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Optic Neuritis Treated by Combined TCM - WM Therapy. Ouyang Xuejian. Hubei College of Chinese Medicine, Hubei 434020, China

Abstract Objective To study the pathogenesis of optic neuritis and treatment method with combined TCM — WM. Methods Op-
tic neuritis was diagnosed by means of Western medicines and was treated by combined TCM — WM. Results 1In 104 case (161 eyes)
with optic neuritis, visual acuity <0.05 was in 8 eyes (4.97% ), 0.06 ~0.3 in71 eyes (44.10% ), 0.4 ~0.9 in 82 eyes (50.93% ).
But the effective eye after treatment was 4 eyes (2.48% ) ; salvaged eye was 157 eyes (97.52% ) with P <0.208. Conclusion Method
of combined TCM — WM treatment could improve internal environment of human body, increase anti — disease capacity of the organism,
decrease dosage used and so the adverse effect, which makes it a good tool.
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