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I. MatoreHeTHueckas B3aMMOCBA3b

QYTOMMMYHHBIX HOpYWeHHH W B-kneTounbix numdom

Hexomxxkunckue numbombl (HXJT), mpencrapisioniue
c00011 TeTepOTeHHYIO TPYMITY OMyX0Jeil n3 TMMQOUTHON TKa-
HM, Haubojee yacto (>90%) umeroT B-KieTouHoe MpOnucXoxX-
nenue. BoaMoxHo, 3TOT hakT 00ycioBieH 0COOeHHOCTIMU B-
KJIETOYHOTO MMMYHHOTro oTBeTa. Tak, HeoOXxoauMoe Tmopasu-
TeJbHOE pa3HooOpa3zue UMMyHon1oOynuHoB (Ig) mo cnenu-
(bUIHOCTYM LIEHTPOB CBSI3BIBAHUS C AaHTUTEHOM OOeCITeurBaeT-
Cs pa3TMYHBIMUA MeXaHW3MaMH, BKIIIOYAIOIIMMU COMaTh4e-
CKMIl MyTareHe3, TeHHYI0O KOHBEPCHUIO, PEKOMOMHAIIUIO psiaa
TEHHBIX CETMEHTOB, 00PA3yIOIIMX MOJHBIN V-TeH (Bapuadesb-
HOI1 001acTi MOJIeKybI 1g).

B HOpme BcTpeua B-kieTok ¢ aHTUTEHOM M MOCIEAYIO-
mas B-kierouHast akTuBaLus, npoaudepauus u guddepeH-
LIUALMS TTPOUCXOAAT B JUM@POUIHBIX (HOJUIMKYIaX BTOPUY-
HBIX TUM(MOUIHBIX OPraHOB (TUMGaTUUYEeCKHE Y3JIbl, CEIe3eH-
ka, MALT — nmumdounmgHas TKaHb, aCCOMUPOBAHHASI CO CJIM-
3UCTBIMM 000J109KamMu). POPMUPYIOTCS TepMUHAIBHBIC LIEH-
Tpbl (I'll) — opraHu3oBaHHBIE CTPYKTYPbI, COCTOSILIME M3
nposdepupyonmx B-1uMbonuToB, MEHTPOIIUTOB U LIEHT-
po0sacToB, GOJIUKYASIPHBIX JEHAPUTHBIX KJIETOK, HEOOJb-
moro kosnyectBa Makpodaros u CD4+ T-knetok. UMeHHO
B I'll mpoucxoautT comaTuyeckoe rurnepMyTUMpoBaHUE IeHOB
BapuabenbHO objacTu Ig-pelienTopoB, B pe3yjibTare KOTO-
pOro 4acThb KJIETOK IOABEPraeTcs arornTo3y, a BbKMBAET MO~
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mynsiuust B-kimeTok, oGmamaroiimx BbICOKOA(G(MUHHBIMU pe-
LIENTOpaMU K YYXKEPOTHOMY aHTUTEHY (CEJeKILMS aHTUTE-
HOM), KJIOHajbHas Tipoamdepanus B-kieTok, mepekiode-
HUe KjaccoB Ig B pesysbraTe peKOMOMHALMM TeHOB. TakuMm
obpa3oM, B npouecce T-3aBUCHMOTro MMMYHHOT'O OTBETa MPO-
UCXOmUT GopMUpoBaHUEe B-KJIeTOK mamsaTH M IUia3MaTude-
CKUX KJIeTok [1].

OpaHako, Kak 1 B J11000# cucteMe, B paboTe MeXaHU3MOB
CO3JIaHMSI CTPYKTYPHOTO paszHooOpasusi Ig cyuiecTByeT puck
HapyweHuii. Kpome toro, B npouecce I'Ll-peakiuii Moryt
BCTPEYAThCS UM CTAHOBUTLCS SIBHBIMU aHOMAaJIbHBIE TPAHCJIO-
KallMy U/WIM MyTalluu He-Ig peryasiTopHbIX TeHOB, MPUBOIS
K OU3PETYISIIUKM KJICTOYHOIO IUKJIA U/WUIM MHIMOMPOBAHUIO
arroriro3a |2, 3]. CnenoBatenbHo, 'Ll MoryT mipencTaBisiTh co-
0o0if MecTO TMOTEeHLMaTbHOU 3JI0KauecTBeHHON B-kineTtouHoit
TpaHchOpMalUU.

B-xytetouHas runepakTMBHOCTD, XapaKTepHasl ISl XpO-
HUYECKOTO BOCITAJIMTEJIBHOTO ayTOMMMYHHOTO TIipollecca,
MpeacTaBisieT coboil pakTop pucKa ISl pa3BUTUST JTUMOOM,
npoucxoasux u3 B-kierok. B-numdorutapHbie HapyleHus
MpU peBMaTUYECKUX 3a00JIeBaHUSIX, TaKMX Kak 0osie3Hb ller-
peHa (BI), peBmatounHsblit aptput (PA), cuctremMHast KkpacHast
BouaHka (CKB), kpuorno0yamHeMU4ecKuii BACKYJIUT, B TOM
qyucie accouunpoBaHHbli ¢ HCV-undexumeit, KIMHIYeCKU
MPOSIBIISIIOTCSI TUTIEpraMMarjiooyIuHeMyed, TPOIyKIMeil ay-
TOAQHTUTE], LIUPKYJISAIUENd MMMYHHBIX KOMILJICKCOB, HapyIle-
HHEM COOTHOIIECHHMI B-KJIETOYHBIX CyOmOmyIsiumii, ToOpoKa-
YeCTBEHHOU JuMdornpoardepaneil u, HaKOHELl, TTOBBIIICH-
HOW YacTOTO¥ pa3BUTHsI B-KjIeTOYHBIX JMMGOM IO CpaBHe-
HWIO C OOIIEH MOy,

Hns BII xapaktepHa ocobasi MpeapacroioXeHHOCTb
K Pa3BUTHIO 3JI0KAYECTBEHHBIX OIyXOJel, MPOUCXOISIINUX U3
JIUMOOUIHON TKaHU. AYTOMMMYHHBIN CHAIOalEeHUT, MPUCY-
wuit BI, nmpoxomut craauu (HOKaJbHBIX MEePUAYKTAIbHbBIX
JUMGOUIHBIX UHGUWIBTPATOB, TJIOTHOM TMM(MOLUTAPHON UH-
¢unasrpanumn ¢ obpazoBaHUEM JUMGOSMUTEINATBHBIX MTOpa-
XKEHUI U opraHM3anueit TMMOONIHBIX (POJUTUKYIOB ¢ (hOpMU-
poBanueMm I'Ll, TomoGHBIX TeM, KOTOPBIEC TTPUCYTCTBYIOT B JTUM-
ouaHbIX opraHax. TakuM oOpa3oM, B CITIOHHBIX KeJie3axX Mosi-
Bisiercs MALT, rine MOXeT NMpOUCXOIUTh 3JI0KaYeCTBEHHas
TpaHchopmarus [4, 5].

WHrepecHo, yTo Ha paHHux craausix BII B numdouna-
HOM UWHGWIBTPaTe CIIOHHBIX  Xeje3  IpeobjamzaioT
CD4+(CD45RO+) T-kneTku, a B-k1eTouHbIii KOMITOHEHT CO-
crasiisiet Juib 0Koso 20% [6—8]. BIL conpoBoxmaeTcst Hapy-
LIEHWEM arlorTo3a 3MUTEIUATbHBIX KJIETOK CIIOHHBIX XKeje3,
KOTOPbIE MOTYT CIIOCOOCTBOBATh KJIETOYHOM aAre3uu, BbIMOJI-
HATh (DYHKIMIO aHTUTEH-TPE3CHTUPYIOLINX KJIETOK, KO-CTH-
mynupoBaTh CD4+ T-xnetku [9]. AKTUBUPOBaHHBIE TTUTENN-
aJbHBIE KJIeTKU 3Kcrpeccupyor CD40 (Monexysy, accoumnu-
poBaHHYI0 ¢ B-KjeTouHOIT akTHUBaIueii), B-KIeToYHbI akTH-
pupytouuii hakrop (BAFF), a Takxe B-kieTouHble npuBieka-
fomre xeMoknHbl CXCL13 u CXCL12 [10—14]. [TpoBocnianu-
TeJIbHBIE TUTOKUHBL: y-uHTepdepoH (MHD y), unrepaeitkux
(M) 1B, dakTop Hekposa onyxonu o (PHO«w), mpoayupye-
Mble CD4+ T-kneTkaMu U IeHAPUTHBIMU KJIETKAMU, aKTUBU-
PYIOT 3MUTEMaTbHbIE KJIETKU CIIOHHBIX XeJe3, 3aMbIKasi TeM
caMbIM TTOJIOXUTEIbHYI0 00paTHyIo cBs3b [15]. Kpome Toro,
CD4+ u nennputHble Kietku npoayuupyior BAFF u APRIL
(nuranno, MHIYUApYIOmMi nposiudepanuio) [15, 16]. Takum
o0pa3omM, B3aMMoOnEiCTBUE TUM@POLMNTOB, SMUTEINATBHBIX
U IEHIPUTHBIX KJIETOK MTPUBOAUT K MTPOTPECCUPOBAHUIO 3200~
JIeBaHUs U (hOPMUPOBAHMIO CAMOYMHOXKAIOIIIEICST CTPYKTYPBHI.

H3menenue mumMbOUIHON OpraHN3aluy B CIIOHHBIX XKele3ax
acCOIMMPOBAHO C BO3PACTAOIINM KOJIMYECTBOM B-KIETOK,
ocobeHHO Tipu obpazoBaHuu I LI-1momo6GHBIX CTpyKTYp [12—14,
17-20]. B I'll npu BLI npoucxoaut cenekuusi U KIOHaJIbHAs
9KCITAHCUST BBICOKOA(GOUHHBIX ayTOpeaKTUBHBIX B-KiIeToK,
a Takxe ux nuddeperimanus B B-kinetku namstu. XeMOKUHBI
u ux peuentopbl CXCL13 (BCA 1) — CXCRS5 u CXCL12 (SDF
1) — CXCR4 yyacTByIOT B npuBJIeUeHUM B-KjeTok u opmu-
pPOBAaHUU OPraHM30BAHHBIX JUMOOUAHBIX (DOJITUKYIOB
[12—14, 18, 21].

[Tpu PA B cuHOBMAIBLHOM 000JI0YKE TTOPAXKEHHBIX CyCcTa-
BOB MHOUIBTpUpPYIOLTUE TUM(OUIHBIE KIETKU MOTYT OPraHU-
30BBIBATbCSI B CTPYKTYPHI, TUCTOJOTUUECKU HAMOMUHAIOLINE
I'll HOpMmanbHBIX JTUM@OUAHBIX opraHoB [22, 23]. Tak,
y 10—30% nauuenToB ¢ PA onpezensitorest cuHoBuanbHbie 'L,
B o00Opa3oBaHME KOTOPHIX TaKXe BOBJIECYEHBI XEMOKWHBI
CXCLI12 u CXCLI13 [24-29].

CyllleCTBEHHYIO pOJIb B BDKMBAaHUM U CO3peBaHUU B-
kietok urpaetr BAFF moBbllieHre KOTOPOro oTMevaeTcsl mpu
BIII, PA, CKB [23, 30—34]. Tak, NOBbIILIEHHbI CHIBOPOTOY-
Hblii ypoBeHb BAFF umenu 36% mnaumentoB ¢ BIL, 23% —
¢ CKB, 19% — ¢ PA. Cpennsist Benmnunta BAFF Gbuia Bbiie
npu BIL, yem mpu CKB mu PA [11, 35, 36]. JlokanbHast 3Kc-
npeccusi BAFF B cinioHHBIX Xene3ax smuTeauanbHbiMu, T-
KJIeTKaMU, DOTUKYISIPHBIMU AEHAPUTHBIMU KJIETKAMU W Ma-
KkpodaramMmu MOXET WHAYIMPOBaTh aKKyMYISIIUIO B-KIeTok,
obecrieunBaTh TOAABJIEHUE arlorTo3a, CBA3aHHOTO ¢ B-xie-
TouHbIM peuentopoM [35, 37]. B cmonHbix xene3zax BAFF
TPOIYIIUPYETCST HE TOJBKO SMUTEIMATbHBIMU U T-KJIeTKaMH,
HO U B-nmumdonuramu. Dkenpeccust Ha B-kiieTkax peLenTto-
poB k BAFF (BAFF-receptor, TACI — transmembrane activator
and calcium modulator ligand interactor, BCMA — B-cell mat-
uration antigen) rmo3BoJisieT, TAKUM 00pa30M, OCYILECTBIISITh ay-
TOKPUHHBIA MeXaHU3M caMocTUMyJissunu [38].

H3obiTok BAFF Hapymaer B-kiierouHoe co3peBaHue
U TOJIEPAHTHOCTbD, Be/Is1 K TIOSIBJIEHUIO ayTOPEAKTUBHBIX KJIETOK
MapruHajabHOU 30HH — CD27+ B-KiIeTok maMsTH, a Takxke
ycrnBaeT T-HezaBUCHMYIO, omocpenoBaHHyio Toll-like-pe-
LIETITOPOM aKTUBaILNIO B-KiieTok, ocobeHHo B-kineTok mapru-
HaJbHOM 30HBI [39].

H3BectHO, yTo Y BAFF TpaHcreHHbIX Mblllieil pa3BuBa-
€TCsl BOJIYAaHOYHOMOMOOHBIN CUHAPOM, challoaieHuT ¢ B-kie-
TOYHOI MHGUIbTpauueit u dopmuposanuem 'Ll u, HakoHell,
B-knerounas omnyxousb [35, 40]. Xorss BAFF u He TpeOyercst
st uHuumanuu 'L, Ho urpaert cyiecTBeHHYI0 pojib B MO~
nepxxaHuu ['Ll-peakuuit u dopMupoBaHur ceTu HOJUTUKYIISIP-
HBIX JCHAPUTHBIX KJIeToK [41, 42]. [Toka3aHO, YTO CJIIOHHbBIE
kene3bl BAFF TpaHCreHHBIX MBIIIIEl comepKaT O0bIIIyIO Cyo-
nonynsiuuo B-kineTok ¢ dheHOTHIIOM, MOAOOHBIM B-KieTkam
MapruHaJbHOI 30HHI [35].

Ycunennas nponykuusi BAFF no3sosisieT BbKUBaTh ay-
TOpEeaKTUBHBIM B-KileTKaM, MHTUOUPYST artonTo3 yepe3 aKTH-
Baumio bcl-2 [43]. I1pu PA u CKB anonTtornueckast pe3aucTeH-
TOCTb TaK>Ke MOBbIIIEHA 3a CUET TUIepaKcnpeccuu bel-2 u ak-
TUBaLMM HyKJieapHoro dakropa TpaHckpunuuu (NF-kB) mox
neiictBreM aHoMaibHOro KoinuvectBa BAFF [44, 45].

Yposenb BAFF yBennueH v y nalimeHTOB ¢ B-Kj1ieTOUHbI-
mu onyxoiasmMu. BAFFE, cekpetupyembiii 1uMboMHbIMU B-
KJIETKaMM, MOXKET BECTH K UX ayTOKPUHHOM cTuMysiuuu [46].
ITpu HXJI BAFF ocnabsser anonTos, MoBbllIas aKTHBALIMIO
NF-xB, anTnanmonroruyeckux mpoTenHOB bcl-2 m bel-xu
¥ yMEHbIIAsI BIIMSHUE OITyXOJIEBOTO CympeccaHTa pS3 u mpo-
arnonTOTUYECKOTO MpoTerHa bax [47].
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CD27, mapkep B-kieTok mamsTi u mia3mMo0/1acToB, aa-
€T BO3MOXHOCTh XapakTrepusoBaTh nepudepudeckue CD27-
HauBHbIe, CD27+ B-kietku mamstu u CD27high mrazmo6ia-
cThI/TUTa3MaTndeckue Kietku. Biammoneiicteue CD27 ¢ ero
quranjgom Ha T-knetkax, CD70, ciayxurt mis nuddepeHuua-
uuu B-kietox B minasmaruyeckue kietku. M3BecTHO, 4yTO B3a-
umonerictsue CD27 u CD70, skcripeccupoBaHHBIX Ha B-kiet-
Kax, MOXET ObITh JOCTaTOUHBIM /TSI B-kieTouHoit nuddepeH-
LMaluu, T. €. B-KJIeTKr MoryT caMoperyJinpoBaThest TOCPEICT-
BOM 3TOro B3auMmoeicTBus [48].

IMpu BII uMmMmyHOMbeHOTUITMPOBaHKE TepudeprudecKoi
KPOBHU TMOKAa3aJl0, YTO UMEETCsI HapyllleHUe B COOTHOLIeHU B-
KJIETOYHBIX CyOMomymsinuii: yBennueHue konumdectsa CD27-
HauBHBIX U yMeHbIIeHrne CD27+ B-KkieTok mamsaTu, 0COOEHHO
CD27+/IgM+, CD27+/IgD+ u CD27+/CD5+ cyb6noryJsi-
it [49—51]. CD27+ kietku, Ko-aKcnpeccupytone CXCRS
1 CXCR4, akKyMyJIMPYIOTCS B CJTIOHHBIX XKeJie3ax MOoJ1 BJIUSIHU -
eM xemoknHoB CXCL13 u CXCLI12 [51, 52]. M3BecTHO, 4YTO
yactelo nysa CD27+ B-kierok namsitu siBisitotcst B-nmumdbo-
LIMThl MApTUHAIbHOM 30HbI [53].

deHotunuueckuii aHanu3 B-kierok GosnbHbix BILI
¢ 1uMmbomMaMu, KOTOPbI AEMOHCTPUPYET YBETUUEHHYIO YaCTO-
Ty CD27+ B-kjeTrok mnamsaTd B Iepudepuueckoil KpoBH,
no cpaBHeHUIO ¢ nmanureHTamu ¢ BII 6e3 numdom, moarsep-
JKIaeT CYIIeCTBEHHOCTh 3HaueHuss B-kiieTouHoll akTuBauu
B pa3Butuu tuMmdom [54]. Dxcrapeccust CD27 mokasaHa IMOYTH
npu Bcex Tumnax B-xkierounsix HXJI, accommumpoBaHHBIX
¢ BII. AytokpuHHOI peryasiunu JUMGOMHBIX KJIETOK MOXET
crocobctBoBaTh Ko-3kcmnpeccuss CD27 u CD70 Ha omyxoJe-
BbIX B-mumdonmrax [55, 56].

B-xJjeTku mamsTi B CIIOHHBIX XeJie3aX UMEIOT Oolpesie-
JIEHHbIE PeappaHXUPOBKU T€HOB BapuabeabHOU 001acTy Jer-
kux ueneit Ig VKA27—-JkS, VKA19—-Jk2 u VAIC—JA2/3, 3Haun-
TEJIbHO TMOBBIIIEHHYIO MYTallMOHHYIO YacTOTY U 0ojiee KOpoT-
kit CDR3 (yyacTok, omnpeaensionuii KOMIIJIEMEHTaPHOCTb)
Mo cpaBHeHUIO ¢ B-knetkamu mepudepudeckoit Kpou [57,
58]. Takum o6pa3om (popMUpyeTCsT OMpeAeICHHbII perepTyap
TeHOB BaprabeNbHOTO peTnoHa JieTkux 1erneit Ig B-knetoxk, ak-
KYMYJIMPOBaHHBIX B CJTIOHHBIX XXeJle3ax.

[Tono6GHO 2TUM MccaenoBaHUsM, Oojiee paHHUE pabOThI,
B KOTOPBIX U3yyasnach 3Kcnpeccust uamotumna B-numdoruton
CJIIOHHBIX XeJie3, MOoKa3aJll, YTO JAHHbIE KJIETKU SIBJISIOTCS OT-
NEeTbHBIMU, CEJEKTUBHBIMU MOMYJISALMSMU. B yacTHOCTH, 00-
HapyXeHbl B-KJIeTKM ¢ MepeKpecTHO-PearnpyoumM UINnoTH-
IOM, acCOLMUPOBAHHBIM C PEeBMATOUAHBIM (hakTopoM (PD),
17.109 (xomnupoBaHHbIM VkA27/humkv325 reHOM) IUISI IETKUX
u G6, G8 u H1 (xonupoBanHsiMu VH 1-69/DP- 10 renamu) st
TspKenbIX Leneit Ig [59, 60].

JIumcpowmsl ipu BIII Bo3HMKAIOT B 3KTOMTMYECKOM JTUM-
(ounHO TKaHM CITIOHHBIX XeJe3 U3 B-kieTok MapruHaabHOM
30HBI, T. €. KJIACCUDUIIUPYIOTCS KaK 3KCTPAHOMATbHBIE JIMM-
oMbl 13 KIIeTOK MapruHanbHOM 30HEL. DT HXJT mmetoT Ty ke
PECTPUKIINIO TEHOB BapuabeIbHOM 001aCTH TSIKEJIbIX U JIETKUX
ueneit Ig ¢ ommmunteabHbiMu yeptamu CDR3 [61—63].

IMomumo BIII, MmexaHuszmbl Tumdponponudepauu Hau-
oosiee usydeHsl npu HCV-accounmpoBaHHOM KpPUOTIO0YJIM-
HeMHuyeckKoM Backynurte. Eciu B mepBoM cityyae xapaktep aH-
TUTEHHOM CTUMYJISILIMU, IPUBOIsIIEH K B-KjieTouHOI TTposiu-
(epanuu, ocraeTcst HEBBISICHEHHBIM, TO B ITOCJIEIHEM HEOILIa-
cTUYecKas TpaHchopMaIMs MOXET ObITh 00YCIOBIEHA XPOHM-
yeckoit HCV-ctumynsuueit B-knerok. Tak, E2 o6omodyeunbIit
npotenH HCV, cBsaswiBasich ¢ CD81 Ha moBepxHOCTH B-1mm-
(oumroB, obecnieunBaeT MexaHU3M B-kieTouHO! aKTUBAIIMU

[64—66]. Y HCV-1103UTUBHBIX IMALKUEHTOB TUCTOJOIMYECKOE
npoucxoxaeHue donbimmHcTBa HXJI u3 B-knerok 'Ll cBuzae-
TEJIbCTBYET O TOM, YTO pa3BUTHE JIUMGPOMBI TIPOUCXOTUT, KOTIIA
B-mumdonnTer mponndeprpyioT B OTBET Ha BUPYC-aCCOLIMU-
pOBaHHBIN aHTUTEH [67].

KionanbHas skcnancust B-kieTok oOHapyxeHa B reye-
HM, MeHee 4acTo — B KPOBM M KOCTHOM MO3re, y TMallMeHTOB
¢ xpouunyeckoit HCV-uHpekumeit 1 KpuoriooyaimHeMuein —
Iaxe B OTCYTCTBME sIBHOW B-kierounoit omyxomu [68—70],
npuyeM MOHOKJIOHalbHasi B-kierouHast nposudepanys Mo-
XeT ucye3arb, KOrjaa aHTUBUPYCHOM Tepamnuen yaaeTcsl I0C-
tryb snumuHauuu HCV [71, 72]. MonoknoHanbHas B-kie-
TOYHAasl MOMYJIsIuUsl oOHapyXeHa B OuonTarax revyeHu y 10%
HCV-no3uTuBHBIX TALIMEHTOB (111 cpaBHeHMs, TIpu HBV-1H-
dbexuu —y 0,4%), ipruueM KJIOHATBHOCTD 110 peappaHXUpOB-
Ke reHHbIX cerMmeHToB V-D-J Tsxenoit uenu Ig (IgH) onpene-
JieHa METOJIOM ToJiuMepasHoii ternHoit peakuyu (TTHP) B 71%
ciydaeB [73, 74]. B-kJieTouHblli MOHOKJIOH B repudepruiecKoit
KkpoBH BoIstBIIeH y HCV-ITO3UTUBHBIX MAIIMEHTOB MPY HATUIUU
11 Tuma kprornoGymuHemun B 48% cirydaeB, 6€3 KpUOTIOOY I -
Hemuu — B 16%. KionanbHbie peapparxupoBku IgH omnpene-
JieHbl y 32% GOJIbHBIX B OMOMNTATax IMeYeHH, BKIIOYast MallueH-
TOB C LIMPKYJIUPYIOLIEH KIIOHAJIbHOM B-KJ1eTOuHOI Momysisiim-
eit. 1/4 (4 u3 16) naueHTOB C KJIOHAIBLHOM ITOMYJISILUEN B KPO-
BU U TTIEYEHU B KOHEUHOM CUeTe ObLT MOCTABJIEH AMATHO3 JINM-
dombl (1BonM — nmumdbomMa MaprHAIBHOW 30HBI TUMbaTHie-
CKUX Y3JIOB ¥ TBOUM — MaKkporiao0yinHemust BaabaeHcTpema)
[75].

KionanbHbeie B-1uM@ouTel npoaylupyoT nojaupeak-
TUBHBIe aHTUTeNa IgM-Kiacca ¢ akTuBHOCTBIO PD. DT1OT PO
HeceT MepPeKPeCcTHO-PearupyoIni MAMOTHUIT, KOTOPBIA KOIH-
poBaH reHaMu BapuaGelbHBIX obsacteir VHI1-69 Tsokenbix
u kv325 nerkux neneii Ig [76, 77]. Drot xxe VH1-69/kv325-Ko0-
NMPOBAaHHBIM MAMOTUI MpeacTaBieH Ha B-kierkax HXJI, ac-
couuupoBanHbix ¢ HCV [67, 78, 79].

MwmeroTcst HeKoTopble 0KAa3aTenbCcTBa, YTO He3loKaye-
cTBeHHast npoaudepanns VH1-69 B-kieTok npu cMelaHHoi
MOHOKJIOHAJIbHOW KPUOTJIOOYIMHEMUU W OKOHYATEeTbHas
Tpanchopmauus B-nmumbountos B HXJI mpoucxoaut npu
y4acTH¥ BUPYCHOTO obosoueuHoro E2 mmmkomnpoTrenHa, KOTo-
poiit ceg3biBaetcs ¢ CDS81 [78]. [1okazaHo, yto HCV-unayuu-
poBaHHbIe aHTH-E2 aHTUTeNna 1 B-KJeToOuHbIE KJIIOHBI y MaIy-
eHtoB ¢ HCV-accolmmpoBaHHOU cMellIaHHONH MOHOKJIOHAJIb-
HOW KpUOTIJIOo0yInHEMHEH 1 TuMdboMaMu UMEIOT OIMHAKOBYIO
PECTPUKIIMIO TEHOB Bapuade bHbIX 00acTeil TSKENbIX U JIer-
kux 1eneii Ig — VH1-69 u VKA27 [78, 80].

B-kieTouHas HeoruiacTuyeckast TpaHc(opMaLys MOXET
OBITH PE3yJIbTAaTOM TPSIMOTO AHTUATIONTOTUYECKOTO MEeXaHU3-
Ma aktuBupoBaHHoro HCV, yuuteiBast, utro HCV-accomumnpo-
BaHHBIE TTPOTEUHBI U aKTUBHas peruKaims HCV o6Hapyxu-
BalOTCSI B OmomnTartax JuM@aTuiecKux y3JioB MalMeHToB ¢ B-
HXJI [81—83]. 3BecTHO, UTO BUPYCHBII COre-MpOTEUH MOXET
uHrn6uposath Fas- 1 ®HO a-omocpenoBaHHBIN aIloITO3 ve-
pe3 NF-kB-akTuBaiuio, penpeccupoBath pS3-TpaHCKPUTIINIO
[84—87].

ITpu HCV-accouuupoBaHHOI cCMelIaHHONW MOHOKJIO-
HaJIbHOW KPUOTIOOYJIMHEMUHN MOKa3aHbl yBeJMYEHHAsl yac-
ToTa 3KcIpeccuu bcl-2 um Bo3pacTaHue 3TOM YaCTOThI MPU
pasButun B-HXJI [88—90]. Tak, y 71-86% HCV-unpunm-
POBaHHBIX MALMEHTOB CO CMELIAHHOW KPUOTJIOOyIMHEeMUe
UMEeTCsI CBEPXIKCIPECCUss aHTUAMONTOTHYecKoro bcl-2
B TecHOl accomnmanuu c t(14; 18)-tpancmokanueii [88, 89,

91, 92].
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Oxko110 40% NMauueHToB CO CMEIIAHHON KPUOTJIO0YINHE-
MUEN MMEIOT MOBBILIEHHBbIH ypoBeHb ChiBOpoTouHOro BAFF
(37% HCV-nosutusHbie u 42% HCV-HeratuHbie), TpUudeM
BeanunHa BAFF Bbillie npu cMmeliaHHOW MOHOKJIOHAJIbHOM,
yeM TIpU MOJUKJIOHAIBHOW KpuorioodyiuHemuu [93, 94].
Ho 30% mnaumeHtoB ¢ xpoHudeckoit HCV-umHbekumeit 6e3
KpUOMIOOYJIMHEMUHU TaKKe UMeloT noBbiteHue BAFFE, Ho ypo-
BEHb 3HAYUTEILHO HUXKE, YeM MPU HAJTUIMKU KPUOTIOOYIMHE-
muu [93]. TTpu HCV-accounupoBaHHOM KPUOTIOOYyIUHEMUNU
CBhIBOPOTOYHBIN ypoBeHb BAFF Bblllle y maliueHTOB ¢ BACKYJIM-
TOM WJIM acCOLIMUPOBAHHON JIMM(MOMOI, 4yeM y MalMeHTOB
¢ OGeccuMnToMHOI KpuornodynuHemueit [94, 95]. Tak, Bbico-
kuii ypoBenb BAFF ormeuancs B 4,6 pasa (95% AU 1,1-18,9)
yaue y nauueHToB ¢ kpuorioOyiunemuein 1 HXJI, yem y na-
LIMEeHTOB 0e3 muMdbom [93].

BAFEF, 00b14HO 3KcnipeccupyeMblii B IUMGOUIHON TKa-
HW, Y TAIUEHTOB C KPUOTJIOOYIMHEMUYECKIUM BaCKYJIUTOM MO-
KeT TIPOMYIIMPOBaThcsl B TiedeHW W Koxke [96]. TMpomykumst
BAFF y aTux nauMeHTOB NepeKpbIBaeT CUTHAJIbI TUOEH, 3aI1y-
LIEHHbIE ayTOAHTUTEHAMM, CBSI3aHHBIMU C B-Kki1eTouHbIM pe-
LIETITOPOM, U TIO3BOJISIET 3TUM ayTOpPeaKTUBHBIM B-kieTkam
BbkUBaTh [89]. BAFF, cuHTe3upoBaHHBI B MEYEHU IpU
HCV-accoumnpoBaHHOM KpUOIOOYJIMHEMUYECKOM BaCKYJIM-
Te, obecrieunBaecT B-KieTouHyo akTHMBalMio B JuMdaruye-
CKUX y371ax, B-kieTouHoe co3peBaHue B ceJe3eHKe U TIa3Mo-
KJIETOYHYIO aKKyMYJISIIAIO B KOCTHOM Mo3re [97].

Takum oOpazom, Tpu ayTOMMMYHHBIX 3a00JI€BaHUSIX
¢ B-kJ1eTOouHOIi TUTIEPaKTUBHOCTHIO aHOMAJTbHAST CTUMYJISIIIVST
B-muMbonMToB M TOBpPEXIEHHBIN HEH30PCKUI MeXaHU3M
YBEJIUYMBAIOT YacTOTy 3JI0Ka4eCTBEHHOU JuMdborpoundepa-
uuu. TpaHchopmaluu CcrocoOCTBYIOT: TMEpPCUCTECHLIUS (ay-
To)aHTUreHa, u3obiTok BAFF, npucyiine tkaneBblie cnieuudu-
yeckue (hpakTophl, HapyleHue T-KJIeTOUHOTro KOHTPOJISI, XpO-
MOCOMHBbIE TPaHCJOKALlUU, MyTallUu He-lg reHoB, TU3peryJsi-
LMS KJIETOYHOTO LMKJIA U YTHETeHUE arornTo3a, MHruoruposa-
HME OIYyXOJIeBBIX CympeccopoB [98].

PazButne numboMBI 3aBUCUT OT MOJIeXalieil 61oao-
MU CYIIECTBYIONIEH TKaHW, JIOKAIbHBIX CTUMYJOB M KOHT-
POJIBHBIX MeXaHU3MOB. Tak, JUMGbOMBI U3 KJIETOK Mapru-
HaJIbHOU 30HBI BO3HWKAIOT B IKTOMMYECKUX JMMOOUTHBIX
donKynax XpoHMYECKOro BocmajieHusi, Takoro kak BII
wi uHbekuuss (HCV, Helicobacter pylori) [99]. U3BecTHO,
yto y nmauueHToB ¢ PA Takxke obOpasyiotcs ['Ll-miogpoGHbie
CTPYKTYpPBI, OTHAKO 3TO HE IPUBOIUT K IUMGbOMareHe3y B CU-
HOBUHU, YTO YKa3bIBAa€T HA Pa3HUILY B OJJIeXallIeil TKAHU, DK-
TOMUYECKUX TUMMPOUTHBIX 00Pa30BAHUIX U JIOKAIBHBIX CTHU-
myiaax. [Ipy akTMBHOM U JUIMTEJBHO cyllecTByoleM PA cu-
HOBUT MOXET COIPOBOXIATbCS AHOMAJIBHOW aKTUBaLUEN
u nnponudepanneit B-xierok (¢ yuerom n3ositka BAFF u Ha-
pymeHust T-kieTouyHol hyHKIIMT), YTO TOBBIIIAET PUCK IS
TeHeTYeCcKUX abeppalnii 1 HEKOHTPOJIUPYEMOI IKCTIaHCUU
B-muMdo1uToB, a Takke pUCK pa3BUTHS B-KIeTOUHBIX KpyTI-
HOKJIETOYHBIX TUM(OM B IPYTUX TKAHSIX, T. €. B IPYTOM MUK-
pookpyxeHuu [98].

B COBOKYIMHOCTH TIPOIIECCOB, OMPEIEIISIONINX Pa3By-
THE 3JI0KaueCTBeHHOI B-xietouHoit numdbonponudepannu
npu B u HCV-accouimupoBaHHOM KpUOTI00yJIMHEMUYE-
CKOM BacCKyJUTEe, UMEETCSl OMpeaeIeHHOE CXOACTBO: MOXO-
KMe PeCTPUKILIUU TeHOB TSKENbIX U JIeTKUX Lierneil Bapua-
6enbHbIX obsacteit Ig (VH1-69 u VLkv325), orpanudeHHas
nnuHa CDR3 Ig, Hammuue P® ¢ mepekpecTHO-pearnpyro-
M WAVNOTUIIOM, BCTPEYAEMOCTh CMEIIaHHOUW KPUOTIO0Y-
JINTHEMUU ¢ MOHOKJIOHATbHBIM P®D (aHOManbHaAs CTUMYIISI-

must P®-skcnpeccupyromux B-kierok), Hanmume B-kie-
TOYHOU MOHOKJIOHAJIBHOCTU B KOCTHOM MO3Te, mepudepu-
yeckoil KpoBu M TKaHsx, u3dbitok BAFF, mnpeobiananue
B TKaHax CD27+ B-kjieTok MapruHajibHOI 30HbI U HapacTa-
HUE YPOBHS 3TUX KJIETOK B KPOBM MPU Pa3BUTUU JTUMODOM,
HaJimyde oOIIMX MEXaHU3MOB M30eraHusi arorirosa: pS3,
bel-2, Fas, ®HO o, NF-«B, t(14; 18). B utore, ntuMbomMbl
kak npu BII, Tak u npu HCV-uHbekuu pazBuBaloTcs
B 'Ll aKcTpaHOAAIBHOTO MTPOUCXOXKASHUS U3 B-KileToK Map-
TrMHaabHOM 30HbI [93, 100—102].

Il. Puck numdom npu pesmarTnyeckux 3aboneBanuax

B3anmocBs3b MeX Iy ayTOMMMYHHBIMU 3200JIeBAHUSIMU,
takumu Kak BIL, CKB, PA u Kprorio0yImHeMUUecKrii Bac-
KyuT, accouunpoBaHHbiii ¢ HCV-uHdekimeli, 1 MOBBIIICH-
HOU 4YacTOTOU pa3BUTHS B-KJIeTOUHBIX TUMGMOUIHBIX OMyX0-
Jieli yCTaHOBJIEHAa MHOTOUYMCIEHHBIMU UcclieioBaHUSIMU. du-
3aiiH OIMyOJMKOBAaHHBIX MCCJIENOBAaHUM paznuyaercd. B ko-
TOPTHBIX OLIGHWBAETCS PUCK Pa3BUTUS JIUMGBOM B TPYIIIIe Ma-
LIMEHTOB C ayTOMMMYHHBIM 3a00J€BaHUEM (Y4acTO MO TOCIH-
TaJIbHBIM PETrMCTpaM) MO OTHOLIEHUIO K PUCKY JUMGbOM B 00-
el nmonyasiuuu (Mo MOMYJISIHUOHHBIM OIYyXOJE€BbIM PETUCT-
pam). MccenoBaHus qu3aiiHa «CJydail—KOHTPOJIb» CpaBHUBA -
10T TPYIITY MAallMeHTOB ¢ JuMdomamu («caydaid») ¢ Tpymnioi
MaleHToB 6e3 TMMGOM («KOHTPOJIb»), YTOOBI OMPENETUTH,
HACKOJIbKO Yallle BCTPeYaeTcsi KaKoe-JIM00 ayTOMMMYHHOE 3a-
OoJieBaHUE B «CITydae», 4eM B «KOHTPOJIe». Beraucisercst oTHO-
meHue mancoB HXJI B rpytmie ¢ ayToMMMyHHBIM 3a00JIeBaHN -
em K 1mancam HXJI B rpyrire 6e3 TakoBOro.

B mertaananuse 20 KOTOpTHBIX HccleqoBaHMU (6 —
¢ CKB, 9 — ¢ PAu 5 — ¢ bBIll) npexncrapieHa yBeJnyeHHas Be-
POSITHOCTb DPa3BUTHUST JUMGMOM MpPU 3TUX 3a00JEBAHUSIX IO
CpaBHEHHUIO ¢ oOI1ei momyasuueii. Hanbosee BbICOKMIT pucK
HXIJI ormeuen mpu BII — 18,8 (95% AW 9,5-37,3), cpen-
Huit — npu CKB — 7,4 (95% AU 3,3—17) u Gosee HU3KUI —
nipu PA — 3,9 (95% AU (2,5-5,9) [103].

[Tpu B puck pa3Butus auMdoM MpeBhIIIacT 00IIeno-
MyJISIMMOHHbINA B 6—44 pa3a (cm. Tabiuiry) [104—111]. B onHom
U3 HEMHOTOUYUCIEHHBIX WCCIEeIOBAaHUN AW3aliHa «CIy-
yaii—KoHTpob» (1321 ciayvait HXJI) BeposiTHOCTh pa3BUTHUS
HXJI npu BII 6b11a yBennuena no 13 pa3 [111]. B kpynHoMm
MPOCIEKTUBHOM KOTOPTHOM HcciiefoBaHUM U3 507 GOJIbHBIX
BIII, B xoTopom ycTaHoBieH 15,6-kpatHbrit puck HXJI, otme-
YyeHa CBsI3b BEJIMYMHBI pucka ¢ muTenbHocTbio B [110].

XoTs M3HaYaJabHO ObUT MPEICTaBIeH OAUHAKOBBIIA OTHO-
CUTEJIbHBIA PUCK Pa3BUTUS 3JI0KAYECTBEHHBIX JUMGMOM MpuU
BI1I (44,4) u mpu cunapome lllerpeHa B couetanuu ¢ PA (42,9)
[106], mocnenyomire coobIIeHUsT Kacaauch B ocHoBHOM HXJI,
ocnoxHsomux uMeHHo BII [112—117]. B wuccrnemoBanum
M. Kauppi 1 coaBT., B KOTOpO€ ObLIM BKIIOYEHBI 676 GOIbHBIX
BI n 709 manimenTtoB ¢ cunapomom Lllerpena, puck numdom
okaszajcg Beime ipu BII — 8,7 (95% AU 4,3—15), yem npu
cunapome Illerpena — 4,5 (95% AN 1,5—11) [104].

Puck pazsutust HXJI mpu CKB npeacrasieH B Tadnuie
[105, 118—126]. B KpymHOM aMepHMKaHCKOM HWCCIIeIOBaHUM
Nu3aiiHa «CcIy4yall—KOHTPOJIb» Y MHTEPHALMOHAIBHOM MHOTO-
LIEHTPOBOM KOTOPTHOM MCCJIeIOBaHMM, BKJIovaroniem 9547
nauveHToB ¢ CKB u3 23 ximHuyeckux neHTpoB KaHanbl,
Awmepuku, CeBepHoit EBponibl u Kopeu, co cpenHeii nureb-
HOCTbBIO HAOIOAEHUS § JIET, HAOII01aTI0Ch 4-KpaTHOE TIOBbIIIIE-
Hue pucka HXJI no cpaBHeHMIO ¢ 00111e# Tonyasguueii. Meau-
aHa mteabHoct CKB mo ycraHoBneHust nuarto3a HXJI Ob1-
nadroma 111, 119].
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Onucanbl Tpu ciayyast HXJT (1,4%), nBa ciaydast XpoHU-
yecKoro JuMdoieiiko3a 1 ogHa JuMdboMa U3 MalbIX JTUMGO-
UTOB Yy 218 BEHrepCKMX MAllMEHTOB ¢ CUCTEMHOM CKJIepOIep-
Mueit 3a mepuon 13-netHero HabGmomeHwus [127]. M3BectHO
CKaHIMHABCKOE MCCIIeIOBaHNe MU3aifHa «CITy9aii—KOHTPOJb»,
B KOTOPOM TTOKa3aH ABYKPATHBIM PUCK JIUM(OM Y MalleHTOB
CO CKJIEpOJIEpMHMEIi, OTHAKO 3TOT PUCK HE IMOBBINIAJICS 3HAYM-
MO B TeueHue 4 jiet HaOmoneHus [ 128].

B mpyrux my6aukanuysx He cooOlIaeTcsl o0 yBeJIUYEHUU
pucka HXJI. Kak B CIHIA cpenu 538 GOJIbHBIX CHUCTEMHOM
CKJIepoJiepMueii, TaK U B ABCTpajiuu B rpymnrie u3 441 nauueH-
ta, puck HXJI B 01HOM M TeMaToJIOrM4ecKnx OIyxoJeil B 1ie-
JIOM — B Apyrom ucciemoBaHuu cocraBun 1,2 (95% AU
0,1—4,3) [129, 130]. B xpymHeiiiieMm MHOTOLIEHTPOBOM HMCCIIe-
IOBaHUU PUCK JMMOOM TIpu ckiaepomepmuu coctaBui 0,7
(95% O 0,2—2,4) [131].

JlepMaTOMMO3UT U TIOJTMMUO3UT CYNUTAIOTCS ITapaHeoria-
CTUYECKUMU COCTOSTHUSIMM, TaK KaK 3a4acTylo TuarHo3 B-kire-
TOYHOI OITyXOJIM CTaBUTCS TPAKTUISCKU OTHOBPEMEHHO
[132—135]. I[1pu gepmaTo- WK MOJMMUO3UTE UMEIOTCS yKa3a-
HUs Ha yBenmueHue pucka HXJI B 2—4 pasa [133, 136] uu ot-
cyrcTBue TakoBoro [137]. OagHako B KpYITHENIIEM U3 3TUX UC-
caepoBanuii (1500 maureHTOB ¢ MMO3UTOM) HE ObLJIO CTATHU-
CTUYECKU 3HAYMMOTO TMOBBILLIEHUST pUCKa TOC/Ie TIEPBOTO Toia

BeHMs TUMGOM U3 KJIETOK MapruHaibHoit 30HbI (OLL 28; 95%
U 4,4—176); npeBaaupoBaiu JUM(GOMBI 3KCTPAaHOIAIBHON
(O 13; 95% AN 2,5—63), 1o cpaBHeHHUIO ¢ HopabHOI (OLT
4,8;95% AW 1,0—24) nokanuzamueii. Pexe BcTpeyaanch JIMM-
domnasmounTonaHbele uMdomsl ipu PA (OL 2,5; 95% AU
1,2—5,4), a npu BIII — B-kiieTounsie KpynHokiieTouHble (OLL
11;95% AN 2,1-58) [105].

B kpynneitiem uccinenoanuu 30 000 cyobekToB U3 12
crpad EBpornbl, CeBepHOit AMEpUKU U ABCTPaJIMU MPOJESMOH-
CTPUPOBAHA acCOLMALIMSI AyTOUMMYHHBIX 3a00JieBaHUI C OM-
penenaeHHbIMU TUnaMu auMdom. Tak, npu BII B OGonbiieit
CTETeHM 0Ka3aJicsl YBETMYEeH PUCK TUM(POM MapruHaIbHOM 30-
uel (OP 30,6; 95% AW 12,3—76,1), npeuMyIleCTBEHHO JIOKA-
JIM3YIONIMXCSI B OKOJIOYIIHBIX CJIOHHBIX keJie3ax (OP 258; 95%
AU 78—854) numpom MALT-tuma (OP 996; 95% AU
216—4569). B-KJIeTOUHbIE KPYMTHOKJIETOUHBIC W (DOJUTUKYIISIP-
HbIe TnMboMbI Habmoganmuch pexe (OP 8,9;95% AU 3,8—20,7
u OP 3,9; 95% AN 1,4—11 cooTBeTCTBEeHHO). PHcK mist HO-
nMaJbHOTO TopaxeHus coctaBwi 5,4 (95% AW 2,2—13,7),
IUTST KCTPAHOMATBHOTO BHE OKOJIOYIIHBIX Xene3 — 5,1 (95%
AN 1,5-16,8). OTMe4eHO MOBBIIIEHUE BEPOSITHOCTH BOHMUK-
HOBeHUsI TUMdOM npu yBeandeHuu paureabHocty BII — ¢ 2,8
(95% AU 0,6—14,2) no 6,4 (95% AU 1,4—28,6) pasa ripu naB-
HocTU 3abosieBaHUsI MeHee 5 1 6ojiee 10 J1eT COOTBETCTBEHHO.

HaoOmoneHus [133].

CormacHo pesyabrataM  psa
KPYIHBIX MCCICIOBaHWI, MallMECHTH
¢ PA umeror 6osee BbICOKUIA PUCK pa3-
BUTUS JUMMOM, 4eM MpeaCcTaBUTEIN
obuieit nomyasiuuu (cM. Tadauny) [104,
105, 111, 138—143]. MeTtaaHanu3s, mpo-
BeleHHBIN A. Smitten 1 coaBT., Moka3aj
BIIBOE OOJIBIIIYIO BEPOSITHOCTb JUMGO-
WIHBIX OIyXOJei Mpu 3TOM 3aboJjieBa-
Huu: OP (oTHOocUTeNbHBIN puck) 2,1;
95% AW 1,8—2,4 [144]. Cpennsisi aiu-
TEJIbHOCTh TeueHUs1 PA 10 nuarHocTuku
mumdom cocraBuna 15—20 jer [105,
145, 146].

B ony6iaMkoBaHHOM CKaHIMHAB-
CKOM WCCJIEMOBAaHUM NM3aifHa «CITy-
4ali—KOHTPOJIb», OCHOBAHHOM Ha aHa-
JIM3e 3HAYMTEIBHOTO KOJIMYeCTBa 6O0JIb-
Hbix ¢ HXJI (3055 cayyaeB), olieHeHa
B3aMMOCBSI3b ¢ ayTOMMMYHHBIMM 3200-
JIEBaHUSIMU, MPOAHAIM3UPOBAHbBI THUIIbI
acCcoOUMUpOBaHHBIX JuMdoM. BeposT-
Hocth HXJI Obuia yBenuueHa npu PA
B 1,5 pasza (95% OU 1,1-1,9),
npu BII — B 6,1 (95% AU 1,4-27),
a npu CKB — B 4,6 pasza (95% U
1,0—22). ¥V 6ombHbIX ¢ PA prick Bo3pac-
TaJI TT0 Mepe YBeTUICHUS ITUTeTbHOCTH
3aboseBanus: ¢ 1,1 (95% AU 0,5-2.4)
o 1,6 (95% AU 1,0—2,5) npu mipomos-
xutenbHocTH PA cBbiiie S jiet. [1pu PA
u CKB mnpeobGnaganu B-kiieTouHble
KpYIHoKJeTouHble TuMbombl: OLL (oT-
HOIIIEHME IIIaHCOB) OBLIO YBEIUYEHO
B 1,8 (95% AU 1,2-2,6) u B 6,2 (95%

ABTOp HCClIeIOBAHMS,
TO/1, CTPaHa

Bonesup Ilerpena

Kassan, 1978, CILIA
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Smedby, 2006, lanus u LlBemms
Tavani, 2000, Utanus
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Kauppi, 1997, OunnsHnus
Hemminki, 2008, [Isewmus
Mellemkjaer, 1996, [lanus
Hakulinen, 1985, ®uHisHaus
Zintzaras, 2005, MHOTOHAILIMOHATIBHOE

OyeHKka pucka Hex00NCKUHCKUX AUMPOM

Tun YcTaHOBIEHHBIH PHCK
HCCJIeI0BAHUS OIII/OP (95% A1)
KoroptHoe 44,4 (16,7—118,4)

33,3 (17,3—64)
15,6 (7,8—27.9)
14,4 (4,7—44,7)

» 13 (2,7—38)

City4ail—KOHTPOJIb 13 (1,7—100)
KoroprHoe 8,7 (4,3—16)

Ciyyaii—KOHTpOJIb 6,1 (1,4—27)
Mertaananu3 18,8 (9,5—37,3)
KoroprHoe 44,4 (11,9—111)

» 10 (0,3—55,7)
Ciygail—KOHTpPOJIb 8,4 (1,6—45)
KoroprHoe 7 (1,9—18)
» 5,4 (1,1—15,7)
» 5,2 (2,2—10,3)
Cnyyail—KOHTpOJIb 4,6 (1—22)
» 4,2 (1,2—15)
KoroptHoe 3,6 (2,6—4.,9)
» 3,5(0,4—12,5)
» 2,9 (2—4)
Metaananus 7,4 (3,3—17)
Ciry4ail—KOHTPOJIb 1,3 (0,8—2,1)
» 1,5 (1,1—1,9)
» 1,7 (0,9—3,4)
KoroptHoe 1,9 (1,7—2,1)
» 1,9 (1,3—2,6)
» 2,2 (1,5-3,1)
» 2,3(2,1-2,4)
» 2,4 (1,9-2,9)
» 2,8 (2,0—3,9)
Metaananus 3,9 (2,5-5,9)

AN 1,0-37) pasa COOTBETCTBEHHO.
A nipu BIL HaubGosee cyiiecTBeHHO ObI-
Jla yBeJIM4eHa BEPOSTHOCTh BO3HUKHO-

IIpumeunanue. Ol — otHoIeHue maHcoB, OP — oTHOcUTeNbHBIN puck, AW — noBepuTeb-
HBIIA MTHTEepBaJ.
|
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[Tpu CKB puck HXJI 6511 601bIIMM ITPU KOPOTKOIL (2—5 s1eT)
nponoJokutesibHoctu 6osesnu (OP 14,6; 95% OU 1,9—115),
yeM npu Oostee mnrenbHoi (cBoime 10 1er — OP 1,9; 95% AU
1-3,6). Cpenu B-knetounbix tuMdornponudepatuBHbIX 3a00-
JIEBAaHUI BCTPEYaTUCh JTUMGOMBI U3 KJIETOK MaprMHAIBHON
3oHBI (OP 7,5; 95% AW 3,4—16,7), muddy3HbIe KPYITHOKIIC-
tounsie (OP 2,7; 95% AN 1,5-5,1), domnmukynaspusie (OP
1,74 95% O 0,8—3,7) [131].

Yro kacaercs Tumos JumdoM rpu PA, To ncciienoBaHust
U CepUM CIIyyaeB acCOLIMMPOBAHHBIX JUM(MOM yKa3bIBalOT Ha
YBEJIMUEHHOE COOTHOLIEHWE B-KIeTOYHBIX KPYMTHOKJIETOUHBIX
JnuM(pOM, I0JIs1 KOTOPBIX cocTaBisier or 50 mo 67% [145—151].
YcTaHOBIIEHO, UTO PUCK pa3BUTHUS 3TOTO ThMa TuMdom rmpu PA
MOXeT ObITh yBeamueH a0 1,8 pasa (95% AU 1,2—2,6) [105].
Yare HabTI0Ma10TCS HOMAbHBIC TUMMOMBI [145].

N3BecTHO, uTO MOCTE mmuTensHoTo (0Kosto 20 JieT) Tede-
Hust PA y yacti OOJIbHBIX MOXKET BBISIBISTHCS T-KJIE€TOUHBIN
JIeiKOo3 U3 OOJbIIUX TPaHYJSIpHBIX JuMdoruToB [152—154].
Hannas acconmanyst otMedeHa y 25—30% OGONBHBIX C JIEKO-
30M aToro tumna [155—159].

CyuiecTByeT KJIMHMYECKUI TMEepeKpecT MEXIy CHUHIPO-
MoM Dentu u PA B coueTaHnM € IEIKO30M, B KOTOPOM OITyXO-
JIeBbI€ KJIETKM MTPeICTaBACHbI OOJbIIMMU IPAHYISIPHBIMU JTUM-
doumtamu. beutn mpoaHaaTM3MpoBaHbl PEHOTUTTMYECKUE U Te-
HOTUMHUYECKNE OCOOCHHOCTH JTUMQOIIUTOB Y OOJbHBIX C CUH-
npomoM DenTH U JeiKO30M U3 OOJIBIINX I'PAHYISIPHBIX JTUM-
(ouutos. KitoHanbHas peappaHXUpOBKa T'€HOB (- U y-Lemnen
T-kinerouHoro perenTopa OOHapyeHa TOJIBKO Y OOJBHBIX
¢ Jeiiko3oM, Torma Kak mpu cuHapoMoM ety BBISBIIsIIACH
TTOJIMKJIOHAJIbHAST 9KCITAHCHS OOJIBIINUX TPAHYJISIPHBIX JTUMdO-
uutoB [160].

Jleiiko3 u3 OOJIbILIMX IpaHyJSIPHBIX JUMQOLIMTOB KJlac-
cuduLmpyetcst Ha aBa 6osbiux Tvmna: CD3+, KoTopblit nipes-
CTaBJIeH aKTUBMPOBAHHBIMU LIUTOTOKCUUECKUMU T-KIIeTKamMu,
u CD3-, u3 HarypanbHbix kuuiepoB (HK-kietok), koTopeie
OIOCPENYIOT IIUTOTOKCUYHOCTb, HE CBSI3aHHYIO C TJIaBHBIM
KOMIIJIEKCOM THCTOCOBMECTMMOCTH. B HacTosiee Bpems
B Kiaccudukauuu auMdbonpoandepaTuBHbIX 3a00J1eBaHUIA
BO3 3HausiTca T-KJIETOUHBIN JIEWKO3 M3 OOJBLINX IPAHYJISIP-
HBIX JTUMQOLNUTOB U arpeccuBHBIN HK-KiteTouHbBI JIeliKO3
[161].

YTOOBI yCTAHOBUTH TUATHO3 JIEHK03a 13 OOJIBIINX TPaHy-
JIAPHBIX JTUMMOIMTOB, HEOOXOIUMO TOKa3aTh KIOHAJIbHOCTD
npojudepann CD8+ T-kiaeToK (Ha OCHOBAaHUM peappaHKu-
poBku reHoB T-kjeTouHoro perentopa metoaom ITLP (uyBct-
ButenbHOCTh 70—80%) wnu Cay3epH-O0JIOTTHHI-TUOpUIN3a-
umu (Southern blot), KoTopasi UMeeT MEHbIIIE JTOKHBIX PE3yJIb-
taToB [156]. B GonbuinHcTBe ciaydaeB T-KIETOYHOTO JieiiKo3a
TpencTaBieHa KJIOHAJIbHAsl peappaHxkupoBka o/f-uenu T-
KJIETOYHOTO PeLenTOopa, OMHAKO OIMMCAHBI MALIMEHTHI C PecT-
pukiuei y/d6-uenu [162, 163].

Xopouo usBecTHO, yto npu B Hamnuue Backynuta
BCJIEICTBUE CMEIIaHHOW MOHOKJIOHATBHOM KPUOTIOOYJIHE-
MuM (ITyprypa, si3Bbl ToJieHel, reprudepuieckast Heliporarus,
TMIIOKOMIUTEMEHTEMMUST), a TAKXKE MOHOKJIOHAJIbHBIX Ig B ChIBO-
pPOTKE KPOBU M/WIM UX JIETKMX LIEeNeil B Moye 3HAYMMO TOBbI-
1IaeT BepOSITHOCTh pa3BuTus JumMdoM. Kpome Toro, Mmaccus-
HOE YBEJIMYEHUE OKOJIOYIIHBIX CIIOHHBIX Xee3 Yy OOJbHBIX
B sasnsgercss yetkum npenukropoM MALT-numbpom [110,
113, 115, 164—167].

Psn my6nmkanuyii mpencTaBisIioT TaHHbIE, YKa3bIBAIOIINE
Ha TO, YTO BBICOKAsI U IJTUTEIbHO COXPaHSIIOIAsICS aKTUBHOCTh
PA MoxeT SIBIATbCS 3HAYMMBIM (PAKTOPOM PHUCKA Pa3BUTHS

mumbom [105, 151]. E. Baecklund u coaBT. B McciienoBaHUM
«CITy9aii—KOHTPOJb» TTAalMeHTOB ¢ PA moka3zanu, 4ro Bocianm-
TeJIbHAsl aKTUBHOCTh aCCOIMUPOBAHA C YBEJTMUEHHBIM PUCKOM
pazButust tuMbom. Tak, MalMEeHTHI ¢ BBICOKON BOCIIAIUTETh-
HOI aKTUBHOCTBIO UMEJIM BEPOSITHOCTD JIMMGOM B 25 pa3 00.1b-
e, 9eM MalueHThl ¢ HU3KOW akTMBHOCTHIO [168]. B mpyrom
IIBEJICKOM MCCIIEIOBAHUY AM3aiiHa «CITydaii—KOHTPOJIb» MO~
TBEPIMIN B3aUMOCBSI3b MEX/Y BOCITAIUTENbHONM aKTUBHOCTBIO
u puckoM yumdomM npu PA. TTo cpaBHeHUIO ¢ MUHUMAaTbHOM
yMepeHHasl aKTUBHOCTh 3abosieBaHMsI ObLla accoluMupoBaHa
¢ 8-kpatHbiM (95% AU 4,8—12,3), a BbICOKast CTEIIEHb aKTHUB-
Hoctu PA — ¢ 70-kpathbim (95% AW 24,1—-211,4) noBbliieHU-
eM pucka Jumdom [146]. F. Wolfe 1 coaBT. onmy0IMKoBaIu mo-
NOOHbIE TaHHBIE, IEMOHCTPUPYIOIINE B3aMMOCBSI3b BETMUMHBI
COD u BeposgTHOCTU pazButus JuMdoMm. C yBeIMYeHUEM
COD 1o 40 mm/u puck aumdom Bo3spactan a0 9,2 (95% AN
2,0—42,7) [169].

Puck numdom npu PA BapbupyeT B 3aBUCUMOCTU OT e~
TEPOreHHOCTH OILICHWBAeMBbIX TMallMeHTOB. [lammeHTsl ¢ PA,
He HyXXJalol1ecs B Tepanuu (TOJIbKO JOKaJIbHOE UCTIONIb30Ba-
HUE TIIOKOKOPTUKOUIOB UM HEPETYJISIPHOE MPUMEHEHNE He-
CTepOUIHBIX MPOTUBOBOCIAIUTENbHBIX MPENapaToB), HE UMe-
JIM TIOBbILIeHUsI pucka Jumdpom — 1,0 (95% AU 0,6—1,6), Tor-
Jla KaK y CTaHAAPTHO JICUEHHBIX OOJIbHBIX PUCK PA3BUTHUS JTUM-
dom Bozpactan Ha 80% (95% AU 1,3—2,5). [TomoGHOE COOTHO-
meHre HaOII0NAIoCh U IS OOJIbHBIX, JICYEHHBIX aMOyIaTop-
HO, ¥ JIUIS1 ¥ TpeOOBaBIINX CTAlMOHAPHOrO JeueHus — 2,8 (95%
AN 1,5-5,1) [105].

Cynst Io UMeoIIMMCST TyOJIUKALMSIM, He TTPOCIeKnBa-
€TCsI B3aMMOCBSI3b MEXIY MCIOJIb30BAaHMEM IIUTOCTaTHUYC-
ckux npenapatoB npu bILI u CKB u yBennyeHrneM BeposITHO-
cTM BbIBIIeHUs numdom [105, 107, 113, 125, 126, 131,
170—175]. CyuiecTByloT pabOThl, B KOTOPBIX MMOKAa3aHO, YTO
JledeHUue METOTPEKCAaTOM WJIM a3aTUOMPUHOM MOXKET YBEIM-
YUBaTh 4acTOTY pa3BuTus JuMmdom mpu PA [146, 176—178].
W3zBecTtHBl omucaHust JuMdonponndepaTuBHBIX 3a0oJeBa-
HUI, 9aCTO acCOIMUPOBAHHBIX C BUpYycoM DminTeitHa—bapp
(30—50%), kotopsie pazBuBatoTcs ipu PA Ha dhoHe Tepanuu
METOTPEKCATOM M MOTYT CITOHTAaHHO PerpeccupoBaTh TOCIe
oTMeHbI Tipernapara [179—182]. Tem He MeHee B KPYITHBIX UC-
CJIeIOBAHUSIX HET TOKa3aTeIbCTB, YTO METOTPEKCAT KaK TaKo-
BOI CITOCOOCTBYET pa3BUTHIO JTUM®OM y 60bHBIX PA [146,
147, 168, 180]. KpyrHble KOTOPTHBIE MCCISTOBAaHMUS HE BBI-
SIBUJIM TMOBBILIEHUS pUCKa TUMGbOM MPU UCTOIb30BAHUU UH-
rubutropos ®HO, mo cpaBHEHHUIO CO CTaHAAPTHBIMU 0O-
JIe3Hb-MOIUMDUUUPYIOIUMU TIperapaTaMu, MPUMEHSIeMbIMU
st neyennst PA [183—186].

Pacnipoctpanennocts HCV y maumentoB ¢ B-HXJI
BBIIIE, YeM B OOIIEl TTOMYJISIIIUY U CPEIU IPYTUX 37T0KaUYecT-
BEHHBIX TeMaTroJiornueckux saboseBaHuii. Tak, B CLIA
HCV-antutena nu6o PHK B cbiBopoTKe onpesaeieHbl y 2%
(8/464) mauuenros ¢ HXJI, mpu 3TOM PUCK acCoLUalUU
HCV ¢ B-knetounbiMu tuMdomamMu Bbilie B 2 pasza (95%
W 0,6—8,2) [187]. B Mtanuu B KPYIMMHOM MHOTOLIEHTPOBOM
HCCIIEIOBAHUHN «CJIy4aii—KOHTPOJIb» OIleHMBAJach accolua-
uust HCV (anturena nu6o PHK B ceiBopoTke) u B-HXJI.
IMauueHTtsl ¢ B-kjaeTrouHbiMu JuMpoOMaMu ObUIM MHGULIM-
poBaHbl B 17,5% cayvaes, wiu B 3,1 (95% AU 1,8—5,2) paza
vaiie, yem 6e3 tumdbom (5,6%) [188]. 22% (35/157) urainb-
aHckux nauueHToB ¢ B-HXJI umenun HCV-anturena, uro
66110 monTBepxkaeHo HannuueM HCV PHK B MoHOHYKITEap-
HBIX KJIeTKax TNepudepuieckoil KpoBU M IMATOJOTUUECKUX
TKaHgx [189].
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Meraananus, ormyoaukoBaHHbIN B 2003 1. J. Gisbert u co-
aBT., TOKa3aj, 4To pacmpoctpaHeHHOCTh HCV-mHbpekmu
cpenu B-HXIJT cocrapnsier 15% [190], a MeTaaHayiu3, npoBe-
nenubiit B 2004 . K. Matsuo 1 coaBT., yCTAaHOBUJI TIOBBIIIIEHUE
pucka B-HXJI cpenn HCV-n03UTHBHBIX NTALIUEHTOB MO OTHO-
mwennto K HCV-neraruBHbeiM B 5,7 pasza (95% OU 4,1-7,9)
[191].

OmnpenesieHHbIE TUCTOJIOTMYSCKHUE THUIIbI JIUMGOM Ham-
bosiee yacto accouuupoBaHbl ¢ HCV-uHdekuueit: HU3KOM
CTEINEeHM 3JI0KaYeCTBEHHOCTH Yallle, YeM Bbicokoii [189, 192].
Tak, B Utanuu HCV-nosutuBHbIMU (JINOO aHTUTENA, JTUOO
PHK B ceiBopoTke) 66111 31% ciiydaeB TMM(OIUIa3MOLIUTOMUI -
HbIX JuMboMm, 27% numdoM MapruHanibHOU 30HbI, 19% B-
KJIETOUYHBIX KPYIMTHOKJICTOUYHbBIX, 14% GOUTUKYISIPHBIX JTHM-
dom, 12% MALT-numbom [189]. B CIIA puck Hamuuus
HCV-undekiuu 6611 yBenuueH B 4,1 pasa (95% AU 0,8—19,4)
npu GoTUKYISIpHEIX JuMmbomax u B 2,5 paza (95% AU
0,1-22,7) pu B-KJ1€TOYHBIX KPYMHOKJIETOYHBIX JHUMbOMax
[187]. HCV-anturena ooHapyxkuBaauch y 60 u3 172 (35%) na-
LIMEHTOB ¢ BHexenynouHeiMu MALT-nmumbomamu. HCV-no-
3uTUBHBIMU ObLTH 47 % (15 13 32) manuentoB ¢ MALT-nmumdo-
MaMM CIIIOHHBIX XeJie3 U 36% (9 u3 25) ¢ MALT-1mumbomamu
obaactu opout [193].

Yacrota pazButus B-kiaeTouHbIX TUMboOIpoaudepaTB-
HBIX 3ab6oneBanuii mpu HCV-acconmmpoBaHHOM KpUOTIOOY-
JIMTHEMWY BapbUPYET B PA3HBIX UCCIETOBAHUSIX, YTO MOXKET OT-
paXaThb 3aBUCUMOCTD OT HAIMYUS UJTU OTCYTCTBUST peBMaTAIE-
CKOTO 3a00JIeBaHUS, TUTIA KPUOTJIOOYIMHEMHUH, OITMOOK KJtac-
cudukamm, o6yCIOBICHHBIX PACCMOTPEHNEM B TO KaTero-
pUU TIEPBUIHBIX B-K1eTOUHBIX TUMGBOM CO BTOPUIHO Pa3BUB-
1Ieiicsl KpUOrIO0yIMHEMUEH.

B nccnenmoanum O. Trejo u coaBT., BKiItoyaiomeM 607
MalMEeHTOB ¢ KPUOTTOOYyIMHEMUEN, TUTT KOTOPOIl OTIpenesii-
csl TObKO B 9 ciyuasx [4 — moHoknoHanbHas | tuna (3 —
IgMk, 1 — IgGk), 5 — II tuma (IgMk+IgG), y 27 (5%) oGHa-
pYKeHbI TeMaToJIOrMYeCcKre Heolula3uu, BKodas 24 (89%)
B-xnerounsix numdonponudepatuBHbIx 3ab01eBaHus (mpe-
obnamanu HXJI — 18). Ilpu atom B 78% ciryuaeB Habioma-
JIOCh COUYEeTaHWE KPUOTIOOYIUHEMUU U TeMaTOJIOTUIECKOTO
3abosieBanust. 3 27 6onbHbIX 14 (52%) 6611 HCV-1103uTHB-
HbIMU, 1 Y 12 (44%) ObLIN KIMHUYECKKE TIPOSIBJICHUSI KPUO-
BacKyJIuTa — TOpaxkeHWe KOXHU, rneprudepruieckoil HepBHOM
cucTeMbl, mouek, cycraBoB. M3 18 HXJI, pa3BuBiuxcs
y OOJIBHBIX C KPUOTJIOO0YIMHEMHUEH, B OONBIIMHCTBE ClyyaeB
(56%) nipucyTCTBOBAJIO ayTOMMMYHHOE 3ab0s1eBaHKMe (Haubo-
nee yacto — 28% — cuHapoM u 6ose3Hb lllerpeHa, a Takxke
CKB — 17%, PA — 6%). Yaiue BcTpevyanuch auddy3Hbie
KPYITHOKJIeTOuYHbIe B-kitetounbie numbombl (44%), mumdo-
MbI U3 Mabix JUMGOUUTOB (22%) U 1UMGOMBI U3 KIETOK
mantuu (17%). HonanbHoe nmopaxenue obuto y 61%, I1-1V
craaust mo Ann Arbor —y 50% [194].

B omHOM mTanbsiHCKOM MccienoBaHuM 3 31 marmeHTa
CO CMEIIaHHOW MOHOKJIOHAJIbHOW KpUOTJI00yJIMHEMUEH, KO-
TOpbIe UMEJIN MyPITypy U 9acTh — cHUKeHue C4-KOMITOHEHTa
koMIuieMeHTa, 84% 6w HCV-nndunmposansl. Y 39% onu-
coiBasioch pazButue B-HXJI. YuutbiBas, 4To B OOJBIIMHCTBE
ciydaeB (29%) nMarHo3 CMelIaHHO MOHOKJIOHAIBHOM KPUOTJIO-
OyauHemMun U B-xierouHoro numdonponudepaTuBHOTO 3a-
0oJieBaHUsI CTaBWICS OAHOMOMEHTHO Ha OCHOBAaHUM MOHO-
KJIOHAJIbHOM JTUM(OIIa3MOLUMTAPHON MHMUIBTPALIUM KOCT-
Horo Mosra (>50%), He sicHO, ObUIa JIM 3Ta KPUOTJIOOYIMHE-
MU BTOPUYHOW 1O OTHOIIEHWIO K B-xjerouHoil omyxomwu.
Kpowme Toro, B paboTe He mpuBeneHa HaIexaias Bepruduka-

uust TuMGoM ¢ TopaxkeHueM JTUMGpaTUIeCKUX Y3JI0B WU ce-
ne3eHku [195].

M3 210 maureHToB cO CMEIIaHHOM KPUOTI00Y TMHEMUIA
(cootnomenue II/T1T tun 1,7), B 92% accoumupoBaHHOM
¢ HCV-undexkuueit, B cpenHem uepe3 9 yier HaOIOASHUS
y 7,6% 3abosieBaHMe OCIOXHUIOCh B-KieTouHOI TMMGBOMOIA.
Yame nuarHoctupoBaiuchk nuddysHbie B-KpynmHOKIETOUHbIE
numbombl (31%), MapruHaabHOI 30HbBI (25%) 1 MuMmdorLIas3-
MoruuToraHbie TumMdombl (19%) [196].

M3 79 nmauumeHTOB ¢ 3CCeHLUMATbHOU KPUOTJIOOYIMHE-
mueil y 11% pasBunuch tumbonpoandepaTuBHbie 3a00J1eBa-
Hus [197].

B xpynmHOM MHOTOLIEHTPOBOM WTATbSHCKOM HUCCIEI0-
BaHMM, BKIovatomeMm 1255 maumenroB ¢ HCV-accouuupo-
BaHHOUW CMeNIaHHOW KpPUOTJIOO0yJIMHEMUEell, ycTaHOBIEH
B 35 pa3 Gosbiuuii puck passutuss HXJI, yem obiuienomnyns-
LMOHHBIA. 93% nauMeHTOB, Y KOTOPbIX pasBuinch HXII,
umenu Il tun kpuornodynuHemuu. Berpeuaemocts HXIJI
BapbupoBaia ot 2 10 11% B pa3nuuHbIX LIeHTpax. JJo ycTaHo-
BieHus nuarto3a HXJI mpoxomwio B cpenHeM 6 jet (oT 1 ro-
na 1o 24 ner). HXJI npeumyiectBeHHo (65%) Oblin Hearpec-
cUBHOTO TeueHus [198].

Hwuskoii crerneHu 3J10KAYeCTBEHHOCTU JUMpOIIa3Mo-
nuTtouaHas guMdoma (MMMYHOIIMTOMA) HauboJiee 4YacTo
Bcrpevaercs mpu HCV-cBsa3anHoO# KpuorioOyTuHeMUN, TOTaa
kak npu HCV-uHbekummn 6e3 KpuoraooyanHeMun — JUMQO-
Ma MapTrUHAJIBHOW 30HB W GOUIMKYIsIpHas JauMmdoma
[199-201].

ITpu HCV-accouuupoBaHHOM KpUOTIOOYJIMHEMUHN TTpe-
obJafanu aKcTpaHoaa bHbie (66%) TMMGOMBI C TTOpakeHUEM
TeYeHU, CeJIe3eHKU, CIIOHHBIX Xelle3, B-KiIeTouHble KpyImHO-
kyeTouHble (66%), Toraa kak TuMbOMbl MaprUHATbHON 30HBI
coctaBuiu 14%, a numdoriasmoruTouaHbeie — 6%, npeumy-
mectBeHHO IV ctaguu mo Ann Arbor [202].

YV 133 mauMeHTOB CO CMEILIAHHOM KPUOTI00yJIMHEeEMUEe
(72% — 11 tun) 6e3 HCV-uHdeximm, KOTopble BKIIOUEHBI
B UCCJIeIOBAaHNE, KPUOTIOOYIMHEMMUSI acCOIIMUPOBAaach C 3a-
0O0JIeBaHUSIMU COCIMHUTETbHON TKaHU (34%), remMaToiornye-
ckumu 3aboseBanusimu (26%), undekuusmu (13%) u B 27%
ciyyaeB Obuta acceHuuasnbHoil. B-HXJI nuarHoctupoBaHbl
y 22% (29 u3 133) mauueHToB. 90% u3 Hux umenau I1 Tun
KkpuontooynmuHemMun. [1peobiagalomiMu TUCTOJTOTMUECKUMU
TUNAMU SIBJISUTMCH JTUMGoIIa3MoLuTonaHas tuMdoma (62%)
u JuMmboMa M3 KJIETOK MapruHajabHOM 30HBI (28%). Yame
BcTpevasioch HomaibHoe (59%), yeM akcTpaHonanbHoe (14%)
nopaxeHnue. [IpeBaaupoBano nucCeMUHUPOBAHHOE TMOpaxe-
nue — III-1V cranuu no kinaccupukauuu Ann Arbor —y 62%
[203].

WMHTrepecHO, 4TO 4YacToTa BBISIBICHUS] B-KIeTOYHBIX
MG OM TIPU CMETIaHHOW MOHOKJIOHATTbHOU KPUOTIIOOYTUHE -
MUU, COCTaBJISIIONIAs B LIEJOM OKOJo 7%, B couetanuu ¢ BIII
BospactaeT 10 33—50% [165, 167, 204].

Y4uThIBasI, 4TO MPU TAaKMX PEBMATUIECKUX 3a00JIeBAHN -
sx, Kak BIL, CKB, PA, kpuorio0yinmHeMu4yecKuil BACKYJIUT —
U 3CCeHLMANIbHBIN, U accouuupoBaHHblil ¢ HCV-undexim-
eit, — oTMevaloTcsl B-kieTouHast runmepakTMBHOCTD U BBICOKAsI
BEPOSITHOCTb pa3BUTUs B-KjeTOUuHBIX JUM@POM, OOJbHBIE
C 3TUMU 3a00JIeBaHUSIMU TPEOYIOT BHUMATEIbHOM OLEHKY IS
BO3MOXHO paHHE}l AMarHOCTUKHU 3JI0KAYECTBEHHOTO JMUMdO-
nponudepaTiBHOTO TMpoluecca. Mcmoab3oBaHWEe WMMYHOCY-
TPECCUBHOTO JIEUEHNsI, TIOAABJIsTIoNIero B-kiietounyio runepak-
TUBHOCTB, MOXET TipeqoTBpamars passutue HXJI, uro moka-
3aHo npu bLI.
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