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Dynamic Observation of Zinc alpha2 Glycoprotein
in Mice of Non-alcoholic Fatty Liver Disease

XTAO Xinhua, LI Han, YANG Jiaojiao,et al
( Department of Endocrinology ,the First Affiliated Hospital, University of South China,
Hengyang , Hunan 421001, China)

Abstract; Objective To establish a nonalcoholic fatty liver disease model induced by high fat diet and observe the
dynamic changes of Zinc alpha2 glycoprotein.  Methods All of 48 C57BL/6 mice were randomly divided into high fat
diet (HFD) group and standard diet( SD) group. The serum IL-6, IL-8, TNF-a,IL-1B and ZAG were assayed by ELISA
kit at the 4th, 8th, 12th and 16th week. Hepatic triglyceride content was detected by ELISA kit. The liver tissues of mice
were stained by HE. The mRNA expression of ZAG in liver was detected by real-time PCR.  Results Compared with SD
group, the level of serum TNF-a was significantly increased in HFD group from the 4th week (P <0.05). From the 8th
week, the weight gain, liver index, hepatic triglyceride content, 11.-6,11-8 and IL-1B were increased gradually (P < 0.
05). The mRNA level of ZAG in liver of mice induced by HFD was gradually decreased from the 4th week (P <0.05).
From the 8th week, the serum ZAG in HFD group was decreased compared to SD group (P <0.05). Conclusion The
mouse model of NAFLD could be successfully established with high fat diet. The low expression level of ZAG in liver could
be associated with the development of NAFLD.

Key words: nonalcoholic fatty liver disease; Zinc alpha2 glycoprotein; high fat diet;  obesity; mice

YRS B #:2013 -01 -18

EETH : HE QRBEIEE YN H (81270925) 14 FARRL 434 F 50 H (12]J2050) .

YEE R BRI B, A 58 A U, 5T 05 1) < M AREAE B A OGP , E-mail : dr. xiaoxh@ hotmail. com. I 5158 —1E 2% 6, il
T BT 1 AR SR AR S A , E-mail : hanli198610@ sina. com. 38 HHFE & SCH %, T+, #8042, AR 9 A6 30, 0 9 7 1) AR
4 , E-mail ; gb_wen@ yahoo. com. cn.



PHEFHFLEE0B3FT A4 EF4H

B FRMENL S BE RS AR D5 1 T (nonalco-
holic fatty liver disease, NAFLD ) ¥ & i & A~ W 44
I, NAFLD J&—Fh LABRIE P 20 A v A 1 75
N EEAFIERY I PR BREE AL, HoB 1% (0 45 B 21k
eI AETRE PERE i P 48 (nonalcoholic steatohep-
atitis, NASH) FF£F 4EAL AP AE AL, 4 alpha2 4 2 11
(Zinc alpha2 glycoprotein, ZAG) JE&UT 48 & LA —
g 7 AR PR 1 A8 B A AR I B i 1 A 2 e
2K (B ERFT R WA ZAG 5 NAFLD X & A
HOH . A B 5T o IR R R CSTBL/6 /N B
NAFLD #ER, SEEA R8N SRUTFIE ZAG mRNA 3%
AL M ZAG RRAER T 7K R84k, B4R
ZAG 7E NAFLD "2 e X i 3

1 M5 %

1.1 {EEFniF

2 H 31— TR 1 T 3] ) T A SR S [
ARG BR A A (185 E1003-2), /MR & 5E R T
ELISA 200 650 F Jik 1% A 4 8 &), 396 e Sl )
(Thermo Scientific ) , /N FR, ZAG [l Ik 0 558 W B =
( ELISA) 171 £ ( Abnova 24 F] ) , UNIQ-10 #3X; Trizol
A RNA i & 519 & 0l T iR T A,
T foF 381 e R AR R 2 S g s rh oL

MR AL (25 E ECX808 ), 18] & AH 2= W W 85
TS100-F( HAJEHE) , Srtorius H, TFE (b 5t 38 L H) i
HIRAT) Pt ER PCRAV(EEP ),

1.2 zh¥ k44

48 H 8 JAl % SPF 2 fdt B i 4 C57BL/6 /) R
(W) T30 Pl B0 38 v s ik S 0SS WA R A WD 17 T HIE
2 :SCXK (3##)2011-0003 ) , {&H 20 ~26 ¢, A /)
R SR TR R 2= L g s Wy o ok A IVC 98 B
I%, EWNIRE 20°C ~26°C , HXHEE 40% ~70% , [F]
bR F 28 S AR T e <, i Amlgel AR R K 23 5
R A, /N R ROKOR Z BRI, BT B )
12 h/12 h, SEg i A vp BT b B i) sh ) S 56 VR 34 7
42 BR = R S e B2 T S BRI T,

FT A /N BGE N PEME SR 1 SRS, AR A 5 Rt HL4)
RFRUER AL (SD 41) FE iR IR & 41 (HFD 41)
2 24 HOAREIR B AL T8 AR R, S IR IR
25T G 1 L (84.% bR ETRIEL + 14% &0 + 2%
REEEE) , PRZH/NER o 5] IR AR 4 .8 .12 .16 JH K
Ff 25 BEALAMEL 6 B I AH S F8 A

337
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UTAEA , NAFLD h 45 Y i il 25 ok i 22177
IR R IR S R A T B LA R A & i
SRR UG, A8 F B RS WFE NAFLD R
HpAI JEHLL CSTBL/6 /NERIR NH W, JRINTE
T C57BL/6 /MU — T R AR E , 2 T EFH I 58
RN, BRI AT R ™ A T R B A 2R K
Pu, M AR FRAA 4 2 A5 A28 NAFLD 1)— 25
FROEPERRAE™ | BRI B B 5 Toll #3214
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S0 60 T 2 e A A P, R 9 8 P R DG R TR 1) 2%
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[i] 30 9 2 /D B 40 B2 AR Ak & B, T s R R
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AL ZR SGBS HffE , B i 40 ZAG ik K- &,
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