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Study on relationship between changes of blood lipid and lactic acid level with
prognosis in children patients with septicopyemia”
TAN Xiaoming , LI Meiai® , KUANG Wanyi
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Guangzhou,Guangdong 510120, China)

Abstract : Objective To investigate the relationship between the changes of blood lipid 4 indexes and lactic acid level with prog-
nosis in children patients with septicopyemia. Methods Ninety-five children patients with septicopyemia in our hospital from Janu-
ary 2013 to December 2014 were selected,including 30 death cases(death group and) and 65 survival cases(non-death group). To-
tally 60 age- and gender-matched healthy children were enrolled as control group. The levels of serum cholesterol (TC) , triglyceride
(TG) ,high density lipoprotein cholesterol (HDL-C),low density lipoprotein cholesterol (LDL-C) and arterial blood lactate acid
(LAC) were measured,and the results were compared among the three groups. Results The TC and HDL-C levels in the death
group and the non-death group were lower than those in the control group (P<C0. 05) ,the LDL-C level of the death group was low-
er than that the control group and survival group(P<C0. 05), while the TG level in the death group and the non-death group was
higher than that in the control group(P<C0. 05) ,moreover the TG level in the death group was increased significantly (P<C0.01).
In the excessive inflammation reaction, the levels of TC, HDL-C and LDL-C were dropped,which were also decreased with the dis-
ease development, but the TG level was increased. The LAC level in the death group was higher than that in the control group and
the non-death group,which in the non-death group was recovered to the normal level with the disease condition improvement, while
which in the death group was increased with the disease condition progression, moreover the difference between on 1 d and 3 d had
statistical difference( P<C0. 05). Conclusion Monitoring the levels of the blood lipid and lactic acid has an important significance to
judge the severity and prognosis in children patients with septicopyemia.
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