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3 1. Down FEIRBE(E5 1T D HER IR D FAELRE

HEE BEE HETHI1> Down fE{&E¥ arka—)Lte 3CER
e WIRFEEH REHE XNREEH HERDRE
Milunsky & 1968 7 r—hRE 20632 88 0.43% ENiL 7~BH 96 5 (0~9 /%) 1
Jeremiah 5 1973 RRKLZFE 404 7 1.70% NS TBH 20 fE(0~14m%) 2
Van Goor 5 1997 population—based study 893 3 0.34% 0-9 &% AVR)NKGFEE 8 13 3
Anwar 5 1998 hospital-based study (RIEHEISHETE) 13 1.4~10.6% FNi| PN — 4
Bergholdt & 2006 population—based study 1151 8 0.70% 0-20 /% 1 B HERR IR Hafs 5







% 2. Down FEMRBIREBERIZCE(TSH GAD ik
(GADA), IA-2 ik (IA-2A), 1RV EHEHRA(AA) D
REE M OKY51A)

Down fE{XEFIR BER

54 106 2,860
Rz Nk 90 (84.9%) 2,667 (93.3%)
1 Bo KBS

GADA 2 (1.9%) 59 (2.0%)

IA-2A 3 (2.8%) 60 (2.1%)

IAA 5 (4.7%) 61 (2.1%)
2 Bk

GADA/IA2-A 2 (1.9%) 2 (0.07%)

GADA/IAA 4 (3.8%) 4 (0.14%)

IA2-A/IAA 0 2 (0.07%)

SEDHIKGE 0 5 (0.17%)




%= 3. 1 BMERREEAE TS Down fEIEEEIR, Down SEIZEER, M- FWEIYFIE- 1 BHERBRBIUVRERER
28175 HLA class II genotype (3K ' &YBIA)

1 BBRFRERTD

#ER Down SE{XEEIR Down JE{Z &R 1 BIREFRIR IR

4 621 222 40 120
Genotype

DR4-DQ8/DR3-DQ2 17 (3%) 4 (2%) 10 (25%) 51 (43%)

DR4-DQ8/X 85 (13%) 27 (12%) 7 (17%) 37 (31%)

DR3-DQ2/X 167 (27%) 49 (22%) 11 (28%) 21 (17%)

X/X 249 (40%) 94 (42%) 12 (30%) 10 (8%)

DR2-DQ6/DR2-DQ6 or 103 (17%) 48 (22%) 0 (0%) 1(1%)

DR2-DQ6/X
HLA DRB1%04-DQB1*0302/HLA DRB1*03-DQB1*0201, HLA DRB1%04-DQB1%0302/X # &1\ HLA DRB1*03-DQB1%0201/X [ZZFNFh
DR4-DQ8/DR3-DQ2, DR4-DQ8/X H KU DR3-DQ2/X TirL7=. X [& HLA DRB1*02-DQB1*0602(DR2-DQ6)LAS &5 T .
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