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Neuroprotective effect of ThEPO on facial motoneurons after facial nerve injury in rats/DAI Yubing,LUO
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Abstract Objective:To observe the neuroprotective effect of rhEPO on injuried facial motoneurons (FMNs) and its
impact on the expression of Caspase—3. Method:The rat models of facial nerve injury were established by crashing
main trunk of left facial nerve. Seventy—five female rats were randomly divided into 3 groups: rthEPO treatment
group (treated with thEPO 5000U/kg ip once a day following injury for two weeks,n=25), control group (treated with
the same dose of normal saline ip once a day following injury for two weeks,n=25),sham operation group(n=25).Rats
were sacrificed on the 3rd, 7th, 14th, 21st, 28th d after injury. The survival rates of FMNs after facial nerve injury
were studied by Toluidine blue staining. The apoptotic cells of injured FMNs were detected by TUNEL staining.The
expression of Caspase—3 were detected by immunohistochemistry method. Result: The survival rates of FMNs both
in thEPO treatment group and control group decreased gradually from the 7th d to 28th d, the survival rates of
FMNs at each time point in rhEPO treatment group were significantly higher than that in control group (P<0.05).
TUNEL—positive cell wasn’t observed on the 3rd d after injury both in rhEPO treatment group and control group,
but was noted on the 7th d after injury and it's number peaked on the 14th d in control group. The apoptotic cell
numbers in the rhEPO treatment group were significantly lower than that in control group from 7d to 21d(P<0.05).
The expression of Caspase—3 increased 3d after injury and peaked at 14d in control group. The expression level of
Caspase—3 in rhEPO treatment group was significantly lower than that in control group at each time point(P<0.05).
Conclusion: thEPO can effectively protect facial motoneurons and reduce the expression of Caspase—3 after facial
nerve injury; inhibition of apoptosis and decreased expression of Caspase -3 by rhEPO may be an important
mechanism for treatment of traumatic facial paralysis.

Author’s address Department of Otorhinolaryngology ~-Head & Neck Surgery,The Second Affiliated Hospital of
Chongqing Medical University , Chongging, 400010
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