$21% 2 AR Vol. 21, No. 2
200944 H ChineseBulletinofLife Sciences Apr., 2009

NEZE%HE: 1004-0374 (2009) 02-0222-04

TR REHEEEE
FHE*, EIER
(SLEUKCE I R IR R S RLBE B, S FUK B2 B 90 R, 38 200032)

O 097 N ERON A 3 B e R ) T B 40 M MR e 4 R BT S BT B (iR T
JiiF e ANSCUR AR T 40 M AR 40 i 2 2k B I I JLAN YRS SN o AR Bl R A N B R B T ]
CAoM b B4 H T4, I T G T 40 B vl A AR M Ak o B 40 Rk B A M bsic ) . (Esh il
oA T M T A PRORT VR I T A PR R R T AR A T o Sk B A SRR R A Al . AN SC
W iH e Al 40 i 2B B0 B AN RIS R ik, A4 LROTAT IS AR, JF e & R LT 40 i it 4
H AR ARIT VR IR YT 0 BB A5 TP A7 A 1) TR M

KR WH; T4, BaR; HE&; Ui

hESZES: R764.431; 0813  ICHIFRINED: A

Stem cells in therapy for hearing loss

LI Hua-wei*, WANG Zheng-min
(Department of Otolaryngology, Shanghai Medical School of Fudan University, Institute of Biomedical Sciences of
Fudan University, Shanghai 200032, China)

Abstract: One of the greastest challenges in treatment of inner ear disorders is to find a cure for hearing impairment
that is caused by loss of cochlear hair cells or spiral ganglion neurons. Here we discuss different starting points
for the development of therapeutic strategies with focus on using stem cells to replace lost sensory cells. We
have recently identified stem cells in the adult inner ear that gave rise to hair cells and we have shown that
embryonic stem cells can be converted to cells that express hair cell markers in vitro. Inanimal models, hair cells
and neural cell types can be generated by transplantation of progenitor cells derived from adult inner ear and
neural stemcells as well as from embryonic stem cells. We discuss different approaches toward using stem cells
to regenerate the damaged inner ear, we introduce potential animal models, and we point out potential obstacles
that translational research has to overcome in the development of stem cell-based cell replacement therapies for
the damaged inner ear.
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