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Review on molecular mechanism of occupational noise—induced hearing loss
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AANERY, oG A, KWLk iR AT — B R
RETHYIRITH R, FEA W TR,
4.1 REMF B AL KASH

R T R AR R | A A R 4 i R I A S0
ML RN, AT A BT A R R B R HERR
WA FHZK S R Q10 ZEBIH Qer 4= F 4525 1] LIA
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AR A Jir 2R A AP S b ) 25 A AR TRk A W
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