FTRES 2016 455 f % 45 K% 13 19 1773

W - B
ST ARERBEFTHBMBUTT PRFFRTH

& FL.igE'.2uw a8, T4
(1. FBREAXFIWEMNBER IO, L L KF 830011;2. TREHKRF S —BEFE 2012 4  400046)

doi:10. 3969/j. issn. 1671-8348. 2016. 13. 015

[(WE] BH Kt 3HFFELFKATRERMBMN B IEALE, HiE 20105 1 A 22014 5% 1 A KA
EFKFWENBERGERETRER MG &L 8T FI AT OREFR R BT HTENH 3 A, P 5-RAEER (5
FU)#E % A sEA (MTX) 28, & vt TR (VP-16) + MTX+ 3% 4 ¥ £-D(Art-D) 22 (EMA #8) . %63t 78 57 77 42 . A2 £ IR 4R 1 IR % &
(HCG) 3 M E R FEANLTF RRE R, ATk, B8R 5-Fulia A fA51.85% . MTX 444 61.50% ,EAM 28 % 85.70% ,
SUILE ZFA LRI FEXL(P<0.05, £E3AZRSEFHEH T HCG 1My 7 BRI £ F R4 FEXL(P>0.05), 1L
FERBSFuMBRE, ZFRARTFENP<0.05), &t EMABRASLF L2025, 728, LT AR, &4
R & . 3 5 EMA B4 75 % R TAKE % 7t Jo Rk JE AL 57 .

[XEBA] BEREZRDII B S-RAFE; TRED ;RO EAE L ;AW A

[hEHZEE] R737.3 [XmkFRIEE] A [xEZEHS] 1671-8348(2016)13-1773-03

Analysis on effects of three kinds of chemotherapeutic scheme in low-risk trophoblastic tumor chemotherapy "
Li Xia' \Wang Jianxia',Li Zhaozhao' ,Xia Ming® ,Wang Xinling'”
(1. Fourth Department of Gynecologic Surgery A f filiated Tumor Hospital , Xinjiang Medical University ,Urumchi,
Xinjiang 830011,China,2;Grade 2012, First Clinical College ,Chongqing Medical University ,Chongqing 400046 ,China)
[ Abstract |
tumor. Methods

Objective To investigate the clinical effects of three kinds of chemotherapeutic scheme in low-risk trophoblastic
A total of 87 patients with low-risk malignant trophoblastic tumor and initial treatment in our hospital from Janu-
ary 2010 to January 2014 were retrospectively analyzed. The patients were divided into three groups(5-FU group, MTX group,
EMA group) according to different therapeutic scheme for conducting the statistics on the treatment course, HCG negative-conver-
sion rate, cure rate and chemotherapeutic adverse reactions and the comparison was performed. Results The cure rates were
51.85% for the 5-Fu group,61.50% for the MTX group and 85. 70% for the EMA group, the difference was statistically signifi-
cant(P<C0. 05). Among the cases completing the chemotherapy,the number of chemotherapeutic courses for HCG negative conver-
sion had no statistical difference among 3 groups. In the comparison of chemotherapeutic adverse reactions, the adverse reactions in
The EMA combined chemo-

therapeutic scheme has higher cure rate, short treatment course,slight chemotherapeutic adverse reactions and higher patient’s com-

the 5-Fu group were most severe, the difference was statistically significant (P<C0. 05). Conclusion

pliance.so which is recommended to use in the chemotherapy of low-risk trophoblastic tumor.
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