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Observation on effect of low molecular weight heparin in treating IgA nephropathy
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Abstract : Objective

(IgAN). Methods

To explore the effect of low molecular weight heparin (LMWH) in immunoglobulin A nephropathy
Totally 57 patients with IgAN were randomly assigned to two groups: the control group[ (treatment with angio-
tensin-converting enzyme inhibitor(ACED) or angiotensin receptor blocker(ARB) plus statins and oral anticoagulant]; the observa-
tion group(treatment of the same as the control group but instead LMWH for oral anticoagulant). All patients were treated for 6
months. 24 h urinary protein excretion,serum creatinine, prothrombin time(PT) ,thrombin time(TT) and activated partial thrombo-
plastin time(APTT) were measured before treatment and at 1,3,6 months after treatment respectively. The level of urinary trans-
forming growth factor-8; (TGF-8;) and laminin(LN) were assayed with the enzyme linked immunosorbent assay(ELISA). Results
Compared with the control group,24 h urinary protein excretion, urinary TGF-8; and LN levels in the observation group were all
decreased at 1,3,6 months after treatment (P<C0. 05). After 6-month treatment, serum Scr level in the observation group(syub-
group) was decreased significantly compared with the control group(subgroup) (P<C0. 05). There were no significant differences in
PT.TT and APTT before and after treatment between the two groups (P>>0. 05). Conclusion The combination therapy with [.LM-
WH can further decrease proteinuria and ameliorate the renal function of IgAN.
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