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Table 1 meantS,D,
~7days 8—-14days 15-21days control
Total chol(™/ds) | 139.6+323 17921255 1923+281** | 15861259
Triglyceride ™/ df) 1155+404 206.7+135.9* 14881+51.3 97.6+641
HDL  chol(mg/de) 263+9.7*** 30.5+9.3** 36.61+89 452+141
LDL  chol(my/ds) | 956+339 11154249 126.0+201** 9394268
* P<0.05
*»* P<001
4+ p<0.001
Table 2 meantS.D.
-7days 8—14days 15-21days control
APO AT (my/do) 711+215%** | 846+281* 1095+251 | 1170+232
APO AJ (ng/de) 17.7+6.3** 2211+6.4* 279198 288t45
APO B (mg/ds) 921+348"* 101.7+14.4** 9751166 7033+142
APO CI  (my/de) 1.891+0.70 470+192* 407+112***| 2361092
APO CI  (ng/de) 387+152* 7424319 805+477 520+1.81
APO E (mg/de) 4051097 | 3.83%1.15 339i134 3511+1.05
* P<K005
** P<0.01
P <0.001
Table 3 éeanis.b.
—Tdays 8—l4days 15—21days control
APO B/A. I 14 6£081% 133+050% 0921020* | 0631020 |
APO B/LDL 1.02+037* 0.86+051 0.7 4£0.05 0.78+0.13
Athérogenic index 4611+199* 537+226** 453+161** ’ 281+115
* P<0.05 -
* P<001
***P<0.001
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. Abstract

Serum apolipoproteins in Kawasaki disease

Serum lipids and apolipoproteins (Apo A—I',A——]I,B,C—I[,C—]II,E) were

examined in 15 children,3}mon'ths to 5 years, averege of 2 years and 3

months.

Thei"e were 11 males and 4 females.

Total cholesterol and LDL cholesterol were increased at 3rd week (P<0.01)
Trislyceride level was mcreased at 2nd week (P<0.05). HDL cholesterol was
decreased from 1lst to 2nd week (P<0.01~ 0001) Atherogemc index was
increased from lst to 3rd week (P<0.05~001). Serum apo A—I ‘and apo A-—1
level were decreased from lst ‘to 2nd week (P<005~0001). Apo B level was
increased rrom lst to 3rd week (P<0.05~0001). Apo C—I was increased from
2nd to 3rd week (P<001~0001). Apo B/A—I

3rd week (P<001). Apo B/LDL cholesterol ratio was increased within 1st

ratio was increased from 1st to

week (P<005). These alteration of lipids and apolipoproteins in Kawasaki

disease be exist altered LDL composition in acute phase of Kawasaki disease.
These findings suggest that Kawasaki disease may be a risk factor of coroh'ary
arteriosclerosis, v
—-185-



BREATIRX b ocRGE2MXFER) VIMER
RXO—H$TTH. BREOBECEENSTAIRENHYES

d

B/LDL

HDL

,B,C- ,C , ,Atherogenic index, B/A-

LDL



