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[(FE] BH B =R 45 A 52 HH G2(ABCG2)FH 2351 59 XL = IR IR MlUiE
HIAEDCHE A ERSW FR IS . ik 4 2020 £ 9 A 12 H—2021 4F | A 8 HALKE2=Bi s —
R} 2 AT 1Y 160 1515 PR IR I3 H 2 N 152 il XU -V o BIF a4, 40 ) 4 A 1 PR R I 3 2L i XL
TIHMNERE 120 AARBERKS Z /R Xt B2 o SRAEAS 32 R K MARREAS , (f FH 4> 18 B2 Ak 3BT A, LUKIR
fiff - 3k S AR UL PRSI PR IR (UA), AR BERANE =B H 3 (TG) . SBREEE (TC). MR ZE A (BUN). 1AL
I (SCr ), A2 16 ) o v 5 G 2 1A MR B ( HDL-C ) 5 SR P38 G i S 07 (PCR) HEAT SRS . 1A%
B LRI AP 22 5, LA ABCG2 JE N A A AR FE A SE N R 22 52 5 R WAL
JREZMAEZH ) TG . TC, UA | SCr K350 i 2 T3 FEZH [ TG(mmol/1L): 1.86 +0.72,2.18 +1.50 £t 0.98 +0.42,
TC (mmol/L) : 5.65+1.42, 4.84+1.28 It 3.58+1.18, UA (mmol/L) : 529.38 + 142.22, 526.33+94.72 [t
358.23 +45.83,SCr(mmol/L):80.21 + 11.51,91.58 +61.70 [+, 73.68 + 7.65, ¥ P<0.05 ], LA 4 1 FE DI 4341
S5 R X IRZL ABCG2 B A1 AA L AC, CC BEE B 4341 M 3853 5311 R 6.7% . 20.0%  73.3% , i FR TR 1M ik 20
ABCG2 fifi7 AA . AC. CC JEH B 51K 20.0% |, 32.5% . 47.5% ,FKZH AA . AC, CC FHEP L4145
ROMH 34.2% . 52.6% . 13.2% , Z R BIA G4 B XL (¥ P<0.05), 458 ABCG2 FPH 559 KU R IR R 0L
SEMRAAT K, HAE RGN B3 th BB A A 25 57
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[Abstract] Objective To explore the relationship between gene polymorphism of adenosine triphosphate
binding transporter G2 (ABCG2) and gout and hyperuricemia in Baotou area, and provide reference for disease diagnosis
and treatment. Methods The 160 hyperuricemia patients and 152 gout patients admitted to the First Affiliated
Hospital of Baotou Medical College during September 12, 2020 to January 8, 2021 were included in hyperuricemia
group and gout group. Other 120 healthy subjects were selected as control group. The venous blood standard samples
were collected, automatic biochemical analyzer was used to detect uric acid (UA) with uricase peroxidase colorimetry,
triacylglycerol (TG), total cholesterol (TC), blood urea nitrogen (BUN) and serum creatinine (SCr) with oxidase method,
high-density lipoprotein cholesterol (HDL-C) with chemical finishing enzyme method, and polymerase chain reaction
(PCR) was used for gene detection. The difference of above indexes and genotype of each allele in ABCG2 gene among
each group were compared. Results The levels of TG, TC, UA and SCr in gout group and hyperuricemia group were
higher than those in control group [TG (mmol/L): 1.864+0.72, 2.18 & 1.50 vs. 0.98 £0.42, TC (mmol/L): 5.65+1.42,
4844128 vs. 3.58+£1.18, UA (mmol/L): 529.38 +:142.22, 526.33+94.72 vs. 358.23 £45.83, SCr (mmol/L):
80.21 +11.51, 91.58 +61.70 vs. 73.68 £7.65, all P < 0.05]. The distribution frequencies of AA, AC, CC genotype
at ABCG2 site in control group were 6.7%, 20.0%, 73.0%, the distribution frequencies of AA, AC, CC genotype at
ABCG2 site in hyperuricemia group were 20.0%, 32.5%, 47.5%, the distribution frequencies of AA, AC, CC genotype
in gout group were 34.2%, 52.6%, 13.2%, with statistical significance (all P < 0.05). Conclusion ABCG2 gene was
associated with gout and hyperuricemia, and the distribution is different in the patients with two diseases.
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BB R B SRR Z 0, W IR | vz ifg ff
LT AR R B 2 20 TR ) R R AN R A T KT 1Y
P R GRS AR N, B AR R k. B, %
P 114 A B e PR 3R 32 B 45 L2 1R 2 T
AU BN, FUEIREE (uric acid, UA) K19 & K
0 KU S L B SR UA RO iR I 45 5
JRAB T W TN i A U I A5 475 )
LT B S Y BERTEAL 0 IR S UA
KFTE s IR A R R AR 2 Hoh B 22
— TR 45 A 12 G2 (adenosine triphosphate
binding transporter G2, ABCG2 ) J& ) UA itk
1,5 UA B4 IIAR R, HATSE T ABCG2
PRI S0 AU /3 PR TR I 17 4 5570, LA Sk i X
TCSCHRATGE o ABFFE IR B A3k 117 30 R R I A
Fm KU VR B 42, FR 1T ABCG2 LR 5 & R
T I E B9 KU AH G, B A T E 2 1 4R
AR RAILT , PR ARSI R .
1 #/BEFE
11 WFFExF4 42020 4F 9 A 12 H—2021 4
1 H 8 HABET HiZHY 152 195 KR 1 160 155
PRI IMAE BB VR IR 52
111 G9ARRAE 54 1977 4F 35 R X 2 2
SE [ VM DG T RIZWibR i, UA KF R FIER
(8 31 B (5 1 =417 pmol/L, L P =357 umol/L) ;
TEH X B R A5 P A 38 I A R R R
1.1.2 HEBRARE D 4FR <18 >80 % ; @ i
A B O I | VR R G R, A
TG . A B R MR A
1.1.3 3 AR REt kB —ME
= e I 24 10 B2 61 25 A A1 (H LS < 20220830), Bt
A H5HE B A RE .
1.2 Rk
1.2.1 MRS bREIN  Bra B R I &
12 h J&, Tig RO ki 5 mL, Hf 2 mL &
TFHEER M, FH T DNA 250, T 80 °CykAH %
ffo 7340 3 mL B FAREAE b, TR FE AR e
2 h LA 3 000 r/min (024220 10 em) B> 10 min
IYES I . SR 4 A sh AR BT AR, DR R B - 3
SAAL I ARG I UA , A B 4G = Bt H ik
(triglycerides, TG ), & JH [& % (total cholesterol, TC ),

MR ZE A (blood urea nitrogen, BUN ), MfILLEF (serum
creatinine, SCr), fh2A A8 2 I v %86 B B 4 I
[& 7% (high-density lipoprotein cholesterol, HDL-C ),
1.2.2 SO R G HEE KUY (polymerase chain
reaction, PCR) #zilll ABCG2 JEH Rk il &l
B 452D BRI S AR A B RNA, BT -80 “CUKAH
fiti . ABCG2 Fl GAPDH J& [ 51 4 K 5 5 1L 7
KA AWHARA BRA FIEHE A AR & i
BT PCR ERKI , AT 3 Yl .

1.3 Geit2esebt  ffiH SPSS 17.0 #4453 B ¥
TR PR S IR0 IR + Arifie (k£s) R
7N, PP BRI 7 2203 B, KBk 1 D P<<0.05 5
HHHER B (%) 77 I x* Ko

2 #R

2.1 AL AE AR AR K F LA R XU UA
TG TC KWt Tl Fons B2, o PRI LAE 2 SCr
UA. TG TC #4125 T et A4 (35 P<0.05) 5
75 PRIR I AE2H 5590 L& b HU B 28 S ¥ TE e i+
HEX (I P>005). W1,

F1 JAMBELIEIRKFLE (x £5)

20 531 FE () TG (mmol/L) TC (mmol/L)
faE T IR 120 0.98+0.42 3.58+1.18
I KU2H 152 1.86+0.722 5.65+1.422
e PRIR INAE 2 160 2184150 484+128°
kil B (1) UA (mmol/L) SCr (mmol/L)
fRERREXT A ZH 120 358.23+ 45.83 73.68+ 7.65
IR 152 52938 +142.22%  80.21+11.51

15 R R I 2 160 52633+ 94.72*  91.58+61.70
TG O = HEH 0, TC O B EE, UA S ILIRIR , SCr A LT 5
Sfd et IR He A, *P<0.05

2.2 &40 ABCG2 JERIM I LLEL X HRZH 120 iR
A AA FEIT 8 5], AC FEPIT 24 5], CC FE R
88 141] 5 i XL 152 I FEA H AA JEPIAY 52 441], AC
FER AL 80 1], CC F PR BY 20 5], X 4% 21 F [ HU Ay
ACHEAT HOAE, 55 T /s 45 2 2 K 3 R R LAY 23
i AR i 22 R e 2R X (3 P<0.05), %
3 FhBL R B A AR TR], HL ABCG2 JEH 5 5 R R i
SE AR R AER —E X R, L3k 2,

R 2 £KHABCG2 ERAMIALLE

131 Vi SR 1] (%) )
(f1) AA AC (o[0
RERRET IR £ 120 8( 6.7) 24(20.0) 88(73.3)
IR 152 52(34.2) 80(52.6) 20(13.2)
FRRIEEA]L 160 32(20.0) 52(32.5) 76(47.5)

1 : ABCG2 N =R IR T A5 A FHE M G2 5 241 bty P<0.05
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