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Abstract; Glucocorticoids have anti-inflammatory, immunosuppressive, anti-shock and anti-toxic actions as major pharmacological
effects, which can prevent and inhibit immune inflammatory response and pathological immune response. In clinic practice, they can be
widely used to treat immune system diseases, kidney diseases, allergies and blood system diseases because of their remarkable therapeutic
effect. However, long-term and high-dose use can cause lens posterior capsule opacification and lead to glucocorticoid-induced cataract
(GIC). The complex and incompletely elucidated pathogenesis brings some difficulties in the treatment of GIC. In recent years, the
various theories on the pathogenesis of GIC almost touch on the cell proliferation and apoptosis. Therefore, this paper focuses on the
functions of multiple genes, proteins, growth factors and signal transduction pathways in regulating cell proliferation and apoptosis to
explore the role of cell proliferation and apoptosis in the pathogenesis of glucocorticoid induced cataract.
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AR A AN TS N RN 3, o SRR Bk
T2 P P G, T S R A R A A T iR
ST A0 B0 5 5 4 0 TGF-B1 A S5 54
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3 & iF

ARSCAGELS T ARG TE S5 98 14 GIC ZIRALHI - i Bk
5,52 5 UG FE IR TS 0 R EAHE GR B E D AR K
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