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Relationship between serum lipid and LPS, inflammatory factors in ICU patients CHENG Jing, ZHANG Bao, GUAN
Shi-xia, HOU Li-li, YANG Le, DING Cheng-zhang , JIANG Jian-hua . The First Affiliated Hospital of Anhui Medical Univer-
sity, Hefer 230022 , China

Abstract Objective: To investigate the characteristics of lipid metabolism in ICU patients and its relationship with ser-
um LPS; inflammatory factors and prognosis. Methods: Ninety non-sepsis patients in ICU were selected as the observation
group, and 45 healthy persons of the same age group were selected as the control group. The patients with primary hyperlipi-
demia and those who had recently taken drugs that had effects on lipid metabolism were excluded in both groups. In the ob-
servation group, serum samples were taken within 24 h after ICU admission to detect general biochemical indicators, blood
lipid indicators, serum LPS, CRP, IL.-6 and TNF-alpha levels, and APACHE [ score was evaluated. According to the blood
lipid level in the observation group, the patients were divided into dyslipidemia group and normal blood lipid group. The
differences in serum LPS and inflammatory factors between the two groups were compared. The infection, hospitalization days
and death of the patients in the observation group were recorded. Results: The levels of serum TC, LDL, HDL in the obser-
vation group were significantly lower than those in the control group, and the levels of serum TG in the observation group were
significantly higher than those in the control group (all P <0.01). Compared with the normal blood lipid group, the APA-
CHEII score, number of WBC, levels of CRP, IL-6 and TNF-alpha in the abnormal group increased significantly (P <0.05
or P<0.01), the infection rate (74.60% ) and ICU hospitalization days (19.41 +14.82days) of the patients with dyslipi-
demia were significantly increased (P <0.05). The levels of serum TC, LDL and HDL in the observation group were nega-
tively correlated with APACHEII score (r= -0.75, -0.462, -0.357), with statistically significant difference (all P <
0.01). The serum TG levels in the observation group were positively correlated with WBC count, CRP, IL-6 and TNF-alpha
(r=0.493, 0.590, 0.357, 0.224), and the difference was statistically significant (P <0.05 or P <0.01). Conclusion:
Most of the non-sepsis patients in ICU have obvious disorder of lipid metabolism with the increase of inflammatory level. Ab-
normal lipid metabolism is correlated with APACHEII score and inflammatory factors and affects the prognosis of patients.
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HDL -0.357 0.001

Ao JI§ St 40 Fe o 5 OE 28 o 3E LPS AKX MR
FoK-Feg i 5IAE IE AL AL, R 55 4L AR
F1M G WBC, CRP,IL-6 & TNF-o 7K F ] i 7+ %5
(P<0.058; P <0.01),2 41 & I3 LPS /Kb
B, 22 BT (P >0.05), L3k 4,

x 1 MBEARARAEAH —RIH R E R R

48 %) ) pigca R BMI TC TG LDL HDL

= [#)(%) ] (%) (kg/m*) (mmol/L) (mmol/L) (mmol/L) ( mmol/L)
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