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Effect of Shuangdan Mingmu Capsule on the Ras—Raf-1-MEK-ERK Pathway in
Retinal Tissue in Rats with Diabetic Retinopathy
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(Abstract] Objective To observe the regulatory effect of Shuangdan Mingmu Capsule on the Ras—Raf-1-MEK-ERK pathway
in retinal tissue in rats with diabetic retinopathy (DR), and to investigate its possible mechanism of action. Methods Sixty Sprague—
Dawley rats were randomly divided into two groups: normal control group (group A, 10 rats) and diabetic group (50 rats). The rats
in the diabetic group were given a single tail vein injection of STZ (50 mgkg) to establish a DR model, which was confirmed by
fundus fluorescein angiography, and then 45 rats were randomly selected and divided into model group (group B),
positive drug group (group C), and high—, medium-, and low—dose Shuangdan Mingmu Capsule groups (groups D, E, and F), with 9
rats in each group. All rats were treated for 30 days. After the last administration, fasting blood glucose was measured in all rats.
The mRNA and protein expression of Ras, Raf-1, MEK, and ERK was determined by RT-PCR and Western blot, respectively.

Results Compared with group A, group B showed significant increases in fasting blood glucose and the mRNA and protein
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expression of Ras, Raf-1, MEK, and ERK in the retina (P<0.01). Compared with group B, group D showed significant reductions in
fasting blood glucose and the mRNA and protein expression of Ras, Raf-1, MEK, and ERK in the retina (P<0.05 or P<001),
and group E showed significant reductions in the protein expression of Ras, Raf-1, and ERK in the retina as well as the mRNA

expression of Raf-1 and ERK (P<0.05). Conclusion Shuangdan Mingmu Capsule can play a role in the treatment of DR by

regulating the Ras—Raf-1-MEK-ERK pathway.
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SUPFIH H OB B0 4 (F 2H) , 4541 9 R BHIEZ 9
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Ras iR TCTTCGTGCTCGGTGATG
T GGACCTCTGACCCAAATG

Raf-1 st GTACGCGCTGTGACA
T GACCACGCATTATTACTC

MEK L GGGAGAGTTGAAGGATGATGAC
T ATCTCGCCGTCACTGTAGAAG

ERK i TCATAGGCATCCGAGACATCC
T CGCAGGTGGTGTTGATAAGC

B—actin iR CACCCGCGAGTACAACCTTC
T CCCATACCCACCATCACACC
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