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Prognostic factors of hepatolenticular degeneration patients with decompensated liver cirrhosis XU Yayun, YANG Renmin, FANG
Mingjuan, et al. Department of Neurology, Institute of Neurology, Anhui University of Traditional Chinese Medicine, Hefei 230061, China

[ Abstract ] Objective To investigate the prognostic facters of hepatolenticular degeneration (Wilson disease, WD)
patients with decompensated liver cirrhosis. Methods Clinical data of 67 WD patients with decompensated liver cirrhosis
admitted in hospital from October 2012 to December2015 were retrospectively reviewed. The general information, biochemical
index, complications, Child—Turcotte—Pugh (CTP) score and End-stage Liver Disease Model (MELD) score were compared
between the fatal patients and survival patients,‘and the factors related to prognosis were analyzed. Results There were 16
patients in fatal group and 51 patients in the survival-group. Albumin (ALB), cholinesterase (CHE) and serum sodium in the fatal
group were lower than those in the survival group. Body mass index (BMI), total bilirubin (TBil), prothrombin time (PT),
international standard ratio (INR), blood ammonia, hyaluronic acid (HA), ceruloplasmin (CP), CTP score and MELD score in the
fatal group were higher than thosesin‘the survival group (all P<0.05). The ascites and hepatic encephalopathy (HE) were more
likely to occur in the fatal group (P<:.0.05). The CTP classification (A, B, C) and MELD score (< 5 and >5) were significantly
associated with the prognosis’of patients within three years (all P<0.01). The COX proportional risk model analysis showed that
TBil, CHE and HE were.independent risk factors for the prognosis of WD decompensated cirrhosis (P<0.05). Conclusion The
high TBil level, low CHE level and the presence of hepatic encephalopathy indicate poor prognosis in WD patients with decom-
pensated cirrhosis; the CTP score and MELD model can be also used to evaluate the prognosis of patients.
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1.1 %% BEEL 2012 4F 10 H & 2015 4F 12 H L #h
[ 24 K A i 2 g 2 i 53 e B s 5 B A3 B i) WD iRk
RAREE B3 67 1], Horp 53 36 ], % 31 ] 4F#% 9~61
(27.99+11.19) % ; i A B RETT 2 2018 42 10 H 1 H,
HR 8 100 17 D0 B8 35 53 A 20 (51 ], 76.12% ) F1FE
T2 (16 11,23.88% ), “F- BBl U7 46.5 1~ H |, e KA A7
72.0 ™ H o GIAFRUE : LG PRI 5 % K A iR 1210 WD
JFREAL R ARAZ I BB 5, WD B2 Wibs i 2% 2008 4F-
TR IR 24 22 P 220 4 43 3 R 018 A0 2 4 A Bl e i 2
HRATHICWD 192 B 51657 48 /)2, JFE AL A2 0]
PIZWT S5 OR BRI R BG T Z0. HEBRPRIE: (1)L
BRI RERIER WD B () /IFA B4R
PEPEIF ; () EIFA RN HIV R A (8] ) 2y
VI

12 i BRI IR TR, 45— ORE AR
Jo B R A () A R SE G e bn IE R SR, LA APk
B AE#E BMILTBIL, 2 (4 (ALB) | JH 6% & i (CHE ).,
PT | [ PrbrfE LB (INR) | L5 89 | L2 27 48 AL Fa 45
(HA) il #8111 (CP) SIF A 46 rh A5 i L IE Ak (28
JEACE A RE 153 HT 500ml LA ) FFPERKH% (hepatie'en—
cephalopathy , HE) 8 £ 48 | I {Hf0iA H iA JE 2 5, 8
1 REERH T Child=Turcotte—Pugh (CTP ) M K K
A Y (model for end stage liver disease, MELD )43
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{8 ,MELD 43{& = 3.8xIn (TBilpwmol/Lx0.058)+11.2xIn
(INR)+9.6xIn( JJLETF mwmol/Lx0.011)+6.4x(J55 [H2¢: AHH
TR B M AR AL R 0, HoA R R A 1), Herp CTP
G31H 5~6 530 A 9,7~9 430 B9, =10 53 C 4, 4%
MELD ZME4 R <5 AR =5 54, i mATEm &
GEXTTF WD AL IS AR 3 4F 3 () I RACR s b A )
RERZIR AT RN R RN Cox LB XUESARAL 13 R
M WD JH-RE A 2 A0 £8 38 33 f g ARGk ST fias s PR 2%
1.3 Siitefab B SRJH SPSS 21.0 B A4H4e T, AR50 A
FTH SR D e, ALIA] HLBCR H RS A ¢ K
B, AN R IE A 3 A 8 25 R 5F i i BEORER
Wilcoxon BRI ; THECH BRI G ER , Z &R A7
SR Cox LU XS AL THFS50. P<0.05 25
EENES -9
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2.1 WALERHE MR A EREUTSS AT, 67 B
WD JHE b S A QA ) B8 35 A7 T 51 91(76.1% ), 38T 16
Bl (23.9%); fAIGATS 27 6], Zc24 5], “FI4ER
(26.7111.43) % ;BET- 4 5 9 i, Zc 7 1], P-4 0%
(32.06+9.62)% , R TG4 L (¥ P >0.05) ;£
Wi ZH BMI A (21.90+2.71 ))kg/m?, FET-41 BMI Jy(24.25+
291 kg/m?, ZF A 41T2#E L (P<0.05).

2.2 WABEEMISIRILE A4 ALB.CHE Il 7
PBIBIET A, ERWAgiFEE L (¥ P<0.05);
TBil .PT.INR . . .HA .CP 5 5ET- 411K, 2 F 394 4 it
2 (¥ P<0.05), 1M 1,

R MAEHAACTORER L

2151 n TBil(pmol/L)  ALB(g/l). CHE(U/L) PT(s) INR NA(mmol/L) 15 (pg/L) HA(ng/ml) CP(mg/L)
G4 51 303+174 34266 3056+1293 16.7(14.518.1) 14+04 1398+2.6 338+208  221.8(98.7,370.5)  80.0=45.0
BT 16 63.5+285. 28.4+43 1915+583 18.2(164,21.3) 1.7+0.5 137.2+28  52.1+23.1 386.2(318.9,620.5) 107.8+39.3
/AL 32.127 10.7 11.612 -2.486 4.410 12.252 8.958 -3.029 4910
P{g 0.000 0.002 0.001 0.013 0.040 0.001 0.004 0.002 0.030

2.3 W E I KA .CTP JME \MELD S E A
A DL R R OK S T A v 4L ) HL A 25 S A G2
EX(H] P<0.05) ; 18 5 AL W AL H 1 4 41 8] o 4t
2R 22 55 (¥ P >0.05); i 48] CTP 43 {E \MELD 43E
SRR G EE R (B P<0.05), L3 2,

24  CTP 434} MELD S3HEXT T WD A4k R A G £
BETMME I CTP 2% A 24 .B 2% .C HEHHEE
3 AEPURAER TN 0.00% . 7.14% 48.00% , #3450
iH2F 3 X (x*=17.086,P<0.01) ; MELD P43 <5 43 F1>5
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ST 3 A NIRAER ST IR 12.50% .47.06% , 25 5741
Giitefa X (x°=8.872,P<0.01).

2.5 WD RN TG E R HA T aEs
S0 A 7E R 1Y [ 2% (TBil L ALB .CHE . PT . INR . I35 4 .
% HA .CP, "85 h FIEK . FFPERGHR . MELD 43
B .CTP 43 E )44 A Cox #AI, 45 /% TBil .CHE | i
YRR R 5 M WD TR RS Ak 2 A0 A i 57 fa B R 2R
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* 2 PHBFIFRIE .CTP /B \MELD 4MESCR
21571 n AR A EK[n(%)) B (% )] HERE 5 [n( % )] IHAE R (%)] CTP /3ME MELD 43{&
FETEA 51 14(27.5) 14(27.5) 9(17.6) 11(21.6) 8.1+23 14+4.1
ST 16 9(56.3) 14(87.5) 6(37.5) 6(37.5) 11.3+1.9 6.0+4.7
X1 4.481 18.053 8.854 1.632 26.300 14.356
Pl 0.034 0.000 0.096 0.201 0.000 0.000

R 3 M WD FREL AT Cox HUBIXUS AL 734

AR i B SE  Wady*{d P RR1E 95%CI
TBil 0.047 0.012 15838  0.000 1.048 1.024~1.072
CHE —-0.001 0.000  7.544 0.006 0.999  0.999 ~ 1.000
FFPEIGRG  2.298  0.805 8.156 0.004 9.954 2.056 ~48.180
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ALB B9 EA U TBIL A CHE
BN ILAE 5 e AR A A R U5 7 G, Il T
IOV FREAR, AV 2 35 R 3 e, TS 8 2% . ILE Na
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