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Effect of SB203580 on rat chronic nonbacterial prostatitis
LI Shi—jun et al

( Department of Urinary Surgery, Central Hospital of Enshi Autonomous Prefecture)

{ Abstract JObjective: To investigate the effect of SB203580,a specific inhibitor of mitogen activated protein kinase p38,on rat chronic
nonbacteral prostatitis and its effect on the expressions of TNF- o ,MMP-9 and COX-2. Methods: Adult male SD rats were randomly
divided into three groups, model and treated groups were castrated and hypodermically injected with benzestrofol for 4 weeks;treated
group was also injected with SB203580 intraperitoneally every two days; then control group was set up without any treatment. H.E staining
pathology of prostate gland tissue was observed under light microscope. The expressions of TNF- o , MMP~9,C0X~2 and p-p38 in each
group were checked by immunohistochemistry, Western blot and RT-PCR respectively. Results:Inflammatory reaction was severer in
model group than SB203580 treated group. Expression of p38 mRNA in model group was higher than those in other two groups. The
protein expressions of TNF- o ,MMP-9,C0OX-2 and p—p38 were lower in control group than those in model group. Afier treated with
SB203580, the expressions of all the four proteins decreased significantly and could be compared to those in control group. Conclusion:
p38 MAPK is activated in CNP. SB203580 can effectively inhibit expressions of TNF— & , MMP-9 and COX-2, and relieve inflammation,
which provides an experimental evidence for new treatment of CNP.

[Key words ]p38 MAPK ; SB203580; Chronic nonbacterial prostatitis ; Cytokine

18 M 3E 40 B8 14 BT 51 IR 48 ( Chronic nonbacterial prostatitis ,
CNP)EFHFEF PRI W , B BT H A MLHIE BA E
BIGR, BT R AN E . Harris MT U2 B FIEMER S
SRR CNP BERPRIH AN K 18 .HAEK 6. MIP SFAS
B ( Cyclooxygenase 2, COX-2)l iNos 4L TR EF X
#AEk, R CNP RAE SAEFAEHVIR R p38 ZRUR
EALE E{ﬁﬁﬁ(p38 mitogen activated protein kinase,p38 MAPK)
EENR ot £(1982-), 5,4+,

BERF WA
EiRfESE KRN, B, ##, E-mail: 66zwl@sina.coms

EHRAESHESRENEEARTS. 55T ZAAKRE T
FERMENT, FATRTHI SR CNP K BRI A& il 2 p38MAPK
iAo, Ratfes gt g T F=E M, AR BRI
p38MAPK HE R3] SB203580 T, #Eif HAE CNP BIEK
Ft R FR LA B R YRR TR IA IR

1 HREFHE

1.1 FEEAH
e AR SD KR, W%, WTERER KELRHY



BERERAFFIR 2010 £ 35 %% 11 8 (Journal of Chongqing Medical University 2010. Vol.35 No.11)

i e

FRUC ; 2R FE R ME — 5 (b 738 245k 465 :061101 ) ; SB203580
(LC Laboratories S-3400, 100 mg) ./ Blbt A B L p38SMAPK
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mRNA %Kik, A B BHE (B —actin) WS, ERER 10
wl, 2% AR IHEE S FL K , Bio—rad HEME BLAR 2R Go 44
1.3 BfsHrEsiitgan

Western blot 1 RT-PCR %5 % [&1% 14 FH Quantity One %
153870 SPSS 13.0 FRAXT L5 FMATHE 534 , £ LR FH Y
B+ FRMERE (x 2 8)FTR, S Z 18] FEBER FH ¢ 256, P<0.05
LA BEER L,

2 &% B

2.1 Bk HE FERR A MALRBRE LA 1)

i HELZHL T80 R A B 45 4 50 3 RRAATES S HES LE 86, AR B
PR , AR TE R S, (8] R TEAK I, TE A RE AR ML . 4
i L 90 R AR At A S A b G, J P A L 4 1 B AR [
FRPERIR , 8 4 BERRAE I 5 AR b Byl /b FVAE PR IR, ) o
Kb S , A K FE L, )5 A E A0 M 15 ] 5 P A AT 4
A BRI IR, RIEB IS . AL SIEFR BRI,
() R B A i, B K, M P 8 43 U8, () 5 P 2 B R
LA 3 AR
22 AHh k(A 2)

p-p38.TNF- a ,COX-2 MMP-9 7& it 18 4H 2 35 ¥ 4 [
P 5 BRORIZE A B b R 40 B R 6] S5 2 0 40 AT A 24 £
KLU | SRR BH Rk 5 A FHAH 55 A 7R 20 AH L e 2k B B 0l 55
SR 2),

2.3 p38 mRNA £ik RT-PCR ¥ £ %4 % (A 3)

R 2 B 20 28 rp AT G I 2] p38MAPK PR 3 3k , 48 i A 51
20 p38MAPK 1k W S 4 55 , SB203580 AbHHZH 3 ik e I 4
KA, BERH SB203580 A M HIBTF IR p38 MAPK mRNA
24 Westernblot E@ ¥ FLR(B 4,% 1)

# 5 4 p-p38 . TNF- o \MMP-9.COX-2 & [ & £ ik,
SB203580 AbHHLH 4 45 1 FR35 BH 08I . AEAYZH 43 1) 5 %) R
2H ALFRAH AR, 22 A GETHE R X (P<0.05) . $7R SB203580
A A 250 #1750 R p-p38 TNF- o \MMP-9,COX-2 % 4

1 BAKXRATIIRHERFERI](HE x 100)



B L e

BEERKFHIR 2010 £ 35 5% 11 8 (Journal of Chongging Medical University 2010. Vol.35 No.11)

p—p38

TNF-a

MMP-9

COX-2

et

Xt B

RAELH

AbBHEH

B2 HEEENKRN p-p38. TNF-x MMP-9,COX-2 FiX(IHC x 200)

p—p38
TNF- a
p-p38
MMP-9
Boactin | cox-2 %
XHRA] RAEL bR

E 3 p38 mRNA &t

GAPDH b 2t -'» , - O
XERRL RG] b
B4 %4 p-p38.TNF- « MMP-9,COX-2 BEA &%

350
300
250

d4d

p-p38 TNF-o MMP-9 COX-2

#£1 Westernblot EE$FER|ER(OD &)

Xf B ZH RAELH AL
p-p38 3320 +8.28 186.0 + 33.47 65.36 £9.22
TNF- « 30.34 £ 6.25 271.0 £ 36.47 82.22+15.33
MMP-9 56.92 +7.39 232.2+43.83 95.16 % 12.13
COX-2 15.97 + 4.81 199.2 +24.18 4122+7.62
*: P<0.05
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