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Analysis of adverse reactions induced by L-asparaginase chemotherapy

WEN Yan-li, ZHANG Jie, WANG Chen
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Key Laboratory of Cancer Prevention and Therapy, Tianjin’s Clinical Research Center for Cancer, Tianjin 300060, China

Abstract: Objective To investigate the regularity and characteristics of adverse reactions induced by L-asparaginase, and to provide
reference for clinical rational drug use. Methods Chinese Academic Journal (online), Wangfang Database, Chinese Science and
Technology Journal Full-text Database (VIP), and PubMed databases were searched for adverse drug reactions induced by
L-asparaginase chemotherapy from January 1989 to November 2018, and were made a retrospective analysis. Results A total of 56
articles were retrieved and 82 cases were retrieved. The age was concentrated between 6 and 10 years old. The mode of administration
was mainly intravenous drip. The primary disease was mainly acute lymphoblastic leukemia. Most of the adverse reactions occurred
within 48 h of administration, and the composition ratio was 45.1%. The adverse reactions caused by L-asparaginase mainly involved
digestive system damage, skin and accessory damage, blood system damage, and central nervous system damage. The number of
digestive system damage was the highest, and the clinical manifestations were mainly nausea and vomiting, elevated plasma amylase,
and liver abnormal function, etc. Conclusion Clinical attention should be paid to the harmful effects of L-asparaginase adverse
reactions, strengthen pharmaceutical care, try to avoid or reduce the occurrence of adverse reactions, and ensure the safety of patients.
Key words: L-asparaginase; adverse reactions; literature analysis
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x1 HASERDH
Table 1 Gender and age distribution

SERY Bk et A MR %

<5 12 4 16 19.5
6~10 14 12 26 317
11~15 8 15 18.3
16~20 3 8 9.7
21~40 5 9 11.0
41~60 5 5 6.1
61~80 3 3 37

it 50 32 82 100.0

AR B 1% 61.0 39.0 100.00

®2 RBERNSH

Table 2 Distribution of primary diseases

JR R B n/l Fa il 1%
ALL 70 85.4
NHL 12 14.6
it 82 100.0

#3 FTREREZERIFTE
Table 3 Occurrence time of adverse reactions

AR RBR AR [A] n/4 FI R EE/%
0~30 min 3 3.7
30 min~1h 5 6.1
1~24h 12 14.6
24~48h 17 20.7
48~72h 11 134
72~96 h 13 15.9
96 h~10d 21 25.6
a1l 82 100.0

x4 ABEMAZER
Table 4 Solvent selection and drug use interval

i F 18] kR n/f KRR ELI%
0.9% FALINE FaH— 24 57.2
—R—IK 7 16.7
5] & BH I K ki H—x 8 19.0
—R—iK 3 7.1
it 42 100.0
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Table 5 Asparaginase drugs inducing adverse reactions

SV ES n/%l ¥R EL 1%

VDLD 5%: L-ASP+KFHH+ 28 34.2
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ARSI UN

VDCLP J5%: L-ASP+KFH#H+ 11 13.4
ERAR & N R TN

WRATE 20 24.4

41t 82 100.0
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Table 6 Organs or system involved in adverse reactions and clinical manifestations
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