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Relationship between serum Caveolin-1 and coronary artery aneurysms
in children with Kawasaki disease
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Abstract: Objective To explore the relationship between serum caveolin-1 (Cav-1) level and coronary ar-
tery aneurysms (CAAs) in children with Kawasaki disease (KD). Methods A total of 95 KD patients treated
in the Department of Pediatrics of Huangshi Maternal and Child Health Hospital from July 2017 to April 2020
were selected as the KD group.,and 100 healthy children undergoing physical examination at the same time
were selected as the health control group. According to whether CAAs were combined, 45 children with KD
and CAAs were divided into KD CAAs subgroup and 50 children with KD without CAAs (KD-NCAAs sub-
group). Serum samples were collected at the time of enrollment and after standard treatment of KD children.
The level of serum Cav-1 was detected by enzyme-linked immunosorbent assay. Results The baseline level of
serum Cav-1 in KD group was significantly lower than that in control group,and the difference was statistical-
ly significant (P<C0. 05). The baseline level of serum Cav-1 in KD-CAAs sugroup was also significantly lower
than that in KD-NCAAs subgroup,and the differences were statistically significant (P <C0. 05). The level of
serum Cav-1 in KD-CAAs subgroup and KD-NCAAs subgroup was higher than that before standard treat-
ment,and the differences were statistically significant (P<Z0. 05). Serum Cav-12>21. 35 ng/mL was an inde-
pendent protective factor for CAAs in children (P <C0. 05). The area under the receiver operating characteristic
curve of the baseline serum Cav-1 for predicting KD-CAAs was 0. 930. Conclusion The decrease of serum
Cav-1 level is related to the complication with CAAs in KD children and may be a potential therapeutic target
for KD-CAAs.
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M2 Wi tE e . HEBR bR . BT A 4L L B HERR A B
P JOK T S A S e BR AR A (TVIG) 0B iz i 23R 97
B I JAE B BE AR N I AR G e B L At O R
Wi, KD BILIEVRITRT 1 d dEAT A a3k isa
IER AR MEIL R 22=2.5 B2 iR E 99 A KD-CAAs
H.2<<2.5 WMZIREHNA KD-NCAAs 4., A5
SR BT 51 S UE, IF 3045 AL A sk e W9
UNESESRAG DS
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0.05); Ik A KD & JL 3% 1k & 4 % il 35 B i [a)
(APTT) | i Jifg i 1] CTT) 4 f B o I 20 A T 4k K
ERAGIFE L (P<0.05), KD-CAAs 4 5B LI
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I ACAE it fat X IR AL e =100) KD-NCAAs 4 (n=50) KD-CAAs 4 (n=45) F/t/X*/Z/H P
() 2.79+1. 36 2.59+1.99 2.7742.01 0. 244 0. 784
Bk 65(65.0) 31(62.0) 26(57.78) 0. 700 0. 705
A (ke) 23.52(16. 91~32.75) 21.57(17. 20~33.10) 20. 50(15. 79~29. 88) 1.002 0.293
W2 B TVIG i (D — 6.24+1.51 6.62+2.31 0. 958 0. 341
IR — 38.9(38. 5~39.4) 39.0(38. 8~39.4) —0.795 0. 640
ABERTA PFFLERHE (D — 1(1~12) 1(1~8) —1.732 0. 368
A E EE (mmol /1) 3.2440,72 3.2141.03 3.1740.97 0. 054 0. 947
= Hh (mmol /1) 1. 1640, 42 1.1140.27 1.1040. 28 0.582 0. 560
23 1 M (g/ L) 5.9241.09 5.8841.02 5.9841.06 0.105 0. 900
WBC10 /L) 11. 9473, 80 14. 9345, 65" 15. 815, 97° 12. 291 <0.001
RBC(10° /L) 4.2440.78 4,25+1.01 4,150, 81 0.210 0.810
ML EH g/ 112. 35412, 64 107. 30+10. 23 104. 3018, 27" 6.071 0. 003
PLT0"/pl) 259. 0(162. 0~415, 0) 380. 25(215. 50~487. 50)° 390. 20(242. 20~450, 25)° 6.821 0. 001
NEU% 0. 5640. 09 0. 7020, 15" 0. 710, 11° 40. 298 <20. 001
LYMY% 0.35+0. 06 0. 2640. 14* 0. 250. 10" 24. 021 <£0.001
CRP(mg/dL) 34. 0(17. 05~44. 10) 65. 18(23. 67~135. 60)* 77.30(29. 51~145, 60)* 13.911 <£0.001
ESR(mm/h) 28.95(23. 12~33.79) 72. 3045, 40~110. 25)* 78.70(46. 00~113. 75)* 24.779 <<0.001
PCT(mg/dL) 0. 85(0. 23~2. 95) 2. 040, 97~6. 24)* 2.18(1.13~7. 85)" 9.170 0. 005
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xRl EERMBEAILEMNKD BIL—RIERERERL: s 3 n (%) M(Pys~Ps;)]

I AR 5 RS IR (e =100) KD-NCAAs £ (n=50) KD-CAAs 4 (n=45) F/t/X*/Z/H P

RITEZARARFHEREU/L) 31. 94(20. 35~67. 21) 32, 35(21. 48~60. 85) 39. 91(23. 55~72. 79) 0. 849 0. 652
TR R LR BE(U/ L) 50. 75(28. 90~91. 50) 51. 85(25. 60~107. 55) 65. 97(31. 34~92. 35) 0. 926 0.571
JUURR S [R) T/ MB(U/ L) 0.910. 23~1. 80) 0. 94€0. 41~1.79) 1..09(0. 65~1. 69) 1.003 0. 342
Y5 At A [ ) 11.98+0.77 12. 040, 93 11. 900, 91 0. 325 0.723
APTT(s) 25.95+1.78 27,6142, 14" 29,122, 09° 42,231 <0. 001
FE AR (/L) 5.8941.05 5.9141.12 6.0441,52 0. 255 0. 775
TT(s) 15.01+1. 25 15,5521, 46" 16,7242, 51% 16. 238 <20.001
D —F Mk (mg/L) 1.184-0. 44 1.2140.59 1.3240. 62 1.111 0.331
Cav-1(ng/mlL) 83.25(41. 71~175. 81) 44, 37(25. 64~68. 44) 12.51(8. 64~31.94) —11. 261 <20. 001

T 5 RE T BB A 1L, P<C0. 055 5 KD-NCAAs 414 1L, P<C0. 05; — %R T EUE .
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ik T KD-NCAAs 41, 2 %A 48 it 5 2 L (P<C0. 05),
W2,
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EIEF L (P <C0.05) . X F KD-CAAs 41, & L I i
Cav-1 K ¥ 5 ESR.D-Z R &K K F 2 f 4 X (P <

0.05), 74k, 7 KD-NCAAs 40, Il i Cav-1 /K F
5 NEU% .CRP. . AF4EEAFENMHL, 5 LYMX% 2
EASE(P<C0.05), W% 3,

2.4 ZHZE Logistic B IH4# ML Cav-1 KFE L5
KD 8L CAAs ZA X MAHCHE  #Hs KD £JL i
W Cav-1 K F, 0N 4 4. <<11. 84 ng/mL 4.
11.84~21. 34 ng/mL 4. >21. 34 ~44. 45 ng/mL
20 .>44.45 ng/mL H, LK ML K E Logistic
5] U9 70 BT o A% TE A0 1 3] RS B S A S TR A A
ZJG, I Cav-1>21. 35 ng/mL & KD B JL & 4
CAAs Mz R4 R (P<<0. 05), L3 4,

x2 KD-CAAs % KD-NCAAs A& Cav-1 KFEBFRIEEWIM(Py~P;) ,ng/mlL]
20 51 I () SEAH RIT R e 4 BEAR Wilcoxon #6 B: P
KD-NCAAs 4 50 44, 37(25.64~68. 44) 66.70(44.35~117.84) 8. 831 <20. 001
KD-CAAs 41 45 12.51(8.64~31.94) 24.46(13.15~38.79) 6.908 <20.001
M7 REAR Mann-Whitney U #86 —7.028 —16.019 — —
P <<0. 001 <20. 001 — -

T — RR T .

x3 KDZEJLME Cav-1 KESEMIRETSHWHXME

43 KD B JL(n=095) KD-CAAs B L (n=45) KD-NCAAs # JL(n=50)

EEL D
r P r P r P

12 EIE S IVIG A ) —0.030 0.771 —0.068 0.658 0.019 0. 896
WBC 0. 032 0.763 —0.027 0. 862 0.138 0. 344
RBC 0. 030 0.775 —0.062 0. 691 0.076 0. 604
I £T 2 1 0. 145 0.163 —0.005 0.975 0.141 0. 335
PLT —0. 064 0. 540 0. 029 0. 851 —0.181 0.214
NEU% —0.227 0.028 —0.035 0. 818 —0. 385 0. 006
LYMY% 0.213 0. 040 0. 036 0. 815 0.347 0.015
ESR —0.132 0. 204 —0.299 0. 049 —0.001 0.994
PCT 0.074 0. 484 —0.032 0. 835 0.227 0.120
PNRES N8 2ig:a 0. 048 0. 644 0. 144 0. 346 —0.026 0. 857
T R R A e B Tl 0.036 0.729 0. 057 0.712 0.113 0.433
LR W s 5] T MB —0.017 0.874 —0.055 0.728 0.008 0.958
CRP —0.323 0. 002 —0.114 0. 456 —0. 387 0.011
HE 1L T )5 1) 0.123 0.258 0.163 0. 329 0.167 0. 256
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gR3 KD ZJLMiE Cav-1 KEEEMEWETEMHEXE

4 KD BJL(n=95) KD-CAAs B IL(n=45) KD-NCAAs & JL(n=50)

EiE 7N
r P r P r P
APTT 0. 150 0.168 0.073 0. 664 0.188 0. 200
2F YL —0.262 0.015 —0.147 0.379 —0.388 0.006
TT 0. 020 0. 853 0.143 0. 391 —0. 060 0. 688
D-H K 0. 149 0.172 —0. 400 0.013 0.038 0.798
x4 LB & Logistic HlIASHMF Cav-1 kF5 KD £JL CAAs EERKEMHEXELM (P,, ~Py)]

L% Cav-1 7K F LRI R AR ZRFEHE 1 ZHERBRL 2 ZRFEBR 3
(ng/mlL) HR(95%CD P HR(95%CD P HR(95%CI P HR(95%CI P
<11.84 1 — 1 — 1 — 1 —
11.84~21.34  0.731(0.405~0.990)  0.047  0.963(0.582~1.259)  0.171  0.985(0.672~1.450)  0.466  1.087(0.732~1.558)  0.651
21, 34~44.45  0.584€0.179~0.862)  0.001  0.657(0.290~0.976)  0.011  0.807(0.415~0.938)  0.031  0.849(0.528~0.998)  0.041
=44, 45 0.108(0. 006~0.453)  <0.001  0.189(0, 010~0.571) <C0.001  0.411€0.115~0.679)  0.001  0.687(0.381~0.916)  0.001
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1.0
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NCAAs 41, KD 21 81, K& v Mok 4 ifg 12 3 1 5
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L FHE . F KD-NCAAs # L, 2 % W52 3
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KHEHE

TANIVIG B A B8 e o i 2 vl B 3 nT 3 R AR
KD 2 CALs 1) & A4 5, I ik — 25 45 Ja i IRORE AR
R 8 I i) R B IS 1D, FEAR BRI L 2R 9T R
3% Cav-1 K FEIRIT AT T . Cav-1 2R & — Fiol Bz
JO 3 R R Y R B R AT A i O B TR
ZARGE S — AL PE Cav-1 K (9 33k K F . T
SR Cav-1 20 1 FI48 36 b DUJR A 90 & R
BEAh, Cav-1 i85 5 — 26 58 P20 i PR 7 14 9147 L 3X 1T RE
W B E AT LIS KD CALs & & 0y i 7 L
Hlz—,

22 PR AW IE] KD B 11E Cav-1 K3
AR A R B, LR AR CAAs 19 LIS
Cav-1 ik K F FEAR T B &, BL4h, KD &L I i
Cav-1 £ik/KF5 NEUY .CRP.LYM % % & #L48 5
B, XEELERL ], Cav-1 T figJ2 KD, 429 B 1E A
CAAs B IRITE & SR, 5 8R 75 22 0E — 2 W WF 5%
R 56 1F 11 [ B 3K b VR AR (IR T 1 R
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