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Study on the Acute Renal Colic Treated with Celebrex and Progesterone. Chen Fanghui,Xiao Chen,Zhou Yueting ,Xu Guogen. Depart-
ment of Emergency,Hangzhou First People's Hospital , Zhejiang 310006 , China

Abstract Objective To explore the curative effect of celebrex and progesterone for acute renal colic. Methods The cases of a-
cute renal colic were divided into two groups with single blind randomization. The cases in observation group (n =60) were treated with
celebrex 400mg and progesterone 40mg. Cases in control group(n =57) were treated with pethidine 100mg and 654 -2 20mg. Then the
curative effect and side reaction after 15min,30min,1h,2h were observed. Meanwhile the hematuria of cases was examined in 2 days. The
results were analyzed by variance (ANOVA) with SPSS 10.0. Results The odynolysis between two groups had no significant difference
(P >0.05) ,but the difference in side reaction and hematuria was significant (P <0.05). The therapy effect of observation group was su-

pior to the control group. Conclusion For acute renal colic,celebrex and progesterone or pethidine has the same curative effect, but the

former has more advantages,such as less side effect,less dropping time of calculus,and less injure ureter.

Key words Acute renal colic; Calculus; Progesterone; Pethedine; Celebrex
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