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UGT1A1 gene polymorphism among unconjugated hyperbilirubinemia

full-term neonates in Chongqing area

Wang Xiaogin ,Wang Yongming,Hua Ziyu
(Center of Diagnosis and Treatment of Newborn ,the Children’s Hospital ,Chongqing Medical University)
[ Abstract]Objective : To explore the UGT1A1 gene polymorphism among unconjugated hyperbilirubinemia full —term neonates in
Chongqing area. Methods : The study was a reviewing trial including 330 unconjugated hyperbilirubinemia neonates. According to the
jaundice etiology,the unconjugated hyperbilirubinemia babies were divided to two groups:210 with clear causes of jaundice and 120
without. Meanwhile, the severe jaundice cases were divided into two groups:213 cases undergoing exchange transfusion and 117 cases
without transfusion. The UGT1A1 polymorphisms were compared between the groups. Logistic regression models were employed to an—
alyze the effects of UGT1A1 polymorphisms on full-term neonatal unconjugated hyperbilirubinemia. Results : For the group of unclear—
cause jaundice, the total mutation incidence ,homozygous mutation rate and heterozygous mutation rate of 211G>A were 49.2%,11.7%
and 37.5%,respectively , significantly higher than those of 38.6%,6.2% and 32.4% in clear—cause group(P<0.001). Logistic regression
indicated, the OR and 95% CI'values of 211G>A mutation associated with the development of unconjugated hyperbilirubinemia and
severe jaundice in full-term neonates were 1.54(3.083-8.108) and 2.64(1.278-4.508) ,respectively. Conclusion;211G>A mutation
of UGT1A1 maybe involved in the development of etiology unclear full-term neonatal unconjugated hyperbilirubinemia in Chongqing
area.
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JEA (BJE =37 JA)FiE LR 330 5], ABth# 1~744 h,
B 1.13:;, 3850 LR TR R, BN E AR
57542 A B B AR 4 (210 #1) FIAR B4 (120 1) s iR 1A
P B AL FE R A LI UG . GOPD BREESE I | 3K /5 H il P
D ES, RBRIOSES HHLE (213 §)) ek md
(117 4 el pnnE S BB AR R 2 A L e A )L
WHEHERE T RN EOR LIRSS RFHEILE
ESITHREY, SR FE SRR RR R E
SR EGITHERE L(P>0.05),
12 ##k

TEBE KD | ml(EDTA $18E), A DNA #£BGRA &

(TAKARA Z47) )#2 5L DNA, I3 UGTIAl ZE BT X,
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Tab.1 Amplification and sequencing primers for UGT1A1 gene

5 3l Tm €€
(c) (%)
Y HE5]Y F:GACAGCTTTTTATAGTCACGTG 53 41
R:CAGACTCAAACCTAGGAGTC 55 53
MFES1Y  SeqF: AGCCTGGAATTTGAGGCTAC 56 50
SeqR: CCACGTCGCAGAAAGT 52 56

1.3 %t

1B SSPS 17.0 Goit ik (AT HAR A4 , R BN R %
PERFRRAR TR, SATAERHAFEE logistic
13534 FE R S AR X AN BA SR IR R A A )L BB e A A 3
H (odds ratio, OR )1 95% W] {5 BX. 18] ( confidence interval ,CI) ,
KK ¥ a=0.05,
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AR BIRGEIT 2 7 (P>0.05) 5 & AR B AR 4 SRR AR
HI4H UGTIAI 35 211G>A RS H A 158 2 7 (P¥=45.407,
P<0.001),211G>A ZEFE RN AHEEEAHEILEEE
R OR B4 1.54(95%CI=3.083~8.108,P<0.001) , #£/RUGT1A1
FE 2116>A RERAHIFEHEEA FiE LS EEENER
HE, Hig AR E SR SHEARSE UGTIAL R
211G>A RAR A FiT43 7 (*=7.978,P=0.019) ,211G>A
EEREMNAREREEEREAFEILEHELEY OR &
2.64(95%CI=1.278~4.508, P=0.006) , #&7~ UGT1A1 ZEH211G>A
A M EAHREERERAFE LB A ENEREER,
SHe 1 20 A B B I v L 5 9 ] A o L i o AR K] 43 A 22
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Tab.1 211G > A mutation analysis of UGT1A1 gene[n( % )]
HE £ eS| HER
A b GG GA AA G A B R KR
i 4H 213 121(56.8)  72(33.8) 20(9.4) 314(73.7) 112(263)  121(56.8)  92(43.2)
sk [ 3L 117 69(59.0)  41(35.0) 7(6.0) 179(76.5)  55(23.5)  69(59.0)  48(410)
x & 1271 0.446 /
P 0.53 0.495 0.16
OR{HE (95%CI ) / / 0.91(0.538~1.349)
C 210 129(61.4)  68(32.4) 13(62) 326(77.6) -94(224)  129(61.4)  81(386)
fafk 120 61(50.8) 45(37.5) 14(117)  167(69.6)  73(30.4) 61(50.8)  59(49.2)
¥ 1a 45.407 45371 /
P{H <0.001 <0.001 <0.001
ORfH (95%CI) / / 1.54(3.083~8.108)
. C 159 99(62.3) 48(30.2) 12(75) 246(774)  72(22.6) 99(62.3)  60(37.7)
54 22(40.7) 24(44.4) 8(14.8) 68(63.0) 40(37) 22(40.7)  32(593)
X 1a 7.978 7.611 /
P{E 0.019 0.006 0.006
ORE (95%CI) / / 2.64(1.278~4.508)
i C 51 30(60.4)  20(39.2.2) 1(2.0) 80(78.4) 22(21.6) 30(58.8)  21(41.2)
U 66 39(59.1)  21(31.8) 6(9.1) 99(75.0) 33(25.0) 39(59.1)  27(409)
Paki: ! 2.894 0.001 /
PfE 0.235 0.977 0977
OR{E (95%CI ) / / 0.99(0.481~2.125)
22 HARAAREASE
R 3, 3 3t i
£3 UGTIAI BEE 1 SpBF. BHREF
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Tab.3 Mutations of exon 1 and part of introns as well as TATA
box of mutation for UGT1A1 gene

RE RBRE #

RAN A KA

Big Bl RE
TATARSIARAE 1 ® 1
TATAR S G RAE G 686 C>A A RE 1 5 2
145 C>T &R 1 ABO%M 1
178 C>T & RA 1 RuEm 1
187 G>C & R% 1 ABOWIML 1
187 G>C &R 1 ABO¥WIM 1
187 G>C 5 RAE 1 RhFll 1
189 C>T G RA% 1 ABOWIfL 1
189 C>T #4287 1 ABOWIMfL 1
359 ST RAREAI 211 GAZRERET 3 ABOEM 1
359 C>T 455274 1 & 1
378 C>T RERA 1 RhEm 1
420 G>A AR 1 ABO¥IM 1
686 C>A ZRERATE I TA(TA)TA RAE 1 & 1
WET 45 T HRER 1 ABOWEIML 1
G6PD AE I 211 G>A QR 1 GePDD 1
420 G>A ZERBEH 211 GALERRTE 1 ‘s 0
686 C>A Ze&R 1 ABO¥IL O
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B kb &2 7 38 58 JTAF (phenobarbital responsive en—
hancer module , gtPBREM ) RA50 4rb5 X Je 555 19 &
FRAGFEROLE (HL B X K TATA &RAH
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7E UGT1A1 ENFE X REHRF S EFX
B 211G>A RAERE L , ZRBHM 71 fEERHH
B R 278 iU B8 (Gly71Arg) , UDPGT 75 PERAK ;
Hai&MAe 45873528 UDPGT 114 31 F f460.2%
322900, ZRAE FBREALETWMARE, FEEME
AFERR D A A R, BRI R A B
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A5 L BISREK , $R R A E SR AR AT RERS BT AR LS R
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. T G6PD SRIATE 211G>A RART A HhEME
H—EAES U DR U B o7 2 B 5 i A
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Z 8RR 37 TATA &JF51, Bl-ATATATATAT-
ATATAA-(A(TA)6TAA), (TA)n EE FHI KL
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TV 52951 379%;2002 4% Kaplan S5 3R,
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JEFRAA 2 BIA 4T A(TA)TTAA 75 R R
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