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Abstract :

tection of rats with severe acute pancreatitis (SAP). Methods

Objective To investigate the effect of p38 mitogen-activated protein kinase inhibitor SB203580 on nerve pro-
Forty-five healthy male rats were randomly divided into control
group ,model group and inhibitor group,with 15 cases in each group. The model group was induced by retrograde bile-pancreatic
duct infusion of 5% sodium taurocholate(2 mg + kg ™" ). The inhibitor group was induced by intraperitoneal injection SB203580
(10 mg + kg™") after modeling. The control group was infused 0.9% sodium chloride by retrograde bile-pancreatic duct. Caspase-
3 and phosphorylation of p38(p-p38) were detected to observe the changes of positive cell numbers and the expression level in
the cerebral cortical of the rats by immunohistochemistry and Western blot. Results  The positive cell number of p-p38 and
caspase-3(21.6 +2.5,33.1 £3.8) in the the cerebral cortex increased significantly in the rats of model group compared with
those in control group(1.1+0.6,2.0+£0.5) (P <0.05) ,which were reduced significantly in the rats of inhibitor group (15.3 +
1.3,16. 6 + 1. 4) compared with those in model group (P <0.05). Conclusion p38 mitogen-activated protein kinase inhibitor
SB203580 may play a neural protection effect through inhibition of p38 signaling pathway to inhibiting caspase-3 expression down.
Key words: severe acute pancreatitis ; brain damage ; p38 signaling pathway ; p38 mitogen-activated protein kinase inhib-
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AR E MR R A H)) , bt Bl caspase-3
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2H PRI RN 3 41, B2 15 H ., BRAIZH KRR
SAP {71 2 I8 LANKISCH 25 Jy il 4 (S5 ik 43 4
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A X I p-p38; B AR BIZH p-p38; C . I FILH p-p38;D: X BRLH caspase-3; E A HIL caspase-3 ; F: fillifil 74 caspase-3,
B1 3HXRKMEEHALR p-p38 0 caspase-3 FIRIE (RRALUZFRE, x400)
Fig.1 Expression of p-p38 and caspase-3 in the cerebral cortex of rats in the three groups (immunohistochemical staining, x400)
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Tab.1 Positive cells number of p-p38 and caspase-3 in the

cerebral cortex of rats in the three groups (x x5)

20 51 n p-p38 caspase-3

X HEZH 10 1.1£0.6 2.0£0.5

BRI 10 21.6 £2.5° 33.1+3.8°

R 10 15.3+1.3% 16.6 +1.4%
T S IR H A P < 0. 05 5 SR A" P <0. 05,

2.3 3AKXRKBEEHL p-p38 #0 caspase-3 &
RENIR R MER 5L WK 2 2, FEMYLEN
FRAEFH XS 43 5 & 38 000,32 000 4k, 4351 AT UL, p-
p38 Fil caspase-3 ¢ PEHE 454 o KB /A 45 4L
50 R A, B BU 2 p-p38 | caspase-3 4 /KT i
A EAS R, A ORI, ERARIT¥E
(P <0.05); 58820 g, i 7 41 p-p38.,
caspase-3 B /K V- TR, EO KA E H M
W, ERAGIFFEE X (P <0.05),
1

2 3
pp38
caspase-3
B-actin . L W

Loxh HRZH 52 B2 3 IR FRI 4

2 3AKRRAREEHLR p-p38 F0 caspase-3 F¥& ENiTEA& N
Fig.2 Western blotting of p38 and caspase-3 in the cere-
bral cortex of rats in the three groups

x2 3HRRAMEEHR p-p38 0 caspase-3 EH 57
REZEERK

Tab.2 Integral optical density value comparison of p-p38
and caspase-3 protein in the cerebral cortex of rats among

the the three groups (xxs)
205 n p-p38 caspase-3
X HEZH 10 2.1+0.4 4.2+0.5
T2 10 18.7 £2.3° 16.2 +1.0°
pBnE 10 6.0+1.2% 7.5+2.8%

T 5% HRAL LA P < 0. 05 5 SHERIAL LA P <0.05
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