HYM5IRK E R

@ Universe
Scientific Publishing

EEREE (MMF) 723677 )LE IgA B HIN H

(1S RS
(LR ERIR A EHRAEL /R BRI BEARFE 8300005 28 4EE /R HIA X LERER B AIBE e L /R HIG K 54
AFF 830000)

T TgA PR (IgAN)ZFR I LIV IR R A B /RS (PG D). A2 LB 6 DL i B AU Hh AR R 2 s LR 4323 B D 24 AL i B s, REDL
HFURNE TgA B o IR BB IR RGBS LAY 1.37%, (5 BIEAE LT 11.8%. 1gA BB A BTN w AT A8 I R Z REAL i 12
BEA— AT RUAGE—, A AT 2B TC A ARG RN 5 . JLE TgA FORMTUG RE R, DEom6 2Rt R e, A RIRAARK
W, PRIPEF D BETF B & R O AR R O LEE TgA FORTGYT B9 22 FRR B HGR — T AR BRI (MMF ) S AGRAY Seem il 7E
I LE IgA BRI .

KHE : 1A B JLE B/ NERESHE ZRIIEE Seme iR

Abstract:IgA nephropathy (IgAN) is a common primary glomerular disease (PGD) in China, and also a common kidney disease in children. According to
the data from the Nephrology Group of Pediatric Branch of Chinese Medical Association, children's primary IgA nephropathy accounts for 1.37% of
hospitalized children with Urinary system diseases in the same period, and 11.8% of children with renal biopsy. The pathogenesis of IgA nephropathy is
still unclear, the clinical manifestations are diverse, the severity of the disease is different, and the treatment plan is not unified. At present, there is no
universally recognized clinical application guide. The prognosis of IgA nephropathy in children is not optimistic. A few cases show progressive
development and eventually develop into end-stage kidney disease. Protecting renal function and preventing the development of end—stage kidney disease

has become the primary goal of the treatment of IgA nephropathy in children. Now let's talk about the application of Immunosuppressive drug represented

by mycophenolate mofetil (MMF) in the treatment of IgA nephropathy in children.
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