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Efficacy observation of the combination of all-trans retinoic acid with arsenic trioxide on patients of acute promyelocytic leukemia

Zhu Xidan' ,Chen Mei® ,Feng Lin® , Tian Gang'
(1. Department o f Clinical Laboratory ;2. Department of Hepatology, Af filiated Hospital of
Luzhou Medical College , Luzhou, Sichuan 646000,China)
To investigate the therapeutic efficacy of all-trans retinoic acid(ATRA) combined with arsenic trioxide
The therapeutic effect of 35 APL patients with ATRA and
ATO therapy(combination group) was compared with that of 18 patients treated with ATO alone(ATO group) and 19 patients

Abstract: Objective
(ATO)on patients with acute promyelocytic leukemia( APL). Methods

treated with ATRA alone(ATRA group). PML-RARa negative conversion rate, period to complete remission(CR) and side effect
were observed in 3 groups. Results The PMIL-RARa fusion gene negative conversion rates of combination group, ATO group and
ATRA group were 94, 3%, 88.9% and 94. 7% , respectively. There was no significantly difference in 3 groups(P>>0. 05). The pe-
riods to CR of combination group, ATO group and ATRA group were (24.2+5.7),(36.047.1) and (40.9£8.5) d, respective-
ly. The combination group had the shortest period to CR than other two groups(P<C0. 05). Comparing among 3 groups, the values
of ALT and AST increased in combination group(P<C0. 05), the values of myocardial injury markers increased in ATO group(P<C
0.05) ,and the values of TG increased in ATRA group(P<C0. 05). Conclusion Combination of ATRA with ATO treatment could
increase PML-RARq negative conversion rate and shorten the period to CR, with less affection to cardiac and blood lipid, however
its hepatotoxicity should be noted.
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