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HEEZDMNALFHAEEEBEERG KR
NF«B/CBSH, S {5 5B A&
LD RO
(FMPEHKRFH B ERKREA, T 550003)

BWE BB AR D XA 0 kR 3A PB4 ( CCT) R RURY it 1 H DL BOG % I 1 «B( NF«B) /B ik -B—5 il

(CBS) - #ifba( H,S) RGEMIATEN . Fik 50 FOR ML IR BEHLE 7 23% 70 g X IR AT A Ak A2 2K D 4 S 57 21 A
WAE R + iR D 4L, AR 10 Ho BRxk BRALAN , HAR AR BUd i 25 LAk B dp 22l nr. CCTRERY, 2R 3R D 41K U I TE 2 500

mg/kg AEA 2R D, B0 20 R BRUR IR VE S NF«B BOGFIAR 208 10 mg/ke, BUG ] + 484 R D 20 K BRUE T 500 mg/kg 4E4E
# D, [T 10 mg/kg Jig 220, % FRZH FIASE R 20 R BRUME s U S A i AR BN /K, 1 WK TR 2 Jl o LR A5 A R BRI s 4 2
SR PWTL) HLAEAE K (A ( MWT) K SRR REFS ki 253544 2 D, [25 (OH) Dy J7K-FH,S & i KR 14 - L6 ¥
HRA 22715 B A5 22 SE R A OCIK( CGRP) (HiiFI IR E E2( PGE2) /K R 14 - L6 BrE#E4EAE D Z{&( VDR) .NF«Bp65 Hl CBS
EHRAT. R 5XTHRA LR, FAIZH K R PWTL #1 MWT.25 ( OH) D, 7KDL & VDR %5 ([ 235 i S REAL, H,S & s
CGRP 1 PGE2 7K L4} NF-«Bp65 Fi1 CBS & [ F 5 ¥ FFE ( P <0.05) ; SR s, 4i4E 2 D 21K B PWTL Ff1 MWT.25
( OH) D, /KLU K VDR A58 ( P <0.05) ,H,S & & CGRP F1 PGE2 /KL K NF+«Bp65 1 CBS & 11 FKi5 = B4
fR( P <0.05) ; S FIZH e, S F) + 4i4E 2 D 2K PWTL Fit MWT.25( OH) D, 7KF-LL & VDR & H R A A5, H,S
5 CGRP 1 PGE2 /K F-LA Bz NF«Bp65 Fl CBS 5 [ R IA BB EAR( P <0.05) ; S Z D 4H L, BOEH + 44 K D4R
F PWTL F1 MWT.25( OH) D, 7K FLL K VDR % (A ik BIFEA%, H,S & .CGRP I PGE2 7K 1)} NF+«Bp65 Fil CBS & 13
REPTRE(P<0.05) o i AMEMARNFRYEAER D AT CCI R BRI , R AR sE BUs M , 07T g 2@ L i) NF«B/
CBSH,S {55 im K R HEAEH

KR AE AR 44 D; BIRAT NS IR BE; SZ21K; NF«B/CBSH, S {553 %
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T B 5 HAE U~ I8 & 4 A AF B AL 1k A T
U A IR H,S EEA R 2
i Bt B BE-B—-5 ¥ ( cystathionine-3-synthetase,
CBS) \ HFZRB THMMAETT HFHEHL .
BF5E " 200 CBS-H, S i B 15 i 28 Mg PR v %
HEE/EH. KT «B( nuclear factor kappaight—
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chain-enhancer of activated B cells, NF+«B) & 75 #
SE IG5 BT B NF«B 55 CBS &
ik BRSSO R LR L e 4EE R D 2
RNESBARBIOCHE S 500 7 K S Z 4625
RIEEAT SRS o HEE R D 2K ( vita-
min D receptors, VDR) | 2 704 T XM AL RS
Sk A A D K VDR 7E R0 R
SR, AT RE S5 52 M R PR 1R o B R DA G
SR, H AT A s SR A= 3R D X o 28 g 2
PP s, B AL A I o D 5T
ETERIW4EA R D 2 g 1895 NF«B/CBS-H,S
15530 B AE AL B Bl 2218 M 38 P 4543 ( chronic con—
striction injury of the sciatic nerve, CCI) B /7 & 4
AP 1E -

1 #R5ETZ%

1.1 SSesh (R s St SD R 50 H,8
JEli , R B i 200 ~ 220 g, T 1 b 5 2k i 1 A2 S0 5
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Y AR A B A, A P2 AT UE 5 SCXK( 50) 2016-
0011, FAFEMIAEHE5 P4 IR I (22 £2) °C 12 h W]
A, A KRB POK, 25 IRE 50% ~60% , 1 [
PRI R 3 d JRHEATSC0 . TA SE AT G SN b
2K 2 5 ) R B AR P 2R B 2 R (G S
2403423) ,

1.2 FERKFMYE 257%4EFK D, [25 (OH)
D, J( 2 H AdooQ BioScience 7 ], 5% 5: A10941-
5) ; A IR 2% E2( prostaglandin E2, PGE2) ELISA iz
5] 1 5 5 2 FE A A 5 BK ( calcitonin gene—related
peptide, CGRP) ELISA ) 5 (1 155106 2 #y 1 4
AR A, 4% B ml003859 ml002772) ; fi & i (2%
Sigma-Aldrich 7y @], % 5: 1288040MG) ; NF-
kBp65 LR CBS H A HtiA( e[ Abcam 23 H],
5245 ab16502.ab37880) ; —Hi( At mt A2 &AW
FARA R W], 5745 ZB2301) ; Von Frey Il g { Fl
JEHIR A ( BY5: VE4TF2, R BT BE 22 R e Ak
Y2 TARBESE ) 5 2240 AT W3 6O E (AL
HD-UV90, L1 AR e 55 i  ZR P TR AT R A7) o
1.3 #RBHEE5XWHE 50 HREPEYLEER 40
FUATREAE, ELARSR AR 0T I A 5 3G 1 1 22
(15 ~40 mg/kg) R, 0fF BN [ € T BUBR B, A )5S
JR KRR R BB A 2 5 VAT 5 [ DT KK, 43
BILAFEH SR A B P2 £, FEM & F T HR
WIERE 1 mm FEAT25F0, HE25F0 3 40, K RUT s
SR BRI A AR LR . RS R B A
J5 AL S AEG S R B 1 , A7 7 IR FR 1 G b~
7, WAL 2 i), 5340 100 HUR B2 8 Ak i
PRLE AGEFL o R A Y R BB AIL 73 Ay AU A
e D A BOE A FEOE ) + 4i4E R D 4, &
H 10 5, RFEAT A B P45 FL 10 HREUE D XF
JilEaSS

1.4 FHARX EEES 1 RITHR, E4ERK DA
KR 500 mg/kg I8 I 3 ST 4E2E R D, 06 741
REFZHIR 10 mg/kg JI5 18 T 251 I 22 08 ( NF«B 0%
) OS] + 4EE R D RS BYgEAR D 414
PR RV & IR TS 42 R D + IR 20, X IR
VST R 20 R B s T S A A R K, 1 AR/ 3%
22 J.

1.5 #RIH%E R k5 &K HI( paw withdraw ther—
mal latency , PWTL) JE 737 R FIHIAS 5+
1014 d WP Y TE251 B0 58 3, K 56 5 45 00k v
KRBT 5 5 v e RS, 10 53 AT 4 BEUR 31K B AR
AL I IR IR [, SRy E A 6 U, B IR IRIFR 5 min, JCO-

BIE A K R PWTL,

1.6 #H# 45 2 & 57 5 {& ( mechanical withdrawal
threshold, MWT) JUE 437 R T F ARG 5.10
14 d B, ] HL - Von Frey 9 4 I & K B
MWT B0 Sk % o A i Ji 5 2 v i fin 3 L
] bW 77, MR B 46 5 B BD SR 58 i 1 v
SE O SRIE A A AR, A 6 WK, U4 E N
MWT.

1.7 25(OH) D, EEME HHEARAMARS 5.
10 F1 14 d A, SR 45 K BRUIRHIE &R ik 1 2 mL, 4385 1L
1% , ELISA 3L 1L 35 7 25( OH) D, 7K.

1.8 H,S E2ME /HillEARMMARE 5,10 Fl
14 d i, SRAE K BRI FE &bk i 0. 1 mL FHLEEE
A HAAIA 0.5 mL 0. 1% ZBREE, 98 Ja H-53 Bl A
0.5 mL N, N="H LXK — fedh i h Al = &k ik, =
IREE 10 min, HAIA 0.5 mL 10% =% Z R F1 2. 5
mL 728K, R Z IR S ,4 000 r/min B0 10 min, L
R EW R A3 66 BE I E 670 nm Ab i W
(B AR AR M 2T IR AR T H, S MR B .

1.9 KBRERWET s BHE XY RKFER
ARG 14 d, R BSR4 - Lo B Ml ph
I, BFEE 4 °C 12 000 r/min BS.0 10 min B E 5,
FR IR & VLR 5 %2 CGRP 1 PGE2 7K°F-.

1.10 ZEBHENEXE4N VDR.NF-«Bp65 #1 CBS &
HRIZE AR5 14 d BOKK 14 - Lo BEEBESIHK,
4 °C .12 000 r/min B5.0> 10 min, B 75, BCA =7
EIEERAWE. 50 pg & R G FEAT B UK AT
# FtH] 1 h J5§, VDR, NF«Bp65 I CBS & (44 ik
(1:1000)4 CHEF LR, —HL(1 : 5 000) = ik iF
A 1 h, B, ECL i W 4, Tmage] 43 #7457 K FE(H,
IR HMEARLE.

1.11  Sit=2a3E R SPSS26. 0 #R(FE 75045
SR A BRSPS IEA, R A (x £5) 3R,
ZREARER] LR F B R 7 220007, 5
LAk F LSD— A 36y, 5 42 0l o %Rk SR FH 2 42 T o
T %50 8T. P <0.05 AEFA G FE Lo

2 HR

2.1 PWILFAMWT UELER K41 K PWTL
M MWT 7ERAT L, 2R LGt = E L (P >
0.05) . HBHETRIHERS , BRI 4k D 24 0.
FULH BTG R + 4 D 4 E R PWTL f1 MWT
YRR, S R H g, SR 4 K R PWTL Al
MWT 7EAR 5 25 B[] S BRI ( P <0.05) 5 A2
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Heie, 4eAE 2R D 4K B PWTL A1 MWT 76 K J5 45 i
[ TR (P <0.05) ; 5443 D 41 i, 0 )
+ YA D KRR PWTL Fl MWT 75 A J5 45 5[] 5
PIREAR( P <0. 05) 5 53006 A 41 g, G 391 + 4
2 D 41K E PWTL F1 MWT 78 AR Ji5 45 5[] o5 2 7
(P<0.05) ., W12,

2.2 25(OH) D, kK FMELER SXIEYHLE,
FERYZH KR ST 25 B[] 55 25 ( OH) Dy 7K-F- 34y
fiK( P <0.05) ; SHARIL iR, dirE R D A KRAR)E
FHANFE] A 25( OH) Dy /KT (P <0.05) 5 5

TR oA, PR ) + 4EAE R D 4R RORJE &6
1] 25 25( OH) Dy 7K P27+ ( P <0.05) o ARHij# 4
KEUMTE 25( OH) D, 7KV K, 22 5 TS 155 5
(P>0.05) . W73,

2.3 HSEEMNELER HIHRALLE, BRAIHK
ARG & E] 5 H,S ST (P <0.05) 5 5
BRI AT, A 2 D R BUR G 45 A b 1a] 45 H,S
TEBIFEIR( P <0.05) ; 544 D 4, B
+ iR R D R EOR G & E A H,S S5 F
(P <0.05) ; 5¥OERIL L, W + 4425 D

HELEZR D A HOB WE A + 4iA R D R RORJE %
AN TE] i 25( OH) Dy K-F-RIFEAR( P <0.05) 5 5

R 25 A )5 H,S S R ( P <
0.05) o AR 4R RH, S & & [, 22 57 gt it

F1 FHAXRPWTIL RERE SR (> +5,5,n=10)
Tab.1 Comparison of PWTL of rats at different time in each group (x +s, s, n=10)

Group Pre-operation 5 days post-eperation 10 days post-eperation 14 days post-eperation
Control 25.66 +3.45 25.80 +3.17 24.08 +3. 14 23.46 +3.53
Model 24.78 +4.05 18.53 £2.13 15.24 +£2.22%" 11.66 +2. 404"
Vitamin D 25.77 +4.28 23.84 +2.06% 19.53 2. 17" 16.55 +2.41%
Activator 23.96 £3.41 15.22 +2.29* 12.74 +2.05%% 9.32 +2.43%*
Activator + Vitamin D 24.33 £4.22 21.44 £2.03%74 17.34 22,3044 14,22 22, 1544
F value F e ettect =62.560, F o ctioer =107.300, Fiiciion cifeer =3- 583

P value P fiver <0-001, P oy <0.001, Pyion oo <0-001

" P <0.05 vs Control group; #P <0.05 vs Model group; “P <0.05 vs Vitamin D group; 4P <0. 05 vs Activator group; “P <0.05 vs same group

pre-operation; "P <0. 05 same group vs 5 days post-operation; °P <0. 05 vs same group 10 days post-operation.

F2 SAKR MWT RERESHLE(x +5,g,n=10)
Tab.2 Comparison of MWT of rats at different time in each group (x +s, g, n=10)

Group Pre-operation 5 days post-eperation 10 days post-eperation 14 days post-eperation
Control 40.47 +4.65 42.85 +5.24 42.77 £5.25 39.71 £5.63
Model 40.66 +4.12 30.54 +4.81" 23.88 £4.27"" 19.91 +4. 42
Vitamin D 41.98 +4.53 38.19 £4.07* 33.40 +3. 46" 27.55 +4.31%#
Activator 42.62 +4.24 25.41 £4.76 19.46 £3.57"" 15.99 £3.06"*
Activator + Vitamin D 39.99 +£5.60 34.15 +4.33:04 28.19 £4.4]1004 24,85 £3.61%c0A
F value Fiine eftecr =111.900, F, 0 otreet =73-290 5 Fieraction effect = 10 640

P value Pie eftecr <0001, P etree <0001, Pyicrciion efer <0-001

" P <0.05 vs Control group; *P <0.05 vs Model group; “P <0.05 vs Vitamin D group; 4P <0.05 s Activator group; *P <0. 05 s same group

pre-operation; "P <0. 05 same group vs 5 days post-operation; °P <0. 05 vs same group 10 days post-operation.

£3 HHKXRMF25(OH) Dy KFELLB(» +5,ng/mL,n =10)

Tab.3 Comparison levels of 25( OH) D; levels in rat orbital venous blood in each group ( x s, ng/mL, n =10)

Group Pre-operation 5 days post-eperation 10 days post-eperation 14 days post-eperation
Control 74.26 +6.69 77.66 +7.25 75.34 +£7.95 77.80 +7.36

Model 77.38 £7.52 49.24 5. 11" 41.85 +5.88"" 33.69 £6.55"
Vitamin D 76.14 +7.90 64.79 +5.43* 68.96 £6.71* 72.79 +£5. 23k
Activator 76.89 +6.25 36.24 +6.51% 29.53 +6.22%% 24.90 £6. 11%#

Activator + Vitamin D 75.83 £7.44 56.74 £6.85a%4 60.29 £6.4404 67.85 £6.27" 04
F value Fiine effeat =117. 300, Fgmup effect = 186. 100, Feraction effect = 28.970
P value Piine offect <0.001, P group effect <0.001, Piyieraction effect <0-001

" P <0.05 vs Control group; #P <0.05 vs Model group; “P <0.05 vs Vitamin D group; 4P <0. 05 vs Activator group; “P <0.05 vs same group

pre-operation; "P <0.05 same group vs 5 days post-eperation; P <0. 05 vs same group 10 days post-operation.
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*£4 HBAAXRNDFEH,S §BLLE(x +s,umol/L,n =10)

Tab.4 Comparison of H,S content of rats in every each group (x +s, wmol/L, n =10)

Group Pre-operation 5 days post-operation 10 days post-eperation 14 days post-operation
Control 6.28 +0.74 6.75 £0.65 6.19 £0.44 6.80 £0.65
Model 6.93 £0.55 23.84 +2.65" 20.90 +2.53%" 15.67 £2.33%"
Vitamin D 6.34 £0.46 18.45 +3. 11+ 16.78 +2.04* 10. 19 +2. 4270
Activator 7.19+0.77 26.51 +2.19% 23.49 +2.36%* 20.31 +2.50%#
Activator + Vitamin D 6.8120.43 20.69 +2.15"44 18.08 2. 1244 12.54 £2.07"44
F value Flime efteer =424.700, F e =264.600, Fiyrciion effeer =32. 140

P value P efiver <0-001, Py ctieer <0001, Piiirciion effear <0-001

" P <0.05 vs Control group; #P <0.05 »s Model group; “P <0.05 vs Vitamin D group; 4P <0.05 vs Activator group; *P <0.035 s same group

pre-operation; "P <0. 05 same group vs 5 days post-operation; °P <0. 05 vs same group 10 days post-operation.

22U (P>0.05) . WFE4.

2.4 EBEHEXYRKENEER S¥HBAHK,
R K B CGRP fl PGE2 /K FFEr( P <0. 05) ;
SRR L, i 2 D 4 KB CGRP il PGE2 7K
SEHIFRAG( P <0.05) ; 5443 D 4 Hue, 0 7 +
A2 D 41 KB CGRP Fl PGE2 /K FHE (P <
0.05) ; SE I g, s ) + 4iA= R D 41K
CGRP 1 PGE2 /K- FEAR( P <0.05) o ARHij#& 4
K CGRP F1 PGE2 /K L%, 22 55 K4 it ¢ 8 X
(P>0.05) ., WS,

*R5 HLHEKR CGRP #1 PGE2 KTELLH(x +5,n=10)

Tab.5 Comparison of CGRP and PGE2 levels

in rats in each group (x s, n=10)

Group CGRP ( pg/g) PGE2 ( ng/g)
Control 34.99 +4.06 41.95 +6.33
Model 133.46 +10.87" 125.86 £11.44"
Vitamin D 61.85 +8.53* 55.25 +7.71*
Activator 165.79 £11.24% 187.36 +14.05*

Activator + Vitamin D 104.67 £12.95%4  87.35+8.6744

" P <0.05 s Control group; *P <0. 05 vs Model group; “ P <0. 05

vs Vitamin D group; 4 P <0. 05 vs Activator group.

2.5 ERHBERNER SXTRA R, BRI
KEARJG NF«Bp65 F1 CBS #& [ £ ik & ¥ T+,
VDR 75 {4 % ik & B 5 ( LSD=+ = 28.743. 37.477.
26.175,P <0.05) ; SR04 Fo A, 42 2 D 4R R
ARJG NF-«Bp65 i1 CBS & 13K ik it ¥R, VDR &
323k T ( LSD—+ =24. 947.13. 156.14. 322, P <
0.05) ; SHEAER D A EL B H + 4B R D K
ARG NF«Bp65 Fil CBS & [ & ik & ) 7+, VDR
T #2351 S ( LSD+ = 14. 643.6. 336, 10. 371,
P <0.05) ; 530G R4, SE R + 442 % D 4l
KB AR JG NF«Bp65 1 CBS & 1 2 ik 2 4 [ 1K,
VDR % [ # ik & FF & ( LSD~+ = 29.227. 14. 406

11.739,P <0.05) . WL 6 & 1.

a b c d e ku

NF-kBp65 65
CBS 63

VDR 50
GAPDH 42

1 NF-B p65.CBS #1 VDR & QR ik Bk E
Fig.1 Western blot showed the expression of CBS,
NF-«B p65 and VDR protein in rats
a: Control group; b: Model group; c: Vitamin D group; d: Activa—

tor group; e: Activator + Vitamin D group.

3 e

HEHE R D MR IR RS S A Qi
AN, FES L HE PR S AR A B B S e
PRE L TP A K o 78K B 28 3 G0 79 1Y ek
AN ICAFAE R VDR AR, 2R 4R R D
AL AT RERE IR . ST s ™ AN e RN 7
AR R D T E SR CCT UM 2 , 312 5 Y0 1
f. SClkaE " iR F D Bz PRSI
ZRIR 0 B R IR S N B HAT TE AR OC . A,
At 2R D i AR 2 ROE BN AT i e P e 22
S RO 1 B o AR 2 T R A
M2 TTMIMI IR Z 3, B & A A AL e %
2L SO FE IR AZ B TIRE. 14 - 16 R ey
AL FREEE X DRC (ARER, HERZ E T
IR M 00 A IR B %, XA B A TR i 2 B
MR P B A . AR SE S R R, AL
K ERAJE 25 W] 55 25( OH) Dy 7K PWTL At MWT
PP T %k B2, i 4E A4 R D2 K B A% I TE)
25( OH) D, 7K PWTL F1 MWT 23 &5 F A AU 2 , it
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F6 JEKXRIA-

EiRMZ T h NF«Bp65.CBS #1 VDR ERFRIZELLE(x +5,n=10)

Tab.6 Comparison of the expressions levels of NF-«B p65, CBS and VDR protein in the L4 — L6

segments of the rat spinal cord among different groups of rats (x s, n =10)

Group NF-«Bp65 CBS VDR
Control 0.15+0.03 0.12 +0.02 0.76 +0.05
Model 0.68 +0.05" 0.65 +£0.04" 0.23 £0.04"
Vitamin D 0.22 +0.03* 0.35 £0.06* 0.52 £0.05*
Activator 0.84 +0.06" 0.94 +0.07* 0.10 +0.04*
Activator + Vitamin D 0.49 +0.0524 0.52 £0.06%4 0.31£0.04%4

" P <0.05 vs Control group; *P <0.05 vs Model group; 2P <0.05 vs Vitamin D group group; 4P <0.05 »s Activator group.

SEREIR , CCL K R4EAE R D /K- RAK, 1 LA
(R E R B, SN PR TR AR 2 D A] R R BT
PR U . CGRP il PGE2 (3 ik /K 599
KFZEY], CGRP ikt 2] T BUm 58 fU ML 5
FEA I B AE 4540 35 PR B ARE IR RS I
BHEPRR o AWFFELE R DR HEIZ] CGRP Al
PGE2 /K- T X RE A, A4 2 D 241 = KK
TR . Pbgh AR R 4k A D nJREAIK CCL KR
PIFA T 287K, iR BRI AR B

NF«B j& i Rel ZIEM KM —RIEEH,. S5
P I DR () SRR T EL X 22 B i B TR A ik
B BA R BFe " W, NF«B 75
CCI K A B8 M ik , Ho 3 ol 28 JORE K0 L 15 A
FREPESNT o PR I 1% 338 b A v, 448 L A 4 25 U
TR S REENREAGES TINS5, 1S E
H— PIRG4S 5 R0E S filiE 3 L
T AR PR T A g B A P R (] B R R B VA ) P &
FERBEMN . CBS & H,S WEESNE, &
FAEME RS AR 5" W, CBS 75 B[]
558 HRE R BV Hh e 28 8 EL R U B M FAAIK
BN TS CBS HIHf ) AOAA Ji5 ] i 2 M B2 1% ol
ZTCI Ay MR e ot B, BB CBSHLS 55
RS TEM R I R R A B . iR
WHHEAZR D 22 CCL R R 2298 i ELARBIL , A< A
838 o MR s T S AR 2 M G NF+B 3k, Rl 45 7
YR DIRYT SR IR, S 0E AL, BOE R
+ 454 D 4K A B A A 25 ( OH) Dy 7K.
PWTL Fl MWT F+5; A J5 CGRP fl PGE2 193334 7K
SE-,NF+«Bp65 il CBS & 4 #2i5 f U K H,S &1y
FEA, VDR P THi, e Rt 4R 2 D ] FRAIS
NF+«Bp65 Fik{fi Pk, M0l CBS-H,S R %, & f#
CCI KRR -

25 L RTIR, dE A D R CCL R R 2
JFE, AT g 2@ a1 i) NF«B/CBSH, S 5538 i &
FEVER - (HRARTFFAELEA R ZAL: 1558, XA

2 D RN 0 BARHLHI B TS A 08 TR R, A
FFEAEE S sh P AL, ke = 240 LK P B9 Bk TRt
ARBIFER EE— L B TR 58 -
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Effect of vitamin D on NF«B/CBS-H, S signaling

pathway in rats with chronic sciatic nerve injury
Zhang Qin, Jiang Zhongjin, Ao Shengfu
( Dept of Anesthesiology, The Second Affiliated Hospital of Guizhou University
of Traditional Chinese Medicine, Guiyang 550003)

Abstract Objective
ry ( CCI) rats and its regulatory effect on nuclear factor kB ( NF«B) /cystathione8-synthase ( CBS) -hydrogen sul-
fide ( H,S) system. Methods

min D group, activator group, and activator + vitamin D group, with 10 rats in each group. Except for the control

To investigate the ameliorative effect of vitamin D on sciatic nerve chronic compression inju—
Fifty rats were randomly divided into five groups: control group, model group, vita—

group, the rats in the other groups underwent sciatic nerve ligation to establish the CCI model. The vitamin D group
received intraperitoneal injection of 500 mg/kg vitamin D, the activator group received intraperitoneal injection of
10 mg/kg NF«B activator lipopolysaccharide, and the activator + vitamin D group received intraperitoneal injec—
tion of 500 mg/kg vitamin D along with 10 mg/kg lipopolysaccharide. The control and model groups received intra—
peritoneal injection of an equal volume of saline, once per day for 2 weeks. The following parameters were com—
pared among the groups: paw withdraw thermal latency ( PWTL) , mechanical withdrawal threshold ( MWT) , ser—
um 25-hydroxyvitamin D, [25( OH) D, ] levels, H,S content, calcitonin gene-related peptide ( CGRP) , prostaglan—
din E2 ( PGE2) levels, and the expression of vitamin D receptor ( VDR) , NF-«Bp65, and CBS proteins in the 14
— L6 dorsal root ganglia of rats. Results
PWTL, MWT, 25( OH) D, levels and VDR protein expression, while H,S content, CGRP and PGE2 levels, and

Compared with the control group, the model group showed decreased
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NF-«Bp65 and CBS protein expression significantly increased ( P <0. 05) . Compared with the model group, the vi-
tamin D group exhibited increased PWTL, MWT, 25( OH) D, levels and VDR protein expression ( P <0.05) ,
while H,S content, CGRP and PGE2 levels, and NF-«Bp65 and CBS protein expression significantly decreased ( P
<0.05) . Compared with the activator group, the activator + Vitamin D group showed increased PWTL, MWT,
25( OH) D, levels and VDR protein expression, and decreased H,S content, CGRP and PGE2 levels and decreased
NF-«Bp65, CBS protein expression ( P <0. 05) . Compared with the vitamin D group, the activator + vitamin D
group showed decreased PWTL, MWT, 25( OH) D, levels and VDR protein expression, while H,S content, CGRP
and PGE2 levels, and NF«Bp65 and CBS protein expression significantly increased ( P <0.05) . Conclusion
Exogenous supplementation of vitamin D can relieve nerve pain and reduce pain sensitivity in CCI rats, possibly by
inhibiting NF+«B/CBS-H,S signaling pathway.

Key words sciatic nerve chronic injury; vitamin D; pain behavior; the pain threshold; receptors; NF-«B/CBS-
H,S signaling pathway
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