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Abstract Chronic pain, affecting over 30% of the global population, has emerged as a significant public health
concern. Due to the complex pathophysiological mechanisms involved in its generation and maintenance, the
effect of current clinical treatment is unsatisfactory, leading to considerable distress to patients. Vitamin D, is
an essential fat soluble vitamin for the human body, and is now also considered a multifunctional neurosteroid.
Research has shown that vitamin D can effectively alleviate chronic pain, but the regulatory mechanism of
vitamin D on chronic pain is not yet fully understood. This article will provide a review on the regulation of
chronic pain by vitamin D and its related mechanisms, offering novel therapeutic insights for pain.
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25-$24E K D (25-Hydroxyvitamin D, 25(OH)D).
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K D, ]I AR A 4 18 M R 8 P 45145 (chronic
constriction injury, CCI) K BRI & %8 K B ALk 14
U Yy R R 4EE R D 21 KAl A sk
CCI KR FIRAT VRS P FIRE, IR ARHE 7 AL,
MR SR 4EAE R D 2 [ A A e U, &b
FedErE R D I RRAREE M AR LA B R
T PRI JE L4 422 2 1 € g S5 A TR P2 2R 2 A\
PIPIRIT Ty, IR NIRRT AR P L o5 L AR o
& UM Basit 5 VR, BRI ST 600,000 TU
YA R D, A DU 35 2R 18 1 PR R N R PRIRE R
PR Z D AR A IR ER T . 12
S, EANAMHEICHT T 2 RAE T 4R & D X8 MEA TR
A RO E, kAR R D et R AR S 4R
LIRS ASCHET HRT4E4 2% D Xt
S PRI IAE A FH A AL A R b AT PR AT 7 5 A
FHRIZRIR, 1S AR 1 I AR B Ao L

—. YR D KHZHA

e R D R 4ERF AR Z B D Re I 7 Tl S
Fr&, wmw AU 4EE R Dy (JEESfLEE) Fige
HED, (EMEIEE) o 44EED FE B AL
JH 7- B SB[ B 2 SR AR B i B RS R Ak B T
Kk, D NBEIEAN R RN ARG T AEDY)
TETE, ARERENR BRI, SEARNLEST
JIFIE 25- B2 AL BEAN B I 1o- FRALEEH D E210, Bl
EPEIE R 1,25 X2 4E4E &K D, (1,25-Dihydroxvitamin
D3, 1,25(0H),D;), BI& =8¢, 1,25(0H),D, /& —
PG PR B, AT AR A RGN 2 R
B, TEARN RIEPLR A SR S BER . AW
1,25(0H),D; 7K °F- 1 CYP24A1 % fi% fF) 24- 2 4k ilg 1
1, 24-FRAUEE R 4E A R D AR IR A S
Al JE3) 1,25(0H),D; 73 i 18, WA 4E4 3 D Jm i
WRE. YA R D ] ) R H G 9 CYP24A1 £
$ S i 31(1 5 5 0 70 78 R R 1 S IR - s D
AR D RN AEREBNRERANE, 5w
FE s a4 &, a2 5 % 46 h 25(0H) D.
M+ 25(0H) D KF g R 1,25(0H),D; =4
1000 35 ", HopgEiik, MRfw, ANZWeE.
g T FER R, WA ANEAER D S E
17 K°F, R iE 25(0H) D i 2 I FAR )
BUALEAE 2 D E IR RO 3 2K

Yk 25 D ] 3 I I R A AN R I DR L R E
EH, 4E4 % D %2 /& (vitamin D receptor, VDR) &
HAERM B 443 D RN A AE H 7 24
H NN R FH VDR, 454 )5# VDR 526
WS X ZARTE IR Ak, %5 & 5 61 54
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o A 5 8 IS 585 E 1 DNA J N oG AE 45 & k=T
R 3R 05 AEREAAE 24 2% D it
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5o R O T B A A PR e AR AR
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B TR, L e FE AR 51 1Y) DNA &5 & 380 F1 I
REEEIE, MM RE AR, RINA
1% 54K (nuclear vitamin D receptor, nVDR) Al i 52 &
(membrane vitamin D receptor, mVDR) % Fit £ =X,
CIE i [P 2742 55 ) DB oS Ey R L VST Y VA
AR 21 40H VDR 3 TN, 4R VDR £
JE b IAEAE N B YR e VDR |32 7304 T SR 1)
ANFE AL, ' NE B A, Rk bR gm
Mo R %%, BhAh, VDR ZEF AT E S R
(dorsal root ganglion, DRG) #H£8 76 5 Al Ko 45348
k. MGG BRI ) VDR FA7E T A R 240
Mo, BAEMETT. BRI 2 N K
X 3k 1D S ST At A, %98 VDR (4 fhs T2 4K
I XS B . A AT iR R B, HONN
o VDR 1 75 A AR 2 5 6 1A S 04 £ 25 D) IR e 2 B
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K ) VDR RIEKFEAL ™, Rkge4 R D 1E
K AT B A S d e Bk A S R A AR ke A o
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ATERR, RIARM R4k 38 D X T8 MR I S A 2K
BATRE AR T2 ) M, [l A 22 TR T 2%
PR N ik = 4E 4R 3R Do Ahm4EAE R D 1]
REOF R BT 2, H B0 A I R ST SR HEFF 4E A2 R
D BT A N —Fg ARl Bh T i PO KGR
= DARESEMESIR R A, AT 18 MR A
FEIRIF IR GG, Chen 5 PV KB, R E
o M ER IR N B B R PSR A iR 5 IIE 25(0H) D
IR [RAETE B3 A G . (R4EZE R D K 588 IR
J& il # £5 955 A8 (diabetic peripheral neuropathy, DPN)
P NPEIRREIR (1) R A2 2 (A A7/EBE &R o Shillo 25 " 1)
WEFCUER, RS RERRE. TS A
SRR VE 4y 5, 50 DPN i AR 52 6038 A
Et, JwPE DPN 9% A FI L% 25(0H) D 7KF B B4,
H &IV f o N BE LT 25(0H) D 7K P fe ik
Gendelman % 2 JEAT (1) Bt AL XCE Xt AT 58 o,
P2 LR BB TR N R 4EAE 3R D Bk = hE o ZR 5
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wr, BN HIRA 4000 TU 4843 D KB &% M
BURATEIMNATGE, HERIE BERRK, [FS
5 A IR YR A6 R 7 -0 (tumor necrosis factor, TNF-a)
FIHTF IR 2% E2 (prostaglandin E2, PGE2) 45 % 14:2E )
PREVIKPFRIE T . HREl, ST agedER D X
18 M PR I PR T 2 L S B P JE It A R, X R
X & VT Re B VAR T AMATE S R 4E AR 2 D Bz 1FE
FE. dEAER D SRZ R, 46T AN E DL
8 ST G

ZU O AR THAER D RS 58
PIRMVFZALH] . 4R D G2 ME ST AR
Gt R ORI A 2R 0 iR S AR, A e B 2 A
SRR IR AR T I O ) K2 . Wojeikowski
2 PINRACH YA R D Al S 5 M A#R N = R &
JTCIAT YR, E—HMETT, (ENmaiEhk
W REI4EA 2R D nl T i A tE, JFrlaeidE
T P g A BB ER L A S S -2 (cyclooxygenase-2,
COX-2) ik &5 R AR B v v 48 T I T BB 7
TRPRA TG, 4EAEER D A VR R RS A B A i
J5T 4 B H ) TNF-o0 AT 490 ) 56 68 4% 338 95018 s
Gaikwad % " 45, 4E2E R D A REAEIDH 5%
RE J5 T R AE T EE R BT R B AR D
AT LA ) B2 T Fi Jo 4 G AR /N 58 o 440 i i 3 Y —
ARG B A R, 32 s> — A (nitric
oxide, NO) 7= Az i 44 e FE MO B Pt 6 A
M4EAE 2 D A] e i JE LA BT 28 0 F 22 i 5 o Ik
%o ZF LTI, 4EAEER D MIPiFH IR AT REV
KA RIHIHLAE .
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1. B Jy S2ARAE 5l %

Bl R 2D AE S P RAT A 2 T T
R, Ry R S B2 AR AR IR 8 B T
I3 YEAEZR D AT REAE 2 R DX A 5 B S 2
WO RRE,  Gn e G 0 B 75 X ) VDR 5w [ 2
& mRNA Z [AIfAE R Z MK, H4EAEZRDIE S
& F R R 2175 R AR PR SRR 25 4 7R = 1
i B, B4 R D KT IEE 1) BT AR SRR A
bb, 4EA2 2 D AR R AN BE IR 28 254 F 2 6 [A)
FIFIRPTRe B . 7ESEEEAL |, Helde Frankling
2 BT L I RIF FE R W, b Fe AR & D K JRi
NS 852 IR A AH G, 25 K8 A 7 & 2
FIhD . Kemény &5 PO sz ik — AR s T 4EE R
D /K55 B S 25 A FH ) 8 b HLARAE 7 B 4K
kR Bk, b4, Kemény 538 K BB B 2445 Bt
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BRAE T+ IS, T A0 JE S R gt A (A R AR
FA BT | 2 A48 507, BT 20 9 il B AN 77 5
I fi BB, DR AS AE A0 & RELIT ]y 5244 A 77 4
FHFEER, FREALEAEZR D (5 T k2 i@t Roax R A
ARG T AL RS K Z R {E . Poisbeau % ¥ Ik
THRISI YIS 45 ], 3t — P X% DRG. 5 #A1
HLGHAT T e B2, WS B RS AL BE b 78 77
AT T 50 RV ZARME ST IR AR
DS PR AE S R R AL R T R, LR
B R P BT 2K 2590 1Y) Pome Pdyn Al Penk,
Horp Pome 1, 1M Pdyn F1 Penk i, RAH4E4E
# D ] BRI S NS IR RT  R A s AR R AR R
PER: BR T =M by IR R 3Rk o 4, it 9ie
s TANTR IR A RE A8 G 2R 1 R0 25 B A 1 e
SEAKSFARI, a0 R D45 e 1 I SR R
HIRIALEE-5 (adenylyl cyclase type 5, ACS) %5, if
W EE B RRAG AL BN 787 AT SO R N ACS ZEHR
W, SEMEES TR A SKBEhRE AC W& 52 3]
SRR, BEhAdaE, M2l G
B AR IEE 52 VA P R 575 A o U8 1 e Ak R T Tl PR
I FE, 3K [A R SA6 BT U 5% 381 1 A 1 IO AR oG
FPRR A ) 25 R ARG

(1) MR B FEE: R Cav2
TE AR AR RN 38, BT HiRSA G A
JRBENE, B R S RS S
TR R EIRAE . DhRERE FUER A, AE S-FT
Fr 524K (delta-opioid receptor, DOR) #ah7I/EH T,
KB = X A 22 15 B DRG 1) /865 #4 48 76+ DOR 1)
FIE MG R s EE P, AREERT
Cav2.1 fl Cav2.2 WAL, 5 Cav2 i@l VDR
£ DRG £ #RiE. K DRG FIRIE L4 o
f71E VDR K HACUNNE, 4EE% D55 S
BLEA FROZ VR A0 MR P R FEAE A s B SR
237 KB DRG #i 22 7o VDR 2RiA &2 181,
H A #H R & o n] W42 E| VDR RIA i K14
. {H VDR & 75 A] L 56 RS2 A R A
BlH I BT Cav2 i 18 55 RN 2% 1 R I8 7K A

AT RS 54T, Hulh&HE 2.

(2) RERNE: IRERMLE (adenylyl
cyclase, AC) &S E A, mEMAM =BT & R
R IR T (cyclic adenosine monophosphate, cAMP)
TR 22 Fh 2 B sk FE AR S . AC AR R Y
CAMP {5 5 i % 2 v 32 ARAE 5 i AL 1) B 2
MR . Bl ZARBIE MK ME TN ACTE
PE, FRARHHMI N cAMP WREE, 51 8 HER S 1 T
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e, TN AE D T RERA K, B R A
JiL PN E RN B AR L B B TE T RE, T A
B RS, P AR A A EAE . AC TP AL LE HAiX
A RGNS ERIE, HFEM 2R AHESRNE
R, ACS R LUK H DOR [ F E AN . 5
B AERUNERARLEL, ACS BRI B RBT  SR 25 1)
BRSSP, iR AL AC WALR /N, An
ACL. AC8, XRS5 245 W) i B S o 5 B A A /s
MAHEL G 22 5, R ACS 1ER 244815 5% S %
R RER AR S, 34T £, VDR 5 DOR Al
AC5 Kieh; st s kB, IBES A b 78 70 T i 3
KB ACS HEF N, GEBI4EAE R D AT ARl
i cAMP IBAR AR Fr 52 A5 S il g, 2 g ik
PRI R = TR

2. BEAR RN S

e N 4EAE R #E Y DRG A RS £
B, WO AR R e A R N T A . AL
(R /N R B 240 = A AR 26 4B ER - A IR - R 42
WK, A5 M TTAHEAER, M S BEATR
ITHdI M oA AR . B Edih G, JREs
5k 29T L R Tt 3 4 A e 10 £ FEORE TS A2 %8 4 i BT 1
W R 2 AR YR TNF-on B4 2=-1P
(interleukin-1B, IL-1B) 4k 5 5. 45345 #0071 %
PGS 2, SR FHIEZ LR 4R B R ahE
AR, FEUR G T R ETEOR, 21k DRG
R A 20 70 R T IR IO 4 I W B R U 4
B — k%) DRG W %, EIRIAT(E 1% %
BT RY I8V T b RN g Vi S Sl s A o i ) i
(I 8 41 P DN 7 8 T I s A I B

BRI, 484K D =] 5]/ R R
JRAN R AL R, i S 808 . Alessio 25 P
PR Z HEAEZ D R/ BRI A4 A0 /N i 48
FRFITEAS 70 A o, A B0 /) o 240 i i =
W, H4EA R D #h= 29 3 EA/ R B g0 =2
TSR IR A I A V% R L T (macrophage colo-
ny-stimulating factor, M-CSF) 1] ] J# 5 4% 41 fg fil 5
MR IETE . A . BRI TRIIF 2 %
JEAM T, AR R AR, Rl TNF-a. IL-1B.
NO MATHI R ER . 4EAE 2R D Al $0) 22 TR o 41 i A1
/0N JGEJST 240 B o ) TNF-a #1 M-CSF, BEBL4E4E % D
T el R AT R T R TBOR B R AR, W
18 P PR I R KRR 82 AH O R 98 RE 368 12 7 AR 5 ) o

HANFRYEA K D I8 W] TR E AR B AIC T S B R
Ko IRPRIF TR B, 443K D FACEE AT #i] /s
BRI S AN FT AR B T X COX-2 MRk MRAMiE i3k
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WY B, 4R R Dl ) COX-2 B 15-5% 4k
I 41 R 2 it & (15-hydroxyprostaglandin dehydro-
genase, 15-PGDH) )31k K 52 i 5 71 B 25 4 H
15-PGDH F fiff ilf 51 Ji 2% I 4 il )l 21 4 4 PGE2
A, MR D 98 0E IR o T B i 3 5 [t fif 48
JUH B, A] PO BAE, BN E A G
MBNE AL R, W r]iEd PGE2 P58 31 /)
oM a LA, A SRR 1,25(0H),D,
AT AT G, BRARIE PR S, N T 40 Mg
PEF 5200 S 80 Th2 A1 Treg 41 B A 5 AT 28 S N 3
5 B, 1,25(0H),Dy 14 22 G 8 18 5 /E F R H ]
RE A& 2 5 TR 0 U ) FL A1

3. Vi BRI T A

i MES (reactive oxygen species, ROS) +& H A1k
SRS AT, EYIIRAE S AR S AR P
BERHEZEN, OFEaHENIEEHESEES T,
W A A S AL A (hydrogen peroxide, H,0,),
& 1 ROS T¥ 2= #0148 B () B S8 A0 B 1 &R 4
HREASI, FEIRMEARR KL, HEtif)E,
ROS fENHEE 72 5 R H K RIKRZ A, &
AN T LB P 28 70 1A B 2 18 555 R i 410 1
P e B 22 0 B A B AR A, AT 3 3508 i ] %
FHORPRZE TORH T VIR R 5, 7= A X Ak
1M ROS i B A1 #2825 3L 5 3 10 4 48 08 B PR 9K
I R RS HhmT 72 AR U o UBE F

Y42 % D £ 1T ROS Ttk & AR A .
YR D ] BSEERIRIEIR R I bR, R
T YR D SN ROS A WEFRE M BV, 4k
HEZDZ ST RS, EidiERR ROS Al
% ROS 5 5% Tl FE v A A AR A0 R B 1E Ak
N, YERFERAGE R AR AS . PR KR A BE T,
HAPEAAE A A BEH IR, A a4 = D
RTINS BEH AR B, SRR LA RE /1. Santos
& T HE e IOk B, 4E4E R DS P E K
25 CCI K A il AR A AL R AP A AL R AR e
WASPAT R, UERS T4EE R D IR CCI oK
A HE R A B T M 10, KPR . 48 % D
AR R AR ROS MRS,  [RIE i A )
AL B A2 I H O A B ) A, A IEH R
ALY B =L HO, 7 iR 2 — . BRIitAT
YR DIRIT I CCL KRR HE B 0B B 7 A
H,0, /K- PR IR 5 4E 4 2 D MR A . ik
VB AR AN 2 e H OS SE A MBS E A G, R
KB FAT 75 E ik — A B 4E A 3 D VAT CC1 R
B R R A T v 1
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4. 4| TRPV1 2475 1

i B 2 2% FL A5 H IR 244K 1 (transient receptor
potential vanilloid subfamily 1, TRPV1) i i J& T 1Y
REEARK S F@EEEE, 58 IRE " £
BEYIFIE, SRR L U A R G B T,
=R G SN R P = N I W T i & o S =1
YE4EE R D AT 2 55 TRPVI ALK APt 72 .
TRPV 1 3 3k 38 5 41 A P P 4605 >R 178 15 G 928 200 M 1 35K
TR R R A, WA SRR E S . FARK
I B¥, 25(0H) D 1 1,25(0H),D, A] £ TRPV1 ¥ 5l
FUBMUER A FIEFH XIS E B 5 TRPVI 32k 4E &,
H. 25(0H) D 7] LL 55 3#03% TRPV1 3041 b & 51 ik
1) TRPV 3G PE, $ERg4EA 3R D T ReAE N 2L AR
P TRPV1 #B7sh I A EH T TRPVI 4%, FE#l
H TRPV1 (3 BE 0% . TRPVL K T 4H i i 84075 A1 7
A e 2, Zp sk EAIH] TRPVE v LART 1k T 48
P43 VAR S AR 7, MR AIME T 2R B 25(OH) D W] Yk
/b TRPVI i A S0 T 4 R TR OR B & 5 5
=X ME TS S1E S, R4 D nlggiE )
HI R R TRPVL,  FHIE T 424K FH TNF-o
ATFHRER y B9 B, DN EAS 50 TF 5 kot A AR B
IhRERITE L N fRm EPE O . TRPV 524418 % Al
ReRdEA R D AT MR E LSl 2 —, HH
A T RGN T — P e 4E A R D 2 15 RAE RAE
A TR T TRPV FE VS ER

5. HAh

B ERALHISN, 4E4 R DI HA ML R 1ER
YR D AR A E IR R T A R, i AT DAY
i DRG #1228 7t B8 T I 1 5 2 5 i AR K 1)
REFE. AHFTER D, 44K D REE A
TR E FR IR RIAAE B E AT 00 2 M R
RAEAER, o o 0 M 05 v o 2278 72 R 7 ] LU i
U5 J5 I R 1 S O AR Ak, A R A 4
P T B S, AT S e IR -

LSS ez

TENNIEL TR A R, ERDAE
R AT ARG R EEAEH O 2T, EAE
iR D BHANMER, JUH R T LSS 1 R
FRIATE P SR 52 ) S il K e R AT 98 N BRI v .
SR fR PR I ML AR 32 BP0 J2 5 AT 52 A4 A 5 e B A%
S B AR MR B JE R ROS K] TRPV 524
TS, MR 4E2E R D BRAMIEIRAR. AR/,
i} 521 RGP0 i, H4EAR R D 78wl i 4
RV )= A AR R IR, AT DASE RS BN 4 A
EDPNBHEERERE TR, E5ERFEED S
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