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ik (D4R E%, K50 20 KBS A = & xR (A oK) | Fabhad BB 48 (T ) IE Ak, 100 mg/kg) Fe AR R a8 Z L P AR Z 40
(40,2010 mg/kg) , R 10 R, B RFE R 425 1R, EHE4 255 d; KRR 2H)E 2 h, B2/ R E KBBR8 7% 3T 3 ) & 15 min
PR AR R B 5 50 RO R, 2 RS B R B SRR A AR R K 2625 15.30,60,120 min /& /s SH9 B 8 BAE (T;) . (2)
PR BAH F I, BL60 R RMAG A F xR (A2 oK) AR A R0 (A28 3K ) | FE M < RR 4R (T 8] IE 4k, 100 mg/kg) AR
R A P AKF Z20(40.,20,10 mg/kg) , 2010 R, AR E F 42 1R, 5545255 d; R K255 60 min, (R = & s R, LA &
AR ES % AL EREE,FTHRELIShENE L FBAIIRE, FIR60 2 AL A = & 3 B (£33
AR RN AT RR AR (A PR B K ) ARR AR (40 mg/kg) , AL 10 R, AERBEF L 1R, 584255 d; RKL )5 60 min, ha & xR A
S, H A B R ES 1% i LR K 5 h /G R A AL R ] &4 SRR B IR 40 2R P A8 R AL B LB (SOD) | 7R =B
(MDA ) | -t Bk it 84 4 B (GSH-Px) | B 3 B ALFE 5 (T-AOC) R -F 5 5K A BBk 52 95 7R M X 34 (ELISA ) 46 2 3k i ik 20 28
PGE.7K-F ; o % K A i 4% Fe-Jg &4k X R % (RT-PCR ) #= Western blot ] 5€ /> &2 BEAF Ak 20 22 ¥ COX-1,COX-2 mRNA Fo &
GOFRAKRTF, SR EHREHT, 55 G BARE, &4 3R E3 9 By (P<0.058% P<<0.01), R k%25 30.60.
120 min & TAAW 25+ % (P<<0.05 3 P<0.01). R K BAUH FI P, 5= G sh R4l b AR s 20 & K 1.3.5 hJa ey 23k
MR E B 29t % (P<<0.01), & 3k ik 28 22 ' SOD . GSH-Px . T-AOC 7K “F B £ 4% (P<<0.01) , MDA .PGE, & F 8] 2 4 & (P<
0.01),COX-2 mRNA #= & & £ A KT R & (P<0.01) ; HALA aF B 2H L3R, FA M3 A Fe R A5 P A4/ RE KX 3.5h
J& # R BE R K B B K (P<<0.05 3%, P<<0.01) , AR R #5408 /) R % Skt IR 40 22 % SOD . GSH-Px . T-AOC 7K F 8 2 H % (P<<0.05 &,
P<<0.01) ,MDA PGE.K-F#] 2 44&(P<0.01),COX-2 mRNA #= & & £ ik K-F 9 2 HAK(P<0.05) , FAL354F 2 F R4t 5 & L
(P>0.05), %53 AMRBMEA BT E AURIER , JAE R AUH T Ak 55 240 AL R iF 37 5] COX-2/PGEAZ 5 i@ 36 % .
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Effects of Analgesic and Anti-inflammatory of Sophocarpine and Related COX-2/PGE. Signaling Pathway
FU Congmin', WANG Min’, XU Songtao’, JIN Shaoju’(1.Dept. of Concerning Foreign Affairs Nursing, Chengde
Nursing Vocational College, Hebei Chengde 067000, China; 2.Dept. of Gynecology and Obstetrics, the First
Affiliated Hospital of Luohe Medical College, Henan Luohe 462000, China; 3.Dept. of Pharmacy, Luohe
Medical College/Tumor Occurrence and Prevention Innovation Team of Henan Province, Henan Luohe 462002,
China)

ABSTRACT OBJECTIVE: To study analgesic and anti-inflammatory effects of sophocarpine (SC) on inflammatory pain model
mice and related COX-2/PGE. signaling pathway. METHODS: (1) Analgesic experiment. Totally 50 mice were randomly divided
into blank control group (normal saline) , positive control group (aspirin, 100 mg/kg) and SC high-dose, medium-dose and
low-dose groups (40, 20, 10 mg/kg), with 10 mice in each group. They were given relevant medicine once a day intragastrically
for consecutive 5 d. 2 h after last medication, mice in each group was given glacial acetic acid solution intraperitoneal injection;
writhing times of mice within 15 minutes were recorded. Other 50 mice were collected; they were grouped and given medicine as

above. The response pain threshold (7;) of mice was determined by intelligent hot plate instrument 15, 30, 60, 120 min after last

administration.  (2)  Anti-inflammatory and  mechanism
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experiment. Other 60 mice were randomly divided into blank

control group (normal saline) , model control group (normal
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mg/kg), with 10 mice in each group; they were given relevant medicine intragastrically, once a day, for consecutive 5 d. 60 min
after last medication, except for blank control group, other groups were given 1% carrageenan to induce inflammation. 1, 3, 5 h
after inducing inflammation, the degree of paw swelling were determined in each group. Other 30 mice were randomly divided into
blank control group (normal saline), model control group (normal saline), SC group (40 mg/kg), with 10 mice in each group;
they were given relevant medicine intragastrically once a day, for consecutive 5 d. 60 min after last medication, except for blank
control group, other groups were given 1% carrageenan to induce inflammation in other groups. 5 h later, the levels of SOD,
MDA, GSH-Px and T-AOC in paw swelling tissue of mice were determined by biochemical method. The level of PGE. in paw
swelling tissue was determined by ELISA. The mRNA and protein expressions of COX-1 and COX-2 in paw swelling tissue of
mice were detected by RT-PCR and Western blot method. RESULTS: In analgesic experiment, compared with blank control group,
writhing times of mice were decreased significantly in administration groups (P<<0.05 or P<<0.01), 7, were increased significantly
30, 60, 120 min after last medication (P<<0.05 or P<<0.01). In anti-inflammatory and mechanism experiment, compared with
blank control group, the degree of paw swelling were increased significantly in model control group 1, 3, 5 h after inducing
inflammation (P<<0.01); the levels of SOD, GSH-Px and T-AOC in paw swelling tissue were decreased significantly (P<<0.01);
the levels of MDA and PGE, were increased significantly (P<<0.01), and mRNA and protein expressions of COX-2 were increased
significantly (P<<0.01). Compared with model control group, the degree of paw swelling were decreased significantly in positive
control group, SC high-dose and low-dose groups 3 and 5 h after inducing inflammation (P<<0.05 or P<C0.01). The levels of
SOD, GSH-Px and T-AOC in paw swelling tissue were increased significantly in SC group (P<<0.05 or P<<0.01), while the levels
of MDA and PGE, were decreased significantly (P<<0.01) as well as mRNA and protein expressions of COX-2 were decreased
significantly (P<C0.05). There was no statistical significance in other indexes (P>0.05). CONCLUSIONS: SC possesses good

anti-inflammatory and analgesic effects, and its mechanism may be related to anti-oxidative stress and inhibition of COX-2/PGE,

signaling pathway.
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(COX-2) B EH ™ A= W1 41 B¢ % (Prostaglandin, PG) ,
PG J&— 258 I BUR BUR N0, Rl & PGE. B R BUm
VEFH S Ry s Z0 MR BT R R B2 5 COX-2,
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FRZSF]) s T100 54 Mgtk =X 5 (PCR) Y . GelDoe XR+
EME A% 2 5 . Sub-Cell® Model 192 Cell 7K F-HL KX (3
[€ Bio-Rad A A) ) -
1.2 #mE5iR#F

AR HE T (Rt R AR R A BR A W] 5
20150915, 467 : =98% ) ; VKBR IR (A5 I RHE2= A BR
oy Al A5 20160723) 5 BT E] DC AR X R G (A4S
106K0101, 4l fE :99.0% ) . f S fit (Fit5- : 182K 14436)
¥y 3% 5 Sigma 23wl ; # AA ALP1E AL (SOD, it 5
20180625) [N & (MDA, Hlt*5 : 20180619) 4+ Bk H Ak
i A AL P (GSH-Px, #t%5-: 20180529 ) A St A fk fE
(T-AOC, #t 5 : 20180621 ) i 7] £ ¥ Wy [ 7 5 i i A 9
TARBESE T 5 /INER PGE. B S0 02 W B 05 (ELISA ) i 7]
G (R RN A YR A BR A Al L 4145 : 20180628 ) s RNA
PEEGA R & (5. 12183555) 3 4% ik F & (L5 .
K1691) ¥4 F FEERCHE R BHL (h ED A R A Rt
COX-2 (#it*5 : SC-11745) ,COX-1 (k5 : SC-19998) . -
WL 2 11 ( B-actin) BT (L5 . SC-81178) #ly [ &
Santa Cruz 2 7 ; 3% 5 7 RIPA 24 /% 7k (Hit5-: 180320) |
BCA 8 R B e 35050 & (L5 2 180415) 39 H w11
T T RA FRA A
1.3 i

fdt 3 SPF 2 /Rl 240 (8 85 H . @ 155 H) IAKJ%
T 18~22 g, g H b 50 4l A AL S5 sh P H R A R
H) s A P AT IE S : SCXK (5E)2016-0006., /NELH
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KR, 10 H/Z& & ENIE N 22~25 C B EN
55% ~65% , & N HEARFR 1 E TS50
2 Hik
2.1 /INRIAMEKSELE

H50 H/NER (@ & #4521 ) BT A28 R B2 (AR 3
R BHEXT EAL (BT E]DEAR, 100 mg/kg, 45 25715 2%
SCHRLLOTIM A, T Ia)) FRR SR a4 (40,20
10 mg/kg, 25 2550052 SCIR (4] 4%, TR, R4l 10 1,
SU/NRFE S S THN Y, BRI, ESL425
do KRR 2ZY)E 2 h, 24/ R IE 341 0.2 mL 0.6%
VKSRV W, 10 5% 15 min PN BREFRAAR 52 0 v 8 CRHAA 2
o7 & A /0N B BRI T B I A B AR e T A A T
), FETE AN BUHL AR s nz B0 A 5« LA S 0 ] %
(% ) = (75 10 REZH /N B4 Sk 8 — 25 25 41/ B
A RN IR B0 175 11 5% BEZH /N R BB U B < 100 %
2.2 INRAREIE

BB B RE PR AR A (52 +£0.5) °C, HEL70 H )N
RO Q) B THMEFFIRTI, 058/ B B 2 S5y B
Bk RS2 I P v AR 0 B A e A, ST BR T AR I /N T 5 s il
KT 30 s /N 25 25 Ak A /DN BRI (39 2 Yk, B
(5] B 10 min, BCHRF-IEAE R0 4698 BUE () , Bk A
&I 5 T 1 50 H/IN BB LAk 25 0T BT (AF PR
7K,0.01 mL/g) . BT BR 4 (BT w1 DE Ak, 100 mg/kg ) FIA
s o ARF 2 (40,2010 mg/kg) , 45 41/ BLE
TR 25, T 4525 )5 15,3060, 120 min WELC 5%/
B S BEL (T CRE BT 122473708 B WS B (B A
N 60 s) , FEAHE LA 2 )5 60 min /)N U B R [
R (%)= (T,—T)/T*x100%].
2.3 /INER R Ik Beh i SR8

360 HUNR( Q& 4524 ) BRI R 2 N IR (A
FRER K ) AR TR A2 (A= BEER 7K ) | BH: o B 21 (Bl =] T
M, 100 mg/kg) B AR A B = L AR & 4 (40,20, 10
mg/kg) , T4 10 2, &4/ EE B 245 T AL 259,
KUK, ELLA 255 do RIRE 25 60 min, L BEZE A
A S 5 /) B B R R SRR 25 AR, AR5 25 0 R
/N BRI B2 T VST 20 pL AR BREL K, HA & 23 2
B UEST 20 L 1% A ORI A B K IR, T RIK
SR 1.3.5 hil /s B k28 U e 259
AN B B e K R S e R = N U B S
I — /N U BIESERE 2SR I 45 7 0 RIS 5 h/7)
SR S P 3 A B T 3R (9% ) = i B e G /4 2 i f
B2 A% 1009% ]
2.4 INERUBBERRAKZA 22 H SOD MDA .GSH-Px  T-AOC
% PGE.7K FRIMZE

60 HUNER( @ 8 4521 ) Bl M2 FOov I (4=
FRERIK ) AT AL (A FEERAK) SAR A% ZH (40 mg/kg) ,
R 10 H, Z4UNRGES S TN 25, AR 1R, %
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SRA2N5 d. RIS 245 60 min, 25 16 BEAH /N FUE IS HZ
S 20 L AEBEER K, LA AL RIS B 5 20 uL
19% £ SUSEIRAE FRER K IR IER L 5 h e 545 41/ B &k
JR AL B, 4520 4353 B 10 /0N SR A Sl v ke 4 2L i e )
WA/ T/ 225250 ), il G it B P E 2K
¥l SOD \MDA .GSH-Px . T-AOC %, PGE, /K-
2.5 /NERBRAKE BEZH 2R B COX-1,COX-2 mRNA &ix
7K B

K 5 S -PCR 5. BU“2.47 300 F 4% 30 H/NVER
() BRI K 2121 29 50 mg, B FaHH I AGE IR AT
A3 R 20 AOIR  Fie A 2 3R 1 B A R A R R
RNA . & i cDNA F£-UE47 PCR S0 . F5 LR 5 |97 51)
T :COX-1 L5190 5" -GGCATTGCACATCCATC-
CAC-3", Fii51%1h 5" -GCGCATGAGTACTTCTCGGA-
3 FE K JE 378 bp; COX-2 5|49 4 5" -TTTTGT-
GCTGGCCTGGTACT-3' , T ii# 5| ¥ 4 5’ -CACATGA-
CATGGGGCCTTCT-3" , KKK J& 2 209 bp; f-actin | i
1% M 5" -GTTGGAGCAAACATCCCCCA-3' , F % 5]
)} 5" -CGCGACCATCCTCCTCTTAG-3' , LK hy
186 bp. PCRY 34 S W 45144 : IR B AR R 25 uL ;95 CHil
A5k 3 min; 95 “CAFE 30 5,60 CiB 2k 40 s, 72 “CHEA} 45
s, 1L 35 AMEFR ; 72 CCHEH 15 min, 5 PCR 334 7= ¥y ik
TTIEREWEGERL (2.0% ) HLUK , T BERE UG 53 B R 48 T 40
B0 S &5 6 B (E, DA B-actin 2547 W IN & b
COX-1.COX-2 mRNA % Fik K-,
2.6 /NERBPAK R BEZA LR h COX-1,.COX-2 & B RIAK
R op ol

K FHl Western blot 2.5 151 4541 71N B2 ik A ik
L2100 mg, FHA LB By, B A1 K%, n 1.5
mL RIPA Z4# W, T oK L 2 519K SR )5 T4 CF
12 000 r/min Z5.0> 15 min, Y4 F 35 BRI 85 TR OR, 57
R BCA 1A G000 e 2 1 e B IR A A AR TR B — 3
Fiz B Western blot #/E A BRAK AT 8 (AR PE L BAE
TR A IR 4 - SR N s T e (SDS-PAGE ) 8 i FL UK %
JE s A —PE (COX-1FiM4k, 1:1 5005 COX-2 A,
1:1500; B-actinHif4, 1:3 000) . —Hi(1:5 000) 7 vk
FEE e 5, B I TR R A P R G B AFA B, DA
B-actin 5545 K FE B N2 40 COX-1.COX-2 8 TR %
FkIKF,
2.7 GitFAbiE

i SPSS 18.0 Bt (A s A T e 1. i
TR X + s RN, Z 4L IR FLEBCR SR 2Ky 2290007,
PZH ] 4ok F LSD-¢ £ 5 . P<<0.05 %on 22 5 A 48

AR

3 #HR
3.1 INREESEIEEER
525 G B FURR, 4% 2 25 L/ BRI B B
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Il > (P<<0.05 B P<<0.01) 5 HH A S Nz 4110 il 2% 3 531) Ay

69.94% .58.96% .34.68% .20.81% . %41/ FHLIA AL

TR SORAM M E 5 R L 1,

x1 FBHNRAMRE AR B E RN E LR
(x£s,n=10)

Tab 1 Determination result of rithing times and inhi-

bitory rate of writhing in mice(x+s,n=10)

i HlE mg/kg illiNTe R R, %

S EATHRAL 34604451

PR R 100 1040297 69.94

R A R4 40 142043.70° 5896

WA R 2 2604404 34.68

TR R4 10 2740351 2081
A XTI LR, * P<<0.05, ** P<<0.01

Note: vs. blank control group, *P<<0.05, **P<<0.01
32 INREIALEER
SRZIHT, 25 AL/ BUR BB 22 SO S TTE E L(P>
0.05). Z525)5 , 545 I BEZH e g, BRI X A 20 A SR
Bl L SR AN BRTE 25 24 30,60 A2 120 min Ji5 9 [
{8 B T+ (P<<0.05 5% P<<0.01) ; 252 5 120 min J [
PR HI1h 150.07% . 148.00% . 79.59% .50.03% . 4%
/IR (5 (R 4 e e 2 SR LR 2.
®2 ZBANRBEHERBEHRERSEUESR (x x5,
n=10)

Tab 2 Determination result of pain threshold and its
improvement rate of mice in each group(x *s,
n=10)

R WIE

, i, 42 ALIGHIA SR

41 . . , . minfRfE
mg/kg fd,s 15 min 30 min 60 min 120 min .0

AR 20224378 2191516 2538+431 24064327 470£3.09 2211

TIPERTIBAL 100 2126520 31.28+5.82" 4405525 4944347 53.1744.84  150.07
PUEREAIEA 40 20584405 2821572 37.04£3.877 43,78 £4497 5105472 148.00
VREAIRAL 20 24.17+5.13 24645385 33834613 386514767 434143837 7959
PURRIEHIEA 10 22642531 23252336 31.99+435° 352044557 33.974356°  50.03

T 58 PO IREE LA, " P<<0.05, " P<<0.01
Note: vs. blank control group, “P<<0.05, " *P<<0.01
3.3 /INRERPHRKSEIS SR
TEALHT, /N R B E R TR E X
(P>0.05), WEfR, 5425 6 B g, Bt BE 4H /N
BB 1.3.5 h iy fe Bk A o B8 W 3 T i (P<<0.01) , Bk
5 h A4 JEBEP KR K 56.97 % 5 S AETRINT BELH Lo gz, B X
HEZH AR SR B s R A/ FREROR 3.5 h i B K
JEE B R (P<<0.01) , B4R 5 hff J ki ik 43551 o4
21.31% .31.08% \45.49% . #52H/IN U b A ik 32 % A ik
I ) i 25 A L3 3
3.4 FH/NR R AK4H LR & SOD MDA . GSH-Px
T-AOC & PGE, 7K FillE &5 R
5525 I BRAH H s, AR B2 /N B ke e £H 21
H1 SOD ., GSH-Px ., T-AOC 7K *F B & [& {I% (P<<0.01) ,
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®3 HENREHMKERBAMAKENELSR (x+
s,n=10)
Tab 3 Determination result of degree and rate of paw

swelling of mice in each group(x+s,n=10)

423 i, HRERAE, SRR, L BFAERES h
mgkg  pl 1h 3h 5h EREK, %

BEN 171191594 3661166 453242  257£056 1.50
[REIRHIR 170504532 8.72470° 95794633 97.14+7.65" 5697
PIERTIRAT 100 169.73£6.50 2160+3.19° 30.93£5.55°°% 36.18+433°% 213
PRI 40 168451732 48314407 45294705 523545877 3108
PRRBRAIEA 20 172861519 2633310 647044917 78,64 4717 4549
PURRIERIEAL 10 168932743 268914307 86.78%10.54° 90.68+8.66™ 53.68

T A8 IR IR A, < P<<0.01; SN BG4 LA, "P<<0.05,
#*P<0.01

Note: vs. blank control group, **P<<0.01; vs. model control group,
"P<<0.05,"P<<0.01

MDA . PGE, /K - Bl i 755 (P<<0.01) ; 5455 %f B 4H
B, MR A /)N B2 B i ik 28 21 o SOD |, GSH-Px Fll
T-AOC 7K F-HH 1 7+ 25 (P<<0.05 5% P<<0.01) , MDA .PGE.,
AKF- B 5 FEAIK (P<<0.05 5% P<<0.01) . 4% 2H /)N B2 Bk b
Jik 20 41 h SOD MDA . GSH-Px . T-AOC . PGE, 7K *F- 1l /&
IR 4,
Fz4 FBH/NRREAKAZL SOD, MDA, GSH-Px .
T-AOC .PGE, RiZKFENMELER (x+5,n=10)
Tab 4 Determination result of SOD, MDA, GSH-Px,
T-AOC and PGE. in paw swelling tissue of

mice in each group(x*s,n=10)

a3 jgi $0D, U/mg nrl\ri[il)/i;g (;ljnfg‘ TJ\/(;Z PGE:, pg/mg
SR 40801442 1551028 167554957 2462043 70691793
IR 258445.03° 36110277 1310117697 1071024 129.96%9.94*
RS 40 3549%557 24710467 1558048247 2140217 89.64% 11647

T A IR IR e, * * P<<0.01; SRR IR Ho#e, *P<<0.05,
#P<0.01

Note: vs. blank control group, “*P<<0.01; vs. model control group,
"P<<0.05,"P<<0.01

3.5 HH/NRREAKALR B COX-1,COX-2 mRNA
RIEKFEMELE R

Ejos (0t BRZH Ho A , ARt B 2 /) Bl Je ek ik 4 4
1 COX-1 mRNA % iEKF 2 5L g it 2= 3 L (P>
0.05) , COX-2 mRNA 23k KB 8 T+ (P<<0.01) 5 5
L TR X BECZ Lh A, MRS A A /D B BB ik P 2 2
COX-1 mRNA Fik/K -2 7 TG 11248 L (P>0.05),
COX-2 mRNA ik /K0 i FEAIE (P<<0.05) . -4/
JEBE I K4 2 H COX-1.,COX-2 mRNA 535 HiL kK] U
1 gE R 5,
3.6 HBAMNRZERMAKMALF COX-1.COX2ER%
B EME LR

525 Pt BE A F A, A R0t BE 2 /) Bl R ko ik 1 2
H COX-1 A RIR KT 257 G148 L (P>0.05),
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COX-1 378 bp

COX-2

209 bp

P-actin 186 bp

AN BIEIRIARZ MRARHAL
1 FHHNRBHMKEALR COX-1.COX-2 mRNA F
XK E
Fig 1 Electrophoregrams of mRNA expression of
COX-1 and COX-2 in paw swelling tissue of
mice in each group

*®56 FBHNREAMAKEL B COX-1,COX-2 mRNA
RIFKFEMELER (x+5,n=10)

Tab 5 Determination result of mRNA expressions of

COX-1 and COX-2 in paw swelling tissue of

mice in each group(x+s,n=10)

, “ HEE

i Al gy COX-1/factin COX-Yfactin
AR 0251£0.037 0.142£0.029
R 0.245£0.043 0316£0.037°
A 40 0229+0.041 0.246£0.034"*

TR 528 (IR IR AR, P<<0.01; SURIRT HEZ HL 4% ,*P<<0.05
Note: vs. blank control group, **P<<0.01; vs. model control group,
“P<<0.05

COX-2 £ [1FRiB KT B BT+ 5 (P<<0.01) ; S BIAYXT il
2 Fb A, MR/ AL S U IK 414U COX-1 Rk
K25 F T Gi it X (P>0.05) , COX-2 & 1 ik /K
B IR AR (P<<0.01) o 45 41 /)N B S i ik 21 2
COX-1.COX-2 HHFR KR LI 2, e 45 R L2 6 .

cox.1 WD NS A

COX2 e ) S 0

-actin 43 by
P

ZSPRHEAL  BURRNEL LM
2 HBENRBAMHALZ COX-1.COX-2 EHRIE
ik

Fig 2 Electrophoregrams of protein expression of
COX-1 and COX-2 in paw swelling tissue of
mice in each group

4 g
RAFEFEIE RN R H UL AFRAE , 25 R0 5 R AR AT BE
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®6 FHHNREHMKEALR COX-1.COX-2ERARIE
KEMEL R (x+s5,n=10)

Tab 6 Determination result of protein expressions of

COX-1 and COX-2 in paw swelling tissue of

mice in each group(xts,n=10)

, o JREE(H

i it mig COX-1/fractin COX-2/fractin
2 HATIRA 033240.055 0.115£0.029
FERI R4 0.343£0.040 0.366+0.063°
HRwA 40 0358£0.052 0.237+0.040"*

T S PO RRAL A, ™ P<<0.01 5 SRR BEAT A, *P<<0.01
Note: vs. blank control group, **P<<0.01; vs. model control group,
“P<0.01

51 K RAE BPIR , PIRIRE R A A A LA Bl R s B i
PR AP R SRR 25 HAT VB B RAVE R, 2 F
GEfR T 2 AR | R AR A g M R MR
S, (HAE N FH 0 2 72 vh B 7 A T A o JH B 4 45
VNS A=A = 117 N <0 [0 2 e P N = X5 1
RPUFRCRAT N R N PT R B 25— e B2
I B EAT 55 22— BRARAE I H 2555 G 7 I
) — o B LA W, AN IRASZE T I 5T K B 2
PR HA R ERY Y, it — s 2 &
HAYR BRWMEM, EHT TAMR ., SR,
L0640 . 20 mg/kg ML A A AT HA S5 J 2 DK S R B0/ N FR LA
UREL F A B0/ BRI P (i B A il USRI
/N EEURE T 1 ek i B, 5 L R 400 ] R A7 AL AR 0 S
N, RSB AT B BT A LR AT AR A N
FY,

PRI SEAE S AR B0 SRR P AR
N, AR AR T 4% (ROS) Mg S ad Ak re i 25 1
%, SOD J GSH-Px [ 7K - K i 14 FEAIG , MUK ) T-AOC
B, (LR D RE RS, VA AR K NG R
SR B A LLE8 B 07, UE— 25 = A OR S5 A
L)l AN RA SR i 5 NS 1 O 2o =R A IR A Vo
G RANET W BB it 2 — 0" SRS HRAE , 7R R
I 2t R R R b, COX-2/PGE, {5 5 i 2 5 Hidhuy
COX S A DU B C il il PGs () S5, H g & B
B COX-1 1 COX-2 P F [A] T HHE Y™, COX-1 M 454
AU, FES 5 B SFA SN IE R A 8, I
AR A X R X R FFHLR N IR R S 2 G
B AN GEILTE P A , 0RT BB A AH N 14U YRR
Z AL ; COX-2 R ifs S B , 45 B4 I 2R anfb= 3
AR L DR 45 AT 75 A ORI PR3 I, R Ak AR
A DU TR A i PGs™™ . PGs h—ZE3m 4 A i, Hovp
PGE. B AE I sk g, nlifs S R Ak b R 4 4
5k B A 1 A A HE G 0 AR R B BRI
T 1 H A 28 E A B 40 1 4 LA 2 1B (IL-1PB) L Jigg 3R
FEH o TNF-o0) K 1 =S8 M BOR BUmAIE L, 5 4k
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B R SARE IR N, , b — 3G B FI R AR AE SN, i
HPAFR Y RN, T IRIE SR T K g
PRSP £R 1 & BRI TE A T/ N BT S 2 WU I, 2B

Ve BT w] DCARAE Sy FHPE 25 W A 5 5230 . FEWT SRR B

U VB HIALH I, 3B w] PEAR ] COX i 4 |

I/ PG 15 R SRR AL 22 BIRR ™Y, HLAE T T St

FERFI 2 MR FHAIL R , DSRS0 7 S 6 v e 1

PR 40 mg/kg IX —A RO A TOIFE , R FFBE B

XFHR BRI B BT R BRI A TR T AR B e 94t

AL ORI ] COX-2/PGE. {5 538 # 41 , i RE IR ¥ I

FAb B o> 5HLE] , AT B P EE— PR .

25 BRI MRS B s AR SRS/ B Bk

Ji Jik 2 24 v SOD . GSH-Px Hl T-AOC Y /K °F , & {i%

MDA PGE. fil COX-2 mRNA J #& [1 () 7K - , 42 /1 LR

WA A B AR - A A B R i) COX-2/PGE,
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