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The effect of pungent and warm natured resuscitation drugs on the inflammatory reaction of
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Abstract: Objective It is to investigate the effect of pungent and warm natured resuscitation drugs on the nod-ike re—
ceptor protein3( NLRP3) Caspase- interleukindB (IL4B) IL-8 in in rats with cerebral infarction thus to explore
the inflammatory response pathway of stroke and the effect of pungent and warm natured resuscitation drugs on the inflam—
matory response of ischemic rat brain tissue. Methods 120 healthy adult male Sprague-Dawley rats were randomly divided
into sham operation group ischemia group conventional Chinese medicine group and pungent and warm natured resuscita—
tion drug group with 30 rats in each group. Except for the sham operation group the cerebral infarction models were pre—
pared from the common carotid artery insertion line to the end of the internal carotid artery embolization side of the middle
cerebral artery in the other groups. The conventional Chinese medicine group was given conventional Chinese medicine de—
coction and the drug group was given pungent and warm natured resuscitation decoction and musk 0.5 g sham operation

group and ischemia group were normal saline all by intragastrically administration for 3 days before operation( 2 times a
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day) and after operation ( every 6 hours) . The brain tissue of ischemic area was taken at 24 h and 48 h after operation. The
expression levels of NLRP3 and Caspase were detected by Western Blot. The expression levels of IL48 and ILH4B were
detected by enzymeinked immunosorbent assay ( ELISA) . The expression of NLRP3 was detected by tissue immunofluo—
rescence staining. Results At 24 h and 48 h after operation the expression levels of NLRP3 Caspased I1L-A8 and IL4B
in the ischemic group conventional Chinese medicine group and drug group were significantly higher than those in the sham
operation group ( P <0.05) . However the indexes in the conventional Chinese medicine group and drug group were signif—
icantly lower than those in the ischemic group ( P <0.05) and the indexes in the drug group was significantly lower than
those in the conventional Chinese medicine group ( P <0.05) . Conclusion There was expression of inflammatory factors
and NLRP3 inflammatory channel reaction after cerebral ischemia; pungent and warm natured resuscitation drugs can signif—
icantly down-regulate the expression levels of NLRP3 Caspased IL-AB and IL-H8 in ischemic brain tissue the mecha—
nism may be related with musk qulickly passing through the blood-brain barrier and inhibiting of NLRP3 inflammatory chan—
nels in ischemic brain tissue.
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