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and braking position for 6 weeks to create a KOA model and electroacupuncture was given to the electroacupunc—
ture group 1 week after completion of the modeling for 4 weeks five times a week for 20 min each time. The func—
tional score of the left knee joint of rabbits was evaluated by Lequesne’s functional algorithm index; serum and joint
fluid interleukin ( IL) 4B and IL-6 levels were measured by enzyme-inked immunosorbent ( ELISA) assay; serum
and joint fluid nitric oxide ( NO) levels were measured by Griess; morphological changes in knee cartilage were ob—
served by hematoxylin-eosin ( HE) staining and the degree of cartilage degeneration was evaluated by Mankin”s
scale; pP38MAPK positive cell expression in knee cartilage was observed by immunofluorescence technique. Re—
sults Compared with the blank control group the Lequesne score increased in the model control group ( P <

0.05) ; the levels of IL4B IL-6 and NO in serum and joint fluid increased ( P <0. 05) ; the cartilage surface was
less smooth and the Mankin score increased ( P <0.05) ; and the immunofluorescence staining positive cells in—
creased ( P <0.05) . Compared with the model control group the Lequesne score was reduced in the electroacu—
puncture group ( P <0.05) ; the levels of ILB IL6 and NO in serum and joint fluid were reduced ( P <

0.05) ; the cartilage surface was smoother and the Mankin score was reduced ( P <0.05) ; and the immunofluo—
rescence staining positive cells were reduced ( P <0.05) . Conclusion Electroacupuncture can effectively improve
knee joint behavior in rabbit KOA model and the mechanism may be to delay the onset of KOA by decreasing the
expression level of inflammatory factors and affecting the expression of MAPK signaling pathway.
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Abstract Objective To investigate the mechanism of AMD3100 reversing the resistance of human hepatocellular
carcinoma cells to Sorafenib by regulating carbonic anhydrase IX ( CA9) and chemokine receptor 4 ( CXCR 4) .
Methods The Sorafenib resistant cell lines Huh7/Sor and HepG2/Sor were established from human hepatocellular
carcinoma cells Huh7 and HepG2. The effects of Sorafenib alone or in combination with AMD3100 on the prolifera—
tion of Huh7 HepG2 Huh7/Sor HepG2/Sor cells were detected. The difference of invasive ability between Sor—
afenib resistant cells and non—esistant cells and the effect of AMD3100 on the invasive ability of hepatocellular car—
cinoma cells were observed. And the regulation effect of Sorafenib alone or in combination with AMD3100 on the ex—
pression of CA9 and CXCR4 proteins in Huh7 HepG2 Huh7/Sor and HepG2/Sor cells was detected. Results
Compared with the Control group AMD3100 (50 wmol/L) increased the inhibitory effect of Sorafenib on the prolif-
eration of Huh7 /Sor and HepG2 /Sor cells ( P <0.05) . Compared with Huh7 cells the invasive ability of Sorafenib
resistant Huh7 /Sor cells was significantly enhanced ( P <0.05) and AMD 3100 (50 wmol/L) decreased the inva—
sive ability of Huh7 and Huh7/Sor cells ( P <0.05) . Compared with Huh7 and HepG2 cells the protein expression
of CA9 and CXCR4 in Huh7/Sor and HepG2 /Sor cells increased ( P <0. 05) . AMD3100 ( 50 pwmol/L) down-regu—
lated the protein expression of CA9 and CXCR4 in Huh7 HepG2 Huh7/Sor and HepG2/Sor cells ( P <0.05) .
Conclusion AMD3100 can reduce the resistance of human hepatocellular carcinoma cells to Sorafenib by down-—
regulating the expression of CA9 and CXCR4 and enhance the inhibition of Sorafenib on the proliferation and inva—
sion of human hepatocellular carcinoma cells.
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