~ —
BRI gc e 2023 4E 10 1 5 52% 10 U [ = =

A e B ) lEwmEILEY G K= a0

F 2 OB M EFZhk XN B RAR K O#

i E BH HESIASE 2B IR (incomplete Kawasaki disease, IKD ) 158 4= 5 )I| 6§ %5 ( complete Kawasaki disease,
CKD) & LI R RF 20, 9 IKD &L SR R ia e T S 4K e . 773k SR A MBI B 59 J7 125, 20 A7 4 N ol v s B2 B 2020 4F
12 A ~2022 4 8 H WA Be 9 97 5111k 5 28 L A I PR 2 RL , (245 67 ] CKD 1 30 4] IKD, W% He 85 90 20 £ LAY 1 531 4R 88 I
PRARAE S50 = K W8 b5 AR FR AR LIRIT RS, &R WASILAMEN SRR, 25 EHIT¥#E X (P>0.05),7
A EBILHA KA E KD 48 LA ME [ F CKD 4B ILAY & T, 22 R A S it 2% 3 2 (10.53 £2.29 K vs 7.52 +2.16 K,
1=6.227,P<0.05), 5 CKD ZH M4, IKD £H £ L ff R IRk 728 | MR 495 B 7 of JIL Ji) JBd 1 800 3 ok T8 45 i K el JR oK A 1872 17 O A
RIBEL, 2R AT (P <0.05) . PIZH R L 40 M5 i 40 i Lo 25 L Kl /AR TH 4 C e AR 1 L0 40 i I e R
MLEA AEA AR LSRR e E JRTE P AN ST LR TR, Z5F g% (P >
0.05) . IKD ZH B JLGER Z k™ 7 S 2B A& LA K Dk T8 55 P9 Rl BR 4 11 (intravenous immunoglobulin, IVIG) T 25 19 & AE S B B 1 i T
CKD B JL, A B 2ZRESLIT%E L (P<0.05), if KD #IJLLZ IVIG M O IR M & DS MR T, Bi6 o e %, &8 1KD
LA F CKD LR BT A IR R BRI A S i 5 CKD L2 RG24 8 S0, s 4R 8 ioss 248 & 4 3 KXt 1VIG
P 25 3R K8 CKD o 6 DR B2 T 73 o A L6 B LI IR R R L, 45 & LR Bk & MO R R d S Rz PR G 7
IVIG B, S MR R 5 M ST, e /B LT

K|ER AT SRR KEREE R
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Clinical Characteristics of Children with Incomplete Kawasaki Disease. XU Hui, ZHOU Bin, WANG Yanbo ,et al. Bengbu Medical Col-
lege, Anhui 233030, China

Abstract Objective To analyze and compare the clinical characteristics of incomplete Kawasaki disease (IKD) and complete Ka-
wasaki disease (CKD) and provide evidence for early clinical diagnosis of IKD children. Methods The clinical data of 97 children with
Kawasaki disease in Xuzhou Central Hospital from December 2020 to August 2022 were analyzed retrospectively, 67 cases were CKD and
30 cases were IKD. The clinical data including clinical manifestations, laboratory examination results, imaging diagnosis, and treatment
effects of children were analyzed. Results There was no significant difference between the sex and age of the two groups (P >0.05).
Both groups had fever, but the fever time in the IKD group was longer than the fever time in the CKD group, and the difference was statis-
tically significant (10.53 £2.29days vs 7.52 2. 16days, t =6.227, P <0.05). Compared with the CKD group, the incidence of oral
mucosal changes, ocular conjunctival congestion, perianal peeling, neck lymphadenopathy, and limb peripheral changes in the IKD group
were reduced statistically (P <0.05). There was no significant difference in white blood cell (WBC) count, hematocrit (HCT) , maxi-
mum platelet (PLTmax) count, C - reactive protein ( CRP) level, erythrocyte sedimentation ( ESR), hemoglobin (Hb) count, albumin
(ALB) level, alanine aminotransferase ( ALT) , serum sodium concentration, and leukocyte count in urine sediment (P >0.05). The in-
cidence of coronary artery dilation and intravenous gamma globulin resistance in the IKD group were significantly higher than that in the
CKD group (P <0.05). All children with KD were cured or improved with intravenous immunoglobulin (IVIG) and oral aspirin.
Conclusion Children with IKD have a longer fever time compared with children with CKD. The clinical manifestations are atypical, and
there is no significant difference between IKD and CKD in laboratory examinations. The incidence of coronary artery disease among IKD is
higher than that of CKD. Clinicians should carefully observe the clinical manifestations, combining laboratory tests and cardiac imaging to
confirm the diagnosis, and use IVIG to reduce the inflammatory response and improve the prognosis.

Key words Incomplete Kawasaki disease; Complete Kawasaki disease; Clinical characteristics; Early diagnosis
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JI IR 9% ( Kawasaki disease , KD) |, SUFR hy 2 I iz Jik
WELZE LR GAE 2 LR — Bl 2 v R S B s
WEAAE B AR A T3 ~5 2 LHE, £
B0 B AR A B A A, B 4 B /N Bl ik
FHR Bl bk, 4 R e bR B0 ik, B 28 iR 3 43 B R R b
X L3 J5 R AR A 0 JIE 9 B9 1 0 Y KD I R
RIEA SR 5 A B B R 00 5 9 0 HfE 2
Il 2 — R HE Ml 12 B, 7R I R TAE b 5 g 12 80E
W2, T LE BRIA YT 35 I KRE 1) R AR, L, L
B Mr A 52 2 A1 IR 9% (incomplete Kawasaki disease ,
IKD) #1152 4 % JI| I 3% ( complete Kawasaki disease,
CKD) L # I PR 2, R 3 A2 W IKD 2 28 6%
Sk AT LR 2R SR 0 B 58 2 SR B, AR IF ST R
[n] Joi 4 4 BT O 9k, MR 2020 4F 12 H ~2022 48 A
T L BR BE IR B 97 B KD R LAY I R 9 R, L
BT IKD Al CKD 2L A I R 47 55, B 768 IKD &
PINHRE 1697 SO SEEL I ETE ST

BRt5H%

L — R BRI rpu BE B 2020 4 12 H ~
2022 4% 8 H UG 97 4 KD &L, B &L 63 i, &
BIL34 ], B BILGI A 1.85: 1 B ILE I 4 4~
A ~13 % F4ERE R 2.97 £2.51 2 i 4% <
1% 12 H1(12.37% ) ,1 ~5 % 68 5] (70.10% ), >5
BT H1(17.53% ) o ARG 24 M T vt B B 5 2
B 2 By & i (18 B L 5. XZXY - 1) -
20201102 -080) , % J& ¥ % F G R &4 .

2.2 WbR A AR H A 15995 12 Wi 46 /e 28 6 I
BT IR F 56 T CKD Fl IKD B2 Wi b5 i #4712
Wit D& A @ XU ER 5 155 75 1L ; B JE 8 K 11 s 1Y
U S TR MR, R R B OR 18 T 0 D K% (g
RO WAL FEBLLLBE ) 5 O 1Y R A 0 s . 2k
TR R 20 Wb ik Wk 52 10 RO Bz 5 © S oA 1 &5 b
K, ToALe , FFALLE 5 ~6 Wil RARE , s E 44 4
TG PRAFAE 88 7 0 3h &1 8 7 e AR sl ik 55, 1912 i
N CKD; 54 3 TG BRAFAE 88 7 0 3l & 8 etk 3
Jik S, HEBR HoAth % AR 90 , nT 2 Wi TKD; 75 & 3

B 4 Il RAR AL B R O 3l R kB e R Bl ik e
ERA — 80 HAl A 2 SOl PR AR AE , HE BR A |
W IKD, IR 3l ko 22 412 Wy 2 BRI 9 .0
i J5 35EAE 912 W7 1A BEAE R (JCS/JSCS 2020) ) Y
AR HED IR . Z IR 2 <25 Q0L MR 3 bk
Pk 2<Z M <2.5; 80 Z {6 <2, M0 Z fE
TR > 1;,Q/NEGER S KR 2. 5 <Z K <5; @AY
FERBKIE .5 < Z i < 10, 3L 248 X {H N 12 < 8mm;
OB KR 3 Ik . Z 5 =10, 804 X {6 142 =8mm,

3. 071 ¢ VB Gy A 0 AR LAY I DR B8 ) A0 45
— BCGORE (R ) HAR % ) | i R 4 AR ( Bk 45 1B 50 i 1
AN = ARE TR AN AN IWE AN Y S R U
8 DL e SHR bk L 5 Bk DR A1 O ) Bl B AR A [ 4
11 %% ( white blood cell count, WBC) | Il 40 il It %
(hematocrit, HCT) & KM /MRIT 4L ( maximum plate-
let count, PLT,, ) Il £1 % 1 ( hemoglobin, Hb) .C J
I % (C - reactive protein, CRP) . TA & MR & L
fif# ( alanine transaminase, ALT) . H & H ( albumin,
ALB) ZKF AR B2 2T 40 i 70 % 3 (erythrocyte sed-
imentation rate, ESR) | JRUTHE 9 [ 40 115 8 A0
BRIV g E LR

4. Geit2E 0 i B SPSS 26. 0 4t i 28 1 % 5L
PTG 0B, A7 RS AT 09 TR LY 2 +
PRUE2E (x £5) KR R ¢ K090 5 THECPERE LB (F
EO) [(n(% )] TR, R Y K%, P<0.05 2
SRR,

] LS

1.4 B L — M BB L #52: 97 ) KD L,
IKD #4 30 4 (30.93% ) , %5 &L 20 B, & &L 10 6 ;
R <1 % 3 ] (10.00%), 1 ~5 % 21
(70.00% ), >5 % 6 ] (20.00% ), CKD 41 67 #i
(69.07% ), BB IL 43 B, B IL 24 B ;458 <1 % 9
B1(13.43% ) ,1 ~5 % 47 51 (70.15% ), >5 % 11 f
(16.42% ) . P —M BRI, 2257 TG I # R X
(P>0.05,%1),

#z1 IKDAK CKD AEBEIIL—BERLE [ n(%)]

N R A
20 51 n BEIL LB RIRAEE (%) <z s R
IKD £ 30 20 10 3.07 £2.59 3(10.00) 21(70.00) 6(20.00)
CKD 41 67 43 24 2.93 £2.49 9(13.43) 47(70.15) 11(16.42)
¥/ 0.056 0.255 0.225 0.000 0.184
P 0.812 0. 800 0.635 0.988 0. 668
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2. WL FEIm R R B A LA
KIIKD 21 & FE] o 10,53 £2.29 K, CKD 41 & #4
AFE A 7.52 £2.16 K, A LR 2ZE R B ST %8 X
(1=6.227, P <0.05), 30 i IKD & JL H: At iifq PR 45
TE K A= 853 0 2R B2 9B 20 ] (66. 67% ), F & 5 1 s
A5 18 1 (60.00% ) HRZ5 B 7 1 16 41 (53.33% ) , AT
JAE B 13 4] (43. 33% ), #5001 45 i ok 11 4]
(36.67% ), V0 AR #H 828 8 i (26.67% ), 67 i
CKD (L, f2 95 54 191 (80.60% ) , I B IE KA 57
B (85.07% ) , AR 25 B 78 1l 62 1] (92. 54% ) , KT J& Bt 2
46 1] (64. 18% ) , 03B ik L 245 i K 50 41 (74.63% ) , U
AR A AR 43 1] (64. 18% ) . Wi 4L AL 11 i 25 I ol
A MRS MR Fe A T ) 5 R 98 o £ 65 b A 1 A A
MR ER AT FRE L (P <0.05,%K2),

%2 IKD K CKD 4AHHEJLIEKREFIE
BERLE[n(%),x£5]
i H IKD 4 (n=30) CKD#4l(n=67) x*/t P

R 30(100.00) 67(100.00)  0.000 1.000

25 I 7 1l 16(53.33) 62(92.54)  20.220 <0.001
OEEREARAS 18(60.00) 57(85.07) 7.429 0.006
Je 20(66.67) 54(80.60) 2.223  0.136

DY Jie A A e A 8(26.67) 43(64.18)  11.695 <0.001
AT JE R e 13(43.33) 46(68.66) 5.577 0.018
ML K 11(36.67) 50(74.63) 12.794 <0.001

KB (K)  10.53 £2.29 7.52+2.16 6.227 <0.001

3. PHZH &L SE 90 % K A 45 A [ IKD AT CKD
¢ WBC .PLT,, .CRP & ESR ¥JB] & Jt &, ALT 5 &
FhiE , Hb (HCT Ko Ifil £ e B2 4% BE B AR, 45 00 52 96 %6
AR R, 2 R TG (P ¥ >0.05,%3)

%3 IKDARCKD ABIJILEHEHE
MERRIEE [ n(%) v +5]

i IKD 41 CKD 41 /X P
WBC ( x10°/L) 14.29£5.99  15.09+5.12 -0.679 0.499
HCT(% ) 33.93+2.15  34.68+3.20 -1.166 0.247
PLT,, ( x10°/L)  457.82 +154.74 481.44 £152.52 -0.702 0.485

CRP(mg/L) 56.20 +41.94  66.50 +45.13 -1.061 0.291
ESR (mm/h) 62.57£27.95  67.09+19.64 -0.915 0.363
Hb(g/L) 115.63 +10.44 114.55£10.74  0.462 0.645
ALT(U/L) 46.15+16.44  48.64+19.77 -0.604 0.547
Na* ¥ (mmol/L)  134.97 £3.69  134.75+3.30  0.294 0.769
Zfl 22(73.33) 51(76.12) 0.086  0.769
ALB<30g/L 23(76.67) 54(80.60) 0.196 0.658
ALT 7+ 16(53.33) 22(32.84) 3.654  0.056

il WBC=15.0x10°/L,  18(60.00) 52(77.61) 3.200 0.074
RE4IIB=10/HP  14(46.67) 35(52.24) 0.257 0.612

4. PIZR L BE At IE 2% 52 8218 10 B Bk
A A BRE A (intravenous immunoglobulin, IVIG) ifif
2515 B HE A2 .30 9 IKD FOL A, SR s Bk bk iy
KM HIK 53.33% , b R Bl Ik OE 9 kAR % 13.33%
IVIG i 25 (4 % 42 %35 26. 67% ;67 1] CKD L,
TEAR SBT3 K A2 3K 20.90% |, T MR B kR B &
A2 T.46% ,IVIG Tif 25 (1) & 4 2% 3K 10.45% , KD
HRAENT A P =YK 0 AL B B R B R, i 4
T T H B R R KL PR AL R OL R IR B Bk T gk 1Y &
AR I IVIG Tt 25 1) R AR L, 2 R A Gt E X
(P<0.05), HAhJF % 5F b 58 2 5 5 it 2% & X
(P>0.05,%4),

*4 IKDE CKD AEJLHESRZEBR
K IVIG MZA BRI [ n(%) ]

T H IKD 20 (n =30) CKD % (n=67) X P
ARSI K 16(53.33) 14(20.90) 10.206  0.001
SR 3 kR 4(13.33) 5(7.46) 0.848  0.357
FEY K 7(23.33) 6(8.96) 3.691 0.055
AL UK 6(20.00) 5(7.46) 3.240  0.072
e JRE S 8(26.67) 8(11.94) 3.263 0.071
LY IDN 3(10.00) 7(10.45) 0.004 0.947
IVIG ifi 25 8(26.67) 7(10.45) 4.170 0.041

S. A BILIG T ML A/ .97 B L2
Ja ¥4 IVIG 1g/ (kg + d), ¥ 2 K, [F 1} F b
FIULAK A 30 ~50mg/ (kg - d) 43 3 424, TEIB B
480, i HAKHHE 3 ~Smg/ (kg - d) FFEE 6 ~8 JH, A
TR Sk 2z B, 24 2 75 0 sh B i 7 stk 8 ik
BIEH ., 15 W8I B IVIG it 25, Hod 11 f fk
5T IVIG 2g/kg, 4 1 H W ik Je Je 3% 31 2 &1 2mg/
ke, RIS 2] T 0] 6 R R LW BAFH, &
BRI G BEVT, W2 R LR B e i% |

Wit

KD Z 49 B R B, R 2 805 # 0F 98 KD 2
— P S A Oy B R R R R G S
T T 3500 2t 4 B P 0l A A PR, LA B B
S H R 4 A7 0 & R AL AR TR
JE B AR AN, 22 G328 40 A 1 38, o T oAk R 4
JfL 4 S 8 O R KD R A S e i B OGN AN,
AN B 22 4 3k B 0 B, TS B R IR AT I F -
o HAMANE -1.6.8 IKTIE - v & R4
PR 2R 3 B, I P B 40 i AE R A i L 1 i
T, A IR 25 T 40 A B DR T R i R 4 R
B -9 55, 51 i P 82 B 40 M IR i, DA T
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OIS AMA S BN B A0 M I A P R IR D R i A
A ER, S S SO B . KD R I A AR
4G 3 AR B 2 A RIS B k& W2k
SIS PE I A8 48 R I UL RCET A A A 2 X 3 i AR
T RRAH L OCHE T AR AT E A B N IAR
SEEAR B, AT & A SR B Bk 5k bRk B ke | etk
BN kB s LA K il e B A, S BO™ H O 0l A S R R
Az B RO L A AR T o e

AR, KD B kAR R EF LI, CKD H
A2 Wb 1 © B 8, 170 35 20 A8 L DRI PRORE RO B 7Y
RNEEFFE KD W2 Wibs e, Bk 8 1IKD, H 5 H AR
Z2 P55 1 1 TR 28 B AT A AL =2 Ak 33 265 1 IR T A 45 ok
TIRKWHMEE , 5wz Likie 3 A KB ILEE
SeE IR B K A5 0 M SRR T AL I M R ) AR LAY T
JE T T TKD B R s B PR R 2 R Y
N IKD , B LL2 W FG T, BE 96 0 2D 5 & E 1)
K FU AR g [ 2 B IKD 5 CKD I R
FEm M =k A s A, B A b IKD R I R 2
1A PR AL AT FE AR

AWFFTEE R FL B IKD Ml CKD P9 41 2 L 51 K&
AR L HR , 22 RG24 B L (P >0.05) , 1M 4 %5 °H
SRy R B IKD 41 BLRAR IR < 1 2 BJLAY S
FE B S T CKD 41 L, W) fE 5 Mgk 22 57 Je A 55 I
RHAX, WA BILYA B A & # {3 IKD 4
L PR R B K T CKD 41, 3% 5 H: Al A OC i 5
SER—5 BRI R R R R B ELIR T RROR
ANEAE R L, B IKD, R0 iRi2 KiEE,
KD 3= 2l R RFAE hy e B 3R 45 6 B85S i L Js 3 M A
FE B CAE | B 95 (A4 R Rl R A B R AL PR 4T
BE) AT JE R VO AR RS s, R A R R
21 b ik MK A2 S R R LA R AR Ak e e R K B 4
LN

B 45 HE 0 Wi, IKD 20 8L 9 10 1 266 B ol
BN A g (RN A A S NSRS L NN L N
RYTACAR (0 % A2 R 3R T CKD 41, T LR B i &
AR, 2 TG X, 5 H AU 5T 45 R
— 8 I IR TAE R X TS A =S K
I Al b5 S 0 B % B9 UL, B K B 52 3 ESR , CRP
KR 7 0 2 R A5 A R K A, DU ik A TKD (1) 4E 35
126 . PIAR LAE 4% T 52 50 3 A6 A s b T AY LU
ST, SR -8, @
B HFFE R, B YR IKD 5 CKD 525 28 46 A 45 5 06 1
925 5 H G AR LS 50 5 A A 48 AR 1 Sl A R T
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P A2 W IKD, 45 5] & ESR K CRP 45 Jz W &
L4 B Rk B R AR,

REAE A WFE 7 IKD S8 Lt AR 3l Jikoms A8 1) & AE
FREm T CKD L, A5 T A L R 30 bk
9 A8 A DL B2 TVIG J& 15 i 245 i A% 0 32F 47 43 B L 3,
iR R IKD 4 L AR 3 bk 5Kk 8 2 DL K IVIG
it 25 B HE R 35 B 3 = T CKD 418 )L, Z R A 42
B (P <0.05) $2 % #4034 0 T
IKD fy SR 0 F1i2 b BA HE A (B, A AH OG5
U IKD A1 CKD 75 20 28 )L 76 3 B S 3 9 % A R
MR ZERA G E X (P <0.05) 1 HEY K,
oA TR LA K JHF ML e K 46 3 R 4 & HE 23 20 B8 )L
2 F G (P >0.05)"" ) AHESE 45 3
WoR WA B ILTE D E4 K AR AR S i DA &
JH RL b K 55 5 A R ) A2 R 07 T R, 22 S ¥ e ge it
RN (P>0.05), MARILTEZWEHS T IVIG
DL KB w] E AR O IRIG YT, 23697 5 B VT, B35 @ sl 4y
B JESE T X T #112 IKD Fl CKD By 8 L, IVIG 21
TEIT %, AT LU RO i Rk S R AV et IR B0 ok s
AR AR AT R TS L X IVIG TR 24 Y
BIL, IR T IVIG 2g/kg RIT & AT K LB ¥ #H
(R FF AT TC N, AT S R O B R S R R
BB AR - 1 SZARFE B BB 2R B i
BRI

g5 L frig JIKD & LA X T CKD ML & # i [i]
K I RFIAMA LI ERA S CKD BILTH B
225 IR Bl KO A8 & AR R OXE IVIG 1Y i 24 28 1 A
CKD f& . I AR = i 7 38 2ok 47 4t 08 8¢ k8 L B Il R 3%
WG SR =R A oD IR A R R 2,
B 25T IVIG I H] AR 8% 48 M Sz, DA T i 3 A
JLFS .

5% ik

LW, TLHE, ERRASTHILRIEM]. S8 B b st A
R DA A, 2015

2 A, KB, BRI HAQIGRISEHEE S 6 WIEITIR) %
ARl )]. P ESIHILRMRE, 2020, 35(11); 846 — 849

3 Fukazawa R, Kobayashi J, Ayusawa M, et al. JCS/JSCS 2020
Guideline on diagnosis and management of cardiovascular sequelae in
kawasaki disease[ J]. Circ J, 2020, 84(8): 1348 — 1407

4 DEL Principe D, Pietraforte D, Gambardella L, et al. Pathogenetic
determinants in Kawasaki disease: the haematological point of view
[J]. J Cell Mol Med, 2017, 21(4): 632 -639

5 Apte RS, Chen DS, Ferrara N. VEGF in signaling and disease: be-

yond discovery and development[ J]. Cell, 2019, 176(6); 1248 —
1264



S 20

2023410 4 528 HF 10

=

- & s -

10

15

1 ik R 0 Wk s A A i AR Ak B B (2020 AEEITAR) [J].
# LR, 2020, 58(9): 718 -724

TRAFE . ARSEA ey A I AR B ko AR B I R BT [ D).
PR ERERNRE LR, 2018

W, FET, BUA. I RS R RS R 58 41 I8 45 Of: 5 IR
BIKE R RBIIE[I]. SRR, 2018, 24(18) : 88 -90

Jit FH . LB ey A SR S Ik e R R R i L) ], R
FFEEA, 2019, 31(23):20-22

Aljishi F, Alsinan A, Almadan B, et al. Diagnosing incomplete ka-
wasaki disease[ J|. Saudi ] Med Med Seci, 2018, 6(3): 172

Gas W, BOHA Sedfe RANGE 4 b iR g 5 R 1] 08y 9 1t PR
LR A [ )], AR 258 M, 2020, 18(2): 12 -15

L, R R JLE NIRRT (1], B2 A4k,
2020, 30(1): 48 -51

XUPe, BT, FIGPE, S R SE A IR (TKD) M LAY I IR R
SAHILT]. MARESE, 2020, 26(3): 52 -54

W, HEE, BN, A SR i B IE R X
[J]. "FEIA% M, 2021, 36(4): 835 —837

Mccerindle BW, Rowley AH, Newburger JW, et al. Diagnosis, treat-

ment, and long — term management of kawasaki disease: a scientific

statement for health professionals from the American heart association
[J]. Circulation, 2017, 135(17): €927 - €999

SPFRG, BhZAE, EFF. 58 A 0 Iy FAS 52 4 )1 ik g e Ik s 22 X
EWFFE 0], R ILFMZRAS , 2018, 36(1): 14 -18

FOLA, AT LEIEPE 105 6 > BT (1], LR 252

B,k B F . /N LT S L K e PRA2 A B DSt R [ )]

Wu Q, Weng R, Xu Y, et al. Activin a suppresses peripheral CD8 *

T lymphocyte activity in acute — phase Kawasaki disease[ J]. BMC

Kitoh T, Ohara T, Muto T, et al. Increased pentraxin 3 levels corre-
late with IVIG responsiveness and coronary artery aneurysm formation
in kawasaki disease[ J]. Front Immunol, 2021, 12 624802

Mastrolia MV, Abbati G, Signorino C, et al. Early anti IL -1 treat-
ment replaces steroids in refractory Kawasaki disease: clinical experi-

ence from two case reports[ J]. Ther Adv Musculoskel, 2021, 13

(Mefs BT 2022 =10 -17)
(BEHW. 2022 -11 -07)

(L8B% 94 )

6

10

Vinué A, Navarro J, Herrero — Cervera A, et al. The GLP - 1 ana-
logue lixisenatide decreases atherosclerosis in insulin — resistant mice
by modulating macrophage phenotype [ J].
(9): 1801 - 1812

Bjorkegren JLM, Lusis AJ. Atherosclerosis: recent developments[ J].
Cell, 2022, 185(10) ;1630 — 1645

Li C, Xia B, Wang S, et al. Folded or degraded in endoplasmic re-
ticulum[ J]. Adv Exp Med Biol, 2020, 1248 . 265 —294

Hetz C, Zhang K, Kaufman RJ. Mechanisms, regulation and func-
tions of the unfolded protein response[ J].
Cell Biology, 2020, 21(8) : 421 — 438
Tian H, Li Y, Kang P, et al. Endoplasmic reticulum stress — depend-
ent autophagy inhibits glycated high — density lipoprotein — induced
macrophage apoptosis by inhibiting CHOP pathway[ J].
Med, 2019, 23(4) : 2954 —2969

Hong J, Kim K, Kim JH, et al. The role of endoplasmic reticulum
stress in cardiovascular disease and exercise [ J].
2017, 2017: 1 -9

Kolb PS, Ayaub EA, Zhou W, et al. The therapeutic effects of 4 —
phenylbutyric acid in maintaining proteostasis[ J].
Biol, 2015, 61. 45 —52

Ai W, Wu M, Chen L, et al. Ghrelin ameliorates atherosclerosis by
inhibiting endoplasmic reticulum stress[ J]. Fundam Clin Pharmacol,
2017, 31(2): 147 -154

Ma X, Liu Z, llyas I, et al. GLP — 1 receptor agonists ( GLP —

cardiovascular actions and therapeutic potential[ J]. Int J Bi-
Gargiulo P, Savarese G, D' Amore C, et al. Efficacy and safety of
glucagon — like peptide — 1 agonists on macrovascular and microvascu-
lar events in type 2diabetes mellitus; a Meta — analysis [ J]. Nutr
Metab Cardiovasc Dis, 2017, 27(12); 1081 — 1088

Wang Y, Parlevliet ET, Geerling JJ, et al. Exendin —4decreases liv-

er inflammation and atherosclerosis development simultaneously by re-

ducing macrophage infiltration[ J]. Br J Pharmacol, 2014, 171(3) .

Wu L, Liu X, Wang L, et al. Exendin -4 protects HUVECs from tu-
nicamycin — induced apoplosis via inhibiting the IREla/JNK/ caspase -3
pathway[ J]. Endocrine, 2017, 55(3) ; 764 - 772

FEMEIE R ICAR. AR TR IR G T AR TR K S ik 98 A TR Ak 1 B il
PERi A B H W IT S M E T ge s (], oh E B E A&,

Sassoon DJ, Goodwill AG, Noblet JN, et al. Obesity alters molecular
and functional cardiac responses to ischemia/reperfusion and glucagon —

like peptide — 1 receptor agonism|[ J]. Basic Res Cardiol, 2016, 111

16
17
Zei, 2017, 23(6): 24 -27
18
EE2E 25, 2021, 27(10) ; 1982 - 1987
19
Immunol, 2021, 22(1): 17
20
21
1759720X -2110025X
1RAs) :
ol Sci, 2021, 17(8) : 2050 - 2068
15
Diabetologia, 2017, 60
16
723 -734
Nature Reviews Molecular 17
18
J Cell Mol
2021,59(18) .11 - 14,18
19
Int J Vasc Med,
(4).1-33
Int J Biochem Cell 20

Hori M, Hasegawa Y, Hayashi Y, et al. Acute cholesterol — lowering
effect of exendin —4 in Ldlr -/ - and C57BL/6J mice[ J]. J Ather-
oscler Thromb, 2022, 2022, 1 -13
(R H 39 .2022 - 09 -22)
(& E H 2022 - 11 -13)

- 135 -



