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[ Abstract] Objective  To investigate the effect and the mechanism of parecoxib pretreatment on focal
cerebral ischemia—reperfusion injury in rats by measuring the content of TXA2, PGI2, IL-13, TNF-o, PGE2
and TXA2/PGI2 in plasma. Methods Fourty—eight male SD rats were randomly divided into 4 groups (n =12)
sham operation group (S) ; model group (I/R) ; parecoxib 5/10 mg/kg group (L, H) . Middle cerebral artery
occlusion models were made by reforming Longa suture method in SD rats. Rats in L and H group were injected 5
mg/kg and 10 mg/kg parecoxib, respectively, through internal jugular vein 30 minutes before ischemia. Rats in S
group and I/R group were given equal volume of normal saline. After ischemia for 90 mins and reperfusion for 24
hours, respectively, the neurologic deficit scores were measured, the pathological changes in CA1l region of
hippocampus were detected by HE staining, radioimmunoassay technique was used to determine the content of
TXA2, PGE2, TNF-a, IL-1B and TXA2/PGI2 in plasma. Results Pretreatment with parecoxib significantly
decreased the content of TXA2, PGE2, TNF-a, IL-1B and TXA2/PGI2 in plasma, mitigated the injury in
CAL1 region of hippocampus and improved the nerve function of rats with focal cerebral ischemia—reperfusion injury.

Conclusion  Parecoxib can protect the brain from focal cerebral I/R injury by reducing the content of TXA2,
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PGE2, TNF-«, IL-1P and the ratio of TXA2/PGI2 in plasma of rats.
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Tab. 1 Comparison of nerve function scoring among four groups (X s)

ATl n Bl 90 min FHEE 24 h
S 12 0.00 + 0.00 0.00 + 0.00
/R 4 12 2.28 +0.48° 1.79 £0.43"
L4 12 221+ 0.46° 1.61 £0.47"
H#4 12 2.15+ 045 1.29 £0.41

5 SHE, 'P<0.01 5 IR HHE, 2P<0.05.

1 BFHEKRRMDMED CA1 X HE FBER
Fig. 1 The pathological change in hippocampus CA1 district in the ischemic side stained with HE
A:S4; B:I/R4H; C:L#4H; D:H4H
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Tab. 2 Comparison of serum levels of TXA2 and PGI2 and TXA2/ PGI2 after reperfusion for 24 h among four

gl'OllpS
45 n TXA2(pg/mL) PGI2(pg/mL) TXA2/ PGI2
S 6 135.50 + 4.66 1251.89 + 6.61 0.10 +0.03
I/R 21 6 606.63 = 6.78" 578.76 +5.02° 1.04 = 0.04™
L2 6 480.25 + 5.5424 630.94 + 5.7044 0.76 + 0.0344
H 2 6 516.26 + 5.634% 793.11 £2.16%4 0.65 + 0.044444

5SHE, “P<0.01; 5 URMALE, 22P<0.01; 5 LA HE, 44P<0.01.
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Tab. 3 Comparison of serum levels of PGE2, TNF- « and IL-1 B after reperfusion for 24 h among four groups

(x£s)
EE ]| n PGE2(pg/mL) IL-1 B (pg/mL) TNF- a (pg/mL)
S 6 17.45+1.31 517.25 £ 38.68 243.83 £ 16.21
/R 4 6 25.54 +£2.04™ 967.39 + 87.05™ 366.79 + 21.96™
L& 6 2271 +1.68%% 739.79 + 62.18%4 313.04 £ 19.6242
H 2 6 19.22 + 1.094444 638.42 + 44.184444 286.62 +21.03444

5 SHILE, "P<0.01; 5 URHLE, “P<0.01; 5 LAWK, 4P<0.05, *4P<0.01.
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