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[ 2] H5: MFENARE (hemeoxygenase ,HO ) SRR ARG RE b 19— AT LA PR, oA i I 21 2 4i§-1(HO-1) )3 shFh
B (GT) n EEFAIRT LA, RATHOZOIE HO-1 I Z8MEAE B A LR IRLr R e R VERT . ik IREEARBE 2019 4 6 H & 12
AMaa 1w WEEAE L ( Hit<7 REG>35w), ABdERMESAHZLE, #R4E hour -specific bilirubin nomogram K F2f 95 F /M &4
AFBA (96 Bi]), [RIMIABEHAE ( Hit<7 K ARG#>35w ) FoRIEEZ ISR AL (30 61) IR, KP4 Ho-1 L H
B (GT) n EEJFH. 450 (GT) n EEFHIKEELE 15 & 42 Z 0], SHERE = HILE 22 F130, FE XKE <218 (6GT) n HEJF
SIEENIFER (S), KE=218 (GT) n A FHIKMFEN (L), %604 1Y i EL Xt BT B2 0 (00 18%. 7% ), H
P ZFA GBI (P=0.012), I HRElA 195 AL I R K 2 A i Je ST R R BT o L 1B BRAE s (4090k 28%. 10% ), HP4L
ERAGIFE X (P=0.028), LMEFIHSHRAESEOEER (MiG8as ) S8 L BL R ME 24 ¢ (OR, 3.2; 95%C1:0.98-9.33 ),
251 FEREDURATEF, HO-1 RH (GT) n EEFHESAREN ( <21) AT BT HO-1 FEREL TN, FA LR, B9
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RHE . SERZANE; MLLENNAN-1; B L IBZL R AR

AR, XoF AR ) L I 2128 I A 375 2T 38 /K P s B A 3
R IE R IRERSY, HERE" ., JER AL 2 T 2L [H]
SCAPERT, AT ER IRLT R M o B AR ) LIRLT AR A
7, JEREHA )L LT R IML4E (neonatal hyperbilirubinemia ) f)—
AR, 2T A i) S 256 D] PR3 o/l A5 PR 35 R ok
EMILACHE R, A IRLI R AR T HATE A, A
ORI O OB R OW A M O R OB O 1Al
(UDP-glucuronosyltransferase, UGT1A1) REME AR LS A R LT Z AL
REEE AR, FHHGITRER R, Sl hirsEss G Ina s
W, SECH LSO ZNGE, AR ER, B Lmiia
MR — 2 (A 151 A2 PR I R PR R 3

2L ZE %A B (hemeoxygenase HOMETE 1968 4E4 Tenhunen™ iy
YR T HAE ML A A, Bl — D FERENY R R M 4T
FACHEAIRLL R, [FIB RS i — A AR . HO A5 =FlH]
T/, HO-1 . HO-2 #l HO-3 . HO-1 #AB1ES 22 SYefafk [ (22q12),
i 32-KDa & [FIBALAL, EALUhT 25040, JULRIE R 3=, 78
FALRIL. Bl . PURTERNE PSR, HO-2 FE2EM 0 fEMFI S AL
o O HO=3 FERN) 120040, (RAEARAE FAAR . HO-1 JED 5 3h
F 5 i(GT)n TR 28T 45 HO-1 B 3 sl iyt
B (GT) n TEEFHIAT AN HO-1 fFE3E, Mmir=A: 52 AR
#, MK (GT) n EEFIIRERIT HO-1 BRIL". ETHIIZH
FEEERH, GESE HO-1 3 87 R A 228 Mg A ) L IRET 2 1 e
PITEENER], ZEARRIARE, B, FHEEAUARRAAR] . Bk, F47
s HO-1 ZEFER s FH 8 (GT) n B FFHHCEE a3 804 LR
WA 2R ™ FEFRA T AT b, LSS E DU B A L
HEMHLaRIMAES (GT) n EEFHHEE A,
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a BN ABRIE: ABE20194:6 7 B 12 BEAKHI AL (HIE<7XR
BB >35w ), ABEJE Rl i i S AHLCZ , M hour —specific
bilirubin nomogramﬁ?%95§§:}’1ﬁf—igw/\gggﬁé’ﬂ: Hiy<24 h, IfiL
T EIE>153.9 wmol/L; Hi¥<48h, IMIEENA>222.3 wmol/L; Hi
<72 h, IMEME>273.6wmol/L; HEF>72 h, M5 EIE>290.7 p
mol/L,

b, HEBRARIE: WHHIISWIAE G-6-PDERZAE . HurpiEAE I . B |
WL, HAGERDE . AR . FURIRDIREILR .

cIEITRRUE: RIE35-37"w: Hil} < 24h, I35 A < 136.8n

mol/L; F {#$24-48h, I3 EHH < 188.1 wmol/L; H#§48-72h, I
HH <2394 wmol/L; Hi#& >72h, I EHH < 248.0 wmol/L. i
>38w: HE < 24h, IMIFHEMH < 2052 wmol/L; Hi#¥24-48h, I
JBJH < 256.5 wmol/L; Hii%48-72h, IfiliEAAH < 307.8 wmol/L; H#R
>72h, I35 EAH < 342.0 w mol/L,

2.5 R4 [FMIAREE A ( B <7RHERIR>35w ) HARBEZ
S SRR B A )L

3.DNA i

a JRICOMHIL, % DNA, Hrifid DNA Y, o8
R, 12000xg B0JE%F DNA %58,

b5 19t

B s F ( 6hn #E K F 5 5 W
FAM-AGAGCCTGCAGCCTCTCAGA(A/T)TGGAGAGGAGCAGTCATA
TG

4.PCR Jr¥k: W PCR BARX BT DNA #4747 3%, F HindIII
Tt P A T U0, SRR RREE LUK AS I, (4K GeneMaker v2.2.0
I T BRI

=B
LB ILIEA TR A (£ 1)
SEELH(96 ) | XFIRZA(3045)) | P

B 53/43 18/12 0.605
H i 420+ 155 6.25+ 1.88 0.150
HAE R 3122+324 3221 +314 0.745
GNciy 3079 + 375 3210 + 325 0.650
S 33.81+ 1.01 3492+ 1.05 0.759
gk 50.20 + 1.54 49.88 + 1.44 0.352
W= R = | 70126 21/9 0.422
B 7L SR 96 30 0.855
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HO-1 (GT) n FEFHIRISFMFENE R (£3)
SEREH (96 151 ) XTRAZH (30 441) P
n=192:n (%) n=60;n (% )
JEEENIEER (S) 34 (18) 4(7) 0.012
K& A (L) 158 (40) 56 (41) 0.584
HO-1 (GT) n EEJFHIRIEHEAE (F4)
IR XFRE4L P OR(95%ClI)
(96 f5il)  (30#1)

n=96;n ( % n=30;n ( %)
10 (8) 1(3)
Z2&F (SL) 24 (20)  3(7)
SSE{SL 34 (28) 4(10) 0.028 3.20 (0.98-9.33)
AMHFT H, SEIR AT X B ) — B X L B 25 (3 2),
(GT) n EERIIKIETE 15 5 42 2], SRR e e
22 130, HILRE XK <21 28 (GT) n EE S SEMIER (S),
KE=21 8 (CT) n ERJFHIHFM IR (L), STI0LH e 5 5%
e S AL, BB (R 40008 18% . 7% ), HW4
RS FE X (P=0.012), SCRA Al G 1Y 2% & e 55 5%
BT 7 E B R (365, 435110 28% . 10% ), HESR
FHEFRE X (P=0.028), LHERIAMTARHIE SN (44 s
RE) SHAEILE MO R MAE R F ML (OR , 3.20
95%(C1:0.98-9.33 ),
=. g
B (GT ) n EEFFIE HO-1 FERE 3T i) iz,
PEdE HO-1 LR A G Sk is e iGE, MR~ AE 2 AL &, s
oA Lm IRZr R MAEM BN K, Bkt (GT) n EEJFHIRXI
S LB R, (HE A 2T E A 06 (CTn R FHI( <25),
Al BH B BTG HO-1 JEHAYHE EIEHET 9, {3 HO-1 NS 3hF (GT)
n TR FHKEAARFFIER AT EAT R . Yamada &35 (GT)
n FEFH ( <20) RAFE LR AR R MAE M REE K (GT)
n TEFH (=29) [ 2.5 5", ASLIAFFTAUIE DU 5 AHLL 2 MAE
5 (GT) n HAEFIIKEFRIMIN:, 45 R UESA Bk )L IRLn 2 i
SERYER LI (GT) n EREFIVE SN IEN BT, Hp#arais
FER A HRIL SRR (GT) n B FIESAEE AL,
A A LR AR LT 2 AE A XU 3535 3 5 LA L, 5 Yamada 2518
—E,
Katayama"[FJFEWFFT 108451 H ASHAE L, 2R BURA SR EK i
SERHTAE L, HHO-13E M S shFH A S 3 K (CT)nE E 741
( <22) WSIFRE L (p= 0.015), #HAESEAIEFGTInEER F5IH
HO-13£ A B 37 5 5 4 L s B 21 2 i e 2 ] 8 25 4H 56 (OR: 3.1;
95% confidence interval (CI):1.03 B 9.53), Tiwari""%J H 2000 E[l B #iAE
L, WESEAE S R (G & P81 RE R HO- 1 3L 3 2h 16 PR,
TP E B ZRIRLL 2, BAERGTInEEFS ( <20) 2S80HE
JLERHLT R MRS GRS N E (OR: 4.5:95% confidence interval
(CT): 1.6 0 12.7 ). Weng 7T 444051 K T35 G BE L, 4
(GTInE L )P 5 (< 24) 5 H7 4 L AR LT & e BB # e (P <
0.001 ), %E(GT)nTE 5 )74 T BB A= LR IALT 2 MR 140 ST fE e R
Z(OR: 2.19; 95%confidence interval (CI): 1.53 13.13, P < 0.001),
AL, Kanai™ /787 14941 H A A= JL(GTInSEM SERH , &I
(CnEE P4 55 A4 L AL 2 MUE 2 (8] AR & . Kaplan'™23#F
T 1996 LA as B AE JLIDNAREA ) (GTInE E 741, R EIHiA
JLF AL 2R I 5 (GTInTE B PSS Z A M5 o Zhou 5T T
98831 H [ Fi M 4t X A S5 7R PN B3 AR ) LB 5 08 (GT)n T &2 31
( <27) ZIMWELR, RIPHEIFICHICHE:, M GTnE R 74
AT RESE ANV I AR, 5 Kaplan FUBFSE 458 MR o Lin"™H4r 7502
BN BETLIE . 769 4EE /K N T8IPUE R HO-1)3 3 T FE K A9 (GT)n
TR PG ZK AR, RBUXFA M H e 4E R
YN 2
ARG PWAETE— S BB YE . HO-1 2 202 A R F e
TR, EESE AR E A, R A A AT X G
BEARR I, (RS R s BRI R A . eI BRI AT HR Y
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253 (OR, 3.20; 95%Cl:0.98-9.33 ) - AREULHISE(GT)n T T4
S FEOHTE LR IBLLR MAERY B, HBBIESSE(Gn BR)F
G 5 HE L IRET 3 A 2 IR 3 A DG
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