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(] AW R MR SRR RS A (UGTIAD  RF4A%)F5 (Cly7lArg) HIZEAE K8 3%
G (AEgmASFFIRD TATA)  AZTF IR 22515 B BA Hb X Fe B 28 LRI A AL I oE. JiiE 187 B ESE BT
A LEEAVE AR BI4L, 65 PITCEIH A JLVE DX RAL. SR MU 42 DNA, B AsER )Y (PCR) ik
i UGTIAL 25 1 /M8 7, BUEPEEEI ik S 7=, PCR P2 ii4T DNA 7. &5 9 SR B4l 50 A
Gly71Arg S50 2L R 5 728 2843 B8 32% K 15% , W2 Gly71Arg BRI R B E 2 T B4, ZRAGITHE X
(x2=11.366, P=0.001, P<0.05); Jifidl 5% B4 TATA S50 KR 5848 B0 018 9% K 7%, S Ao FE PR A 70 o
WIdH R xR Al R G 2 5 (x2=2.336, P=0.126, P>0.05). & BEUHXEEGAILEENEES
Gly71Arg A8 VIMIE, W45 TATA RIZ A0k
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[ Abstract] Objective To investigate the heredity relevance of UGTIAI gene mutation in exon (Gly71Arg)
and priming (TATA) to the neonatal severe jaundice in Kunming. Methods 187 severe jaundice neonates were
selected into the case group, and 65 neonates without jaundice were selected into the control group. The DNA of
blood samples was extracted, and PCR was used for amplification of the first exon of UGT1A1, and the PCR
products were identified by agarose gel electrophoresis and DNA sequencing. Results The allele gene frequency
of G71R in the case group and the control group was 32% and 15% , respectively, the allele gene frequency of
G71R in the case group was significantly higher than the control group, the difference had statistical significance
(x*=11.366, P=0.001, P<0.05). The allele gene frequency of TATA in the case group and the control group
was 9% and 7% , respectively, and there was no statistical difference between two groups ( x* =2.336, P =
0.126, P >0.05). Conclusion Severe neonatal jaundice is closely correlated with Gly71Arg mutation, and
independent of TATA mutation in Kunming.
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HFORE AT A LB TR R i R MR
FPRCRAEAE | WEEREE RS, BT R >
342 wmol/L [ —2& A LR, R HIH ) 1 A%
BLL R i Bl 2 45 B IR, #Ror B LAl &R
JEEMS RGGEHAE.  PRT R A PR R
R 1A1 (uridine 5'—diphos —phate—glucuronosy
ltransfer—
ase 1A1, UGT1A1) 2 AIRAME—HEIBLLI RS
BRI, HARRPE RPN RLLR, TEARLR A
B REEAEN. RS 31 S b XA
[F) 2225, ] 5 R SRR IR s 5
I, SERo WA ) LR SR o R A AR DT AR
K. AT BTEDT UGTIAT FE[H 4 IX.
Gly71Arg AFHA 8))F TATA R4S 5 R B HbIX H
REHTA LB R AL SRR, BT

1 BREFE

1.1 —H@ER

S 1514H A LB T LEE B Be2010 4 3 A & 2011
4 3 AR RE BT LB 187 6, Hidk 7 ~
28 d, Y101 f4], 4 86 fil, Kk =37 JH, ¥y
failt (27449 +7.59) d, HAEIAE (3.05 £0.56)
kg, BAHZLZE (391.64 £109.52) pwmol/L, [a]3%H
1% (359.1 +108.9) wmol/L. HERR# A= JLI i
RE R I I Sk e . BEFLE B
FURIRSHEEMR R . 20l 20 . =8 . B .
R0 A A i S At L™ PR 2R AR I, AR S 4
FCHRGY . 4R T F T HUR BRI IR REE, A
LR JLEEIZ Y. XREA . MR AR BTG
wOE B L 65 . MRiR Y =37 ], CE G
(277.9+7.52) d, B 37 6, 2284, HAIKE
(3.24 £0.60) kg, HiEHN7~28dHAIL. HHE
BIAAER L F] . IRl . AERE . B, JT9)
], ZEAip RS LhEE R gttt L (P>
0.05), HAWE.
1.2 Fik
1.2.1 EEZH DNA BB BRIk 2 mL, EDTA
PrlE, hn 39%A KA FRER KAy B LA, By - A
i, JoK ZETVE DNA. I 75% C BRAE45
i PCR HI ] TE 22 v 7553 1% DNA.
1.2.2 319t MRHE UGTIAL £ 148 1
J 91 R0 B 25 4R 232 2 SR Bt B 1 . kel
Gly71Arg & [H % PCR 5| % : L i 51 % 5
CACCTGACGCCTCGTTGTA 3'; F ¥ 51 ¥ 5
GAACAGCCAGACAAAAGCATAG 3'; TATA & %

PIRUAG I . SSCP. [ WA F: 10 x PCR ZZ bl (
15 mmol/L MgCLZ) 2.5 uL, 4x NTP (10 mmol/L)
1L, B, TSI (10 pmol/L) 4% 0.5 uL, I
We51¥1: 5 AGCCAGTTCAACTGTTGTTGC 3'; R iff
1% : 5 CTAGGACAACTATTTCATGTCC 3', Hikx
DNA 1 pL, Taq DNA B4 1 pl, £ T/K 19
ul.
1.2.3 PCR F=¥REN [ ik R BARF 50 pL,
WA PE 95°C, 12 min, Z84£ 94 °C, 1 min, 1Bk
64°C, 1 min, #EM 72 °C, 1 min. JEFF 35 K.
PCR J*¥J 4t 2% Agarose HLYKKEIN , IR 2 WE Y,
LHMTMEL, %% PCR 7°¥). PCR =¥ A&
UGTIAL JEH5E 1 AN F7ENI 935 bp H B, &2
X, JH 100 bp DNA Ladder YE M arker M 58
PCR 7= R/

1% e YK, 150 V. 100 mA 20 min HL ik
Mg (LA 1) .

TATA

Gly71Arg

E1 BikE
Fig. 1 Electrop horetogram

1.2.4 PCR F=#illFE #17 PCR ;=4 B H:00)F LA
IOUFSE T
1.3 FitFAE

PCR F SPSS Geit 3k (i 148 24 #r, RHA

X KKy, P<0.05 NESAHG X
2 HFER

2.1 UGTI1Al Gly71Arg EEE S H REALEEF
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2 41 252 Bl A L GTIR RAESRE T
(Arg/Gly) 89 ffi, A4S+ (Arg/ Arg) 26 .
SR FI4L GTIR LR ARMIA 0.32 = F X HE4 0.15,
ZERAGIFE L (P<0.05), W#E 1.

2.2 UGTI1Al TATA EEESHREMNERART

e

2 43L& B UGTIAL TATA RA4LA F A
(TA) TTAA (7/7) 2 {5l A5 855 5 A
T 9% , X HEL A 7%, F57 oG it 1 X
(7E: x2=2.336, P=0.126, P>0.05), W3 2.

F1 WHUGTIAL G7IR ERENHREMERRTIFRILE [n(%) ]
Tab. 1 Comparison of the allele gene frequency of G71R between two groups [n(%) ]

UGTIA1 R

49 n AT AT Py SR R R AR
R IE:) 187 24(13) 73(39) 90(48) 121(32)
pOpEESE] 65 2(3) 16(25) 47(72) 20(15)

®2 WHUGTIAL TATA ERESHREMERMELE n (%)]
Tab. 2 Comparison of the allele gene frequency of TATA between two groups [n (%) ]

UGTI1A1 R H

H 5 n AT AT W S5V HE IR AR SR
I 1120 187 2(1) 30(16) 155(83) 34(9)
X AR ZH 65 0(0) 9(14) 80(86) 9(7)
3 Wit BFFE 5 5 SRR 41 187 BIEJL UGT 1A1 58 G

AR LR TR LR DL, 2k
JURREE A L R e S . H R SRSy T
b A JLEAE E (B ZEH K F 342
pmol/L) 2R CABESATE B F AL, FR4rFAE
BILEIET 2V, SEEHA 75% ~ 90% 7] fedf &
PR R GG UIE, X R LA R AR A7 T 3
TEREM. A TR R PRAT R A
fRILHE R (UGT) JEIH Ay 22 PEnT AR S 208
A JLERE EE A R LR s s fE R R Z —. UGT
FEAETFIRER B DI kR, 8 T HiEEE
BRI, SR IR N AT 1A A Y% ALt
BREENEFZ —. Ho UGTIAL B 8046 T AT
JE, S P Fp e — HA IRLT 2 A A WS PR AL SN 7%
PTG, R IHLT 2 PRI SR, 1%L H 2
T FH R 28 i S5 UGT 454 S, R4S &
Bl =7 e RN 1= 73 27 G |2 25 2 71))
BATER I 2 P E N BURRRE 1 T RS R I TS 1R
fiK, MIMEIRSS SR RN E R, ekt L
JEER AR RN E G R R 2~ TR R,
UGT1A1 JE RIS RUAEAE N Fh A Il 57, BRSE
ZF (TA) 7 FRFEAES, GlyT1Arg ZEAETE A Fl
NFEAEM R i R B, WEM 2R Gly71Arg
R 28 A8 870 TATA J3 8 FAE SRS L. A4

ly71Arg Z2 5P SO SE R SRR H 32%, 54k
WA (HA, #EAPEGEA) N 16% ~
26%. ) VURP PR A OB Ry 34%HH—3, UESEE
HH 1 DX A ) L EERE WO ) R AR FZ SR R 2 8 )
K. FHHN, RFAE BN UGTIAL JH JF 8+
TATA 557 HE [ ARG B (9%) 5 IEH 4
(71%) TGl , FRURMHHXHEJLELE &
I & A SRR I AR JCRH BAHDG . T UGT1AL
TATA 2li4F A (TA) 7TAA (7/7) HFERIEN
1%, 58 KRR AFEH UGTIAL JEH 1)
LM FERIERBX, MWW TATA J5 31148
SR AR —E AR LSS S A
JUEEAEBOH ] REAFAE AR . RK . M X Z A 22
5, BB R FEEHEER. T2
TR bR BB H X LA 2 ma 4 A AN [] s AN ) R
AR JUEE B UGT1A T FER Z M E R AR IT,
PLT fife = a2 B4 ) LEIE B it E i fE R £
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