&l BRIl PRI 95 24 7 2022 4FEE 6 2 1

International Journal of Clinical Research https://ijcr.oajrc.org/
JLERMMTT PIILELRERE X T R R AV R it R
oMk, T OF

FTREMRFHELZEER TR

[ 1148 (Asp) ZEAMKE MG (ALL) JEALST P ey 2454, B 1R
Dk, ILELMGEIRELE (0S) AKIAEHALEE (EFS) #A TARRKEENRS. AmiLALIE
BRAERMRIER T A SFRBER A, oAU, BIRK. oS, FHIH5EIL Asp 49k, £ E
T,

[REIR) NMABLES; ARBHBEL; |1ABLIEA AR X, FFIEEN,; Ak

Research progress of Asparaginase Toxicity in the Treatment of Children with Acute Lymphoblastic

Leukemia

Lin Fan, Jie Yu

Children’s Hospital of Chongqing Medical University, Chongqing, China

[ Abstract] Asparaginase (Asp) is a key drug in the combined chemotherapy of acute lymphoblastic
leukemia (ALL). Since its clinical application, the overall survival rate (OS) and long-term event free survival rate
(EFS) of children with acute lymphoblastic leukemia have been greatly improved. However, while it plays a
therapeutic role, it will also produce a variety of toxicity, such as hypersensitivity, pancreatitis, thrombosis,
etc.,leading to the truncation of Asp in some children and even death.
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