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WFFERE SR OMEEE (Fn30) = A b 7 U 8K o (ERa ) 1d glucocorticoid receptor—interacting

protein—1(GRIP1) & 3£[E L. TGF- B8 /MKK6/p38MAPK (D3 7 F /L& & crosstalk L7273 6, #RE
FERBNCRENER 2R T2 AL Lz, £72. BB 2 ERH O A =
A& LT proxy hydroxylase (PHD)3 73 INF-a DJEMEA NF kB ZFli+ 52 L Cay ho—
JL L. ADAMTS5, Syndecan4, MMP13 DFEBUZEE/2&ZH 2 KIF L TWDH I E WL NRIT LT,
S5 MLEERAWZERE RS~ — 7 —OfEIC LY . HERREMEIREEICK IS 2 M a T —
FUDBRRE SO ER LN E Lz,

WHZER RO (330) : Crosstalks between ERa/GRIP1 and TGF—b/MKK6,/p38 MAPK pathway have
protective roles on cartilage metabolism via regulating the extracellular matrices
expression.

PHD3 controls TNF-« activity by modulating NF-k B signaling. When PHD3 is silenced,
there is a significant decrease in TNF-« —induced expression of catabolic markers that
include ADAMTS5, syndecan4, MMP13, and at the same time, there is restoration of aggrecan
and collagen type II expression.

In vivo study, there was a significant positive correlation between the Cobb angle and
CPII in degenerative lumbar scoliosis. The results suggest degenerative lumbar scoliosis
patients have higher levels of type Il collagen synthesis and degradation.

These findings may lead to the development of a novel therapeutic approach for cartilage
degeneration.
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