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(# ZE] HBY % ARRGETFHE TN IE( Kawasaki disease, KD ) BILEF W E R AL /EE G 9 (ma-
trix metalloproteinase-9, MMP-9) & 48 22 A 3K iy 2~ /&, % & B 47 ] %) 1 ( tissue inhibitor of metalloproteinase-1, TIMP-1)
FEW ST, oM IR LA (Tan IT A) 3¢ _E 3K 35 47 69 3 w0 vA BTN 94 95 F 285K 3 Bk 4R E ( coronary artery
lesion, CAL) #94% 345, F7ik #2010 4 A £2012 9 AL @ RFWBEE ZERAERE T 6N 4 5% E L
48 ] (L& R ARSI IRE 28 B, H TR SNIRARE 20 6], FEAL A Tan Il A An i HLis 55 A= HLog 77 20, B4 24
Bl (AR FIRARE 14 6], 7 ZAR SR E 10 #]) , 5t RARAILEAE A TR A, 5 5 K B BB o 5 R &
(ELISA) #7857 47 J& % )L e iF MMP-9 TIMP-1 E AL & ik T AL, 56 % &2 & PCR(qRT-PCR) &) 7% 77 71 & %)L
S1 ) A # A4 4w B ( peripheral blood mononuclear cells, PBMC) MMP-9  TIMP-1 mRNA & A K-F_ Z58 )% &)L
78 #5737 MMP-9 TIMP-1 mRNA A= %& & & X 4R EF st B0 B F 9 &, LA B KSR E 69 01 % 9% B )L o 75 MMP-
9 TIMP-1 ,MMP-9/TIMP-1 (tAE " 2 2 T LK Zh BRAR E (no coronary artery lesion, NCAL) )| % 5% #JL(P <0.05) ;
%955 ~7 XJG MMP-9 TIMP-1 mRNA #=& & &k 2 FBAK(P <0.05) , - Tan [l A Ao HLi& 77 L04F G 7 40
MMP-9 TIMP-1 mRNA Fe & & & ik FTHEHZ (P <0.05), B o, £H BRI KR E G N ¥% EI)LF, Tanll A Ao
HIL )G 5 FHE AR, I ik MMP-9 TIMP-1 4.9 B 4K (P <0.05) , &5 Tan Il A 7T vA— 2 A2 & 40 )|
4 % % F MMP-9  TIMP-1 mRNA Fo & & &k | A f s 38 e 8 SRR | 08 0 %55 I X AR SRR &
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[ ABSTRACT] Aim To explore the expression of matrixmetallop roteinase-9 (MMP-9) and tissue inhibitor of metal-
lop roteinase-1 (TIMP-1) in different treatment for patients with Kawasaki disease (KD) , and discuss the protective effect
of Tanshinone T A (TanIl A) on the coronary artery lesion (CAL) with KD. Methods Forty-eight Kawasaki pa-
tients including twenty-eight no coronary artery lesion (NCAL) and twenty CAL, and twenty-four healthy children as con-
trols were recruited into the study. The patients with Kawasaki disease were randomly divided into two groups: Tan Il A
treatment group and contrast treatment group (including fourteen NCAL and ten CAL patients in each group). The serum
MMP-9 and TIMP-1 levels were detected by ELISE. ~ The MMP-9 and TIMP-1 mRNA expression were detected by real-
time fluorescence quantification PCR (qRT-PCR) in the peripheral blood mononuclear cells (PBMC). Results Com-
pared with the normal group, the expression of MMP-9 and TIMP-1 were increased before treatment, and decreased after

treatment of five to seven days both at the mRNA and protien in the KD group (P <0.05). However, the KD patients
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whether treated, the above parameters of group CAL were significantly higher than the group of NCAL (P <0.05).

After

treatment of five to seven days, the mRNA and protien of MMP-9 and TIMP-1 in the group of Tan Il A treatment decreased

significantly compared with those in the group of contrast treatment (P <0.05) , and the similar results in the KD with CAL.

Conclusion Tan Il A might diminish the damage of immune vasculitis by decreasing the expression of MMP-9 and TIMP-1.
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Wl D) 1 e £ 6 ISR BBk 3, H v JCAH DG
18, PR, FRATT0 1 g B8 L RS2 1 AR 7 8 [ i o
FIFIZHANA JBI7 AT 1 FHZERIA XF )1 IR i
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1.2 BITAR

FHBTH — IR LB + MIEBT +
WAREH 2 o/ (kg - d) + 8 LAk 30 ~50
mg/(kg-d) , HF#HE2~3 K FEBHKEES ~5
mg/ (kg +d), FEFEIT1~3 MA, Tanll A
i H . RAAEAN BT Ea LA TanTA 1
mg/ (kg +d), ;T 5 ~7 K,Tan Il A % B 44 % 51 7
Wl Ll — AR AE 10 mg/ X,
1.3 MmEHEARESKN

i BRI BT RS ~T R, R %
Bk S mL TEHRTHRE, L4 4 mL HEH
BB ILE e, R A B B R % WA
AN 48 2 (peripheral blood mononuclear cells, PB-
MC) F F 52 B 7% % & & PCR(qRT-PCR) &, &
B 1 mL M & VL 3 ke/min, &8 15 min, 4 5 i1 i &
T -80°C k454 A, L ELISA 3| & fn % MMP-
9 TIMP-1 % ik K ¥, A% MMP9 TIMP-1 ELISA
A& W T £ B R&D A&, #1E B B ™ #% B R A
B R UL AT,
1.4 AR EEE PCR (gRT-PCR) #&il] MMP-9,
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A B R B A0 R S A% 40 B R L RNA 32 B
Fl & AR B E RNA, 3 4 iR 7| & 3 4 4 B cDNA,
FH#AT qRT-PCR ¥ 3, & F B 43¢ B A & B 1F
HAT, MMP-9 TIMP-1 3£ H 43 5| 4 4w T : MMP-9 ; L-
5'- TTG ACA GCG ACA AGA AGT GG-3',R-5'- GCC
ATT CAC GTC GTC CTT AT-3'; TIMP-1:L-5'- AAT
TCC GAC CTC GTC ATC AG-3',R-5'- TGC AGT TTT
CCA GCA ATG AG-3"; DL § % H H B-actin FATHF L,
PL2 2R R E W E A A KK E, B-actin EH
¥ B M H . L-5"-AGC GAG CATC CCC CAA AGT T-
3',R-5"-GGG CAC GAA GGC TCA TCA TT-3',
1.5 SitESH

it B4R 3 VAo =5 & 7, 5k F SPSS 15.0 2k #F
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HATHHE A, KRB E R 7 Z 244 LSD Bt
BRAIIHATON, U P<0.05 FZRADEME,

2 # R

2.1 KD BJILESEFENRBAILEMF MMPI,
TIMP-1 & MMP-9/TIMP-1 Eb{& bk &
WiZH 2B LA YT B IS MMP-9  TIMP-1 & MMP-

9/TIMP-1 LUAE WA & FHisy , 5 1F & 4 B2 L 28 L 2
ARG FE (P <0.05) ;16975 ~7 Kia, M4
1fiLE MMP-9 TIMP-1 % MMP-9/TIMP-1 H{H &
(P <0.05) , JCLA Tan [T A filH HLVAY ¥ 2 5 58 B
B, BIEAWE ZIEHKF-(P>0.05) HHE IARTT
ZH I35 MMP-9 TIMP-1 K MMP-9/TIMP-1 H it/ s
FIEH XA (P<0.05;% 1),

# 1. JIllF4% 2 )L I F MMP-9, TIMP-1 & MMP-9/TIMP-1 Lt {& b5
Table 1. The comparison of MMP-9, TIMP-1 and MMP-9/TIMP-1 in the serum of KD patient

o MMP-9 ( weg/L) TIMP-1 ( g/L) MMP-9/TIMP-1 H:H
TRITHT BTG TRYTHT W7 VRYTHT BIT IR
1EH T HRZH (24 f3]) 142.6 +34.37 117.3 £26. 63 1.12 0. 11
HHLIGYT 4L (24 1)) 693.6 £57.34"  278.3 +44.81% 309.6 £28.37°  194.7 +38.18* 2.15£0.32"  1.37 £0. 15
Tan A I RATTAL(24 6])  689.8 £56.62*  187.6 £56. 37" 312.3£19.85*  155.6+28.91"™ 2.09 £0.41*  1.16 +0. 12"

ah P<0.05,5FE# % RA b o P <0.05, 51RITATHE ;¢ S P <0. 05, 5H BIATT A K,

2.2 WIBYTAEBITHEIE MiE MMP9, TIMP-1 &
MMP-9/TIMP-1 Eb 1B Eb %R

JAYT R, M7 MMP-9 TIMP-1 ;2 MMP-9/TIMP-1
FAEAE Tan TT A JE KRIG 7 LR E BLIG T7 4100, 22
SHGIH B IEIT S ~7 Ka, 5% IR 4
e, Tan T A i BLG T 41 L3 MMP-9 | TIMP-1 K&
MMP-9/TIMP-1 HER W FEMR (P <0.05;% 1),
2.3 4MEIM PBMC 48 A8 MMP-9,TIMP-1 mRNA 3%
b7 A

BIFET, JCIeJE Tan IT A JNH HLIG T 4000 2 H
HLA T4, o LA E 1 PBMC 40 i MMP-9 | TIMP-
1 mRNA FiEH & T IEH XTI (P <0.05),

1RIT 5 ~7 K, 4B E MMP9 TIMP-1 mRNA
RS R (P <0.05), 5% B8 JT 41 MMP9 |
TIMP-1 mRNA Fik47m F1E# X4 (P <0.05),
1M Tan [T A JIE BLIGYT 242 5K KPRl i T 1E 5 X
W 2R G H24E (P >0.05) ; FHIRIT 4 22 18]
FEAE R YA ET, Tan [T A JH HLIAYT 4L R0 HLIA
S EHAMNE L PBMC 408 MMP-9 ' TIMP-1 mRNA {43
KRERTREME(P>0.05) (HEIF S5 ~7 Kg, 5
WHAIT ML, Tan 1T A JNE HLIG YT 4 MMP-9 |
TIMP-1 mRNA f) A BRI (P <0.05; % 2),
IR 2 5 il v ARSI Y 4 SR A — 3k,

* 2. JIllE% £ JLSMNE M PBMC ZA MMP-9  TIMP-1 mRNA RiA b8
Table 2. The comparison of MMP-9 and TIMP-1 mRNA expression in the PBMC of KD patient

MMP-9 TIMP-1
Al
VRIT T WIT R IRYT R WITIE
TEH X HRZH (24 1)) 1.0+0.17 1.0 +0. 13
HHRLVAYT L (24 1) 8.4 £2.27* 2.9+1.01*" 5.4 £2.61° 2.6 £0. 78"
Tan TTA N #RIEYTLH (24 B1) 8.4+2. 61" 1.6 £0.41"™ 5.3 +3.03" 1.4 £0.51"

a i P<0.05, 5IEH X IRA LE ;b A P <0. 05, 5IRIF AT ;¢ A P <0. 05, SHFLIAIF AL LA,

2.4 BEBRZMEKFRE)IIGREERILMDFT MMP9,

TIMP-1 & MMP-9/TIMP-1 Lt{&EL %k
TRITRIAINRYT G , A e IR Bl k4t 3 10 )11 U 9

JLIf¥E MMP-9 TIMP-1 .MMP-9/TIMP-1 A& 34 8] &

1o T IR Bl kA 35 )10 8L (P < 0. 05) 53R YT
i 109 8 L TC e A 8T8 AR 2 bk 3, IR 9T
ZH 4] L35 MMP-9  TIMP-1 &% MMP-9/TIMP-1 {2
RG2S L (P >0.05) ;3897 5 ~7 KJa 16k
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TER Bl A 3 ) 08 8 LR, Tan IUA 0 ALYG 7 40
ML MMP-9 TIMP-1 5 FLIA 7 20 A BT R AI%, 5 22
SIGEEE L (P >0.05) A ek 3h ki 3 )1 e

W UL, 5 BLIE T 4L B, Tan IT A JE BLIG YT
1M MMP-9 TIMP-1 B 5 B (P <0.05) , MMP-
9/TIMP-1 HAEZEALAEH R (P >0.05)

* 3. BXBRIIRE )R 2 ILMNF MMP-9, TIMP-1 & MMP-9/TIMP-1 bt {& b2
Table 3. The comparison of MMP-9, TIMP-1 and MMP-9/TIMP-1 in the serum of KD patient with CAL or NCAL

P MMP-9 ( weg/L) TIMP-1 ( g/L) MMP-9/TIMP-1 (&
IRYTTHT RITIE TRYTTHT RITIE TRITTHT BRI A
HRIRIT A
TeiE R ki 604. 1 +38. 58 203.7 +24.73 299.5 +19.72 162.5 +21.51 2.02+0.14  1.25+0.08
A bR Bl kA 783.2 £42.26°  352.8 +17.19° 319.8 +21.83*  226.7 £19. 86° 2.45£0.12*  1.51 £0.12°
Tan IL A I BIRITA
TeiE R ki 601.7 £35. 16 197.3 +22.32 292.8 +12. 15 144.5 +18.32 2.05+0.15  1.37 +0.11
A bR Bl kA 777.9 £44.47°  277.9 +21.61* 331.7 +15.41*  166. 6 +12. 05" 2.35+0.17° 1.67 £0.12°

a A P <0.05, 55 R BN K FLALILE ;b A P <0. 05, 55 MATT LA TR 3h okt 2 41 b i,

3 iF it

PEAERMFFE W, )1 ik 2 5 350k e v [ 58/
DL FRARAS O B A 1 SRR 22— IR 5
LA B 5 1 g etk B ik i, — ELR YT S S H 2
AN e R B ik, 7 R B LA i, R AR
AT IR RS R 1S IR R R B
A2 ( CAL) 20 W H TS S SR 0 G, PR, B
% )12 W 10855 I B2 s DA 1 J8036 7 B 1k 5
ARSI kA 455 568 )1 085 95 8 L 0% 3R 97 AR 0 o T
H AR DAk J5E 5 4 2 11l ( MMP) B HL 410+ 751
(TIMP) 78 )1 Ui 95 etk 20 k4t 3 & A= Ll ol 35 o
BEARHN Y A DI T 4 R B L 9 (MMP9) K
HPmI ) 1 (TIMP-1) e R EE ) MMP K& TIMP
Xof e R B0 ik a4 58 e 1 A 2k ik B — Rh S il 5t —
FERT, A ECM i y= A i), 254 MMP [, 5
PE R TIMP SGE 450615 MMP (935, LS di 43
E % AR B0 ik 1ML 4, — B33 o P-4 9l 4T 1, B AT
FOER B Bk B E S BFAE RN IR L
e HIRA IR LR 0 ko A2 1 F UL SR I il 7 MMP-
9 J MMP-9/ TIMP-1 HC{H W i 38 &, K 52 300 bsf 1 [ i
I TCEAR Bl kg A2 1l MMP-9 f& MMP-9/TIMP-1
LU AB AT B 28 05 5 KO- R SR s o s AR L R
BAPEII B T [ BT S T IR KCE, R
ANE I MMP-9 7K F K2 MMP-9/TIMP-1 . { 7] Jiz
DU U5 1078 5 2 1) P S R ) FE AT FRATT IR
FER I, )95 LIS MMP-9 \TIMP-1 & MMP-9/
TIMP-1 FCAE BH I 5 F 1E 5 % B2 L=, H A A1 1

PBMC 4fifffg 1 Ak mRNA 7K P45 DUE 52, I B A 5k
Bl bKA5E 0 )1 05 8 LIS MMP-9 | TIMP-1 , MMP-
9/TIMP-1 LCAEY W 5 w55 T TG 5 AR 20 Jok 4t 35 )11 085
BIL,

FH5 R R HEE AR SiA it
HCEMAEERAIVEAT, B RTE ) 72 FH 0006 145
FHIRAE . FHSERIA (TanllA) 23 EE S 25715
() BB 2 — RS rp o R R P
4% BLE) 2 0 TGO I L B3R YT . DF9E k&
PR, TanllA P02 Fh 25 B0E A0t i i 44
TR, WG I VR A A , B A I B, 490 i) 2 Bk ok A s £
I LUE SR P YU, Ml B i IR AH AL SR
FATS 0Tk RAETT RIS & B, TanTlA AT LABA S5 R AR
J 095 £ 2 IR A MR A IR TL-1 \IL-6 \TNF-« (3R
IR IR ARRE SN, FTAE R a7 e s %)l B FH 24
PATFSEFM] KD 23 f &0 J& i, T 94k B 40 it i 24
KBS H I AR, TR B A R T, 40 TL-1 106
TNF-o 55, 25 )1 Ui st R 30 ok () 463473, 46 1 240 e 1R
THRIE )RR A RS ER, W11 1.6,
TNF-o ] DL HE 1] 085 95 A8 5 I 450 P9 Bz 4 i 3% 36
MMP-9 , 1fif T4t & v Al LAl MMP-9 (1) 3% ik, ffi
MMP-9/ TIMP-1 HAEAR , JE 1500 )1 [ 5 2 stk
kM RER R 2

R, ZASBIFSEIA g TanllA 1E 9697 )1 IR Sk ) %l
B2, FCALHI B 74l 2 1 R 20 Wb Ak, w5 410
il MMP-9 TIMP-1 kG5, it ARG )1 U5 i
LI HAIIRYT W [FI I PESERITA 1597, A
S3HT T PESERIA X1 5 MMP-9 TIMP-1 ik
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(RIRZI 485 5 A B, v 40 e R LR #2252 3R 97 DA
Jii , T TEER /K EA S mRNA 7K3F  MMP-9  TIMP-1
FEA 0 A, MMP-9/TIMP-1 L (8 s B i R B, L
S U] MMP-9 TIMP-1 (3635 FiR{E 8 T
JUIREG 4 90 5 YR YT 20 8] e o, 550 BLR T 4l
AHEL , TanlIA Jil% HLIGYT 40 B FE AR T B A S 2
SRR A SR S Bk 08 FUL T 5 R
IRYT A L, Tan A h o BLIG 9T 40 007 MMP-9 |
TIMP-1 BH S REAIG, A5 UH , PESERIA 7T LA A
PIAPEREE (W] A0 MMP-9 \TIMP-1 ()3%35 , FH2:
TA HBEYT N R AT g 5 0 ) MMP-9 | TIMP-1 &3k
AKX,

ZE ERRR  ARBESE AR R MMP-9  TIMP-1 1) 53
FIRTEN Vs i K R B B MAEH . PSS
LA W] LAY R AR ER ER (67 )1 65 , o] 8 55 4 61
MMP-9 TIMP-1 ikH 5,
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