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Abstract;  [Objective] To probe into the relationship between dyslipidemia and the onset and development of preeclampsia in
different classifications through a comparison of the changes in blood lipid indices in the patients with different classifications of
preeclampsia during the third trimester of pregnancy. [ Methods] Data were collected from 198 cases with preeclampsia, of which 108
were diagnosed as mild preeclampsia, 54 as late onset severe preeclampsia and 36 as early onset severe preeclampsia. Controls were
200 healthy pregnant women in the same stage of pregnancy who suffered no pregnancy complications. A comparison was made based
on the test of serum total cholesterol (TC), triglyceride (TG), high-density lipoprotein cholesterol (HDLC), low-density lipoprotein
cholesterol (LDLC), ApoA and ApoB, and the calculation of AI, LDLC/HDLC and ApoB/ApoA ratios. [ Results] The levels of TG,
Chol, LDLC, ApoB, AI, LDLC/HDLC and ApoB/ApoA were significantly higher in the preeclampsia group than in controls (P <
0.05). The blood lipid indices in particular were significantly abnormal in the severe early onset preeclampsia group (P < 0.05). Area
under the ROC curves for predicting severe early onset preeclampsia in the indices of ApoB, Al, LDLC/HDLC and ApoB/ApoA were
larger than 0.7 and significant differences were noted in them (P < 0.05). [Conclusion] Dyslipidemia plays a significant part in the
onset and development of preeclampsia and is closely related to the severity and classification of preeclampsia. The blood lipid indices
are of value to the diagnosis of severe early onset preeclampsia. However, this study didn’t generate the optimal cutoff value of the
above indices for the prediction of the disease.
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Area under the ROC curves for predicting severe early onset
preeclampsia in the indices of ApoB, LDLC, Al, LDLC/HDLC,
ApoB/ApoA were 0.79,0.69,0.76,0,77 ,and 0,80 (P < 0.05).
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Fig.1 ROC curve analysis of each lipid indexes predictive
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Table 1 Single factor analysis of variance of serum lipid levels among groups

Index/group Control M-PE LS-PE ES-PE F P

TG 2.99 £0.13 3.52+£0.16 4.0 £0.30% 3.41+0.35 5.02 0.00
TC 6.67 = 0.29 6.10 £ 0.17 6.39 + 0.30 7.18 £ 0.719% 2.74 0.04
ApoA 1.74 £ 0.03 1.74 £ 0.04 1.68 + 0.05 1.71 £ 0.14 0.32 0.81
ApoB 1.23 +0.06 1.26 + 0.04" 1.32 £ 0.35% 1.53 £0.15999 12.8 0.00
HDLC 1.71 £ 0.04 1.54 £ 0.04" 1.56 £ 0.08 1.58 £0.13 2.3 0.08
LDLC 3.63 £0.09 3.84 £0.15 4.0+0.24 4.9 £0.59959 4.61 0.00
Al 2.59 £ 0.07 3.12 £0.16" 3.27 £0.18% 4.11 £ 0.849 8.84 0.00
L/HDLC 2.17 £ 0.05 2.62 £0.14Y 2.6 £0.14% 3.56 £ 0.739° 9.70 0.00
ApoB/A 0.63 + 0.01 0.77 £ 0.04" 0.81 £ 0.04% 1.04 £ 0.219° 10.52 0.00

1)P < 0.05: Control group vs M=PE group; 2) P < 0.05: Control group vs LS—-PE group; 3)P < 0.05: Control group vs ES-PE group; 4)P <
0.05: M-PE group vs LS-PE group; 5)P < 0.05: M-PE group vs ES-PE group; 6)P < 0.05: ES—PE group vs LS-PE group.
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