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[RE] BN HitEPHREMAERER PS0IAL AR H A M. TI EREEMES LESHER
B4 G MR (ALL) RI%H, ik RAKFOIMBHETE AARGBERN-BHEFBRKESSE
(PCR-RFLP) # A% 89 ] JL# ALL 58 LI % 90 & X} HE 1) CYP1AL Msp | £75(T264C) . GSTMI A
GSTTI R EW BB HHTMT. HR JLEALLAK CYPIAL £E My | EBAETFRER(CRA)N
WREXBALRELHEEL(P<0.05)  BHASTRERNNILES ALL NEREKERAFRER(B
K1) 5B R (A B) JLEM R (OR =1.997,95% CI:1. 024 ~3. 896) , GSTM1 fRK S} 15338 S5 0 BRAL A ph 3
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RAEGHEE (P <0.05,0R =2.709,95% CI:1.427 ~5. 146) ,GSTT1 Sk RAHHR S RAMELER T
GHEEX(P>0.05) . [FIEF#EHF CYPIAL C B4, GSTM1 GSTT! SRR RUAYERA AR LE B ALL 1 KR 1 m
(OR=2.235,95%CI:1.111 ~4.497) , %t CYPIAl EH Myp | 2B S FRER(C &) .GSTMI &R
5)LE ALL 5 B T R M 2%, GSTTL SRR B 5 JLE ALL B B4E v RERAHL; M % CYPIAL C RIS
GSTM1.GSTT1 Srk HRATHEILE ALL RRHNZRERZ—,
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Association between the polymorphisms of cytochrome P4501A1 and glutathione S-transferase M1, T1 Genes
and childhood acute lymphocytic leukemia JIANG Lie-jun, QIN Gui-fang. Department of laboratory ,the People’ s
Hospital of Guangxi zhuang Aut Region , Nanning 530021, China

[ Abstract] Objective To study the association between metabolic enzymes polymorphisms of cytochrome
P4501A1 and glutathione S-transferase M1,T1 genotypes and childhood acute lymphocytic leukemia. Methods U-
sing case-control methodology, 90 healthy controls and 89 patients with childhood ALL were studied. The frequencies
of the genotypes were detected by PCR-RFLP techniques. Results Homozygous mutation( C) of CYP1A1 gene (Msp
I polymorphisms) between patients and healthy controls were statistically significant ( P <0. 05) ,the risk of ALL in
the individuals with homozygous mutation was higher than that in individuals with heterozygote(B) and wild type(A)
(OR=1.997, 95%CI: 1.024 ~3.896). The null genotype of GSTM1 in childhood ALL group was significantly dif-
ferent from that in the controls (P <0.05, OR =2.709, 95% CI; 1.427 ~5.146). The null genotype of GSTT1 in
childhood ALL group was not significantly different from that in the controls( P >0.05) . In the patients with homozy-
gous mutation of CYP1A1 gene combined with the null genotype of GSTM1 ,GSTTI , the risk of childhood ALL was in-
creased(OR =2.235, 95% CI:1. 111 ~4.497). Conclusion These results indicated that homozygous mutation of
CYPIAI gene and the null genotype of GSTM1 alone might be associated with the susceptibility of childhood ALL. The
null genotype of GSTT1 alone might not be associated with the susceptibility of childhood ALL. Homozygous mutation
of CYP1A1 gene combined with the null genotype of GSTM1,GSTT1 might serve as a risk factor in the etiology of
childhood ALL.

[Key words] Gene polymorphism; Cytochrome P4501A1; Glutathione S-transferase; Childhood acute
lymphocytic leukemia
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SHREERA IR (ALL) 2)LER T RAE
M, FORE SR RN R R R ST RERIR
ERMGER. —EFEBURYRHEARALEERR
5K P450( CYP1A1,CYP2D6) fE I T g AL BUE 3%
AR RIEHBUR YR , T S BOR Y AR A b AR
S ¥ 5§ (GSTM1, GSTT1 ) AL TR %, fERK
WEYHRAEER T M. TR (CYPIAL,
GSTM1,GSTT1) #il A RAMB B ENEE
WERGE, mERSSHESBIOMERR RGN
RIE R T M SR E R R A R 5 R
t, BRJLVERMR¥EIRZAFELER LN
E% & 4 B B AR R, BIFEAER B LR R E X
i 5 B (genetic susceptibility ) B &M, B 41x¢
CYP1A1.GSTM1 #1 GSTT1 #HZ &4k 5)LE ALL
REBES B ERXRBT THE, BENT
1 MN&5%%

1.1 xf& g 2008-01 ~201001 Z Bz |12 M{EBE

i ALL £ )L 89 4, 58 49 #, % 40 #, A 4E#A 8
%, ALL 2 i f4r 8 2 I 1 BOR 2 W R I7 804w
B, A BILSH AR RIEE, REMEBE
BB L% 36T R 25 . 90 B RE AR B
AL, B 48 B, & 2 B, P AER 105,
1.2 REHE

1.2.1 DNA (3B Fi BioFllux 4 F=# Biospin £
MEE 4R &, R U 4348 B DNA,

1.2.2 {CiE§(CYP1A1,GSTM1 GSTT1 ) X E £ 4
PRI (1)CYP1AL B Msp [ £EHERM: 514
FE51(5'-3") : L ## CAG TGA AGA GGT GTA GCC
GCT; F# TAG GAG TCT TGT CTC ATG CCT, K B
+ BE 340 bp ,PCR MK 50 wl, R R 54K 94 C
5 min;94 C 30 5,58 C 30 .72 C 30 s(30 /MEFF) ;
72 °C 7 min, ¥ =Y AR B Z RN TIES Msp 1
K41, 2. 0% 35 A5 0 o A e 3k 4 B, (2) GSTM1
GSTT1 £ H KW 514 F 51 (5'3') : GSTM1 | ¥



- 812 -

Chinese Joumal of New Clinical Medicine, Septemb

2010, Volume 3, Number 9

GAA CTC CCT GAA AAG CTA AAG C; T ii# GTT
GGG CTC AAA TAT ACG GTG G, A Bt f 219 bp,
GSTT! L3 TTC CTT ACT GGT CCT CAC ATC TC;
T TCA CCG GAT CAT GGC CAG CA, F B K
480 bp, Y IEAEBEKNAX M Albumin F ¥ GCC
CTC TGC TAA CAA GTC CTA C; F## GCC CTA
AAA AGA AAA TCG CCA ATC, F Btk B 350 bp,
PCR RRIfER 50 pl, REI&AFH 94 C 5 min;94 C
30 5,58 C 30 5,72 C 30 s(30 IMEHF);72 C 7
min, " 387= 4124 2. 0% BRAR R L 0k 3 B

E:l RATFRER(BH); 2 AETFREM(CH);
3 EPAEA(AZ); M 100bp DNA ladder

B 1 CYP1Al B PCR-RFLP 3 Jis 4 3 i e 3k 3

1.3 Siit2kse  RIFI SPSSI3. 0 St skibasfT
BRI 07 , RIS E E I &M Logistic EIHHH
HRNE XU BE 9 EL 3B ( OR) 7 95% AT fE R A1 (€T,
HRBHEBM LR BB, P <0.05 HE R
BRI L.

2 &R

2.1 CYP1A1l 1 GSTM1.GSTT1 HESERESL

1.2.3 EEBHAE CYPIAl ZMR&tEAYIE Msp
IEE I 3 FEEE. (1) 44 FRER(C
) 231 200 bp M1 140 bp B A B Q) RETR
AR (B &Y) £ 3L 340 bp,200 bp #1140 bp =M f
Bt (3) BPARI(A B AME{UE T 340 bp B —KH
(A1), GSTMI.GSTTI ZHP =Y k&R
A RO 1 MAR 41 &R 350 bp AT & .
BR219 bp KB, W GSTM1 EEEE, BN N
GSTM1 3[4k ; B7% 480 bp DNA KB, ] GSTT1
HEFETE, ZWEA R GSTT1 A& (AE2),

M ! 2 3 !

2 :M 100 bp DNA ladder; 1,2 GSTM1( +) GSTTI( +);
34 GSTMI(-) GSTT1( +); 5.6 GSTMI( +)
GSTT1( -); 7.8 GSTMI( -) GSTT1( -)

W2 GSTM1 & GSTT1 3 fi i 3 Jk vb v P i

EALLRAEMNXE JLE ALL 4 CYPIAL &£
Msp | A TRER(CE)FRSX RAML
BRERBLIHFEL(P <0.05) ,GSTMI r&EH 5
FRESMBAMEERARENZERX(P <
0.05) ,GSTTL fR KB4+ i R SX MU M L £ R
THEI#RIL(P>0.05), R& 1,

%1 ¥4 CYPIAL,GSTMI GSTT! X & A 44 M £ h K [n(%)]

CYP1AL GSTMI GSTTI
a4 4 Pk
AB+BH CH E[3° 331 33 E[2°5 3] Bxm
paiit:| % 71(78.9) 19(21.1) 41(45.6) 49(54.4) 46(51.1) 44(48.9)
ALLH 89 58(56.2) 31(34.8) 21(23.6) 68(76.4) 35(39.3) 54(60.7)
oR - 1.997 2.709 1.613
OR 95%CI - 1.024 ~3, 89 1.427 ~5.146 0.891 ~2.919
2 - 4.185 9.532 2.509
P - 0.041 0.002 0.113

2.2 CYPIA1 # GSTM1.GSTT1 kA HR 5 L&
ALL 4R % CYPIA1(C %) .GSTMI,GSTT! ft
KREMHKAEER AR ALL BRI (P <

0.05) , XSS e R FLA IR & 2 R A MA B9 2. 279 £
R#2,
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#£2 W4 CYPIAL fu GSTML.GSTT! KA £ HH KA R [ n(%) ]

| Vit CYPIAI(C ) .GSTMI.GSTTI1 SRR HAbB4BEA OR OR 95%CI X P
st 9% 16(17. 8) 74(82.2)
2235  1.111~4.497 5.213  0.022
ALL 89 29(32.6) 60(67.4)
3 g %, 53H " S4REM B, ALL JLEH GSTYL 4

3.1 CYPIAL £ I AR CYP4S0 REM—R,
HERMTF 15 SRakl, FERBSHFRER
BRl, BREIM CYPIAl BEMEN 3 BEHB
X 6235T/C %, B M Msp | LDBINL&E. H 3
HETMEER(AY) FHEFREH(BHE) 4
AFRERM(CH), BEA-HFRALHESE
ERI(CH)CYPIAl AR BRVENZH T LY
64, AR NBERY IR E T, T3 2R
M RENE ; EF R R R (A RS B R)MATFE LS
HFH R AR AR, MAS RAMAE,CYPIAL
BESERNA(CH) 5MEBHNEREEEMEX,
HIBS BB CYPIAL FESMEE L BRA
AHAMKNERET BN, ~AHRERENA
CYPIAl XA Msp | £H A FRER(CE) 5L
B ALL M5 BAETTREME, S G FRAER(CR) B
Mk & ALL B KBS 3% i 2,314 £, B i, 0
CYPIAL 454 FRA R LE T fEX S RBURY E &
B, WTE I T 218 ALL Mfak i,

3.2 GSTs BT A IR IMES, EEBAERE
BRHKSFRFYREMEESRN, EREE
DNA &, ERARAFG BTN T RME
R4, CSTs KKEAF 4N EERR (0,0, p0,7) 0
e GSTM1 B (f7F 1p13.3) M 0 R 1
GSTT1 EH (fiF 22q11. 2) EABP A BRI
Ak, GSTs HEMEAHBE, FBHER MR LR
FEHEROE  FLEN & F i R BUR D A B R
HER, BEES R, CSIM 44 FHREEN
Fit S 2% S L (93 40 B R 7E A 5 K B9 PAH-DNA
&Y, BERTH CSTMI HEFEX, KRy
R 5 F R 4 B b, Pakakasama %) & B
GSTMI null % H. 7€ 107 4 CML 8 1 320 $IE
EHBZEZRERITEEX(OR 1.7;95% CI:
1.0~2.7),7i5 GSTTI ZRELH#F R L, KRR
B GSTM1 null BY AT AERS N JLE ALL IR B, ABF
FELERF GSTMI RE % 5)LE ALL M5 Bt
A fEAR%, GSTTI k%5 )LE ALL (5 B A BER

AFHRARERNE, B S BAZEERELT
&Y, TRREENY GST REEER KDL
JLEALL HRESBPRREXBEM. BE
GSTs RiIEY &, AR TR Z B fEFEXX,
#I4 GSTM1 .GSTT1 EHEHFEVER,

3.3 % CYPIAl 44 FRAXEE, GSTMI,
GSTTI fisk 3 A B fg A4k & 4 CML ) XL B 38 fin
2.279 4% 15688 CYP1A1 2 [H Msp | EH4EFRAE
#5 GSTT1 F1 GSTM1 2547 [w]a 5k 5k 7] Bl JLE
ALL BfEREME, BILE ALL HEE 5 5 BRE
. BTFEARRAR—ADMEERTR, DA RN
WRERWBRYE, TARESSHEARMEMSL
BARTARER, BINR—-BRY T REES X
RSB B FHRERETEABNABIES S
RN B IR AT — 2 DI AR .
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