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[ Abstract |

organ dysfunction syndrome(MODS). Methods

Objective To evaluate the clinical curative effect of ulinastatin combined with CRRT in the treatment of multiple
Sixty-eight patients with MODS who were admitted to ICU from July 2013 to July
2015 were randomly divided into three groups:control group, CRRT group,combined group;Patients’ APACHE 1[I ,SOFA scores
level of inflammatory markers were recorded before treatment and after treatment of 72 hours and 7 days. The mortality of the three
groups in ICU were compared. Results After 72 hours and a week of treatment, the level of 1L.-10,1L.-6 , TNF-o, WBC,PCT ,CRP
in CRRT group and combined group were significantly better than that of control group(P<C0. 05) ,and combined group were sig-
nificantly better than that of CRRT group. Compared with the control group, the oxygen index, lactic acid, ALT significantly im-
proved in CRRT group and combined group were better than control group,after 72 hours and a week of treatment(P<C0. 05) ,and
the cornbined group was the most obvious. After a week of treatment, the mortality rate of CRRT group and combined group was
significantly better than the control group (P<C0. 05),while there was no statistical differences between CRRT group and combined
group(P>>0. 05). Conclusion Ulinastatin combined with CRRT is an effective method for the treatment of MODS,
[Key words] ulinastatin;continuous renal replacement therapy;multiple organ failure
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