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ANEEFE 14 A ZBALEMRER, RS 20T E RN I SC R, TR AT HE I Eoms WU i S 2e i SR e . Ak
X} 138 44 ADHD JE 1 119 2 1E & X B EAT LA T 38 4% 2% 43 1 : O PCR-RFLP 437 8 /> SNP {3 5 ; I PCR 45 &
PAGE 434t DRD4 () 48 bp VNTR; FHELHE /34 5 MU TLE 23, @R H logistic BIHIEHIFY 12 A2 207 5%
ADHD [EE SN . 258 (DADHD 41 SNAP-25 () T1065G £ 25t 1065T/1065T KL R Ul 1065T 25 v KL R 45 R 1
A = TR 4H (3 P <0.05) ,DRDI A A-48G L 544-48G/48G 4RI BAR T X ELH (P <0.05) , QKH T —4
2 ANFER 3 A SNP i S 4L i Fe e S R 4] & 5 ADHD A 5CI, HBUM K- 77. 5% . 4518 SNAP-25 [¥)
T1065G 5 ADHD nJ fE45 30%,1065T/1065T 1 1065T 1J fig e Ho /&% [ 2 ; DRD1 fi§ A48G £ 415 ADHD n fig
FIK,48G/-48G T HE S HAR Y B 5 T & B 4 Sk PR A A5 S0 — S S M R AL A 0N 36 T ADHD 2
IS ™ AT AL [HhELY/RILRIZE,2009,11(8) :617 —622]
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Association of 14 polymorphisms in the five candidate genes and attention deficit hy-
peractivity disorder

GAO Xue-Ping, SU Lin-Yan, |ZHAO Ai-Ling|, LUO Xue-Rong, XIA Kun. Institute of Mental Health, Second Xiangya Hos-
pital, Ceniral South University, Changsha 410011, China (Su L-Y, Email; sulinyan@ sina. com)

Abstract: Objective Attention deficit hyperactivity disorder ( ADHD) is one of the most common behavior disorders
in childhood and adolescent. The etiology of ADHD is unknown. The aim of this study was to investigate the relationship
between each of the 14 polymorphisms in the five candidate genes and ADHD, and between the combination of some
polymorphisms in those genes and ADHD, in attempting to examine whether combinations of genotypes would confer a
significant susceptibility to ADHD. Methods One hundred and thirty-nine children with ADHD and one hundred and
nineteen normal children were enrolled. Eight single nucleotide polymorphisms ( SNP) of three candidate genes were
examined with PCR and RFLP techniques. 48 bp VNTR in DRD4 gene was examined with PCR, nondenaturing
polyacrylamide gel electrophoresis and silver staining. Five microsatellites ( MS) of three candidate genes were examined
with genotyping. The relationship between the combinations of 12 polymorphisms and ADHD was examined with logistic
regression analysis. Results (1) The frequency of 1065T/1065T genotype and the 1065T allele were significantly higher in
ADHD children than that in normal controls ( P < 0. 05). The frequency of 48G/-48G genotype of the A-48G
polymorphism of DRD1 gene was significantly lower in ADHD children than that in normal controls (P <0.05). (2) A
specific combination of three polymorphisms in the two genes showing an association with ADHD gave a prediction level of
77.5% . Conclusions The T1065G polymorphism in the SNAP-25 may be associated with ADHD. The 1065T/ 1065T
genotype and the 1065T allele may be a risk factor for ADHD. The A-48G polymorphism of DRDI may be associated with
ADHD. The 48G/48G genotype may be a protective factor for ADHD. The specific combination of three sites of SNP in
SNAP-25 gene and DRDI gene is found and shows an association with ADHD in 12 polymorphisms of the five candidate
genes on glutamatergic/dopaminergic pathway. [ Chin J Contemp Pediatr, 2009, 11 (8) .617 —622 ]
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R B3 £ 3l [ 15 (attention-deficit hyperac-
tivity disorder, ADHD) J& 27 i 1 JL 3% W 147 4 6
i, RN 3% ~T% o IIRFRBN SAERA
FAPRATE S ANER b T Sl B AT 2R b 3l = K
DAER . REBAL AT C RS8R e H R AR
H LA T, Ry £ ik TR AL o DR O
ADHD [ % 4= W] R A 224~ HE A 1] SR FRAL0 BOAH BAE
FmsE ",

A ¢ ADHD fi i KL R SRR PR A — 28
HOU KRB, inZ B D4 Z KK (DRD4) , Z 12
Jtie DS SZARIED] (DRDS ) , 5 fil /A 4k 5 4 1 -25 Bk
(SNAP-25) 2571 | SE4F 3k, NMDA 2% {& ( glutamate
receptor, N-methyl 2A,
GRIN2A) FL R F1 2 L JH D1 324K K (DRD1 ) 52 3|
A, HTHM SRR R AR 2 B R S
IREMR T Al AE 25 2 ADHD i 3l J& FIIA R0 2 g
SRR E S, AT S IZ R G A K S 4
1% v 3 [ ( SNAP25, DRDI, DRD4, DRD5 Al
GRIN2A) 3t 14 A Z35MEAE HBFFEHE Hbr , B 7EWIr
U ADHD ABErh il i #57 ADHD X st 225 M
FAANLSIC R, LR AL BR G RU OC R, 4%
AT ADHD S8 XURS: (19— 2657 53 1R e 445, LA
IR RIR/ % Bl R GEAE ADHD 7313t ff 2
MFE

lonotropic, D-aspartate

1 Mg5FH%

1.1 X%

ADHD 41 ;4 2003 4 1 H % 2005 4 1 H e
A Bk AP ARG T L i AR B
I 12 512 1Y B & 2k 138 f], o 3Bk 115
(83.3% ) , 4Pk 23 ] (16.7% ) ; 45 6 ~ 16 2,
F1(9.9 £2.6) %, B 74 ~ 124 4, F (95 +
11.3) 53, Adibrife: OFF & 3 EAS M2 0 5
it T e 4 W(DSM-1V) il 5E i) ADHD 2 KrbnifE ;
QIFHE 6 ~17 % FR (1Q) =70; QHEE W 4 ;@
DU ; @PBIAEAT 8 W B AR A B 55 109 60155 [m) 2
HEBR T 12 MR & et L EEAE 1  SE 1 A
P28 R G s S A R AR A 5

Xof BEZH DA [ B st AR 2 TR K R SR IR Y
H [ 35 9 0 IR PR s BT S 1) I A AS v e
W AR DUF 500 QDU ; @40 6 ~ 17 2 s QtHER
IR s @O 28 2R G s B0 B At F AR A4
s, 119 ], Hdr P97 44 (81.5% ) , &t 22 4

(18.5% ) ;8 6 ~16 %, F3(9.6 £2.4) %7
1.2 7Hi&

USRIk ML 2w, T ERGUEE, BB - 7
FEEEZH DNA, —70°CLRAF
L.2.1 sl PFrAfiss|YEsld, iz
S (DRD4 F:H Y - 48 bp VNTR; GRIN2A FE K 4956
TAMNE T G1430A,5 355 X (GT) n MS Z254EHI
D165407) 5| ¥y 1y B it 05 5 4 A Primer3 £ £
(http ://frodo. wi. mit. edu/cgi-bin/primer3/primer3 _
www. cgi) , Jf-F§ DNAStar #¢{4: (http ;//www. dnastar.
com/ ) H1 ] Primer Select X r % i 14 5| ¥ #1711k
PEFE. 10 A7 (L FE SNAP-25 JE[H (%) T1065G |
T1069C Fi1 ( ATTT) n; DRDI % [A ) G-1251C . T-
800C .G48A Fil T1403C; GRIN2A H: KX +4h B T
G2240A;DRDS JEHF(CA) n F1 D4S615) 5| ¥yi% it
SRS B S SCHR™ T . FE BT TR 2 A5
Pk, 5 EAE— 25T IR S S bR 0 AS [ B30 f) 25¢
oo BHHZBMEALETIWFH (R 1) 2514 h
RO AE YRR RS
1.2. 2 PCR B g A= B A 4|
1.2.2.1 SNP {3 % (1) PCR i : SNAP-25 |
DRDI F1 GRIN2A %:[H ) 8 4~ SNP fif i )} DRD4
JE[H 48 bp VNTR Z35 1) PCR N 1A Z A 10 ~25
L, 788 7 B BE AR 1 N DI B B LR 1, i
Yl W 2544 D Mn IT, Dde 1, Haelll, Bsp12861 fits 1)
FAF 3T CREVII R (29 12 h) ; @BstB T FEY) 5514
FH PTC-200 % PCR ¥ 650C EfFH] 6 h, (2) FLR A
0 < v s Bk R DD 7 88, PCR 7 1y 24 - 531) 5 A B 73
R EY) ( GeneRuler™ 50 bp DNA Ladder, pGEN®
DNA Markers, GeneRuler™ 100 bp DNA Ladder) LA
PAGE 47 [R5 LUk , 15 & H3 2l 250 ~300 'V, i [a]
K 45 ~60 min, 243 YL F1 Gene Genius &4 537 4b #1
RGN PG AT BRI BRI B IRAF A IR o & i ik
PITRASk IL3R 1,
1.2.2.2 MEE%&HK  (1)PCR ¥ 5 A
LR Z AR5 P4 (Panel) #EATH 1, —
ZH . SNAP-25 JL[K (ATTT) n, DRD5 ZE[H D4S615 FiI
GRIN2A L (GT)n W TR 2512 H PCR; 4.
DRD5 JE[H (CA)n il GRIN2A JE[K D16S407 43 T2
Z5MZH PCR, (2) F:H 4944 (GeneScan ) : ]
A0 LUK (3100 BRI 70 A 480) #EAT 204, A Sl iR £k
i J5 H GeneScan 3. 0 A #E4T 73 1 it AR IE FI
PR BRIV Mo i Genotyper 2.5 B A 747 4%
(DF=NINE- PR B i

- 618 -



55 11 4555 8 ] P E % RILA L E Vol. 11 No.8
2009 48 H Chin J Contemp Pediatr Aug. 2009
F1 SNMREEREHS 4 NS EYECSNGYETREFRBEN A E
FHE A ZAPENLS L2l PR BB (bp)  FRAIAEAZ R N D) B FHE PR A I i
T1065G 5'-TTCTCCTCCAAATGCTGTCG-3'
SNAP-25 261 Mnll 6 % PAGE
(SNP) 5'-CCACCGAGGAGAGAAAATG-3’
T1069C 5'-TTCTCCTCCAAATGCTGTCG-3'
261 Dde I 6 % PAGE
(SNP) 5'-CCACCGAGGAGAGAAAATG-3’
(ATTT)n F.FAM-5'-TGGAGGGATGTGGTTTGG-3’ .
] ] 3100 FERE 434
(MS) R.5"-AAGTTGTACACTTCAAATATGTGG-3’
G-1251C 5'"-GAGACTGGCGAGGTAACCAG-3’
DRD1 249 Haelll 6 % PAGE
(SNP) 5'"-TCAGGAGCCTGTGGCAAT-3'
T-800C 5'-CTCTCGAAAGGAAGCCAAGA-3’
281 Haelll 6 % PAGE
(SNP) 5'-CGGCTCCGAAACGTTGAG-3’
G-48A 5'-ACTGACCCCTATTCCCTGCT-3’
207 Dde I 10 % PAGE
(SNP) 5'-AGCACAGACCAGCGTGTTC-3’
T1403C 5'"-TGGAGAAGCTGTCCCCAG-3’ Bspl
189 6 % PAGE
(SNP) 5'-GTACCTTAGTTTCTTAATAGCGA-3’ 286 1
48 bp F.5'-GCGACTACGTGGTCTACTCG-3"'
DRD4 VNTR 6 % PAGE
VNTR R:5-AGGACCCTCATGGCCTG-3’
(CA)n F.HEX- 5'-CGTGTATGATCCCTGCAG-3’
DIRDS 3100 S
(MS) R: 5'-GCTCATGAGAAGAATGGAGTG-3’
D4S615 F.:FAM-5'-CTATACATCACCATTTGTCTGTGGC-3’ ‘
3100 3 4 H14%
(MS) R: 5'-GCTAAGCTATTGCAGTAATTTGCTAC-3’
G1430A F.5'-TTGCCTCTCCAGAAATCAGC-3’
GRIN2A 235 Mbo 1 6 % PAGE
(SNP) # R:5’-TTCCTCACACACGTCTCGAT-3'
G2240A F.5'-CCCCTCCTCCCTCTCTTT3'
294 BstB 1 6 % PAGE
(SNP) R.5’-GCATGCCGAGAGTCAATTTC-3’
(GT)n F.:HEX-5'-GAAGGAAGCATGTGGGAAATGCAG-3’
3100 3 4 H14%
(MS) R: 5'-GTTTCTTGCTGGGTACAGTTATCCCCCT-3’
D16S407 F.:HEX-5'-TCAGATCTCTGCTACCGCTTC-3’
3100 3 4 H14%
(MS) R:5'-TGTTCTCTGGCTCACCTCTTC-3’

T R WES | Bt l— AR B SR A 5 1 ), BV EIRCR — A EERN C BBl A, FAM: i (25 s HEX N 4R (5000 ; SNP . B IR £
A MS B TR LA PACE  SRNIR LI BE Lk ; VNTR . Al 250 H SRk R 751

1.3 GZitZESHh
LR EE R e SPSS 12. 0 for windows #0444 3
ATEAEALEE . ADHD 21 1 %F BE 2 1) O3, 43 4 - SR
X LI A 201 ) 356 DR 78 45 487 35 R A R 1E AT Har-
dy-Weinberg 5& )5t {5 V-1 W) & BE A 56 5 oA P2
i) 535 PR A B S8 B DR 1) 2 5, DR A T I 2 TR A
5, LA P <0.05 22 5 WEEE o SR logistic
[ F 58 22 e B G ADHD BRI G R0
2 H#R
2.1 SNAP-25,DRDI1, DRD4, DRD5 71 GRIN2A
EFEH 14 M SHEMEACIDH
5 AL 14 A7 A 5, ADHD 25 Fii X

VA

SNAP-25 A T1069C 1) PCR ;=442 Dde 1 i ] 4%

]

A=

IR KR IR AR 7 FE R (1069C) |, B4 ) GRIN2A
B G2240A 1) PCR 7= 25 BstB 1 fFH 45 544k &
PRI AR AT HE A (2240A) , 03X 2 D2 PO R
WG 37 o 4 Hardy-Weinberg P71 & 4G
5, ADHD 41 Fxf BEAL 5 AN SER A 12 A 2280
I A B4y A7 ¥ £F 4 Hardy-Weinberg - 7 5 14
(P>0.05), ADHD ZHFI%} HRZHAE 10 N2 A A5,
(SNAP-25 JL[H (# (ATTT) n \DRDI LA 1) G-1251C
T-800C 1 T1403C . DRD4 3£ [H ) 48 bp VNTR .DRD5
L (CA)n I D4S615 . GRIN2A FE[H 1y G1430A |
(GT)n 1 D16S407 ) %437 3 PR F 3 R AU AT R 43 A5 1)
TR 2R (P>0.05) ),

2.1.1 SNAP-25 A H T1065G % At &
¥, ADHD 41 1065T/1065T & P %1 47 2% W] i 25 T %
BEZH (' = 5. 414, P < 0. 05, /1 %F f& & BF OR =

R R=
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1.836) ,2% 554 & 2 ¥£; ADHD 4+ 1065G/1065G
FERRUAF R 5556 HR A LA kD a3 (= 4. 115,
P =0.07) ; ADHD %[ 1065T %5 3L K 45 %2 (84. 1% )
FTX R (74.4% )y* =2.244, P>0.05, 2%
B 1065G SEALHE IR (15. 9% ) B AL T X%F
ML (25.6%), 23 A B &M (¥ =7.379, P <
0.01), ADHD Z{ FI X} B8 41 SNAP-25 JE A T1065G
Z SRR R BT A S A AR 2,

%2 ADHD AFnxfHE A SNAP-25 B F T1065G £ 751

REFEBNERAFS LR (B, %)

% 1065T/1065T  1065T/1065G  1065G/1065G
XTHRZH 119 67 (56.3) 43 (36.1) 9 (7.6)
ADHD 8 97 (70.3) 38 (27.5) 3(2.2)
P (:l 5.414 1.188 4.115
P1H <0.05 >0.05 >0.05

2.1.2 DRDI AP G48A 35K %) Wik,
PE—4 % B ADHD 2] Hr48G/-48G FE R FIHH 4 5 %}

TRLHH LI Bk D, 22 R B EE () = 4. 318,
P<0.05),
2.2 Logistic [@J3 9 #4 R

¥ ADHD Z{ X IR 5 A SE 1 12 A~ 2850
AL LR B GORME Ry B AR i, B2 A5 RO
A, LR A logistic [l T4 RS, SR A Enter %,
ADHD 2 5 2% 5% i) U 1) fas I PR 25 02 SNAP-25 3
T1065G £ 75 M {7 /5 i 1065T/1065T 3 [F B |
DRDI1 JE[H G48A Z S MEA7 mi #7748 A 5 JE [
(R D R 7R (48 G/ 48A FlI-48A/48A) ,iX WM&
I R 2 S MRV RE JEE £ 1065 T/1065T SR %1k F DRDI1
K GA8A Z IS s #5748 A S50 [A] 11 7
L — 4~ SNAP-25 3£ [H 1 T1065G . DRD1 &
K G-48A 1 T-800C 2t 2 ANFE[A 3 > Z 351 4H
) 45 7 3L B 780 41 4 [ 1065T/1065T ( SNAP-25 ) —
48G/-48A(DRD1) —-48A/-48A (DRD1) —-800T/
-800T(DRDI1) | 5 ADHD 777EJCEE (P <0.05) , H i
MAKR 77.5% (£3) o

&3 ADHD A5XRAS MEE 12 1 ZEMR) logistic EYF 5347

ZSPERL R (L) KA EES (@) S.E PfH OR ff
T1065G( SNAP-25) 1065T/1065T 0.789 0.288 0.006 2.201
(ATTT)n( SNAP-25) 1507150 0.265 0.200 0.185 1.304
G48A(DRDI) 48G/48G -1.474 0.569 0.010 0.229
. o7 48 A G HEH Y
G48A(DRDI) Bl 2 0.767 0.358 0.032 2.153
G-1251C(DRDI1) -1251G/-1251G —-2.439 7.417 0.742 0.087
T-800C(DRD1) -800T/-800T 1.963 1.074 0.068 7.122
T1403C(DRD1) 1403T/1403T 0.561 0.316 0.076 1.752
48bpVNTR (DRD4) <5/ <5 -0.174 0.302 0.565 0.840
D4S615(DRDS) <250/ <250 0.106 0.255 0.677 1.112
(CA)n(DRDS5) <148/ <148 0.169 0.211 0.423 1.184
G1430A ( GRIN2A) 1430G/1430G -2.320 7.418 0.754 0.098
(GT)n(GRIN2A) <218/ <218 0.038 0.261 0.884 1.039
D16S407 (GRIN2A) <319/ <319 -0.252 0.288 0.381 0.777
W 4.178 10. 49 0.691 65.230

TE - 5 A8 A SR [ B PR R K Y o+ S4B 48 G/ 48 A JE[H T 48 A/ 48A FE[H 1Y

3 hg

55 ADHD 3845 i 5% A7 5% i o 176 5 PR e 4 32 %2
TRT R HFAER A, UL &S ADHD £ 1
flisi. HATH SRR AR €6 7 ADHD 79 9
Aok X 2 DRD1 3L AT GRIN2A 3 ] i
TE G A0 PR i A 7 X 6 X 3l Py, PR O i 2 4 7 3 1
RS2 ADHD g B E e LK . ADHD 45 %
MR/ 2 O RGN B3 th i — D E 2R

AR T A A I AN i ae R SRR 8 8]
DRD4 22 [ e 32 4k, FRSE 3 — R M5 5 5% Sl 7
25 e NMDA 3z &% , AT 530 ADHD [\ %1
FITER GG SR BB 5E 4% SNAP-25 JE [
EES IR DA REU1REZEFLS ADHD £ 3 F1IA
HIRERSA S0, I, SNAP-25 LR | 2 [ 3% 4
HE PR A NMDA 57 (K JE K J&: ADHD F M e LA

AWFFRBEE S ik B AL 14 A Z BT
AN 5 LB ADHD (19 56EE , % B SNAP-25 A
TI065G £ 75 VEA1 DRD1 JEH A48G L7143 515
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ADHD 1 817 78 S Bk, 1 86 %% B 78 |6 N & 1 AR
i Elia 257 Rl 10 25 R 3R B AN SR B
ADHD £ 5¢E:, &%} SNAP-25 JE[H T1065G, F | &
ST Mill 25 g2k B B Kim 2580 2558 (R %
FE 1065T 7E ADHD A 7E AL F A% 15 35 ) AN —
o FEHIEH , —J& 5% AL P N sk b 1 T Rg i
BHEARICAEAE BT A ¢, —J2& ADHD J&§ & 2%
PRI AL , WAL R R VR F R RO AS [ T 45 5, b
HED SNAP-25 K& PR 22 285 P 0k A [l A FH 3800 3¢
55, £ XF DRDI 3L, A1k Bl A48G Z & 1
48G/48G FEH AT & ADHD pyf9r A=, AW
FER BA8A % 5k P2 ADHD [ X B 45 7 Ak
R BB PESE A —3, R A AT E 5 ADHD £
I AR S e 1 At A% S5 It G o

FATAR KIS BP0 HAt 10 4> 2384
{55 ADHD £ 5CHE . b vk AE B 58 9 &
P GRIN2A J£H — A4~ SNP {5l A DR 23
P DRD5 2[5 (1 (CA) n FIl D4S615 4351 5 ADHD
AIRETCICHE . EAMGTIX 5 ANFE DR R 9 45 6 P &
P, H:v DRD4 JL[H 48 bp VNTR £ &1 .DRD5
P (CA) n fil D4S6151 220 48 5] L2 AN 5% 1) 1
4, GRIN2A J:[H — 4~ SNP i/ 5 ( G1430A . G2240A)
W& B 5 ADHD Al 4 K" . AHFSE1E 138 £
FBE N 119 2 1% % B 35 % & B GRIN2A 5L [
2240A SR, R G2240A {3 s 251 AT REAE
R DU TR A A 0 o e 9 R DU AR rp gt
17 GRIN2A JE[N 5 ADHD (1) 3¢ B A 53 5l 808 53 By
IF, ANEIE A, S8 L FRid . DRD4 A 48 bp
VNTR 235 i B0 58 5 SOt fL b, B i it
R IE R DRD4 7 T S5 JEH 1Y) ADHD JR 4 1
IRTIUG 3E4T, [ J2 K & A sk, s W 2
A5 ADHD (912 WK F i 2 2 i 110 21 22 X 3 A B2
A N B R L BLZ LN 48
bp VNTR Z 7545 ADHD A ¢Hk, A JLIHEE
it DRD5 ZL[H (CA)n Z537 45 148 bp 5% 146 bp 5%
136 bp S5 3R AT BE4) 35 ADHD f77F el 2
B —T5 Meta 4387 &R BL(CA)n 2350755 136 bp H
AR E R, 5 A T R % SR N £ Sk
ADHD 1 77 75 52 F i B 14 820 o A BF 95 % % 3L
DRD5 £ [H X B A~ 2 &5 PE07 5 5 ADHD 4 %8k, 5
SCHRGE SRR —3 " o 45— AT A J& DRDS
FEP(CA)n ZZ8 P07 S B DRDS 3[R 4 i X, Hb
e, T REXT DRDS JEH (DI RERZ A K, iZ 2 51
AR AT g 5123k P N AR Bk B ) D BB M s AL A A A
TS, 38 T R b X R 22 52 06

AT R 2207 35 S eI 9 7 77 % i 1 14
5 AR LR AL 12 A Z 8 S5 ADHD (kG
RN AT G, BRI T — A~ SNAP-25 5E 5 iy
T1065G .DRD1 3£ ) G-48A Fil T-800C 32 4HL[H
32 A M A R R S R B 4 A [ 1065T/1065T
(SNAP-25 )— 48G/-48A ( DRDI )— -48A/48A
(DRD1)— -800T/-800T( DRD1) ] 5 ADHD f77£ X
(P <0.05) , HAM KK 77. 5% , Horfr, SNAP
253 A 1065T/1065T K %1 F1 DRDI 3£ G48A
PG -A8A 1) W Al BE R L 52 ) ADHD % 11
fals R, m B R K Ta& . AR
TR SRR AR ORI T ADHD &
IRUBSE ™ 1 8 i, 7E [ P 1 oA AR S i i . Misener
2100 13 P logistic [ U1 43 #r 7 125, & B — A 25 437 3
24, BB (<1251 G /-800T/ A-48/1403C) 5
ADHD £ %,

MR AYIB B A ST R A 36 PR 22 25k BNV
SR I LB H AN 2 LA B ADHD 1) 42 BB AR
S I A AT SRATAE A BHE R AN RE 1 B 2 ) B
%, RRMEE AT fEE ADHD (1% 5 5Pk (iR
SRS SR ) o £FXF ADHD KR it (4 2%
WFFET7 1, E AN 3 1 T R AEA L R L6 6 T
IR, DA R RS DR - R B A B A A 9 s 1 2 P 2
W o ROREA S R 2 3 5 WF 5 07 0k ] 5 w2 )
2 G R FIE AT 2 U8 A S LA U AH 25 5, X
ADHD ) & AR i — 2P0 , 78—~ KREAR PO
R FE R Z 2 M An o] & 4% ADHD XU 500 , dnif
SRR EAER, A ] f & 353 ADHD
ARV TE 9 R 2= L

(& % X ]
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