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ABSTRACT Objective: To investigate the expression and correlation of serum adiponectin (APN), tumor necrosis factor-o (TNF-a)
and Apelin levels in patients with preeclampsia. Methods: 86 patients with preeclampsia who were treated in obstetrics and gynecology
department of liaohe general hospital from October 2015 to August 2017 were selected. According to the severity of the patient's condi-
tion, they were divided into mild preeclampsia group (46 cases) and severe preeclampsia group (40 cases). In addition, 40 healthy preg-
nant women in our hospital during the same period were selected as control group. The levels of APN, TNF-«, Apelin, low density
lipoprotein cholesterol (LDL-C), triglyceride (TG), high density lipoprotein cholesterol (HDL-C) and total cholesterol (TC) of subjects in
three groups were compared, and the correlation of serum APN, TNF-a, Apelin, LDL-C, TG, HDL-C and TC in patients with preeclamp-
sia was also analyzed. Results: The level of serum APN in severe preeclampsia group was lower than that in mild preeclampsia group and
control group, the levels of TNF-a and Apelin were significantly higher than those in mild preeclampsia group and control group (P<0.
05). The level of serum APN in mild preeclampsia group was lower than that in the control group, and the levels of TNF-a, Apelin were
higher than that in the control group (P<0.05). The levels of serum LDL-C, TG and TC in severe preeclampsia group were higher than
those in mild preeclampsia group and control group, the level of HDL-C was lower than that in mild preeclampsia group and control
group (P<0.05). The levels of LDL-C and TC in the mild preeclampsia group were higher than that in the control group, and the level of
HDL-C was lower than that of the control group (P<0.05). The results of Pearson correlation analysis showed that the serum APN in pa-
tients with preeclampsia was negatively correlated with TNF-a, Apelin, LDL-C and TG, and it was positively correlated with HDL-C
(P<0.05). TNF-a was positively correlated with Apelin, LDL-C, TG and TC, and it was negatively correlated with HDL-C (P<0.05).
Apelin was positively correlated with LDL-C, TG and TC, and it was negatively correlated with HDL-C (P<0.05). Conclusion: The ex-
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pression of serum APN in patients with preeclampsia is significantly decreased, and the expression of TNF-a and Apelin are significantly

increased. The three indexes can affect each other, and they can affect the lipid metabolism level of the body, so as to regulate the disease

progression in preeclampsia.
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Table 1 Comparison of general information of subjects in three groups(xt s)

Groups n Age(years old) Gestational weeks (weeks) Body mass index (kg/m?)
Control group 40 27.54+ 4.68 36.23+ 1.24 26.21+ 1.18
Mild preeclampsia group 46 26.61% 5.24 36.52+ 1.03 26.58+ 1.06
Severe preeclampsia group 40 26.89+ 4.95 36.44+ 1.15 26.74% 1.13
F 0.138 0.762 0.782
P 0.872 0.469 0.460
1.2 ¥ 7% JA 50 L 26 11, R FHBEARX (S5 22T 2, B0 - MK3 ) el 4%

I 32183 B3 s I8 R ki 5 mL, #E 37°C Rk
W1 h RIS 22 UES ), A5 . TDL-5-A) L)
3000 r/min ()20 ES L 10 min, JFES LT, BT -20°C 1k
FETORAE o SR PRI G2 W2 BRI S i A8 323038 1ML i v APN
TNF-o,Apelin K-, 205l EARMESL . RRIUER S FLLA K2 A
FLo A AERRAEFL FEIRE S LA 100 WL bRy 5 FnAs A
i, 25 LR VEAL B, B4 5 78 37°C F & 60 min, {B1LE1&,
AL AR RS, EE WK T B A 100
pL BB —Hi iR TAEW, et 58 IR AR 3L 76 37C T 60
min, {51 R, RN L ARSI R S ki, 0T LA
A 100 pL BEbRHA TAER, BAE 46 37°C F#FE 30 min, {5
T AL I AR VRS, EE R, 40T Bl
A 100 pL JE#Y) TAREW, 345 76 37°C T#fE 15 min, AL

FUTEP K 450 nm AL ARG o AR e Sl IR B R A A b, W e
R FR M bRE L, TR HRE . APN TNF-a Apelin
B QW T EE T A YRR IR A F . SRIT 2 B 3 E kg
BrALCH 37, 515 7600 )i I 5T A 32 12035 1038 b i AR5 B2 s 1R
[ JIH [ i ( Low density lipoprotein cholesterol, LDL-C) . H il =

g (triglyceride, TG). = % i fig 2 (4 0 [ B¢ (High density
lipoprotein cholesterol, HDL-C) A1 IH[# % (total cholesterol,
TC)HIKF-
1.3 MBI
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% SPSS20.0 #4745t 434 , APN . TNF-o, Apelin } Ifil 1§
TEARKTP SRR PORER I frifizs (xx2 OMIEFER, =
2 A) AR FH B R 38 07 24001, I LR ) LSD-t k6 86. F
SR i 4 8% APN TNF-or Apelin J% IfiLJi8 45 4 5] 9 FH G 1R H
Pearson W37 00T MBS ARERE N o=0.05,

2.1 ZAFiRE MiEH APN TNF-o, Apelin 7K F b5
=R H IM7E T APN TNF-o  Apelin 7K 3% 4 HL #5535
A Gt 2EE L (P<0.05) ; T 0 i 81 45 1M 7 APN 7K-PAIG
T 42 B TR AT A 4L RO B2, TNF-ou, Apelin 7K - 525 F4% BF
Pl T HH ZH AN BEZH (P<0.05) 5 %2 B 7 Wi 3H 41 1M 335 Hh APN K
AR TXF IR, TNF-a, Apelin 7K - FXFRZH (P<0.05) . IL382,

2 R
*®2 ZHFIREMEFR APNTNF-a, Apelin 7K F b (x+ s,ng/L)
Table 2 Comparison of serum APN, TNF-q, Apelin levels of subjects in three groups (xt s, ng/L)
Groups n APN TNF-a Apelin
Control group 40 12.86% 3.05 64.31% 32.51 50.06 5.27
Mild preeclampsia group 46 8.67+ 5.01* 75.28+ 43.64* 65.97+ 7.63*
Severe preeclampsia group 40 5.92+ 1.97* 471.32+ 252.67*" 91.31% 8.24**
F 36.609 102.896 334.996
P 0.000 0.000 0.000

Note: compared with control group, *P<0.05; compared with mild preeclampsia group, “P<0.05.

2.2 ZEZIRF mMFEFRMAEKF LB
=MZiA & 75 H LDL-C . TG . HDL-C \TC /K44 L 5%
YA Gt L (P<0.05); TR AT 4L - LDL-C,

TG.TC /KN T T A 140 Anvt iR 2H , HDL-C 7K A% T
12 B TR B R L RN BE A (P<0.05) 3 5% B W AT B4 LDL-C.
TC 7K 2 F5t R4 ,HDL-C 7K K T4 IRZH (P<0.05), DL3R3,

%3 Z@AFREMFRMATKFE LR (xE s,mmol/L)

Table 3 Comparison of serum lipids levels of subjects in three groups (xt s, mmol/L)

Groups n LDL-C TG HDL-C TC
Control group 40 2.81+ 0.53 2.28+ 0.41 1.88+ 0.25 4.52% 0.58
Mild preeclampsia group 46 3.14% 0.52%* 241+ 0.34 1.54%+ 0.19%* 5.23% 0.54*
Severe preeclampsia group 40 3.57+ 0.48* 2.95+ 0.37* 1.08+ 0.24*" 5.51+ 0.48**
F 22.266 36.710 125.811 36.578
P 0.000 0.000 0.000 0.000

Note: compared with control group, *P<0.05; compared with mild preeclampsia group, “P<0.05.

2.3 FMAETH £ F M H APNTNF-« Apelin,LDL-C.TG,
HDL-C.TC RixmHEX %

Pearson PR/ HIZE R AR, FIRATIARE M+ APN
5 TNF-a . Apelin .LDL-C . TG 2 A3, 5 HDL-C 5 iEAHG

(P<0.05),5 TC FeAH 1 (P>0.05); TNF-o 5 Apelin LDL-C.
TG.TC 2 IEAH, 5 HDL-C 2 iM% (P<0.05);Apelin 5
LDL-C.TG.TC £ 1EAH3, 5 HDL-C £ fiA3(P<0.05), W34,

x4 FETHIERE MFF APN TNF-a,Apelin, LDL-C, TG, HDL-C,TC FRiX X%
Table 4 Correlation between serum APN, TNF-a, Apelin, LDL-C, TG, HDL-C and TC in patients with preeclampsia

Indexes APN TNF-a Apelin LDL-C TG HDL-C TC

APN - 1=-0.652 =-0.673 1=-0.423 =-0.314 r=0.512 =-0.261
P=0.000 P=0.000 P=0.000 P=0.026 P=0.000 P=0.069
TNF-a - - r=0.701 1=0.425 1=0.372 =-0.313 1=0.388
P=0.000 P=0.000 P=0.000 P=0.027 P=0.002
Apelin - - - r=0.451 =0.414 =-0.397 1=0.405
P=0.000 P=0.000 P=0.000 P=0.000
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