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Abstract

¢ AIM: To evaluate the changes of MMP-9 and TIMP-2 in
rat model of choroidal neovascularization ( CNV ) taking
liangxuehuayu decoction and triamcinolone acetonide
(TA).

e METHODS . Both eyes of 48 rats received a series of 20
spots of laser irradiation (659nm, 360mW, 50um, 0.05s).
The rats were divided into three groups: the control group
(received 9g/L physiological saline by gastric gavage, 16
rats) , the TCM group (liangxuehuayu decoction drugs by
gastric gavage, 16 rats) and TA group ( intravitreous
injection with TA 5uL, 0.2mg, 16 rats). Histopathologic
examination ( HE ), MMP-9 and TIMP-2 straining by
immunohistochemistry were performed on 7,14 21 and 28
days after photocoagulation.

¢« RESULTS: The staining intensity of MMP-9 in CNV
showed that in control group the staining intensity was
reaching the peak on day 7, and then decreased greatly.
In TCM group the staining intensity was reaching the peak
on day 14, the peak was lower than the control group and
then decreased greatly. In TA group the staining intensity
was reaching the peak on day 7, but the degree was
between the control group and TCM group, then
decreased. A platform stage occur on day 14-21. The
TIMP-2’ s staining intensity showed that in control group
the staining intensity was reaching the peak on day 14,
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and then decreased greatly. In TCM group the staining
intensity was reaching the peak on day 14, but the peak
was higher than the control group and then decreased
greatly. in TA group the staining intensity was reaching
the peak on day 14, but the degree was between the con-
trol group and the TCM group, then decreased greatly.

o CONCLUSION: The liangxuehuayu decoction and TA
can also suppress experimental CNV induced by Krypton
laser through the regulation of MMP-9 and TIMP-2, and
the liangxuehuayu decoction has a stronger effect to
regulate the system of MMPs-TIMPs than TA.
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