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Abstract : This study was to explore the effect’and mechanism of capsaicin on gastric ischemia-reperfusion injury in rats.
Specific methods were as follows :40°SD rats ‘were randomly divided into 4 groups with 10 rats in each group, group A
(control group) ,group B(operation group,) Jgroup C(.CAP group) and group D( CAP + operation group). Rats in group
A and group B were treated with intragastric administration of normal saline 10 ml/kg/d, group C and group D with in-
tragastric administration of CAP1mg/kg/d. After 4 weeks,the rats in group B and group D were killed 24 hours later af-
ter the establishment of GI-R:model. Last, astric juice was collected to determine the total acidity of gastric acid, counted
the gastric mucosal injury-index, observed the gastric mucosa pathological injury,and detected the expression of TRPVI |
CGRP MDA .SOD_Results show that:the gastric mucosa of group A and C had no damage. Compared with group B,the
gastric mucosa injury were significantly reduced( P <0.05) , total acidity decreased significantly (P <0.05) , MDA de-
creased significantly( P <0.05) ,SOD increased significantly (P <0.05) and the expression of TRPV1 [CGRP increased
significantly (P < 0:05) in group D. Experimental results show that it could prevent that GI-R induced acute gastric mu-
cosal injury in rats by pretreated with CAP 1 mg/kg/d for 4weeks. The mechanism may be related to the up regulation of
TRPV.1 and GGRP expression in the stomach and the reduction of oxygen free radical damage by CAP.

Key words : CAP;GI-R ;Gastric mucosal injury ; TRPV1 ; CGRP

H s N\ AN WA A B 5 2 A LB, A
HA Bet R TAR BHAERIECIR S I, 4% a8 it
AN KL, ML F- A i 8 P R e ot 1% B L
W2, 517 1B 2H Uil I -0 3 T 3 8 B

Weks H #H.2017-09-08 B2 H#H.2017-11-09
SEETE 09I ABHE T IR (12037)
* W {E1EH E-mail : 1806857826 @ qq. com

PR IR P25 i LA AR I DR AP B RS B, AR
R AN BIF 5T R BRHUER (capsaicin, CAP) X 1
FEA PR 1 o FRAT AT I 1Y BF 5 & B/ 5 &
CAP X IE# R BUE ZBOF S /e, B #idess 7
KEEE CAP1 mg/kg/d L 4 J, &P CAP %
WESE S B Ak B A R A R T T
e, ARSIl I TG 45T CAP 1 mg/kg/d HE4LHEH



1062 KIRF=YIBE R 5T K

Vol. 30

4 JA RPN CAP X B Sl P08 35 47 ( Gastrie
ischemia-reperfusion injury , GI-R) F4E FH AL o

1 MREREE

1.1 ##

A MEPEfEERRE SD KL 40 B, i & 160-180¢g
(VR BERL 7 i i B e S 3 bty ), CAP (iR &
SR EMIBHCA BR 2 ] ) |, P 8 (malondialdehyde,
MDA) | # & 4k ¥ I 1k B ( super-oxide dismutase,
SOD ) Ml & (F s @ AR TR ) , bt K
FRL MY 2% 37 1A (transient receptor potential vanilloid
1, TRPV1) Z e BEHTAA St R BRURA5 3 BRI A OC Ak
( Calcitonin Gene-Related Peptde , CGRP) £2 75 [ 4 A&
(AL ST A B ARG IR A F]) o
1.2 7k

SR SNPIRENL S R 4 AR 10 HOA H (A
XFHREH) B A (FARZH) ,C 41 (CAP 24) ,D 2 (CAP
+ FARH) . BRI

A B4 TUAKBRA#EK 10 mL/kg/d # H 5
H ORI, #2524 4 ;

C.D 4. FLIRM CAP1 mg/kg/d ¥ H 5
YOKIEE S 4 JH

RIS WG, £ H R RUAE A2 K 24 h
J&,C.D 2R 3% I b2 R e FT ORI 4
Y53 B IS R S k-5 R A 25, /NS e e AT 1
JEEB K 30 min JE PRI L e, 24-h Ja A AEAE KB,
WA
1.2.1 ARARE

AEFER B MR AR SCARAS , BAARAE AN T
L2 1.1 HRRBEEEF ARG L, HE, 55 2
PRI 5
1.2.1.2° ZFLRBGSET] ] B i R
MBS, N B, TR AR BRER K 5 mL TR ISR
TP T R R IR B T A
1.271.3 G HSEAHBUETI N 0.5 em x 0.5 em K
AN, IRHRC3 B, 1 BRI TR R E bR b R T 2
H A =K A Skl TRPVE  CGRP Rk, Hix 2
B T-70 C KA AT MDA (SOD fifs i .
1.2.2 AR IBARE T ik
1.2.2.1 B FBES 580K A SOF e bRt

1B NAEYEUE TR 7% Guth ARifERk R 174>
T A B R AR 4 2, 45 R B = A
HE2" RN .

1.2.2.2 BRI E

B B CE T RO AL B S 0 (3000
rpm) 10 Z38h 5, B I W, LA BRAE 48 75 55, 11 0.
01 mmol/L 1) NaOH FEA7 R T /E . 45 2R H “ HI%L
+ pRifE2E” R
1.2.2.3 & R B A 0 i A6 e S K i i

KB H S2HN SRR DR E 24 h &7, kAT
K G RS AL D) R JHE Je s FEE5 Bl
BN WLEE H R B A0 L 2p AR Ak #% Masuda BR
W BEAT IRy, B KT BT R i KA 15
Oro SR HE £ hRUERR” FR,
1.2.2.4 43300 38 ok ] am A U ez R ik g
SELHZ MDA & £, 2000 DU e 75 2 55 20 24 SOD
.
1.2.2.5 HEZEERN TRPV] .CGRP ik,

KD G et AR A D K RS RGN TR-
PV1 (CGRP 3Rk, 645 T W8 TRPV1 CGRP BHM:
PRI IR F € Fr i : TRPVIL  CGRP B4 7 4 52
PR PR SR (A (0, BRPE S 0, 55 PR PR S v
€, B 5 A, R IRORA [R) e €8 25 14 T (9 4
400 A5G4 T BEALIER S 105 L5 Ho g2 BH 4
PR G T 5T T bR R ) AR
T+ A BEY Y + + 73, PEY +72
g3 MBS+ 71 ar BIPES-T0 43
1.3 HZHFEFHE

N FH SPSS17. 0 Geit R AF 43 Hrgdli | i S B4k
i DLIE « i 22 30K, & AR Se - AT IE AR 20 A
Ty 2EFEPERI , #5755 J7 22 53 BT B 254 (O 22
FFF>0. 1), WSR UK 3R 7 26 504, 418 22 5 3
PERTIS IS AR AS ¢ K38, 25 ANAE G R AE 2 80
Gt rik. KK P <0.05 Ron 255 BA St

2 H#HR

2.1 ARTARBFERSELTRFMERGE
#

PR RS 8 B B S M A R A 4 .C
AR BUE R R AGLL A, RN, T MK, R
DA, AR DL PR AR B2 KBS B T A L 2K
WA, A7 R AR L sl A R AL, T R 5 T A
A A 5 D ZH KBRS B AR O R B B2 ) R
AL L R O AR BE R K o D AL 40 f 2%
/INF B (P <0.05), HERMOIREILE 1,



Vol. 30 PR JRUEE SR T A Bl S R L PR 45 A0 B A ] B 5 1063

22 ARBEFRFEAAFZUTRFEFER 7%, IR D 418 B LB A1 IR5E

LB R JiivE . D A /T B 4L(P <0.05) . H R
AR E R B 2O W 1, A 24 B R Wk 1

K C B RBEIEH ;B 4118 6K b B4 IR AE it

A4 ) TBa ol ' D4

| ARBEFBRREAAFYE( x100) A H:ZAXEA;B H: FARH;C 4H:CAP 4H;D 4H:CAP + FARA.
Fig. 1 Pathological changes of gastric antrum mucosa in rats( X 100) . Group A ( control group)’; Group B( operation group) ; Group
C(CAP group) ; Group D( CAP + operation group)
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Table 1 ~ The integral of gastric mucosal/damage and the total acidity of gastric acid in rats

5 o is i
a1 S S Y HI A
. \ . Tatal acidity of
Group Number of animals Gastri¢. mucosal damage Pathological damage score L
gastric acid
A 10 0 0" 30.15 +3.48 "
B 10 33.35+£5.12 4.61 £1.27 42.21 +4.327
C 10 0" 0" 25.13+2.45"
D 10 18.24 +3.11" 2.13+0.85" 32.87 £3.07*"
TE: "5 B AL P <0.05,°5 C 4lHE: P£0.05,
Note: * compared with group B, P <0.05,’compared with group C,P <0.05.
2.4 BEHZL MDAEE.S0DiFEAN (P<0.05),S0D yE T (P <0.05) ;A 44 .C
FH KRR BEHLLMDA & SOD 1 & 41 MDA | SOD i Jj 22 5% oW W 48 12 & L (P >
mFE2 PR, 5B UM, D4 MDA & B EREIL  0.05),
*2 KARBEREHAL MDA EE.S0DiFAH
Table 2 MDA content and SOD activity in gastric antrum of rats
il By MDA SOD
Group Number of animals (nmol/mg prot) (n/mg prot)
A 10 0.88+0.23" 121.58 £9.72"
B 10 3.56 +0.41 105.67 +9.88
C 10 0.79 +0.18 " 123.16 +10. 14"
D 10 2.31+0.38" 113.54 £10.81 "

W 5 BAE P<0.05,

Note; * Compared with group B,P <0.05.
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Fig. 3 Expression of CGRP in gastric ant
C(CAP group) ; Group D(C

D HHRIRFERIGH AL (P >0.05) . TRPVL Al
CGRP A fH LU LA 2 FP 3, Rk dnsk 3 fr
Ro
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The expression of TRPV1 and CGRP in gastric antrum mucosa of rats

41 5 L7k
G% Number of animals TRPVI CGRP
A\‘ / |} 10 1.73£0.51 %" 1.69 +0.47
“ 10 1.65+0.55%" 1.66 +£0.41*"
10 3.22 +0.65 2.95+0.54
D 10 3.250.69 2.98 +0.52

E G H czﬂ;r[gﬁko.osy'ﬁ D 4H [t# P <0.05,

Note: * compared with group C,P <0. 05, compared with group D,P <0.05.
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