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Common etiology and diagnosis of hyperbileacidemia
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Abstract: Bile acids (BAs) are the main components of bile and serve as complex metabolic regulators and important signaling
molecules, and they play a crucial role in fat metabolism. Hyperbileacidemia (HBA) is relatively common in clinical practice, but

sometimes it is difficult to clarify its etiology. This article reviews the common diseases that cause HBA and the changes in the

composition of the bile acid pool, so as to provide clear insights for the diagnosis of HBA.
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FIEL I R 2 L [ Pt 28 A JEE A D s ) e 2 7, 2 AT
0 S5 S | % i B [ - B R DR A E U P el
WA (2 A BT IR 5 B 75% ) H L (361 P 7 - 352 A0 TG f
o, B AR A th 272 AL B R 3, = AR GUE TR -
JH R (cholic acid, CA) F1#S fii 4 IH i (chenodeoxycholic
acid,CDCA) . CA Fl CDCA 5 H & W 5 4- i iR 45 &5 T8
FE AR TR S R T R £ IR AT R A M T
T W T8 T REBVE R e A o IR G B TR - Bt 4AUIE R
(deoxycholic acid, DCA) #1471 JH#Z (lithocholic acid, LCA) .
NARNAFAE—A = R BT BR AR A MR PR R 58, R
HFOGHR B R B 4 ~ 100

1L SRR (total bile acid, TBA ) 2L REK A (145

bRz — IEH TG FEITE O ~ 20 pwmol/L, #5213 TBA {2
TS84, RIS Wk = AR [AE (hyperbileacidemia,
HBA).

2 EIR5|E HBA &R

VRS AR BE T2 TBA Ty, i H =LA R A i)
MELLIR AR, H A P ROR AR . AR SCE X R LG5
i HBA PN HEAT RGLLRIAR
2.1 HBA 5 IE% 5%

2.1.1 HBAL 2R K RN TBA KA,
2 40 483 405 s B AR R BRI 4 2 2
TG B JB TR K P B3 TR . SUMTE TBA (1)
G R T LA S BRIV S R A A7 1) — AN AR AR
APERTFR 0 AL TBA ¥ i TR G T v I 18 B e,
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55 1 R WK B2 1, TBA K- IR BB AIG, JLTF- 5 48 7
AW IR AR KT o 2R RS, A
AR E LR AR ZHCRF A TBA T . BT
T 48 50 35 B I3 TBA /K - 7] 4% 38 b 3 T s
(Kt , TBA A0 5 B 31 245728 Al 6 2 R M JFF 48 1 12 Wi
AR 155 S VAL ) S AT — 5 B R
2.1.2 HBA HAT&AC  JH6E AL A A B A9 LT TBA He
Ji ¥ 25 O S TH G AR R AL e o I B AR
B AT BB A I P IR o B 5 A 952 2k — A5 i o
W TBA BT R, 7 R AL 2 Ao AR B T2
P50 /0N, i3 TBA i nf DL 28 4 iy, HoaxX 2645 6 38
R TR AR A L TR AL B R A
I, HAJF Tl BEHE bRk & 1E B, 1M 7 TBA FEHE 45 &5 4k
FIEARA . I TBA AKX PPAR £ & B D RBIR S 2o
i HAT F 20 I R S, F B AT LLE R Child-Pugh 1T
ISR v
2.1.3 HBA 5piidrae H AR AR B8 IR 7 iR
By I A B L T 40 A I P AR AR AR,
FFF PN A TSR AR I, IV TBA e B 1 2 5 7k 110
PRI , I35 TBA 78 % 51 FF P9 AN T B b i 1 AR K
(LA BB A U A 25 BT 28 I 4 S ) O T A — 5
VEJ o MBI RRAE I, TBA K- T, B 20 2558 o 14 45
TR U I A D DR R B e RT3 IURE B, TBA 7K -3
IR TR 5 DR P AR B2 IR T DR U 11—~ L
I ST , S IR R BRI, 5 14 s

J5 PR IR M IS R (primary biliary cholangitis
PBC) FE & A AL AR A 48 (primary sclerosing cholangitis ,
PSC) [7l )& T JFF P RH 3+ U AL, R 25 9 R i A A o 2
5t 5 PBC A Lb , PSC £ 35 1L 1 A LCA Fil DCA 7KF-%5
120 LCA I DCA 2B R HF G 3R 945 4% , W1 PSC
{9 VR 1 AT 52 #5200 %' DCA . CDCA I LCA X
g R ARSIES Y TR NI 5 | s KLY R 7 Sy N S T
o e N B R BRI UEA T A TR B, DA e o R S5 IR
W T MG R 5 B J R 1 — TR & B, SR
TEAT BEL R Y TBA KT 45 R AEAT R A i T i , i TBA 7K
SRR PR B W R BRI EE 1 — S e,
EIZHFIE B G AEAR BH 2 P I 7 TBA 7K 35 4 K A7
TE—E 958 S, T LA S BB < W S0 IX 2 k7
2.14 HBA LW AT ARKGPERE Wi % (non-alcoholic
steatohepatitis, NASH) [ IM.7& CA 55 CDCA B3 i v] fig
23 fi IR I ZHRHT , DCA 39 1% Lo JH: A R - 2 o i 1]
TR R A A B4 S5 PR T R AR P I B R

WCAE T AR R A IR R 4 T i 1 R R
A i At T i T T REAE NASH F % A vk T AR
FHPY L B R SR PE T (metabolic dysfunction-
associated fatty liver disease, MAFLD) AJ L)1 i Jo A1 A 1%
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T AR B B AGIE bR R, DA g RO T A T
TR R o R R nT REAT SR B 5 50 B ali 1 g s B
FINASH V8 fEEE SR A o DFST &30, NASH 15 Balitf
IG5 T £E 2 AR E , IEE 00 IR0 1 5 T e
2.1.5 HBA 5AFIeskm e U LT TBA /KT 2
P23 B PR UG AS R 5 4 TBA MR PRk T i ol o o 47 8
B[] S, 0] AT 6 35 W1 17 % AL % g vk oAb,
TBA ¥ ] AAE A7 746 s 300 FF A £k ATAE - I8 AR 9 %)
SRR, NSRRI A, kS B TR

S TE SRR (12 Wi | i3 TBA AL L 4t
JFE Ty REAS b 05 A SO RR 5, 104G B W s 1 5 1
KHG o BB RIS Bh T BRI RS i SE 5102 i .
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0] G e ST P AR A R UIE (4 I ACIEE R, {ELIfL 375 TBA ¥ Ji
THEIE A 24500 B2 i pR b A a7 E A
AR R X 20 A A0 0] TG bR B A R G 3 391 JHF P RRL Y 3
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S R PERE , & 90 TBA By 48 T AR i A
IR AED S KT 8 wmol/L, BRI UL 1ML 3% TBA R4 Ky i 25
A WL R BRI A AR
24 fiFETBAL BERIAZR HIEEW, HITRS
SRR AL AR R R g e
T I B RO ke SRR B R . A R, IOK
S B i 90 R D 2 AR B T L R B R AR
BT R KT8 R KA . — TR 4 2 05 B T
B A B U I L (A9 R B I TBA 7K g K
TR, I ELS A AR i e A e 7
filt AR N PP B E TR S5 U A, i
TBA ¥ B 5 76 0B W SOhR i ) 2 60 56 , I AR T R 7
A R SR T T LA VAR R A S R R
SR ANIMLTE TBA ¥R BEHAR , 146 32 Bt E V9% b 25 B 17
s Hi CA VR T CDCAPC

BEAN BRSP4 UL PR 40 At 434 R AT PR RE K o s
RAEEEAE A BT ek LA hRE > R R T
LA 57 R R 22 A S i B BRI . E MAFLD S8 %
I TBA VR 5 E- 8 VAR fuk G . IR H DCA 1E
MAFLD f£ 35 R 90 e o B 2R 3], 50 DCA Bl &
MAFLD AH & LA A RE 1 T 7 A Wb i)
25 HBA Lt thisksm Rt AR T fg
FOMGE TBAWRE T o o EAT PS5 9 AR I3
T (progressive familial intrahepatic cholestasis, PFIC) &
FCA A CDCA AKETHE) . A _E PFIC BLAT A HE 32
FUR BB, 238 T 2L LI R , W 5 a0t e i
B AL, 79 2 T e 2R -2 R R s 12 22 Ik B
ot S — b AR R A g S 1) 388 A PR, IO Xof L+
MR B sz 8, BT R A I h B R, BRI
HBA , ASE & BIBEHIR TH sy 140 W4 LB R BN
JE T S AR B T AR R 2 BOTCREAR , D BB A Y
G S 1ML 7E TBA KSR i B Bt vl R B E
(¥ ML575 TBA /KP4, 5 PRIC AR LL , 1 BRI IR TS 45
4. Alagille Z5 G iF 2 — Pl iy YL R B BAGH | IfG R 3R
BZRE BRI AR B DA I R R T A7
5, 89% Iy £ E 1T H B TR RR B2 1 BRI AR, 2R B
MHLTZE B REARLT 2 R AR R At i R i S K & R iR
A T Dubin-Johnson 25 4 fiF & — i gt
R BRPE B L | I R 2 B0k S 52 & AVF 1 3 i A )
[ 45 A IRZL R T e, 5250 % K A5 A BT 5 Alagille 27
A1EZ5{eL,{H Dubin-Johnson ZE-&fiE AY IM.1E TBA /K 3P Fe A
T, WU Bt 450

3 RES5RE

25 L TR  HBA SR I R H W AE . 22 Fhoig LIRS 4
AT G LT TBA ¥ B IR TR 20 B el s . AR SCR
FE R R = D4R AR HBA 55 RS T 1) 22 G0 7 S8 3%, it s
PR YT 0 HBA [ SCHE T e . S B I, m] oy i
HHIT MR IR T 2 NI SCE IR IR BUS o (B2
(2, Z8HBA BE TS BT, X — A B T2
HI RN 4
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