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(Abstract] Objective To study the effects of Fructus Lycii and Radix Salviae Miltiorrhizae on the content of cAMP, cGMP
and ¢cAMP/cGMP retinal homogenate of RCS (rdy—/—,p—/-) rats. Methods The experimental animals were randomly divided into
5 group. The blank group had 8 RCS (rdy+/+,p+/+) rats. Each of the Fructus Lycii group, the Radix Salviae Miltiorrhizae group, the
Fructus Lycii and Radix Salviae Miltiorrhizae (Qishen) group had 8 RCS (rdy—/—, p—/-) rats. Each group had half male and half
female rats. The 5 groups were respectively filled the stomach with normal saline, normal saline, Fructus Lycii, Radix Salviae
Miltiorrhizae, Fructus Lycii and Radix Salviae Miltiorrhizae by gavage. After 28 days’ gavage, the content of ¢cAMP, ¢cGMP and

cAMP/cGMP in retinal homogenate were determined by ELISA. Results Compared with the blank group, the content of ¢cAMP,
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c¢GMP and cAMP/cGMP in the retinal homogenate tissue of the model group were increased, and the difference was statistically

significant (P<0.01); Compared with the model group, the content of ¢cAMP and ¢GMP and the value of ¢cAMP/cGMP in the

retinal homogenate tissue of Qishen group were significantly reduced, and the difference was statistically significant (P<0.01).

Conclusion The representative Chinese materia medica for “tonifying deficiency and activating blood circulation” Fructus Lycii and

Radix Salviae Miltiorrhizae can reduce the contents of cAMP, ¢cGMP and cAMP/cGMP in the retinal homogenate tissue of RCS

(rdy—/—p—/-) rats and improve the index of “deficiency”.
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