IR B G 2% 2022 4F 12 H5522 #5512 ] J Clin Nephrol, December 2022, Vol. 22, No. 12 * 1041 -

ds[J]. J Am Soc Nephrol, 2017, 28(9): 2756-2767. DOI: Treatment of ANCA-Associated Vasculitis[J]. N Engl J Med,
10.1681/ASN. 2016111179. 2021, 384(7): 599-609. DOI:10. 1056/NEJMo0a2023386.
[38] Jayne DRW, Merkel PA, Schall TJ, et al. Avacopan for the (Weks H#:2021-12-29)

RIEEHR S EBK

Vel
WmENE FRE ETE O RKAR TRl
Pl oK S < E RS AA, M 510655 (SERAL )
PRI (OSID)

WAZAE 4« 3K A K., Email : zhangyim@mail. sysu. edu. cn

UEZEY  RAEVER L R I i R s A8 7o B IR A5 45 i 4k DB T
HELE R T PR R DR W R R VR 1) IR SR B B o M A S ) PN B 25 RN 2 B AR AL 5 3R
B TR EAT , A6 TR 1 ROE R G G E o AR SO B R S i 5 LRI IR R E ) IR R -
B R DML AT RE P s 5 AR TR G ZR , B 1R T BB A 4 ik M s 9 5 20 B T 6 1T G R A 8 s, I
JE TR T T A B NS (R ) TR T 25 R S RRS ARG B 1 IRIA YT Y S A

[68Em]  SIEE 8 R IR o #E YR YT

BEETH 20165 RABHE LR LI 4: (2016A090922005)

DOLI:10. 3969/ ]. issn. 1671-2390. 2022. 12. 012

Inflammatory bowel disease and proteinuria
Yang Zhi-hui , Xu Xiao-chang,Dong Ye-jing, Zhang Yi-min
Drivision of Nephrology, Sixth Affiliated Hospital, Sun Yat-sen University, Guangzhou 510655, China
Corresponding author: Zhang Yi-min, Email : zhangyim@mail. sysu. edu. cn
[Abstract] Inflammatory bowel disease is chronic recurrent inflammatory gastrointestinal tract ill-
ness, including Crohn's disease and ulcerative colitis. Few patients develop renal damage and protein-
uria. Tumor necrosis factor alpha from intestinal mucosa induces microvascular endothelial dysfunction
by changing the structure and function of endothelium. Also it played a key role in the formation of pro-
teinuria. This review attempted to explore the relationship between inflammatory bowel disease and pro-
teinuria from the perspectives of intestinal mucosal immune disorder and gut-renal connection at the levels
of gene, microorganism and diet. Proteinuria may become a simple and non-invasive marker of inflamma-
tory bowel disease activity. Finally the latest developments of targeted therapeutic agents based upon in-
testinal mucosal immunity and fecal bacteria transplantation were summarized for managing proteinuria.
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