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Bidirectional regulatory mechanisms between the gut microbiota and bile acid profiles
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Abstract: The gut microbiota and bile acids together constitute an important regulatory
network within the gut-liver axis. After being synthesized in the liver, bile acids enter the
intestine, where they undergo deconjugation, dehydroxylation, oxidation, and isomerization
mediated by the gut microbiota, thereby forming a bile acid profile with diverse functional
activities and biological effects. Conversely, bile acids influence the composition and function
of the gut microbiota through their antimicrobial properties, receptor-mediated signaling,
and regulatory effects on the intestinal barrier. In recent years, increasing research on the gut
microbiota-bile acid axis has suggested that dysregulation of this axis not only participates
in the development and progression of metabolic associated fatty liver disease, alcohol-
related liver disease, virus-related liver disease, cholestatic liver disease and hepatocellular
carcinoma, but is also closely associated with inflammatory activity, the degree of fibrosis,
therapeutic response, and prognosis. Integrated analysis of bile acid profiles and microbiota
characteristics is expected to provide new insights into noninvasive stratification, dynamic
monitoring, and precise intervention for liver diseases. This review focused on the basis of
bidirectional regulation between the gut microbiota and bile acid profiles,and axis-based
diagnostic and therapeutic strategies, with the aim of providing a reference for related research
and clinical translation.
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NS AR R & AN ia A DA s, IRl
SRR . SRES T TURN A0 TR ) 1) B 2
LG, Wil 5 R L T KGR . IRy 5k
MR E 5T RS se i ik 25 1, 7
X—FRge, NHTER PR AH [ E s 2R )
R B A . 308 B RN i 32 G028 S 1)
PR TT; WIE RN S RSB IR T PR 2544
Z 5 ARTT BRI 0 RN T RE A E 98 BV T R
DARE-RE R g 1 TR -V 1 2 ) 3 AR B AR
HTEZ R B E L 2 BB L. AR Bos
JEYF R A 2 L RN TR R A mT 2 [ 2 5 4G o e
TSGR MR . RS PRI . OB 9 mak
YUAH OGN AR WA R I B At i S5 Y
AR IE B pbAh, BRI S R BRI R B
s E W R I 7, JCHARSE R 938 | J7R00F
Fh RS W7 1 ks T — 2 B2k 1O

HAEFZGU R AR TR Z, (HAR[RIER ]
FIAILHI M SR S L IR T AR I TR 3 X %
G A A A A e AN EAT) A R — 2D B, BT
I, ASSC IS8 T8 RS I R 1 1) X ) 2 B L
ATERER, DI it — 20 g I s S v S5
Il RZF R[] K R LS
1 BESHERE B S B FHBIN R £ IR 18 %

JIEL 3 T o AL (] A P oA AT i i 6 K 7
Y, o B AR e s T Y A
AL G S MR AR AR AR, FirAE DUIH R 70-72
1k fiff ( cholesterol 7a-hydroxylase, CYP7A1) 4~ &
1) To-F2 Ak A BR AL BR, 5 3 S AR IR [ B 27-
¥ Ak il ( sterol 27-hydroxylase, CYP27A1) #il 25-
F2 5L B [5 B 7a-32 B B (oxysterol 7o-hydroxylase,
CYP7B1) Z5 UM, g Iyt b i 5 H iRk
iR G, Sl AGIE, JfE e RE X
Z K (farnesoid X receptor, FXR ), G & 115K AH
TTHR Z 1K 1 (G protein-coupled bile acid receptor 1,
TGRS ). 2245 X 3Z K& (pregnane X receptor, PXR ),
4t 4 & D % & (vitamin D receptor, VDR ) Fl
1 U8 2 - 1-1% 7R 52 /& 2 ( sphingosine-1-phosphate
receptor 2, SIPR2) %% S giss B gEA
T B J W AR PR T i 1 R R R A 1, A 2o
AL TR . AR 2 ) A AL S R T
Horr, 254G AR GBI IR e 78 IH K fd B4
T R B MY 1R, i i 350 40 DR ST i — 26 2B U
AR . A IR R AR R B, Ta-lii B2 SRk
X TR OCHE D IR, F i A B R R A
I DR (0 T RE A R e 1 Y, 4 K 2 B0 T R A

ChEAFERZE (AR D) 2026 4F 55 18 % 45 2 1]

LR e MU, 21 THERIDKAR HE, T8 B
5 FEAE 2R U7 [l figg L Bz mT J% 2R AR - 1 67 A A
IR AL, FXR 00 J5 175 5 00T 2 240 i A= K 7
19 ( fibroblast growth factor 19, FGF19) 4y ih,
A0 CYP7AL FUIH[E BE 12072 {0 ( sterol
12a-hydroxylase, CYP8B1) [y ik, W/ 0t R
A, IR T RO M IR R e iz K (apical
sodium-dependent bile acid transporter, ASBT ).
g BRI R 45 A & 1 (leal bile acid-binding protein,
IBABP ). i L% i % iz % 1 o/ (organic solute
transporter a/B, OSTa/OSTR). AH £k Hi 1 % (bile
salt export pump, BSEP ) I 4 fiffi [IH iR g4 S i iz &2
Ak ('sodium taurocholate cotransporting polypeptide,
NTCP) ¥z A, LRZER IR 7,
2 9 o G 2 5 BRI A DG A LA 1,
2 PEEEN R ERIE S ERIER
21 WA TR LSS RAELS AL
i 3 VRO R T i fo 8 A AR T AR A A T
KA 2R RN b, R85 5 O & 2 EUIR T R
A AL RGP TR, A B IBER K i (bile
salt hydrolase, BSH ) fi#: fbJIH & 5 H 2 R ol 2F i
PRI e B W 5, A= il B IR IR , JF N R 2z
5 AR AR Y) . 2R A ST
N, REBAIHIEREEA BSH 2K, Song %5 #
X 11 A~ B 5 NHE W 18 T R Y Hb B B & B, BSH
JP 915345 T 591 BRA A . 117 M@, H 27.52% 1
FARIEN 2 AN DL L BSH 25 R RIEIE R, $ERH7
R L4 BAERIEA R DR R R D hg, 2N iE
FRRE B TUAR I SRl S B T AE Lactobacillus
Bifidobacterium . Bacteroides., Clostridium #
Enterococcus 5 J@ Fp ] K 21 58 = 15 g BSH!™,
Tou- i 2 Ak W 2 ) IR R 1] IR IR Y R
AL OB IR, o IR 2593 %A R AR
MR, #LAE MR — LA A IR, %
AR HETRERANHERR T, HEZHDH
A= L (EARCH B e B R 1T Ak 1Y DR 48U T 58
Vital 45 B Xk A 64 72 3L AL 40 i & B, B AT
W To- B2 AL BE 1 B R RERT IHA 21 11 26 4>
T A YA, o 92.4% F190.3% 4 51 1 )&
T —A> K B 3% B Ruminococcaceae 1643 3, 1M
Lachnospiraceae T Peptostreptococcaceae NEEE YN
Ll CXEFRIF9 R Uk A 7ol 2 3L BE
M A% 35 18 B $5 Clostridium scindens . Clostridium
hylemonae T Clostridium hiranonis™, HL# I, %
o B AR VT R 75 5 BE DY % (bile acid-inducible
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LR 43I PEA S E (isom)
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RE BB TR S E A S h X BB R T EE

. CYPTAL MR EE 70-32 LT, BSEP NARELH 22, NTCP b4 0L e M52 Z K, ASBT b Tl sitg 44 40 i P AL 9 R 5 3 1,
OSTw/OSTP AW HHEZH A o/B, BSH MHHER/KA#AE, bai FEPFE AR ERVE S LA %, HSDH A3 MR &, FXR Mk JE B
X ZiK, FGF19 Jerdednfat K51 19, CA MHHER, DCA M HEAR, CDCA MREEEAHIR, LCA M1 HiE

gene cluster, bai & [K #% ); i Funabashi %% ®7 it
— 0 DR S AR S il 2 S A UE I, IR R ) o S IE R
e Al 2 /0 B E T IR A A JE 5 B (bile acid-
coenzyme A ligase, BaiB ), 3a-/7a-F% 2 [& B i &
fi# ( 3a-/70-hydroxysteroid dehydrogenase, BaiCD ).
340 fR-ANIR I @R & )5 (3-oxo-A'-bile acid
reductase, BaiA2), fH 1 iR 7o-Aii 7K B ( bile acid
7a-dehydratase, BaiE ). JH VT BR-5fi filf A 7K & BE/6R
fig T (bile acid-coenzyme A hydrolase/thioesterase,
BaiF ) Hl 7-% X i 2 if I [ ( 7-oxo bile acid
reductase, BaiH) %5 6 F i 19 1E H, b BaiE 4y
FOREEN To NV REK A BR

5 70 2 AL A E, AL 2w 74k
F2 LR E AR ST MR T — I R R 2 ] B A
( hydroxysteroid dehydrogenase, HSDH ) 434 5¢ i,
RISt C-3. C-7 3 C-12 (iR LR oxo HhfEIA,
T AH N HSDH B LA J5 R o — Bl AR Fg AL, DA
1M A %, urso- . iso-1¥ epi-HH TR, T 4 1 2 BRI
YW T K B, [R5 4 BSH M2 /> 1 il HSDH
oY, bai FHICHER Y BRI A ILAT 5540, 0@ 37 1
i, HA Firmicutes 5 50.9%, Actinobacteria 5 34.5%,
UL X RIR B D RE A& iz a0 A T 2 dk
HEWRE, MRETEDHRESL RN ER .
it — DAL S on, IRGEIRKG R ( Eggerthella
lenta ) C592 FMREA 30-, 3B-. To-Fl 120-HSDH i
P, H DSM2243T Wbk B %% FIHT 1) 120-HSDH

Gt 53— IR AR RIE AR ( Clostridium
paraputrificum ) ATCC25780 FikkHHIA T 12B-HSDH
WEPE, JF%E A 12B-HSDH JE(H , iZBF9E 48
i N Wil 7 3 ke &R, #E 2 12B8-HSDH i (K]
UL 25 30% Z ik E, 8 C-12 i 22 ) A 1k
A /DB RE BRI, (HAE AR I8 AL,
e, A 22 ) A AL T AN & — Bk A B S iz
T2 i /DB e 5+ HSDH B & W AR SE A, JTE
1o AR AR R R A B AN AR Y i — 25 i
THER B BR AL 2V R R A2 R B G i 1) 20250,

RE FRA I A s v 8 i 2 iz oy - gl fb 22 1E
i, R AR R R T A B R 1) S e S A Y
S FEEAL B S ESERE N R, BRI ) 9
HWk9, MRS ER . 120-24659E 12072
AR BRI Y LU DG 2R, AR AR B ) S A R il 27
WEPE L T FRETER A B W ISCRT B R S [E]
YRR A5 B2
22 RERBAGDERIFIERLRH AR I
EEAE, DBESR SRR LTRSS
SRR, Ul Lactobacillus . Bifidobacterium .
Bacteroides N34y Clostridium 15 HEEA Bk
AHER A A G P, T AR HH 7o 358 JE Ak T IS [ i
It S S 7 ) TR R DU SR A v B R D R
S A= AR IR FR A ™ W #E i 23000 A AE B i oy
o LIZRRN KR, RGBT IR I A AR —2L
W —25> 1. LL TGRS i, 41 HfR (lithocholic



4 - FFRRESEE -

acid, LCA ), %A JH#. ( deoxycholic acid, DCA )
N F oy 45 A AU B U0 fig 00 B s T 2 B IR
TR, —IRENTIE R, A RHNE TR S
4545 BIXT TGRS ()% AL 0% B fe e, feok & Al ok 2]
IEmR 1Y 243.5 75 55 fEJR A N i i, Ak
U6 A0 R 1R 175 1) = B R A K- 1 ( glucagon-like
peptide-1, GLP-1) B3R T4 fiff JIH 2 1 4 filf A1 iH
BR, 7 AN R IE T 2 SV 2 A8 i 7N 43 6 98 15 H B %
B I AR B, W gT ik — 20 K W, DCA o i i
TGRS5-H R AR+ ( cyclic adenosine monophosphate,
cAMP ) - 140 A (protein kinase A, PKA ) i }%
PR SRR TG L, UERH e R HIH T R id
A AR GBI E A B SUeARRE, Bk
FI AR PR TE 45 5 R B i il sk . A F9EIA R,
XS PR AT 38 o 2 P AR AR FH IR o 5 A 44 i
T AN SR N 7 5 AN 1 NS Y A N e v
PRI . AR o BECRNE M sl
B, AR P IR 3. RIE(S 5 A At T =
N, PR A 2 38O AN [R) T DA AZ AR S R
g FE AT ERIE A BV BT — AR, ORI Y
WFFETT 0 NI BE B FE S LR ER AL = i &,
B A AR 1 T R B B A S 5 BT

2.3 WA KA SR BRSO AR TR
51 & B RH T FR T S8 AN R AR TR, S DL
B S AR FE AR VTR 22 45 A A1 7ol F2 AL T e Al IR 4R
DA/, YR TR SO 2 B TR AR 2. —
A 1168 32187 . RS 2376 AR AR
A ) 2 BAIIBFFE Y, Bl 550 bl g s PR
g . AR I e 2 A AL A AR B, MiE R
FEPERFZL TR, IRFEERALZ LY 5K, ik
B L Veillonella R Ligilactobacillus 55 7 it & £
SHRFE, 3 T O R £ I i 18 AR 2l ARG B R
VR I T B A VR A AL Y. AR
THRRIEYE >R B — gy A 32 ]38 RS P g I 1 -
( non-alcoholic fatty liver disease, NAFLD ) JL # i
FFN 36 Bl{E R X B W AE T . U 2 R T
PR AR %, JLIL LCA F&A%, [RIN Eubacterium F
Ruminococcaceae 55 ELAT JHEL K BN Ta-f 32351k
Ae TR ARk /D, HLX RS TR =F B 5 254 LCA
IKEELIEAHSE; AR, Escherichia coli T EHE T E
£, IF 5 LCA K2, $RThnemtn b
FIBIL 2 0 TR o0 ] M [0 1 00 26 IR - i 1) YR IR
THERIVEEAL P R SRR | L2 B0
22 8] J8L 11 2 A 2 {68 ] i 25 1 5 o LU 491 R R R R 5
AR IR, MR FRAE S AR, ek

ChEAFERZE (AR D) 2026 4F 55 18 % 45 2 1]

5 FXR-FGF19 1t 2 5t (4 SOV - — 20 52 i JE
JEI R A . I HEM A AL s 8 ek Y s
R R, BRSNS IR R DI S, 7
G PERR W PEAF & (non-alcoholic steatohepatitis,
NASH ) BRIt 28, /NRAESZ 1 iR iR Rl
IR E TSRO RBEAT,  IT R R 0 A B
FARTR [0 HERERE AT 5 K ARk &/ INER D 2 TR RS AR 25
ARG, SZARERE R I A B L, B
RS BEIRAS B BRI sl 5 22 4 hi ok U, Rk,
XA RS, R RR T S8 AR AN R AR S
F, MR R I R TP RS AE AR PR
3 BB ERXY A7 18 B B 45 A A0 IR a1 A T ML)
3.1 et B e A i g A IR
FRAN R R O I, o 2 s A S A 1Y
FEYSER R, ITFENERIN R G BoR, IR
Xof R A IR A A I 22 5%, Peng 25 WY [0 A%
T 21 PR RRXT 65 R E AN s, A BT
IR TR A i AN [R], Hrh DCA B4 i/ FH i
o, #82 E AR ( chenodeoxycholic acid, CDCA )
MLCA R Z; fE22 k4w, DCA N EHE
SR AN R R W IEAE ( Spearman #H2C R ECH
0.63, P=10.0031), $&/RMBITHRR BTSN
HEMIEMEAC, WEHAEMENNRERAL, X
—LERPR, H R X B O P A
Tk, SRR BT AT TN A2 R8T, X
T TR R IS R AR B B B 56 5 7, DA S 350 A 4L
B A 2 S B

PR PR e A 22 )2 T VR TR R G, Xie 45 ™)
FE/NR S 2 0, H 28 L AR 5 = IR
ISR AL E WA S5, B T MEEA
2 (mucin 2, MUC2). K & # H-1 (claudin-1).
P /N A 2R 1 (occludin ) A1 5% %5 % 2 8 A1 1
( zonula occludens-1, ZO-1) BY F ik; M I5 W
HFXR 5, X258 FEAH G/ FRIA TR, IF
H. Proteobacteria. Cyanobacteria 1 Patescibacteria
FRWIE 2N E RS E I, BRI R
ZHRAE TR AR Z . BEEEMERS
HA AP ER . M5 m B 32 3  H
IR T Leung %5 ™ yE—20 & B, AHIH#R
WE NS, Anaerotruncus . Blautia . Eubacterium Fl
Lachnoclostridium 2545 35 B8/, i Escherichia coli
H Enterococcus faecalis ¥§/; [RIF, I RS L
EWIER . WG . KRR S &R 5 AP A
PRE TR, I 5404 % (interleukin, IL) -6,
IL-23 A LR -1 S RAE R T ARG,
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P 7 JH PR Sy A0 AN SUHI 55 1 R s PR B 400 TR 24
5E, A2 3E A AR R D) RE AN AR A — D IR
W BekE, Pk, SR A E . IR E N B)
R FRRLH 43S H B, A X B2 B0 B p9 AR S 2R
IS, BEREDIRE TR, AR RN BE 3R 5 58 AR
Bfiz b F B SRR A R B B P ) — 3
5y, IR B RS A S 5 1 Y.

3.2 BRACHAZ T BR At AR OR L ey L RS R
N PR A4 K M R K RS, SRR PR R
18 DA RE AR A FRUIH AR S5 03k, LR A
FAARXT 85 s Bk PE AR BRI L DCA . CDCA i
LCA &5 MR, XTRHEny i v /E HZEAR KRR 1
BTG K PR R R AR AS B I A2 RE ). TR
£ W, DCA. CDCA F1 LCA 45 i 7K P 4 e 1) I
TR T R TS PEAON BA R A /], 3
t DCA MBI R, HHBANERRES
20 T A R P A TR G B X R s Ak v
TR PR BN A S HR MG A ¢, b 5
AN BB UL ARG . Watanabe 45 U ZE KRG
N B R R PE—2 2, DCA %f Firmicutes
Bacteroidetes 1) i e SNV I A —EL: 7 ¥k Firmicutes
fl) DCAICs, N 0.9~1.5 mmol/L, & # & T 4 ¥k
Bacteroidetes 1) 0.2~0.5 mmol/L; BfiZ5 /e SRR
1 DCA KV T, Firmicutes AHXT 4= EEXE N, 1
Bacteroidetes #HXF £ T e, if— 20 M4 AE 43 250
JC ( operational taxonomic unit, OTU ) /K401 iR,
5 BB RR MR EE 5 A G HY 66 > OTU &t i X if
HE BT 1 63.39%; H 1, Firmicutes
W [{) Eisenbergiellamassiliensis . Lachnospiraceae H
K OTU M Blautialuti %5 5 & A0 R e B 52 1E A5G,
i Bacteroidetes ' 1] Parabacteroidesdistasonis
Bacteroidessartorii S| 2 FAE . L E IR IR A
RHFR#D SE WA AR AL J5 & B, 24 MRCEME OTU g
18 A [E ARk, R MBI il fe 2K 3l &
PRSI O F EBE 2E 1, xsegh JLi , 24 0
TR T R AR i K PR s sy, T BEL T R R R S Bk,
0T JIE - B8 SRR A P R DU B 5 sz B, s i
Y o1 G I @/ 5ok 2 2 oy VA N6~ A 1 e Ry
VA, it DR A IS A b R R R
WEE, dEmi e T,

33 et MR ERBFRSTHRATHER TR
TR R TN R IR T b 2=)2 m, o 2 H
A B AR ZEAE AR B AR RO, AR
TEHE £ B, FXR A1 TGRS /& iX — i F o (i A0
Mo Cai % WITEN b KR S FXR mlR /N & 8,

- FRRESER . 5

FLAER K T FXR R AT B occludin 1 MUC2 #
KR, BB R)Z . Paneth 41 I AH G TA B
S, IF I R ARG . AT R R TR
ST AY, [FIRT IR TR o 2R IR, BEE
SEN S ECREYE N, AENRAF SE LA B DL IR ]
WA 1B FXR TifE S, g Emi. MR
LD b B B BE A2 A AR AE R S, JFER A
AE R AL, e IE FXR SR 50 R, B
JIETR ()b R DR T S0 v 55 o B 200 B0 7 AR 48 i)
VI 5P R (cleavage under targets and release
using nuclease, CUT&RUN ) -5 i %¢ ) 22 /3 R &
fif 5% /< Wi ( quantitative polymerase chain reaction,
qPCR) #E— L #7R, FXR 0] (83l i 4545 5 7
He B 5 YR 25 H 3y (regenerating islet-derived protein
3 gamma, Reg3y) Jii 3 I 845 50 A BAH OC i %
PN PR 52 A5 5 5 R I5E B s RN R R R S I Rl
KW X g5, FXR AU Z 5 HH RS
AR R TS, A T RESE L ey bR BRRE . BUA
IR TE NS AE V-1 %2 5 0 1 Bl AR A 1 485
TGRS (44 F B8 Z2 AR BLAE b B P2 R ) 350 o 938
W5 20, Sorrentino 25 " BF 5T B, AR A
TGRS BRI Al e k2 de B AR, T4 Ay
S Tars B2k /)N BUAE ) SR BB IR S0 155 S I 45 W %
RIS, 2R TGRS X I B B A
Yile B2 A R S, MR IR 11 22 A= BRARU
it TGRS S, Hu 55 P A58 K W], DCA 1f
7E 10~80 umol/L ¥ B i il 4 2 5 P AR AR 22 i foiack
FHRE 5 IR 20 B 43 W6 B TL-1B, IL-6. IL-12p70 Fi1
JEIRTEIN T o KF, TGRS SRR LN 2, 2
ARRYAR IR AT 3 TGRS AR TR (S S-46 1k M =
PPN 2 7 5o ML) 1 TGRS i 5h7 OMS fig
T RE R N5 T 5 T 2 R0 L fe AR R T,
#E— 25 30 TGRS FE Bk B 4 i 4E 1 700 A L
ZF, 4 PXR. VDR Fil SIPR2 X T HEFFRZ
Y FLEEE B UESR AR A B, BT 24
FEFRRE . AP ORI Gy AR o 1 2 i 1Y
I, YRR SZARE S A, IR ER X [ B e
MRS APV E 2Rl 00, B R )
B AR BRI S A BRPE S s IR U TR
NS FAL 5 B RS2 AN PR AR ARST Y
Ak, M — M4 TR E SR

g LTIk, B RS IR R 1 i i 2
2R SR A, LR A SRR Bl i 2 e Y DG B A
o K2 BEE IR T A a) A S A A G AR G B
DIV . WREPEAES . 18P AR L R R R
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CREAFIERZE (R D) 2026 4 55 18 4 2 2 1Y)

l G — 5 O I R R A 25
@ D
_ BEY RS TR B ST AT R
' B RS2 4
- \ Claudin-1, Occludin, ZO-1 120-32 4R FRH
o AT,  WRMETERRE FEF, MUC2B> - A TR
BSH. bai, HSDH > Paneth U5 B VM5 M AL,
HXI AR R KB B R Y BTG CALD | R
it ( N
i | GAREIRBE | D CCHB M
“Clostridium ? PSS AR L R fe DAL
l Bk HEsAs | IL-1B. IL-6, TNF-aF}# - LCARB
ZUBURHEEE \ ' RAEBR - .
o LCA L3, ftbe
e ool SRR To LA AMEBAL UDCAN 5 FhA
Vetllonella mmw‘nsgéxgismm‘ T A R TR L TR
FXR-FGF19 | HEAFRE, i 35 PE o 40
e N B o
SR, KA | RIS TR R
BRmEEE . )
L JETHRA 5 B e . BKHEFE A1
FXRITGRSA 5 6 BRI S 15 RET MRS N5 S e
b e KA

A8

B2 MEEHSETEBNEEEREERRERNESIEH

TE: il R A T S BUIR T IR L 45

To-BiFR Al B AL A A R, R DR AR O s SR I AR SO R

WITERR T ST . B VR S RN S A8 RE SN R 1) B B T ZH I . MAFLD AR AR SE G 05 PE TS5 ;. ALD Rk PEAT95; CHB My i8 4 2 I fiT
4¢; PBC A EMEN N 4 s HCC A4 ; LPS MARZHE; TNF-o FMEIRSEH F o5 IL BN TGRS G MK
JRITRRSZ 1A 55 FXR NEJEHR X 22 0k; BSH MARTFEI/KIAES; bai JIHTTRRVE T3 ; HSDH MRS R &/ ; MUC2 AR 2;
Claudin-1 JHIE T 1; Occludin BN ; ZO-1 N EHEREE 1; FGF19 A igiiiiA K N+ 19; LCA JAHfR; GCDCA
JrHE RS EEHRR ; DCA NIEHIR; UDCA MAE:4EHR; CDCA il 4 1R,

T NHAE 98 K T A e s 4 22 s v B R oL
B PR RE R (AN RE T AE I . HIL S BU TR A
%) MFENRITIR LG To-ME L L e R
WE, IR SRR R (Ane
ARPERR IR e 9 T ) STk B A T AR
XoJ i A I s P 0 403 LA B BTG B 5 S i S L (il %2
i/ RE SR BE R F o/TL T ) 45 7 X ) Jin gl v
AL, WHUEHIEHA, JLFEGESE T
4 BEERE

A Y B 3EATE Wi 18 R S5 IR RS (R A7
TERFE ) PR 06 R A AR AR ER B T AE & B
A WpiE S, FEWEBAER T &4 BSH /S0 %
454 bal FFES S5 To-MEFEAL L HSDH 4
AN TR, DT BZE A A ) E 22 5 B
PRI 120 el e, ARYFER SORTaE S [ B
PURFRME . BUKPEEREE T) ) FXR. TGRS 453214
(ERE AL 0] 7B NS0 AN 7 R SRS ER N
BRI, i R ER AN B —AT
WHE R, MORERINT R K. ERHEE . B ITE
W RN B AR A A PR 45

ARV R, IR B i S R PR 2 Al A
PE, WAAFERR AR 225 . MASLD H IR RIS 2
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