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[ Abstract] Vitamin D3 (VD,) —-mediated biological effects and moderate interferon (TFN) response are essential for health; however,

VD, deficiency/insufficiency and impaired IFN response are often observed in the development and progression of various diseases , in-

cluding microbial infections and tumors. Moreover, the clinical efficacy achieved by the combination of VD, and IFN varies signifi-

cantly depending on the type of disease and the target organs or cells involved , suggesting that there are extremely complex modes and

mechanisms of inter-regulation between VD, signaling and IFN response. This article gives an overview of this topic, so as to provide a

reference for the basic and clinical translational studies in this field.
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T A (BRI B 3R v 756 %0 I [ 8528 290~320 nm 52 40 AR
J5 53R VD HEALAEFR ), (EAL AT B 4y bR I anfsl 1
SR, MR 9 VD, 5 VD, 454 2 H (vitamin D3 binding pro-



BERERKFZR 2023 £55 48 5 11 #5 (Journal of Chongging Medical University 2023.Vol.48 No.11 )

— 1297 —

tein, DBP) I i 52 & VR 14 510 2 B 40 B P 5 1) A 4 0 44 v i)
25-F2 4L EF (CYP2R D) ALTE 1 25 (OH) VD, 4k i % 18 = &
JUE ST /N, 28 1 R A M 2 R A 1 -2 AL (CYP27B1) fi
ATE % 1,25 (0OH),VD,, VD, 78 fd N 119 32 Hir 1 4 38 22 )2 44
K 7& 5 1 70 (heat shock protein 70, HSP70)™, 1fiL # ' A4
25(OH)VD,J& VD, ) R EAFLETE 20, 2 I IR - F I BpLA
VD, FE R IK A, HAA AR T 20 ng/mL A F 20~30 ng/mL
J 40~60 ng/mL 43 B4R A VD, = R JE B AR ES o
1,25(0H), VD, JJE VD, 3% P2, 1 R T 408 200 i A5 kot
1 VD, Z K (vitamin D, receptor, VDR) )5 fift & VDR 5 5 A K%
551 N BB X A2 A (retinoid X receptor, RXR)JE il VDR/
RXR A, i — 25 s 3 8 s 3l F X 880 VD, U 76
14 (vitamin D responsive element, VDRE) KIEREINRE, VD,
B2 55 35] 4 2~3 J& , 25(0H) VD, % 1,25 (OH),VD, ¥ ] £
5 I 24— 2 AL (CYP24A1) {1 BHE 1L 24,25 (OH) , VD, B
1,23/24,25(OH) VD, HEH K 51 o BLIR VD, B2 A BR 32 AT 5 4%
FRAR K RGP G R A1, 38 2 98 F I A K IR 5%
Bii# &K (parathyoid hormone, PTH ) S B £F 4E 40 A A= 4 [H F-23
(fibroblast growth factor—23,FGF23 )44,

2 &EIFNMNEZHLR
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AWEE . A FEAZ IR IFN- T 5 IFN- TR M 407
S5, F BRI Z 2L HE Toll BESZ K (toll-like receptors,
TLRs) \RIG- I #£5Z1& (RIG- I -like receptors, RLRs) & ¥
GMP-AMP 451 (cCyclic GMP—AMP synthase , cGAS ) %5 ; & Fif
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B, TAT IEN (FL 45 4308 55 53 Wb Be AN ) 1o 55 4
ZRTE Y IFN 52 AR 25 4 0% Janus B (janus kinase , JAK )/

R IL T (tyrosine kinase, TYK) & , Mt — L & (5 514 S 5%
S ¥ i F (signal transducer and activator of transcription,
STAT) #i| # # P IFN 31 3% 7T £ (IFN-stimulated response
element, ISRE) | IFN-+ # #% 1 DNA ¥ 41 (IFN— v —activated
DNA sequence, GAS) 8§ CCAAT-3 38 F 45 4 & (4 (CCAAT/
enhancer binding proteins, C/EBP) y= 1z Z2 F 5t v/ 43 - 40 3§
IFN Hil#25 H (TFN=-stimulated gene, 1SG) LI - K S HEA
BAE o SR IFN= 15 1IFN= L3445 2 BL A B0 75 8 4 4
P2 AFLTFN- T AT A8 35 2R 5 L b S BtRE /o 22 2 S A
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& 4 P& (major histocompatibility complex, MHC) 11" 75 A] 311
Tl A JE1 1AL 94K 8 20 BB, Jurkat T 40 B A2 IEN= [0 55 —JF
1, VD, 5 55 TN [ & A7 AR PR #E 45, i TFN-o 7] I
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F1 HBRIFNMEHER
IFN Fh2& IFN- 1 IFN-TI IFN-1I
IFN 3775 IFN-a,_/Blw/x/e/d/t IFN-X, IFN—y
FELE i JLT i 2520 40 g HRE LR (T/B/NK 40 0 452
2R TR Jib e e
JfL N EZ 2 TLRs.RLRs.cGAS s
SN H 41 JLF- A7 2 B 4 i - Bz AR 2 A JUT BT 2 an i
ZAK IFNAR1/IFNAR2 IFNLR1/IL10R2 IFNGR1/IFNGR2
JAK V5 JAKI/TYK2 JAK1/JAK2 + TYK2 JAKI1/JAK2
FEEAY STATs STAT1-STAT2-IRFI(ISGF3) STAT1-STAT1
T ISRE GAS 5, C/EBP
BN 53T 1SG12,18G15,IRF1,IRF8, MxA,0AS1, PKR % CXCLY 4

4 VD, 5 IFN ZE% % F B9 48 B 3

4.1 FRERPERR

411 WEUFEMFR S =ER 1,25(0H),VD,/& VD,
B AE BT 2 IR R A T4 IE VD, BG5S L . REAT
AR R IR 5 (hepatitis C virus, HCV) 42 2R W HFm (AR
2 W) I S S 98 5 ) 1 DL IR, RV LR FH O B
(direct acting antiviral, DDA) 25 7E# 37 HCV J5 LS TE K
LT AR I B3 AT B A A0F 5 45 1 o LAt RN A 05 B2 T 98 4K 24
AAHETE N, JEEE™ ™, 078 VD, Al iF HCV B35 Xt
FRREIATTIIFN=- T i IFN- T BCA R F AR (IFN- T -R) 1A FF
LR 75 27 I 2 (sustained viral response, SVR) , {BHLHIATE,
U T RER B meta 204 B8 76 TFN- T —RIAIT )
HCV B (BT K B, SVR S LR L RE 25(0H) VD, 7K
S TC A P (A RIS A0 B, H S 4k 25 (0OH) VD,
JE B A = B CYP27B1-1260 M A% 3 B b = Js AR 35 10
CYP24A1 1) 152585428 FE K 2 A A7 B P OG>, e Ah
JiT9% 40 2 Huh7.5 20158 HOV & 0 = Z 4 j i s, AL
FAEA AL =BRSSO ) CEE R CYP27B1 5 CYP24A1,
oA VD, B R B A =R AT S A A Y R
IFN-B K ISG HH5EZE FH MxA il HCV A& >, Lange CM
R AN AR T R A A K BR, B VDR BB A ORI
Tl STAT1REEE , B AL — e nT G VDR AFBR XS IFN-a—JAK-
STATT F 490 75 1775 38 55 A0 PR IFN-o B9 BT HOV 3E M. B4k
AR TFN-o BT HCV 16 2 3 AT B -5 H: 484 5 99 25 15 e 4
JItg 5 CC #4k K 7 Hid 44 20 (CC chemokine ligand 20, CCL20)
FeIkA K,

412 CHRUREMERR W TN 2B 29K (hepatitis
B virus, HBV ) ccc DNA 3838 15 3= F % Wa 40 M 45 B 25 9y ek 1
MLHI A 58 2785 26, B ATIA T HBV A9 25 %) (B H FR 25 o)
B« IEN= 1 )3IHICIEH G HBV YL , A AE B KR K Ul
PRI AL, i HBV YR IH 2 Y i 75 M I 2% B s (i e o5
5% A B, 46 KR 4> HBV SR Y35 VD, A ok B = |, (0 L7k
VD, 7K T 5 0 55 0 TFN= T T 4 85 35 48 3 T8 8 7 1
AR IFN= 1 FAZ5A T HBV SR, He LI 250 % 975
I3 25 (OH) VD, 8 1 F IFN- 1 42 @ HLIA CD3'T 5 CD4*/

CDS*T 4 ifd 1fii 31t HBV, Boglione L 25534 % ML IFN- 1 A3
HBV i PE 5 CYP27B1 rs4646536 %= [H £ 25 M 47 56 (BRI TT 7Y
F CTE CC AL o BEAh, 78 HBV HH G KT 40 it 58 H6 4
25(0H) VD, i 5 IfiL i IFN—- I 7K S 67 4 B2,

4.1.3  HAWRGEE VRGNS 7E AS49 4N P, Bk = A
il IFN-B S ISG15 235 M g A7 35005 B i /893 7 (influenza
virus, IAV ) JE&YLP: {H Hayashi H 25378 TAV B4 /N R L
UESE, b 38 25 (OH) VD, AT 417 il 58 M B 1TFN- 11 45 1 #00 i)
TAV &1l , 3 7] B8 55 44 P9 A1 52 30 2% 14 B BT RS B 25 57 6o
Chauss D Z& "t 48 715, VD, AT A€ U IFN~* Th1 4 fifg 1) 1L-10°
B I Th 20 A4 1, SCHE I VD, T sl 5 280 e R0
(SARS-CoV-2) fili 4& (IFNv" Th1 41 g T 4 T ) AH 5 BE 1 04
15 s Ahmed FPO 23 Hr 36 B3 VD, W] J 3) TFN-a—JAK/STAT1
YOV A P 2 T SARS-CoV =2 JE Y ; Hafezi S 207k — 4
FEF RPN AP SLBGAIESE VD, A 858 IFN- T 54 (RIG-1/MDAS
) RN (MX1/1SG 1S5 Zak 38 Jin ) B B i il B HLIA S 2 22
Bl bk SARS-CoV-2 &Y, b4, 78 L& LR 4npa
Ak = B AT 2 9% 2 (rhinovirus, RV) 5 5 1% 1SG 22 1K 11 11
RV SR ABEREY, CYP27B1 7/ I Rz 4l i IPEC-J2 ]
HOFERIKT- 55, feobm B e ] bl Lk mi (R ik fh =
P15 10, 3077 3R TRN-B J3 3 F I R 7 1 . IFNB K ISG 15
HIERIE , LR FEHUR BE S slE™) . A8 SO # B 1 E 40
o, B AL =B N 9% RIG-T mRNA 3235 , (HE1 A #0i IFN- [
mRNA L) 2 PKR i, 0AS1 mRNA 7K, #1275 VD, ] IFN- T 3
AR S REE RN AT e,

42 RAMLIRA (systemic lupus erythematosus, SLE)

I R K sy S F6 W TRN= 1 /11 7 2635 &2 VD, ik = o
AL JE: SLE (1 8158 555 A RRAF 22—, T b B 400 S5 o 5 Ak 2
SLE 4 81 45 (9 G O 2l 121, FARSMIESE o, Bk =
Jis AT 0 ) SLE H 3 41 J& 1l 5 — 4% 40 B (peripheral blood
mononuclear cell, PBMC) 1 IFN- 1T 2 1L-17A 252 R RT3
SR Gu Y ZEWIFSY & B, TFN= 11 7] 28 MicroRNA—-125b
T SLE & & PBMC "' VDR 9 # 5 . Reynolds JA %5
IFN-a—2b 1R AN il 8486 2 145 A Al 40 i (myeloid angiogenic
cells, MAC) R AFHY SLE (4 ML B 403405, & BB L =BEn]
Pk P CXCL-10 2R 4% IFN—-a 175 5 1) MAC R A MR



BERERKFZR 2023 £55 48 5 11 #5 (Journal of Chongging Medical University 2023.Vol.48 No.11 )

— 1299 —

RO R A58 AIE 92 — % 78 SLE B & v 778 B 2 19 7 A
SEHO G PR 45 VD, it = 3R Y SLE B b 7
VD, 4 000~8 000 1U/d 3 ~ 6 H AL RERFAR S 1 2l ¢ Ko i il
HEDNA VR BE , H R B B 25 F I8 IEN 0N {5 552, 348 VD,
(T SLE 7 FI T BN 76 A 5% IEN R0 1 4%

43 % Z WAL (multiple sclerosis , MS)

MS J2: 32 B 4 /0 5 8 I A0 M A G o T O A
95, LA R B IO BRI Ao 22 0 il 2 B A 2 g L TR 1
RO, LB LD B R 2 SR AL A5 AN 58 4 B BT, 300k S 0
PEJRAE BN J A 0 70 5% e S5 240 434k BB TR YT MS [ T
TS, 6T MS 83 VD, 5 IFN 3k KV KAH e A58
AR e = HZ A6 RIFFEIESE, VD, 5 TFN- [ 353677 0]
R MS B (L HUR 5 & G2 A A0 MIS ) I8 A 4 A B2
PRAE BRI FE0 25 HE 3 1T B8 -5 1207 75 B IRl 1 MS (2%
A1 I BELAZ 41 v e 988 BR AR 1 FE 3 (immunoglobulin—like 3,
1L3) 55 S FBIFA 5 ok, VD, 0i%% IFN— T A4 Th1/Th17
SR T B Th2 4 4 T 90 35 24 1/ A 2 W [) 2 46k 1) 2 22 L
B, 3 FE TFN-B 14 3R “ VD, Tif 52 14 4 58 R 40 I (dendritic
cell, DC) "4 i SC I % B 5 e 9 M idi 5 B8 48 (experimental
autoimmune encephalomyelitis, EVE) 31 9 (2% MS ) 3 4 1
) Th2 & A AR, IFN- 1L {55 5 VD, B HAETE MS
S SN I B AR AS ] a4 TRN- 11 3 PN 3% 9 EVE
SRR AT HEHLAMEE VD, TR E R, X 5 TP 2 R 48
VDR & A8/ & Th1/Th17 4 i b 253208 A O, 3R 7R HLAAR 4
MR IE Y IFN- 1T X VD, D) fig & 4% %8 ¢ 2 Smolders ]
SR 5 B TEN= 11 A] L A DA 2 T M S 4 e A/ N e 4
i CYP27B1 %% 5. 5 Z R [A 1952 , Muthian G 55 % 21
AL =BT T4 JAK/STAT %A i BELAS: 1R N— I 2500 A8 %
EVE B RAEFEE . LAk, 38 5 ChIP-Seq $% A , Ramagopalan
SV SEA e L5 MS B8 E AR SC I T4 F R 5 I 8 (IFN
regulatory factor 8,IRF8)5 VDR H %45 A, #i/8 IFN 5 VD,
R 8] A7 TE ELAE M S5 6 Rl
4.4 DFBRIEIR A BRI IR

VD, {555 TFN R 25 18] B9 “ X3 76 LAz PRtk o 82k
BB & A 5697 TR BRI, Lu X SR
B, 7E LA FHZ LA B LA 4L 80 ST K LL-37 vl i %
IFN- 1 &35 S5 A iEda 4R, ilME 25(OH) VD, & LL-37 3%
IR R 50 (H R JCI SR W Bk sl UL o 25(0H) VD,
AE HL 5 LL-37 M5 S IPN- [ Rk, HZ MR MR,
Suzuki T S W] B UE 52 VD, 25 L4990 = B2 ] #0 fi] CpG-
TLR9-MY D88 i #% 1Ml 4 3% 4t i A DC 3K IFN- |, #E 41
il R s SRS TN BRUAR B A B R BTE L IR AT TR
FH], VD, AN 2 9 3 R B A M Bl VD, SR AR A I
IFN- 11 (% CD4* T 40 250 5 5 0 /s (R A 1 RS 25 6 79 Jm)
B S VDA X BRI TFN= 1T 2235 B4R, $275% VD, X
ML TFN- 11 32 35 149 52 0 B B 5605 b 1T 45 5%, R T BE 5 VD,
PEFA 3 B CRD RS RH8) A 5¢. 1fi Zavala K 557 Teles
RM 578 bR XU HR ) R G5 AN A R FA 1 40 TRN- T
RN 4T OASI 1223k 55 VD AU 9 S BBl CYP27B1 5t
TG, 38 B — A E 9215 32 IFN— T 3600 AT BRI RR RS R AT

AT % SRR/ I 240 BT TFN= 11 58 VD, A4 TR S B Rk
FEIYFRM T ARG HAREBIR AR WL P i B2 2

5 & &

TE S 11 VD, AH G A 4 2 250% A TFN N 25 B2 7 2 WL A Ak
B0 5 608 o AT A5 508 X5F VD, Bl = B A L % — A Bk
P14 7 A i) 2 2 A SR B R AT L B R 2
IFN AT 3R A R R A G R DS R xE . DA BT 9 i 4
R, VD, 5515 TN i 2 [0 BE A7 e A0 B, 7R A0 B30 i
(AT B8 , 3 3 B2 U R T R i b R 30 ) 40 2 R AR
HMIFFE S 22 BT G, TR, X i B R R A 5T
AR RNEEOS T I B 3 R R 0 T B R P e 4 JE
JEBEIR AFRIE P FR GEM R S A A7 ] TR A R 58
FLURHLE] ; eAh 18 7850 FH B RNA 424 R A 2E 4R
EAYi(E B i, T sk b WS 8 R
e 3 1 5 PR sl 200 i AR A P 45, O R A B Y B T
a5 BEAEAR SR 45 R 75 76 2 Hhuts KRR I IR
R0 P AT R A BE T o M X LA b R R A B
S BE A AT SE I R I A ) e R AL A 2R R R
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