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BE, ATX JE2—F W aE 1, HARIMEEIEEE D (lysophospholipase D, lysoPLD )
W, SRR R N WEIRTR (lysophosphatidic acid, LPA) [CHERE, LPA | {Z 4 M
TEAFMARM T, o EhE i SR ER 2D 6 ff G IS A (G-protein-coupled
receptors, GPCR) #54, & Mr(s ik, s SREZSMEmiEsh. KA
AEALmy, IMLCH ATX A LPA Jhi, ATX-LPA f7E£r4ife & Az i B b 45 A% 0 3Kl 1Y
YEHL, B IR AR TR . HATE AT 280 ATX S50 7645 Ml 27 44
PR HRAS 3] T . A SO A5 B 2% ATX-LPA il /e JIF£F 4 Ak i B FE AL . I ATX
KV TR B TN A (8L LA S ATX SR 5R) 9 O & S5 EAT 2538, B RE ATX-LPA Bl 451
o B S AR B S

KPR ATX; WIBEIRIR ; ATXWHIR; FFEFdifl; AT RN

Research progress on the mechanism and diagnostic value of ATX-LPA axis on liver
fibrosis

Bi Jian', Ai Guanhua’, Peng Weijie® (I. Gannan Medical University, Jiangxi Ganzhou 341000,
China; 2. Nanchang University, Jiangxi Academy of Medical Sciences, Jiangxi Nanchang
330000, China; 3. Gannan Medical University, Jiangxi Provincial Key Laboratory of Tissue
Engineering, Jiangxi Ganzhou 341000, China)

Abstract: ATX is a secreted glycoprotein with lysophospholipase D (lysoPLD) activity, which
is the key enzyme in the production of lysophosphatidic acid (LPA). LPA is widely distributed
in various body fluids and participates in various life activities by binding to at least six
G-protein-coupled receptors (GPCR) on the cell membrane to activate various pathways.
When liver fibrosis develops, the levels of ATX and LPA in blood increase. The ATX-LPA
axis plays a central driving role in the process of liver fibrosis and is recognized as a potential
target for liver fibrosis therapy. At present, multiple ATX inhibitors have been validated in
various liver fibrosis models. This review focused on the mechanism of ATX-LPA axis in
liver fibrosis, the diagnostic and prognostic value of serum ATX levels, and the development
of ATX inhibitors to explain the pathophysiological significance of the regulation of this axis.
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AR ST an M ges K R B AR R R, TR E
JHF 29 2 Ay PP A g o 22 i BE 0 DR T X &7
Ak 5y F WL AT SRS IS TT 2 AR R 2 1 ¢
B, b K AEZR—NER . SmEEESW
ST AR S AR Y, D RRAE R 41 i A
3 (extracellular matrix, ECM ) ¥ %% B 4 o &
DURR, XA UTRRRE IR TR RS IR w AR HL A R 5 1)
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fE. TEZLFEd, HFERANM (hepatic stellate cell,
HSC) 1ERAZ ORI AR, ik RS BOE, %
A BA KB . IR A A R 1 UL ET 4 4 i
( myofibroblast, MF ); XFifb )5 iy HSC 427 4E
ECM (1 =B 4NMR IR 70 R, FRE2il e I M
75 5 L A0 i A R AR AT Ak A T, E— 2 T
HSC 756 ECM it ™, DT Bl — o AS 167
WALy CRIEE-LFAEAL” IERRIER . ik, TB
B HSC TG A & U IR T 2T 4E A DG B3R
W&o AR E A E A R AT HSC 3T 5 %0
AL, JERHAR N AME ARG T 2R TETR
SRS, AH HEM 6= GEAE A 80N T I IR 4Tt
Heterrik U,

ATX ML TR £ R it /1l TR — T il % i
(‘ecto-nucleotide pyrophosphatase/ phosphodiesterase,
ENPP) {5122 —, X Ry ENPP2', ATX fig i T
A2058 R AMMIIG IR Loy Eg ik, IfpEk
MEZFHE A ™, J& ENPP GEI5ME— 1 /3 R H.
ELAG VBB BTG P ) 5 U2 ATX R B I
AESE KR LS AR TEARAK ( lysophosphatidylcholine,
LPC ) N IMBEAERR ( lysophosphatidic acid, LPA ),
LPA 45 32 U TS0 B i 20E % 2 5 & Fh 2k
s s, WGP E R, FRRGE. R R
45 5 U PRECHE 22 D JFF 2 4 A 58 3 8 R Bt i 3
ATX K I8, H ATX J2& B 20 ME—78 135 55
IRV A G T L AR AR AR SR A R U
R G 22 58 LT ATX KA R — o 8 41 4
Lz B S bR U TERFEF LA & A K
R, LPA RIEE HSC Y76 1k 15 3% 5 I 41 i L
AT, I LS5 E g i b s 4, ATX
i LPA K #EAE X — iR AR B FR o ATX-LPA i,
ATX-LPA Bli1F 2 5 45k 4 A TR JF£F Ak b 2 45
B OVERI G Sl e, HAENLERIOTSE . ToRhish &
AR IR T R BV T o
1 ATX-LPA 354 FHLl
1.1 JF4m fe i 45 3 3h ATX L3R FET&F 4ifb & 4
iR, Kaffe 2 U UFSE ATX B934 0 322 5 0 T
J e, Tl HSC 5kl HSC ¥ 4k 5% 1k 1 1) MF 5
LPA 1 R AME 553+, HA UK T ATX 7E4H
ORI EAL, AN flieF e 1k b il e b sz 4 it o3
W ATX Z il Jos U™, LPA 7E AL 4 i T B8 1,
IR, TERFEF 4k LPA 4 BUE AT A FRIFE
HAE S AN ATX B W R R &K . 7E
RAhszEG IR ERSEIR T (tumor necrosis factor,
TNF ) FUIE Z 4 il 5 I 40 i ATX ik 7E(R K

sEgG R, fEJI S ERE I A (concanavalin A, ConA )
WS T MK E S TNF A5 09 RVE A 5
SR NE ATX KT U SRR AT, ARl
g H B 4215 5 B F-1a (hypoxia-inducible factor-1
alpha, HIF-la) PP 7] 23 [ ATX mRNA #
Ik B FE ARG RS P IR Wi P % (nonalcoholic fatty
liver disease, NAFLD ) (¥, ATX i) b4 [R] #£
JEF AR, Ffamad LPA ] et 4 2 Af K X 7
21 ( fibroblast growth factor 21, FGF21) ik, Jn
il ke B

1.2 LPA I~ F 6945 5 @ % &  ATX-LPA fli /& i
it LPA 5 HFF M G H A2 44& (G-protein-
coupled receptors, GPCR ) 454 #01E T UiF {5 5 18 %
REBEERR. HArc %k 20 6 f LPA Z1k
( LPA receptor, LPAR), H4i7h 2 KEWK, 4%
W 2R 3Z 4K (‘endothelial differentiation gene
receptors, EDG) Zj% (LPAR1, LPAR2, LPAR3)
FHE EDG %% (LPAR4, LPARS, LPARG) ™, 7EfF
YA A S L B LPA 38 5 00 AN ] 145 538 %
F Z 4§ RhoA-ROCK , PI3K-AKT M b /f K
¥ B (transforming growth factor B, TGF-f ) -Smad
W, RIEARFER .

1.2.1 RhoA-ROCK i ¢ LPA 3 ZLif i RhoA-ROCK
it HSC WyWc4a FiT % . 1Esh Py e g Fxs A28
FHOLEE AR IESE T 08 M I A i ATX A
Fik AR LPA ik LiE ®, LPA 14 Rho/Rho
P4 it 1) iR 20375 3 590 AT 4T RhoA-ROCK il i 24,
HSC - AF7E47E 1) LPA 24, 5 H A -F- 3 40 A
AR RS, LPA /E T HSC i, Houlledi A £ 2
HI 45 25§ %, 1 J2 i RhoA-ROCK il j# /i i
i 1 5 JLER 25 (8% (myosin light chain, MLC )
R Ak 51 B Wi 4, 31X A 4R AT 4 ROCK 411 4l 571
(Y-27632) il *, X ol w2 W LPA if ] G
Z: 53 s i 2Okt B . HSC BYiER AT F£F
Yefny & e B OCHE 2L, M| HSC [a] RAE FR A 1Y 1T
B ] B 30 A B B T 2 Ak RN 1 5 — A 80 12k B
Sl A, HSC #93E % 14K 6t RhoA-ROCK
WIS, LPA Al i 7% RhoA-ROCK i 3 HSC it
B, XAk a7 Hi /R (ROCK Ml 5] ) DLk AR
e =M, IF He ] SR BB (L LBk 2 5
%% ( phospho-myosin light chain, p-MLC ) AT
P8 1, R LA 58 3 T RhoA-ROCK
XF HSC iE B 52 m, W7E TGF-B 571 KB HSC
H1 RhoA I /K T-PesE T HAE B /KT 5 7E il
INHR AT A A K I F (platelet-derived growth factor,
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PDGF )-BB 5 3 i) K il HSC iF:#% 1 RhoA i i i
PN B A AR AT B B I 3 o 9T
RhoA-ROCK i %, #: ROCK 4% MLC M %
M (moesin ) W21k 5% L HSC [WiEF, ROCK
PR Y-27632 W] i ERHWT LA wERR (bt R, (T
B 20 M BB 150%™ B LR EHI4M, RhoA-
ROCK 7E 15 HSC H BRI Tt B G E
£ PDGF 5 S W iFerdiferh, wzlsh Y dmnes &=
#4 H ( mammalian target of rapamycin, mTOR ) HJ
i 1 B ROCK 38 2T 4 Ak 40 i o 1 il e i Y5
E 44 L P8 T J7 1, © %0 LPA AT 3 5 00E RhoA-
ROCK il HSC MR T, Ik s 2 e K 4 ifg-3
( cysteinyl aspartate specific proteinase 3, caspase-3 )
2 ROCK K FEM, X Pt RS MLC AY#E
ﬁﬁ/ﬂ: [24,32]O

Zi b, TERFETYefe & e ad # v, ATX-LPA %l
i 131 PG RhoA-ROCK 34 58 HSC A9 it 4 i % Jf- 41
HIH VR T, ATX-LPA %l 20 2 B P o v 24
FE T HAERFEF e A b iR O M7, AHE BEA i 33
I RhoA #R2IH HSC (iEA% B, H L4 % RhoA
AT e R HTE K
1.2.2 PI3BK-AKT il ¢ 7E52 51T, LPA jd i
BIK Goi/oBy H FREL GBY —RIK, 454 PI3KY HY
p101 P95 0% PIBK-AKT % 2, 1208 i
TENFEF AL T A% O A . — 5T, 3K
RIESN, SEEEGPEAML . FORIEA 15 51—T07
I, DACAAE RS s 5, A HSC my3sE . I
-5 A WS AL G 2, SERESN A4

HoE, MWEAREENIRRE , A2 M i i
OK Bl £F 4k Ak 1) B 05 LPA 300 PI3K-AKT J&
A fE 4% A F-«xB ( nuclear factor-kappa B, NF-kB )
N0 L S5 v R O 4 B HAZ % 05 B0 ) NF-xB
— )7 75 S B A e e ¢ MBI A, O R
RBP4 TNF-o, [ 40 14 %-1P (interleukin-1,
IL-1B) 4%, D5 —J5 1~ Vit A A P iR 34 5 0
1% % K v ( peroxisome proliferator-activated receptor
Y, PPARY) WIPLARIE R, XIE AL T SEAE 1 1E 1t
FREL R RAIEAG S, i HSC 6 A $2 IR 22 ) ) 3
55 P, geAh, WAy HSC iRl i H [ B
NLR ZJ% % pyrin 25438 # H 3 (NLR family pyrin
domain containing 3, NLRP3 ) RJE/IMAHE I, r=4
FHor I B (R ST YL T IL-1B8 & TNF-a.,
TE B A& AE FNET 24 A fa) 1 SR AR 38 B2 FERFEEI &
SERIECT, HSC 38 78 2 HOE Ab 1 A B4 3R LA
S5, HARSL R AAE FEOE HSC BG4 1Y 3 229K 5)

CREFIER A CRTRR ) 2026 4F 55 18 % 55 1 44

71 %9, PDGF J& HSC f HLiG PE M 2 3 5 7, 7
Ak () HSC 7T 38 #1430 PDGF 5 1l /MR A7 A A K
F 3 1K B ( platelet-derived growth factor receptor
type-B, PDGFRB) #5%, ‘5 LPA I [d] 3 i PI3K-
AKT DAL (5 S Ui ), 2ok fkmh & 8
F1 2 (mitofusin-2, MFN2) #] i o 41l il PI3K-AKT
O el T Y5 i e e A S 1 [ 2 O o S =
W U2 52 ) HSC A73 . TR £F 2 fb 0F 72 e 15 100 5
PR, TEUHT T TH, 36 K 2 PN R S
PRI ——TE A rh 38 B B TS 2 R BT
-4 B 24 M itk 98 -2 F£ ) (B-cell lymphoma-2,
Bel-2 ), LM Bel-2 #H ¢ X 1294 15 & 1 ( B-cell
lymphoma-2-associated X protein, Bax) Jf # 1%
caspase-3, M JH-40 JE 8 T2 3F E — 20 fl & HSC 1%
& ™ TiifE HSC h, WEAKAY AKT Al ] Bel-2 AH
FYNMIBE T3 87 (Bel-2-associated agonist of cell
death, BAD) AUBEERfk, M55 HAR B T-6E F1 9,
FERAET 5t T, NF-xB [0 0wl A 200 i HSC
TS, XL 4ERE T HSC MFF S 35 R s @,
FEH WD T, EANE BERT S HSC T fb Ak RE Y,
JH 05 TSR B i) LPA -9 AT J#3% PI3K-AKT-mTOR
g AR, [FRE,  ARAE It 2 R HSC /Y
A ) XAELF YL R AT Ik R, R AT
Aefbny & Re, HSC RyRem PN N [ W A pE IR
1 B, HLRRSERY A WEPD A 2 T30 HSC iR
R, SRR E A A A W R 8 2 3 BRI
RN, Z56 RIERIET HSC 3 MY IL-
1B, 2AEdEEZ HSC {1k, Il g e sy Y,
Zi I, 1E ATX-LPA Rl A9 PI3K-AKT i f#
o, RAEEZGIRSN T, AT HAREK S HSC YA,
B3 1G5 i i O SO i L O B 1R e 2 NG
FE SN, FE[RIAS BHE S AR AL SRR . PRI,
8 Im) ATX-LPA il 119 52 B2 T T8 B A% O X A
5 7E [ FUAR A RE IR BN 300 S i Al iz o
1.2.3 TGF-B-Smad i TGF-B 5 HF£F 4k b 25 VI AH
X, BOANEREBEHMRGHEMAFZ—, L6l
RIAERE, AR T TGF-B 4ribstin, 5
[ RIS B2 IR ) R E GG, ZE G
PR AL 7% Smad 2. Smad 3, Bf)J5BEM2 LAY Smad 2.
Smad 3 Zy (v BN A MIA% D, GO EL AR ] Ui A
Jot sh AR BT R TR IR & ) ol B8 ( collagen
type | alpha-1 chain, COL1A1) Hla-SMA f7&3k 5251
£ RhoA-ROCK Fll PI3K-AKT i AR [A], ATX-
LPA JF AR5 TGF-B-Smad i i, 1 5H 2 A9 /&
WRAR S BIPEH, BN LPA B B35 5 A 16 1
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() TGF-B 4, B 22 (1) )& 30 18 J] 3 HSC 433 i 4
J& 25 11 ( matrix metalloproteinase, MMP ), MM
SR TEIRE TGF-B KRB fR LT dE AL iorss B4 i
A, ATX 05 79 45 11 55 15 - 4 34 B A B 1 TGE-B
X} Smad 9 3G, H i TG SC K UE 5E LPA 1] S 5
Smad FIERERR L. Hu 28 PS5 IT & 1) ATX 41 5
(UDCA-ZFEWEREZALY) ) v A R TGF-B i/
S HSC 1 W2 1k Smad 2 % W W2 1k Smad3 7K -
FERIHAZ R (2RI A TGF-B B4 ),
FEECM ULASZBH, UESE ATX 30l 551 o] 3 5 41
TGF-B-Smad il i &P T A 4EALAEH -
SRR, Fi® RhoA-ROCK., PI3K-AKT
J TGF-B-Smad il B I AR AT 24, W2 17—
ANFEAET 12 28 SO IS RS 25 IR 45 I &%, SR [A] iR
ATX-LPA S By £F 4 b {55 (| 1), 156, PIBK-
AKT B 705 T RODHXAL . HAE A REIR B S AE
B, A HSC MG b A A bE, £ HES RhoA-
ROCK i i Py [ 34 58 HSC T #6661 B7, It 5
TGF-B-Smad i #% I 5l X 1] H. 8 PI3K-AKT A
a2 P TGF-B 50 W 1455 HSC X TGF-B 114 gk
Pk, 1 TGF-B X feS itk L J# LPAR ik, MM

JHF4 g A4
ATXT
%ﬁ@ LPt\T
(moarock) €% \\l4
® e

.gl%_-\l‘.

33

{;F

K LPA (IR EFdifbsiony ™ Hik, RIES SER
“BrE”: PIBK-AKT 38 B OK 3l 1% M1 7 3 41 i AR
b, HREEBE TNF-a. IL-1P 25 40 i [, 3 s6 A
T AAAE EAEGE HSC, e —Eom b bk i
BTG Bl o X TR 223 % ] 1 28 SCPRE T B T 1 I W57
W, R ORI 4L s BE(5 5, 15 ATX-LPA
HhHRENS BRI S IR e R A S R R

1.3 FFIEMER3E £ % 75 W] ATX-LPA fili 5K 2 JiF
YAy T3l L, SR B A 4Ry
KA R FRAR S T I 240 B 1) A9 A ECAE L an 4
M. HSC. fyzediffl (JFE R4l ) 5%, ATX-LPA
LIPS e R b N GO SR L I ERed /PN
FRGVELT AR . AN B o b - Rl S A b
(‘epithelial-mesenchymal transition, EMT ) 3R753h4F
e R, T AR S £ Ak 1 & A R kR B
HETRHMERE. MRS, FiEEARE
0 ERLL S B RE AR I RIR RN, X AEIT AT 4
b & T R TR bR HSC IR AL AR 55— et & P,
Zahmatkesh %5 ' 33 53 1 & 14 S0 JIF £F 4t A0 45 70 %
W, IEAkAY HSC i3 TGF-B-Smad i B S 40 i
KA EMT, Ik, 454641404 KT (connective

Wk TGF-p
MMP TGF-B-Smad
1EHETGF-B » ® ol e
1 gy

FFSE B 4a i

1 ATX-LPA 3813 & B15 5@ AR AT 4L BB B
I ATX Jy Autotaxin; LPA Jyi#SILBAMRML; LPAR Jy LPA Z2{A; MMP N4 I8 i FRE; TGF-B AL IRINF-B; TNF-o yiE
B F-as TL-10 9 FIAIEA 3R 105 NF-xB AR T-kB; Pl Sk 7 10 F £ 5 A 4 W et A 1o
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tissue growth factor, CTGF ) 7% Bt RE 175 51T 41 it
EMT., {HfEREME, 2 TGF-B AbFHAY HSC &2
HE CTGF By 31k, 1 LPA 1 B #:{%E #F IF JIiE CTGF
)ik, TGF-B 5 LPA Al 3@ i X AL 0 R
FLEEVEFAIIE EMT, 4S8R ECM T
FRLIOVSTHFAN A EMT AR % HSC AH B AE FH 2 T
2 et BE ORI B IR S . A, FERFEF 4
it J PR T I S e O SR (R T, X R EE VR Y
A2 U FE B2 5 W 200 A P st A P T

JHF JOE 5 00 200 2 — o o5 85 S U 1) 2 200 Y
i, RN . Bt R AR Ty 1 ki 2
Fhie. JFREE WEdn g nr 42 M1 BRI M2 B4, 7E
JHFEF Ak 5 i 11 1 J AR b B WEEAE A s s
M1 U= A RAE ML R -, T M2 BJE S RAE S g
M LEE, M1 BRI M2 B 1 2 452 5 1T 417 44k
(R ©Y FEIFR G I B B, BBl U
(R PRAZ e I R T2 B, ARG bR PR
WEANG (322 M1 RIS AR ), FoAfE R e 4F
AL ANH R U H A% 6 (interleukin-6, 1L-6)
U TNF-0, 22 J S8 00 B W20 i i s el (3
PIM2 Bl ) AR R, EgniEn£ 10
(interleukin-10, IL-10) F1 TGF-P'*™', B % AT £F 4
AR, B W i 2 A S 3 M ) M2 (Y SR %
Asag (M2 HeBITHE ) 9 M1 R AR T et
HEAE LPA f 4335, A LPA 7T i35 PI3K-AKT,
AT AR 2 T 200 i i) M2 AR Ak P M2 Y
Y 253G TGF-B iy 53ih, ek HSC Bk .
Bl LT AL R, M2 5 [0k 200 i 4 B 1 T8
WHIESRHOUZ A A M e DR A Ak, DA N 12 MG
ARV TR Z IR, X —AR bt Ay Bh T8 Mk
FORFLE ) e ah, M2 R I 40 i f 4543 W MMP
AL E ECM Rfi ™, L, #5 5 EEsmd M2 B
WELMARL, S I AT e 2 BELAS£F 4 A )35 .

DI, ARSI A5 Al 5 i I 2SR vE T 751 LPA (55
SRV B A M AR Ak, T S B AT A AL e
5 RS ME T AUA T — 2 0k, (H 0] 2,
ATX-LPA il 5 5 05 248 i b AL A7 76 10 A0 S M R F 57
HHE TR
2 ATX WlERIZ BN E

ATX-LPA {555 138 o 006 AN Rl el % 5 5
WEF AL IR ol . o RO RRAS TA Y, 2
5338 I A I PRAN B e 2 Nz LA 2 JE A2 W, kS
YE S B AT S ST T, BRI R A2 BR T RE
A 25 TSNS W Bk e, AR 8% 3% R A 0 i v
ATX IR 1EFE R — A48 EL 0 7 %) T A T 2 4t
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bR, ImPRBAF (208 1] ) BFFTUERH, 174
ATX K5 27 4 b ™ s 2 B A M e (B
r=0.635, & M:r=0638, P¥ <o0.001)", B
H OATX @il Kl 7 ik ot 8, Ha2 Wisi e i i
A G TR R S RS Tl AL/ EE SR8 8 (aspartate
aminotransferase to platelet ratio index, APRI ), {H
FEAF s 0 75 22 B A E e i M i ey 17, 7
A dife R fE v, I ATX /K FE 2T 4 Ak
Je R a X BT, H S5 4E{ 53 (METAVIR
PO ) BB EIEML (r=0.72); {HAAFENE,
R ESWINE ATX K s T 5, B
TEFI~F3 W4 itk —HE E2R AR ITFE XL
(P <0.005) ", %tF=F2 WML 44k, 103E
ATX K-z iRk ge [ 5218# TAERRE (receiver
operator characteristic, ROC ) Mk F L. 0.810,
95%CI: 0.775~0.845] 5 5L HESE 3 P Mac-2 45
&4 (Wisteria floribunda agglutinin-positive Mac-
2-binding protein, WFA'-M2BP ) (ROC #h4k T X .
0.812). NT£r4efk 4 A T458%% ( fibrosis index based
on the 4 factors, FIB-4) (ROC ik FirifL: 0.783)
FH24, HAET Forns #5841 ( Forn’s index ) (ROC (ffi
LM 0747, P<0.01), fEBMEHEE TR, 1ML
I ATX K2 BE DL 3By 28t (ROC T2k
AR 0.861) " H IR, IGI7 R T
M= F2 WA 4 L s ATX IR SHE, PR
M 1.1 mg/L, LtEHFE R 1.7 mg/L", 3R HAE I
PRI FH A bR A B S P i 25 S Bk
RSB E R S E R, teah, i
5 ATX WG PR 1 nl REFF AR T 7 B AR A F5
br, TAET 5 ENTG N H DA AR ) 2 G
WA Takemura 25 "1 BF5E R WIS ATX K-
S A PN A R 9% B (hepatitis C virus, HCV )
YL A AL PEAS . PUWERRIT S, I ATX
FKAEXT F4 BRAc PR B A Tl a2 71 (ROC HHZE R T
Uk 0.86) T FIB-4 (ROC M4k T i fLk 0.72)
S APRI (ROC &k PN 0.78 ). 5 A2,
PR TR IRIT SRR TS ATX K, HAEIL R 4L
S B 2¢ W 2 (sustained virological response, SVR)
J5, I ATX KSEFN L detb s A RE 1 R R,
PRI I 5 2% T ST BOR B VR YT IS 9 BT ATX
I S BB R T LG ATX 7K I PR N FH A9
PR I ATX AP R I A AR A Pk
i TESIR B A IE 5697 THUN, Haz W
o S ASAHE, TR R B — [ bR . 3k SR EH Il
1 ATX KA E T 54 KU PPAl, AT
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YR WG Y7 e 1 1 S AE Y eEFa b, Ak, TEST
“E Ak [a] BT ATE ( fibrosing interstitial lung disease,
F-ILD ) FIEF 4854 3 sh ke (fibro-calcific
aortic valve disease, FCAVD ) B3 it L3 1 I
B ATX KF LM B 77, 3R T I ATX
AOER IS =Pk SRR A WFSTIE
SE, I ATX 7K 7E 22 B A 2 A0 AH 5G9 rh 3 ki
PR, PRIt 2 X A A e R e . X — R
BRI T AR5 I 248 B A Ak B 2 Wik
PEo B, FENGRSEE, Xl ATX KP4 )
T BES G BB WEIRIEIRE 5. DR T
IMIE ATX ACEAEPE S o i) 22 A n FH A E

L3 ATX ZKF-348 AT FH 7 F0000 JH A 05 14 3/
— 06} 59 BTG ATX /KF-=1EH%1H 2 5 atgdE
BE BRI, H 10 4R DT R A S A A 2
J AR ATX ACFR 8 (P <0.05) ", —J3
BEXT 270 R AL 8 5 BT RE R AU RS R
T ATX 7K BEIE S22 8 38 3K S A A7 I ik 37 93
M F (ZFFE Cox [mH4HriH % J5 HR = 0.481,
95%CI: 0.285~0.813, P << 0.01), H:5m (AL
TARRS . ZORIIFER (model for end-stage liver
disease, MELD ) 1434514 Gi 46 b ", 78 55—
BEXF 233 o] J e MR T PEIE A4S & (primary biliary
cholangitis, PBC ) FlJE A HAE LIRS 48 ( primary
sclerosing cholangitis, PSC) H 3 19 A BE P BA 51 4F
g, M ATX K- [R) R B E B B A 355 5000 A
., ZFR LM, =ACEILE ATX J& PBC &5
T/l 5 A 2 s RS (R At Sz F 0 R ( 23R
Cox [BE TR 5 HR =3.87,95%CI: 1.40~10.70,
P<<001); 7 PSC &, R/KFIE ATX W55
T B RS AE AU i 538 A OC (BRI ZR Cox B 43
Br HR=2.63, 95%CI: 1.30~5.40, P<001), 3£
FEHAE iz AR A A B br s

gi b, M ATX AKCE s R E I F SRR
izl TR, m7ETHAE N ZIRetabs, %
TR LA . RIER AR, BRmE, ol
FHF: OS2 511 51 5 2 1 L2 AR i 4 55 12
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