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Abstract

Objective: This study aimed to investigate the clinical features of intrahepatic cholestasis of pregnancy
(ICP), evaluate its impact on pregnancy outcomes, identify risk factors for adverse pregnancy outcomes
(APO), and assess the predictive value of serum total bile acid (TBA) levels for APO. Methods: A retro-
spective analysis was performed on 354 patients with initial ICP diagnosis, 440 ICP patients treated
with ursodeoxycholic acid (UDCA), and 295 healthy pregnant controls. Clinical data, liver function pa-
rameters, and pregnancy outcomes were compared across groups. UDCA-treated patients were strati-
fied into APO (n = 164) and non-APO (n = 276) groups based on adverse outcome occurrence. The pre-
dictive performance of TBA for APO was evaluated using receiver operating characteristic (ROC) curve
analysis. Results: Compared with controls, the ICP group demonstrated significantly elevated liver
function parameters (TBA, ALT, AST, etc.) and higher incidence of cesarean delivery, preterm birth,
meconium-stained amniotic fluid, low birth weight, and NICU admission (P < 0.05), along with signifi-
cantly reduced neonatal growth parameters (P < 0.05). Relative to the non-APO group, the APO group
exhibited earlier gestational age at diagnosis and delivery, increased rates of assisted reproduction
and multiple gestation, elevated liver function markers (TBA, ALT, AST, etc.), and decreased serum Alb
and PA levels (P < 0.05). ROC analysis revealed limited predictive utility of TBA alone for APO, with an
area under the curve of 0.632 at a cut-off value of 20.8 pmol/L, yielding 53.2% sensitivity and 69.8%
specificity. Notably, 75.32% of APO cases presented with TBA levels within the 10-40 pmol/L range.
Conclusion: ICP significantly increases APO risk. APO is associated with earlier disease onset, higher
prevalence of assisted reproduction and multiple gestation, and combined hepatocellular injury and
dysfunction. Sole reliance on TBA, particularly using the >40 umol/L threshold, may result in APO un-
derdetection. Comprehensive clinical assessment should integrate liver enzymes, synthetic function,
gestational age at onset, and obstetric history.
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1. 5|8

YR AT P JE 7T IR FUE (intrahepatic cholestasis of pregnancy, ICP)J& —Ff & A= T~ 4 4R A i 347 ) 25 2 7 )
FERAE . ICP (Il PRAFAE & B2 HRIR R AIMLIE S IRV 2 (total bile acid, TBA)KF-THEr,  FF 2 1E 5 f Ja ki
B[ 1] ICP X BEAR XU AR /N, 4R B S th ICP T ZEMA RUEHRS: R WM L 5 (B 48 B R EFIEEIRE)
FIKMRIET R WA LR A LR A AESE, o i)™ B R R A e O A ) LAE TS, 5950 1™ B

DOI: 10.12677/acm.2026.161172 1331 Il PR 155 2 33k Jé


https://doi.org/10.12677/acm.2026.161172
http://creativecommons.org/licenses/by/4.0/

FH 45

TR YA, A UFE R0 24 M5 TBA 7K°F > 100 pmol/L i, AR IR & kA 2 B & n2]. I1CP
TEFRBEHER. AR i X R A R, 18 3.2%~6.3%, HEKZEEIL 40%~70% [3].

BT, ICP HIi2 b = BAR MR AEIR . 25 I I & JH V1 R (Total bile acid, TBA)/K-F-FF#>10 umol/L 1
/HEfE TBA> 19 pmol/L DL J5 1~3 R FVALE B R IESRME . TBA J& H A2 Wi ICP fify I SLi =
WEHE[ 1] ARTT, ARSE— L SCRIRIE, ik 45%0) ICP 3 Al RERBLH IEH 1) TBA /K F[4]. Rk, 4K
i TBA SKiZ I ICP Al e S EUER s IR 2R, AT AT Be I R AR A0V T I Bl. Ib4h, FHEi) TBA JF
AF ICP AT, AT A H BLTE FCAR SR GRAH DG I RSB o, AnTE SR R R AR 11 B 5% .

A& 224U IHF% (Ursodeoxycholic acid, UDCA)J&IGYT ICP Fews FIIZ5%), ity NiGTT ICP H—42454.
SR, HHT M IC 780 IEHE B W] UDCA RIS e )L A R 45 5. fEIRPRSEEH, 81 B &€ TBA
SRS UDCA 3677 ICP BT 3. VENWIEPERRYTER, UDCA (5 I35 TBA HIHLE /N T 0.5%[5], fRF UDCA
WBITIE, RAANEMERI RN T 357F, S8 UDCA JHEE S RHTRR B2, v &k 60% [6]. UE4h,
UDCA i 2 Fpi s pL s 1 B MR BR i & 5] 7], B AR e B R A R AR Y 245

A FEES T B RS RIhRe . AR ] SR TS SR &IPSR R, LR RGPl L7 TBA
LETN APO H I ARAME,  SEB0 v XU ICP & 1 B R0 5 Tl

2. AREFZE
2.1. #ERER

IEHL 2019 4F 5 H % 2025 4 6 H T HE KRR 8 5 — Rt 7 151 354 4 ICP 122210 3 BE Ui H
BITIERE . 440 B2 kREA AR 22 EIERR YT (15 mgkg '-d )T ICP H# (UDCA ) W ilia 7 SN () 5h s
AL AT 295 {5 [ 3 1E 8 ZA 0 (I PR A B M 3R 45 R o Horh UDCA VAT AL TARYE 2 5 R 248 T A RIE RS R
I NAEAR R IR R 44 (Non-APO, n = 276)FIAS R UEJR4E R ZH(APO, n=164), X LA b ZA 0 (1)l R 5 Rk dE4T
[l i 23 A (an & 1)

ICP 2 Wik CURURIAAT IR BUE 1297 $575 (2024 ShR)) A, FETFr=f50il. 5 UDCA
BT IR R 15 R A e i T8 IS R IRSS R (B4 IR LB E L 725 LT ) 44 APO 405 Non-
APO H. WHAHEBRbRAECLHE: 1SVERTW . BT . B e MEre . RIEREPH . S O 5 v il fe 3L
b B D) BB AT H B o I B T RS R HAE B YT, R R VTR E SR A DRI PR B R .

2019558 E20256 8
SGRAIGRER
(n=1207) HEBR S HEL{tATRER
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Figure 1. Technology roadmap
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2.2. Gt ERZE

AR SR KA SPSS 26.0 Fiit E AT AT Giit 2% 0 M« il Kolmogorov-Smirnov 656 VA 5 4 11
IEAME. IESSMARITETR IS £ FRlEZEX £ )RR, MWAR BRI 1850 JEESD)
A (1) & BORE DL AL ZOR Y 2367 B M(Q1, Q3)EK R, A IA L BER F Mann-Whitney U #5565 #5421 8] 714 5%
BERH R 7505 Fisher #VIME2R L, p <0.05 N ARG R IMFE L.

3. IGFR BT E i 2 4
3.1. ICP EiS4AM IE %% LA — ARG RS B EL B

ICP 2 4LAIE & 5 B 1) — IR PR 5 B L2 1 RN 2. 45 SREoR, 2H 210 () 2 i A s A 15400 7
ARG F R SORAMEL, ICP A FE. MurZe . MEER. 2%, EER, TP,
Glb. TBA. TBIL. DBIL. ALT. AST. ALP. GGT. LDH F1 5-NT & 2 = T 4H(p < 0.05), 73iZe
. BE SRR R INAE. PA. A/G. CHE EE{K TR < 0.05).

Table 1. Comparison of general clinical data between normal control group and ICP first diagnosis group

F 1. EENRAES ICP B§I2EAZA—RIGAK FERIAIELER

IEH X RE2H (n = 295) ICP 24 (n=354) p
F U (year) 30.0 3.4 31.1+42 0.002
2R 5 JE (week) 32.0 (30.0, 36.0) 35.0 (30.0, 37.0) 0.001
53 W28 (week) 39.0 (39.0, 40.0) 38.0 (39.0, 39.0) <0.001
£ &i(cm) 160.0 £ 5.0 158.2+4.7 <0.001
ZERR H (kg) 54.1+73 53.6+7.7 0.388
Sr U R H (kg) 68.7 8.4 66.2+8.5 <0.001
LEURIE A4 B (kg) 145+4.4 129+57 <0.001
YIFE A (n,%) 220 (74.8) 263 (74.3) 0.928
i B AT (n,%) 7(2.0) 47 (10.0) <0.001
Z 1B (10,%) 8(2.7) 52 (14.7) <0.001
JEFFE (n,%) 0(0.0) 106 (29.9) <0.001

Table 2. Comparison of liver function between normal control group and ICP first diagnosis group

2 2. EEXMIBARM ICP Bi2EZ AR INGERIELEE

IEH TR ZH (n = 295) ICP 241 (n=354) p

PA (g/L) 220.8 +£26.5 201.1 +40.1 <0.001
TP (g/L) 64.4+3.7 65.3+4.9 0.010
Alb (g/L) 38.0+2.3 37.1+38 0.001
Glb (g/L) 257+32 272+3.7 <0.001
A/G 1.5(1.4,1.6) 1.4(1.2,1.5) <0.001
TBA (umol/L) 2.1(1.5,3.0) 12.9 (9.9, 18.3) <0.001
TBIL (umol/L) 6.2 (4.8,8.1) 8.6 (6.2, 11.8) <0.001
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DBIL (umol/L) 2.3(1.9,2.8) 3.3(22,5.0) <0.001
ALT (U/L) 11.0 (8.0, 15.0) 39.5(13.0, 119.5) <0.001
AST (U/L) 17.0 (14.0, 20.0) 37.0 (21.0, 79.5) <0.001
ALP (U/L) 90.0 (74.0, 116.0) 159.5 (111.5,212.3) <0.001
GGT (U/L) 10.0 (8.0, 15.0) 24.0 (13.0, 45.3) <0.001
LDH (U/L) 150.0 (135.0, 166.3) 171.0 (149.0, 200.0) <0.001
CHE (U/L) 6108.6 + 939.5 5907.7 + 1227.9 0.022
5-NT (U/L) 42(27,52) 6.1(3.9,8.5) <0.001

3.2.ICP ASEEXRAPEARKILTIRER S LER LS

PILLZA UL RS SR N 3 s o T, PRELZR 407 5 L. Apgar $F7> <7 7+ BERAUH A ) L5
TGt ER . SIEREMRAML, 1ICP H2HMEIE 3, BARMER R BEHEMEFE R FRIEG,
R AR T L i) LE B NICU 8584 R AESRES 5 1 WU 25 T 1 e e 7 A 2B U L i (p < 0.05),
RILAOTAR S SREL IR BRI IEEEE . B LR EAE A L 3K B2 PR (p < 0.05).

Table 3. Comparison of pregnancy outcome and fetal data in the two groups of pregnant women

3. MARFEIRGE R KA LERIBIEE R

IEH X ZH (n = 295) ICP HiZ4l(n=354) p

HIE = Z(n, %) 144 (49.0) 296 (83.6) <0.001

H R =% (1, %) 6 (2.0) 14 (4.0) <0.001

IR 22 (0, %) 9(3.1) 89 (25.1) <0.001

7 g H L (n, %) 1(0.3) 3(0.8) 0.630

FIKFES(n, %) 11(3.7) 35(9.9) 0.003

& H A R ) L(n, %) 2(0.7) 56 (15.8) <0.001

FEJLE B (n, %) 4 (1.4) 17 (4.8) 0.014

Apgar 173 <7 4r(n, %) 1(0.3) 4(1.1) 0.383

NICU (n, %) 3 (1.0) 46 (13.0) <0.001

hf(n, %) 0 (0.0) 2 (0.6) 0.503
AR

4% (mm) 923+43 90.2+5.9 <0.001

3k il (mm) 329.2+14.5 322.7+18.8 <0.001

&l (mm) 331.8+£22.0 319.4+£27.4 <0.001

J B K P (mm) 70.2 £4.0 67.6+5.2 <0.001

JU B P (mm) 61.6+3 4 58.8+5.2 <0.001

BAEILEMNS: O 148:150 189:154 0.380

WA ) LA (g) 3216.8 +464.5 2894.0 £ 554.4 <0.001

BrAE L& K (cm) 494+22 48.1+2.9 <0.001
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3.3. EFRIERE/BES T RITIREFHLH—MRIE R BRI

Non-APO ZHY APO H M —MImIR B Rl LA 4 F1% 5. A ERIFRE . Sm ZARTRE . 5 un 4
L ERWINAE. REYE. EFE. Glb Ml ALP E4iit %% 5% . 5 Non-APO UL, APO Z(1)%H
A5, £ 3%, TBA. TBIL. DBIL. ALT. AST. GGT. LDH 1 5-NT &2 T} & (p <0.05), B2,
SYWRZE . PAL TP, Alb. A/G Fl CHE .3 [#{%(p < 0.05).

Table 4. Comparison of general clinical data and liver function between the non-adverse pregnancy outcome group and the
adverse pregnancy outcome group

F 4. FAREFRERBEST RIFRG BAZA—MRIERZER ST IIRERIELER

FEARMYRLEE RAH (n=276) N RIUFIREE RN = 164) p
F#E (year) 304+3.8 31.1+45 0.085
H1241H (week) 34.0 (30.0, 36.0) 31.0 (28.0, 34.0) <0.001
S (week) 38.0 (38.0, 39.0) 36.0 (35.0, 38.0) <0.001
B (cm) 158.5+4.9 158.0 4.8 0.312
ZERRH (kg) 526+7.5 53.6+7.9 0.169
SR R E (kg) 65.4+8.0 65.5+9.0 0.895
UEURIE INAR E (k) 13.1+5.7 122+6.7 0.102
HIF=1E (n, %) 192 (71.0) 121 (71.6) 0.913
BT (n, %) 18 (6.7) 33 (19.5) <0.001
Zffi(n, %) 6(2.2) 38 (22.6) <0.001
JEFE(n, %) 91 (33.7) 65 (38.5) 0.311

Table 5. Comparison of liver function between women with non-adverse pregnancy outcomes and those with adverse preg-

nancy outcomes

F 5. TP REREREST RITRE HAEZ T IRERILLE

A RAEGRSEE R4 (n = 276) AN RIUFIRS Rt (n = 164) p
PA (g/L) 211.5+36.8 191.7 +45.4 <0.001
TP (g/L) 654+4.4 63.0+7.2 <0.001
Alb (g/L) 373+3.0 352+5.0 <0.001
Glb (g/L) 26.3+3.1 268433 0.122
A/G 1.4 (13,1.6) 13(12,1.4) <0.001
TBA (umol/L) 13.4(6.3,26.5) 21.7 (10.8, 45.4) <0.001
TBIL (umol/L) 7.7(5.8,9.8) 8.3 (6.0, 12.5) 0.044
DBIL (umol/L) 2.9(2.0,4.2) 33(2.2,6.0) 0.001
ALT (U/L) 20.0 (11.0, 59.5) 30.0 (14.0, 85.0) 0.003
AST (U/L) 25.0 (18.0,43.5) 30.0 (20.0, 61.0) 0.001
ALP (U/L) 164.5 (129.0, 214.5) 183.5 (131.0, 241.0) 0.056
GGT (U/L) 16.0 (10.0, 29.0) 21.0 (11.0,42.3) 0.004
LDH (U/L) 167.5 (152.0, 190.3) 186.0 (156.5, 229.5) <0.001
CHE (UL) 5821.0 +1057.7 5437.8 + 1384.1 0.002
5-NT (U/L) 4.2(2.6,6.0) 48(32,7.1) 0.007
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3.4. EFREREF/BEST RITRE /BB EM)LERER K RRILFERIELE

PRI GEIRES RN 6 Pios. AT L, P2 A RISERA AT A LIRSttt 52 2 5+ . 5 Non-APO 41
FHEL, APO AL B AR ™ 2 BRIFEIER ™R P JE i, SEKIEGe R AERE L, JHJLEE. Apgar
PP <7 0 M NICU S84 RAUEURES 5 00 AU 25 7 i, 5l B R AR KU B i (p < 0.05), B 77 3R
AILRIXUIAR . SREL MR BE R, BEE R, B LR E AR A L5 K B2 PR (p < 0.05).

Table 6. Comparison of pregnancy outcomes and fetal data between the non-adverse pregnancy outcome group and the adverse
pregnancy outcome group

6. FAREFERBST RIIRG BAZINTIRG B R AG ) LB R

A RIEHRSS R 4H (n = 276) AN RIERSS R2H(n = 164) p

BB =2 (n, %) 196 (73.1) 136 (93.5) <0.001

H & 577 % (n, %) 1(0.4) 13 (7.7) <0.001

IR =% (0, %) 0 (0.0) 93 (55.0) <0.001

7= & H L (n, %) 0 (0.0) 8 (4.7) <0.001

EKFEY(n, %) 0 (0.0) 51(30.2) <0.001

R H AR E ) L(n, %) 2(0.7) 47 (27.8) <0.001

5 )LE I (n, %) 0 (0.0) 27 (16.0) <0.001

Apgar i¥57 <7 43 (n, %) 0 (0.0) 6 (3.6) 0.003

NICU (n, %) 0(0.0) 51(30.2) <0.001

FERA(n, %) 0 (0.0) 3(1.8) 0.056
MBRFRE

BTGAE: (mm) 92.3+3.9 88.0+5.7 <0.001

3k (mm) 329.1+12.6 313.7+29.2 <0.001

J¥2 Fl (mm) 330.0 £25.4 308.6 £27.1 <0.001

JB B K (mm) 69.7 3.4 65.9+4.9 <0.001

JW K (mm) 61.1+2.5 577452 <0.001

ARG L0 141:110 84:88 0.167

B LR () 3191.0 +364.2 2604.6 + 598.9 <0.001

A L& K (em) 49.1+14 465+3.2 <0.001

3.5. AT ERSEL

XF 24 BIAS R AT GRS Joy JB 3, 37 BIEAS RAUFURSS J& i AT 1B ERFH 15 - LARZ UDCA VRITRIN 0 J&,
¥ TBA. TBIL. DBIL. ALT. AST fl ALP £#|4 UDCA JAJ7 i fE P s S k(K 2). f— A
—AEA, KRR -AEE, A SO Z ARSI FME . AT, A R AR YRS R R TR
2 UDCA VAT IIFEH, TBA SRR R UF RS /4T, HIREAH RGBS, mE 2R,
TBIL. DBIL. ALT. AST Fl ALP fE 4L IF3A 20 H B .
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Figure 2. Time analysis of liver function markers in ICP patients after UDCA treatment. (a): APO group; (b): Non-APO group
2.ICP 2% UDCA j&fr BT TheErr-5IRIBTE 4. (a): APO 4H; (b): Non-APO 4H

3.6. ICP F~ R R4 /e M
ROCHZk

1.0

0.8 7~

0.2

0.0
0.0 0.2 0.4 0.6 0.8 1.0

1Rk

Figure 3. ROC curve of total bile acid (TBA) in predicting adverse
pregnancy outcomes

3. BEEHER(TBA) TN A RITIREE BRI ROC Bk
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16 CURGR IR 9 R I ARRE I PRI2 76 AV BEFE (2024 FR)Y W J%, 24 TBA > 40 umol/L i, ICP &
HORAAS RAEUREE & (0 A 22 T . SRS B R AF GRS R 4 (n = 163)4) 75.3%1 ¥ TBA /KF1E
10.0~40.0 pmol/L JEE A, T AEAS RAIEIRSS /4 (n = 275)41 90.7%[) 3% &b FiZa B, Bk, {VH TBA
TUIAS REEGRES R nTREA AT HE . TBA 7E TN ICP A R 4L UR45 RIS ) AUC (area under the curve, AUC)N
0.632, 4K cut-off {H5 20.8 pmol/L B, H R B FIRE 7 55 7353l 8 53.2%F1 69.8% (K 3).

4. ¥Wig

SRS H A I A RRRE (ICP) A& 5 I IR S AR SR MR JH s [ 1] LI DR iAo R PR 5%
ZHKME. HEl, SEEANERUDCA)BAAEREA—ZIGIT ICP HHILZW[6] [8]. WFFHkIE ICP <15
B A I AORE KU, B4 2K IG 3575 YL (MSAF) . B &M LR JEIE R (PTB) MPIRE B LEGAE FH 4 )L
FRE WP B (NICU), BEJLE AZETZE5[9] [10]. ABFFREEN LT ICP B2 B . AL, %%
UDCA Y871 ICP B Hh AR Y4l 5 W AH (FEAS R URSS J3 HAAS R AR OR 45 = 28) B I R A4, IR ONAR
BT ICP [IRPREFIE . X BEJLES J5 1 sem LS AS RAEGREE R R b 3 . BATTIIE 7048 A ERAIE 1 B
FERF T B2 BRI, 1289 TCP I PR A B, 458 53l - R AN R URES S5 v U N FFBR AL 1738 ) LA

KRR, SRR, ICP iR IATEF RS MBI A% . 2 IR UEIR2R DL IhREFabr (a0
TBA. ALT. AST %) F3yREFE, Mo B L)LV AEKSEEE, GK)NEERFK. XEk
5 E Py K B FUARE — B IESE T ICP 5 RHMAAR I AL AR L E N AR K SZ BRI 2 V) CER[11]. JUNME
FERAAE, ICP B KA F/REEY . AR M SEIEME R K A E L& NICU NESEA R 7= 1145
Jea PR DA S35 B AN, 3K ™ T ICP W i L szt B (g R I 7 B [ 12] o ASHIE T[RRI R R L e
EREEPIAREIRE /R, MILTFIEWXIRA, 1ICP AREFEE SR EZEMT 4 10 5, Sk 89%
[13]s

R ICP X2 R EE, HILS ) LA RE 4R %A [14]. HATERZEARX ICP S # 5
IS 77 A LU E A SRR 37~38 Al 28 R URUR DARRARAG JLAS R 45 = XU, AR AL 75 AR 4 28 25 16 IR
KIS HEDhREFRAR LG ) DIRBLAMEAG TP (1] [15]0 i — B XHEA RIEIRES RAL 5 A R UEYRES J5 213304743
Hriey, FRATRIAA RUEYRES RAL(APO 4H)) 8 BAA EEB RIGRAFIE . 5T R 45 R4 (Non-APO 4H)
MLk, APO HEHELHFH . HihZHE R, BN S 2 inE R p E . XRH, 1CP KKK
B IR R L SR AR A B ) S A ey, O R AN R 45 R KU R K o 3X — KBS Bicocca 55 A 1 78 AH
B, AbATT4E RO M ICP A2 s E (IR S AL, REEZ YRR 16],

JIEA BRI AR T B AR T I A I B, B BRI RN, I ARAA[17]. B ICP A AN A A2 BE 480
R 7 S 85 (18] Ak, IEH T DhRex g fr it iR 2 0 B 2, bE AR gtk e, FPAEAREE T RE ARt e A
BHITEE19]. AFFTAEASIN R, AN RIEIRSE M) PAL TP, Alb /KPR T A RAIEYRSS B4, 1 TBA.
TBIL. ALT. AST. ALP 5 GGT /KV-¥J R E T+ . FRATHIRE TL 45 Bk I AE TR N — N BRIt 4k &R
ARSI & TBA /KF, X170 ICP A RIEURS: J& B A EEAME.

HAT, AHFFCE2H ICP (G FAE % E N TBA > 10 pmol/L. MRIECHAEIL[20], B ICP & XN
TBA 7K°F 10~40 umol/L, /¥ ICP y TBA > 40 umol/L. [ A4 ¥HE ¥ L% TBA > 40 umol/L 1E A
TRIAS B 25 5 (1) B BB 1] SRT, AHIE T EE B, ik 75.32%01) APO 4% H TBA /K-F-SERRfr T 10~40
umol/L ) “ #4257 Ju [l 4 - ROC & it — 20 o, Bl TBA TRIAS R 4 gR4h 5 i RLREA FR(AUC
=0.632). XKW, UK TBA F—Fabr, TRES IR HAANRLRRET “HE” ICP B . Geenes 5
NI T G5 2RV IR, RIS TBA KPR FEFH it 3 A m] B A AR RO PERGSE & N [21]. (R,
I PR R 552 06 21 5 4 FLAh P T R RDII PRARFAEEAT 25585 F1 87
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M 5F

BATXF B H 2 UDCA 1697 Ja iF DR sh BB L HE BE A L, Non-APO 4[] TBA /K1 B sh{E AR
APO V2%, i 2H A8 2 1 A B R AR TE VAR 7 IR F R 0 — B0 R Rt ds o X $R/RAN[H ICP &3 st
UDCA HJAIT IRNAELE SR PE, 0T AR o AR A TR AR N2 T I w2y 1 Ao 1 AR R 105 i A L o ks
DTEAANME RIS B

AP AAETI R HIX — K =LA IR, PATRAR ™k, (BRF TR T B 3B o C 0 b ke
TARHIX ICP BH MR ZIGILE R . A FAFE—EMRRYE. B, fEARdLasr, HaRrst
HEVEFT REZ BIPR M. Fk, FEARE, Rl REShARBE VY, TIE R K CUEEAT B 3 KI5 i A g
7. B R ) TR A A

5. &t

ZibpTiR, ABETERM, ICP ARMEIRS R LR N2 RRILFEEHER, SEF RN
FS R s AR 2 iR AR DA G . ALB £ & TBA. TBIL. ALT. AST.
ALP. GGT JH#R ICP A 5RAN AR GRES J5 WS I 0, 2 ] e P AEE S 7T 2 U T i B I L 2 — o Il
RGBT, AN A2 T TBA > 40 pmol/L X — H.—fE (55, MRS CUTEE. ARG RREhEE . At
8] 2SR YR TS 5O — AR B SR VPAG SR, AT SEBLGS e AU TCP G 1) S S0 AT, e 2 5 1 7= 4

Jdo
AW FERAT R R R R 8 28— R B AR 3 2 i s G HE S . 2019-166).
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