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Clinical value of the detection of serum IL-12 and TNF-« in patients with intrahepatic cholestasis of pregnancy.
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[ Abstract] Objective  To observe the serum level of IL-12 and TNF-« in patients with intrahepatic cholesta-
sis of pregnancy (ICP), so as to explore their correlation with disease degree and perinatal outcome. Methods A total
of 113 patients with ICP accepted in our hospital between January 2013 and January 2015 were selected and divided into
three groups according to their disease degree: 31 cases of mild ICP, 52 cases of moderate ICP and 30 cases of severe
ICP. At the same time, 101 healthy pregnant women were selected as the control group. The peripheral blood of all these
pregnant women was extracted to detect serum levels of IL-12 and TNF-«. Results The serum ILa 12 level of the con-
trol group, mile ICP, moderate ICP and severe ICP were respectively (8.22+1.05) ng/L, (27.2+3.25) ng/L, (46.5+3.83) ng/L
and (66.3+5.24) ng/L; the serum TNF-« level were respectively (31.2+4.52) ng/L, (67.2+6.25) ng/L, (82.3£7.79) ng/L and
(126+13.2) ng/L; and there were statistically significant differences between groups (P<0.01). The cesarean rate of ICP pa-
tients was 61.1% (69/113). The serum IL-12 and TNF-« levels were respectively (62.3+7.35) ng/L and (93.2+11.4) ng/L,
while in patients with vaginal delivery the serum IL-12 and TNF-« levels were respectively (58.3+£6.04) ng/L, and
(87.5+£10.7) ng/L, with statistically significant differences between groups (P<0.05). The incidence of adverse preg-
nancy outcomes was 35.4% (40/113). The serum IL-12 and TNF-« levels were respectively (67.3+7.06) ng/L and
(119+13.0) ng/L, while the serum IL-12 and TNF-« levels in patients without adverse pregnancy outcomes were re-
spectively (40.2+5.89) ng/L and (86.54+9.37) ng/L, with statistically significant differences between groups (P<0.05).
Conclusion The serum level of IL-12 and TNF-a were positively correlated with the disease degree of ICP, which
therefore might be used as predictor factors of perinatal outcome.
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1 BERE5FHE

11—k BEEUARBE 2013 41 H £ 20154F
1A A BT B 113 451 4 Wi A P P8 IR SR BRURE F8 2y
WFERT %, HBEER21~37 %, F15(26.5+4.33) % ; 22
JE 31~42 JA 1 (38.6£3.50) . 2 WikRES: HhAERE
SR PR R A A PR B AE A R E I CRE DRI P E T
INFUE 2T H6 R ) o MR R 0 A BN BB 3 o M R
ICP . B ICP  EE & ICP =41, 5 AR A BE Y 101 41
AR P I X RE A, 25 222 7 IO AE Ay (28] 2
R B UGS — TR H B 22 SR oS24 0 (P>
0.05), HA AT HedE, L3R 1,

®1 BAZTHEN—MBBLR ()

215 [ G S <IN Y ZEIR TR (1])
paiictdil 101 25.8+4.25 39.3+3.08 1.85+0.31  95/6
IZEEICP 31 26.144.36  38.7+4.02  1.83£027  28/3
REFICP 52 26.945.03  38.8+3.35 1.95:027  47/5
HEEICP 30 26.4+4.88  38.4+3.08 1.79£0.32  29/1
FAEE 1.002 0.921 0.625 1.679

P 0.135 0.203 0.406 0.195

1.2 Wk

12,1 ICP A& ik AR I & & JH T 2 (Total
bile acid, TBA)FITH) G4 br K 4 44 IR 7% 24 1§ (Aspar-
tate aminotransferase, AST) . [N 2 R ¥4 24 it (Alanine ami-
notransferase, ALT)/K -5 H B 40 M2 B ICP . EE ICP
HEICP =41, srdibnife : O : TBA 10~20 pmol/L,
AST ., ALT 40~100 U/L; @+ & : TBA 20~30 pmol/L,
AST., ALT 100~200 U/L; @ T J¥ : TBA>30 pmol/L,
AST .ALT>200 U/L.

122 MEFRARRI 7k A AN 5
T8 RS I I L, SR FH 42 B s AR AR 3 BT (AUS 800,
7 [ D1 5 ) A1 ELISA 3457 5 A6 0 ifi ¥ TBA . AST.,
ALT . IL-12 }2 TNF-a/K*f-. TBA AST . ALT il &
HIER—A P E ARG Fre it 1IL-12  TNF-aif 1] &
P A5 DU IE AT AE PR A R FI AR

123 [l7gsmigedatn il =, Ifid
SEH AN R =2 JRy , ik is g R iR LA

GG SERG B I A . L IR 28~37 Sl 4y
85 77 H I AR LR S 24 h g Il fE =500 ml, 24
FEAEZ ARG DU, LA BN R E= 45 5ok 3 .

1.3 itk NS 2R SPSS16.0 i
TR BT, TH PRI A B bR i 22 (oks) 2R, AL
Z B FLAA T e K, 241 2 (814 05 2543 Mt , FL AT
PR LG HEA T LSD-¢ A5 3 5 THECHERER 40 e 3k A e
TR TR VA P<0.05 RR E R A G2 X, P<
0.01 F/RZEFA BEZIFE L.

- 1058 -

2 % B
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DT 22T, & 2H 22 8] i IL-12 . TNF-a /K - 2% §e A7 i 3%
Bt L (P<0.001); i —24 T LSD- £ 3, 4% & ICP
() IL-12 , TNF-a /K- i X R4, o ICP [ IL-12
TNF-o/K -5 52 3 ICP, # & ICP 4 IL-12 . TNF-a/K
- T HUE ICP, 541 2 (0] By 22 F 38943 G2 L (P<
0.01), W2,

R2 KEAZHEHISMNEIMTE IL-12F0 TNF-ak F LB (x5, ng/L)

4151 % IL-12 TNF-a

X RE2H 101 8.22+1.05 31.244.52
BEICP 31 27.243.25 67.246.25
R ICP 52 46.5+3.83 82.3+7.79
W ICP 30 66.3£5.24 126+13.2
FAE 31.224 29.625
PH 0.000 0.000

T L3 IL-12 A1 TNF-a/K - LU &S, B8 B2 ICP ws X HHZH , LSD-1=50.997
35.257, P ¥J=0.000; H & ICP vs % & ICP, LSD-1=23.457.9.169, P
7=0.000; EF ICP vs HE ICP,LSD-1=19.656..18.455, P14=0.000,,
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2051 IL-12 TNF-a
[ 5310 (n=44) 58.3+6.04 87.5+10.7
HE = (n=69) 62.3+7.35 93.2+11.4
K E 3.017 2.235
P 0.002 0.014

23 AR YRS R IL-12 , TNF-a /K F 5 5%
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), CUFE NG JLE 38 11 461)(9.7%) I B L% 9 91 (8.0%)
HL7 6 B (5.3%) . K 25 4% 7 41 (6.2%) . FE i 3
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AP EIMLE TL-12 \ TNF-a/K ¥ i F 15 % iR 22 1, 22
SAGTEE L(P<0.001), WL£ 4,
F4 AEIERE B EE SN ME IL-12, TNF-a/K F th 5 (+s , ng/L)

21 51 IL-12 TNF-a

E# RS Ri(n=73) 40.2+5.89 86.5£9.37

A RAEYREE R (n=40) 67.3£7.06 119+13.0

oL a1 21.777 15318

P1H 0.000 0.000
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