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Research of function of vitamin D on immune system has been studying since the study revealed
that vitamin D receptor is expressed on the surface of the immune cells. 1,2-dihydroxyvitamin
D3 [1,25(0H)2D], physiologically active form, can be generated through hydroxylation of
25-hydroxyvitamin D3 [25(OH)D], inactive form of vitamin D, in a liver, connecting with specific VDR
make biological action. Vitamin D make different biological actions depends on connecting with
different immunological cells. Some studies indicated that Vitamin D plays pivotal role in antibacterial
innate immune responses through regulating reaction of the main cells as macrophages and dendritic
cells. Moreover, calcitriol, the active form of vitamin D, is connected with VDRE, modulates the innate
immune response through directly inducing expression of catelicithin and B-defensin as antimicrobial
peptides, reducing secretion of IL-1b, IL-6, TNF-a, RANKL, COX-2 as proinflammatory cytokines and
increasing production of IL-10, an anti-inflammatory cytokine. Vitamin D plays in proliferation and
differentiation of T and B cells and regulates the activities of over 500 genes. Vitamin D differently
impacts on per se stages of T cells’ proliferation. Vitamin D indirectly mitigates the differentiation from
immature B cells to plasma B cells while it directly impacts on regulation of overloaded production of
antibodies in plasma B cells. In conclusion, vitamin D modulates the innate- and adaptive immune
response through regulation on activation of APCells, proliferation and differentiation of immune cells,
secretion of some antibacterial peptides.
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Opwwun

Cyonaauva papxnaaHbl  3cunH  ragapryyn [
aMUMHOOMUIAH  xyndaH  asyyp  (VDR-Vitamin
D Receptor) WnaparMnr H33COH Yeac 9IXMaH
AapxnaaHbl  TOrTOMAUOOHbI  YMHaZ fdaxb [
aMUHOOMUIAH  YYPIYYAMWT WUAPYYN3H cydancaap
OanHa [1-3]. [ ammHASM Hb XyHURn ©Ouepq
Kanbumnaunon byty ngsBxryn (25-ruapokcMBuTammuH
13 [25(0OH)D]) xan63paac anraHg rmapoKCUITKIK,
Kanbuutpuon Oywy  (U3VOMOrMINH  MO3BXMT
(1,2-gurngpokcmeutammH - 3 [1,25(0H)2D])
XanoapT LWWIMKMXK, eepuiiH eBepmel VDR-toi
xonborgoH OvonorniiH mMaasxu yayyngar (3ypar
1). VDR Hb 6GeemMuiiH XxymnaaH aByypbiH 6yng
Xamaapargax eHaep aBLaarn YaHap 6yxun 6eemuinH
VDR (nVDR) 60onoH membpaHbl VDR (mVDR) racaH
X0€p TepenTar [4]. KanbunTpronbiH TpaHc- xanbap
3CUNH uuTonnasmg 4eneet opwumx nVDR-tan
xonborgox kanbumtpuon-nVDR 6ypgan yycragar
[4]. Yr ©6ypaan Hb RXR (retinoid X receptor) 6onoH
Oycag xam 3SpUYUMXKYYSrYOUNH OpPOSLLOOTONroop
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OHX-unH [ aMUHOSMUIAH MASBXKIUWAH X3CArTam
(VDRE-VDR responsive element) xon6orgox,
JapxraaHbl 6a YpSBCHMIAH 3CYYAMMAH WUOIBXKWI,
©COnNT, AnrapaH Xenknuinr 3oxuuyyngar eBepmMel|,
YYPryyablH FeHOMbIH 3oxuuyynrag oponugor [5,
6]. XapuH KanbUUTPWUOSbIH UUC- X3r03p 3CUIH
MeM0bpaH acBan 6eeMuiiH opunm Ganpnax mVDR-
Tan xonborgox kanseonuH-1 (calveolin-1)-Tan
HUANM3N ©Oypasn  YYCracH33p 3CUMH  [oToos
poxuononsiH monekynyya (PKC, PI3K, MAPKs,
STAT1, IKKB), TYyHYNaH WOHbI cCyBraHuapT
Heneerx, ypascnunH 6an yypruir (IFN-a, TNF-a
.M) 3Yyrpyynax 3amaap reHoMmblH Oyc yungnunr
y3yyngar [7]. JapxnaaHbl 3CYYOUNH XONKIUIAH Ye
wat 6ypt VDR-UMH vnpanunH xamkaa sdnraatam
TOOUNTYM TYYHIIC KanbUUTPUONbIH YIRIANUNAH XyY
wyyn xamaapantam [8]. ©Bepmel [OapxiiaaHbl
ecBep T acag VDR wnpan 6ara 6angar 6on T ac
naaBxkmxag VDR-uH unpan ynamk Hamargnar
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Figure 1. Potential mechanisms of vitamin D as immunomodulator: calcitriol affects several inmune-cell
types, including macrophages, dendritic cells (DCs), T and B cells [10].

©BepwmeL 6yc aapxraa TOrTosnuoo

CyynuiH >Xunyyasg 3apyuM  3MIarMiH - SMrar
Xam, gdapxnaadbl ypBang [0 aMuHOIMUIAH
Y3YYIax Henee, yuip OuTyynar yypryya OypaH
Tannargaaryn, aHxaapasn TaTcaH x3B33p OaviHa.
XapuH [1 ammHgam makpodpar, CIpT3HT 3C 33par
TYNXYYP 3CYYOMWH Xapwuy YypBarnbIlr 30XMLYYIX,
3Yrpyynax 3amaap XxangaBapblH 3Cpar eBepmel|
Oyc Q[apxnaaHbl TOrTOMUOOHA Yyxan YyparTan
OpONUAOIrMUr X34 X349H TYpLWWNT cyaanraadsbl

siIBLUAA TOrTOOX33. OMrarTeperdymMmH 3cpar epHex
eBepmMel, Oyc papxnaa TOrTOMUOOHA TOMoX
YYPIrTan oponuaor 3anrurd acyyg 6on moHouwmr,
Makpodar tom [11]. Makpodbar amrarteperdninr
TaHbX, XoNboraoH 3anrucHaap, TYYHUA MO nuir
numdounTa  OaMXKyyrpK  eBepmel, papxnaar
SXNYYNA3r Hb H3raHT TOrtrooracoH [12] Gereepn
[l aMMHA3M Hb MOHOUMTBIH SnrapaH XenKnunr
606X, 3anrMx Yaaesaprtan oue rynucsH ac 60mroH
xepByynHa [13, 14]. Makpodar unAIBXKINNH
ye wartaacaa xamaapaH, VDR, CYP27B1
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39par Yypruvir HUWMANKYymx, acuiH pgotop [
aMUHASMUIT UX, Bara X3aMK33rasp NO3BXXKYYax
(kanbumanon—KanbuMTprorn) vageaprtan Ganpar
[15, 16]. Kanbuutpmon VDR-Ta xonborgox
RXR-Tal HWWN3H 3CUKAH  YOMbIH MaTepuanbiH
VDRE xacartol  xonborgox  KaTenuuuauH,
B-nedeHCcnH  33par  AMrarTeperynviH - acpar
nenTUANAH HAANIDKNUMIT Wwyya eaeex, IL-1b, IL-6,
TNF-a, RANKL, COX-2 33par yp3BCNUNH ypbTan
LMTOKUHBI LLIYYPRWIAT Byypyynax, YPaBCIUNH 3Cpar
umTokuH IL-10 sanrapnbir nxacrax 3amaap esepmMel
Byc papxnaaHbl xapuy ypBanbir 3yrwpyyngar [17].
Tyxann6an, aMH3anN3ynH cyganraaraap LycaH Aaxb
[ aMMHASMUIAH TYBLUWH XaHranTry 6a xaHrantran
oynart 1 aMUHOSMUMH HAMINT OyT33raaXyyH
xaparnyynaxag [ amuHasm xaHrantrym Oynart
in vivo-g TLR1, TLR2-oop (Toll Like Receptor)
©[66rfCceH KaTenuuMANHUA HURNIDKUI HAMIIO9X
Oamkaa [18]. OHaxyy KaTtenuuuauH yypar
XanaBapblH 3Cpar gapxfaaHg dyxan Yypartam
OPONUAOTMIAT X34 X343H TYpPWWATbIH  OYHA
Unpyymkaa [19-22].

XapuH YpPaBCNUWH  TercresiMiH  ye  aTtaHg
MoHounTunH TLR2 6a TLR4 xynasH aByypyyablH
unpanuir Gyypyynax 3amaap LOXWO OaMXUNTbIr
caaTtyyrmk eBepMeLl, Oyc AapxnaaHbl UA3IBXKIUAT
30XUCTOM TYBLUMKHA Xagrangar 6aviHa [23]. UnHxyy
O aMWHOSM Hb 9MrarTeperdvMimiH 3cpar MOHOLMT,
MakpodarmnH xapuy YUnanmnr A9MKXMX33c ragHa
X3T MO3IBXKIUWAM XA3raaprax 3amaap eBepmel|
Oyc papxnaa TOrTONUOOr 30XUUyyrax uyxan
X0onoorgonTon axryy.

CaptaHT ac (Dendritic cell (DC)) Hb eBepmey
0a emepmeL OGyc fgapxriaa TOrTonuUoor Xonbox
VYYP3rTall, M3PralC3H 3MrarTepery Wunardy ac
toM. XapbLiaHrym TOrTBOPTON ye bytoy Yp3BCIUMH
ypBan sBargaaryn yen DC-unr 3axblH 3433C
©onoBcpooryi (immature) TOPXTINrasp OSMK XapXx
OonHo. XapuH anuBaa xangeapbiH yeg DC Hb
YYCrardmiiH ragapryyruiiH 3argap TaHWry XynasH
aByyp (pattern recognition receptor-PRR) 6omnoH
TLR-unH Tycnamxrah WASBXKWXK, AapxraaHbl
3ycTtepxTan Oonpgor. [apxnaaHbl  3yCTOPXWUAr
3OUNH TOXMPOOHBI WX Bypaan aryyncaH bangnaap
[ (MHC I) 6a Il (MHC II) rax xyBaagar. UasBxkmx,
AapxnaaHbl 3yctepxtan 6orncoH DC TyHranrminH
ypcranaap Xxoépgord TyHranar TecT 9434
oumk ecsep T acunr amrartepery esepmel, T
rynuatrary ac 6onrogor [11]. XapuH tapumnt DC
Hb 3anyy, MasBxxkaaryn xanbaprtan, IL-10, TGFB
M3T [apaHryinanbiH OXb LWYYPYYNaX, Adapxraa
30XULYYNTbIH MOMEKYN UNYMax, 3yCTepxTan 6ok
UpHa [24-26]. 3grasp Tauunt DC, 3oxuuyynary
T acuUlH sanrapaH Xenknuiur epeex OGanmpar. [
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aMUHA3MIIP YNUNAX34, TOBYUNT 3ycTepxTan DC-g
UNyy Hemneemx Bbynr TorroocoH [27]. JlaHrepxaHcbIH
3C awwurnacax in vitro TypwunTtaap KanbuuTtpuon
TYYHUA 3CparTepery WnYnax yun axunnaraar
JapaHrynmk Ganraar vnpyyrmkas[28]. TyyHYnaH,
WKUN TOCcTaW cydanraaHbl sBUAL KanbLUTpron
Hb DC-uir umgaBxkyyrmk [gapxnaa 3yCTepXTau
©onoxooc caprunmk, T SCT3M YWANUN3axX3g caag
fonox 4Yagamxrawr TorTooxas [29]. WiHxyy [
amuHaam Hb CYP27B1 6a VDR-uiiH gyTtargantan
XyrnraHa aluurriacaH ambTHbl TYpPLUMNTbIH SABLaAfA,
DC TyHranaruviH 6ynuupxana ynamKk X3amKaaraap
XypuMTRaraaH, YWn axunraar raxyyayyrnx bavraa
Hb axurnargcaH 6anHa [30, 31].

KansuntpuoneliH DC-4 Heneenex ron monekynnar
mMexaHu3aM Hb MHC Il aHrMiiH mMonekynbiH unpan
6a TyyHun CD40, CD80, CD86 3spar xam
SPUUMXKYYIIArYMAH HUINanknunr 6yypyymk, DC-g
YP3BCIUIH 3CPar UMTOKMH [IL-10-bIH HUANSDKAWIAT
HaMarayynax 3amaap Th1 acuiir Th2 6onox aBubIr
epeeper ssnan tom [32, 33]. HartraH gyrHaxag [
aMWHO3M HapUH TEBOITAaN FEHWNH 30XuULyyrnraap
DC, wmakpodar 33par aMmrarteperdy WUnumnary
3CYYAMWH Xapuy ypBang oponugor 6avHa.

3asaman xeHeerdy (NK-Natural killer cell) ac Hb
0am 3cuMIAr yxyyrax 30puUIroop 3CUMH OXb, 3C
3agnax mexner, Fas-xamaapant asHgaa mexen
(anonTo3) 33par ONoH AH3bIH MEXaHW3M aluurnagar
[34]. MeH NK 3C Hb MOHOLMT, HEWTPODOUINIAH
agunaap ragapryygaa VDR-unir unuungar 6ereep,
a-gedeHCUH,  KaTenuuuauvH  33p3ar  HAHTMUWH
acpar nenTuayyaumr HUANankyynaar 6arnHa [35].
OMHanN3yMH 3apuMm cyganraaraap KanbUMTpUOn
NK acuiiH xenkun [36], nasBxkun, ac xopayynax
Yagamx, sirirapaH Xenkung oponuaorunr TOrrooXxaa
[37]. Tyxamn6an, kanbuutpmon wunaaBxkcaH NK
3CUNH MA3BXKUIT, 3C Xopayynax Yagawk 6a IFN 6a
IL2 HuAnapkunTuinr gapadrynngar 6anHa [38, 39].

Hentpodun, ao3mHodmn, 6asocoun, wumryy Mexnert
acyyd Hb MOHOUMUTUWH agun rapjapryynaa VDR-
nnr unpyyngar. Hemtpodun ac Hb xanasapblH yeq
©6PUNH 3anrnx, Xy4unTepery ypBamkuT a3ryypyya
(ROS-Reactive oxygen species), HENTPODUNUNIAH
acunH ragHax xaBx (NET-neutrophil extracellular
traps)-blH Tycnamktam 3mrarteperytan Tamugar
TAPryyH wWyramblH ac tom [40, 41]. I amMnHasMuiiH
ayTaranbiH ye4 HeUTpoUNUNH YN axunnaraa
gorongox Oynr cyanaH Tortooxaa. Tyxannban,
O amuHOsM aryynaaryi TIX33M33p XOOMNOCOH
TYPWWATBIH ambTHAacC HenTpoununur anraxag
HYYH LLUMITKNX YaaBap Hb 3pc OyypcaH 6amkas [42].
MeH aMH3M3YMNH TypLuMniTaap, HAHMMIMH XanaBapbIH
ved [ amMvHO3M H3IMAnNT33p X3PIrnacaH Oynart
HENTPOUINNH HSAHT YXYYII9X YagamXk XAHanTbIH



54

oynraac eHpep Oanraar TOrTOOX33 [43]. OHI
Hb KanbUUTPWMON  KaTenuumauH, AedEeHCUHbI
HUANankNur egeex, IL1B-uir gapanrynngartam
xonbooTown tom [44].

XapuH 303uHoun, 6asodun acyyasa [ amuHasm
X3PX9H Hemeenger, 3oxuuyynrag siax Oponuox
Oy Tanmaapx cyganraa XaHrantryn, M3a33man
XapbLUaHryn xomc GanHa. O03MHOMUIT XapLUmbiH
YP3BCNMIAH ron ac Oereeg [ amMuHOSIMUIH
ayTaranbiH yen 303vHoMn agHgaa MOIBXMKMXK,
Xapwwun XyHa xanbapasp epHex Oavraa Hb
axurnarmkaa [45]. Kanbuutpmon 303uHOUN
3CUMH IL-5 HUAN3IPKNUIAT BYPYYImK HYYH LUMIDKNX
YagBapbIr AapaHrynngar [46] 6a yxknuiH 60noH ac
xopayynax Mexneryygunr sanrapantbir caatyynax
3amMaap XaT MAIBXXKMIIC Caprumnaar [45, 47].

Wwuryy mexnert ac Hb IgE xamaapanT yp3aBCcnuinH
ypBang Jyxan yypartoun[48]. Kanbuutpuon wuryy
MOXMerT 3CUMH UIyy TOrTBOPTOM Gananbir xaHrax
soxuuyynrag oponugor [49, 50]. Kunwaanban,
aTonblH AepMatuTUnH yed [ amMuHOSM  HIMXK
©rceH eBYTeHYYA34 apbCHbl XaBaH, 3araTHaa apc
baraccaH 6ariHa. MeH in vivo Typmnntaap apbCHbl
94 43X ypaBcnunH 6a cygac eprecrex MBAyypyya
Oaracy IgE-xamaapanTt xapuy ypBan 6yypcaH
OanHa [49].

©BepmeL gapxnaa TOrTonuoo

O amumHgam Hb T, B 3cuiiH anrapaH Xenkun,
ecenteHa oponugor Gereeg 500-aag  reHWiAH
ynn axunnaraar soxuuyyngar 6anHa. ©sepwmel
AapxfaaHbl 3CYYAWWr gapxnaaHbl xapuy ypsan
Aaxb OpOonLooroop Hb ypascnunH ypetan (Thi,
Th17) 6onoH vypascnuiH acpar (Th2, Treg,
Breg) acyya rax xyBaagar. Th1, Th17 acyygunH
XSHaNTryn ecCenT, WASBXXKIWMWH yen YPIBCWnH
ypBan xaT uxaap Hamarggar 6on Th2, Treg, Breg
SCYYOMNH WA3BXXKUM HIMIMO3X yen Japxnaa
JapaHrymnargax, XxangBapblH 3cpar [gapxnaa
cynapgar [51]. XasuiH yeqg O amuHgam DC-uiH
OypaH 6onoBCcpoONTLIF AapaHrynnicHaap YpP3BCUIAH
ypetan Th1, Th17 acuiH nassxknuur Byypyynx,
YPaBCnuiH acpar Th2, Treg acyyannir HAMarayynax
3amMaap gapxnaaHbl T3HUBIPT 6ananeir xagrangar
[52, 53].

O amuHaaM He T 3CUMINH anrapaH XenknuiH ye war
OypT xapunuaH agunryi Henee y3yynaar. ©ceep T
acag VDR unapgarryn yunp [1 aMMH3M TOOOPXON
Heneeryn 6angar. VDR unapu 6yn 6ycan T acyyasg
0 amuHgsm papaax Oanpgnaap  30XMUYYNrbiH
Henee y3yynaar. ©ceep T acyya SMrarTeperdyniH
Heneereep TO Gomk ynMaap uaall 3CUAH OXb
MBNYYPUIH Heneereep Th acuiiH asg Gynryya
©onoH xenxger. [ ammHaam Hb Th1 ac (IL-2, IFN-y,
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TNF-a, IL-21), Th9 ac (IL-9), Th22 acuinH (IL-22)
YPSBCIWIAH ypbTan UUTOKMHbI LUYYPRVIr Oyypyyrx,
Th2 acwuiiH egeeper (IL-3, IL-4, IL-5, IL-10) acuiiH
OXb MBIYYPUIAT HAMIrAYyNaar [54, 55].

Bupga Lenx HapblH cyganraaraap [ amMuHOSM Hb
CD4+ T acunH onwponbir gapaHrymmk, CD4+ T
acunH xopurnordy PD1, PD-L1 6onoH CTLA4-niH
HUWM3DKINAT - SPYUMXKYYIDK, YPIBCAUWH  ypbTan
3CuUnH oxb wmenyypyyamiH (IFN-y, IL-17, IL-22)
HUAN3ADKNWAT  Byypyyngar 60noxbir  TOrTOOCOH
banHa [56]. CyynurnH yeq O aMMHA3MUWIAH
AyTargan ayTOMMMYHbl 3MIar KamTan XonbooTon
Oaviraa Tanaap xag X343H cyganraaHg oypbaxas.
AYyTOMMMYHbI 3MIaryyaunH yea acuiiH aapxnaaHbol
Xapuy ypBarnblH TOHLBIP angaraaar Hb YP3BCAniH
Th1, Th17 acyyounH wnA3BXKUN HIMIrOCOHTIN
xon6ooTton [51] OMHAN3yIH TypLUMAT cydanraaraap
X9pnar Tect apTput BOMOH TYrasMan YOHOH HAp
©BYHYYAUVH yed Th17 ac 6ONoH TyYHMI HAr Tepeng
OarToar wap ycaH pgaBxaprbiH unbpobnacTbir
noasxxkyyngar CCR6+ caHamxuiH Th  acuiH
TOO ©Crex HeneeTaur UNpyykaa. XapuH uycaHa
KanbUUTPUON XaHranTTah XaMxasHg Oavraa
venss Th17 acunH 1L17, IL17f 6onoH IL22 33par
YPSBCMUMH ypbTan 3CUAH OXb  UBMYYPYYAUAH
HUMNSrLLNWAT Xopuriox 3amaap (xyynbapnanbiH
Unpanuir JapaHrynnaxrymraap) XAHaNTrym
YP3BCMNUIAH MNPOLECCOOC CIPrumnaar axas [52].
AMbTaHA XMNCIH TYpWWAT A33p KanbuuTtpron Th2
3C3A Wyya 3cBan wyyn 6ycaap (aHrMreH nnynary
3C33p AaMXKyyrnaH) HerneerncHeep ayTOMMMYHbI
SMrarMnH TaBUITAHL 3€eparasp Heneemmk bOaviraa
Hb axurnargcaH 6anHa [57]. MeH Th17 xonboot
acunH oxb (IL-17A, IL-17F, IL-23), goxvononbiH
monekynuinH (RORC, RORyt, CCR6) Hunnarwnuminr
OyypyyncHaap Th17 acuiAH MA3BXXKWIM, snrapad
XODKMUIT  OapaHrynImK, ayTOMMMYHbl 3Mraraac
Caprunmk 6amkas [58]. 3arasp yp AyH KanbLuTpmon
ayTOUMMYH ypBanbIr JapaHrynmk, ayToMMMYHbI
AMrar >xama Japxnaa 30XuUyynrbiH - YYparTan
oponugor 6ornoxbir xapyymk 6anHa. TyyHYnsH
CCR6+ acag, VDR-RXR 6ypgan Hb IL-17A
npomoTopTon xonborgordy NFAT-tan epcengex,
Smad7-niH HUANIDKNWMIAr gapadrynnax, Runx1-
nrr xopurnox, FoxP3-bIr egeex 33par 3amyygaap
IL-17A-1H HUNNIDKNNNAT napadrynngar
fanHa [59-61]. TyxawWnban, KanbUUTPMON Hb
MOreKyrnbIH TyBLWWHA FOXP3 reHuiiH npomoTopTom
xonborgox FoxP3-blH HUAN3NKIWMIAT eaeecHeep
[59, 62] yr reHumH myTauuTan eBYTeHYYada
ayTouMMyHbl eBYHMN eBepmel IPEX (Immune
dysregulation, polyendocrinopathy, enteropathy,
X-linked) xaM WWHXWAH WAPSNUMIAT  O9BP3ISLar
fbanHa [12, 61]. Men VDR/RXR ©6ypagan NFAT/
AP-1 6ypgnunr caatyyncHaap Th1 acasc IL-2
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anrapneir - 6yypyyngar axa3 [63]. IL-2-bIH
anrapan 6yypcHaap CD8+ T 6onoH NK acuiiH ac
Xaunyyrnax yun siBubIr gapadrymngar 6a eceep
T acunH Th1 6onoH Th2 Gomk snrapaH Xenkux
soxuuyynra angarggar.  WIHrecHasp  IL-2-biH
XaBOpblH 3C OOMOH BUpPYC3Iap xangBaprargcaH
3CUNr ycTrax YHACSH yypar angargaar[64]. Anvsaa
XaBOpblH ©CenT, UASBXKUNG 3axblH LycaH OaXb
T acunH 3ycTepx, yypar vyxan bangar [65, 66]. [
aMWHASM XaBApPbIH 3CUAH Xenkun, Oaxunt, cyaac
YYCONTUNr AapaHrynmnk, 3CUNH asiHoaa MeXmuinr
OOMXKK ynNmaap Hac bapax apcanunr Byypyyrxk
acaH bGanHa. TyxanWnban, TypLWMnTbIH XynraHag
O amuHgam (401U) xoonoHd Hb HAMC3H OynarTt
XsHaNTblH ~ OynarTam  xapbuyynaxag XaBgpbiH
XaMx33 1.6 pgaxvH OyypcaH 06arHa. MeH 3H3
oynart CD8+ acuiiH 100, anaHysa CD44 acuiiH
X3aMX33 unyy Hamargax, CD62+ acuiiH XaMXkas
Oyypy 6amxaa [67]. Bycan T ac, B ac, makpodpartan
xapbuyynaxag VDR-niiH unpan CD8+ T acag eHgep
Ganpar 4 [1 aMmnMHA3M Hb aHTUreH esepmel, CD8+ T
ACUNH MA3BXKUIA TOAOPXOW Henee y3yyrasrryn.
XapuH caHamxut CD8+T ac 6ONOH XerkKuxmmr
Oyypyyngar 6arniHa [68]. In vitro cypanraaraap
O ammHgam Hb IFN-y, IL2 acuiiH oxb mBRyypuinH
HUAN3DKNUAT fapaxrynncHaap CD4+ 6onoH CD8+
3CYYOUWH snrapaH xenknunr Gyypyyngar [69,
70]. Tyxann6an, VDR Ttarpman xynraHbl 6ygyyH
ragacHuin ypascnuninH yeq IL2, IFN-y, IL17 3apar
3CUNH OXb WUBMYYPUMH HUAN3ANkMN mnxacy CD8+T
3CUINH TOO HAMIracaH barnHa [71].

[ ammHaam Hb Wyyn 6yc 3amaap B acuiar nnasmoumt
B ac pyy anrapaH xenxuxuir Oyypyyngar 6on
Heree Tanaap nnasmouuT B acag acparbueniiH
X3T WX HUAMADKIWMAT 30Xuuyynax 3amaap wyya
Heneenper [57]. ©epeep xanban, [ aMMHASM Hb
B acunH rapapryy gaxe CD40-viiH OOXWONSbIH

Table 1. Correlation of Vitamin D and Immune system

55

monekyn NFkB-g HeneencHeep caHamxuiH B
3C, epeeraceH caHamkuniH B acuiiH  anrapaH
XODKANAT gapaHrymngar. VIHrecHasp caHamKuiH
B ac, ayToacparbneniiH HAAN3NKum, ayto nasBxuT
nNnasMoLMT  3C33p  Hexuengex ayToMMMYHbI
3MrarT aepar Henee yayynaar [57, 72]. TyyHYNaH
0 amvHgam Hb 3oxuuyynard B (Breg) acag IL-10-
WIAH HUAN3nknunr Hamarayymk EAE (Experimental
autoimmune encephalomyelitis) amraruiH asupbIr
3eenpyyngar 6anHa. MeH EAE 6yxun XxynraHbl
3areapt IL-10 6onoH IL-10R-unr Tanpy cyanaxapg
eMHex ayH batnargxaa [73, 74]. B acuiin rapgapryy
paxb CD40, IL-21, IgM-xynasH aByypT eBepmeL|
anti-CD40/IL-21 6onoH anti-lgM/anti-CD40/IL-21
39par acparbuesp yununaxag VDR-unH wnpan
3 paxuvH Hamaraaxk 6amxaa. MNMnasmount B acap
VDR-niH xawk33 Gara G6onos4y [1 amnHasmasp
ynnunaxsg B acunH anrapaH xenkun MeH IgA,
IgE, 1gG, IgM 3spar acparbveunH HUANINKUNT
OyypcaH GaviHa [57, 75-80]. M3C3H x3aui Y in vitro
opuvHA [ amuHasm Hb B acuitH IgE HuiAnanknunr
Oyypyyngar 6on in vivo cynanraaHg B acuiH IgE
HUANADKAUAT HAMArayymk Gamkas. AHY 6onoH
AHMMMA XUNC3H cyganraang 6ara 6a ecsep HacHbI
XYyxayya, HacaHg xyparcaag [ ammHaam 6a IgE-
WAH TYBWWH ypBYY Xamaapantan 6arncaH 6on
ConoHroc yncag wyyn xamaapantan 6ancaH Hb
COHMpXor TaTax 6anHa [80-84]. 3apum cyganraang,
[l amnHaam B acag HUnnankaar acparbueniii osa
xaB wuHxyyg (IgA, IgE, 1gG, IgM)-unr Byypyynax
Hemee y3yyngarryl atnaa ayTo3cparbueniiH
HUAN3DKUNA caaTyynax Hemee y3yysk Oanraar
unpyymkaa [85]. Oaapx cymanraaHyyn B acaac
sAnrapax  9cparOMecuimH  MONeKynbiH  Teper,
HUWNJMWWIAH XaMXK33HA [ aMUHOSMUIAH Y3YYnax
Heneer naswpyynaH cyanax Liaapgnaratanr
xapyynx 6anHa.

Cell type Immunogenic function

Pathological reactions
and diseases

Vitamin D specific action

Makes an inflammatory
response, plays a pivotal
Th1 role in protection of
intracellular bacteria,
viruses and cancer

Multiple sclerosis (MS),
Type 1 diabetes (T1D)

Vitamin D reduces cytokines (IL-2,
IFNg, TNF-a) as transcription factor
of Th1 cells, inhibits proliferation of
Th1 cells

Supports differentiation of
B cells and production of
antibody

Th2 )
diseases

Asthma and other allergic

increases the cytokines (IL-3, IL-4,
IL-5, IL-10), which induces the Th2
cells
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Reduces the Th17 linked cytokines
Protects against the gut . ... and cell signaling molecules such
Th17  pathogens at mucosal (Ré‘:)”rgigi'igsis Arthritis <1117, IL-23, RORC, RORyt and
barriers ’ CCRG, lead to inhibit the activation

and proliferation of the Th17

Multiple sclerosis (MS),
Protects against systemic sclerosis Vitamin D  suppresses the
cD8+ T intracellular ~ pathogens (SSc), type 1 diabetes expression of IFN-y, TNF-a from
such as viruses and (T1D), Grave's disease cytotoxicity T cell and proliferation
bacteria (GD), systemic Ilupus of CD8+T cells.

erythematosus (SLE)

Produces antigen-specific

multiple sclerosis (MS),

Vitamin D
differentiation from immature B cell

reduces the

B immunoglobulin (Ig) rheumatoid .al”thl’ltIS to plasma B cells and regulates the
. (RA) and systemic lupus . )
against pathogens erythematosus over-expression of autoreactive

immunoglobulin

Hartron agyrHaxag, [ amMvHA3SM Hb 3Mrartepery
WUNYNard  aCyyauWH  MA3BXKUM,  JapXfaaHbl
3CYYOUINH ecenT, anrapaH Xerkun, aMrarreperiymiH
acpar 3apuMm  NenTUNyyaunH HUANIDKUAT, OXb,
WYYPNUARH  anrapantaj  Heneemnex  3amaap
eBepmeL, 60rnoH eBepmMeL, Byc aapxriaaHbl xapuy
YANOAMAT  3YTWPYYNaX YYpar rynuaTragar. 3HS
Hb OMHAMN3yng Aapxrnaa, YP3BCMMWH ypBamn XaT
NO3BXKUX, ANaHrysia XxaT Magpartumnsi, ayToMMMYHbI
SMIarMH  yen 9eparasp Hemneenger 0o0noxwir
Xapyyrnx 6anHa.
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