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O E BW RS ERS T 5B F A £ (knee osteoarthritis, KOA ) 2 B 2m i, p38 2 L R 7% 1% & % B ( mitogen — activa-
ted protein kinase, MAPK) 12 544 S8 54 69 %k, J7ik: 524 R 3 AR E 2K G LMALL A 2 & 8 KA 20 p38 [HLIT 7] 40
BAYHEE A6 R, BEGMI, LA KM RN R Hulth 547 KOA #45, # RS BB A AN EERGHTF K
MAMAER(0 g kg™ )  AASEHNFZTABERER , HR2 K, ELETFRT dB#HMK A, 5 55 % 10% 42 b iFF 10% =
G fo 8 DMEM 25 R A4 A, hiff& T m/e &L ushin, 5 BIEA T R FRATRE @i, 29 ARERNHANE § ik
AT T, p38 FLWT F LB VA & G oo i A= SB203580 #HATF T, 425 fu i 20 vA & 25 e A AT T, i FRLE kG, 5 A KA Sk
REARAE G o9 07 3 AN B LA IR 4m LA BR AL p38MAPK K-, HER: %5 oL n 4 R 2 =, A 8L p38MAPK &
R ZEMME,p38 ML A A A A RZ , FOUARE, BFOLRATPTHMNER I T, T 9 EBRI p38MAPK & & & 55,4
A AR ER AL p38MAPK £ ik % 3% , p38 FiLUT | 40 A 24 s i ZH AR B AL pBSMAPK A AR -TF A S A TR GEFHAMZ ], 22k
EFARM 4L A 4 p38 [T A 4L A A 2h e H A S e R EAE 55 4 0.31 £0.06.,0.83 £0.11.0.58 £0.45.0.55 +0.56,
EFARITFEL(F=3.872,P=0.034) , =Gk FEAA D TAHA 4 p38 M A & 42 hiF2a(P=0.007,P=0.031,
P=0.038) ;3R 2069 X% FEAA K T p38 MM fl 4 Aw &2 ik (P =0.038,P =0.028) ;p38 [ELWf 71 L0 Fr &2 dn i 4064 K 58 JE 1
PR, 2 R H FEL(P=0.066) , 45185 E 3% A B 77 4k 1 KOA £ 8 4 i p38MAPK 12 5 4% §-id@ %, A R 5 p38MAPK
FEL 1T 7] SB203580 A8 %
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Effect of Xuelian Qiangjin Zhuanggu Fang ( &34 5% 7H: 5 77 ) on p38 mitogen — activated protein kinase signa-
ling transduction pathway in chondrocytes of patients with knee osteoarthritis
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Changji Hospital of Traditional Chinese Medicine ,Changji 831100, Xinjiang, China

ABSTRACT Objective: To explore the effects of Xuelian Qiangjin Zhuanggu Fang( 25 Y58 #HE 77, XLQJZGF) on p38 mitogen-activa-
ted protein kinase( MAPK) signaling transduction pathway in chondrocytes of patients with knee osteoarthritis( KOA ) . Methods ; Twenty four
three-month-old male New Zealand rabbits were randomly divided into blank group, model group,p38 blocker group and medicated serum
group,6 cases in each group. The KOA rabbit models were created in model group,p38 blocker group and medicated serum group by using
modified Hulth method. After successful modeling,the rabbits in medicated serum group were intragastric administrated with XLQJZGF de-
coction( 10 g/kg) ,while the rabbits in blank group,model group and p38 blocker group were intragastric administrated with isodose normal
saline , twice a day for consecutive 7 days. Then their blood were fetched out from veins for making DMEM culture fluid added with 10%
medicated serum and DMEM culture fluid added with 10% blank serum respectively for future use. After successful serum preparation, the
rabbits were executed,and their chondrocytes were isolated from knee articular cartilages and were cultured in vitro. The chondrocytes were
intervened with blank serum( blank group and model group) ,blank serum and SB203580( p38 blocker group) and medicated serum ( medi-
cated serum group ) respectively. After the end of serum intervention , the levels of phosphorylated-p38 MAPK in chondrocytes were detected
by using immunofluorescence technique and Western blot assay respectively. Results: The results of immunofluorescence assay showed that
the phosphorylated-p38 MAPK exhibited high-to-low expression in model group, p38 blocker group and medicated serum group and blank
group in turn. The results of Western blot assay showed that the phosphorylated-p38 MAPK exhibited low-to-high expression in blank group,
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p38 blocker group and medicated serum group and model group. The scanning and quantitative detection results showed that there was sta-

tistical difference in optical density values of strips between blank group, model group, p38 blocker group and medicated serum group

(0.31 +/-0.06,0.83 +/-0.11,0.58 +/-0.45,0.55 +/-0.56;F =3. 872 ,P =0.034) . The optical density values were smaller in blank

group compared to model group,p38 blocker group and medicated serum group(P =0.007,P =0.031,P =0.038) ,and were larger in mod-

el group compared to p38 blocker group and medicated serum group( P =0. 038,P =0.028) ,and there was no statistical differences in opti-
cal density values between p38 blocker group and medicated serum group (P =0.066). Conclusion ; XLQJZGF can block the p38 MAPK

signaling transduction pathway in chondrocytes in patients with KOA ,and it is similar to SB203580 ( p38 MAPK blocker) in curative effects.
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