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[ Abstract] Objective To investigate the heredity relevance of UGTIAl gene mutation in exon (Gly71Arg)
and priming (TATA) to the neonate persisting jaundice in Yunnan. Methods 289 persisting jaundice neonates
were selected in the case group, and 96 neonates without jaundice were selected in the control group. DNA was
extracted by regular method, and the first exon of UGT1A1 was amplified by PCR, the PCR product was identifid by
argrose gel electrophoresis and sequencing. Results The allele gene frequency of G71R were 33% and 17% in the
case group and the control group, the allele gene frequency of G71R was significantly higher in the case group than
the control group, the difference had statistical significance (P <0.01). The allele gene frequency of TATA were
8% and 8% in the case group and the control group, and there was no statistical difference between two groups (P>
0.05). Conclusion The persisting jaundice is closely correlated with Gly71Arg mutation, and has no relation
with TATA mutation in Yunnan.
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1.1 —REER

S 512 R BT JLEE R BE2010 4 3 A % 2011
A 3 FISE BAE A PR BT AR L 289 5, H g
7~28d, B 170 B, L 119 B, R =37 ),
R (272.49 £7.59) d, HAEKE (315 +
0.46) kg, MHLZ K (371.64 £112.50) wmol/L,
[ FEAHLLZE (357.1 £108.9) wmol/L. HERRHT A L
VRIMAE | JRYY . AP R Sk g, REFLME TR
JE . HUIRARDIREAR T . L4 25E . |HE . 6t
A AR AR AR S A R R R AR R, ABE IS 28
HIT . YERARYTT R EIEHIR R AR, AR
A LIRS I, X HRAL . SRy (R IBIAE E A9 T B AR
JLo6 fl. JRir =37, FWRE (2779 +
7.52) d, B 544, a2, HEAKE (321 +
0.62) kg, H#S N 7~28d L. St 5
wHfl . BRls . HAERTE . B JFOEE . 2040
M AR L = S e i L (P> 0.05).
1.2 Fik
1.2.1 EEZ DNA 2B BU# kil 2 mL, EDTA
PrsE, NN 39%0 A HER KB A, By - &4
i, ToK ZEEITHE DNA. 1 75% AR5 1
5 PCR Hij Fl TE 2% Ml 75014 % DNA.
1.2.2 3[¥i%it A UGTIAL B 1 4h R 1
J 40 A0 B 236 A 19 2 2 SOk B2 TS 1 4. A
Gly71Arg JEHR PCR 5[4 EiiF514 5° CACCT-
GACGCCTCGTTGTA3'; FiiE5|# 5" GAACAGCC-
AGACAAAAGCATAG3'; TATA & & K 746 I .
SSCP. WA Z: 10 xPCR Z b (15 mmol/L
MgClz) 2.5 pL, 4 x NTP (10 mmol/ L) 1 L,
b RS (10 pmol/ L) 45 0.5 pL, _L¥iF5]
Y. 5'AGCCAGTTCAACTGTTGTTGC 3'; Filf514):
5'CTAGGACAACTATTTCATGTCC 3', #Hzx DNA 1
pL, Taq DNA B4 1 wL, 57K 19 uL.
1.2.3 PCR F=H¥REL AR R SAKF 50 pL,
WA 95 °C, 12 min, 2814 94 °C, 1 min, 1Bk
64 °C, 1min, ZEff 72 °C, 1 min. THFF 35 K.
PCR J=¥) 4 2% Agarose HLYK KGN, IR 2 WE YL (D,

LHMTIEL, %5%E PCR =¥, PCR =¥ WAl &
UGT1A1 FEHEE 1 4ME FAENN 935 bp H B, 2
B X, F 100 bp DNA Ladder YE M arker Il %
PCR ¥ K/N. 1% BB IR, 150 V. 100 mA
20 min HEIKEE, UL 1.
1.2.4 PCR F=¥illF k17 PCR /=) EH 7 LA
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Fig. 1 Electrophoresis figure
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%1 24 UGT1A1 G7TIR ERES AR EMERRTIARILE [n(%)]
Tab. 1 Comparison of the genotype distribution and the allele gene frequency ofUGT1A1 G71R between two
groups [n(%) ]

UGTI1A1 E:[XH

" A7 L [R] 28 AR 2%
A Bl n Ve P o LG R R SRR R
I 15112 289 35(12) 118(41) 136(47) 188(33)~
pOpEESE] 96 3(3) 27(28) 66(69) 33(17)

5XTHEA LR, “P<0.01.

£2 24 UGT1A1 TATA ERE S HREMERAELE [n(%) ]
Tab. 2 Comparison of the genotype distribution and the allele gene frequency ofUGT1A1 TATA between two

groups n(%)]

UGTI1A1 R H

4 n Ve Pve o E e S
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pOpEESE] 96 0(0) 16(17) 80(83) 16(8)
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BTG PEREAG, MRS AL RERNE R, &
A LEE R R R R S fE R RS, BERR
UGT1A1 JER AR AE NP R 22 5, BRE
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ly71Arg 2251 I S50 FE R S AR 5 R 33%, 4R
WAREHR (HA, #SEMPEEEAN) N 16% ~
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R B A LA S R ) R A AN L R 2 A % )
MK FAHS, ARBRIE RN UGTIAL RH G s+
TATA S5 5 [ R AR B4 (8%) HIEH 4
(8%) Tosit ¢S, KM AMA A LT T H
JE R SR SE R 0 28 A8 JC I BAH G PE. T UGT1A1
TATA 4i5F A (TA) 7TAA (7/7) BYSEHSIR R
1%, 54 FERFT RN ARE R UGTIAL L )
LN FEERIAERGX, MW TATA 87748
SERARGE A —E e 0 UGTIAL BN £ 4

PEAERTRIFP%, sl m]—FPis AR R, £ 2[R —
RIGAEA R AT P A 22 5, T8 5 1%
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