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Effects of H-89 and Wortmannin on Promoting Effects of CTx on

Regeneration of Injured Retinal Ganglion Cells

LI Wen, LIANG Yu-xiang, LI Hai-biao
(Department of Histology & Embryology, Preclinical Medical School, SUN Yat-sen University, Guangzhou 510080, China)

Abstract: [Objective] To investigate the effects of PKA inhibitor ~H89 and PI3 —K inhibitor wortmannin
acting on the regeneration promoting effects of CTx and the regeneration promoting mechanism of CTx on injured
retinal ganglion cells (RGCs). [Methods]Optic nerve (ON) of adult golden hamster was transected, a segment of
autologous sciatic nerve (SN) was removed and sutured to the proximal stump of ON. Twenty animals were separated
into 4 groups, which were CTx, CTx+H, CTx+W, and control groups, each group have 5 animals. CTx only, CTx
and H-89 or wortmannin were given by intravitreal injection. The regenerated RGCs were labeled retrogradely by
granular blue (GB) and counted under fluorescent microscope. [Results] Four weeks later, the mean number of
regenerating RGCs were counted as 1 431+352, 2 567883, and 1 606+293/retina in control group, CTx group, and
CTx + H group, respectively. The mean number of regenerating RGCs in the CTx +H group had no significant

difference compared with that in control group (P < 0.05), it has significant difference compared with that in CTx
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group (P < 0.05). This results showed that H-89 can inhibit the regeneration promoting effects of CTx on injured

RGCs. In the group treated with wortmannin (CTx+W),

the mean number of regenerating RGCs was 1 8§72+262/

retina, which has significant difference compared with those in CTx group and control group (P < 0.05). This

suggest that wortmannin can partially inhibit the regeneration promoting effects of CTx on injured RGCs.

[Conclusion] The regeneration promoting effects of CTx on injured RGCs could be realized by activating PKA-

CREB pathway, PI3-K-Akt pathway may be one of downstream pathways.
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