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Analysis of Serum Lipid in 73 Re-admission Patients with Wilson’s Disease

LIU Aiqun, YU Qingyun, XU Zhuli, et al
(The First Affiliated Hospital of Guangdong Pharmaceutical University , Guangzhou ,510080 , China)

Abstract: Objective To investigate the characteristics of serum lipid metabolism and its relationship with liver

Methods

healthy volunteers were subjected to the examinations for serum lipid profile, including cholesterol ( TC) , triglycerides

function in re-admission patients with Wilson’s disease ( WD). 73 re-admission patients with WD and 40
(TRIG) , high density lipoprotein cholesterol ( HDL-C) , low density lipoprotein cholesterol ( LDL-C) and aspertate amin-
otransferase ( AST) ,alanine aminotransferase ( ALT). Serum TC and TRIG levels were detected by enzymic method , HDL-C
and LDL-C levels were detected by direct measurement, ALT and AST levels were detected by Reitman-Frankel methods.

Results Re-admission patients with WD showed lower serum TC and LDL-C levels than those of healthy volunteers (P <
0.05) ,while there was no significant difference of HDL-C and TRIG between WD patients and healthy volunteers (P >
0. 05). Patients with hepatic and neuropsychiatric symptoms showed lower TC and LDL-C levels than those of asymptomatic
patients (P <0.05). There was no significant correlation between AST, ALT and the decreasing of TC and LDL-C levels
(P>0.05).

phenotype. To detect the level of serum lipid may play a key role in monitoring illness condition of WD and preventing the

Conclusion Dyslipidemia can be found in re-admission patients with WD and associated with the clinical

complications such as dyslipidemia.

Key words: wilson’s disease; serum lipid; liver function
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Abe WD & 2R AT i8S ST D RE AR O 2 A, R
WD B LS 1 s MRS PN RER G A

1 RREFE

L1 x& L2008 4F 6 H ~2013 4 12 A YifE
IR E R — W E BE B 2 N RRY 73 491 WD
ABEE I WD 4, H 5 40 4], 4 33 i, 4FieS ~
55 % (F121.31 £9. 14 %) Jk#E 0. 02 ~20 4E(°F
#5.92 £6.20 4F) , LI 2012 4 M 50 44 f
PR 3 Ry %o BREH b 55 28 44, 40 22 44 AR IRS ~
52 %(19.81 £7.12) %, PHALAFREFIVE I W LE HE
B, ZERTREN(P>0.05) , LA, iAW
FEXSAR 3 AN T N R T PR | Ay 0 o] 590
REGM)55

1.2 FHikx WM REREE (12 ~
15 h) SR RTE K0 5 mL, 2308 F 5 E S, 55 i
o R EHEIE MAGHE A5 . SHEEE (total choles-
terol, TC) , H it =i ( triglyceride , TIRG ) ; % F H %
0 5 v %% B g 28 1 IH [ B ( high-density lipoprotein
cholesterol ,HDL-C) K% i85 45 A AH[E % (low den-
sity lipoprotein cholesterol, LDL-C) ; i FG 2K il 7] 4&
R IR B H 5 % [ (aspertate aminotransferase , AST) |
NA R R L4 # 1 (alanine aminotransferase , ALT) .
IE B ARIE IR R R I3, 23 I B ek
PR R TCRE AR = R AL

1.3 HEIE SRS BE R T+ bR
E2, 1 SPSS 17. 0 guit B it geit 22 04, Herp
TRIG \HDL-C HUF SRR RO AL IE 25 0 A 5 247 4t
T 0T HHECPERER SR SR RT3, 3

B ORI REA BB L AR ¢ KR, 2 RE A SO
W ELBER T Dunnett 7577 2253081, LA P <0. 05 S22
S EA WM,

2 % R

2.1 FMANERERHEILER 1E X B4
2 BRI 7 K 20k 4.00% ; WD 4L IG5
W28 i K Rk 38.36% , i T IF N HR L, 2%
S BENE( =4.12,P< 0.01),

2.2 WAMmMAEKFMIEE  WR1 PR, 5EF
TR A L B, WD ML TC, LDL-C BJFE (P <
0.05), 1 HDL FFEABE (P > 0.05),TRIG #1E

WX T (P> 0.05)

F1 WAHEBEMASEREEE (mmol/L)

25 TC HDL - C LDL-C TRIG
WA 4.4320.73 1.38£0.29 2.47+0.68 1.26 +0.31
WD 4l 4.08+0.95 1.37+0.34 2.09£0.74 1.30+0.28
8 1.210 1.052 1.547 2.241

P 0.025 0.051 0.011 0.062

2.3 AEIGEKEE BEFE, Fib  MASKATINEE
1 N2 FoR, 0 AL KORS s 45 20 AR
5 J0 0 R B R R R AF % HDL-C | TRIG  AST J
ALT [0, 2R TR EME (P > 0.05) ; 7 K
FEA 7 A BB B O B B R R (F =
13.068,P =0.010) , 3 TCAEAR T B TC FRE(F =
25.032,P =0.012) , B ICAER Y 35 LDL-C T %
(F=11.052,P=0.025) ,

®2 FRHGE MEBHRHESTERKEEERTUERA LR

Ei oy Jedi R 7Y S o1 2R e 5 T8 F P

RRAEME (y) 14.32£2. 11 15.41+2.75 16.09 =1.97 1.057 0.061
FREE(y) 2.80 +0. 12 5.94 +0.76 6.01 £1.02 13.068 0.010
TC( mmol/L) 4.90 £1.03 3.72+0.97 3.19 £0.57 25.032 0.012
HDL-C( mmol/.) 1.450.23 1.38 £0.36 1.41 £0.196 1.635 0.085
LDL-C( mmol/L) 2.79 £0.75 1.87 +0.61 1.78 £0.55 11.052 0.025
TRIG ( mmol/L) 1.55£0.21 1.46 +0.29 1.85 +0.54 1.708 0. 100
AST(U/L) 36.31 £4.13 66.57 £6. 14 32.76 £4.21 1.567 0.065
ALT(U/L) 27.32+7.27 53.87 £9.75 34.13 £8.77 1.172 0.081
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