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SLC22A3 LA 4K 5 B 403 N T4 A 44 (bacterial artificial chromosome, BAC) 4%, PCR #"## hSLC22A3 intron7, 5[ A%
S BER A5 F N 2K pGL3-Basic 1 pGL3~Promoter, 155 4 JFiki pGL3-Basic—SLCi7wt . pGL3~Promoter-SLCi7wt fll pGL3~
Promoter—SLCi7mut; 4L FURL 5 N Z Tk pRL-SV40 e A A FR'E AL HEK293T, 24 h 5 Kol o SR BHG e, R IFEm
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Negative regulation role of SLC22A3 gene intron7 in gene transcription
Feng Xue',Liu Qing',Lei Han?,Ding Y anhui'
(1. Department of Clinical Research Center;2. Department of Cardiology,The First Affiliated Hospital of
Chongqing Medical University)

[ Abstract]Objective . To explore the regulatory effect of the human SLC22A3 gene intron7 and SNPrs2048327 (A/G) on gene tran—
scription. Methods : The hSL.LC22A3 intron7 ,amplified from the bacterial artificial chromosome(BAC) including whole human SL.C22A3
gene,was cloned into pGL3 —Basic and pGL3 —Promoter respectively to construct the recombinant plasmid pGL3 —Basic -SLCi7wt,
pGL3-Promoter—SLCi7wt and pGL3-Promoter—-SLCi7mut. The recombinants with internal reference plasmid pRL-SV40 were co-trans—
fected into HEK293T cells, then the luciferase activity was detected. Results : There was no significant difference in luciferase activity
between pGL3-Basic—SLCi7wt and pGL3-Basic(P=0.986). Luciferase activity of pGL3-Basic—SLCi7wt was lower than that of pGL3-Pro
moter((3.514 + 0.096) vs. (6.286 + 0.370) ; P=0.000). Luciferase activity of pGL3—Promoter—SLCi7mut was lower than that of pGL.3-
Promoter and pGL3—Promoter—SLCi7wt (P=0.000). Conclusions : The human SLC22A3 gene intron7 has negative regulatory activi—
ty,which could significantly down-regulate the expression of luciferase reporter gene. The mutation (A—G) of SNPrs2048327 (A/G)
located in the hSLLC22A3 intron7 may enhance the negative regulatory activity of this intron.
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Jefifk 6q25.3 I, 4K 135.47 kb, 05 11 MM
TR 10 A& T10 ) SLC22A3 b BH B 74512 15
F 3 (organic cation transporter 3,0CT3), ] {2 531
TOOME AL B OB R A TR AT
FIRREFL -9, AT/ Ny T B T AR s 5
5 440 B X BH S -4 I ) WA T R A2 (U
XU A IR A5 43 P2 ash o (22 BB B IR
EHE FIRE) ML Ius s Y LA E
JHe LR ) PR E A BRI (MPP+) T B A e i
RAE B U100 A LA PN 2 Y B S
IR, SLC22A3 FEH M HZ 8w 2 9t , 248
H I PR SR, L S R RE & R Y SR B
PR LR B 250 Tl U e A0 B REPE 10 I 15 45
J5 RIS 5190 A CAD By G R4 1 ot e vk, AR
U AT S IR UESE T SLC22A3 FE K K H: SNP
152048327 (A/G ) 15 5 T [ P4 g b X DU A HECAD
1) 2 995 % A OG0 {H G F Uo7 55 ST e N F
J7 90 XoF 5 D] S (R 5 1) v A AT R0 5 AR R LN
SLC22A3 3 intron7 NSNS R IHZN & T
1) ]2 H: SNP rs2048327 (A/G ) o7 15 %f 35 PRI s 5 1) 3
VR

I RS

L1 ##

AR A HEK293T RIAFT I DHSo (A2 ) Hh R
BERF A7 53 B I~ S 0 28 S 5 A B A T4 (1K (bacte—
rial artificial chromosome, BAC)CH17-421M3 (4% A SLC22A3
SRR E) I H T RNSE ; Ok pGL3-Basic ,pGL3—-Promot—
er .pGL3-Control ,pRL-SV40 I H Promega /A 7 ; PCR 514 H
U S R A W HOR AT R R B DM 2000 Plus DNA
Marker 2X Taq MasterMix 1 [ dt 5% 5 4 th 20 A= P BH A R
/N ) s TransStart FastPfu DNA Polmerase N FH 1 2% W A
et X Y EARA IR R BREIEN VI Dpn 1 Xho 1 |
Hind I, BRIP4 2 VI Exonuclease I (Exo I ) K AH IV 2%tk
W4 Fermentas /A ) ; BURL/ME IR &  IEHEE DNA [

Wit 7] & B A s R AR A AR A BR 2 ) 5 Lipofectamine
2000 Reagent 4 7 invitrogen 2 ] ; B¢ 5 2 e P50 6500
F Promega 2\ 7 ; il DMEM 35773 | JBE2E (A F HyClone
] RARTEE A GIBCO 2 A ; HAviaIe hyilk 1 /A4l
12 Fi#k

1.2.1  SLC22A3 %[ intron7 2K F51AY PCR ¥4 K 4lifk
M8 A SLC22A3 3iE [H /7 51 ( GenBank , Accession Number
NC_000006) 514 (FFAI L 1), FI I E A D {5 B L
NCBI /) Blast Z {46 30 L SR R 5 28 h e S b
YIEARE R FA I, LA A SLC22A3 FEH &K FHIHBAC
(CH17-421M3) ik, I ik 2 X751 4943 3414 SLC22A3
FE intron7, 7743 5 SLCi7-5567 (5 567 bp) Fil SLCi7-
5573(5 573 bp), PCR R B & . Bl BAC(CH17-421M3)
8 wl, TransStart FastPfu DNA Polmerase (2.5 U/pl)1.2 pl,
FastPfu Buffer(5 X)12 wl, EF#F51414% 2.4 wl,dANTP(10
mmol/L) 1.6 pl, MgCL,(25 mmol/L)9.6 w1, fi7K % 60 wl. PCR
J2 R 5545195 °C 2 ming95 °C 20 5,66 °C 20 5,72 °C 3 min, 1§
30 1572 °C 7 ming, PEHI4 1 %BNE MRS A BRI |
TR HEEIE DNA [RISGTR & atifb i,

122 M E T 4= 8 SLC22A3 A intron7 40 Fioki
Hind 1 B§Y] pGL3-Basic FikL, Xho 1 BY] pGL3-Promoter Jii
KL B AEE RS DNA ISR & 2l Ak D v fe sk, 78
Exo lIVE R, £ M4k pGL3-Basic 5 SLCi7-5567 . £ 11k
pGL3-Promoter 5 SLCi7-5573 435l 4% B /R H 2:1 Fok L[]
VEHL 1 b, FRE L5225 DHS o KIGHFIE 175
TR K (ampicilling, Amp) PrHE 1€ ; B RN R & 3R
WUTRL AT Hind T 410 55 78 00 77 500 | 545 85 A4 #8520
g A pGL3-Basic-SLCi7wt 1 pGL3-Promoter—SLCi7wt,

123 A RAFR SLC22A3 FEMA intron7 AL TR ARTE
SLC22A3 %EPH SNPrs2048327 (A/G) {37 A K LA 32 15 %1 % i1
TE MR FFI I3 2), 3¢ i BB A Y AR A
FRON T A, AR A= 760 B 2 ook pGL3=Promoter—SLCi7wt A
FM , ] TransStart FastPfu DNA Polmerase 17 SNPrs2048327
(AT KL A—G I3 RS . SUBARFR M BT A Y 20 o
# 200 ng, TransStart FastPfu DNA Polmerase (2.5 U/pl)0.5 ul,
FastPfu Buffer(5 X)6 pl, I Fi#5 445 1.2 wl,dNTP(10 mmol/
L)0.8 pl, MgCly(25 mmol/L)4.8 pl, N7k 2 30 wl, SRy 44
95 °C 4 min;95 °C 20 5,55 °C 20 5,72 °C 5 min, 53K 12 X ;
72 °C 10 min, VEAFEYIZ Dpn 1025 R 0F A TR Gk A AR

F1 A SLC22A3 &M intron7 5]#)
Tab.1 Primers of hSLC22A3 gene intron7

EIk R FWIFsI(5° =37 ) FERIATR PRI
F: TCTGCGATCTAAGTACCAGAAGGTAATCTTACCCC
hSLC22A3-5567 SLCi7-5567 5567 bp
R:CCGGAATGCCAAGCTCCATGCTATTCCTGCAAACAC
F:CGTGCTAGCCCGGGCTTCTTACCAGAAGGTAATCTTAC
hSLC22A3-5573 SLCi7-5573 5573 bp

R:GATCGCAGATCTCGACCATGCTATTCCTGCAAACAC

NIRRT [ s hSLC22A3-5567 [ 41X 28 Hind ML pCL3-Basic ki, hSLC22A3-5573 [RJEAY £ X 28 Xho T £tk

1) pGL3—Promoter JE
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J& | 23S DHSa RIGHT I 28 Amp HUPEGH %, JHBTRL
AN R IUTORL, 1T Hind D) %5 78 00 17 560 00F | 4K45
AR AT 4] Ji R pGL3-Promoter—SLCi7mut
F 2 SNPrs2048327 ( A/G ) L = E RIFZ51H
Tab.2 Site—directed mutagenesis primers of SNPrs2048327
(AG)
SIFHN(5° —37 )

F:AAGAACCGTTTGTTGAGCCTGAGCAGCCAC

hSLC22A3-mut
R:AATGTAGTGGCTGCTCAGGCTCAACAAACG

R RISy SNPrs2048327 ( A/G ) i1 45

1.2.4 MY HEK293T 4 & 10904 077 A b
DMEM K5 353 78 37 °C.5%CO, 5 FEICR 5%, 55 YvnT
24 h, % 1 x 10° AN ALE A4 5185 T 24 FLATMLEEF=AR T, Ff
MU 2 80% Rl I HEA TR A2 s . BRI I . 500 ng F55%
YeFoRi 5 15 ng INZ UKL pRL-SV40 JH] 50 wl JC I3 v b
DMEM ;37 5% B¢ ;1.5 wl Lipofectamine 2000 F 50 wl JE 1L
T FHE DMEM 15 552 520 B ; BURLIR G 4 5 1 o0 1A R TR
5], F#E 20 min; DNA-JRIVIAE G W& N A 24 FLiR D %
FRE),37 C 5%CO, 50 Faksusiss . MRk 3 ~8
FL, 64T 3 YA ST H A S
125 POGREHETERI ik 24 b J5 RO G R
TR A A . TR FLAEML 100 L 1 x 48 i 24 =
T2 15 min; B 20 pl 4HH0RH 1355 100 wl Luciferase
Assay Reagent Il (LAR 11 )27, H GloMax 20/20 &AL
Kl pGL3 FURAR T (13 R 5 62 BRSO IS T R e
Fef55 (RLUSL) ; HILA 100 pl £ 113 (Stop&Glo TM Reagent)
2RI E K N2 ok pRL-SVA0 HEAF 6 15 98 G 2 T
Wk R TR D EAH S5 (RLUS2) . LL#E K U8 G
5185 B OGBS M 09 HUAE RLUST/RLUS2 /R 3l bz
PTG R B E
13 %it o4

KA SPSS 17.0 A AL PEECHE | i SRR + drifi
25 (w+s) FR R ZE Ty 22500, AR P L4 FHLSD -
BT KRBk E @=0.05,

ElEY AN

2.1 FAR REA SLC22A3 LB intron7 FLLR A6 M

DAL N SLC22A3 SR 4 K751 1 BAC(CH17-421M3)
AR, PCR #7314 SLC22A3 JE[H intron7; 74 SLCi7-5567H1
SLCi7-5573 £ 1% e W EERE Fi Tk , /3 A3 2 5 567 bp il
5 573 bp 2 2k (Bl 1) ; 2liAk MWiS |, SLCi7-5567 5 fE A
pGL3-Basic B H7, #4 i pGL3-Basic—SLCi7wt;SLCi7-5573 5%
% A pGL3~Promoter JBUKL , ¥ A pGL3~Promoter—SLCi7wt; T
MR 2 Hind Il BEY)4EE S5 AT 1% 3R IEREEE LUK, pGL3 -
Basic—SLCi7wt [ V] J5 155 1 905.2 580.5 900 bp 3 &7,
pGL3-Promoter—SLCi7wt i ] J545 3] 727 .1 805.2 580 bp il

5471 bp 4 547, SHEUS TN — S (] 2) ; B4 6 1 BT
WM FFYIIE, 455 GenBank HR LAY 81— (3£3) , i
TN A R 2H R )Xo B A R 4 BOREA T PCR E
RS 28 Hind IUEGEDT A2 (K] 2) Bl 3 ik (18] 3), 45
PR 9 A8 R H 2 AL pGL3—Promoter—SLCi7mut Fay a2

M 1 2

s’

5000bp

I

M. marker; 1. SLCi7-5573;2. SLCi7-5567

1 SLC22A3 E[HA intron7 PCR =4
Fig.1 PCR products of SLC22A3 gene intron7

M 1 2 3
5000 bp et
e -

M. marker; 1. pGL3-Promoter—-SLCi7wt;
2. pGL3-Promoter—SLCi7mut; 3. pGL3-Basic—SLCi7wt

B2 J|AFRK Hind I EEI%E
Fig.2 Products of recombinant plasmid digested with Hind Ill

200 210 220
GTGGCTGCTCAGGCTCAACAAACGGT

FRAETEIE A SLC22A3 DK SNPrs2048327 (A/G) 7 15,

3 FEAFRH pGL3-Promoter-SLCi7mut Ul 7 & R
5 —&
Fig.3 Partial sequencing of pGL3-Promoter—SLCi7mut

matched with the expectation

22 REEEEEAN

¥ 2 7 5 2H ki pGL3-Basic—SLCi7wt 5 P2 BokipRL-
SV40 Wi Y HEK293T 411, LA pGL3-Basic A FI44:XF
8 pGL3-Promoter Ay FHPEXT B  F5U% 24 h JE RGN 2 R BTG
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Tab.3 Partial sequencing of recombinant plasmid matched with the expectation

pGL3-Basic-SLCi7wt

pGL3-Promoter—SLCi7wt

LB 1 GGTACCGAGCTCTTACGCGT 20
MFFZ5E 1 TCTCTATCGATAGGTACCGAGCTCTTACGCGT 32
HIER41 21 GCTAGCCCGGGCTCGAGATCTGCGATCTAAGT 52
MMFFEEE 33 GCTAGCCCGGGCTCGAGATCTGCGATCTAAGT 64
FREF51 53 ACCAGAAGGTAATCTTACCCCACATCTGTTTG 84
MFEER 65 ACCAGAAGGTAATCTTACCCCACATCTGTTTG 96
HE 751 85 GCAGCCAAAGGACTTGAAAACACCTAAATCCA 116
TS5 97 GCAGCCAAAGGACTTGAAAACACCTAAATCCA 128
R T 117 CAATCAAGTATAGGGAGCCACTTGTTCTTAGG 148
TS5 129 CAATCAAGTATAGGGAGCCACTTGTTCTTAGG 160
B 149 AAATGTGCAATGGAATCACAGTCTTTCGTGAT 180
DL 161 AAATGTGCAATGGAATCACAGTCTTTCGTGAT 192
JHEREA 181 GTCACTCCATTTTCTGCTTAATCAGCATAAAA 212
TS5 193 GTCACTCCATTTICTGCTTAATCAGCATAAAA 224
Iﬂi@?ﬂ QL3 ceevreenrernnitiniii e 5520
Mﬁigg% D05 crnerner 812
FE 71 5521 GCCACTAAGCAAATACTTTTTGTTGTTCTG 5550
MFFZEE 813 GCCACTAAGCAAATACTTTTTGTTGTTCTG 842
JHEFEA 5551 TAAAATGTTAATGAAATCAGACCCCTAACT 5580
P45 843 TAAAATGTTAATGAAATCAGACCCCTAACT 872
FHEEF1 5581 CCTCCCTTTCAAACTTTCTGTGTTTGCAGG 5610
P45 873 CCTCCCTTTCAAACTTICTGTGTTTGCAGG 902
HERH1] 5611 AATAGCATGGAGCTTGGCATTCCGGTACTG 5640
MFFZ5E 903 AATAGCATGGAGCTTGGCATTCCGGTAC 930

il 1 GGTACCGAGCTCTTACGCGTGCTA 24

MFLER 1 CTTTCTCTATCGATAGGTACCGAGCTCTTACGCGTGCTA 39
HILFS1 25 GCCCGGGCTTCTTACCAGAAGGTAATCTTACCCCACATC 63
WMF2EE 40 GCCCGGGCTTCTTACCAGAAGGTAATCTTACCCCACATC 78
HHE P41 64 TGTTTGGCAGCCAAAGGACTTGAAAACACCTAAATCCAC 102
MFEEH 79 TGTTTGGCAGCCAAAGGACTTGAAAACACCTAAATCCAC 117
HHEF41 103 AATCAAGTATAGGGAGCCACTTGTTCTTAGGAAATGTGC 141
TMFEEE 118 AATCAAGTATAGGGAGCCACTTGTTCTTAGGAAATGTGC 156
HIEFFI 142 AATGGAATCACAGTCTTTCGTGATGTCACTCCATTTTCT 180
TMFEEE 157 AATGGAATCACAGTCTTTCGTGATGTCACTCCATTTTCT 195
}@Ifegﬁu T8 vevvrrerenentu it 5537
(W”?@:f% 1OG  ceeveeereenrenreuntiitiitiirii s 634
B F5 5538 AAATGTTAATGAAATCAGACCCCTAACTCCTCCCTTTCA 5576
PS5 635 AAATGTTAATGAAATCAGACCCCTAACTCCTCCCTTTCA 673
HHETH 5577 AACTTTCTGTGTTTGCAGGAATAGCATGGTCGAGATCTG 5615
PFFEES 674 AACTTTCTGTGTTTGCAGGAATAGCATGGTCGAGATCTG 712
HERES 5616 CCATCTGCATCTCAATTAGTCAGCAACCATAGTCCCGCC 5654
ML 713 CCGATCTGCATCTCAATTAGTCAGCAACCATAGTCCCGCC 751
B4 5655 CCTAACTCCGCCCATCCCGCCCCTAACTCCGCCCAGTTC 5693
P45 752 CCTAACTCCGCCCATCCCGCCCCTAACTCCGCCCAGTTC 790
LR 5694 CGCCCATTCTCCGCCCCATCGCTGACTAATTTTTTTTAT 5732
TFEEH 791 CGCCCATTCTCCGCCCCATCGCTGACTAATTTTTTTTAT 829
HIEFF1 5733 TTATGCAGAGGCCGAGGCCGCCTCGGCCTCTGAGCTATT 5771
MF2EE 830 TTATGCAGAGGCCGAGGCCGCCTCGGCCTCTGAGCTATT 868

P

P SRR (£ 4.5,/ 4) . EHLFUBL pGL3-Basic—SLCiTwt
¢GRI Mk B YR X IR pGL3 - Basic T4 T2 % 5F (P=
0.986) , #7 SLC22A3 H:H intron7 JEYIAEA BTG

# 4 pGL3-Basic EAFRFE S HEK293T 4/
R EEEM
Tab.4 Luciferase activities of HEK293T cells transfected with

pGL3-Basic recombinant plasmids

HAR  SOLRMHENE

450 _ EWIErE N
(n) (xxs)
pGL3—Promoter 3 4.539 +0.721
F=115.0
pGL3-Basic 3 0.070 + 0.003
P=0.000
pGL3-Basic—SLCi7wt 3 0.076 20 = 0.010 66

%5 pGL3-Basic ARRMIKHEEEERMALERLER
Tab.5 Pairwise comparison results of luciferase activities of

plasmids in the pGL3-Basic group

pGL3- pGL3—-Basic—
251 pGL3-Basic
Promoter SLCi7wt
pGL3—Promoter - P=0.000 P=0.000
pGL3-Basic P=0.000 - P=0.986
pGL3—-Basic—SLCi7wt P=0.000 P=0.986 -

e - JOX AR

P=0.000

PO RFREE

1 2 3
1. pGL3-Promter ( BHMEXTHR ) ;2. pGL3-Basic-SLCi7wt;

3. pGL3-Basic ( BAYEXTHE )
B 4 pGL3-Basic HEAHBRM WA REGEME (x+5)
Fig.4 Luciferase activities of HEK293T cells transfected with

pGL3-Basic recombinant plasmids ( x = s )

A TR 20 JFRE pGL3—Promoter—SLCi7wt HIZE A8 B T 40
JF KL pGL3—Promoter—SLCi7mut 43 %15 42 ki pRL-SV40
WSy LG e HEK293T 4iiid, L pGL3~Promoter A B Xi fiEt |
pGL3—Control A FHPEX HE ; H e 24 h J5 R 5 ' 28 Al i 44
SRR (£ 6.7, 8 5) . B AE BT 4 ik, pGL3 -Promoter—
SLCi7wt 2& R BT (3.514  0.096) #H# T pGL3-Promoter
(6.286 +0.370) [4Ai (P=0.000) , #& /% SLC22A3 A intron7
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JPAN BAT S R i, 8 AR R H 4 BTk pGL3~Promoter—
SLCi7Tmut PG BT (2.089 = 0.332) 455 T pGL3-Promoter
INA T T B (P=0.000) , HAEF A= BRI 4 k7 pGL3—-Promoter—
SLCi7wt R (P=0.000), #£7~ SLC22A3 F&[K SNP 152048327
(A/G)D7 5 A—G BIERAE , ] BEI i SLC22A3 J: M intron7 7
IR YRR

% 6 pGL3-Promoter E4HRAIFEH HEK293T 4HRaEH
RIREEME
Tab.6 Luciferase activities of HEK293T cells transfected with

pGL3-Promoter recombinant plasmids

FeAH  FOLRBHENE

vl R Giitais
(n) (xxs)
pGL3-Control 3 7.077 £0.114
pGL3—Promoter 3 6.286 = 0.370 F=243.6
pGL3-Promoter—SLCi7wt 3 3.514 +0.096 P=0.000
pGL3—Promoter-SLCi7mut 3 2.089 +0.332
P=0.006
81 P=0.000
1
,ﬁ I
tu;g e P=0.000
% g
RE e
K e =
2
0 ¥ T
1 2 3 4

1. pGL3~Control ( FHIEXT AR ) ;2. pGL3~Promter ( FAPEXTHR ) ;
3. pGL3—Promoter—SLCi7wt; 4. pGL3—Promoter—SLCi7mut
B 5 pGL3-Promoter EAFRMI R A EEEEME (x£5)
Fig.5 Luciferase activities of HEK293T cells transfected with

pGL3-Promoter recombinant plasmids ( x +s )

3o

CAD J&— ™ 51 AN A A FE 9 3 UL A
AP , o H oy SRR IR K asi A% 728 S (R iF e B A
B, ARETERTIHBE AL 2 DL CAD &) 8
A SLC22A3 £ intron7 ABFFERSE, He FHDEE
F RS 3L R 2K pGL3-Basic #1 pGL3—Promoter,
Faygdt 7L S A A ZAE A SLC22A3 FEH intron7 4

KPP FN R E LR, 4355 Y AR B A HEK 293 T,
24 h JERENZECREE M, MFRE SRR ASLC22A3
FEH intron7 P JCIE sh TGk . HEA AT
RE, BB & A9 2 M4 45 56 I 3k K OF 5 th e
M, AN & TP A & S R T oo, BEI R H
HYRED B335 oAb, SLC22A3 JE[H SNP 152048327
(A/G) L mi, A—G WEUAE i —25 T IR T 2 R il
e R B FRR N Z 22 A 5 T REHESR intron7
B APERAY IhRE . ABTSE S5 R S5 AT ST RFSLC22A3
FEH SNP rs2048327(A/G) 25 HE FIHOCT3 mRNA £
AR FE 45 TE A B EPUENS2)

PN BB IE S e o A5 O S H g 3
FE R TR IR FEVF 23R B 9 0
intron H & BT e Sk E oo 48 S o 2 3
5 P14 TR TR0 | Sk BB T B A AE (R AR
N5 F BETE 5% S 1 [ B S R ) Rk 0B 4 7 IE
s S, o SR e R AR T DNA JE
it 1 o B PR SRR T DI RE BB 5 DNA P
G138 i SRR RS A, X PR SRR
WAER, RN S3Hr LR IS s R s o
WOR AR A, 5 A R R KR Y
TR HL5) 5 U5 B A X A JE P )
120 X A M5 5 e T B PR ek 1 W 5 s e
SEVRFE T BT B RS FE B I 1o R LR e ik
B RV FH B AT Bk UL AR 12, A ISERE H Y
pGL3 R AN JFop 8y w2 K PO E R 5 5L A |, H
FIRZ LG BT IR e L e o R B s T Y
B HE R e T R 3 PG v 5w 55 | SUser |, ek
TR Y , ML S A A 5 FH AR S PR 3 Ak
ABFFEGI AT pRL-SV40 1E R N2 MR ok 5 H 40
R AR EL YL N | L) pGL3 Jik: #EAH 1 5 & 58
ZBETE 5 pRL-SV40 JFURLHEAT A4 B 9% 6 K i
T 1 LU e s A DU SR 1) 298 Y 21 Bl T 1, A 3%
THBR T NZEASML IR R (N B 5 A iG ) FE e
ROR AR ) R I S5 52

AWFFEIIRG T A SLC22A3 JE[H intron7 551 H
A AR T, AL AT R TR
BLARF G KGE ST AT, Be4h, AN SLC22A3 JEA
intron7 41K 5 543 bp, A& T & 2405 0F

7 pGL3-Promoter & Bk R EIE 1 F 7 LL IR L5 R
Tab.7 Pairwise comparison results of luciferase activities of plasmids in the pGL3-Promoter group

A5 pGL3—Control pGL3-Promoter pGL3-Promoter—SLCi7wt  pGL3—Promoter—SLCi7mut
pGL3—Control - P=0.006 P=0.000 P=0.000
pGL3=Promoter P=0.006 - P=0.000 P=0.000
pGL3=Promoter—SLCi7wt P=0.000 P=0.000 - P=0.000
pGL3=Promoter—SLCi7mut P=0.000 P=0.000 P=0.000 -
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ZE LRTIR  AFSE  BE SLC22A3 FE[H intron7
JEANE A R ot A o i, B
P TAZF ) F 1) SNP 152048327 (A/G) Pi i A—GHY
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Xt AN SLC22A3 B [H intron7 JF 41 % 5 R 4 S 1)
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