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(HBE) B U AR OEEAE DR IFRF L, BT LFERBRATL G AL P HF-a2-E BCZAG)M A XM, LF R
Wrib e RER A BT R, ik ¥ 20 R SPF A B W DR AL M A A 4 fn s & 3k 41,97 % R % B 4 3k 1% 0.5 g/(kg-d)JE &
AT, E L R mE N A R T dJE, R R CR A N i v R BR (SUA) K T A 4R A 2 ST R 3, Fl Al Western Blotting &
5B Ok % B PCR & A%l B B ZAG mRNA RE B kF B8R SR G4 A A /DA B IE4A R ZAG mRNA R & & %
KAKTFAT, ZRHALIUTFEXL(P<0.05), it Mg F 8 6% 0w E i ZAG 89K F (22 ZAG 5 F B B 41 % i 6y B AL+
MFH#H—FHRE,
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Expression of Zinc—a2—glycoprote in the Kidney of Mice with Hyperuricemia
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(Abstract] Objective To explore the correlation between serum uric acid and kidney zinc —a2 —glycoprotein  ZAG) in hyper
uricemia mice model, in order to seek a new potential target for prevention and treatment of hyperuricemia. Methods 20 SPF
Kunming mice were randomly divided into hyperuricemia model group and control group, 97 % sylvite acid potassium salt of
0.5 g/(kg-d) was injected into the abdominal cavity. The hyperuricemia mice model was confirmed by the serum uric acid
(SUA) level 7 days later. The levels of ZAG mRNA and protein were detected by Western blotting and real-time fluorescence
quantitative. Results Compared with the blank group, the levels of ZAG mRNA and protein in the kidney tissue in
the model group increased, the difference was statistically significant (P<0.05). Conclusion Serum uric acid may affect the level
of ZAG, and the correlation mechanism between ZAG and uric acid needs to be further explored.
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# M (zinc alpha-2 glycoprotein,ZAG) ) 3 ik 4% {b
5 SUA JK-P 3 UIAISEE, A A TS AL AT 7 ) I
HE— LBV ZAG 1E HUA 8L/ U HE P A0 32 3k

2,
1 M8 57F*%

1.1 SEse okl

111 SERsh¥  SPF g B AA AN /N 30 H i
AILRRBE B s Py sc s b0 4R 4 IR (25«
2) g, S S R UES . SCXK A 2017-0003 , 1
il SYXK H:-0004

1.1.2 A 540 SEIPEO0E B PCR ARG A
H R MR A b B He (b)) A BR 2 7] - FastKing RT kit
(With gDNASE, Lot#Q5607). Buffer RZ(Lot#Q5208).
Super Real Premix Plus(STBR GREEN, Lot#P5219),
RNAsimple Total RNA Kit (Lot#Q5414); I & Santa
Cruz ZAG % F1—3i (Lot#G1006) : 14 [ Santa Cruz /)
BbiB-Actin (b5t A2 W AEMHEAA R A A
5 16AV0212) (1L EHT/N R 1gC (AL mt h 2 G A= 9
AR RN T S . 127655) ; 24548 A 8 475 L
B L530 G p A 2 30 S AR F R A BR A | ), & X
TR A R SO HL 1-15PK(SIGMR 23 ), M o e 45 4h
S BETT P360, ¢ E it PCR Y LightCycler 96,
4 H s EE AR Multiskam MK3 (3€ [ Thermo 23 H) ) ,
PRC X (3 [ {1 4k PTC-200) , 4 F 355 b A% 5 Hr
(T R A BRA W) JS-680B),

1.1.3 sh B RN il Jy vk 20 2 SPF 4 B BH F I
PN B ML 2 8 2 [ 4L (normal  uric acid,
NUA) HUA #8044l 10 2, H 97 % % % iR 4
(PR R B R ) 4% 0.5 gf (kg - d) ME I 1 5T
37 HUA /N RIS R H 1R, #EZE 7 d, 55 TR
i 3 K R IS T SUA K ifi i 7K SF- DF ) 5
JE A ), A R IR AL A R AR AR B R KO
TE A

114 FRACRAE BRI G SR H W8k b st 45
A1/N B B O B ORI 21,-80 IR A7 .

1.2 Ik

1.2.1 519it& st 7 NCBI L 2 AH A,
A TAEY TR ARG RA A S B ZAG X
GAPDH NZ 5141, ZAG L5191 F51:5-GTG A-
CA ACT ACC AGC CGT GT-3", Fig|#F51: 5—

TTG TTG GCC TTG TTC CAG TG-3",K/IN 107 bp;
Z W LS WP %) 5-GGT TGT CTC CTG
CGA CTT CA-3", FiE51#¥4): 5-TGG TCC AGG
GTT TCT TAC TCC-3", K/ 138 bp,

1.2.2 5 RNA SR s RO B TR-T-#5-80 °C
PRAEI) 100 mg /N BRUE IEZH ZUREAS B T ek rp
AR TS Z 8 A, 1 mL Buffer RZ 7€ 15~
30 CHCHE 5 min 4r A% E SRR AR &0 Bk
B A — B JC RNase B98O IG5
RAT, FIRHE S min, 4 CEO, BUE KB R
T RBEEIMA 0.5 HARBIEK 2B, 4515
B WOYLVE — e AW B AT CR3 1,4 CEf L,
FERW, A 500 wL 58 H RD IR 250, 58K
W, IMA 500 pL VR RW B0, FEW (EE 1
W), WEBAERBOA 2 mL AR T R BRER AR A,
AT, Pk B AGE & ) RNase—free 7KIEfi# 4 °C
B0 o SEZ AN O EE T AT AL mRNA YR
J& K& 0D260/0D280 HLAH . L RNA ¥ J¥<1 pg/mL ik
P10 5 S RN o 7 9 2 BR AR AR A /i BA 43 L A 1k
f) cDNA B T-20 CALRMRTT

123 9t PCR 2 U/ BUR JIF 4 40 8
RNA 7 v Ji5 J ) FH 306 2 S 3 R0 80K RNA i 5
K cDNA, 2R 9858 5 PCR W R & T 96
i PCR X B4 H ) 3 ] mRNA #%ik &, PCR 9"
W JE BB DUIE 41/ UM A IE X & AR 4 Cu
(AR B D B AR 3R 5, SR 272429 it
g0, RWARFR 20 pl, P 2xSuperReal PreMix
Plus 10 pL,10 pM % ERIE5194 0.6 pl,cDNA
2 pL, A EE KA E B 3 AN AL R A
FAZEHE 95 °C 15 min, 2P 95 C10 s, B k/AEAf
60 C 20 s, 340 MEFF (FOLE R PCR ALY 1),
1.2.4 Western Blotting £ REzill ZAG £k HEEE
4120 PEIUER 11, BCA YA AR VR B R 3 T REVR
2 ¥ PR A . SR T £ SDS-PAGE
JB&, B BB AR 110V 5 R R A7 gk, &k 84
HIUSAE 300 mA fHIE R AT 29 1 h, BHHW
BG4 CHIRIEE —P ORIE 1:500) 35 %, Ve,
B (R 1:5 000) ERIFE 1.5 h, FRRER S
s 2 RO, B I RS R e 43 i E AR 2R K BE AL BEAR
AR L H B S 5 NS 50 B OGE A
TR,
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1.3 it ahr

K H SPSS 19.0 GetH 4R (A E 47 8 Hhs 23 Br , 1 i
OB “xas " R, 7 22 FF LA U RSR D KGR
T ENFHEANFEAR K REMK S (Kruskal -
Wallis 3%, B0 H {EK: 50 ), DL P<0.05 22 5% H A 5

AR
2 BB

2.1 /NEA AR AR R A

HUA #5583 20 H il =i (TG) S SUA /K F B &
A EA IR 2 A gt e L (P<0.01),
HUA #5124 58 [# B (TC)  WLEF (CREA) | 1 % &
Ji& & 1 (HDL-C) {15 % J A8 & 11 (LDL-C) JC W & 7t /&
(P>0.05), W1,

1 BEAESzANRANNRLEEN

IEn el 45 R (n=10,x+s)
21 51

#Hin NUA 41 HUA 41 T P
SUA (mmol/L) 60.77+17.40 137.93£29.21%*%  7.192 <0.001
CREA(umol/L)  7.30£2.58 8.42+1.53 1471 5005
TC (mmol/L) 3.36£0.52 3.1320.41 1289 5005
TG (mmol/L) 2.50+0.42 1.58+0.45%* 5.343 <0.001
HDL~C(mmol/L)  2.680.51 2626036 0380  50.05
LDL=C(mmol/L) 100.32+0.04 033:008 0276  0.05

I 528 AR R4 g, #+P<0.01,

2.2 HUA BEUNUEIE ZAG 8 KA 45

SRR BRI U IEZH 2L ZAG 3 H K
B TS R IR A 22 5 A e 2 78 L (P<0.05)
W22 FE 1,

x2 BAAE=AMNRANRBHEAR ZAG

EARBEKFEER (7£s)
x| n ZAG & H
25 [ 0 R 4 10 0.87+0.137
LT 2] 10 1.077+0.143*
T1H 2.648
PAH <0.05

525 (AR LB, #P<0.05

ZAG 1 (~55KD)

Bractin 11 (~43KD) W W

145 AL 2 8B4 B —actin TEH NS
1 ZAGEREZTAXMNBASERA/NR BHEPHRIE

2.3 HUA BN IE ZAG mRNA 35 K P-4
GRS

ZiR R, BRA/NEEIEA A ZAG mRNA
KU T X IR, 22 5 R Gl E L (P<
0.05), W3,

F3 RBAES=AXNRANRBHEHALR ZAGmRNA

RiEKFLER (7£s)
434l n ZAGmRNA
25 AT IR 10 1.00+£0.00
A 2 10 0.20+0.22%*
T {8 -8.727
PAH <0.05

525 (ORI F# L #P<0.05

3 i

3.1 mRERE AL

PRI JE WS TT A, R S 1A o 114 DR R 4 Ak
it R T2 4 il Ry Vs 1 K W DR 38 2 DAHE AR S, (HA
FAEAL TR DR DR IR S AL Ok PR K 2 2 AR T 2R
I, ANREAE BURSER, HRe LURIRHE R Sh . AR
PRIR 2/3 286 WEHE R, 1/3 38 5 2% 3 R vE v HE s
SUA ZKF- B ge 15 /N Ty BE 1) o6 B A /NS |
2 40 v DR R A d AR 23k o DR IR 3 o) 4 A [ 4
1 77 23k AR N B A R LT, TR AR B SRR R R
FRAVE R ZEE SRR I R A S A VE T, T i 2 i
i 17 440 B v AR T M A EE RS A% 1 IR W R (nicoti-
namide adenine dinucleotide phosphate, NADPH)
SRR TEE & ROS B9 7= A=, HLIR BR 1T 3816 1 s 41
Ji 1) J 3 2R — 1L A 5K 7K & &R S8 (Renin—Angiotensin—
System, RAS) 7 £k 1 1 0 #% (ROS ) ,ROS 197 A= K IR
R T e 8 JR) 22 A ML ™ A R S5 7 o T 200 L
R ROS A 138 2 B HL (v T &, BRI SC 2R 1 pro-
hibitin 238 FIH, W0E 2R R R 12 T B M T,
[F] Bof s T 5| Ak A0 PR R — 2B e, i N R
MW nE, Rk 258 A A S
fiff (nitric oxide synthase, NOS)R#IE , # il — 41k 2 B
T, S0 1L A R DI RE . DRI AT B M 2Rk R
{8 A e A A AT A 3 R AE T, R PR R 7 A it
P TR NS S A A D, 7 2R K B 4 9T s 7 A
H1 55(0%), Ji 3l A H R AR % B RN, 3 — A0 3t 2
ZIPA7 3% 6 SR A PR 1 9 E SN 45 ml 53 3 B O, K
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SR TE @ PRIR BB T | BRIRZS & vl 3 i BH
FE /NG G| JRE S 5 el A T e I e &
V5 200 M A T A DR LA NER VBNV S
K Iihe S,
3.2 MERIERE

RAKEEY 5 NA LA PRI A 42 A
M ks B M 2R 25 S e SO B B T i A Sl
JEMG R /N, @ BUAMAZ ]I UA i 3h 4
K, FES @ BB MW sh A ¢, HUA FH8Y5Z H
F2 B T YRS PR R AT, 1 b FE IR R 1 A
5 NI KA HUA s J5E IR K ks BIL ) R AH AR JEE
Bam UA AR 5t 0] i SUA T H A S N I
PE RIS 7 A i £ 7T B HUA AL 10%~15% , A
HUA DUB JIEHEHE PR R 9/ B . fEis i
K ] SUA T n] Sz st 1 b 5 R PR 1R i 6 5 1 2
ST, a2y — Bt SUA A TH B .
LA IS TR] AT G el A ] UA HEHE57) A1 R SUA
KPR ETHE I B EE MR R ERAE T
T2 ) 0 R S0 A, A R T R DR R I 5 B
FFRAE | 3X 0] 75 5 1l AL RUCR FH W 5 R B E
DR AT — 7 IRHE, SOAS S 36 LA 8 /DN B 5 Y 5y
Yy, R R PR IR HE M L 1 2 88 7 K i BN 5
/N B A D A
3.3 ZAG 5 JRIR IMLAE

JIg i 4L 23 0T 43 b 98 K (Leptin) . IR 156 2 (Adipone
ctin) | Il % 5 7K &K Ji (Angiotensinogen) . £ T &K (Re-
sistin) 9 YR+ —a(Tumor Necrosis Factor—a) £
T Tl RIS W 0 1 -1 (Plasminogen activator in-
hibitor—1) , F1 4~ % —6(Interleukin—6) 45 , iX $8 48 Fx o fiig
i 5t 2 ik 2 5 5 Ze G R fEHUA
SR B v A FE A L

1961 4, Burgi 5" 56 L T 43 2515 21 1)
— A 43 u BRI EE PE RE B SR DTTE T 5 LK o2
BREE H P KT R AR A 8 ZAG, A
5/NR ZAG TEZ LR F 9 51, A 59% 1 [6] 5
PE, 7S5 IR AR DIAH SC A A5 IR XS AT 100% 1 7]
PEPET ZAG K34 T NN BUEAT 43 U8 D RE Y
NSy oy o) oF SN SR E s N ARG LS
HUA 518§ 25 & 1iF (metabolicsyndrome) (1) ¥F Z [H &
AOAE T A I S e I R e I 2R T A B DI AR
5 H S HERE e B LA A v i T A S O AR AE

ZAG BEAR © 29 o\ o B U7 200 10 3 006 1) — ol 7 784
PeBEh 0L H -, SRS IRREHAIDE, BF5E R, ZAG
mRNA 7K F- 5 18 e J32 0 e 5 28 HRH0 S 4002 AR G
HHRBER & B BIEAHDE, 53K mRNA K2 5AH
%, H2 ZAG REf HE R 153 AR s 20 i R ik o A
JEPE TNF-A F1 IL-6 ¥ RE40 il 53 4k 1 24 14 i s 248 B
H ZAG SEDI R eI, ZAG JE i B
Z 55 5 R AR AL e D7 40 M K, S 5 AR
IR, e HUA &4, Wil HUA RS T
ZAG MR KAEWE, TR, AR T ZAG
HUA FHICPERFSY, 45 R UESE T HUA /MRS ZAG
W T, SUA S ZAG S IEAHSE, IRl i B A5 ==
AL,
3.4 ZAG 1R JErP Rk

ZAG BEAR K AAAE T HA - W DI Re iy 1 J 21
MU R 2B /N L B A i L 2 P R AR S A7
1E ZAG, 5B R AEUE I B Eh ) ZAG Rk 2
KR . Gohda SEUSIRBIFTEIIE S, IE B B /1N B
FER) KK/Ta /> BUTFEFNE BEZH 2L ZAG mRNA 1Y
FEEHIEH BALB/c /DB B, LB 8 RIS 20
Ji i KK/Ta /) BUE IEZH 2 ZAGm RNA /K- &
B, Bl SR R AT K ZAG K — A, BT
HUA F1 ZAG #B 5 BC el PR | B A3 25 L AH G O
HomE RERAE SN, Bk, 48 #ENE HUA 5
ZAG FH G N HUA BRVE E b () ZAG 23k & 4 2
s T, RATETWIFE T ZAG M HUA HH 5 HEAF
¢, TEIESE HUA /N ZAG e T+ 5 SUA fH 5
ZAG S IEFH BRI fib I, F— 25 JF & HUA fEH)
ANEUES E 2 R A BT

R SCHG A o HUA A2 /N B 25 1% BE 4 /N
L ZAG 7 K BEAE X EE , Je B0 e DR R /) R 784 Ji
#) ZAG J& I 7+ ), RT-PCR %5 St 32 W] HUA #5574
H/NUE IE ZAG mRNA 7K 7 F 25 11 %5 B8 41/
B, ¢ B U 40 B 43 06 ZAG, T DAHED B U S 0
ZAG, RN 7E 7 d BB/ ZAG %3k B, BHIR
AR ZE AL, T LA H h = s A 2, 25 IR R 7T A
b m Hh =m0 AR R ZAG & E AR L (H 2
ZAG 5 PRI B A5 0 8 BARBL AT 3 — 2052
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