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BRKAME CH, S TAAIRST A PEE A — K, WIS MG =R B REE B A ) i

4. BERRATHT ORAE CH BILPUEEN 2 ml, KBS fr 82 )y 232 (L B K 20 DNA, SR Primer 5 #{4- %31 24 X514,
Ay R4 DUOX2 4t 34 MMNBF. S AR EE R 100 nmol/pl, TAEWRHEEEH 10 nmol/pl, PCR S 4514 .94 C TiAs 4
5 min;94 CAEM: 30 5,54 ~62 CIRAK 1 min,72 CHEM 1 min, FEHEFF 35 UG IEA TG 72 CAEIEAN10 min, FEHEE 4 C, H
2% WIBENEMEEE I FR VK OULSE PCR =5 3845 00 . DNA % . PCR 9347207 L 15 B S 2 A RN R4 700 38, S MLk 1 B
SHACEREAE , LAY I EL 5 i P4
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6. B LB P R IR DI RES 8L . TSH B =AU R IR AR (TT3) B FUIRAR 2 (TT4) (FT3 FT4  F R IR Sk
FEPLAR(TPO) , BEEHURIRIIRESEL | WU, A HRIR DI RE A nT RESE o . ME IR R G151 T,

7. GEIFEEAHT L M5 S TSH FT3 FT4 & LIS + bRifE2s (v £5) T, R (K5, DL P <0.05 R ERA G248 L,
B L CH SREEHURBRIAE, R X K056 B VERH R SCBEE T . F VECTOR NTI 4 AlKE sULARAS DUOX2 JE PR
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1. CHAIEHHK 1998 428 A 1 HE 2010 48 A 31 H , I:hiAr Az L 523 462 5], AT %€ FHH: A 2268 4], #7 [01 AT %% 2 )L
2229 1 K12 CH #JL 372 4], Ty il BEPAMR 0. 4% 4R 012K 98. 2%  HiS FAPEZ 1: 1407, Hh B2 ) Hy 1: 1. 26,
2. HURIEZZ RSN 218 i CH B JLF RIS SRR 3 1,

R 1 218 ] CH [BLHIRIRERS BARES R

PR i 72 RS el (% )
FEARIER 69 31.62
KREAR 8 3.75

IR A 92 42.20
et 25 11.46
R EE LN 4 1.83
i 19 8.70
B I 1 0. 50
&it 218 100

3. I3 TSH . FT3 FT4 ZRik K5 HFARBE S MR R R 2 H R IRZ Z 0 CH BJLIRYT AT LTS % TSH  FT3  FT4
WKW 2,

F2 213 4 CH #BILMEHAFRIEKT (& +5)

FF PR R i A % TSH(ng/L) FT3 (ng/ml) FT4(ng/ml)
HARIEH 69 50.29 +49. 62 5.85+2.21 16.86 +12.82
REAR 8 97.08 +96. 86" 4.73 «1. 84" 12.19 +9. 64°

dn 25 149.22 +85.71™ 2.23 +£2.00" 5.68 +4.65"
LA 92 121.35 +110.51* 2.39+1.78" 8.77 £6.90™"
Jif Kk 19 102. 11 +98.37* 3.48 +3.07" 4.99 +4. 53"

W S EA R LR, P <0.01; S REAARILE, P <0.01

4. FiHE L TSH Fhi 5Bk rh 2 HUR AR D AR AL OC 3R « ALK IN T 450 B 1E 5 8 Az JLEBESE h 22 DR IR T BB 10, A 8
BIA PSR, FH A 1.78% , 225 HIn] B¢ CH HILESET A 15 B v SR, RHE N 6.67% . 100 #l#12 CH BILEE
AT 1T BIAATRERIL, R 17% . 2 X K, “4IRREEHUIR IR AE S 7 R LR 2 RA G L (P <0.01) . #iZH
AL TSH T SRR HARIR R R A DG, OGS 3,
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A% {5 DUOX2 LRSS =AM 1 56 227 (7Bl T g C B0 (e 227C > T) , FEOZ A I AR vt 52 Ut (P76L) ;
o545 DUOX2 JEH S+ =4MNR TR AR L2878 Bl DUOX2 c. 1621C > A (R541R) . 23RS BRI IE K Ui e LR
MBI T DUOX2 2R AR BRSO A (B 1 ~2)
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JCGTACCAGCCAATTACGCCGACGOTGTGTATCAGGCTCTGCGAGCACGEMGCAGCTGCCCAACCCGCGCCGGCTCAGCA,
3CGTACCAGCCAATTACGCCGACGOTGTGTATCAGGCTCTCCAGCAGCHGCAGCTGCCCAACCCGCGCCGGCTCAGCA,
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PEAR YA BT B AL CH BN 121407, KIREZ M K RGERAE 1: 7000 ~ 1:3000" 75 2004 4F_F 1547 IF 1) [ b
A LRI A 255 L ACHE X 238 b FR R BB e 9 CH R 1: 2178 IR B R %y 1: 28317, Fkeli
B LR T EK T, T CH BRI HRZN 0. 18%0, 5 R 0. 13%0 ~ 0. 50%07K 43 (0 & T Py 4 0. 11%05@
AR TR 2z —  H A R AR P FRESAE 2010 4F 8 15 H 5 S 1 148 HHR0E , 4 5 17 BRI Tl (R il =
HuIX

R3  HiA L TSH Jhi SRR HURIR AR AL S XL (B)

TSH* TT3 TT4" FT3 FT4° TPO-Ab

i H %k
RHEW B% ER RW EW S% ER RN E¥ 8% ER
#iiz 100 8 92 0 100 2 98 1 99 4 96 2 98
I EE + IEW 675 10 665 4 671 1 674 0 675 2 673 6 669
x> i 16. 31 0.59 7.74 6.75 15.55 1.05
P1H <0.01 >0.05 <0.01 <0.01 <0.01 >0.05

T TSH S35 50 B4, *r =5. 78 ; TT4 T S M4, r = 13. 75, FT4 2% S5 X R4, r = 14. 02
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i DUOX2 FOFERALTF AR 15 Syl b, &4 33 AMNE T, cDNA K0 6.4 kb, HEIPER DUOX2 1 1548
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RIEHER A WG FE , TPO T2 H, 0, AL LRI UL AL Z LR RS . —H DUOX2 KA 32878 | 1 sl 3L
IIRES ¥, NREIE R HAE H, 0, (BN REA ML , HUIRIRIE A A 2 X2 P8 CH m Ll —"" . AN Scikil 4
T AR A Vigone 25 BFSY T 2 RS TR LIINY CH RSB HLAK SRR RS 390 0 IR FRDR B 22 5 7] i A
Ho BERTCUFETRAE(R842X) FIHE X548 (R376W) 24 A . FIRIMNYE MM R37T6W Bl T — 4 os 48
A THE3CBE 251 DUOX2 1R HESE 4322k, Varela 257 G0 T 17 BIME WAL BRIGEO TE R4 C RN ERH LRI T 2 1K Atk
CH ##F A Z44 DUOX2 R4S, Hidh—AN2u 7248 L5458 (Q36H) , IS5 7E H1 DUOX2 E 4 F IR & 48 h F kit i DUOX2
FITBESE A ek X R T SR ) DUOX2 G TERI 5843225, 2009 4F, Tonacchera 45" fE—fl K A4k CH W& 8L T 2 4
Ft DUOX2 2878 (C2732T .G3155A) , Bk, %FF DUOX2 K 5T 52 Btk ik 2 15631, #rA: )L CH J& AT IR Y7 03
A LR Z— B A LA 1) A AU AR R R IBOR Hh A R R T CH R 1 R i A N3,
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