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21 HETHEEANFPAENRETRBOTL
Taub 1| Change of NFP;y in facial nucleus of Injured side

Group st dny ded day Tth day 14th day 21at day
Treatment 8. 849.1 4125 21.5+5.0° 30.0+8.4" 58.749,3°
Cantral 60, 2455 E 3l.6x9.0 15.7+5.8 32.9+7.6 §3.4%7.8

w PO, 05, wn  P<0. 0] vs control

H1 %555 7dNFP, (5-Px400)
Fig | NFPa 7 dalter injury (S-PX400)
B2 {5/ 14d NFP (S-PxX400)
Fig 2 NFP 14 d alter injury  (S-P X 200)

2.3 B4k HRMEHE. TPRFIUNSTFHRESERAENEAER
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MM LR RNERTARS AREMEK shtr. S MEIBAROREER. M4,

thic 7. MWL NI M. R, GEMA XS

B3 #FEWKE21d (TEMX6 000)
Fig 3 Treatment group 21 d after injury (TEM X6 000)
M4 DMEEMHE 21d (TEMxE 000)
Fig 4 Control group 21 d after injury (TEM <8 000)
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Effects of testosterone propionate on changes of neurofilament protein in

facial nucleus after facial nerve impact injury in rabbits
Jiang Yanping, Wang Zhengguo, Liu Baosong, Zhu Peifang (Research Institute of Field Surgery, Daping Hospital,

Third Military Medical University, Chongqing, 400042)

Abstract Objective: To investigate the changes of neurofilament protein (NFP,) in facial nucleus af-

ter facial nerve impact injury and the effects of testosterone propionate (TP) on them. Methods: After the

model of facial nerve impact injury was established with Type BIM-II biological impact machine on the right

side of face in rabbits, the content of NFP200 in right facial nucleus and ultrastructural changes of facial

nerve at different time phases of the 1st, 3rd, 7th, 14th and 21st day after injury were determined with im-

munohistochemistry and electron microscopy respectively. Results: The neurons with positive NFP; im-

munohistochemical reaction in the facial nucleus on damaged side began to decrease on the 1st day and reached

the lowest on the 7th day after injury, then increased gradually in both groups. NFP,, was significantly high-
er in TP-treated group than in the control on the 7th and 14th day after injury (P<0. 01). Electron mi-
croscopy showed that there was new myelinogeny in facial nerve in TP-treated group and proliferation of fi-
broblast cells in the control on the 21st day after injury. Conclusion: TP is helpful for repair and regeneration

of the injured facial nerve for it can increase the content of NFPyy in facial nucleus after injury.
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