<« 92 .

PR 2019 4E 1 B 324855 131 China J Orthop Trauma, Jan.2019, Vol.32,No.1

. LY
I\

IX TY s Jer B R 5 i UL AR GE B AR R O AF 58 BRAR

EELRERL R LERLKE LR LB S B
(L #T L BE 25 K550 — I RS~ e T VL B 3100535 2. VLV X 25 R-#Mf @ B< e VL7 B9 & 330046;
3.WHLAH BT, WL BN 3100535 4. Wil B 25 RAE M B A —BEBE Wil BiJH 310006)

[(HE] XEKRREAXRTRFTO-AETZARHFS, ST ERFREREETZOALMER . ZAR L HFRL
LI RBEANMELBEADFREME TR T EMEATRFT, FREABRTHLT R4, M3 LM EFRZ Mk T4
Bt A R R A AR F R RGBTSR ERALE AR T ARG 2T K AN R
ATHEE—ZAF AT RATRE, s XAR RO RZAY 0L TRT EAEAZRGOSEL, Am, 5 XA KA
JE B AR £ 44 B LR Gk R R AR T b, B A S R RIRE A Y IR AR AT R, AF S — S IREART R A iz R B L X
Bk IR B9 5 R RACTT A SRAE A SR BT F ik, BAR A G 48936 57 T BEHT a9 i 5%

[£8R] mmRIXE; XH; %®4E;

B 4> 25 :R681

DOI ; 10.3969/j.issn.1003-0034.2019.01.021

.

=]
ot
e

Research status of correlation between type IX collagen gene and musculoskeletal diseases DONG Rui,WU Yun-yao,
FANG Liang,YING Jun,ZHANG Lei,XU Shi-bing, WANG Ping-er, JIN Hong-ting,XIA O Lu-wei,and TONG Pei-fian™. *The
First College of Clinical Medicine ,Zhejiang Chinese Medical University ,Hangzhou 310053, Zhejiang, China

ABSTRACT As an important component of articular cartilage , type IX collagen plays an important role in regulating home-
ostasis of bone and cartilage. The mutation or deletion of gene could disequilibrate homeostasis leads to deformity of corre-
sponding bone and joint,and finally causes multiple epiphyseal dysplasia. Moreover,anatomic variation also leads to biome-
chanics change of corresponding functional unit,combine with micro - environment change caused by change of genes,os-
teoarthritis and disc degeneration were occurred under the function of stress over and over again. In addition, lack of type IX
collagen could effect repair of articular cartilage , intervertebral disc tissue injury. However,musculoskeletal diseases related
with type IX collagen has so much not limited this, the reports about it is less for lack of evidence,and need further work to

study. Clear relationship of type IX collagen and its disease could provide an effective diagnostic method,and develop a new

ji.

pathway for follow-up treatment.
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