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Fosinopril and serum transforming growth factor—beta 1 and diabetic retinopathy LI Chunxia,
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[Abstract] Objective To discuss the effect of serum transforming growth factor-beta 1 (TGF § 1)
and angiotensin converting enzyme inhibitor (ACEI) (Fosinopril) to diabetic retinopathy (DR). Methods 80
patients with type 2 diabetes and 20 health controls were divided into 5 groups and serum TGF B 1 levels were
detected with double-antibody enzyme-linked immunosersorbent assay (ELISA). 45 patients with background
DR were divided into 2 groups and investigated the effect of Fosinopril to treat the patients in 6 months with
fundus fluorescein angiography (FFA). Results Serum TGF $ 1 levels increased significantly in diabetic
patients compared with those in health controls (P<0.01) . When compared with each other, there were signifi-
cant differences in serum TGF B 1 levels in three diabetic groups (P<0.05 respectively). Serum TGF B 1 lev-
els and urinary albumin excretion rate(UAER) decreased significantly in patients with background DR after
Fosinopril treatment (P<0.05). However, there were no significant difference in fundus compared with medical
controls. Conclusion Serum TGF B 1 levels were elevated in the patients with DR and may play a role in
pathogenesis of DR .Fosinopril may be protective effect on the patients with background DR by suppressing the
production of TGF B 1,but there was no significant progress in fundus in short periods.

[Key words] Angiotensin Converting Enzyme Inhibitor; Transforming Growth Factor-beta 1; Dia-
betic Retinopathy
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