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The prognostic value of CRP,PCT and IL-6 in liver cirrhosis with systemic inflammatory response syndrome "
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[Abstract]| Objective To detect the serum levels of C-reactive protein (CRP) , procalcitonin (PCT) ,and interleukin-6 (IL.-6)
and evaluate their prognostic values in liver cirrhosis with systemic inflammatory response syndrome(SIRS). Methods A total of
56 patients with liver cirrhosis and systemic inflammatory response syndrome were divided into two groups,improved group(n=
39) and death group(n=17). Serum CRP.PCT.IL-6 levels were measured at the first day, third day and seventh day after SIRS.
Results CRP,PCT and IL-6 levels of two groups were no statistically significant difference in the first day (P>>0. 05). PCT and
1L-6 levels of two groups were no statistically significant difference in the third day (P=>0. 05). CRP levels in improved group were
lower than those in death group in the third day (P<C0.05). CRP,PCT and IL-6 levels in improved group were lower than those in
death group in the seventh day (P<C0.05). There was no statistically significant difference of CRP,PCT and I.-6 at the first day,
third day and seventh day in death group (P>>0. 05). CRP levels at the third day and seventh day were lower than those at the first
day in improved group (P<C0.05). PCT and IL.-6 levels at the seventh day were lower than those at the first day in improved group
(P<C0. 05). Conclusion Poor prognosis was showed at sustained high levels of CRP,PCT and I1.-6. Compared with PCT and 11.-6,
CRP might be more rapid in showing condition improved.
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