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[# ZE] BHE HIPEDUGILE FCGR2A JEH rs1801274 v 55 BRAZ 1 2 2 25 M (SNP) 5 1[I (KD) 5
TR B K ) e e 3R 1 (IVIG) V89T KD TR R R . FiE N IRA B4E I (PCR) I G T 42 B R )
A 35 4] KD LA 25 il fg)5E )L ) FCGR2A LD SNP rs1801274 3 S HEA TA AN 4347 , FE4 KD LR IVIG
TBIT G ToH & SNk % (CAL) 43 CAL F1JC CAL(NCAL) PR 4H ., 4558 7EWF5E %4 i 3446 M 2] FCGR2A
P rs1801274 {3 i, A S AFAE 3 FIIEBI AL (AA (AG (GG) o % SNP {3/ s 1 5k BN B 4 A T S5 2k PRUAR e E KD 4
5% B2 & CAL 415 NCAL 2 [ b 2 R A G4 B X (P <0.05) , HApiaw A 507 EFEEE AA FLH A
% KD BISERE R (438 OR =3.39,95% CI:1. 53 ~7.50;0R =4.93,95% CI:1. 61 ~15. 1) ; #EAF HF A AG 5§ G
S BB KD HBLE A CAL [ /G B M 25 (439 OR =5.43,95% CI:1. 06 ~27. 8;0R =4. 88,95% CI; 1.44 ~
16.5), £5if FCGR2A FH[H rs1801274 13 i SNP W] RESE 520 H [E PG JLEE KD S8t DL & TVIG 3397 KD Jr i
—PEERNE, [EYRILRIZE,2013,15(3) :196 —200]
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Single nucleotide polymorphism of FCGR2A gene in Han Chinese children with Ka-
wasaki disease
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Abstract: Objective To study the association of FCGR2A gene single nucleotide polymorphism (SNP) rs1801274
with Kawasaki disease (KD) susceptibility and the efficacy of intravenous immunoglobulin (IVIG) therapy in Han Chinese
children. Methods  Thirty-five KD children and 25 age-and gender-matched healthy children ( control group) were
enrolled in the study. Polymerase chain reaction ( PCR) and gene sequence analysis were applied to detect SNP of
FCGR2A gene rs1801274. These KD patients were classified into two subgroups based on the presence of coronary artery
lesion ( CAL) following IVIG therapy: CAL (n =13) and non-CAL (n =22). Results FCGR2A gene SNP rs1801274 was
detected in all subjects, including three genotypes ( AA, AG and GG). For FCGR2A gene SNP rs1801274, there were
significant differences in the genotype and allele frequencies between the KD and control groups (P <0.05), and significant
differences in the genotype and allele frequencies were also found between the CAL and non-CAL subgroups (P <0.05). A
allele and AA genotype were linked to an increased risk of KD susceptibility (A allele: OR =3.39, 95% CI:1.53 -7.50;
AA genotype: OR =4.93, 95% CI:1.61 —=15.1). Both AG (OR=5.43, 95% CI.1.06 -27.8) and G allele (OR =4.88,
95% CI:1.44 —16.5) were linked to an increased risk of CAL in KD children. Conclusions Polymorphism of the FCGR2A
gene SNP 151801274 is one of the important factors probably influencing susceptibility to KD and efficacy of IVIG therapy
on KD in Han Chinese children. [ Chin J Contemp Pediatr, 2013, 15(3) ;196 —200 |
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IVIG J& 7 Ui L . HAT IVIG 3477 KD BIHL
il M AN, AT RE 32 BRI TG 1Y Fe B S &t
PEANMIE 1 1eG 19 Fe 244k (FeyR) A E A I 4 4%
PAmERA . FeyR 1l & FeyR i BB —
G5 R B4 IVIG 697 )R, KD LAY FCGR2A
P (Gt FeyR Ta 9L A TS, Wik
FCGR2A H:[H £ 251 7] RE £ 1 IVIG J4 77 KD
Jr . A, A SCHRRIE T FCGR2A JE[H 5 KD 5
JEPEZ ] B 56 2 (B EE R —D10 R gk — 2
&R FCGR2A 3K 5 KD L K IVIG J&97 KD [ 3%
Z IR A BT KD el f 4L ey, 3¢
A4 JE KD 5L R A — e i S B A i
1 #Rl5AH®
1.1 #HRIH

P4 35 141 2010 4F 10 A F 2012 44 AfE R
L2 & B AR BRI 7 I KD (UL, o 5 4% 22 4l
L3P, BLZ R LT B2 A HE6 %,
SEHAERS 3.3 £ 1.7 %, A KD BILIS A2 b
FrdE o BIERIS IS 406 10 d NI4T IVIG Bk
Fild 2 g/ke K VE & 0 IR BT E IS ARIA T . A
BOLEI IVIG ya 7 Uk . UL T IVIG JR 97
TR LS o A7 6 7 30 R A 2 SR 5 o 155 0, A 47
A JeH K CAL s # Ly CAL 41 (13 i) Fik
Jf % CAL(NCAL) 41 (22 ) . BEFEIFRIHHFi%Bel ]
IRKEIY 25 i fil )L EEAE R BRAH, PHERR B YL P
TR O MBI | B B S P 45, I HE R R 1
KD s, HA B 15 45, 4 10 B, Bz b 1.5: 1,
RS MHZES AR 3.7 £1.5 4, KD 41
FIXT BRLELAE S 22 R TEGE % 2 X . MRS
X G R UL A E 2 A T L2 6 2, A5 R R
H AL BRI B, ABFSE IR Ak JLE R K
Bl W A ) 7 B R el L B e AE R D10y

HeE
1.2 Fix
1.2.1 #AK%E R B 9T X G2 A1 ] i K I

2 mL, A Z EDTA $iiEE, BT -80°C vkAfif
FEFHTHEH DNA

1.2.2 AR DNA 28 132 [E PROMEGA
oy E AR R 3k R 41 DNA 48 i ) & ( CAT.
#ATT10) PEHCEE K 2 DNA , 354 30 A 7™ A% 4 B )
UL B#TT, 153189 DNA HEAE T -20 CUkEE
TRAEE .

1.2.3 314t 56k Z BOCHR # s

Y. s 9.5 -CTTTCAGAATGGCTGGTGCT-3,
TES|¥: 5 -TTTGCTGCTATGGGCTTTCT-3 , Z 4t
AR TAY TRREORIR S A RAFG M Rl
AU E R 10 pmol/ L,
1.2.4 PCR BB ¥ ¥ I 4% [ Eppendorf 2%
HJ A PCR § 38 44T i PCR OB AR R A
FHH 50 pL,ﬁ\%éﬁ DNA 4 L, MasterMix 22 pL,
FTFHSI4 1.0 pL,ddH,0 22 pL, PCR JZ v 4%
4::94°C FAS P 5 min;94°C A5 30 s.65°C 3B &
30 §.72°C ZE{# 1 min, 3 10 NMEFF; SR )5 94°C A5k
30 5.55°C 3B & 30 s.72°C #Efifi 1 min, 3£ 22 MEIR;
5 72°C AR FEAH 7 min, B PCR 724 5 wL 1735
NEBHEEIE HL K, SR )5 7E Tanon3500 T EE I 1% 23 Bt
RGN AT WA A R
1.2.5 PCR =4l 5B F5) 5 B 366 bp Ab
Y1 5l BHYERR A 1 PCR 774 30 pL, Z4E LilEAE
TAY TREEARNM S A RS w #4707, W
Chromas BF43 17 T 4R I s 45 5 o F1 AT NCBI ¥
TEZR blast Xf gk Jp H1 #4706 b4 #T o
1.3 SHitZEDH

iz SPSS 17. 0 3R A% B d i 47 48 it 7 i o
TR TORER B £ bRk 25 (x +5) R, B T
S BEPRI R R R gt IS LR
X RIS H B KD 21 0 ) BE 20 5 R R R 2 5 45 A
Hardy-Weinberg -1 . 5% F x* K 56 Ho 4 4% 41 22 7]
HEPRIAY R S B R 32, I TS 3 b (OR) Je JL
95% FI{F XA (95% CI) , P <0.05 2= 5 A Seit

4t

=A

2 R
2.1 PCR 48R
i BIR PCR ROV 5 S 269 1, FCGR2A Jik
SNP 151801274 44 7= ) H- BE K B g 366 bp., LA
1000 bp Marker A% 7314 2 BAARIE, 9 1 7 W) Y
FIARAHAE 300 ~400 bp Z ], FFA 5B 20K . HHIK
PCR #3535 57 FIPE XS B8 (LA ddH, 0 £ 4l DNA)
PAKEIN PCR A5 RA AT FETE . HUIKERILIE 1,
2.2 FCGR2A £[F SNP rs1801274 EEE 47
Z: I8 NCBI f3 SNP rs1801274 , F1| F32 4 i 76
28 blast X JIT 3751 HEA T X5 HG 43# 2 B, i A5 B9 50
SIH I F] SNP rs1801274 , H:[H %y AA AG ., GG
3L, UNE 2 s, KD 2 AA BE[RHY 23 f4i], AG
FEHAL 9 ], GG HEIRY 3 ], Xof B2 AA LR 7Y
7B, AG FEPIBY 12 5], GG FEBY 6 4],
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B 1 FCGR2A EI[Z SNP rs1801274 318 7= 41 E§ ik &
1 ~3 454 ;ddH, O : AP X B8 ; M : 100 bp Marker,

2.3 KD A5 3 B 4A FCGR2A £ [F SNP
rs1801274 S EE 5 E FE BRI ER A L

KD 21 5%} B 20 5 5 3 56 3445 45 Hardy-Wein-
berg - ffif 5 f (P > 0. 05), H A B4R .
FCGR2A JL[H SNP rs1801274 3 [H 71 47 2 i1 45 37 3
DA AE KD 4L Axd B4 A0 22 S 38 oA Gt X
(P<0.05), 03 1, Ho A HER A FIELFE A AA
i KD &A= (SRS 38 Jin (53931 OR =3.39,95% CI
1.53 ~7.50;0R =4.93,95%CI; 1.61 ~15.1) ,

2 FCGR2A E[F SNP rs1801274 EF il
AATAEFA R A0 Je & FAEA R

2.4 KD £ )Lt CAL 5 NCAL 4 FCGR2A &
SNP rs1801274 B F B Fn & (0 B FE SR B b 4%

FCGR2A JL[H SNP 1s1801274 J [ 70 5 46 i 44
R ALE CAL 2415 NCAL 4H 0950 fii 22 5 2o 4i 1t
(P <0.05), Wk 2, HAERHA AG F&(
JEH G i KD 4 3F CAL % A 1 1 B v 38 hn (43 51
OR=5.43,95% CI. 1.06 ~27. 8; OR = 4. 88,95%
CI.1.44 ~16.5)

&1 KD AfXEZA FCGR2A E A SNP rs1801274
ERAMEMERMESf  (61(%)]
Y e
A5 HE
AA AG GG A G
XHRZL 25 7(28) 12(48) 6(24) 26(52) 24(48)
KD 35 23(66) 9(26) 3(9) 55(79) 15(21)
X1 8.53 9.39
P 0.01 0.003
X2 CAL 5 NCAL 4 KD 2 JL FCGR2A £ H
SNP rs1801274 E F B fn & (L B F S R 43
B (%))
FEPR Y SN
A5 g
AG GG A G
CAL#{ 13  5(38) 6(46)  2(15) 16(62)  10(38)
NCAL 4 22 18(82) 3(14)  1(5) 39(89) 5(11)
X1 6.82 7.13
P 0.03 0.01

TSR HT7R R 22 A0 R SR OB EE A, FR O BRI G, [ FLid Dy

3 hg

FeyR Jj2—25 5 IgG 1 Fe Jr BeRR 256 1 B ot
WM B TR sRE B A RN — . EflEE
A e SRS M G AR A, 2 BRI
£ 55 A S 58 IR , 8 Ak LA G 28 B 5 38 T 52
ik O E Y, A2 Fey A 4Rl FeyR 1
(CD64) | FeyR 11 (CD32) il FeyR 1T (CD16)3 2, i
B KB o AR F 2, FeyR T a j& FeyR
Il H AR, 20k T 2 Fh S 41 A 2% 18, 4% 3 48
AN | B W A A DA K R4 . FCGR2A S
PRUEALT NG IR 1923, H 2 35V T 5 I 254
A 131 57 55 (1 B F 58 11801274 ) 7 7E L iR
PRSI A/G, 40 ) g 5 4L &R (H) RS &R
(R) o XFPICER KN T FeyR Ta 5 1gG 145
G910 FeyR a2 NME—FH 845G 1862 5214, &
PREEHLIA N A 508 R e 55 W i) S 3R 1 32 4K
WA, FeyR Il a-HI31 (131 0 55 0 H 2 BR Gk Jk ) fiE
AR 162 454 , T FeyR 1T a-R131 (131 fi g4
KERATRIRIE) MIANRE S 1662 454, HIM7E 1gG2 14
PRAAFWEAE R b, JE R R Ok AA /A 1 7 0 240 e 1Y
YEREIE ALY GG A A 44, FCGR2A JL[H
(14 22 S AS 6] SR FeyR T a 45 09 5 9% S
W2 5 DRI e — R B B 1 A B g T R

- 198 -



55 15 551 3 1)
2013 43 A

W E % &L &

Chin J Contemp Pediatr

Vol. 15 No.3
Mar. 2013

T R A R e

KD HHETE 20 & ik E 58 L E 3R A5 PO W
e R I HA g KD JLBUAR 9 & AR e AR 5l
ok B PR A G IR 28 22— 77 L H g DR A s AL
Py AR BHERRIE T KD KA — DA%
PR NS g o8~ S L) P T T s s Al B S o P
1) T JER L R I Ao N\ 26 54002 95 R 1) e A
M T EZ —, FCGR2A J:[X SNP rs1801274 K¢
T A S R A R A AT i 98 (GWAS) i K i 5
KD ) J&PEAH S 1AL, I FLAZ AL sl S5 A B 1 A
BN REBOR B R R Z T (B ALE G 15 AR
AR — B ARES L 5 A g e R Y 7 3k
FCGR2A J:[H SNP rs1801274 5 KD 5 J8AH 5 1: 1
WFFERA AR o W78 45 5 1 22 5 0] k5 b
2% S Fs AL S BUPE AR G, AL AR KD 4
FCGR2A LK SNP rs1801274 fif 55 AA LR U Jii &
AL A PR TR IR O HAE AR A i
KD &AM fER I I (OR =3.39) , 3R W] A 4 5
5 KD & HEAH G, HHET FCGR2A K S5 KD
S B AL 1 A B9 A R RE Y AL
FoyR 1T a JH 5T DX 36 55 B0 52 32 1R 1 28 R T AL L )7
(ITAM) ,J& T 24451 FeyR, FeyRTTa 548 &
YIrb g LG 454 WIS M BT X ITAM 54 5 %45,
ol 240 BRI 5 3 R, 5 S N R I, Bee 4
WoiEAL, 5 R R B TNF-o F1E 204 R 50
PR, $0107 10078 PN B At e, 5 IR IS 4R o 485y S5 2
KA BAMAER T FeyR T a GBS 1962 454, Al Ak
G AR R G A7 A T 5 1) AR RE A e
O, T 5 KD KA AE G

Tsujimoto %[18] AR PER AN i TT fE 2 5 30 KD
L CAL KA M08 40, IVIG 5@ i 5% KD 2tk
IR R A B R TR BEAIR CAL By R 4%, S5 H
7k Taniuchi 45 fBF 5T — 5, ABF I8 % AL IVIG
IBITI KD L, 59 CAL LSRG IF CAL &
JLFE PR B 55 S5 67 JE PRI ) AT 26 S A G228
X HAEE A AG F&E (A G fiff KD Jf & CAL
KABfERPERG N 5. 43 F14.88 £, KL HEN HAT
REFIHLILE IVIG th &G 1Y 1G22 222 5 #Eay 4 (5
KA AR FoyR I a 256, 755 4 08 T 50
] P 24 L e 40 L PR 1 7 A 58 0 S, 2 T A
i CAL fy &4, It FCGR2A LA SNP 1s1801274
2 &M IVIG 3697 KD ByJ7 a8, FCGR2A J&
R 22 251 ] BE L 22 e AR TG IR YT 25 MRy T
PSR TR8 BN, #5 SE AL Gy XU M 5%
WREHE N TNF-o F55057) (98K A5 FLP0) 1097

PR o 18 KD /NS APIESE TNF-o S35 %
SEER S0 K 8 SR 50 KRG T I B b B2 451 A
14 TNF-o BB RIG YT KD $R4E T SCab ik 4
Il RAE 5 2 B0 5% F1) 5 BRBT IR YT IVIG 3597 Jo R L
() KD LA R . Pt FCGR2A B[ 25
2 SR A E BPTIRYT KD 7P U5 i — 2
WF5E.

2 TR, A BF 58 %, FCGR2A %: K SNP
rs1801274(3 5 55 v [ UK JL & KD 1y % A h 56, I
HRZ W IVIG 77 KD )7 2%, DY ok il i 46 0
FCGR2A L[ Z S EATRE &0 A 21 KD 5 i A BELL
Fe KD gL R IVIG 3897133 % CAL (1 A
BE,0FT KD SLAMARARIA YT LR R IVIG Y497 T
J5 TR B B . AT R IR L Y
LA KD G EIEAR P R it o — A B0 3
XTI B & A B R ) AT g 23 LE B k. RIE, i 1
ARAFFEFEARGIE L, I JENFER TR HbIX 22 5
AR S8 45 IR SR R, FCGR2A RN £ 255 15 KD
U] O 2R W 7 2 RFEAS 2 ol U R 9 R ik
— RS,
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