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Study on the correlation between serum hydrophobic bile acid and
the level of miR-18a in patients with ICP
LI Rongqiao' \CHEN Hui' ,LAN Yuyu',YAO Renye®
1. Jiangbin Hospital of Guangxi Zhuang Autonomous Region , Nanning ,Guangxi 530000,China ;
2. Maternal and Child Health Hospital of Guangxi Zhuang Autonomous Region s Nanning ,
Guangxi 530000,China

Abstract: Objective To investigate the correlation between serum level of miR-18a in patients with intra-
hepatic cholestasis of pregnancy (ICP) and serum hydrophobic bile acid. Methods 160 pregnant women were
divided into health control group,mild ICP group,moderate ICP group and severe ICP group,40 cases in each
group. The serum level of miR-18a was detected by real-time quantitative RT-PCR. The levels of deoxycholic
acid, goose deoxycholic acid,cholic acid, glycine-bound goose deoxycholic acid were detected by high perform-
ance liquid chromatography tandem mass spectrometry,and the correlation with miR-18a were analyzed. Re-
sults Compared with the health control group,the serum levels of miR-18a in mild ICP, moderate ICP and se-
vere ICP groups were decreased,and the differences were statistically significant (P <C0. 05). Compared with
the mild ICP group,the serum levels of miR-18a in moderate ICP and severe ICP groups were decreased,and
the differences were statistically significant (P <C0. 05). Compared with the moderate ICP group,the serum
level of miR-18a in severe ICP group was decreased,and the difference was statistically significant (P <C0. 05).
There was no correlation between the serum level of miR-18a and hydrophobic bile acid in the control group
(P>>0.05) ,there was a negative correlation between the serum level of miR-18a and hydrophobic bile acid in
mild, moderate and severe ICP group (r =—0.847——0.531,P<C0. 05). Conclusion The serum level of miR-
18a in ICP patients is significantly decreased. With the aggravation of the disease, the level of miR-18a de-
creased. There is a negative correlation between the level of miR-18a and the level of hydrophobic bile acid in
serum. miR-18a may play an important role in the occurrence and development of ICP.
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1 #ENEFE

11 — ookt A i bl BL 0 3R 0% Bl BL 2 B 2017
12 H & 2019 48 3 H PR A A X VLI B= B
2R 120 BIFEEE B L E ICP BE 4 40 6] K R
@2 40 0], Z2 AR WSl 22~34 %, (28+4)
R Ry 28~37 JiF¥(32. 044, ), 4 R A
— AR ER LG FE L (P>0.05), A0
Fotk . 98 ABRIE « Ih DR 5% 8 56 2 5 501G 4 0% 5 4 R i A
R W HE (R ORI s PR, FUR I H S5 @ IRA G,
HEBR bR I 28 B8 E ™ 8 IR A 0T 5O R OE &
R HAAE & S INAR R R .

1.2 ICP & E LK A ICP. SAHT R
(TBA) =10~ < 40 pmol/L, M lH4r 2 (TBIL) << 20
pmol/L; o ICP: TBA=40~<C80 pmol/L, TBIL=
20~ <40 pmol/L; H F ICP. TBA =80 pmol/L,
TBIL=40 pmol/L"",

1.3 [¥# 5355 RNAiso Blood(%8 5 .:9112) , i %%
SRR & (9845 : RR037) J2 TB Green Premix Taq(%%
5 :RR820) ¥ ¥ ik 57 ¥ Wy B Takara 2% A, has-
miR18a M U6 i 7 s My W51 Wy L ifg A 1.6 .
26 E R PCR Ul Agilent AriaMx, has-miR18a 5|
Y. EE.5 -GGG GTG TTC TAA GGT GCA TCT
A-3"; FifE:5-CAG TGC GTG TCG TGG AGT-3';
U6 519 FiiE:5-CTC GCT TCG GCA GCA CA-3';
T:5'-AAC GCT TCA CGA ATT TGC GT-3',
1.4 5k ARG ZIEHE 5 kA, B 22 4
RS RS T AN bR A 5 mL. Z3F 4%
A7 J5 2R G S 48 28 0E A7 A0 B KRG I . b 5 A o AL T b
PSR FH 5 280 R €5 3 5 I 5T ok A T B A IR T
(DCA) R8I A B2 (CDCA) , H %2 % I 48 IH iR (GC-

DCA) Filf1 IR (LCA) K, 3% & 1. pH 1~12 4
100 pm X 23 pm, W #E 4 Luna C18 (2) 3 pm
(10 mmX 2 mm) #, i #:0. 20 mL/min, ¥ & : 35
CLum sl R 2 KW ARTR LN 1 s 200, S RRKE
WOHEKAT pH=4.5) « FELN 30 = 70; Fii &
4 EST BE#E % 1E 2 F 4 00 . SIM 7 =8k, TAES
BT AAIRE 200 °CL BB R 1.5 L/min, &
ML 1. 40 kV,
1.5 Siitephb® R SPSSI18. 0 48 it 2# 84k vk 47
BARAHT . HERRL 2 s Rk 55
FERLLR (V) F2n, R XE R 6 A OGP B R
Pearson & PEAH %05, P <<0.05 NZE R A S it #
2 % R
2.1 BHAZREIME D miR-18a K i 5T
W2 Hds, 52 B L b BE AN EE B ICP 4L 1M 8 ' miR-18a
KB B IEAL, ZR A G % E X (P<<0.05) ; 5K E
ICP 40 4, 2 AT e BE ICP 4H 1L 3% 7P miR-18a 7K
WG AR . 22 R A Goih %8 X (P <C0. 05) ; 5 H JE ICP
2 e #g, #E ICP 4l i miR-18a 7K 7 B & FEAIX .
EREG I FE L (P<0.05), W#E1,

®1  HEZEMESR miR-18a KT (v +s)

21 51 n miR-18a

fet FE Xt HR 20 40 1.0140.15°
%R ICP 4 40 0.734+0. 16"
B ICP 41 40 0.58+0.08%
i ICP 4 40 0.4140. 06

TE 5 {d BE T BB A1 4L, ° P<C0. 05 ; 5% ICP 41 H#% ., P P<C0. 05;
5B ICP 4 b, < P<<0. 05,
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i ICP 4 b %, % ICP 41 1 7 b DCA. CDCA,
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hREEICP 4 40 3.8440. 45" 1.3840.17%
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1.0340.16 0.0640.01
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4.284+0.62" 0.44+0. 08"
6.194-0. 79 1.2940. 15"

E 5 T B2 L8, P<C0. 05 552 B TCP 41 L%, " P<C0. 055 5 vh BF ICP 4 [L 4%, P<C0. 05,
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2.3 &AM miR-18a 5 DCA,CDCA.GCD-
CALLCA KB AH M A il 5 %o IR 4 22 1 1
miR-18a 7K ¥ 5 DCA.CDCA.GCDCA.LCA 7k 3
AFHIR(P>>0. 05) ; 2B h ) B ICP 2H 22 i i
% miR-18a /K ¥ 5 DCA.CDCA,GCDCA,LCA /K F
PR (r=—0. 847~ —0.531,P<0.05), W
* 3.
x3 £AZHME miR-18a 5 DCA,CDCA,
GCDCA.LCA 7K FEHItE XD

2 5 r P
fele S o iR 4
DCA 0.077 =>0.05
CDCA —0.115 =>0.05
GCDCA 0.084 =>0.05
LCA 0.110 =>0.05
B2 ICP 4
DCA —0.637 <0. 05
CDCA —0.531 <<0. 05
GCDCA —0.612 <<0. 05
LCA —0.549 <<0. 05
R ICP 4
DCA —0.736 <0. 05
CDCA —0.743 <<0. 05
GCDCA —0. 847 <<0. 05
LCA —0.716 <<0. 05
EE ICP 41
DCA —0.815 <<0. 05
CDCA —0.827 <<0. 05
GCDCA —0. 846 <<0. 05
LCA —0.759 <<0. 05
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KT K IR R 5 0 40 B WL 5 LR BL R AT
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HE AN FIEM . PR ERe 95 % 235 1] fig
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RNA, 3 55 mRNA 3" 45 g i X 45 4 )5 % 72 41
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PEED

AWEFE KB, 45 1CP 4 1ML i 5 K P LCA ., GCD-
CA.DCA il CDCA 7K - B & v T fekt B X R 4 . LB
15 E , LCA,GCDCA . DCA F1 CDCA 7K i /&
& ICP 41 1. 7 miR-18a WA & F ¥4, H. B 55 1 hn &,
miR-18a /KF# MK, 1ICP 4 Ifil 3% miR-18a /K 5 /K
P E 3 8 K P 5 7R 56 (- = —0. 847~ —0.531; P<<
0.05), M miR-18a 1] fiPE A+ ER«, 2 3 0 , 1l
miR-18a /K- T 4 i 22 10, Ho 41 41 ERa /KF 1M, 3L
X I 3 2R ) SRR T v T S 3 K M IR T R A
PRI X i Lt 1 s 3 () s I 43 0 2 1 JHF 4
T CEENE S . ICP (1912 Wi i 22 HE B 3 At I8 71 98 AR
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