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HE : B 54T mR L Ee4E (KDSS) BNl (KD) Wk, FhERMGRFHE, 75
3t KDSS #9ihi%, Al RS ERBRE, 7Tk OBMELNEFEHRFWBERK S 154 KDSS #)L5
30 ¥ KD BILEGIE R AH, RREhETLERAAHE N, ER KDSS AaMER LR E KT KD 4 (P <0.05),
KDSS A )Lé s, Fhsmpbit, CREEE (CRP) AM45ER (PCT) AFFHFKD A (P <0.05).
KDSS ZAMUA5% & (Tnl) &ikK-FREFERE (ALT), 5-F 428 (AST ). B4k (BNP), $LERK-TF 3T
KD %8, 128%& g K-FA&T KD 28 (P <0.05 ). KDSS £S5, GAFLAERKD A% (P <0.05), SHEF

& F2AA ST-T K T £ FA %3t FE 3L (P <0.05), KDSS 28 i ftfe 4% (60.53£9.73) % FTHAZE KT KD 241
(643+4.90) % (P <0.05), WLHLTHE] EMFf bR EG LR, L VLT 2 Rk EEFFZEGEAM, KDSS 4
A 24, KDAOK, BEkiR, £2FA%TFEL (P>0.05), KDSS A5 3 H 14 Fl4E R o diZi b4y, 5614
A a%EG,15 vk R gE,3 A2 M eh 48 R sl 5 xR 2a k4534 (P <0.05 ), 4518 KDSS & ILAA 4 KD #RAE,
H G @M .CRP.PCT K-F& T KD £ ,KDSS BA e ZA4HMEF (Tnl & ,ST-T A EAf b 52 F % ).
27 & KDSS B# ERBREGRAMESERARE. LFELLEY,
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A comparative analysis of the clinical characteristics of kawasaki
shock syndrome and kawasaki disease

Mei-na Du, Rui-rong Meng
(Department of paediatric, Affiliated Hospital of Inner Mongolia Medical University,
Inner Mongolia, Huhhot 010050, China)

Abstract: Objective To compare KDSS (Kawasaki disease shock syndrome) with KD (Kawasaki disease) in
clinical manifestation, characteristic of laboratory examination and therapy that make convenient for recognition of
KDSS. Method A total of 45 cases of KD related diseases hospitalization in our hospital including 15 KDSS and
30 KD were retrospectively analyzed through characteristic of clinical manifestation, laboratory examination and
therapy. Results The time of hospital stay was longer in KDSS than KD (P < 0.05). The white blood cell number,
percentage of neutrophils, CRP and PCT were higher in KDSS than KD with significant difference (P < 0.05). Tnl
were higher in KDSS though no difference were found in CK-MB between two groups. The level of ALT, AST, BNP,
lactate were higher in KDSS than in KD significantly (P < 0.05) except albumin, sodium, leucocyturia and ESR. Low
heart sound and gallop rhythm occurred frequently in KDSS (P < 0.05). No significant difference was found about
ECG except ST-T changes (P < 0.05). The decrease in ejection fraction were (60.53 + 9.73) % in KDSS more than
KD (64.3 + 4.90) % with significant difference (P < 0.05). Both of the two groups were given aspirin and immune
globulin. 2 cases in KDSS group received twice immunoglobulin but KD none (P > 0.05). 14 cases of KDSS were
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interrupted by vasoactive drugs, 5 by albumin and 15 by glucocortiocoid more than KD with significant difference

(P <0.05). Conclusion Patients in KDSS presented similar clinical manifestations with KD, and higher level of

white blood cells, CRP, PCT higher than KD group. KDSS presented injury of cardiovascular system (increase of

Tnl, changes of ST-T and decrease of ejection fraction). More vasoactive agent and glucocortiocoid were used in

KDSS.
Keywords:
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JIIE ( Kawasaki disease, KD ) N R Ez B 25 IEE
ELEEZEAAE, LG R R W AT, M HA
244 TOMISAKU KAWASAKI F 1967 4F 1 e ik il s
IR IR LR IR . R IR i o £k
B, BUBGSIRYTICAL. KD HA AR, (HHIF AR
A ZR GEAs 3 e R 3l ko aT 20/ JLaC Bk st 1M
O WUEEFE, 2 LR K0 IR s fe 2 B0 R 2
BRI TE 2854 ( Kawasaki disease shock syndrome,
KDSS ) J21E KD it [ Az i e sl 71 2 AR RS
H IUICTE TR A I RAEAR ™, 120 H% 5 5 e R 1 PR e 25
RYMEBRIRIE . AWFFOEIXS AT, B4 KDSS
KD MRS MR RS S

1 #AREFE

HRITER

PEHL 2016 4F 5 A—2018 4F 5 A N5 BERL K2
B EE PR ISIA 1 KD K KD BEfel )L 296 i, M rpfi
1 H 2 W KDSS L 15 4y KDSS 4, Bk
R3E 3 30 1) KD [ JLAEH KD 41, KD B2 Wibni
2% H KD 2 WikrifE "', KDSS Hi2Wi S % 2009 4
KANEGAYE %5 " #2111 KDSS 2514 : i2W7)11 08595
(IR -, ISR FERFEAR T2 AR L EE 1 0 i A1
1A 20% BL LA L, s0AIFASUREE RIRIRIRAE,
P b B SR S I AT P 2 ) A B AR I A IE
FEL Y 05 £ )L BRI 2 BIAEAE O MERERIEE S, 1 )
REFEA KBRS JE At
1.2 MEERR

ORISR, 45« SME M40 (WBC ),
YRR . C KW (CRP). FEE5EJE (PCT),
M PLER (ESR ), I/ (PLT), &N &
(ALT). BEEEM (AST), AEE. M. M.
FLIR LR ARG LR TR CK-MB ) U5 H( Tnl ),
WAk (BNP) %% Q0 AE RGUHEHE < O . A
OHLEIZER | OS5 5 OIRYT W HERE A

1.1

mucocutaneous lymph node syndrome; Kawasaki disease shock syndrome; shock; clinical

FATE L AFR Sl B R 1 L R L A2y . IR
1.3 HZEHE

BRI TR SPSS 24.0 G4k k. RHEAS
AT PR AR + BRifE2E (Xxs) TR, 4l
BER AP AR STREAS ¢ K58 5 XFAE IR 4340 9 2
PRI AR M (P, Pyy) 137K, SRH] Mann—
Whitney U K55 5 THECRBIG] (%) Fon, HERH
x K5 Ey, Fisher #fUIMEAIL . P <0.05 K2R A Gt

+
&R

FAEL T HILE

PRALEE LN | AR08 | S A B Fi & S0 ] Fu gk
Z RTG53 (P>0.05), PILHBYEREI ] Hods
ZFH G X (P <0.05), 75 KDSS # LI KA
T, B ARAEAR R L 25 i K (86.7% ), J ikt
F (80.0% ) M&EEEFEIN (73.3% ). W 1.
2.2 WAMKEFIEIRILE

AW 5T I gl A 18 T I Y 24 48 bR KDSS 4H &L
WBC. N & T KD 41, KDSS 241 CRP. ALT. AST. PCT.
BNP., Tnl, FLER/KFEmF KD 41, ZRA5012¢5 X
(P <0.05). KDSS ZH & H K KA T KD £H( P <0.05 ).
W22,
2.3 FAHOEIE., CEEREBEOHELSER

O EARTE « KDSS ZHAE Lo i IR0 . A7 AEF7 Eh L]
BZF KDY (P<0.05), LoHLE : KDSS 4 ST-T
AGIEZ T KD 40 (P <0.05), #7080 . KDSS 4
YIRS I BT R EE R T KD 4H( P <0.05 ), WL3E 3.
2.4 WABRTHERILR

P25 T Bl wI DL AR G sk A I N . s
T2 WRBERREAN A, A, 2R LG
(P >0.05 ). KDSS 2073 51 14 54 F i35 1254
SEIER AN, 15 FIERRME, X 3 F2 i
LT KD 4 (P <0.05), Wk 4.

2

2.1
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F1 FMAERKXEBLILER

KDSS 41 15 8/7 55.40 = 31.20 6.06 £2.28 13.46 £ 4.82
KD 241 30 18/12 49.80 +33.50 5.90 +1.50 9.13+2.72
X/t 18 0.182 0.814 0.183 3.064
PE 0.670 0.433 0.860 0.008

®2 WMAMKFIERELLR

KDSS 41 15 19.67 +7.82 83.33+£7.93 114.67 £ 12.70 285.70 £ 131.96 59.00 + 18.27 101.33 £ 62.55
KD 41 30 13.06 + 4.69 67.86 £ 14.73 113.53 £ 10.34 252.60 + 109.29 56.70 +38.51 58.60 + 34.03
t/x' {8 3.538 3.131 0.476 0.663 0.201 2.252
P{E 0.003 0.007 0.637 0.520 0.843 0.041

KDSS 32.80+5.53 108.8 +78.74 81.40 + 53.56 15.93 +10.03 625.00 + 423.34 1.50 +0.54
KD 4 38.86 + 6.61 54.60 + 40.04 38.10 + 15.17 0.63+0.16 203.3 +193.14 0.01 +0.01
tlx M8 2.739 2.455 2.592 5.900 3.251 10.664
P1E 0.016 0.028 0.021 0.000 0.006 0.000

KDSS 41 49.93 +28.87 122.50 + 18.52 2.68 +0.73 2.92+0.87 4 3
KD 4 36.60 + 28.09 127.90 + 19.11 424+1.03 1.23 £0.63 3 0
/x4 1.109 0.990 4.834 8.994 0.191 3.332
P{H 0.285 0.340 0.000 0.000 0.666 0.068

®3 WHEOBMEE. CRERBEOIHEEIRLE

KDSS 4 15 5(333) 7 (46.7) 3(20.0) 2 (13.3) 1(6.7) 5(333)
KD 21 30 0(0.0) 0(0.0) 1(34) 0(0.0) 0(0.0) 0(0.0)
x 7t H - - 0.146 - - -
PAE 0.002 0.000 0.283 0.106 0.333 0.002

KDSS 44 2(13.33) 5(33.30) 3 3 60.53+9.73
KD 4 0 (0.00) 2 (6.70) 1 1 64.3 +4.90
X/l - 1.677 1.153 1.152 2.672
PAE 0.106 0.195 0.283 0.283 0.025
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x4 FWHEEBTHERILE
415 n FIRIDCAR / 5] Ge@BREE /B i 2 IRGERkE ) / B BT LY B %) FEA B (%) MR 6l (%)
KDSS #H 15 15 15 2 14 (93.3) 5(333) 15 (100.0)
KD #H 30 30 30 0 0(0.0) 0(0.0) 2(6.7)
Va1 - - - - - -
P - - 0.106 0.000 0.002 0.000
3 it H CHEN' i3 9 (3333) d s, {01557 4™

KD (AR JBT A 4 B IS SRR 72 o #1543 KD 23 1 35
ARSI SR BEDIR BNk . KDSS FEER e LB, AT LA
SRR AT LRI A ST A s e s
KDSS F)&IRHLE A TETERE, ARBRIMIEANINE S
T CRETNREREAS . A F RO E . KD 19 &0
DI )R 2, KDSS AW E SR 2.60% ~ 6.95%",
BIBHIX 1.78% ~ 1.909%", Kb XA HRIE & kF N
15%. I RIRHEH 5.1%, ATREM THREA /N,

KD HILTERRFER 2 ~ 38, 50% ~ 70% ()L
WL PLT F i3gm, (H7E KD mSbES, d i)
Wz /A G ( Thrombopoietin, TPO ), [ ZHfE
2 1B . T GATA-1 2515 R BAS R 15
HIFEFEREERR, Horh TPO WP 3k A2 40 s 5 i e
FEAR KRR b 7240} PLT A% ™, KDSS — f%
HILAE KD Rpgeb R iy b, A SR A R KL
PRI SR SN RS E— 54| PLT DiRg, (EAERAA
BB, 5Bt KDSS Al KD H JLHEFT 5 ™ 11 DT fic
X HR 34T A BB & B PLT 1922 5 . A#F5¢ KDSS 5 KD
L PLT U R 2 M2 R, X — 5 MA™ 194
EE—F

KDSS £ &A= FE g 2 230, G R i
Kz, BE . SR AETes TR, HEZAE RS2
FAERI, K Z S RiRE ", IRy
JIMERE . 2 0 % 30 "KDSS 8L I 1 40 A & -6,
I Z -10. MEIRSERF — o FITHEER - v 7
SETtE . AW R TN A 1S B X e v
EEOS W IFEPEIR S, 25 18 KD 12 Y 40%.
KDSS % T XHEIRYT G R seRB IR I 5, 5 1 03 g
AR BB, (BAR I KD fEBERf I K . KDSS 1y
T T JC R SRR S K 5 1 A e,
B O 48 R I 2 FUBOR B = 1 DG e o

AMFFEH KDSS (Il R R ILLR L5 . B2 ik
P BT R 0. SESH IR (6.26 +
2.68) K, TKSE L IAERBEIE (5.90+1.50) K,

B TE KD SRR 2 ~ 9 KN H BAR i AR AT &
KDSS LR NFEAESREL SORE SN, F30A 4t A
L PRI IS, CRP, PCT Fha ™, ARHFSE
KDSS B LIRIRER I LR e ™ 3 10 B ml 1
ZRGWF, AR, UL, WIRARSN
AL IS I R BRAE I BRS T REPE . AIFSE rh % 57
KDSS 4145 3 filBHM:, ABRIME ARG T g, (HiX
FFAJE KD & B2 KDSS fy sk Fe . PARK™ B4 216
1 BIRGEPEBANMAE B LS IE (systemic capillary leak
syndrome, SCLS ) FEAIRTE, MA@ 7 MRS & T 20m
WB RGN R . B KD 33
R AR SE A BILR AN TG RE, (ELIMAE 48 . ONENc 4
IRe Rt A ARE A B 15 5 S BRI B N 5 2
B REARSC M, AR, ARSI, SCLS ML 4
MIA 2 2 BT BN B A S O A G,
BRAR P I A R 2 B9 SR R A e
WFEPE" XRG4 TR PR s R R IR
J7o ABFFEH KDSS 45 7 KA\ sk E N, MRS
TEWAT AR T | H RN 20 T sl s B st A P i
542 11 S 111 M N2 1 R i SO 111 E 0 N A 5 R
SRR, Pl A B R S, kSR R 2% S
RPkEE . T4, BTV R MBS BT
FRB LI sl 122 kaE , w2 JEds i 3 e N
(AR 5 TR YA 48 4 o (R A BT . et
FERRPA SRR, WEUENREA . CENZ RS
prfig ", H R Rk RGNS T RE R, R T2 1 PRI,
JRIER I 449", T KDSS 1 JCAET- iAo
ABFSE h KDSS FR I — 8 72 B2 1O D g4 3
KDSS 45354 33.3% F1 46.7% 1 )L H 03 AL
AR, P ST-T s A 22 5. KDSS 4 /6.0
AN KD HRRIRE 2 . BRAEIFE WA B, KD
SEII S IO U 5 0 AR I RERE AR Y. Tl
ThE i 2 B0 WEBF & A S O LR FE kAR
{H J& CHECCHIA A} KD 8 % H P Tl 2028 I 00 5
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FESEW, &5 - DR SELE & AE 5 )1 | I s PR ALE X FR A7

M AHESE R KDSS &L Tnl 8 KD 45, 780 E
SEFYTTIT, ANIFSE K IR AL 34 A7 2 A ek s kR S
35Kk, AR ATAEAEZ . =R, Ao
FYk, MR T RES SO O LR FFL Sk LT
RERRISARSC, ek SNk S8 7E FIE ¥ ae k2, (A4
SRATAE 7 30 B0 Dk oS R A A R 22 FLARE B 4 JRURG: ™
KDSS 1 KD 2H.0» Il 55 72 295 70 5 722 2t 1] 90 2 75 A 22
5, MRS

MFTET KDSS SRR T o 2 & R i IR
GORE, b T RN e R KDSS 5 REEPEIR
T, kT B AL KDSS & A R B RIHLEIIAA.

KDSS H §i i ARG R EE AR FT 01, LG
FORMABR . ASBFFE SRt — LRI R X S s okt (HRE
AR,

& £ X #k:
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