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[#=] HE % SCGB3A2 FE[H ( secretoglobin family 3A member 2, SCGB3A2) J& 31 T X BAR% 1 R
2 54% (single-nucleotide polymorphisms, SNPs) HfEYj Graves #i (GD) Z ik, Fik N PGB
S R 39 i - SR A S I | A 6 TR AR S M i R AR T 1, X SCGB3A2 KK 8l F X (SNPs in
promoter, pSNPs ; SNP76 SNP75 A& SNP74) A TR PSP AR T, £ SCGB3A2 5 o F- 9 K il
R4 Tk pGL3-( SNP76+SNP75) . pGL3-( SNP76+SNP74) LI J2 pGL3-( SNP76+SNP75+SNP74 ) B %% % & B
PEBIRES , T S0 RRIETE 45 & AG S FEH , HLIE B RS 7 3L T AG 7 3 1) 25 A 5 Sk IH 7 Bk
BEHF AT SNP76+SNP75 Hll SNP76+SNP74 3 SCGB3A2 PN (A Ik T AR ZAE T8 . RSN hBE ST B
7~ ,SNP76+SNP75 Fll SNP76 + SNP74 BAf5 U AL fifi SCGB3A2 R R A R, 4518 SCGB3A2 H:[F pSNPs
(SNP76 .SNP75 Dl K SNP74) [3hRE S GD Sy JBE AR5,

[ €] MEH RN ; SCGB3A2 JEP ; 44k, A% irm
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[ Abstract]
in the SCGB3 A2 promoter with susceptibility to Graves’ disease( GD). Methods Functional analysis was carried out
in vivo and in vitro in the pSNPs ( SNP76, SNP75, and SNP74) by means of luciferase assays, real-time reverse

Objective To investigate the association of functional single-nucleotide polymorphisms ( SNPs)

transcriptase-polymerase chain reaction, and allele-specific transcript quantification. Results  The luciferase
activities of pGL3-( SNP76 + SNP75), pGL3-( SNP76 + SNP74 ), and pGL3-( SNP76 + SNP75 + SNP74 ) were
decreased. T allele was able to compete for binding AG allele and the susceptible allele and showed higher binding
affinity with the transcription factor than the non-susceptible allele AG. The expression of the SCGB3A2 gene with
SNP76+ SNP75 and SNP76 + SNP74 alleles was significantly lower than that in samples with wild-type alleles.
Functional analysis in vivo and in vitro suggested that SCGB3A2 were lower in individuals with the haplotype of the
SNP76 +SNP74 and SNP76+SNP75. Conclusion A significant association of GD with the functional SNPs in the
SCGB3A2 gene has been identified.
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XA T EARICE 3.0 Mb LAY XY 179 4 SNPs
iy, % L SNP 1s1368408 5 GD AH X K (P =
3.69x107) @i %) rs1368408 BififT ) SNPs i — 43
Mri7R SCGB3A2 H:[H 5 3l X ) SNP76 Fl SNP75 £
eI R R BEAR DG, R 2 At fTTLL SNP76 il SNP75 5%
# SNP76 Fl SNP74 Ho 4% B AF 7E B, A A 5% 480 %F
SCGB3A2 F:[H 3 )T IX SNPs [ZEES GD AH &1 ik
FFoE .

POE-Fi1h0e S

— X%

GD FIIZ A 2 FH T R R 8 4 FHCER e b 7 1 PR
RIAAEAFERS , LA RAFA N 45T i 22 /0 — T i
FER AR 2 ( thyroid-stimulating hormone , TSH ) 52 {& 7 {4
RIS PHME, T B OR IS & sAF A S IR R . LR
20 .541 il GD H & 1 478 44 JC H R B 5 s 1 % RN
W, LI .545 1 HE A 603 % FAHE, AN
DX AN [ 1 DX AN Y505, e 80, Tl rd S5 1 1 725 Bl
BEFN 1726 2% BHE, ¥ b EDUE AHE, JF A
15 A

TRV S

1. 40 M KE 37, B U DL R 9% it 2 g ARG 0 Al gl
SCGB3A2 FEH A 3l F X 34 &% Z Fh SNPs 115 8l +--
Pt B R &5 AL pGL3-N | pGL3-SNP76 , pGL3-
SNP75 . pGL3-SNP74 . pGL3-( SNP76 + SNP75) | pGL3-
(SNP76+SNP74 ) Fil pGL3-( SNP76+SNP75+SNP74 ) (&l
1A fIB), % pcDNA3. 1-TTF1 Fik Tk, £ %t
JF 51K FR N IS il J 968 40 7L ( SPC-AT) 9 &4 RNAs 238
1% 5% PCR (reverse transcription-PCR, RT-PCR ) £
ASEY HEHY, PCR ¥ 38 2& HIE M 514 5'-ATCCTCGA-
GATGTCGATGAGTCCAAAGC-3' IS 1] 5] 4 5'-ATAG-
GATCCACCAGGTCCGACCGTATAGC-3" B4 44 H- Bt v
A peDNA3. 1/Myc-His (+) C # A& Xhol-BamH [
X, 7E 10% i 4 I35 ( fetal calf serum, FCS) fY
DMEM 5 FE v | 55 3% Hela 4l Jif0 il SPC-A1 41 fifd 36
h, SEHVHT 16 h, 7E 12 fLIGFRAR AL E 5x10* >4
JH 300 ng SCGB3A2 %R 30 ng pcDNA3. 1-TTF1
5% pcDNA3. 1 4, il - 0. 3 ng pRL-SV40 L)L K 24
50% ~70% Rl & AT YAEARIEXT IR . IR
it Ao ] R G 0V 2 EOG R BTG M. B> SCGB3A2
FE [R5 R B A X4 &G TR L pRL-SV40 X IR
kL AR

2. SEEE i S-SR A WS I X I AR A ST
= BE NS /Y 93 ANMTAMEFF AR HUIR BRI | 245751k
PR e £ 255 170 FROPR R 2H 21 (k2 58 25 TR T O IE R )

PEAT TagMan 41 € & PCR K, Horp 11 AMEEAR &
SNP76+SNP75 HLf5 I |5 A~ J& SNP76 +SNP74 LG
16 4~ 4 JC SNP76, SNP75 F1 SNP74 Z5 %41, 5|97
§11. N2 SCGB3A2 H:KH 514 (1E 9] 5'-GCTACTGCCT-
TCCTCATCAACAA-3") ; GAPDH ( iF [f] 5'-GAAGGTG-
AAGGTCGGAGTC-3"; 2 [] 5'-GAAGATGGTGATGGGA-
TTTC-3") , TagMan #£ 1 J3* %1 . SCGB3A2 # 4t (5'-
TGCCCCTTCCTGTTGACAAGTTGGC-3") ; GAPDH 45 %f
(5'-CAAGCTTCCCGTTCTCAGCC-3") o J I 1t JiE FN A&
RSH.95°C 15 min, 45 ME(94°C 30 5,58°C 40 s,
72°C 1 min) ,72°C 10 min, FRIET E A AL 6 E
FEA BB (100 ~ 10 000 000 &1l ) B 5 i i 28 #E 17
HALXT L,

3. SRR R e i s HUIR IR U A T
it s i FE PR B AR IRE B 22 5 1 M IR B e ) =R R
P HG SNP75(-623 ~ —622,AG/T) ,SNP76(rs1368408,
G/A) Fll SNP89 ( 134212847, G/A) i IX 38,43 L 95 4> F-
BE (WA A B AL & SNP 1s1368408) , LA F 519+
H.51% 1, 1E 17 5'-CATATGGACTCCGCTTTCTATTTC-
3", J2Ii] 5'-CAACCCTGCAAATATGTGC-3'; 5% 2, 1E
] 5'-GGATTCGTTGGGCTCTTTG-3"; 2 6] 5'-TGGT-
AGAACAGGTTTCAGGCAG-3', ¥ 34 7= ¥y 4% 75 [ i
PGEM-T {f] Sy A , 280 )57, i % 11 SCGB3A2 5 Al (1)
SNP75,SNP76 F1 SNP89 SNPs i 4 5Y 4% 4 B 4% 1 4
&, L PCR H UL 51 #%F SCGB3A2 3 A #4754
B4 .5 -TGGTGACCATCAGCCTTTG-3' 1 5'-TGTCCTTT-
TCACGGGTCACTAC-3', J i i & M AG A S 40 T .
95°C 15 min,35 MEF 95°C 30 5,62°C 30 5,72°C 30 s,
FEMITES 35 DGR FH DIG-11-dUTP ( {8 [ % (% 2y
")) #EAT THRIC, P28t Mae I (75 E 2 R F) itk
FETE 2% WIS NEMEEE IS Lk AT 20 B, O T % HEAG
I ASTQPCR J=¥) J& 75 56 4= 9 4l Ak , AR W 58 % 4 & 2k
PRI 75 SNPS9 (1534212847 ,G/G) ¥ B4 & PCR 74
AT T Maelll 2lifb, 1F SNP89 (Y G JE A T Mae Ill
1) — WIS BRI 7 e A BB TR Y
IEHATAY N 3 38 B8 ( Roche , Germany ) |, 98 i 3 €
T 80°CHET 30 min, MRIFHRAE VLI, et U8 L
MR E SRS 5 40-DIG I35 298 B 1k i 92 1l — [
K9t CDP-star # RS2 ROCHAMR . (H5 AT T X 4
L FhES], ] Quantity One %4 (%4 BIO-RAD)
P % % 1Y e BeAS B0 8 . 4lifk i Bt 380 1 253 bp
P B o B B A e O HLARER T A OC IX 8 (SNP75,
SNP76 1 SNP89 SNPs) 1 5 B HAERI(T = A+ A) FldE
DRI (AG : G G) ) SCGB3A2 mRNA % 5t/K
V. SNP89 1 G (i HE K (127 bp ) BYH/INE B HT T3
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AGT > G/4 Maclll site
D , E . F sNP75  snB76 Exonl Exon2 SNPS9  Exon3
é : %": . ::“:::d::_( T "CI'C'”':T'“ I":‘l 7 _AGGG  AGTGAG/A heterorygous  Gene type c
) T I e e e e - ki ik
; s S N - - - ™~ AGG:G alicle
. o —% = 2 % — % _-_+ 07 L0 LI L0 08 AGGGT:AAmio
N SNPTENTS N SNPIGT4 (‘n-l Con2 Cond Cond ConS Coné Con
WA B S T 4G ARF SNPs 1) SCCB3A2 LR i3 2 7 DX IR JCAR 5535 %k HR 2K fy i 45 b R AH X 28 6 R RS 4 7E SPC-A1 (A) Fl Hela( B) 4il il

TR, T OB LA B TSR EAAR R T AR ARG SRR T 1 (TTF-1) B3 Yy A 8RN A Bk A 36 N . B AR E AR LR Relative luciferase
activities of the reporter plasmids containing SCGB3 A2 promoter regions with distinct pSNP combination and a wild-type control were detected in SPC-A1 ( A) and
Hela (B) cell lines. Open and filled bars represent co-transfection with or without a plasmid expressing the gene for thyroid transcription factor-1 ( TTF-1). The bars
indicate the standard error. C: kU~ SNP76 SNP75 F1 SNP74 41153 21 EMSAs S B, N SPC-A1 A S IR AN AT 7% . B 7k 400 5
PEBE T ABEBE AR —20, LWP Al NLWP 252 RAR IS AURARIC T AL S B 480 . LMP A1 NLMP 235 2R FRC FARAR IC 9 A BRI, NP A%
RIA T Arrows indicate the bands of the EMSAs using each of the SNP76 , SNP75 , and SNP74 probes incubated with nuclear extracts from SPC-A1 cells. Top and
bottom arrows correspond to band 1 and band Il , respectively. LWP and NLWP: the labeled and unlabeled wild-type probes, respectively. LMP and NLMP:
labeled and unlabeled mutant probes, respectively. NP extracted nuclear protein. D5 t/> SNP76 SNP75 5l SNP74 (n=16) 1Y) FAR AR UM LL , 71 A5 A%
#1 SNP76+SNP75 (n=11) [ FARIRAL 2 SCGB3A2 4k A 2% 35 /K -t 3 K i & P& AIK The expression levels of SCGB3A2 in thyroid tissues with haplotype
SNP76+SNP75 (n=11) were significantly decreased , as compared with those devoid of SNP76 , SNP75 or SNP74 (n=16). E .7 A H5%] SNP76+SNP74(n=5)

Y SCGB3A2 F R F kK -5 ToAE 574 9 XT L Comparison of SCGB3A2 gene expression with SNP76 +SNP74 haplotype (n=5) and wild-type haplotypes. F:
SCGB3A2 J[K F 3k 1Y 5 I ( SNP75T-SNP76 A-SNP8I A ) FlIE S JE Y ( SNP75AG-SNP76 G-SNPS9G ) FAfE (A (y AH Xt /345 , LL SNPS9A (380 bp) #] G (253
bp) A b K 7R Relative contributions of the susceptible ( SNP75T-SNP76A-SNP89A ) and non-susceptible ( SNP7SAG-SNP76G-SNP89G ) haplotypes to
SCGB3 A2 expression are presented as a SNP8IA (380 bp) to G (253 bp) ratio

B 1 RPN SNPs X SCGB3A2 H:[R K 1K ML R
Fig1 The effect of SNPs on SCGB3A2 expression in in vitro and in vivo analyses

FEEAR  IFAEFEET : A AFIAG : G2 GHEAILE 30 s(94°C) 784,30 s(60°C ) iB K Fll 45 s(72°C) fh4E

RIHEZ N, X FE T A SNP89 A/G AY LR WAk fd, EE4 PCR W ALEE 25 ~28 M,
T T R, S2hR L IE R AR 6 AN IE H X e

JliZH 11 SNP75, SNP76 F1 SNP89 SNPs [X Jaf fit 4fi 45 %5 "R

A — . SCGB3A2 % [H pSNPs ( SNP76, SNP75 L) J%
4. F % & RT-PCR: Xf /N & AN KA 40 SNP74) SHEFTRE /1

SCGB3A2 & [H Al . W5 ¥ 3 % 2 1k I J7 241 41 55 GD AHIEH) SNP L5 BRI (v F SCGB3A2 & [H

MARCO [H 2B #1721 i RT-PCR 73041, MAE S it X3 & A A X PR ST e s IR 45 6 IX

HEY A RNA(L ~2 pg) 7620 wl MR ZE Mt & (El2), 87 4~ SCCB3A2 5 8 F X 28 K i
BT cDNAs 25 —4% SR J5 cDNAs i F8 2 5L PCR - A5 8R4 Y4 5] HeLa 40U H1 SPC-AT1 4 (&1 1A,
BORY 4 M EE-3-0% R M U (glyceraldehyde-3-  B), WA 1 Frs 5 HABSAAE BUAH LE, pGL3-( SNPT6 +
phosphate dehydrogenase GAPDH ) o8 FHAE N R IR SNP75) ,pGL3-( SNP76 +SNP74 ) L) f2 pGL3-( SNP76 +
PCR IEA Y35 ¢DNA (1 wl),10 mmol/L dNTP (0.5  SNP75+SNP74) 5% 5t 2 il 0 11 75 B 5196 20 il ( HeLa
wl) ,10xPCR ZZ W I Taq(2 ml) Al Tag+DNA R4 4iffd) Al SPC-A1 403455 (& 1A, B) . HFRARC
fii(2U, Sangon) , GAPDH 5|4 (10 pmol ) IS FER A9 AG A1 T S5 HE K 5 SNP75 FRic iy AG S5 3 K AH
PE-EE NS 519 (20 pmol) . MEI W AE PCR AR Ti#E 5o 25 R NIR T G0 SR GRS 58 45 & AG S5 5k
f7(PTC-100 MJ. RESARCH, Inc) —~> PCR G 45 A, 1 SNP74 fsa P25 SAE WS (B 1C) . HA%
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SNP76
A NFkB
TTF-A TTF- TTFA CIEBP C/EBpa
hgl7.chr5 gaggtacttgagaatgctgtactgtagagctttgtttctcatgggaacacacggggaagtggaaaa tccaaattgtttggtgagaaaacataacatt

panTrol.chr4 agaggtacttgagaatgctatactgtagagctttgtttctcatgggaacacaaggggaagtggaaaa
mm5.chrl8 agaactacttgagactacttctgtgaacagctttgtttctcacgagaatgtgatgaaaagtggaaaaccettcagaatgtttagttaggaagattgeececty
rn3.chrl8 agaactacttgagactact--actgtggggctttgtttcacacaagaatgtgatgaaaagtyg ctacagagtgtttagttaggaagcatgcectt
canFaml.chr2 agaggtctttaagaatgcttcaagttaaggctttgtttgctgtgggaacatgaggggaagtggaagaaactccaatttggttagtgagaaaacatgacctt

“ctccaaattgtttagtgagaaaacataacctt

B R Rk KRR % KR AR AR A RE *hx KRR RE AR K KK Ah KR kR kA RN * ox o

18P SNPT5 - TF1
hgl7.chr5 cccaggtttttcaaaagacactctgatttta--—========m=~ gatctta-agcctattattctatccaaaggctcagagaagacatgctctgaacatactcaaagtaact
panTrol.chr4 cccaggtttttctaaaggcactctgatatta---------—---- gatctta-agcttattattctattcaaaggctcagaaaagacatgctctgaacatactcaaaataact
mmS.chrl8  —————eececea- aaacacatgctcattttc ---ccctggat-tactagag------
canFaml.chr2 cctaggcttttacaaaggcattttgatttttagatcctatttttagatcctatagectatta gagga--cag gcatactctagggattcgcaaaataact

exw ww T TBP - . * *
I | swe7a
TBP

hgl7.chrS tacacaccttatggttggttgtgttatttatgttcccattttagatgagagg accaatatcctagattaaaaatgtcaaatccaagattacacaaacagtgaaaatt

panTrol.chr4 tacacaccttatggttggtcatgttatttatgttcccattttagatgagagg------accaatatcctagattaaaaatgttaaatccaagattacacaaacagtgaaaatt
mmS5.chrl8
canFaml.chr2

tgtttcctttttggaccctecggggtcacaccaatectatagatttaaaaagtttaatccaagagtacatcaatagatttaaaa

e

R S R v FAI T 7E SNP76 XIS A 2 4 TTF-1 .1 4> NF-kB #1114~ C/EBPa 454 X, 11 1 4> TTF-1 £ T SNP75 X3, 7E4RTHY
pSNPs 1 {3 T SNP76 [ f C/EBPa ©.4 %6, i 1 /> TBP HIN7E SNP75 SNP74 X4k, mE£iib357R 5 SNP75 B SNP74 454 H MR TBP 254 Jik [ X
3k, In the human sequence, two TTF-1, one NF-kB and one C/EBPa binding site near SNP76, and one TTF-1 motif adjacent to SNP75, were predicted. In the
presence of pSNPs, the C/EBPa near SNP76 disappears, while a TBP binding site appears at the positions of SNP75 and SNP74. The broken lines indicate the
putative TBP binding sites alleles with the SNP75 or SNP74
B2 PRSFT 5N Sk I XA SNP7S, SNP76 il SNP74 [t ifT , IE 41 UCSC 3k (http :// genome. ucsc. edu/) Al Alibaba 2. 1 443 51 F

H—*E
Fig2 Sequence conservation and transcription factor binding sites near the SNP76, SNP75 and SNP74, as predicted by the web site of UCSC ( http.//

genome. ucsc. edu/ ) and using the Alibaba 2. 1software , respectively

human

mouse

TE: A AE AT/ U1 ZL SCCB3 A2 FE K% Sk P45 , 78 NS FFMRR B MIE LA R /N URS) L Ji, B AR, RO L B LAY B2 Ik AR . The SCGB3 A2
transcript was detected at a high level in lung tissues from both mouse and human, while low-level expression was detected in human thyroid and kidney, and in
adrenal gland, thymus, brain, muscle and skin of mice. B:MARCO F&PE 75 AZE/N BUA Al B AT R LA B N2 0 BRI U T 650 T 1, TR , i i 2 o 524
SRS TE NSRBI FRAR , WILPY o LR A S IR bk EL 5 R/ B S L PR ARZK P3R53k . The MARCO gene was expressed at a high level in lung
and liver (human and mouse ) , mammary gland ( human) , submandibular gland, spleen, thymus and epididymis fat ( mouse) , while a low level of expression was
measured in thyroid and muscle ( hu man and mouse) , lymph node (human) and testis ( mouse)

B3 ARFEAFFAUNRALLUD SCEB3A2 H:K ik F H3Z 1K MARCO (¥ RT-PCR 4347
Fig3 RT-PCR analysis of the expression of SCGB3A2 and the gene for its receptor, MARCO), in different human and mouse tissues

PEEE T AR S RS BE I AG A TR 45 &5 N SCGB3A2 #:[H 3 54 T I i cSNP, 1534212847

TFHREFI (L 1C A1)

Xof FFCR R 4 SR A Y 52 B iE B PCR 45 51 2 B #8%
HiH SNP76+SNP75 Hl SNP76+SNP74 #% SCGB3A2 Jit
MR T A 248 538 (P {4000 0. 047 F
0.027; Bl 1D, E)., LL 5 A~#54 47 SNP76 + SNP75 +
SNP89 Z& & EE Ky AR IR AH 2 A, A T

(SNP89) (% FR il #4: Mae I F B < 2 251, PFAG A5 Fh
PSRN F SCGB3A2 & [FI % Sk P= W iy s i (1 1F)
WA 1Fc fifzn,380 bp H1253 bp I B JE R T K H
GD ZEHAFHIT = T2 A FHHAEZ SR AG - G : G
) SCGB3A2 K mRNA %587k, H T A By 2
H o [ 450 i PR S 4L 4058 B S2 86 1) RT-PCR A9 72
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P BE P E Y, 24 2 A7 3E ] mRNA 5 ¢ A R s
380 bp 1253 bp F B EZ LI ER KT 1 : 1,
SR B A B 4l A AG 1 G G 6 Nl
HAREA Y1 W S5 0 ASTQ F=4) I 78 35 W e s it
175 B B (3 AN A T AL Mae TT) , 380 bp A1 253
bp F BRI LN 2.1 £0. 4 (& 1Fb) . SR,
PL'5 {3 7E SNP75,SNP76 Al SNP89 [X ImA 24 & %k K4
TR HR R GURFEA HE ASTQ H BRI LR A 0.9 +
0.2 (&l 1Fc), X S 25 AR B GD Gy B B A5 AL i
SCGB3A2 J:[H mRNA s 5K VR

. SCGB3A2 J:[H S HAZ ik MARCO A ) 3R ik
T

AT 78 $2 8 A 2K il 4 21 SCGB3A2 3t A 1Y
mRNA Fik/KFfe i, W 7e R AR AL 2L i, A
WFFEIESCAE /N BRI i 4 41 SCGB3 A2 3 (X 11y
mRNA #RAE E KRR, A FR R 42
B2, DR /N BRI B M, K22, L 140
PR R RRAA R SR AR A 5 5% (1 3A) o A 5RIA
 MARCO J2& SCGB3A2 JE 324412 A wF5E 2K
& RT-PCR 43 M1 & B MARCO 7R £ 4H 4 h 4B %
5 UNPRAE | IR EL 4 DL R T AE S5 (1] 3B)

Wi

ARBFFEHAE T 3 SCGB3A2 |11 £ SNPs 5
GD 1= JE M 2, 7 T8 8 7 X (19 (pSNP, SNP76 FlI
SNP75) MR BE R R, TG 2R B AN | S5 o) o
T SR T S I S B R R S M e e SR AT
%, % SCGB3A2 2 A J3 8l 1 X ( SNP76, SNP75 L) J
SNP74) AT AR A D BE 43 AT, SCGB3A2 KL [H )3 8 +--
B K 4 45 kL pGL3-( SNP76 + SNP75 ) , pGL3-
(SNP76+SNP74) ) & pGL3-( SNP76 +SNP75 +SNP74 )
9 C K BETE PRI WSS . T 20 3L N BE O 30 25 &
AG S SEA , HAR S AR LN AG A SR INES 5 4%
SEIRFRE S, #E4H SNP76+SNP75 Fl1 SNP76+SNP74
# SCGB3A2 FEH MR IMET AW L FH, kN
SNIIBES> BT L7, SNP76 +SNP75 Fil SNP76 +SNP74 £
fERIAT i SCGB3A2 FEHFIATIH,

SCGB3A2 HEH it 1 —F 73 s 85 H 15 3K &
G 1 (UGRP-1) " e & BRI 2 B i oK 58
SATR NI ER (1, FEFGA TR 72 R R
A0k, BETET UGRP-1 THEE M A& 58 4 W,
5% &I UGRP-1 BAHLRAEH], R SE L1553 1y
iR 48 0 5 UGRP-1 F kA &M B kM
UGRP-1 3 izt A S I | 35 ] 5 S5 AL 1) 7 S U8 12
Wity S 14 2 1ol R v e A R Bl — TR 5

WERA 72 R TL-5 A TL-9 S0 aod Bt < 48 i 14 71N R
R G R 2 AR B AR AT IL-10 TT LA R
SCGB3A2 #: [H mRNA % k" BF 5% R, A2
SCGB3A2 L JH s F X F-112 K& (G/
A) , BV SNPrs1368408 i s I\ 5 H A i N S0 U
A W P oo s I kA 5 RV R S e IR R AE ) —
A B AR LE" ) HH2-m R LUK EE
ANPOUNEEA B ABERF S RS RIESE . Inoue ™ S5 T
P - 112A S5 3K A9 SCGB3A2 FE A 1 3% /K
FEARRBE FM T AW AMERR (P=0.025),
UGRP-1 B A &1k 5 46/ M i 98 18 & 2B & R A7 AE
—ERYICR AR A /NG R i g 0 07 22 Y — 0
BAn, I X9 1 TS A A B L, X T UGRP-1
FEAR /N B it v 2R 3K 4 1 FH A BB, 40 T e 5
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T 5] LT i 4 2
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MARCO & SCGB3A2 JEPH (344 | I HL7 Ak A
IR EL P R v ) I I 4 P e 3 N firi 4 41
TR A SCGB3A2 JE[R 4 11 n fig 23 38 i MARCO >k
PR RPE B WD RE , vT RE 2l i A T RAE X
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[ A3 EFE M ZE 12T Human Molecular Genetics, 2009 , 18 :1156-
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