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The endpoint based on the pathogenesis of IgA nephropathy
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IgA BHE % & & 72 18148 B I8 (chronic kidney disease :
CKD) &Iz EB T, 773 VIR, EARIEHEARS.
(end-stage renal diseases : ESRD) D7 L 72 G R T & 72 %
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WFZE 38 AT IERF B E B 4 2 SRR E 1gA BHE TR
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52 EBRENT, £FMEIC, eGFR % 60 mL/23/1.73 m?
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m? L EDRE & 60 mL/53/1.73 m? Kl O#E & DR TP IC
ARERAZRO SN R 1, IREAHN 0.5 gHU ET
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