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[ Abstract |

mental health and quality of life. Genetic factors are the main causes of deafness and gene diagnosis of deafness has

Deafness is one of the major human disabilities, and seriously affects the patients’ physical and

gradually developed into a necessary screening tool. The frequencies and hot spots of mutations of common genes( GJB2,
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mitochondrial 12S rRNA, SL.C26A4 and GJB3) are significantly different among different countries, regions, human

races and ethnic groups. In this paper, the advances in research on the correlation between common deafness gene

mutations and regional and ethnic differences are reviewed.
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Application research progress of sling exercise training in rehabilitation of neck and low back pain DENG
Jiao, HOU Wei-lin, CHI Hui, et al. Center of Cervical and Lumbar Pain, Changzhou Traditional Chinese Medicine
Hospital Affiliated to Nanjing University of Chinese Medicine, Jiangsu 213003, China

[ Abstract] Sling exercise therapy is a method of controlling the training of the body’s core muscle groups in
an unstable state. In recent years, sling exercise therapy has become more and more popular in modern clinical reha-

bilitation and competitive sports training. In this paper, we review the mechanism of sling exercise therapy in impro-

ving neck and low back pain and the research progress of its clinical application.

[ Key words| Sling exercise training; Neck and low back pain; Rehabilitation

& s ST I R AEATRE RS B AL
BEUEA TR RN 2R 3 S 5 7 2R R ) 4 1 B
B RAIGIH A E , S R ] LA BRI 5 5, 2l o
SR PEATRE P Th i HB R AL AT R . 70z Bl ad 7R
i, SR A 0T i 28 R R B R B
A LAREE A R A — A P, Rl AR R
A RRE | g BE ROk K B — A sh APl X AT
TR BET i 22 JUL IR ST it PR 12k 31 e 25 A 8 25
1 SRk A A BRI A B 0 5 s sl
25 H R IO A T R, AR S 32 B B 17 A S
A B N e T 2

1 BB X HHER R

WA RE T ALY L, RSk T N BOR
Z , SMEID L B 2 TR o 4 I E] R 155 1 A S 4 fil
JILPARE 55 45552 , e 7= A M VR , A LA D7 L
EER AL LI DA, SR 2, DA T ok S50 A F AL
WARGE . R Z¥EUI T IR HUHEIZS 3
KA B S8l , IR 7R 1 SUHE Y sz 2l il
HeMs . Cheng %5 P51 SUMEAE 22 A7 i (10°,20°,
e R A7 ) KR Je i (10°,20°,30° fe K i
(28 ) LA S 3¢ T SR TRZ L A= LA L
AR, SR WS, 4 AR S 300 ) .



