El e E# 204 2015 42 9 F % 36 %% 17 3  Int ] Lab Med,September 2015, Vol. 36,No. 17 o 2471 -

i -
7 HL PR 5 7 55 R X A5 0 4 FUE B RO T R0k E X I 4 i B B9 RS A

Far R K LCEHRE AR LERE LVHERF L XERE L EA RER RS
(1. TS R LA ERR. S #4460 5283332, J AR ER. S A4.L 528300)

W OE:BN URFEORSARFASHAY > LEEENETHARAL S o nigePra. FiE 96 sl E
BHBAIGARAFHEEEEFOFEBRALE R AAZERETOAZIRA, L5578 A, TAXKFCGERTI ETFH 4 AKX
Ao dfo 8 AR o A AT &k 69 b o SR EEATM R . BER PG T AT M Ao D1 g R B R (PANSS) [ Mgz K 3F 5 A B2 K 3F 5
R, ZFAATFEL(P>0.05), BALFTHASARLS AL P LB IEZTH . ZFH AL T FEL(P<0.05) .M
ME IR ZFRAFFENLP>0.05), B7 8RB . FEBMARAEH L T%. A BEIAMAHES. 89.6%. MAF LK £ F
G FENL(P>0.05), FEBENMEGIT G RS EEKFREEFREHFEL(P>0.05), HBEFMESTE 0
g o AB KT PR, 5 AKKPFREEFARTEELP<0.05), &it FEOEMEAZRALAHPILEF MY, F
BEREANSHEA A RER LG LE b AR a, mA AT S 25, KARAGEZZTLINER.

XBHE:FLBHE; AW g wfE; Wb ER

DOI:10. 3969/j. issn. 1673-4130. 2015. 17. 007 HERFRIRED A XEHS:1673-4130(2015)17-2471-03

Comparative study of curative effect and blood glucose and lipid in schizophrenic
patients who treated with ziprasidone and risperidone
Li Qiping' . Zhao Ao' ,Li Huiteng® ,Li Chunyang' , Huang Zaiping', Xu Huanyu',
Guan Jieping' ,Xiao Tanling',Zhang Jinhua' ,Fu Zhanhong'
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Tongjiang Hospital , Foshan,Guangdong 528300, China)
Abstract: Objective To observe the effects of ziprasidone and risperidone on patients with schizophrenia and their influence on
blood glucose and lipids. Methods 96 patients with schizophrenic enrolled in the study were randomly divided into two groups, zi-
prasidone and risperidone group,and both were treated for 8 weeks. Their blood glucose, blood lipid of base line and at the end of
the 4th,8th week were determined respectively. Results The positive and negative symptoms scores of the two groups by using
Positive and Negative Syndrome Scale (PANSS) before and after treatment were not statistically different (P>>0. 05). Compared
with the baseline scores,scores at the end of 4th and 8th week in both ziprasidone and risperidone groups significantly decreased (P
<20. 05) ,but there was no statistically significant difference between the two groups(P>>0. 05). After 8 weeks' treatment, the el-
fective rate was 91. 7% in ziprasidone groups and 89. 6% in risperidone group. There were no significant differences between the
two groups(P>>0. 05). The blood lipids and glucose levels were less increased after ziprasidone treatment,but was not statistically
significant(P>>0. 05). The blood lipids and glucose levels significantly increased after risperidone treatment(P<C0. 05). Conclusion
Ziprasidone and risperidone had the same effect on schizophrenia. Ziprasidone had no effect on blood glucose and lipids in schizo-
phrenic patients, while risperidone could increase blood glucose and lipids level, we should pay attention to the side effects of long-
term use.
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