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Analysis of polymorphism of CD209 promoter in dendritic cells and its association with
dengue virus infection in epidemic areas
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Abstract:Objective To elucidate the correlations between promoter polymorphisms (—139 and — 336
sites) of human dendritic cell CD209 and Dengue virus infection among the people in Shenzhen epidemic area.
Methods Blood samples of both DENV infected patients and healthy controls were collected,from which the
genome DNA was extracted. Partial sequences of CD209 promoter region were amplified by PCR,and the poly-
morphisms of —139 and —336 sites were analyzed by Spe I digestion,error— prone PCR or DNA sequencing.
Finally,analysis of correlations between CD209 promoter polymorphisms and DENV infection was performed
by Fisher's exact test. Results Among the people in Shenzhen epidemic area,the —139A allele had a frequen-
ey of 74.5% (76/102) in individuals with DENV infection, which was significantly higher than that in healthy
controls (43.8%,89/203) ,and the difference was statistically significant (P<C0. 05),suggesting a strong as-
sociation between CD209/—139A and the risk of DENV infection (OR=1.659,95%CI.1.017—2.706). —336
genetic polymorphisms were not significantly correlated with DENV susceptibility. Conclusion CD209/—
139A was strongly associated with DENV susceptibility among the people in epidemic area.
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it K i & P R A B S R AT Bk Rk g, Hoh DC &
DENV Jg& e \ A J5 i Je 422 ful i S 40 ™ . BH ok, F 5
DENV 5 DC 8940 T AE 1] M Hosz g X R B A H2EY
IR R . DC FER % C BIEELE R (DC-SIGN) , XK
CD209, & A7 F DC i 9 —Fl 11 89 25 W 26 1 1% 4%
FEN T Z R0 R R B Y DC [ 8 & 35 5 21
L RJE DENV e DC ) £ Z 2R, 58 EoR,
CD209 3L i 2 F 2 S M Ae 7E — & B2 % 1 v] 52 )
DENV [y Pk, (H & A0 G I WF 58 fiR 1B 4 0 L o oK L
DA K S % G 0T e wF 58 1 40 . AR 0F 593 5 R
£ 2014 AR R HGRAT 0T R R I e X DENV 8L 2 11
AP JE MAEAS SR EOGE R4 DNAL K CD209 JE A 13 3)
T IXEL—139 J—336 i mi 19 Z A1k IF 55 1% b X fit
FRENBESEAT FLE o #7  TF 3 98 XA BERY CD209 Ji
BF 2S5 DENV 5 Bk i A0 i 58 it — 2
WF5E DENV g gL A1 42 B37 19 00 A A5 .

1 ZEREFHE

L1 —BERE 700 M4 Fi A A1 o I bs A O I8 T 3
i pg 1l XN RBE B, 3 2 Ok R AR R . 102
DENV Jg& 2 35 A J 1fi b5 A<t 2k I8 T T II 17 e 11 XA
FREBERE . T 2014 425 g 0 A7 30 A] Wi 2

1.2 Jii&

12,1 ASME MR A Y s DENV &L 35
AR FREXT BECE 1 BT &E 1M bR A R T 4 0 3 R4 DNA
PR B (b a0 B8 7 %) PR AT I I8 5 R 2 4 B . B 3
mL 4 I 0 W 4R Il 4 L UE s A TE 2% v i 5 &
MM A GN 256 W05 5 = BENR 415 11 G Wom A
i ALt ¥ 5 min 5 B0 IR R 3 UG
100 (L % B #A 4l /K YE M 3 P9 41 DNA, Y47 T —40 C
TR o

1.2.2 CD209 JEF AP 8 H4E NCBI A1 A
DC-SIGN Zifih 5 K CD209 &3 ¥ 51 4. i 4 5
Bi & CD209 J3 8 T —139 F1—336 fii . s Y
(P1):5'- CAA AAA TGA GGA CAG CAG CA-3';
T#EaI ¥ (P2) .5 - GCA GTC TTG GTT CCT TGG
AG-3', P NS ECN 94 CHAEE 2 min; 94 C,
30 $362.5 °C,30 5,72 °C,30 s;30 MEHJG 72 C 4
i 5 mins =4 F 1. 6 Y0 IR BRI L Tk A E Y
WA 25 5L, JF U g Il B 45 (457 bp), TR A
T —40 TR .

1.2.3 CD209 J3 37— 139 fii s & — 336 fii 5 2 &
PE 1 53 4

1.2.3.1 Y140 CD209 )5 8h F— 139 {7 &5 % H
L¥iE 5 AL E 5 TGATCACG) , iz i s A
W TGATCA f5 44 Spe T BEHBIAL L ATHUIIT 5 24
FALEN G B, TGATCG Joik# Spe 10 VI HF .

B AR VI i) CD209 43 Jr B, KA Spe 1§ 1)
Y — 139 ML ZBE:37 TR 2 h 5. "W T
1. 6 20 B fiG 6 e L Pk b LSRGV A 4 SR . A LUK
ZERN 1 45 (457 bp) W — 139 £ 5 G/G 4l &
F i #H 2 45 (285 bp.172bp) , | — 139 fii 5 A/
A i T4 R 3 %A M —139 il A/G &6 F.
1.2.3.2 4%f2 PCR Z3#r 5149 3'-Im A% 1 40l 2k
Xf PCP #3410 20 %A o 2 5 mm , £F X% CD209 )5 3l
—336 (i Z A, M A I PCR #4740 #r . il 51
Y%i—h PLOFH R R s g 519045 51 R P3-A(5'-
CCT CCA CTA GGG CAA GGA TA-3")F1 P3-G(5'-
CCT CCA CTA GGG CAA GGA TG3): =¥+
1.6 20 B IR A e A rL Tk AT B M A5 P A5 R .
—336 fimi A A/A LS Y HAUCY TSI P3-
ACBF, AT R BT R S R B (110 bp)s RZ . #F
—3360 A G/G 4 F ., AHE A P3-G A T liEs1 4
BT REY 1 ARAT R b B 47 — 336 i A/G 4+
L0 2 RN UES I Ry G AR R e B
1.2.3.3 DNA T &5 fd R AbRA (100 f§i]) J 4>
# DENV & YL F bR i) CD209 ¥ 34 R B & 44t Ji5 %
Y HE 3L F UEAT DNA I 40 #r
1.3 ZEitaabd SR GraphPad 5 it 44 . A H
Fisher's K56 78 17 40 12 50 #r » B 36 7K 1 «=0. 05, L)
P<<0.05 HERALGIHE L.
2 % ES
2.1 CD209 Jagh 7 X3 K By PCR ¢4 45
700 {514 HE A A1 JE 1M 5 P 4 DNA 22 PCR § 84, i3
RAFYHG L5 605 ], FRAF A5 R ANE 1 FoR, HAR 95
B WA A, 102 4] DENV Y 3 1 ik ik 41
DNA £ PCR 4" ¥ 4k 159 H 19 447 .

1 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16

19 20 21

S00bp

TEJKE 1~ 20 2 20 451 f B o AR af 9 3 PR 41 B A< PCR 7 4 45
Hs kil 21 5 DNA Marker
B 1 20 B #E A& PCR 3718 CD209 B3 FX
EFEFRERBXER

2.2 CD209 J3 3+ — 139 fi S 2B A0 FH
Spe THgYI % 5E — 139 £ i Z 25, 605 il gt e A bR A<
2 Spe 1 Mg Y) 5 . #4r UK 45 SR s WA 2. &40 H .
—139 il A/A FA 280 i, —139 K G/G H A 86
B, —139 S A/G 2G5 FEA 239 B, BEPLAhIBCH b
100 {3 fd FE N HE CD209 9734 i BeAE A #E4T DNA 3
ISAIF 45 320, —139A/A 2 45 #il. —139G/G Jy 10
B, —139A/G Ny 45 fl . FRATMFLER 7T WL A/A 4l
GF.G/G oG ¥ A/G RGFHAE. 1% 100 FIHE
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A2 Spe 1 %€ JG 45 R A —139A/A Jy 46 il (5
P25 145 A %0 97.8%0), —139G/G Ry 12 Bl (5
I 25 AT 4 # 0l 83.3%) . — 139A/G Jy 42 4] 590
JP 25 RAF A% K 93.3%) . Spe TN % 5 DNA I
P AH FE o BT B 5y AT AR AT A TR — B R R AT
102 5] B G 35 b A< () PCR 47 3 7 9y ¥ 22 % Al DNA
WPy 5347 A5 5 . —139A/A 2 76 5], —139G/G R
6 i, —139A/G F20 4],

1 2 3 4 5 6 7 8 9 101112 13 14 15 16 17 18 19 20 21 22

S00bp

e VkE 1~20 2 20 filFEA CD209 9714 - Bt Spe T EFHIESE SH 5 ik
i 21 Shas %I 9KGE 22 5 DNA Marker
2 20 Bl RAB A PCR =¥ Spe 1 EEGYI B KGR

2.3 CD209 jashT—336 fi S Z8Matr Lk
11 CD209 434 F B I 3 1) 100 45i] fgt J3é A A< % i #11 Bk
TEI T 200 f5i] fd e br A Ry 54 B 5 B PCR 4T
CD209 J&i gl F — 336 (i fi ZAPMERI . 2524 203 fi)fgt
FRE PR AS )45 0 PCR He 3k 45 5 7T WA 00 LI 3)
—336 A/A H 154 fil, —336G/G K 6 i, —336A/G
43 B, Horr, 100 B 2 F FE AR 1 45 i PCR 45 53
HNe— 336A/A R 91 Bl CH M F L RSFAE RN
97.8%),—336G/G N 1 Bl (5745 KW & E N
100%),— 336A/G g 8 i (50 )7 245 A5 & % N
80%0) . 4k 102 4 DENV UL FHEA (4 34 7= Y &
D %6 2 . — 336 A/A 2 82 fi, —336G/G 2y 2 fi,
—336A/GJR 18 B (A 3),

1 2 3 4 5 6 7

8 9 10 11

100bp

1 —336G/G REAZ P1+P3A 7152 5 —336G/G FEA %
P1+P3G #8; 3.5.7.9 J —336A/A FEARLZ P1+P3A §°8;4.6.8,
10 3 —336A/A KEA L P1+P3G #1833 11 2y DNA Marker

3 CD209 EF —336 i M A AL PCR # 18k &R

2.4 CD209 JazhF — 139, —336 (i LS
DENV BYL A BT 4 Spe 1Y) 5 i PCR
FMFE 43 A7 e B i 56 a2 203 ) £ BN K2 102 il
DENV Jg& 4L # 1) CD209 Ji§ 8+ — 139, —336 fi i £
Sk, BB S 2 AR GEMEFYS A S
RLAER B H % F B Rk 1 iR, s M
Fisher's K 56 43 3155 — 139 K& — 336 {3 f A 6] 3£ A
T R 23 KL R L 5 DENV S R A e vk, 45 R %
B, DL X B D % 4, DENV &Y 5 /6 CD209

JA BT — 139 s B A SR AR Ry 74,5 %
(76/102) , & 35 155 F {g e HE (63. 826, 259/406) , 2%
S G X (P<<0.05) 3878 —139A Af fE2x 84 m
DENV (1 5 & (OR= 1. 659, 95% CI. 1. 017 ~
2.706,P<0.05); —336 FH Z AN 5 DENV 5 &
PEBCA A O RS F IR — 336 th AL A 4§
A7 55 DA B 32 i TR IR H 22 R RS i B X
(P>0.05),
®1 DENV B$EREEEXR CD209 B3 F
(—139,—336) B &R Ha(%)]

- He R A/ DENV &y & e g X R
4 i He A (n=102) (n=203)
—139 fiz A/A 76 (74.5) 89 (43.8)
A/G 20 (19.6) 81 (39.9)
G/G 6 (5.9 33 (16.3)
—336 fir A/A 82 (79. 1) 154 (75.8)
A/G 18 (17.6) 13 (21.2)
G/G 2 (2.0 6 (3.0
3 3t it

DENV J& — i 5 2 1) W 58 A% 46 095 75 - 00 T AE &
B 100 ANME K AT FE /584 & DENV 13
TPPEX, EAER, FRE AR T R E15 54 ke #
% DENV &Y  DENV E A4 Z M. DENV
B o G T WA B 5 B R TR R E A
DC., {H 755 7 B Y 9 BLARBLHIS A 75 B BT, 20 tE42 9],
FHIF A BB RAIESE T DC K18 (19 CD209 43 F 38 i 17
5 DENV R E 85 5 A8 3 A6 A 80, A 5008 75 10 IR
B I fik 2% 40 B x5 B 00 I VR LYY O IR AR ST R
B-fE FAHEAE IR HLH 556 1 5L Al 2005 4F, H A
Bl R R CD209 3 M 1) )8 3 F X 3k — 336 i
MM EES DENV BRI A K&, %58 LA
NBERBFFEXS G KB —336 fii sy G B X DENV A
H— & WA P fE HTY . 2013 4F, ALAGARASU
SELUUAE B R R R R R A R E 45 R R CD209 g 3l
F—336 fii 2 A5 DENV 5@ T6 W 2 80 Gk
B LA [ B — 139G A Sy JXUIS: 25 R 78 B 5 7 Jak
Je NBER A o TRVAR S DL B B X 4 JF R 1) F
FEFEH CD209 Ji 8 F — 336G gy s WA |
WA R Y] . CD209 43 FAFE 8 DENV &4t DC [ # %
A LB R 3 DR E Y 2 S M RR
M35 5 11 R e o L 3 ) 22 365 1 45 90 B JER % 118 A 56
PR T 50 RIS A7 R A I DA v [ A O X 5 T T 1Y)
IS BT B 3 OB CD209 i sh F 2845
DENV &Yt (1 A1 5 15 B0 6F #E — 25 & it 95 5 -1 2 AH
VR A 52 e [ 3 LA B S PR ot X
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ooyt B E OB CD209 )3 B F 2 A8 X
DENV g2t (1 52 1] AF 58 LA B8 Ja Z 38 g TR 3|
SO EREWCE T 102 i) DENV &3 3 i W FEAS | 7]
IR T 700 ] {3 I B AS £ 6F BR 42 B P 4l
DNA {43 5l #47 CD209 K Bt i) PCR 434 . 47 34 7= 9y
FIHH Spe 1Y) 4Bt PCR A1 DNA Il 5 3 Fh 7 ¥k 46
W CD209 J3 8 7 (— 139, —336) Z &M, T A
CD209 S —139 {7 S W RE IR M Iz LS Z S i
T eI A Spe T EGY) 17, 4559 605 i fg 5 A5 A< 1
PCR 4" 38 7= 4y ¥4 v] 3@ 38 g V) X 43, BB 2 100%, 5
BEMLAH LY 100 il FE A 54T DNA WP J5 R, /5 &
2 90% LA b, XF CD209 JEPH —336 fif fi ZAM A
WFFE R 5 B PCR XF 300 i) i B 4 EAR A 24T T 43
BT 45 AL 203 5 BE % B X0 o0 AT L T %o 67.
7%(203/300) , Bl Bl U A BC PCR ¥4 43 1 3k
N 22 25 Ve i 5 s s B R AR B L TE 5 A0 FF bR AR
A A AR AT I RN R Z . BiE DNA
T 15 AR F18 25 J AR 1) AR D0 43 A i o PR 2 41
WO AN 2 SN EETFBL .
AE RS2 . ARWEFER 102 I R 2% e br AR 11
CD209 Z ¥R DNA WP #4750 87, Bl 50
HIE B [ A8 ARER) CD209 JH 3h 1 2 8P 4T 1L, &
PR [ B A XN HE CD209 i 86 7 3 [ 7Y 5 [ 4b
AR SRR B B2 %, 78 CD209 J3 81 —139
7 30 I X ONHE 5 28 [ N HE Y SE B 2 S A O
W M A ST AR A I 74,5001 68. 7%,
N T P R (40. 6% FIED BE ABE (51, 9%,
TE—336 {7 . [ ABEC75. 8%0) LR P ARE(70.3%)
S A SN BE TR R ME R A L, 3 IR T 28 I ONBE
(89.6%) JL B EE ABE (84, 1901 bR 8k Bk
BUE T N CD209 Ji 8 7 2 25 M 2 A sl s 54

ARG 43 A1 245 SR R B A b = OCRE . CD209 g
BF — 139 i s 2 A M5 DENV J&R YL 2 41 ¢,
DENV B e & 722 A7 s 8 5y B A SE A SE L 38R
—139A A[AE 3k [ DENV S i KUK 5t A0 5%
5 Z AT AN HGE A — o 25 5. 2005 AL 1 T A
E BB R W] CD209 Ji 31 F — 139 fi s Z &
5 DENV J& e & 4 35 M e, 2013 48, ALA-
GARASU Z LUED B2 A Ry X G2 TF Ji& 1) F 5 00 % B
—139A P JE DAY, i AR A bR 2 S 1
A RETET CD209 Ji 8 F KR AFFE 2 A Z B AL A
[EE RPN (i i BT PO NS B = 3 A5y 7 N i)
HEAL ) BSAS [] 1 JiE R #80, DENV B 8 7T g 32 31 &
AN A5 PR IR 4 B e 3] e — R o ST R BT
ERCPIEME”. 6 CD209 {3 F XMW RZ 28
PEOL S A AR S AL IEAT T — 139 & —336 (i 23

PE5 DENV 83 19 A 5 v o 5, L 3 285 AR T
AT CD209 Ja sh 72 &5 DENV B i i 5% H
KEREFX 2 D755 LA A8 At 9 B e (HIV-
L .SARS . Jiligi#% %) s hix 2 Mii 252
AHGE, H L 7E CD209 8 8 X AR £ %
MR L ABMEA S, — 139 & — 336 fi 45 7 fE H A &
R B D RE L AH L HAR B R AT Fr 20 B

4 &

ABIE ST B U A BT T v R B XN B
CD209 3+ — 139 & — 336 fii 5 £ &P 5 DENV
YA M OC L F & B — 139A 1] RE 2 TR E R X
DENV & UL 1) Gy J& 5L [ Y, O iff — 2P #8 % DENV Ji&
L R4t 1 S A

&% ik
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