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SAA1rs12218 ,SAA2rs2468844 A F % A5 KD HRAMZ A6 X A, ik £ 90 # KD £IU4EA KD 4,
B ICRE A1 100 4] 4 B LS AF 4 s BB 28, A) A 4t g5 b ok sk Al SAA KB R AR TR A4 X R B (PCR)
8 )55 R kAT AR A S A M SAALrs12218 A= SAA2rs2468844 B AT A4, R KD 4 SAA KT
BRABAN R &H. 24875 SAARFWURTFTH, ZF A% 5FELCP<0.05); SAAIrs12218,
SAA2rs2468844 42,5 TT. TC.CCAR A 5 A F T.C F A B 45 A £ KD A5 x84 KD-CAL 445 KD-
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Abstract : Objective
in children with Kawasaki disease (KD), and to investigate the association between the polymorphisms of
SAA1rs12218 and SAA2rs2468844 gene and KD susceptibility. Methods A total of 90 KD children were se-
lected as KD group,and 100 healthy children were taken as control group,the level of SAA was measured by

To investigate the changes and clinical significance of serum amyloid A (SAA) level

scatter immunoturbidimetry. Two single nucleotide polymorphisms SAA1rs12218 and SAA2rs2468844 were
SAA level in KD group signifi-

cantly increased compared with that in control group,and SAA level significantly decreased after treatment,

deteted by polymerase chain reaction sequence-based typing (PCR). Results

and the differences were statistically significant (P <C0. 05). There was no statistical difference in the distribu-
tion of the locus SAA1rs12218 and SAA2rs2468844 genotype TT,TC and CC and allele T and C between KD
SAA

level may help to monitor KD course. No association was found between loci SAAl1rs12218 and

group and control group,and between KD-CAL group and KD-NCAL group (P >>0. 05). Conclusion

SAA2rs2468844 polymorphism of SAA gene and the risk of KD or its complication of coronary artery lesion.

Key words:serum amyloid A; Kawasaki disease; gene polymorphism

JIG 5 (KD) PR B R IRk L5 283 1k, e R, MBS WERARE A A SAA) & —Fh 2 VeI & B /0
B RO RS B DR R A B SR T RAEAR Y TR BRI R S R RO L Rt S

JEAE M R BK | Z2 T M K 92 AR fb i PR ok B 45 B Ok L T
SR KD R —MEZ RS ME R, 1 LS80S
ARBH kR 22 KD AR L& R 3 g8 0L, R 25
KDEAKES ZUT,. BHES LML E LR
1.5+ 1.0, KD B9 [H i A U5, BE 5 4> T 846 2
BRI F2REh TRENZEM%S KD Z E# X

x» EETB.WMmE ARR AR TIAE S HE (2019]J60091)

& EIE1E# . E-mail: 1356159350@qq. com.,

AR T i B 20 i R TR R 1 AR Ak A o A 40 i A
T O A L SAA . SAA K LIRS I K
0 5 R e A S J R T 1 00 AL 5 A o S IR 3 ik
PRI L LA i 0 P e K 23 ik R ISR T Y
O, AR B A O LR R T SAA KT
T TP 5K B0 L B R SAA AP T R

A3 A KIE R, 5 T 4. SAA K B Lk R 22 25 M S A 7 )1 e v B I R WF S (B0 ). R BoAG 8 12 2 2% 3K, 2020, 41(24)

2978-2981.



E R I E 228 2020 4 12 A % 41 %% 24 1 Int ] Lab Med,December 2020, Vol. 41,No. 24 + 2979 -

Je it 0 UL R T AR R OET SAA FE L I
PR R BB IE K B SAA Rl BEAE A K B Tk & 1Y
PR AR WSS B AE MR KD f SAA K F-AE
b, LA KXt SAA N Z 2815 KD &) &4k ) KD
R Bl Bk 81 05 2 18] (9 CBR SEATRIE T . T f# SAA 7E KD
R AR AL AR

1 &ME5RHE

1.1 — %R PEHL 2016 — 2019 4E7E kR W T PO
BE R Ak e 14 90 il KD & JLYE R KD 41, Hoh 5
58 B, 4 32 Bl H Ll 1.8 ¢ 1.0, 4R 6 A &
5% CEXAERE R 2. 75 % LA BOLTE R AT A &
i N BEERE A (IVIG) K B /] VC ARG 97 5 445 & KD
BWiARES . it — R SAA N L B M S KD
TR B kB 45 Z 1R 56 &R FF KD 4143 B I iR s
k45 13 53 1 KD & I 56 Ik 2 ik B £ (KD-CAL i) il
KD Jo5 R sh ki 45 (KD-NCAL @) . 54k 3 bk 45 45
(432 Wi b 1 . 22 et tR 3l ik sk A e R 30 ik 19 P9 s AR >
3mm(5 FLATFILE) . >4 mm(5 % &L FIJLE), 8
— B bR sl ik A 2 D = AR AR R sl Bk Y 1. 5 £ R
TR B AN B, 2R H 100 454t B L A b % IR
21 TG0 I A5 9 0 B BE A TG KD g o, o 5563
3T BL B 1.7 1L0AEI 6 HES &,
SERJAEWS A 3. 48 B, % BRZH K KD 20 1 5] L 45 L %
ER G FE L (X =0.043, P =0.836), A A Al
HotE .

1.2 Hik

1.2.1 SAAKE I RARIIT EFELEDHERE
RS Al AL SAA T8 it 7] & GRS B e He k)
FE SAA KF-(>10 mg/L K58 ) #2305 156 B 517
B KD BILABE G . 7E4 ] TVIG K B & DT AR 5
A 2SR R AL # K I 2 mL, % B84 )L 3 25 16 SR B
Bk 2 mL, /2 A5

1.2.2 DNA #HRAEREZEMERLN [ H Pro-
mega DNA $EHGAF &, 32 B DNA, #2 BEUE B 45
HEATHERAE . AR K - R4l B 5 B T — 20 °C UKAR PR AT
PEPE SAAL FEH Z B PENL S rs12218 Fl SAA2 F A
LA AL A rs2468844 K, iE i B A B BE X N
(PCROY HGIE A, 5 W 7 5k rs12218 L i 51
Y : AGTGGATGGTAGGAGTGAGTGA., F 519 .
TACTTTGTGGTATAGACTGCCTGT, rs2468844
S ATGCCATATCTCAGCTTCTCTGGAC
T3 ¥ : GGAGGAGTGAAAACACTGACCC ( |
WA TAY TRERBEARRSARAFR S . PCR KR
[ % Jg 25 pL: T3 Super PCR B AW 22 pL (Jt 5t
EREMBEAR AT, LS 1 p LA E R E Y
RAFD . FHEGIH 1 pL AL R Y RN FD,
DNA 1 pg. PCR WY W F ,rs12218. 98 °C fii
AEPE 2 min; 98 CAFME 10 5,61 ‘CIB & 10 5,72 °C ZEAi

5,35 NMEH, 72 CLERIEM 2 min, 4 C A7
rs2468844.98 C HiAEM: 2 min; 98 ‘CAE M 10 5,61 C
B 105,72 CHEM 5 5,35 PMEIR, 72 C LKL 2
min.4 ‘C A7, KB fE PCR ¥ 88X (3 H Applied
Biosystems v 7)) L #EA7. §7 3% 7= 4 2% 20 5 2 A
R A W B R A BR 2 w)D R 47 56 DR e . I 5
ZEBFE Chromas B4 (K F] W Technelysium 23 &)
HEAT B AT

1.3 Giitegabs (A SPSS18. 0 #F 47 £ 4b
PR G A TR R DL s Fom L 4L iE] e BCR
MSTARAS ¢ K 50, T BOFER LIS B Ay R RN L A
] FL R X A5 1A A B X R R kAT
Hardy-Weinberg 3t f& - i i K 90 45 e [R50 05 % 1
WAL E U P<<0. 05 B EFHGITH%E L,

2 % R

2.1 KD 4K %E 7€ KD 4, & # 90 #i
(100. 0%, Kz 9% 68 ] (75. 6 %), BR 45 B 7 1. 41 4]
(45.6 %) ,BEHET 69 1] (76. 7 %) , 0 &R AL Ak Jie 14 ik 2
iR 70 1 C77.8%6) , F R AE P 50 i (55. 6 %) , 4
il Bz 61 491 (67. 8 %), AT J& B Bz 50 i (55. 6 %) . &
Jik 4545 25 1911 (27.8%) ,

2.2 KD XA SAA KFI# KD HEJL SAA
JK-I6 97 BT A (434, 72 168, 50) mg/L. A YT 5 M
(20.23+7.1Dmg/L, 225 A G it 5% & L (¢ =9. 548,
P<<0.0D), VA J7 Bl KD 41 5 X M 41 SAA K F
[(3.834+2.60) mg/L]HLE. 25 HERITEE XL
(t=9.619,P<<0.01),

2.3 SAA N PCR =¥ K SAAL 3 rs12218
BB B P =W R Bt oM 525 bp, SAA2 3
rs2468844 r s (Y 3 77 W) 7 Be Sl 380 bp, U 7Y
it FH B0 W 8 e P UK A B L DL BT 1.2, R E RN T
P4 L 3.4, SAAL HEH rs12218 o7 Y AL
PR 760 0 45 A7 6 PR 6 A o B AR KD 41 B9 43 A &8
Hardy-Weinberg W) & B & Wl 22 7 0 48 it 2% & X
(X*=1.66.5.76,P>>0.05), SAA2 JE[H rs2468844
V7 255, 118 35 PR AR R A6 A7 3k PR AR 6 7E X IR KD 4 1
I3 A 42 Hardy-Weinberg W) & BEAG I 22 5 48 1127 &

Y (X*=0.15.0.66,P>0.05), R 52,
1 2 3 M

<«—— 1 000 br
<«——750 bp

525 bp—> <«——500 bp

<«——250 bp

H: M & DNA Marker; 1,2.3 & SAAL % {7 55 rs12218PCR
=Y.
A1 SAA1 EE AL A rs12218 PCR FFH B B ik
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<—— 1 000 bp

*2 SAA2rs2468844 ERB R EMERSH
5EKDBBHEMNXER ()

I [ Ay ST I
750 bp 415 n
<— 500 bp TT TC cC T C
380 bp —»
«— 250 bp KD £ 90 83 7 0 173 7
7E:M 5 DNA Marker; 1,2.3 J7 SAA2 3 K fif rs2468844 PCR Xt e 21 100 85 15 0 185 15
st/ x? 2.413 2.265
B 2 SAA2 B E AL A rs2468844 PCR =48 BS B ik P 0.120 0 132
. 260 260 KD-CAL #i 12 8 4 0 20 4
CTGGCTGATCAG CTGGCCGATCAGG
CTGGClG rcnee KD-NCAL % 78 67 11 0 145 11
H
x° 2.000 2.517
H
/\ \I A P 0. 096 0.113
AN TL%I’E&;B}J TT 3HM;C W CCHEM,
B3  SAAlrsl2218 i SEENFEE 3 3 i
CGCACCATGGCCTGTG GCACCATGGCCTGT N jqﬂi%iﬁ”’r%%@ﬁmtﬂﬁﬁﬁﬁ’mki

W\MMJL fV\N\"J iy

WA TCHRMAE ;B Ry TT HHM,
& 4 SAA2 rs2468844 i m B E iU F &

2.4 SAAlrs12218 o 5 5 KA K 25 7 JE R 4 A
SAA1rs12218 fii 5 () TT.TC.CC %lﬁ%\%ﬁ‘ﬁT C
SEA7FEAE KD 2H A% IR 2 22 [A) 22 3 C 43 2% =
(P>0.05), TT.TC.CC H:HE /345 T.C %{ﬁ%
H7E KD-CAL 405 KD-NCAL 4 [6] 2% 5 & 58 i 2%
BEX(P>0.05), Wk,

x1 SAAIsI22 IS BERB RENERSFS

KD 5 B HIE % (n)

e sk B VeS|
21 51 n
TT TC cC T C
KD 4 90 43 42 5 128 52
Xf B H 100 47 50 3 144 56
Xt 0. 849 0. 037
P 0. 654 0. 848
KD-CAL 41 20 9 8 3 26 14
KD-NCAL# 70 34 34 2 102 38
x* 4. 415 1. 145
P 0.110 0. 285

2.5 SAA2rs2468844 o7 f HE PR Y K 45 v KL R 43 A
SAA2rs2468844 fif S 1y TT.TC.CC %K #4317 5

C %7 JE R AE KD 21 F0 X} B8 21 27 6] 2% 55 JC 45 3 o
B (P>0.05), TT.TC.CC KM/ M5 T.C %
f R AE KD-CAL 415 KD-NCAL 4 2 [i] % % £ 48
it E X (P>0.05), W2,

F%ré Cr JE 976 Fc o L A IR 2 — 00 2 s ML A K
FANEH
SAA ZE—Fh 2 & A, Tfﬂuzlxﬁitt%ﬁm‘
IR b T S H R S U RAE AR B 2 —
WIBESE & B SAA ZKF 5 5609 L i H i % mm@f“
LR R i N o VT SR = P & 2
H) SAA Al gl ok F i/ C W& 11 (CRP) L 247 4 5 1
JE L A A 2 (TL)-6 7K T B8 R A1 v 2% 2 i 2 1 iR
B (HDL-C) K78 6 0 & 4R VE DY . 2 Rk
R, 6035 40 i 7 Lt e IR L 20k 30 s I 4 Can
CRP.SAA)TE KD W B & 7 &, #278 SAA Al GE S
57T KD &RAENH" . KD #BIL SAAIL-6. i
IRBEIH F-a CTNF-a) 7K (14 80728 5 H 8000048 R 1
IO LR B BB 5 AT O L AR 4 B R B L SAA K
FAE KD BJLAME W B F &, 5 TVIG J5 K Pl
R L KD B JL SAA AKSEFEE T TVIG | 5 ¥ 485t
MAEE, hal Ui . SAA fTRES S T KD B & 4
LR SAA AE KBTI 9 5E H T, SAA JKF-7E KD IR )7
ARG R RAES 5 T KD e, 5 B 0F 5
HSAA ZKOF 1 WA B WE I KD 5 Pl 7 850X
— 2B SAA AT REAE A2 K KD Y52
iR
KD & —Fh ] G815 5 1% 5 S8 56 1) 4 B M A8 5%

ZAMLCHRTE AR A ZE T EIRA KD
5 S M LEE KD S RAR RN . SAA Al 7E 2R/
I 200 EL L DY B 0 i P s S 2 AR RIAE I A T B A B 1Y
Pk, AT R 40 ) RE A5 7E Sh JkooR A B Ak
SAA ALk JE B AR DT L RAE B SAA i T A
3 I 4 R AR S B0 B O AR AR i AR =R Y
A s SAA AL FER Z 25 M50 I B A G . SAA 3

R 5 (SAATrs12218) 28 748 5 56 0 o Je H Tl )5 45 =)
A USAALrs12218 CC KL A 70 2 g 4 3F 114 ik <7



PRI EF 452020 4 12 A% 41 %% 24 ¥ Int J Lab Med,December 2020, Vol. 41,No, 24

+ 2981 -

fE e & s SAA JE ] £ A P (SAAT1rs12218 K&
SAA2rs2468844) K& K 58 A5 £ 0> UL BE . 331 5y ik P i
2R (IMT) 1 J58 25 2 95 Hh AT i e 31 a8t 1% 2% b i
Wy fE Y LT SAATrs12218 CC K& PR il DU 5 09
O XLBG: 8 't AR B 5Tk B SAATrs12218 i 4.
SAAZ2rs2468844 i gi , FRITH ZE M5 KD J& KD i
ONEIlETE TP SE

AT S5 H R VKD L SAATrs12218 v 5 3 [
RG> A 5 A0 e R o3 A 5 e L3 b A, 25 S G2
X (P>0.05), SAA2rs2468844 {37 5 i PR 4 43 A J 2%
3 H oA S5 fd B LB AR b, 22 5% RS 8 L (P>
0.05), KD JC 7t Ak 3 Bk it £5 2 JL SAAl1rs12218,
SAA2rs2468844 37 1 R Y 43 A5 J 5 437 36 R A R 5
KD & If ek s bk i 5 s L b8 2 R B it %2 X
(P>>0.05), I, A5 K & B SAALrs12218,
SAA2rs2468844 i g5 KD Je 56 4R gl ik 2 43 1) % 2=

FAAERIRIE .
4 & B

A5 i W SAA KFETE KD i 2 A9 22 1k
WAL & B SAA JKF- AT BB A B T W0 KD %5 #2 , 7] fE
HBT KD B2 W, toh, & K SAA HH
Z M (SAALrs12218 v 5 F1 SAA2rs2468844 i i)
5 KD 4% 5y OGP 5, o 7T BB 5 A B 98 HE A i
A RAT ., I AR T BE 2 A s B R A AR B
8. Uik — 2 n SAA L Z AR KD Z E i

&% ik
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