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[# ZE] H#H MWL) % (Kawasaki disease, KD )& I 76 ik 461 475 i JL I35 X 5% i ik 9 B2 40 9 (human umbilical vein endothe-
lial cells, HUVECs) 3458 I8 T- /52 m), LIdE—4 7 KD LI N R S5 i HLE . 773 :HUVECs 4 0 1E % 175 4
(Control 41) & #4 ML 41 (F 41) KD JE 5t ik 4t £ 21 (Non-CALs £ ) Fl KD 4 I 5 Bk 45 43 41 (CALs 21 ) . MTT Ll € 325 K 0l 40 ffd 4%
B, T AT A (flow cytometry, FCM) 2 #7145 21 HUVECs MIPH T 1B . Z58R :MTT L 645 5 5. /8 ,Non-CALs 41 fil CALs 21 22 Ifi 35
TS 4 40 MG AR T F 4181 Control 28, H CALs 4% T° Non-CALs 41, 22 5% 47 GE 112 7 L (P<0.01) , It4h 2 KD 8L i v /5
J5i ,JHUVECs B 08 T2 3540, 55 %5 B84 AR kb 22 53 A7 S8 312 5 L (P<0.01) , H. CALs ZH A 125 T Non-CALs 24, 4518 :KD &I/
Jik i 3 8L v H AT i HUVECs 358 f 75 % HUVECs T 7EH .
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Serum from children with coronary artery lesions of Kawasaki disease inhibits HUVECs
proliferation and induces the apoptosis

Liu Lisha,Tan Cheng, Li Zheqian,Chen Hongbing’

(Department of Clinical Laboratory ,Children’s Hospital of NJMU ,Nanjing 210008 ,China)

[Abstract] Objective: To observe the effects on proliferation and apoptosis in human umbilieal vein endothelial cells (HUVECs)
cultured with the serum of the children with coronary artery lesions of Kawasaki disease, in order to further understand the possible
mechanism of vascular endothelial injury from Kawasaki disease. Methods: HUVECs were cultured and divided into 4 groups, in-
cluding the normal serum group, the general fever group, the non-CALs group, and the CALs group. The proliferation was detected
by MTT test and the apoptosis was detected by flow cytometry (FCM). Results: The OD value of the HUVECs detected by MTT test
after being cultured with the serum of the children with Kawasaki disease including the Non-CALs group and the CALs group (0.492+
0.033 and 0.395+0.031, respectively) were lower than that of the general fever group and the normal serum group (0.592+0.033 and
0.612+0.036, respectively) (P<0.01). The apoptosis of HUVECs detected by FCM after being cultured with the serum of the children
with Kawasaki disease was higher than that of the other two groups (P<0.01), and the apoptosis of CALs group was higher than that
of the Non-CALs group. Conclusion: The serum from children with coronary artery lesions of Kawasaki disease could inhibit the pro-
liferation of HUVECs and induce the apoptosis,
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TG4 X (P>0.05), 43R4 DL E 454l L i
Jik il 3 mL, & B> il -TOCHRAF R T . SE 50 i
W5 1035 28 TR AR R, 0.22 o BCFL DB 25 5 VB IR T
122 iz

B Z= M~V HUVECs, ¥ 6 fL3E 3 b, 4
FLEFR 1.0x10° A4, 43 4 4. DIEH i 4
(Control 41):HUVECs 4l it T & 10%1E & L2 I i
) RPMI1640 5 455 R WK 7% 24 h, 38 B3, A
TG L35 55 97 @& AU IE 4L (F 4 .k H & 10% 2
PR & B LI Y B9 RPMI1640 58 4 55 52 W, Ax )
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Table 1 Proliferation of the HUVECs after cultured with

the serum in different groups (x+s)
28 51 FEA %L SRR
Control 4 20 0.612+0.036
F 41 19 0.596+0.032
Non-CALs 4 21 0.492+0.033*
CALs 4 15 0.395+0.031%4

5 Control 4 It ,*P<0.01;5 F 4 1 ,"P<0.01; 5 Non-CALs 4 I,
4P<0.01,
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Figure 1 Apoptosis rate of the HUVECs: in different groups
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