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Network meta-analysis of the efficacy and safety of different drug regimens in the treatment of children
with Kawasaki disease

CHEN Chang', HUANG Xiaohui*, LYU Zhihao', HUANG Yuli’[1. Dept. of Pediatrics, Shunde Hospital of
Southern Medical University (Shunde District First People’ s Hospital of Foshan), Guangdong Foshan 528300,
China; 2. Dept. of Cardiovascular Medicine, Shunde Hospital of Southern Medical University (Shunde District
First People’s Hospital of Foshan), Guangdong Foshan 528300, China]

ABSTRACT OBJECTIVE To evaluate the efficacy and safety of different drug regimens in the treatment of children with
Kawasaki disease, and to provide evidence-based reference for clinical treatment. METHODS Retrieved from the Cochrane
Library, Medline, Embase, CINAHL, Web of Science, ProQuest, Google Scholar, CNKI, Wanfang Data, Baidu academic
database, World Health Organization International Clinical Trials Registration Platform and ClinicalTrials. gov, randomized
controlled trials (RCTs) about intravenous immunoglobulin (IVIG) +glucocorticoid or cyclosporine or tumor necrosis factor-alpha
(TNF-a) blocker (trial group) versus standard IVIG therapy (control group) were collected from the establishment of the database
to Feb. 28th, 2023. After screening the literature, extracting data, and evaluating the quality of the literature, Stata 14.2 software

was used for network meta-analysis. RESULTS Ten RCTs with a total of 1 323 participants involving six measures were

AESTE 14 4 365 55 R 535 4 T H (No included: standard IVIG therapy, glucocorticoid therapy,

2019B1515120044) ; s 1L 117 B} 3 81387 3 H (No. FSOAA-KJ218-1301-
0006) glucocorticoid therapy and remedial TNF- «a blocker therapy.
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Results of network meta-analysis showed that the incidence of

coronary artery aneurysms (CAA) at 4-8 weeks was
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significantly lower in patients receiving glucocorticoid therapy
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than receiving standard IVIG therapy and TNF-« blocker therapy. The incidences of CAA at 4-8 weeks in children treated with
remedial glucocorticoid therapy and remedial TNF- a blocker therapy were significantly higher than those treated with
glucocorticoid therapy; there was no significant difference in the incidence of CAA at 4-8 weeks among other interventions (P>
0.05) ; network meta-order of the incidence was glucocorticoid therapy<<cyclosporine therapy<<standard IVIG therapy <remedial
TNF-a blocker therapy <remedial glucocorticoid therapy<<TNF-a blocker therapy. The incidence of initial IVIG resistance in
children receiving cyclosporine therapy was significantly lower than those receiving standard IVIG therapy; there was no significant
difference in the incidence of initial IVIG resistance among other interventions (P>0.05); network meta-order of the incidence was
cyclosporine therapy <<glucocorticoid therapy<<TNF-a blocker therapy<<standard IVIG therapy. There was no significant difference
in the incidence of ADR among different interventions (P>>0.05) ; network meta-order of the incidence was remedial TNF-«
blocker therapy <<TNF-a blocker therapy <standard IVIG therapy <<glucocorticoid therapy<<cyclosporine therapy. CONCLUSIONS
Glucocorticoid therapy at the initial treatment can significantly reduce the risk of CAA at 4-8 weeks in children with Kawasaki
disease; cyclosporine has a significant effect on improving initial IVIG resistance, and the use of TNF-a blocker in the remedial
stage may have the lowest incidence of adverse reactions.

KEYWORDS pediatric Kawasaki disease; intravenous immunoglobulin resistance; glucocorticoid; cyclosporine; tumor necrosis

factor-alpha blocker; network meta-analysis

J11IF7955 (Kawasaki disease, KD)J&—Fh £ & T 5 % DA
TILEMAVEMAE %, EE 5w b A g, nl 308 L
%M IR B ik JRE (coronary artery aneurysms, CAA ) 55 ™
M IR RAEY . KD LB A — 5 WA I & , &
Az AR T o B S5, — T b M X 50 KRR B S
HHmr s R Bon, 5% LUF LI KD &M% i 2013
4119 0.688% LT3 T 2017 4R 1.073%", 2 & ¥ 1T+
R

H R, RCHR 704 P 7 S o S e s BR A
(intravenous immunoglobulin, IVIG) 2 g/kg I I fiiz fi ]
DEAR[E 4R 7 5 30~50 mg/(kg-d) , 3¢ [EI4K pa 7 n] $m
it 2 80~100 mg/(kg-d) , #R 48~72 h | AT & 28 3~
5 mg/(kg-d)J¥EA KD MRS 7 EE" ™, BEARIVIG B &
B ] DG AR AT TG B AT KD AR LY SRE PR R , 22 i e #4
IFREAR CAA 1 & HE KUK (BT 10%~15% [958 Lo Fs
S BIVR AR IVIG ST IVIG HRBTL# & 12 CAA
P AR 3 =™ X IVIG HEHT , A 24 & 3, aT o A
Fe i MR RFE HF o (tumor necrosis factor-alpha,
TNF-o) 0 55 A0 32 45 25 ) Oy 28 s qbinyr ™ . (HiX
SORIFGE R A PR T — B BT 1 SR B T I X L, %
AR LRI TR Sk = AT LA . BT Uk, At
FER AR Meta 23477 19 75 125 LU TR IR 2590367 7 48
HF L KD TR 4e 2, B e M G R IA T S HEAE
WZ%

1 #EREHZE
1.1 MAEHRRE
111 BFsE2EA

AHIETE A B SCERZE R g [ N S0 T e e i BEAIL

S BB 36 (randomized controlled trial, RCT) , i Fh

TEZED; 2023455 34 45 221

SCHISC
L.1.2 X4

AT B R KD L, 3555 O 2 W
FERE A 6 YABTT RO (201 TAHA FF2 75 B . 1| I8 12
Wi AT AT B RIS BRI
L1.3 it

I B ILGS TR BT, AIZEAR E IVIG 7 A 1
LBl b 25T 0 Bz R B TNF-o R I B R R, W] 7
WG B B HT CLATR TR FR B8 B BT Ry 7 17 “TNF-a 1)
HlFTF LRI TIRT) IR TS IR B (LR
FRTFR RN RO R T 27k “ AR TNF-o 5007
27 AR R L RS EE ) s R IRAE R LSS TARIE IVIG
7, BVAE ) IR B B K 1 9 1VIG 2 g/kg, #5724 )5
36~48 hAJ3 A &3, B IVIG $83T )5 , B ik v 4
IVIG 2 glkg Rl —ZAMIARTT o
114 Z5)mfats

AT FEE L RiE bRl 4~8 Ji CAA K2
P KD B LIAYT 4~8 JEI I (A8 A 0 sh e o IR
JRFEARALES - (1) %08 TVIG HEPL & A= 5, Bl 1 B B
IVIG ffi H1J5 36~48 h J5 /54 & #41% KD &L LB, 75 HE
BRILA SRS, B ARG TVIG KT ; (2) A BB &
A2 B AN R AL G — RS RS S ™ E AN RO, A
FE95 R JERYS R AL e I R AT
1.1.5 HEBRARiE

ABIFFE BIHESAREALES : (1) Meta 234 RS L8R
SCHiK 5 (2) IS R 2h S 108 3 (3)UF i 2
Y SCHR 5 (4) F 52 R R SCHR 5 (5) IR 88 A7 & RCT
BOR B SCHR 5 (6) AN 45 I 2 0300 H8 bRl Jm g b
BHEAS T HE 1 SCHik

China Pharmacy 2023 Vol. 34 No. 22 - 2781 -



L2 XEfRRE

K H PICOS JE I, T3 MUK Z the Cochrane Library |
PubMed . Embase , CINAHL . Web of Science . ProQuest .,
Google *# A W RN 7 75 %l A A AR B AT
St A 0 2 E bRl RIS 7 W 5 | Clinical Trials. gov
S o PP SCR FR A A i R TR I IR L 45 2B ik
R RS AR Wl B BORCER ™ F RS AOAR ™ TR JEAR B
JER” IR IR FE D T o A5 ARV ™ < e SR A
BB TR S kIR AR B Dk SR B SOR R A

”

“Kawasaki disease” “lymph node syndrome mucocuta-
neous” “Kawasaki syndrome” “glucocorticoid” “methyl-

. ” “ . ” “ . ” K- "
prednisolone” “prednison” “cyclosporine” “ciclosporin

” o«

“tumor necrosis factor-alpha inhibitor” “etanercept” “inf-
liximab” “coronary aneurysms” “coronary artery diseases”
“coronary artery aneurysms” “coronary artery lesion” . 1
IR N 2 2023452 F 28 H o >R ER 5 A
HiiRl A ES & 1 T XA TR 2R
1.3 XHkiHIE S HiERE

3 H 2 24 B9 3 2 N7 SRR EE A T 07 1B AN AR 4
B, il o, i AR 3 A WESE A AW . SRICPORML 4G - 55
— VR R FRETR] T 25 R AR bR
14 WMANLEKREFEN

K JH Cochrane M (44 114 5.4.1 f fay AU PPA T
B A SCHR BT A TP H , BARELS « b % i ey 20T
WS e 7 St s R 000 s R B O R 41255 O R L H:
b 75 5 451> 2% B 4853 hy s AU, AR XU FIAN TS AE ™
L5 ZItFEHE

¥ H] Stata 14.2 FRAF#E4T AR Meta 341 , I 23 HiHIE
P CHRE B R FHARXS GRS BE (relative risk, RR) S
95% & 15 IX.[] (confidence interval, C1) /R~ . K H I' K
BT A WS I] 04 5 P #5 1°<<50% Fll P>0.1, F/R 45
WFFEIRITESGE 7 5 Bt , SR FH I ROW AR A 14 T Meta 73
Bl BT R Meta 7304 s Fe 2, s & FFE IR G i+
SRR, 43 Wi i B A D DR R R S B A
5 CRUBEHLSOM BAY BT Meta 5347, 5 Jm FR#EA T

R Meta 53#7 -

MAEAEPAG R 2 25 RS — SR B0
ERTAEEA—B Mk, P>0.05 £ —Bhk B 47, RH—
SRR HEAT 0BT, R Z ISR R — S A R 447 43
BT M ICH & T, 20 A5 AT — SR 5 . R BRI HE
¥ i1 £ F i FHX (surface under cumulative ranking curve,
SUCRA) VA £ T Hildii it 19 6 25 14 , SUCRA R R /s 25
SRR B AR R BAR, XN G R Az E N, T
23l A -5 I T - T Wz Ik 5 2 75 A7 76 K 2 i A B
INEEARDIFSE RN o KK «=0.05,

2 HFR
2.1 XEFEELERENNHARELER

W IEARAG SRR 2 632 5, 2Rl H 8 & 42 53C
J& , AN 10 5 SCER™ Y, 31 323 il L, Horpik
B2 651 451 6T REZH 672 461) s 2y N7 6 Fh Tk it , 43 ) Ay
PRUEIVIG I7 i WE R B3R 7 1 AR YT \TNF-a
P DR K B R T L AMRCYE TNF-o 41
YT o SCHRTT Ve R LI 1, A SCHERFEAR (5 80
2 1OSCHR I8, A7 2 91 kB LA i v 3 500 W s o )
IVIG J& 13 & e gk miaR 4, HoAth SCik 35 78 PR 97 IR
).

[ it EpLIR i (=2 632) |

> HHR Rk (1=639) |

[ wsmie=199) |

%ﬁ BRI FT 5 B SRR (n=1 980) |

[ spmame=13 |

{ Bise4 305 SISOk (n=3) |

[ memsame=10 |
Bl X#EkisiEinizE
22 MAXEHBEEFENER
JT A SCRRY A RCT™ Y, 9 TR S dfiid T BEHLF 271
A RN 6 TR S R R T 43 TE B R
O S ISR TR, TS B
FH TR, R 2 3,

RIMANXLHELRER
B ", ., SECAAREER IR IVIGHEUR A AR N
iﬁfﬁ L THAN M g opnERE G e
: Rl A Rl WRA WRA xR WRA Wik Uil AL :
Sundel 20030 FIEME HERESUHE S fEVIGTE 18 118 11l 18 1 AT AR R, R —RR B MA EH
Newburger 2007 HisME:  HEMFRRIZ % fREIVIGIRE 100 91 l6s 67 1100 15097 26/101 20097 SA o FE

Kobayashi 20120 FIbNEL Hhsk Frik
Ogata 2012 {IieE: MRS WENVIGRE 2 26
Tremoulet 20149 FIMNEL  TNF-oHFIT: MEVIGHE 98 9% 698
Youn 20167 FoRE AEETNFIIRNRE  REVICTE 1 £l 1
Hamada 201" MG SR RENVIGRE 87 81 286
Portman2019"™  HZHE A TNFoIENRE  REIVIGRE 99 102 2798
Wang 20201 FIRE AMOHEERERETE O REVIGTE 400 39 840
Burns 20212 BB AR TINRIEIRY T BREIVIOTE s 49 oW

REVIGRE 121 121 4120

15/120 6/121 36/121
1026 3 2026

[REAT BN R BN, A RN R EL R
HIRAAA TSR IREEA BRSO MRk 1

2/98 11198 11/97 56/98 66/98 LI i
B KR AR l 53 MR HE
7 15/86 3287 47187 3787 2f A%
CR R 3R < 1 53/99 38102 o EH
39 AfE Kb Afid i) 1 i
5 AR Kb 24/54 33049 oM EE

- 2782 - China Pharmacy 2023 Vol. 34 No. 22

TEZED; 2023455 34 85 22



Random sequence generation(selection bias ) _:l

Allocation concealment(selection bias) _:|

Blinding of participants and personnel ( performance bias) _
Blinding of outcome assessment(detection bias) _
Incomplete outcome data(attrition bias) _

Selective reporting(reporting bias) _

0% 25% 50%  75% 1009
D Unclear risk of bias . High risk of bias I

1R fa XUBe S5 7 [

I . Low risk of bias

2|
o

= zZ x
v 32F
2 O @

E-- - A - -
E & & = 8 5§ ¢ 2 & 3
O R Y
S 3 3 3 3 3 38 3 3 g8
=2 8 2 8 =2 =2 8 =2 =2 B
5 S X & v v 3 b v o=
S ® O S S S S ®|®|® | RrRandom sequence generation(selection bias)
S OO > @ | =@ @@ Alocation concealment(selection bias)
[ I JE I JE 2 JE JE JK JK ) Blinding of participants and personnel( performance bias)
OO ® S S S S S ®| ®|slindingof outcome assessment(detection bias)
D OO OO O O ® ® ®|incomplete outcome data(attrition bias)
O O OO O ® ® O @ sclctive reporting(reporting bias)
OO O 0 9 O OO O ®othbi

B3 imfaUr s E

2.3 K Meta DR
2.3.1 AL JRAEARIIEE OC R K

BEXT 3G JmAa bR , 4% T P i ] 2 A i & 38,
AT BT — BT R 255 LR A IR s
AT, IR/ INFR R R X A i 1 28 LB, T 5%
B AN RS AT B LA R ) o

TNF-o il 51
bSO S Tk TNF-a 33
Ik Figrs
YT Rg -
I . b
! ik I”@? IVIG
Jrik ek
LR ¥ TNF- Bz TR
WEITk R Pk
A A~8JE CAA K B. WA IVIGHEHT 2 %
TNF-a 11
I
Figes
FREIVIG
g
B R
g
AhRLE TNF-a
Ml

C AR %
B4 BLEBEHRIEREXREE

2.3.2 A~8JE CAA KH*

10 TFRFFE IS T 4~8 J8 CAA B R & H)f
ST TG T4 F A (P=0.092,1°=39.9%) , % H [# &
BN ALY HEA T Meta 20 AT, FEaEA T AR Meta 400 o 255
S R R B R YT R L 4~8 JE CAA R AR T
KT Al H A5 1 TVIG 97 15 [RR=0.31, 95%CI (0.15,
0.64) , P<<0.05]F TNF-a 1l ] 5117 75 [RR=0.10, 95%CI

TEZED; 2023455 34 45 221

(0.02,0.59) , P<<0.05]£8 JL, Ml HIANKCHNE K B =7
1 [RR=4.18, 95%CI (1.25, 13.94) , P<<0.05]. #b & 1
TNF-o #0415 97 ¥ [RR=3.57, 95%CI (1.54, 8.28) , P<
0.05]8 JL 4~8 Jil CAA Jc A= 3R I fiff HIWH Kz B R 977 ik
SBL I T s Hofh T T ] LR, 25 S e g
B (P>0.05), Z5HULE S5,

Treatment Effect Mean with 95%Cl

o ——e— 3.00(0.62,14.50)
T — 0.34(0.07,1.62)
R —— 0.31(0.15,064)
IMERREREE v 2 —— 1.30 (0.50,3.40)
TN QBRI vs IREVIGH A - 1.11(0.73,1.70)
SR vs NIRRT ] 0.11(0.01,1.04)
HEBRTE vs TN 0.10(0.02,0.59)
MRERNETE 0.43(0.07,2.75)
TN iR 037 (0.07,1.89)
WERAET 0.92(0.16,5.22)

w7t 3.86 (0.61,24.36)

TN vs SRS ——— 329(0.65,16.79)

BRI v HEEAR —e— 4.18(1.25,13.94)
THRIETNF-TBRYTE vs REERETE ——  357(154,828)
SRR GHPBIiY % vs R RRRTE . 0.85(0.30,2.45)

Relative Risk 6 ‘1 1 317 2‘5

E5 4~8F CAAZEZENMIX Meta 3745 R
2.3.3 WA IVIGHIT K EH

6 WA FEIRIE T #IHH TVIG HEHT & LR R K Hf
YA it Pk (P=0.013,1°=65.5%) , X JH Bt HL
SN | D107 AT T s & B, SRk
U5 =AW TR R )Tk . 453 & 1L, Kobayashi
M Ogata RO ST 43931 LA Kobayashi , Egami 143 %)
AN B2 IR E A TR , B & AZH 3 55 S 0 s JXURG: F)
KD # )L, 7EHEBR X 2 W 58 )5, e 90 A 4 10 F
U e DAY (8] JC GE T o S L (P=0.424, I'=
0) , U E RN AR AT Meta 2387 , FRHEAT R Meta
It RN, SHMETVIG YTk s, M Ey7 ikl
HRBEAR B ILIR TVIG 88T & A2 5 [RR=0.47, 95%CI
(0.28,0.81), P<<0.05]; HoAth T FiUfi it ] Lo 4%, 22 3978
Git2EE L (P>0.05), 45K 6,

Treatment Effect Mean with 95%CI
TN v IREVIORE ————  099(045217)
S v VG e 0.47(0.28,0.81)
0.70(0.37,1.33)
FREL VAT 0.48(0.18,1.24)
REERESE v TR e 071(0.26,1.96)
EEEE v TR ————1.48(064,3.42)
— —
Relative Risk 2 4 116 33

E6 MIRIVIG I A &R MK Meta 7345 R

234 AR KESR

6 T T HRAE T A RN & AR B (]
TGeit2: 5 Pk (P=0.114,1°=43.8%) , & JH & 2 5001
BRFEAT Meta 5307, FREAT IR Meta 53T, 455 R
AT RN BN AR AL, 25 e s
X(P>0.05), &5HRILE T,

China Pharmacy 2023 Vol. 34 No. 22 - 2783 -



- HADTE

FAEETNF-iBIRT I ve T

Mean with 95%CI

. 0.85 (0.55,1.30)
e—  1.27(0.78,2.06)
—— 1.14(0.61,2.10)
- 0.80 (0.57,1.13)
—e——1.50(0.79,2.85)
—e———1.34(0.63,2.83)

— 0.94 (0.55,1.63)

o
o
.
~
-

standard error of effect size
3
P

HRERARSTIE vs FIRRTIE —_—.— 0.89 (0.41,1.95)
FMRIETNE-aIMBITTIE vs FIRFITIE i 0.63 (0.35,1.14)
AN TNF-olMHFDT A vs EERFITIE e 0.71(0.35,1.43)
T T
Relative Risk 3 5 11627

B7 ARRE%Z%ZREMIX Meta 745 F

2.3.5 AN it i IR Meta 23 M HE

4~8 Ji] CAA A= Z2 B HE P IR 2 i MR UK i Bz ot
£ J7 ¥ (SUCRA=90.5) < ¥ i K J7 % (SUCRA=
84.0) <FRifE IVIG Y7 (SUCRA =47.7) <#pHPE TNF-a
PIHIFIF 5 (SUCRA=38.1) < #R 4 B i R 7 vk
(SUCRA=31.2) <TNF-a il #l 5] J7 % (SUCRA=8.5) ;
W1 IVIG HEHT & A= 6 HE 7 o0 B 48 2 97 75 (SUCRA=
91.9) <MWz ik Z 7% (SUCRA =59.3) <TNF-a il
FIJ7 ¥ (SUCRA=28.3) < #7 1fE IVIG 7 % (SUCRA=
20.5) s AN B 0 & A AR IT A b RO v TNF-o 10561 55097
1 (SUCRA=80.9) <TNF-« il #l 7| J7 ¥ (SUCRA=
71.1) <HRAEIVIG YT (SUCRA =45.9) < Wi i T £ I7
%:(SUCRA=33.9) <1 &J71% (SUCRA=18.2),
24 ERRESWMER

5 AL 4~8 il CAA &A% WG IVIG K41 & A
BN SN 8 [V, R R SS9/ =8 s L | SR o 3 B
SR, BT P LA SR h SR L FR A A, R W]
AW FEAFAE K FeAm A 10 T REME /N (H i T 34 45 R4
PRI D R I AL REA JE . 255 LIRS
3 itig

AWFTEEE T KB, AE 4~8 i CAA KA R )7 I, A4
FARUE TVIG I 15 F TNF-o 30461 5057 55 , 76400 1 o B Al
FHWE Bz i 28] i 2 0 8 LI 4~8 Bl CAA kA= %%,
IR TNF-o IRV AR R B 2R 7k i
JLAY 4~8 Ji CAA J A= ZE35 35 (i W e Ol 227 vk s UL
15 5 TEWI AR IVIG HCHT & A8 3207 1, P00 28 97 V6 B e
IVIG YT A R 1EAR R KA 57 T, 45 1 T it
] LA 25 R TG T2 o X PR FEARME IVIG T %
FEAl b, TR B BN R K BT ER = 2 KD LG
I A8 45 JR P AT 80T T it o

KD fic 7t H 0 B R IR BB B bk R, 5 rp
PRI [ 2 , 76 P PR 2 FR B, e
KRNI, KDIBYT A HE R ST 218 CAA
(9 R HE KUY A R0 TR e v R A5 Ry FRAZE SR 5T
PESIK 5, 9T 7E 2 J AR Es i 2 i . X T kAR B

- 2784 - China Pharmacy 2023 Vol. 34 No. 22

4

) 0

2
effect size centred at comparison-specific pooled effect(y,, —u,,)

® [VIG vs TNF ® IVIG vs Glu ® IVIG vs Glu® ® IVIG vs TNF* @ IVIG vs Cic |

A. 4~8JH CAA A%

- \
0.54 / \
/

standard error of effect size

—2 —1 1
effect size centred at comparison-specific pooled effect(y,, —u,,)
| ® IVIGvsTNF ~ ® IVIGvsGLU @ IVIG vs Cic

B. WA IVIGHGHT &4 %

0.5 ’
/

standard error of effect size

1.04 7

) 1 1
effect size centred at comparison-specific pooled effect(y,, —p,,)

| C AR R |
IVIG : FRUEIVIGYT 1 s TNF : TNF-ad i FI7 125 s GLU - Bl i B 2%
J7 Uk 5 Cie: FREZRYT 12 5 Glu® s #h RO B B3R 7 1% s TNF™ : Ah ik
TNF-odil il 771
B8 ARTFHFEERILE- KR IERFE

kA SZ RBAE Y KB E , B E A~6 JA s kPR
BRI, 32 SR B K b2 LA 7K i o3 B | s
£ 3 i) 2 UL T A A R 3 B I R O U
AT R 8 JA™, WA RS A~ 8 JH KA CAA J2
EAEAE, AT AR Y7 R 24 R dehn . TVIGHHTH]
FCAA W R A NS T, R BUR & A i s stE
H TR 48 IVIG HEHTAE IR T 58 UG 24~48 h A B A BE
TERANRORYT I H AE KD 2 WIS 2~3 d A TR IR, B E
PR SO & 9% 10 do K, KD & 5 10~20 d 1555
%2 IVIGIAYT I LA 10 d NS AT B LIt ko
AR A (27% vs. 19%0) ™Y BRI GE E $E 0 1R TVIG
AT R R A E IR LSS A8 T

TEZED; 2023455 34 85 22



Wi B R R s Bt R 259, T KD Al 5
IVIG 3 [R] AR A 48 i/ & 2 (interleukin-2, 1L-2) \IL-6
IL-8 FIL-10 By ZK-F 0 b % AR TVIG HIR$T 1y f 4, b
B TR AT TVIG JC 1% 56 24 ] 1) S22 240 B R 4 E
-, W CDS8'T 4 jf™" it PR AEH] 4iy B B gl 37 B %of
KD LA 5 RAEHATIRAIRYT , AT 55 K PR Hisl /D
AR AR AL, ARG T, 4~8 JE CAA KA R 51,
IR B BT 297 e P AU s W0 4R TVIG i3 07 1 , LA
LT L W e B R TP IA AL O 56 — s N R R
R HEFRTTH , ERME R O R T I AR E IVIG YT 1Y
AR R AR, 25 T0g 14 L, {H SUCRA HE
FPHE7R A R B 2R T T B B R AN RSO R AE R
W, 5 H AT " BICH SHARE B 18 818, #1546 155 XL
B KD L, 72553 TVIG B rl i s R i .

PR 2 0] T a7 8 S Ca” A Ak T 40 A 3 B
KAWL BESAE ; BLAb , A Z A AT HELE TVIG Bz
IR AW R SRE T, ARWFSEH, W1IR TVIG #kbt
KA, UM RS ;4 ~8 A CAA R A% Tr
T, AR PR BT i 1 5 — B 5 HAh T P it e
ZR G 2F A RN AR, AR &
A RS 5 e

KD Z M LI % TNF-a KE B m, B S
CAA MR A B YIRS, 5 UL TNF-ac I 550 (Cande R
FIEBH0) AT R I TVIG HGHT KD UL AE 28 1K,
FO45 C RN A L ATVEYE TNF 324K T FTL-65, i s
B AREFFE R, 4~8 Ji CAA %&£ R J5 i, TNF-a il
il 7507 3 AN RO TNF-o 300 5007 325 W07 3034 4 T4
B SRR T I RO R R T MR TVIG ST & AR 5
1A, TNF-o #0451 377 1 A SUCRA HEF B AL T HR7E IVIG
JTUE AR WA ] LA 22 S RG24 3 S R R O R A
RITTH , LARNRCHE TNF-o 707 25 19 2% A2 KU A1

25 LT IR, WA B B 25 T B T R T i e >
KD 8L 4~8 Ji] CAA 1 R AE R, 45 T A2 1] I 0k
LG IVIG HEHT , 7N RS B A 1] TNF-o 300150 9 A
RN KA R BRI o AR EAEAE IR BRI Ry - (1)
IRAFEAR TR/ IS B B B AR A A8 5 T (1 i
FKAZ , AR B BA 7 5h: ; (2) BILFNE G2 Wibs
HEA AR (I ASCER BT A & 5 () S 5 RN T
TR s AN 8 52 35 , ] RE S0 45 SR P AR e, DR, A
GRS AT B 22 5 Bt i RCT 2P ik .
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