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Vitamin D, intestinal homeostasis and autoimmune diseases
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Abstract: Autoimmune diseases (AID) are a heterogeneous group of diseases characterized by the loss of
self-tolerance, which leads to prolonged inflammation and subsequent tissue damage. In recent years, it was
reported that autoimmune diseases were closely related to gut dysbiosis and vitamin D deficiency. In addition
to the function of calcium and phosphorus metabolism, vitamin D can also regulate four intestinal barriers to
maintain intestinal homeostasis. Moreover, some studies confirmed that vitamin D might affect the onset and

development of autoimmune diseases by maintaining intestinal homeostasis. This paper reviews the
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relationship between vitamin D, intestinal homeostasis and autoimmune diseases.
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1 BERS

WiE RS2 — M S PEIRS, B EEHE
F (Wi AN G e ) W N PR B (L4 i
WEE) B IR = HAE 4 FE . piEadt s
VUiE . M Zhie b am . Mipm S5 iER S
PR B A4 J FR MU o P I 88 B2 BT 45 1 3 S PR B A
AR AHEAEF SRS BERE: B piE
SRR . RHVT Y AT AT 4 B o A ) S AL
S0 TR R A 2 R R RO I A O Ik T 4 2R (guit
associated lymphoid tissue, GALT)A H G if /=

W I G SRR R AT AR — S 4 (R
LA Sy, SEU i R
2 #4EED

YErE DR — P 2 R SR [ B AT AR, R
RICNWAIEA: gL RD2(E AR, EYK
BOMYAEA ZDI(HE R, ShPIRIF), PiEERN
B e RAE /N A, 4EAE D3 AT LA
ST SR A R SR R R PR A RS IR
B IE I I 4E A KD, WS BIRTE, 7E25-
FAGEF(CYP2R ) AE N AR h25- 32484 £ D[25
(OH)D]. BEJ5, 25(OH)DTE ¥ I 1 -a i 1k
(CYP27BOHMIMEH T, #HA gt 1,25- =52
Y4 £ D[1,25(0H),D], 1,25(0H),DH Iz by 31 #0 4%
BN, WwipiE. FRMEE, S ggn
W 4EA KD 2 &k (vitamin D receptor, VDR)Z5 &
RALFLAEYZEERD, a3k iy oy 85 ik 1ol .
25(0H)DAI1,25(0H),D i 4457 24- 2L iF(CYP24A1)
Fefi N IR, 4o ad PREHE I B0 i JE v 328
WG . A, WFFCRIL, WA AR YEAE D)
F2ALEFE(CYP27BIFICYP24A ) AEAE T — B85 4R 4
2, Wfp i bR AN . g, B E 4
WARN 5543 WA g A% 45 11 ,25(OH), D, 33 1 5 i iy 1 4
A EZDfE S IEEKS . 44 RDAME A R iE s
WA 4ERrfE REE B S S, B H R
ERRASMEEEM.

2.1 4D SFENHFRE

b B RPN R 5 B R 5 AR oA ST AT B DG

2 RN BB E B (tight junction, TI)I40 L

TR YRR . fE— SR fE H PR, TIsTT B8 B B
W, FEBEREINRERELG, RINE =YY
R. BAMEBR. BEMEBAL [HFKM
HAFEMBEER, RSN EBREEEA
o,  E BRI E 2 Claudin K &, A FE P
Claudin i & FI/E VAT i S G @B
ANE LIRS, fnClaudin-2. Claudin-7. Claudin-
10. Claudin-15. Claudin-16#%#% A FLI& ¥ B &
i1, Claudin-4. Claudin-5. Claudin-8. Claudin-
11. Claudin-14. Claudin-190] 2LA7 & MR, X
BINREN AR OEE Y. AR, FE
Claudin-2 ] 3£ R (CLDN2) J& VDR ) B 40 br
VDR A B 218 Claudin-2 () R3&" . VDREEH i 5
/NRFIClaudin-2R A B3 B, FEInE 7St
g J 9 A R B i R RE R BT e Ab
CYP27B11E it 57 1 45 i 9 6 35 10 i 1 175 B 1k 4
AR B, R IAIE 20 15 5 1,25(0H), DR
JRERFEAE, AR — PRI LS, MGG I 2% 0
) 2 MM VDRI R, {R¥F4EA ZD/VDRIE 5
S, RRERE R, W iE soE .

HLER 2R A 32 4% ¥ (myosin light chain kinase,
MLCK) & — i 18 38 3% Ml 5 7, e iER &
M I 5% 5% (myosin 11 regulatory light chain,
MLO)#§RL, SETIMEMER, 1,25(0H),D;il
ik BHL BT A% %% % [K] F--«B(nuclear factor kappa-B, NF-
KB)BOE KA HIMLCK-MLCHR K , AT 2445 2 15 5
B i e e A, R b R A R TR
SR RS I R IR, IR 5 EE b
B (1) J S A A, AT 5] 20 B e 988 I A 48 o
MHeZE IR HL, VDRAT LR g L R 40 j i T2t
FE TR B 4 i . IXSUAIE R R B, 4EE R DA
DA i TE N LB 7 B ) 5 A A D e
2.2 HEEDSHEMESREE

i 38 ol A= 25 B B 2 2 P i 1 oA B R TS 1 i
TS HARAE T A, T 1 ol A ) A A 4 5 i 1
fadsREENEH. AW EEERKERKE
Y, FREAL T2 3.9x 10 AR , 11 18 2 40
B RE B B 2 FEVE SR B, I Ll 41 T 0o fe
WA E R E B, B e a2
ANE B A R AR SRR, T BRI A
RNRAAFMITT, QFEEE 1 (Proteobacteria)~



- 1970 -

CERTILEY 20224424111 (537

JEEEE ) (Firmicutes)~ TR | 1(Actinobacteria)
UM [ T (Bacteroides)5s, EAIH B AR & H13H
b 2 Rt B AR SRR Y. Ramasamy ! 145
7 — DR R, TwhH LHRTL,
B LM H (Parabacteroides)~ 1 TR ¥ M H J&
(Butyricimonas)~ 18] BRI\ (Pseudobutyrivibrio)-
RAME (Odoribacter) M XK /R Z B E KK
(Gordonibacter)¥2) N4EAE R DH = (<30 mg/mL) &3
Jp i NI 2 A, SR 4gEAE RD TS i iE 4R
VIR . T i R R EE TR /AU 1R T 1 (F/B) LU AE AR
RIGE BRI, CHIESL S — g% A
X, WORRE. BERE . O pORE" . s
SEIGR A, A F4EAE KD AT L 8 i 1E A A
B FEARF/BECAE, AT T U I 3% 4 A0 = FF Jig /K
S, BRAR O I R KRS . 5 — TR BA B A 7T
NSO R RE &k, BEAANTE50 000 TUZEA D3
F120, ZEREI, ZFH IR AILTE25(OH)D
JKP B2 WA AN(H111.03£0.51 ng/mLITFZE#b 78 Ji5 ()
34.37+1.47 ng/mL), WpiEREASINE R, SFFE
AR = P R 2 s sy, I HLJSBE B R A R
FZIRAG, MIMFEC TE/BELE, BRI, 4E
A D A] LLd i T T A YA ok 2 5 i
A PR ARGE o
23 HERDEHENFRE
&AL B e AR R PR b . FE, FE
BH W b R 2 o3 WA ) R T A TR DA S — S8 i i
BAFARE = . A5 BB 2 i L
Bidk, EORY bR IHAEERIR A
SRFIERE VIR RS, EAR BT . & FhAb
PR BRED. il w5 i iE
A B R, WU miE R R 2
FgEMAEMMEAER . BiEfEY Rt =4 &
BE1P) 5555 li5 W7 2 (short-chain fatty acids, SCFA), Ul
TR . XS5 5N 7B v DL 4 £F i 18
R85 R R e p HABL AN A 3 3 A 1 10 7 2 SR 4 i o
SRR A, 38 mT DR T G A AR R AR 5 A
M, FAEEAN AT ET M A s, E B SCFATE
R G2 A 2% SN PR S B AR Y. AR
S, T TE A B AT A R BT DT R (TR )
/b 22 5 i 1 BF B ) e B, AT S B0 1E 2k
W i KD B L B B A A s R

W) g 8 A2 4 = BE R LGB, DA T e e A AR
J oy B VA, TR1BE R M Ak 2 i B ) 4 R RN T g
2.4 #AEZDIFERE FE

W 8 S LA 997 10 PR B T 4%, 2 B K I S g 2%
B, AL T8 A G RS B . H R
e ZDX i B k™ E S A, WA
SR R A0 4 R AR Sl R R B 4 i L [ A g 3
ARATER, JOIE X PR R 2 0 E B AME
o PUBRKA SIS R, TRl
R TG A R RE ). B R AIB-FfE & 21
BFyiEk. CAVIIEH, SERAB-FiMR2
JEVDRIFFEIEN, RIFYEA KD N RAIE
B S, YA R DX i e G g R
FEE I MM R0 . 411,25(0H),D; 7] H
AR TCD4" T4, (REThR2AMIIRE, M
PRt IE PR R FIL-4) 70, ] DU R SRR
AP HI ThI MRS, TR B FIL-2. yF
MERW . K h, Th1 7055 VT4 P AE 7
th EAERC R, EThEe EAREIE], JEF4E R
T % T . YA KD S AT T AN M 4 AR
A 4 K K F-B(transforming  growth factor-beta,
TGF-B) 43, [FIIF$0H Th1 740 Mo 48 58 K IL-17 1)
AR AN 1,25(0H),DL % AT LLiF 5404k
RGN ZE T SZRAE” , RIS R EE T
AbTFARAKT L o B F /K SF R, T R #5442
EDIIPLRIERY,

g LNk, 4ERDIIIENUMBE . MES
B B AN B B R G % B B 3 E — o IR AR
Mo #EAEEDIEZ 2 FEGETIsHIN, HiEim
BRI SR IE R E AL E, SER
T R A PR R A s Ml R S R — P R
T AR AR B2 B LA, 0 AR B g T AL 2
BRBEIhRE; 4EA DR A LOE R 1 i A sk
IVIE R G e KPR IEAE o« 4EA R DI = 1]
5850 bk DU BE R D RE AT, AN IT 5 I i 1 AR
&, SEE RREED.

3 BERSSAID

31 REHIR
75 % P (Crohn  diseases, CD)RIi5 14 45
% (ulcerative colitis, UC)& % E % W %
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1L 5 4842 F DK
UBRBTRE SRR, WA
AR WA RS . LI
Wilifas Bl

W SERAELR e BI

AN SIgAZY IR

SRR WS S RO

Bl L EDX BT SRR

(inflammatory bowel diseases, IBD)# L2 5

HKARY, BT B PR AR R B A R A A
71, IBDEFHIEE RI NHMAELS KM, Khorsand

SO I e BRI 2R T R B, SRR L,
IBD & ig 18 1 T 1) 20 IS 4 R 5 3 o 1m) B )
FER K EM AW E, X5 AR5
GERECN . B4, IBDEEERI I ERE R
DA B 7= T R 6 W R ) 98 /b, 0 AR B (F .
prausnitzii, —FPEEHEESCFA, JEHLRAE R 40
B, A, UCHE 3 Wi fii R i 22 st 8]
HHARPY, DL ERAE, IBDEE HIEMES
R ARIBD AR AR EEF N . Lleal&™ B4
T 3 25 i A /N BROEEAT S B SR RS AR S,
FHE B AR I E I A 2 R, dEREiAE
WAEA R, PRACERE M ERE. R4, il
Bk 57 B2 () B B 2 IBD R AE R B R 2 — .
StioZs i i 4R [ — 4 i B I UC 2 3 4 N 45 i
P A RN A JRE FBAL TGRS AR A R I, 9%
HrClaudin-23 A BAE R E A B E 1 =, X 51BD
B W E LA RN . EBIRN R AR R
e, MZAE100 nmol/LI4EA EDA 2 5, &
i #AL [1 Claudin-2 7K P 535 FEA%, #R7RIBD S A7
TEAUBE ST B (R IA , T 442 22 DRE I 17 Claudin-211)
ik, RN RN, AT TR BE HITBD
RAEKE.

3.2 ERGEMX TR

XM T % (theumatoid  arthritis, RA)Z

— i DL W OGO I B e g5 M SORE 1 R
Bl WNET T Ay L @5 A e o 3 S
—PH 0 RARRE R A ARG, B AT TR
Ui B T8 s S5 R I B O R A LA A
TR L, T BRARI K, SRR -5 71 il
(gut-joint axis)*”s XFRABFEHIMHE. 1 fgiE
TR AE YR B T R, RABE R, 1
A & B AFEAE S R, BL A SCFAs/K - F&
P, LinP it 7 — T TPk i T4 ¢
1 % (collagen induced arthritis, CIA)/N R Al 5 K
CIA/NRR SRS, MR HE T HTCTAZL i 18 R i
/NG, FEHE T 5 R CIA N TE A 2H /D BRI o1
FEEPE, MEIL-173EE . IECDS” T AITh17
AL B B E TR BAh, YaoZklPfECIA/N
RS TT R RKAERT A H AR T SCFAs)E, CIAZMR K
TIRERTF B B E MR, UL T i A ERA
R AR 2R EERER . 54— TikEAL
WE - 2 BA AR R o, #hAR T A
B JE, RAZBE M 985 bn B A A5 1% B PR VF 43 3
B RARDY ., XEIEE R, MAESKEAN
RAMGIERI, HRRAKE KRR
3.3 BEHMEEXR

o B B 4 (ankylosing  spondylitis, AS)f&
— M LR AR R DG 3 A8 M AORE 14 X
W, HARFIE A2 SGE AR BB TE . 2160%1H)
AS B BT W PR i 18 408, Hr10% AT A2 i
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NIBD. — Mg i T il I IR 25E, KA
TR R AR BRI SR AR T
TNF-of5 5 R, S0 i DAt 78 R 0 21 A
AR S, MR 3 T — R4 1
JRNL, FHBITh17400. ILC34HfFIMATTAH % %
FEAN AR 34, DAMRHFIL-1700 77 4 o 3 e 4t g ]
DL I S5 A 21 iz dl ] DL 554 381 A 4%
AL, oA R ST, AR R — RV R
B, FEAEIL-17, WIS 01T L& R %
JEY, HATC LA FIESE T AS 83 R e x|
U E] P B A R 22 Y AsquithZE TR
Bl, HLA-B27RHERf A SHLA-B27 ALK
TR NBEZ 18] i W B A E R 2 R ARATTHY
W FLaE e, Wil i A= 25 1 25 0 AT RESZ M AS 1)
RAERE, MARYER TR B, YinZ®E
ASEFRIFAE PRI T HSHLA-B27 2 3L R ALIF
TRE SRR IR, 1B A AR T BE 2 5 IKEhHLA-B27
KB e B DL B TR SRR, iE ki
FESRELMER AR KA R R i S AR .
3.4 RELABIRE
RGO IRIE L (systemic lupus
erythematosus, SLE)s&—FLABUR M 3 & Hiia %
WEEMIEEIEN R8T A0 S AE
S . BARSLEM ARALH oA 724 W, H
BiE X SLERARNBT AT, BR 1 8L A SR R 2
Gb, MR SEL R MIER S IE 7 AT R
1. SLES 2 W8 il A AR B0 T8 e N 9 B
BERNEE: ZLEREJE(Rhodococcus) HEAGES
B (Eggerthella). A B 8 (Klebsiella) 5
‘H(EE)%(Prevotella)\ Eﬂ}%(Eubacterium)\ jied
5 i 1 J& (Flavonifractor) Fl— YL AN BE A % 11356 7
(incertae sedis)¥EEFE , M/ NTFEJE(Dialister)
AU T BRI J& (Pseudobutyrivibrio) W] B yg /A1,
Ja B — Se R AU UESE T SLE B i B A 2 pE vk
J/0, F/BRILLBI AR, SO B R 28 (AR X =F FE T+
w e Atk P A AR Ak R 0 i Bl
WA K. BRI, EERFRHAERT, #Eek
B J& (Streptococcus)~ 5 W& J&(Campylobacter)~ 5
RICEKE JE (Veillonella) WHIE % 4% Bk B &
(Anginosus) 5 5 J& (Dispar) W 5 RIE T 5 &=
IEFASE, 10 AT # &8 (Bifidobacterium) 5 595 1%

2 AL, HuangZ W0 et — ks 7 g
ERERTESLEF IMER, A 1% % SLE &3 k4T
N2 E A, SR ER, SLERF M
PO B BK, FoSCFAsH BFEETH . MEisd:
BRFMESLEE F R RIIARE, SHEMBIENI
A MEAREL T M iE R A 7ESLER e E F 2%
HI,

4 BERDETHBETRSTEAIDHAIKIL

XD ZAEAID 40 0L, L2 RLd
FEAIDMIE T . CA4EA ZD A DL iEie s,
MmERESSAIDKREYT], HBa44 =D LU
R B R A SR AIDE# e & TTAT R, H
R THA DA RS . HAl 28 —Len] DUIESE
XIBAE BT T . SoltysZE IR I, fE4E4RKDIK
PR E R RANR R, IBDEE WIE 2R A7
I 9RE S AL I A P H BRI A B3 ARk, 2
ANUECE R DK X IBD & 1 i JE A3 A5 AIBD %
AR RAE T MR R ER . 5 — i SR — P
WESE TR, 414 T8 IE B R UCH 3
9% AEVE BN PEUC B 35 f18 44 4E1BD & & & Fi b 78
40 000 IUMZEARD, FREE8H, fiefa M E 45
REI, HEAERDA LLBGEE s R UCH & K iniE
RAOERA, AT E R R, (H 2%
i B AE ) 2 RE v B e A —
TUNIRE AL T 240006 SBAIRH 2 K IERE
585 RN 8 44 i e ox HE ZH 4h S8 4 A2 R D Ji5 i 8 1 B
AL, 244 REIRIT I 2 R AL 8 AR T 3
fl P 2E, g B v = 5 JE (Akkermansia)~ 3EFF B
J&(Faecalibacterium) F£EKW J&(Coprococcus)H 3.
1B MR AR (F. prausnitzil)FIVE % & A B
o2 B (Akkermansia  muciniphila) YW SEAE 45
RIGAIFRIERU S . 4R piafaS e,

ERERA RS TRAT T A K 4D
REIR L VA T I TE A B, QG e 28 40 R 0 R
FeAC (2 2 g mi M =E R, TR i iEtasds, £H
B G R AR R R R v e AR AR R 5

5 &iE

EAAER, BEMAS — EAMEU TR
mo PERSMAIDEAT 2RI R, BiEKIHE
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PBE M T RIR I R R R . T 4E2E R DA
N—MBER . ZEREFRATEH, BHEZHR
UESE T EXT B B B RmIE sV . TR B AR
ﬁ {ER4EA K DAE H B o i A E R

A R IE R ARSI, w2t 5
% e gEE RDI RGN E . 4L RDR KGN
PRGN LA R B . 2 A 3R Dk = gt 2R i A 9 A
A A A7 5 B ) SR HIE E

2 % Xk
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