122 Chinese Journal of Reparative and Reconstructive Surgery, Jan. 2017, Vol. 31, No.1

AAE B IR B Bl mh R BE PR R

WA, meH, MER

P E B AR AL atE A B 2 B HOEAMRHEEBERTE 0 (JEAT 100144)

(EE] B8 SN A WA A AR 20073 o B A BEAR A e B v 9V FH B R Pt ], Ay S Rl 22 408 4
M TR AU . F50R TR BT 5 A AR 1 WA S LR 24 £ K AR D T AR SR SCHK, O HEAT A A
g, SR /N AT 258 IRk DY BSR AF J5 3E VA  H  WE D RE S RS, T RE A AR e o e i
JNK/c-Jun 38 55 00 J S5 ) R A ip . AR A 2 IR T B A 8 P 2 — AR A, e a1 4 5 4 1 e T L et
Je R R 2 0 J TR MR AR R A L R R, AR R B R 2R SR ) e e, BRSSO TS A AE S
510 AN W AR A LR 2 A0 B A P e A R AR AR, RIS LR S A, RO
JE MR 25 i 7 ik W T BT S

(X8R @i Ams; ST, FEME, BEHEg

Role of cell autophagy in peripheral nerve injury and regeneration
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[ Abstract] Objective To review the mechanism and effects of cell autophagy in the pathophysiology changes of
peripheral nerve injury. Methods The recent literature about cell autophagy in peripheral nerve injury and regeneration
was extensively reviewed and summarized. Results The researches through drugs intervention and gene knockout
techniques have confirmed that the Schwann cell autophagy influences the myelin degeneration, debris clearance,
inflammatory cells infiltration, and axon regeneration through JNK/c-Jun pathway. To adjust autophagy process could
slow down the Wallerian degeneration, maintain the integrity of injured nerve, while the effect on axon regeneration is

still controversial. Conclusion The Schwann cell autophagy plays a key role in the pathophysiology changes of peripheral

nerve injury, the further study of its mechanism could provide new methods for the therapy of peripheral nerve injury.
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