHbI
OenkaMu, y4aCTBYIOIIMMHU B peakluu OCTpoH (pa3bl, TAKUMH KaK ChIBOPOTOUHBIM amunions A (SAA)
u komiieMeHT C3. SAA — 310 Oenok ocTpoil (a3bl, CHHTE3UPYEMbIii IEUYEHBIO B OTBET Ha BOCIIa-
JUTENIbHbIE LIUTOKUHBI. BO BpeMs BOCHAIUTENBHOIO OTBETa U30BITOUHBIH SAA MOXET BBITECHATh
ano-Al ¢ nosepxuoctu JIIIBII u, B HekoTOphIX ciyyasx, SAA moxer cocTaBisaTh 10 80% OenkoB
JITIBII [30].
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DKCHEpPUMEHTHI MoKa3anu, 4to crnocoOHocTs JITIBII ymanare xonmectepuH u3 makpodaros
YeJIOBEKa 3HAYUTEIBHO CHUKAETCs, Koraa SAA coctasisieT o MeHslneit mepe 50% obmiero Genka
B JIIIBII. Takue usmenennsie JIIIBII menee agpdpexruBno yyactByrotr B OTX, T. K. U30bITOUHOE CO-
nepxxanne SAA nHapymaer coequnenue JIIIBIT ¢ SR-B1. B pe3ynprare B rematonutax CHHXKAETCS
nornouenue u3z JIINBII xonecrepunossix 3¢upos. Takxke nHamuuue B JIIIBII SAA chHuxaer ero
MIPOTUBOBOCHAIUTENBHOE, BA30MPOTEKTOPHOE U aHTHOKCUJAHTHOE JeiicTBue. bbulo mokasaHo, 4to
y SAA-momuduimpoBannbix JIIIBII Hapymaercst crnocoOHOCTh CTUMYIMPOBATH CHUHTE3 OKCHUJA
azota sHjoTenuonuramu. Takxe Takue JIIIBII Tepstor Oonburyio yacte ceoero PON1 u anerui-
rujposiazy (akropa akTUBALUU TPOMOOIUTOB — (DEPMEHTOB, KOTOPHIE COCTABJISIOT aHTUOKCH-
nanTHeIM noteHnuai JITIBIIL.

Hucynkuus JIIIBII y nanuentoB ¢ CC3, 0COOEHHO B YCIIOBUSX THIIEPTPUTIIMLIEPUIEMUH,
TaK)Ke MOXKeT ObITh BbI3BaHa yBenudyeHueMm cojepkanus TI' B JITIBII. Beicokas akTuBHOCTH Oelka,
nepeHocsuiero 3gupel xonecrepuna (bIIDXc), npu runepTpUrivIepuIeMHUUYECKUX COCTOSHUSIX
CIOCOOCTBYET MOBBILLIEHHOMY MepeHoCy cloXKHbIX 3¢upoB Xc u3z JIIIBII B apo-B-conepxaiue nu-
nonpoTerHsl B 0OMeH Ha TI', TeM caMbIM reHepupys OTHOCUTEIbHO TPUTIULEPUI-000TallleHHbIE
gactunsl JITIBIT [31, 32]. OngnoBpemenno c¢ oboramenuem TT B cocraBe JIIIBII camxkaercst ypo-
BEHB X0JIeCcTepuHOBHIX 3(PupoB. [loBsimennsie koHneHTpauu TT B cocrase JITIBII Bausitor Ha SR-
Bl-omocpenoBanHoe celeKTUBHOE MOTJIONICHHE X0IecTepruHOBbIX 3¢pupoB u3 JIIIBII B remaromu-
tax [33, 34, 35].

Cy1iecTByeT HECKOJIBKO MPUMEPOB TuchyHKIUU, pu Kotopsix JITIBII npossiisian He TOJb-
KO TOTEPI0 WIM CHWKEHHE HOPMAJbHOM (YHKIIMOHAJIBHOCTH, HO W NPHOOpETaay aTUIHYHBIE
¢byukuun. Hanpumep, 6bu10 o6Hapyxeno, uto JIIIBII nanuentos ¢ MBC ckopee MHrHOUpyIOT, ueM
CTUMYJIMPYIOT BBIPAOOTKY OKCHJIa a30Ta, MOCKOJbKY MPUOOPENH ClIOCOOHOCTh B3aUMO/IEIICTBOBATD
¢ JIeKTUHOMOA00HBIM oKucieHHbIM peuentopom JIITHIT LOX-1 u Toll-nogo6HsiMu perientopamu
TLR2 u TLR4 cooTBeTcTBeHHO [36, 37].

Jucgynxkyuonanvnvie JIIIBII u kypenue. KypeHne oka3pIBaeT HEraTUBHOE BIUSHHE HA BCE
stansl Metabonusma JIIIBII. Hapymenne 6uocrunTe3a mposiBiiseTCs yMEHBIICHHEM CUHTE3a Oelnka
anoA-I. [lns mopmansHOTo dyHkimonupoanust JIIIBII komudyectBo apoA-I m0mpKHO COCTaBIIATH
npubausurensHo 70% JIIIBIL. [lockonbky apoA-I sBasercs kopakrtopom JIXAT, aepuuurt sroro
6enka mpuBoauT K Hapymennio OTX u cHKeHuto ypoBHs xosnectepuna B JITIBII.

Taxxe Hapymaercs BHyTpucocyauctoe pemoaenuposanue JIIIBIL. B atux ycnoBusx uzme-
HSIETCSl aKTUBHOCTH O€JIKa IepeHoca 3pupa xojaecTepruHa, YTo NPUBOAUT K U3MEHEHUIO HOPMAJIbHO-
ro cootHommenusi cyodpaxuii JIIIBII B kpoBu. TabauHblii 1pIM COACPKUT OOJBIIOE KOJIMYECTBO
ra3a, paJMKajJoB CMOJIIHOM (ha3bl U JPYTUX OKUCIUTENEH, KOTOPbIE MOTYT BBI3bIBaTh OKUCIUTEIb-
HbIH cTpecc, nosromy JIIIBII noasepxens! okuciuTensHbIM MoaudukammsM. Kypenue curaper mo-
XKeT okuciautenbHo Moauduuuposars JITIBII He Tosbko 3a cuer 00pa3oBaHUs PEAKTHBHBIX KHCIIO-
POJIHBIX PaJMKaIOB, HO TAKKE 3a CUET OcJiabieHusl aHTUOKCUAAHTHBIX ¢pepmenToB B JITIBII. PON-1
npencTasisieT codoit cszanubii ¢ JIIIBII pepment ¢ anHTHOKCHMAaHTHON (QyHKIMEN, KOTOPBIM MOXKET
3aUIUILATh JIUIIONPOTEUHBI OT OKUCIUTENbHbIX Moaudukanuil. Kypenue curaper oka3plBaeT Hera-
TUBHOE BIIMSHHE Ha aKTUBHOCTH W KOoHIeHTparmio PON-1 B ceiBopoTke. B pesynbrare 3Tux nsme-
Henu#t JITIBII cranoBsATCS AMCPYHKLIMOHAIBHBIMU U YTPAUUBAIOT aT€PONPOTEKTUBHBIE CBOMCTBA.

TakuM 00pazoM, KypeHue curapeT 0Ka3bIBaeT HETaTUBHOE BIMSHUE KAaK HAa KOJUYECTBO, TaK
u Ha Qynkuuio JIIIBIL, yro oTyactu MoxeT 00bACHUTH NOBbIIEHHBIN puck CC3 y KypuIbIIUKOB
[32, 38].

Jucgynxyuonanvnvie JIIBII u oxcupenue. OXUpEeHHE CBA3AHO C PE3UCTEHTHOCTHIO K UHCY-
JIUHY, TUIIEPUHCYIMHEMHUEN U U3BMEHEHUSIMU B CUHTE3€ aunoKUHOB. [Ipu oxupenuu runeptpodu-
POBaHHbBIE AUIOLUTHI CEKPETUPYIOT HECKOJIBKO BOCHAIUTEIbHBIX IIUTOKMHOB (TaKUX KakK aJuIIo-
kunbl, ®HOa u 1UJI-1b), kotopsie BaustoT Ha ypoBHH JITIBII B kpoBu. Taxxke ¢ yBenuueHuem mac-
Chl TeJla B KpoBU Bo3pactaeT cuHTe3 SAA. Takum 006pa3oM Jitou ¢ U30BITOYHBIM BECOM M OKHpE-
HUEM MOJBEPraloTcsl BO3ACUCTBUIO BOCHAIUTEILHON Cpe/ibl, KOTOpas BIMSIET HA aHTUATEPOTEHHBIE
ceorictBa JIIIBII u moxet nmoBeicuTh puck pazsutust CC3 [39].
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Jucynxkyuonanvnvie JIIIBII u caxapuoiii ouabem. Ipu caxapuom auadere (CI) dopmu-
pyIOTCA JUCIUIIONpOTeUaAeMHUs:: cHIkaeTca koiuuyectBo JIIIBII, napymaroTcess ux pyHKIMH, TOBbI-
maercs ypoBeHb 11" u JIITHII. Oxucnenue u riavkupoBanue 6enkoB, cBszanHbix ¢ JIIIBII, nenaet
UX HEaKTUBHbIMU. M3MeHseTcss sSKcrpeccuss W aKTUBHOCTh (PEPMEHTOB, METaOOJIU3UPYIOLIUX
JITIBII. MetaGommueckue Hapymenus, cBsa3anubie ¢ CJI, camxaror 3¢ dexruBHocth OTX. Haxo-
HEIl, XPOHUYECKOE BOCIIAJICHUE ITPUBOJANT K 3HAYUTEIbHBIM N3MeHeHUsAM nporeoma JIIIBII rak, uro
JUIONPOTEHUH MPEBPAIIAETCS B IPOATEPOreHHYIO YacTHlly. ['uneprpuriuiepuieMuss BOZHUKAET B
pe3yibTaTe UHCYJIMHOPE3UCTEHTHOCTH, TUIIEPIIMKEMUN U TUIIEPUHCYIUHEMUU. DTU (aKTOPhl BbI-
3bIBAIOT YCKOPEHHBIN JIUIMOJIN3, YBEIUUMUBAETCS JOCTYIHOCTb KUPHBIX KUCIOT, aKTUBUPYETCS CHH-
te3 TT' B neuenu. B pesynbrate macca u aktuBHocTh BIIDXc Takke yBenuuuBaercs. B atux ycio-
Busix neictBue BIIDXc npuBogut k oboramenuto yactui JIIIBII TI" u ogqHOBpeMeHHOMY yMEHbB-
HIeHHI0 B HUX 3pupoB Xc. B pesynbrate cHmkaercs conepxanue xonecrepuna B JIIBIL. Ileuenou-
Has Jimnas3a o0JyaZaeT MOBBIILIEHHON aKTUBHOCTHIO B YCJIOBHSIX IMOBBIIIEHHON PE3UCTEHTHOCTU K MH-
cynuny u 6sicTpo merabommsupyet JIIIBII, 6orateie TT'. B pe3ynsTaTe 00pazyrorcst HeOoIbIIHE ac-
THILIBI, KOTOPbIE TOJBEPrarOTCsl YCKOPEHHOMY KIHMpeHcy. M3meHenus B qunuaHoMm cocrase JIIIBIIT
Takxke aectabunuzupyror apoA-I. Taxxe Obuio oOHapyxeHo, uro nuchyHkuuoHanbHbie JITIBII y
narenToB ¢ CJI MHruOupyIOT aKTUBHOCTD SHAOTENHATEHON NO*-CHHTA3BI C MOCIEIYIOIINM CHIKE-
HueM npoaykiuu NO* B sHIOTeMuanbHbIX KIETKax U ocjaabieHneM mpoueccoB Bazoauaaranuu. [lo-
Ka3aHo, uTo y nmanuenToB ¢ CJ| tuna 2 aktuBHOCTh PONI1 cHmkaercst mpumepno Ha 40%, 4To compo-
BOXIaeTcs moTepeit criocobnoctu npeaoTepamars okucinenue JINTHIT [37, 40, 41, 42].

3akiarouenue. VccnenoBanusi nocineAHUX J€T MOKAa3bIBAIOT, YTO MIPU HEKOTOPBIX MATOJIOTHU-
YECKUX COCTOSIHUAX cTpykTypa u coctaB JIIIBII moryr n3amensitbcs. Takue nameHennbie JIIIBII
TEPSIIOT CBOM aHTHATEPOTe€HHbIE, IPOTUBOBOCHAIIUTENIbHBIEC U JPYTrUe CBOMCTBA U MPEBPALLAIOTCS B
mucpyukuronansubie JINIBIL. Takum o6paszom, npu uccnenoBanuu JIIIBII nHeo6xoaumo ompene-
JSTh HE TOJIKO COJIEpP’KaHUE ITUX JHUIONPOTEUHOB B KPOBHU, HO U ONPENENITh UX (QYHKIHMOHAIIb-
HOCTb U cTeneHb Moaudukanuu. IloHnManne MexaHu3MoB, IPUBOIAIINX K H3MEHEHHBIM 3 dexTam
JIIIBII, MoeT naTh BO3MOXKHOCTh pa3pabOTKH HOBBIX MHOJIXOJO0B B HPO(QUIAKTHKE CEpIEUHO-
COCYIHUCTHIX 3200JI€BaHUM.
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