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[ABSTRACT] Am To mvestigate the effect of diallyl trisulfide ( DT) -coated coronary stents on expression ofmet
alloprotenase-2 (MM P-2) and tissue mhbitor ofm atrix m etalloprotenase-2 (T M P-2) i canine model of restenosis

M ethods DT-coated stents ( 210 Pg/stent) were deployed with m ild oversizing in the left circum flex coronary arteries
(LCX) or the left anterior descending coronary arteries (LAD) of 14 canimes  The mplantation of protein-coated stents
were used as control H istopathologic exan mation w as perfom ed 28th days after stents mplantation  Total RNA was 1
solated from the arterialwall at different tme (5h 1d 7 d 14 d and 28 d) after stents mplantation ~ RT-PCR m ethod
was adopted for detection of MM P-2 and T M P-2 genes expression Results Neointmal hyperplasia and the restenosis
rate were less in DT-coated stents than those in control group (P < Q 01). MMP-2 was constitutively expressed i unin-
jured coronary arteries and its activity did not ncrease until 7 days and rem ained elevated up to 28 days after the m planta-
tion of protein-coated stents MM P-2 genes expression in DT group was reduced at 5 h 1 d 14 d and 28 d cam pared
w ith that in control groups (P < Q 01).  The expression of T M P-2 genes was not significantly differentat5h 1d and 14
d after the mplantation of DT-coated stents and protem-coated stents At7 d and 28 d, TMP-2 genes expression n-
creased m DT group canpared with that in control groups (P < Q 05). Conclusion DT-coated coronary stents can
decrease the expression of MM P-2 and enhance the expression of TMP-2 i the canine LAD or LCX after iplantation

which could therefore contrbute to decreasing the effects of its neointinal hyperplasia
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4 & £ E Roche 2 7o
L 41 PCR3l4p89i%t JK Genebank % B A B
MMP-2F1 TMP-2#) DNA F 7| (£ H 5 4 5 A4:
AF177217F2 AF188489), A VectoNTI 8 0% #
175 #r ik i, B B 1% it — % GAPDH (¥ H 5 4:
ABO038240) 5| #1E A A 5B 51 % F 5|40 T: MMP-
2 L35 #1: 5°- TGA GAA GGA TGG CAA ATA
CGG-3’, MM P2 T # 5| #1: 5’ - GTG TCA CTG TCC
GCC AAA TG-3’; TMP-2 £ 51 4: 5 - GAG ATC
AAG CAG ATA AAG ATG-3’, TMP-2 T#5|45: 5" -
CTA AAC TCT TGG AGG CTT TTC-3’; GAPDH L i
2| #7: 5" - GCA AAT TCC ACG GCA CAG T-3°, GAP-
DH T3# 5| #7: 5° - CCA TTT GAT GTT GGC GGG-3’
Bl#d £ TN E A K, PAGE 4 ft. MMP-2,
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(kL H 1)

F 1 BRALFEBRHH (x ts n=4)
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A1 287K, MM P-2 (1) 2k (A 2 34 1 B B 5y T 1F & %)
o SR IRAA L, DT A EEAS A B 55
(5h 1R, 14K 28d) & 3 0 ) 5100k 50 ik B
MM P-2 mRNA fJ&IE (8 2 & 2).
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TMP2JRIEFEW LR HNR ER LR EMNE (K 3
K 3).
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RIEFIEIES 28 K. BATE K I, 75 1E % 3h ik o i
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MM P-2 /T M P-2 HUAE & 2 Tt /= 42 7~ 3 koo A5 i 40 B
B AR e M, A AT REAE R S st R 3 Bk 5 6 AiE 9
1 7 5 AR P A AT AR AR 2 —

K R B8 00 1) AL (] P R R 0 A ) % B, 41D
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RSB EE Y MM P-2 mRNA ()i, & W, DT #4
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A RER TR, £ DTEM L ZEENG 24 h
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ZE LTI, SCBEAR G M 45 5] 1 MM P [
WKL, T T VMC [T B b 20 1 36 A 4%
A ——4H A 35 R R R A3 ) B AR, N FR B T
VMCH) B2 ", DT R4 3 ik 20 28 MM P2 % ik
IFRE, 380 TMP-2 3Rk, TM P-2 it i
MM P-2 f) B fg 3 1, BHL IR T 3 B B8 S 2, AT
BHAM VM C HI3T 8, 4001 B0 2% i 18 T R i 1 7
BeAE. Rk, DT X MM P-2 3 [R] 22 12 f 400 1) {2 3t
T M P-2 {214 1] 6 & L] P B3 28 AL 2 —
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