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Changes in 25-hydroxyvitamin D, level and its significance in children with Kawasaki
disease
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Pediatrics, Baoding Children's Hospital, Baoding, Hebei 071000, China (Email: ydzhang666(@163.com)

Abstract: Objective To investigate the changes in the serum level of 25-hydroxyvitamin D; [25-(OH)Ds] and its
significance in children with Kawasaki disease (KD). Methods The clinical data of 242 KD children were collected.
According to the presence or absence of coronary artery lesion (CAL), these children were classified into CAL group (63
children) and non-CAL (NCAL) group (179 children). According to the efficacy of intravenous immunoglobulin (IVIG),
these children were classified into IVIG-sensitive group (219 children) and no-IVIG-response group (23 children). A
total of 40 healthy children (control group) and 40 children with acute upper respiratory tract infection (AURI group)
were enrolled as controls. Enzyme-linked immunosorbent assay was applied to measure the serum level of 25-(OH)D,.
Results Before IVIG treatment, the AURI, NCAL, and CAL groups had significantly lower serum levels of 25-(OH)D,
than the control group (P<0.05); the CAL group had a significantly lower serum level of 25-(OH)D, than the AURI and
NCAL groups (P<0.05); the AURI, IVIG-sensitive, and no-IVIG-response groups had significantly lower serum levels
of 25-(OH)D; than the control group (P<0.05); the no-IVIG-response group had a significantly lower serum level of 25-
(OH)D; than the AURI and IVIG-sensitive groups (P<0.05). After IVIG treatment, the CAL group had a significantly
lower serum level of 25-(OH)D; than the NCAL and control groups (P<0.05); the no-IVIG-response group had a
significantly lower serum level of 25-(OH)D, than the IVIG-sensitive and control groups (P<0.05). Conclusions KD
children may experience a reduction in the serum level of 25-(OH)D;. With a greater reduction in the serum level of 25-
(OH)D;, the possibility of CAL and KD with no response to treatment increases.

[Chin J Contemp Pediatr, 2016, 18(3): 211-214]
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JI| I8} 9% ( Kawasaki disease, KD ) J&—Fp H &
G, B LIS KRR IR 9 &
SE N, HETZIA N KD 2 —F [ BRI R,
AT 8 Hh BUOEAR S Ik 7t LR etk ) ko 58
BJA SR P R B AR I R TAE b & 3138 43 KD &
JUBPE 7E BB 245 7 % Bk N AP ER & - (intravenous
immunoglobulin, IVIG ) 697, 530 1 bR 3 ik
1 ( coronary artery lesion, CAL ), EREHH A EE CAL
72 KD 2R E S AN BLRILR IVIG iR97
Torn, HJFEHEMARAR, Pk, AR D
(vitamin, VitD ) AT LGEEIJET R TIRE . IIH 5AE
RV IER, 5 H S RpetEpemesm e ™, gt a
PO A RGBSR L % AR P
H A4 ¢ KD 8L 25— 545 24F & D,[25-(0H)D,]
IR AR A SR E 4 1 HL i TG VitD 5 KD
BILIVIG JR Y7 OV & S A S B . A T KD
LI VitD /K K H 5 CAL FIVIG 3397 J6
SERASCEL, ARFIEAEIN T IR EBE 242 1] KD HILK)
25-(OH)D; /K-, BT,

1 #ERSFHE

1.1 RIS

PEFE 2012 4 1 A 2 2015 4E 8 A T & L
HWEEBEAERCIATT I 242 1) KD BILAAFFE RS, H
IS 138 4l Lo 104 4], AER 10N HZE 62 21 H
FH33+1.7 %, 242 BB ILABER AL TRy
7d LN, ABERTEIARSG T IVIG., B AR MR
KB R DCARIATT o 7 /B TG CAL 40 CALZH( 63 1] )
AR LIRS kA 34 ( non-CAL, NCAL ) = 179 4],
CALZH 5 39 {6, 4241, 1B 1 PMAE
5% 1040 H, FHER 32215 %5 NCAL4Hh
99 i, Z 80 B, 104 HES 240H,
FHy34+1.7%,

5 i BEIVIG 36 97 ZOR 43 28 IVIG 8k 2 A
IVIG eI B 4H . IVIG BUSA 219 ], BILHMTEA
BeJa 25 T UK IVIG, 36 h AR & 1E & I A& F
ST, Hd 121 61, £ 98 ], AFEE 10 H =
6% 241 H, FHAER 3317 %5 IVIG TR
H 234, B IVIGIBITIETCRN, Hd 55 17 4l
o, FHR1IB1IAAESY 6 A, FHFE
#H32+1.6%,

T[] ) (e ARG, )L 3 40 ) BB 2, Horp
B, 184, 1 FE6%531MH, F
W 3.3+ 1.4 % HHMEFERIHSEC Y 2 B
TEJRRY A UL 40 B8 IR, B3 23 #4417 ],
FER1 226581 H, FHIFER34£16%,
4 H LA . M AL 22 R eSS
(P>0.05) .

A 5T A IS0 G A I A S B R Al
HAEER D L ER, BIBRAME I H AL Hx
H TGS 5

AW FEARAT = BE B A AR PR 25 T S HEUME S K Td
P AE R &

1.2 iSHitRAE

KD 2 Wikt " EAFESd LI, IR 50

I R LI BDFFS 4 T, IR H A% -

(1) WMEREE A B, (2) 2R S,
(3) FHEBIELEI K, (4) O, P,

FEFERE RIS 7, FaEd s (5) 2bEWIsEen
CIBE, TR RIS BER BRI A
BHLESd UL, IRRRIUAE 4 T, DIEEH
I CAL 248, 2 ATE 2tk KD,

CAL FI W br i "y (1) 5 4R 30 ok Py 5 [l 7
am,  (2) wRBMKY bR < 3%, ik
N =25mm; 3% ~, =30mm; 9~14 %/,
= 3.5 mm.

TGRS KD I Wi ™. B IVIG 3T
J& 36 h & (KRR = 38C) , =& H IVIG
1GYT 2~7 d 5 KD I RIER P (A e 2=/ 1 3
HAIEIRFRIL ) , BRoME R IR
1.3 WRARE

KD BILABE G ( KHFJa 5~7d) , T L
IVIG BT EI PCARIGITRT . DL IVIG 3697 e Pk R
W0 BRAE 2 IS F KL 2 mL, fRE L2 M 2 bk b
WP 3 Rk e L2 B O SRS I K M 2 mL, 50
JEHCE T =70C UK R4
1.4 1% 25-(OH)D, 7K A6

KM g2 vk, R AN H ) a vl A it
ARz 5008 b ARG s B AR By
BB
1.5 Sit=EaHh

KA SPSS 17.0 St kit trgeit o, 1
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M7 22000 . P<0.05 N2 A geit 5 3L

2 #R

2.1 IVIG i&fFRI& A 25-(OH)D, 7k F L&
BT AT, A NCAL 4 & CAL 41 # )L
25-(OH)D; K FEMRF XL, ZRAZRITEEX
(P<0.05) ; CAL 21 JL 25-(OH)D, KK T F
A NCAL A, ZRA5 it L (P<0.05) ;

NCAL 4 JL 25-(OH)D, /K F-5 IR L, %
SIGEE N (P>0.05) o WFE,

R 1 BITRIRE 25-(OH)D, AKESHT  (xxs, pg/l)
2151 il 25-(OH)D,
X HEZH 40 40£10
IR 40 2245
NCAL #H 179 2+5
CAL 4] 63 15 + 4™
F 1l 211.68
P i <0.01

H: oasR 5 XYL R, P<0.05; bR 5 bR 4L A,
P<0.05; ¢ 7”55 NCAL 4 b4, P<0.05,

BITHT, IR . TVIG BURLH M IVIG TR
L 25-(OH)D, AR T X R, 2R A501
2R (P<0.05) ;3 IVIG Joi v 4 £ L 25-(0OH)D;
IKEEUET FIRGH 2 IVIG BURd, ZRH S
B (P<0.05) ; {HZ IVIG & 4 25-(OH)D, 7K
V5 R e T s 2R L (P=0.31) o W3k 2,

K2 BIFBIRA 25-(OH) Dy AKESH  (x=s, pg/l)
2051 il 25-(OH)D,
X HRAL 40 40 £ 10
ke 40 22 +5°
IVIG ke 219 21 +6'
IVIG e/ 4l 23 14 + 40
FH 186.1
Pl <0.01

a5 XA, P<0.05; b 5 R AL R,
P<0.05; ¢ 7~n5 NCAL 4%, P<0.05,

2.2 IVIG i&fria & 25-(OH)D, 7k F Lb %

IVIG & J7 J&, CAL 4H 25-(OH)D, /K *F {ik T
NCAL 20 S Xt BRA, 2750055 X (P<0.05) ;
M NCAL 4 5 X AL L, 25 LRt E X
(P>0.05) . W% 3.

%3 AITIERE 25-(OH)D, KESH (x5, pg/l)
2151 1%L 25-(OH)D;4
oyt 40 40+ 10
NCAL 21 179 39+6
CAL 41 63 23+ 5"
F1{H 159.58
P{H <0.01

e oam 5 XA L, P<0.05; b s 5 NCAL 4 L %,
P<0.05,

IVIGIGY7J&, IVIG TR 4 25-(OH)D; 7K -
I F IVIG SUSRY ¥R, ZRA I FE X
(P<0.05) ; IVIG &4 25-(0H)D, /KPR T B
M, ERAGITFESL (P<0.05) . WL 4,

R4 BIFIEEE25-(OH)D, KESH (x5, pug/l)
2151 % 25-(OH)D,
payiE| 40 40 + 10
IVIG fgUek 219 36 + 8°
IVIG TR 4l 23 20+ 4"
F {8 53.85
P8 <0.01

e oan 5% MB4 4, P<0.05; b 5 NCAL 40 b %,
P<0.05,

HER D REENEREEME, 25 7T A K
2R B B RE, HOKSE s 5 240240
MPERAH DG, H AT Z 80 IR FORHAS VitD k= 25
IO I B I & R P, VieD Bz 5 L
DR T 3 s 3 DD AR O 1 AR 9T R, 7R TVIG
RITHET, KD A LA 25-(0H)D, KT
e fE )L #E, & If CAL & 25-(OH)D, /K F B BAK T
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NCAL L ZE B IL. /1 25-(OH)D; /KT
T REIAE KD B4R Sk ek s, HXF T KD &L,
25-(OH)D; 7KV TR i, A'Jtt:ayb CAL HyrI e
R,

VitD $k= 525t mEA o " BREAN
KD F8JLAEARK I (] P A7 78 1 5 1 P S hE - A A
LR, TEIVIG JGYT A, CAL 4119 25-(OH)D, 7K
SEATAR T-%F B ZH A1 NCAL 4. IVIG JR¥7 R J5 KD
FBLFFZERIAR 25-(OH)D5 7K AT BE-5 B3 K sk [a] 74 it
BT RAEAT K, E 2 KD BILTE IVIG JRYT
JEAATREH L CAL, AL KB, IVIG ToJ )
() KD £ JL 25-(OH)D, /KF-7E IVIG 597 1 J5 £ 8
WAL T IVIG HUSAH iRl JLEE . #2718 25-(OH)D;,
KT REEE R, B IVIG JAY7 TC RN 1Y Al R
K,

H AN KD L H B CAL 5 48 9 52 v DA
K A8 N K S RERRAS A5G VitD ] LUE i % T
B AN, EWGEANE . AR S bR A0 R R e 0
TNF-a., IL-6 Fl TL-18 434 AVERT 10 1 VitD i
= ATRE S EUNAE N 2 I RERERT . Ik, KD Atk
WM LYE VitD KSR R nT LA 0 RAE I B T
B, RUERF RS, B  RAE Y
[ R FILTE VitD 7K F B B0 4 1 2 fg
BT, DR Bk Sl kA 1

Rk, TR LI 25-(0H)D; /KAy
AR TSR0 1 0 9 A2 755 O CAL Mk S BRiG
Tfiﬂ\“ﬁ#%llk B, mMTUAmgErERD &

e P38 ) 1Ry s UL I AS P9 B2 Zhie MO e 46

JfEfiﬂj W PRMREAR CAL %2k DL R R K BR3G T
TCRNEILEE, T B R I RIS UERA
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