388 B 2023 4F 6 A% 54 BF 6

é':‘_"* DOI: 10.3969/j.issn.0253-9802.2023.06.003
E AP

EEERFERRENS
MR R

ek LAk EI)

di T M B AEFES MR MY

Rk IEK

(WE)]  agnd lE LMY RGBSR (CKD ). MM XA 2EIRTT . A SR HEEm Mg 7= A
RS AT M A 258 . (B354 B E LR CKD BB e R 21 40 A R 5 7 A v A dd, i S 2ealigr 4n
MR AR UL ( PRCADRY KL, FPHEZN B E RS ST . 21 7SN T 09 PRCA KA B T 7101 & LR
T M RRI vk, AT E S BRGSO, AR T % CKD BE BUS . %30 CKD shtiA s J: (9 PRCA BF5Y
PEREIEAT T RGLGIE

[R88IA ] ZLANfE R ARLL AN RGP AR aL s P4 B e s 2wl Al
Research progress on antibody-mediated pure red cell aplasia in chronic kidney disease You Xiaoe, Ma Hualin, Wang Zhen,
Zhang Xinzhow, Guo Baochun. The Second Clinical Medical College, Jinan University, Shenzhen 518020, China
Corresponding author, Guo Baochun, E-mail: guobaochun_1983@163.com

[ Abstract ]

disease ( CKD ), malignant tumors and chemotherapy, autoimmune disorders, and malnutrition, etc. However, partial patients,

Erythropoietin and its analogues are the most eff ective drugs for the treatment of anemia caused by chronic kidney

especially CKD patients, can generate neutralizing antibody after use of erythropoiesis-stimulating agents, thereby leading to pure red
cell aplasia (PRCA ) and severely affecting disease condition and clinical prognosis. Full understanding of antibody-induced PRCA
contributes to delivering early diagnosis, appropriate examinations and eff'ective treatment, and enhancing clinical prognosis of CKD
patients. In this article, research progress upon antibody-induced PRCA in CKD patients was systematically reviewed.
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