BS0E M2 M FILREEAR (BARRARR) Vol. 50 No.2
2011 4E 3 A ACTA SCIENTIARUM NATURALIUM UNIVERSITATIS SUNYATSENI Mar. 2011

HERHBIX DU N BE MDR1 JE|
PR H R 2 BT
Fokss', WA’

(1 Pk aefgdn, S~k M 510275
2. RBERAGFEE ARG FEE, 7R M 510006)

[

& . ZWZEE 1 (MDR1) BMEIFRESIE (SNP) SEHEHSREE. WA SR EE AR
REWG B, RFARA TR - BREIE A B E £ (PCR - RFLP) FIR-AHERER N - REEMRE
AP (PCR-SSCP) Jrik, NHERIHIR TGRSR MDUEATE MDR1 B[R 4085 X A4 18 31 K ifk4T SNP fifi#,
I AN R AT RIS IR Y 22 57 . SR 5 280 A T-2410C, T-129C, C1236T, G2677T/
A F C3435T, 247 F P B - 2410C K 4.65% , - 129C K 3.11% , 1236T %y 63.31% , 2677T K 44.66% ,
2677A K 14.47% , 3435T Jy 41.18% , & T - 2410C {7 5 B IFE Y KD ToH: i, HAROL S EA L F M RTER
W BN LB AEM AT P I AR B E R . RIIE N — S BF 5T 4 o K DU A MDR1 ZE [ SNP 524
YysoR . 2543 BIVE P L RO 5 IR 22 [ A AR S PR SRR '

SCHE . AR 1 RRERESM; DURARE; ERX

hESES: 0718  TEEREE: A XEHS: 0529 -6579 (2011) 02 -0093 -06

MDR1 Gene Single Nucleotide Polymorphism
in Southern China Han Population

YU Bingyun ' | HU Lili *
(1. School of Life Sciences, Sun Yat-sen University, Guangzhou 510275, China;

2. School of Life Science and Bio-Pharmacology, Guangdong Pharmaceutical University,
Guangzhou 510006 , China)

Abstract; Single nucleotide polymorphisms (SNPs) in multiple drug resistance 1 (MDR1) gene are as-
sociated with disease susceptibility, drug response and clinical outcome such as survival and recurrence.
We conducted a systemic screen for sequence variations in all exons and part of promoter region of MDR1
gene by PCR-RFLP and PCR-SSCP in the Han population from Southern China. Genotype distribution
differences among different ethnicity were tested by chi-square test. Five different SNPs were detected.
They are T —2410C, T -129C, C1236T, G2677T/A and C3435T. The frequency of —2410C allele is
4.65% , —129C allele is 3. 11% , 1236T allele is 63.31% , 2677T allele is 44. 66% , 2677A allele is
14.47% , 3435T allele is 41. 18% . Dramatic difference was observed in the allele distribution among dif-
ferent ethic populations. MDR1 - 2410T/C was excluded for its rare reporting. These data may be used

as a basis for studies on the relationship between MDR1 genotypes and drug efficacy, drug toxicity, dis-
ease susceptibility in Southern China Han populations.
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Fig. 1 T -2410C in promoter of MDR1 gene
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Fig.2 T -129C in exon 1 of MDR1 gene
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Fig.3 C€~1236T in exon 12 of MDRI gene

Fig. 4 C3435T in exon26 of MDR1 gene
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Fig. 5 G2677T/A in exon 21 of MDR1 gene
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Table 1 SNPs in MDR1 gene and the

allele frequencies in Southern China

BIZHR - HER G E A
.
EZ i R/ %"
5’regulation
-2410 T/C i 95.35/4. 65
region
-129 T/C Exon 1b Noncoding 96.89/3. 11
Silence
1236 C/T Exon 12 36. 69/63. 31
(Gly412Gly)
2677 G/T . Ala893Thr  40. 87/44. 66
Exon 21
(A) (Ser) (14.47)
Silence
3435 C/T Exon 26 ’ 58.82/41. 18
(Tlel145Tle)

1) J5 4 ANLASPIEALE L, cDNA J£3)) M14758 ( GenBank)
N, BIRSRIAALN ATG 89 A fEJ +1 AL, MDR1 Z:[F B
PO RTES 2 SN, - 2410 T/C LB e BIHE
TAET L WEHREE ; 2) SAHEFE IR SH 55500
FE IR B 7 MUY A XS o

PR B DX DU AT E R e b X
[\ MDR1 B[R 235 M iR R B, BT
Tang et al. (2002) it if ) G2677T/A fi, B.
Chowbay et al.  (2005) HziH#Y C1236T Fl C3435T
BLLASL, LRI A o B 4 AL B A SR 5
BATWEE R T B H LR

R T SR T A MDR1 R A ZASER
AT g 0 AR A, FRATRIE AL H A A %
BRI H R, B E (N
AR« HA, HE ARV WA A FHFR A
“IRWNHE (East Asian)” 72 JE#EE @ A, il
WA, BRWA, HFNEHKR “IEW AR
(African)"w’lz’ 19,21423]; 34@@, ’T%E*l, /Bié, I%’j(
A, VEEES, WA, RESFHT IR ALK
ﬂﬂ 113 %ﬁﬂ:’%‘?kﬁ (Caucasian) »[9,12,19,21-22, 24 28] ,
EIREHIALRE Y, in b3 PR B R 5 75 W R AR
SR E R BEE P WA SR IA
TE—RE AP — 2R AR (E6),
HBiREREMABEHEEABENENEE,
1236T, 2677T, 3435T FEIEYN AT P 14 27 3 2R B
BANTHEAR, -129T MR G E A B K.
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TEELIFIZH DNA v, (LA B8 235 7T B8 & A= Ar
5, P SNPs BERT BEFEFL )7 51 P, AT AE7E 5
EIS B AR G 55 X5 51 o H = A7 F 40 5 X ) SNP
(cSNPs) [b#i/D, FNTESNE T, HA SRR
RIREFIR /5, RGN, <SNPs 78815 5%
MR EERE N, HUEZE, 2000
4, Hoffmeyer S" 2595 vk 38 1 DNA 430 5 5 188
RN MDR1 B 2355017 T RGMif4E, 3t
KIT 15 A SNPs, JLHp L F55 26 540 F (1) ]
XGRAE C3435T 5+ 48l P-gp HIFREAKTFA KH
RO i T M S E R, S, MDR1 ZER B
SNPs fifi e TAEC AR F AP RIF, BEHEY L,
TE MDR1 B:[F 1) 4 A5 X 5 3F 45 X EL & 31 50 24
SNPs, {ELRAT) SR L 8 76 B DU A B R R G 0
# MDR1 F:[A 475 X ) SNPs, HHERENE, H
R, B R TF o E A AR X DU AR
) MDR1 F£R4MNg F X SNPs [ RS fiids, #F—2
563 T AR SNPs i

JEAE MDR1 TIfEAH S SNPs A T - 129C,
C1236T, G2677T/A L Jk C3435T, Bk HuiHHaE
ZERARK—3, (HAKIHIEH BN S5E A R FE L
BLOEMEA O, BN BRI S BTG .
MDR1 Z2 751 301 P-gp B[4 33K KT B3 vk
A7, BREs R d R EBUE Y A HE S -5 R
BAEMS, N2 05 H B 25 %) T 20k 98 40
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FUkE 5. A KBURARE MDR1 EF BEH RS ST 97

T 254, Hoh MDR1 C3435T i i F RIS & 2,
BEAR—ARNEZE, BOEMHY2 M0 AE
‘5 P-gp HEHKFEMIGEAEE, HAERV AT
fefe: OREZHE WA REN T2 A %Y
F, IR PR AR ORI P-gp 2B H AR I
Q@A BRI WA B0 mRNA 47 &, I
i RNA 873, @5 HBIhie 2 & 90N P47,
HIEEARREL e S, BREREHRERN, &
NIRFFE AR PR A MDR1 3[R SNPs 43 4f, W] ¥R
TR H R IR ST, B IS W BB YT SR AL 5ty
R

FAVHE MDRY 455 X Qi 4 ) 4 4~ SNPs, #B
REMIE N EMER AR RREMAR (>
5%). AINEE —HEMERHM TR T ERZE
ASTEHETE L XA BE R IF B M B, S sy
REBRAHERIMBEAFHERIE, HAEARE M
RN EAG . FRATRBER I X L2357 e T
BATTEE A8 5375 22 R AR o

Fr A R Hh X DU AR 5 L ARGE By P E R
BALER A FEE A, KW RH Tang et
AP B Y C2677T/A fi7 . Chowbay B et alt'™ 3 i&
f) C1236T H1 C3435T AL H5IATWLERA 7. A
TR P ek 8 5 A 1 (3 25 S G Y AR =
W E A, T Ah—tegi ik th E A 4 > SNPs 1Y
AR GRATM LS BT B E2Z R . Bk
RN EREBEENER, HRHZFEETT SR
SRR S, Frh B E A
LAV R R 3 A R ) 2 S5 AT BB FR R el BT 22
WM. 4, MDR1 SNPs 7£ /1 B4 + AHE Y
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25 R B R .

Pe— H AR R A 22 8] SNPs 437 ) 22 5,
RI MDR1 T - 129C FE45 AFhoh iy 23 A5 2 51BN,
BT HAMEFER A SN, HAS AR ST
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ARSI T — 129C 8540 F5 B 46 45 A F v 2375 431
REB N (2% ~8% ) Bk, T EB BN IE
WEA ZH - 129CC ai A RIERA, HAF - 129TT
AEATUFD - 129CT Z2 A BIF R R ERIE R, Sk
8T HAE R ABEAR D Z R, 5 IR I,
MDR1 G2677T/A 724 AFp B AR W Z R0 70
A, AMUFEW., EmRAEAEN AR Z 5 A B2
5, FERWAEMERAHENT, ARERZRBT
SRR XA RE TR H A AL R A
2%, RRBEEAGEESHEFAE, FR%aE

44370 4315 B N 22 R
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EME IR AT AN B S A2 7E 10 74
RUSEAFE T, WA A IR AR TE 4 T4RRTA
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N AT AR FIPRSAEAR R AR 5 .
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NS E N 3 PR B A A RO R 22—

N EEL R A B R 2 S A S BT ia s i A
. ABERIMA Z B DNA JF 41 1) 22 55 L R i 46 72
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AR AL, AR R Z MR 2
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