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ABSTRACT Objective: To observe the intervention effects of different concentrations of TongQiaoMingMu IV on the expression of
apoptosis-related proteins in glaucoma model rats. Methods: 42 SD rats were randomly divided into control group (n=7), model group
(n=7), TongQiaoMingMu IV low dose group (n=7), medium dose group (n=7), high dose group (n=7) and neurotrophic group (n=7). The
model of high intraocular pressure was established by injecting carbomer through the limbal of the anterior chamber of the eyeball. 21
days later, the drug was intragastrically administered for 4 weeks. The morphology of retina and optic ganglion cells were observed by
HE staining. The expression of BCL-2, Bax and p53 protein was detected by immunohistochemical method, and the expression of Cas-
pase-3 and Caspase-9 protein was determined by WesternBlot method. Results: Compared with the blank group, the positive expression
of Bax and p53 in the model group increased significantly, while the positive expression of Bax and p53 protein decreased significantly
in the neurotrophic group and TongQiaoMingMu IV high and medium dose groups compared with the model group. Compared with the
blank group, the positive expression of Bcl-2 in the model group decreased significantly, and compared with the model group, the posi-
tive expression of Bcl-2 in the neurotrophic group and TongQiaoMingMu IV group increased in different degrees. The protein expression
levels of caspase-3 and caspase-9 in the model group were higher than those in the control group, and the expression levels of Caspase3
and caspase-9 in the retina of rats in the neurotrophic group and TongQiaoMingMu IV group were significantly lower than those in the
model group (P<<0.01). Conclusions: TongQiaoMingMu IV may protect the optic nerve of glaucoma by down-regulating the expression
of Bax and p53, increasing the expression of Bcl-2 and inhibiting the activation of apoptosis pathway of Caspase-3 and Caspase-9.
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Fig.1 The pathological changes of retina were observed under light microscope(HE staining, X 40)
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* 1 FHEMME Bax,Bcl-2 5 P53 FikKF(xt 5)

Table 1 Each retina Bax, Bcl - 2 and P53 expression level(xt s)

Groups n Bax Bcel2 p53
control 6 0.24+ 0.02%* 0.27+ 0.01%* 0.13+ 0.01%*
Model 6 0.32+ 0.02** 0.15%+ 0.01°* 0.29+ 0.01**
Neurotrophic agent 6 0.25+ 0.01%* 0.22+ 0.01% ¢ ** 0.18% 0.0144**
High dose 6 0.26% 0.01° ** 0.23+ 0.01°* ** 0.18+ 0.01+* **
Medium dose 6 0.28+ 0.01¢* ** 0.19+ 0.01°* ** 0.24% 0.02¢* **
Low dose 6 0.32+ 0.02°* 0.17+ 0.01** 0.28+ 0.01**

Note: compared with control group * P<<0.05,** P<<0. 01; compared with model group *P<0.05, **P<0.01.
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Fig.2 Results of retinal Bax immunohistochemistry in each group(x 40)
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Fig.3 Results of retinal B¢l-2 immunohistochemistry in each group(x 40)
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Fig.4 Results of retinal p53 immunohistochemistry in each group(* 40)

*®2 BAXRAMRATES Caspase3.9 BIRIAKTE

Table 2 Each rat retinal apoptosis protein Caspase3, 9 expression level

Group Caspase3/B-Tubulin Caspase9/B-Tubulin
Control 0.316x 0.065** 0.294+ 0.050**
Model 1.364+ 0.105%* 1.490+ 0.043**

Neurotrophic agent
High dose
Medium dose

Low dose

0.450+ 0.035%:*
0.485+ 0.018**-
0.541+ 0.039%*-+

0.643+ 0.049%*:

0.470% 0.024%*-
0.483+ 0.013**:+
0.541% 0.016%**-*

0.567+ 0.043**:+

Note:compared with control group * P<<0. 05, ** P<<0. 01; compared with model group *P<0.05, **P<0.01.
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Fig.5 Banding map of Caspase-3 and caspase-9 protein levels in retina of
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