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ABSTRACT

Background and Objectives : Platelet-derived growth factor (PDGF) seems to be one of the most powerful
factors associated with the proliferative process that occurs after percutaneous transluminal coronary angioplasty
(PTCA), and leads to restenosis. Trapidil (Triazolopyrimidine), a potent inhibitor of PDGF, was shown to
decrease restenosis after experimental balloon angioplasty. The aim of this study was to assess the effects of
trapidil, on intimal hyperplasia, following coronary artery stenting, using volumetric intravascular ultrasound
(IVUS) analysis. Subjects and Methods : The patients were divided in 2 groups ; Group I (n=14, age=53+8,
male=11) received trapidil (600 mg) for 6 months, aspirin (200 mg) indefinitely and ticlopidine (250 mg) for 4
weeks, Group 2 (n=15, age=55+2, male=9) received aspirin (200mg) indefinitely and ticlopidine (500 mg) for 4
weeks, starting at least 3 days before the angioplasty. A serial IVUS study was performed post-stenting, with a 6
month follow up period. Both the stent (SA) and lumen areas (LA) were measured, and the stent (SV), lumen
(LV) and intimal hyperplasia volumes (IHV) were calculated using Simpson’s rule. Results : The reference
(RD), pre minimal luminal (MLD) and post minimal luminal diameters, as measured by quantitative coronary
angiographic analysis (QCA), were not different between the two groups. Using serial IVUS measurements, SV
and LV were not different between the two groups. Also, the THV was not different between the two groups (51.9
+26.1 and 61.3£25.3 mm’, respectively, p=NS). Conclusion : Trapidil failed to reduce intimal hyperplasia
following coronary stenting compared with the controls. (Korean Circulation J 2003;33 (8):680-686)
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Trapidil (triazolopyrimidine) & 4% %= A%
QIZF(Platelet derived growth factor : PDGF) & &3A]
1 EEEAQl A, MG (thromboxane Ay synt-
hetase) ¢ ¢AI9} PDGFel 23t Al S48 oAt
=247 2wA 9] o] Algo] vkl o
E A’E AP e A F g Ao A7ty
kY10 013t (rapidil®] AEIE A@Eo] &
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£ A7= ) F=2IHntravascular ultrasound :
IVUS)Z o]&3l WP O 2 trapidilo] ARIE A& F
A=) 71421 28 U= (neointimal hyperplasia)
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T #FYW XY AHY BEM(Quantitative coronary
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Ak Wwe] dolz) o] Hol: GAkS Fslo] 28l
E A A, —? )3 67 Foll 34 d 2%

< slo] FFH A Bl o]g3islal, AT
TFYUH A= %EEJM 47& 715 2% HICOR—
IRIS 2.0(Siemens, Germany) £ ©]g3lo] Z=x g3
W7 (reference diameter), #4d¥ W7 (minimal
luminal diameter : MLD), % Ze](lesion length),
HAE WA F&(percent diameter stenosis)< #-41

iy 229 HAAR= 0014914 F5 A4S e}
78] (30 MHZ, 3.2 F, monorail, Boston Scientific
Co.USA) & 481510 Alaisiaict. F1EE “‘?Moﬂ 0.2
mg? UERZMAS sz F9si3ia 7}

HEIE AHE ARIFHTE 10 mm o) A= 4
Q18te] $IXIA1Z1 3 motor—drive pullback system=

ol g3le] =9 0.5 mme £E= Hxds] wiHA] ¥
Z53 71719 dAE HY e BUHE Fok] 4
Agie}. YA BE S—VHS H|TQ glo] Lo 53}
R ol Akl A A4S ik
BFN o X3MEM(Quantitative 1VUS measure-
ment)

o =33k 7HAFe) A 242 Computer as-
sisted planimetry & ©]-&ato] =53k G 48130
tl g8 Wie] @3 (umen area) ¥ ~HEY
WA (stent area)= 1 mm {H 2 FH55 0 o]
24 S48 dHaAS Simpson’s ruleo] 2Jste] P
W4 44 (lumen volume) % AEIEL 82 (stent vol-
ume) = ARXSIATE Wk S 24 (intimal hyperpla-
sia volume) 2 ~HE L& o do 7t 8135
RO R AXFsIAT

SHA BN
RE =249 28 ik ¢ 9 F9 23 #Hzlg
AR F 7] vl paired t—test 2 chi—

square =2 Fisher's exact testZ o|-&3}o] vws}
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(57%), 61(40%) A HIsz8ATH(Table 1).
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A 69(43%), - 8 (57%), T+olx #H:st
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H o] moko] u}E American College of Cardiology/
American Heart Association(ACC/AHA)'Y 5-524F
[ oA A/Bro] 84(57%) By/C7} 6411(43%), T
oAl A/Bio] 941(60%) Byo/C7F 64(40%) ZA1 -2
sk atoli= AtH(Table 2).
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Table 1. Baseline clinical characteristics of the study
population

Group | Group Il
(n=14) (n=15)
Men (%) 11 (78 9 (60) NS
Age (years) 53+8 55+2 NS
Risk factors
Hypertension (%) 9 (64) 11(73) NS
Smoking (%) 8 (57) 6 (40) NS
DM (%) 32N 3 (20) NS
Hyperlipidemia (%) 2(14) 3 (20) NS
Past history
MI (%) 1(7) 1(6.6) NS
PTCA (%) 204 2(13) NS
CVA (%) 204 2(13) NS
Presentation
Stable angina (%) 8 (57) 8 (53) NS
Unstable angina (%) 6 (43) 7 (47) NS

DM : diabetes mellitus, MI : myocardial infarction,
PTCA : percutaneous transluminal coronary angio-
plasty, CVA : cerebrovascular accident
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1.4 mm*2x4 zo]7} %iMJﬁ 6/14F Iyvh) 22 1
AR T3 7.5+1.3 mm® I3l 7.3+1.5
mm’2A Zo]7} 91gie). TEet 67114 ol Alast Hvh)
Z3 Al E3 g GEEL [l 4.2+1.6
mm?, T4 4.0+1.9 mm*&4] 2o|7}F §igleh ~

B $A% [l 1374124 mm’, [l 146+
22 mm’2A4 zjol7} QIgiek =t 6719 F A Ut
€4 (lumen volume) & I o4 86+29 mm®, 11+
o] 86+24 mm’EA Aol7} Gl 6718 Foll =
ek 2~RlEY] gAoA d U 825 W uet 52
24 (intimal hyperplasia volume)< I 7oll4 52+26
mm’, T 61425 mm’ 24 7oA o] 2k

A uglow, F w7k EASA felie %i&’it‘r
(Table 5).
YT 9 6MY 2 3 2y
o T m Aol HRANE, B 52
o141%:(CABG) 59| 45 9191or, Ak Al%o] 2
| (13%)

LA A7 ol 161(7%), Tl 2
wg oLy EAI8ME ol QI (Table 6).

Table 4. Six month follow up quantitative angiogra-
phic results

glEY) 82 (stent volume)& T4 135+25 mm’, Group|  Groupll  p
O3l 143422 mm° 24 815191 6719 & ~8l  é6M Angiographic FU  9/14 (64%) 10/15 (66%) NS
RD (mm) 3.47+0.36 3.29+0.31 NS
Table 2. Baseline angiographic characteristics MLD (mm) 226+084 2.18+0.70 NS
Group | Group |l Restenosis (DS>50%)  2/9 (22%)  2/10 (20%) NS
=) =) Acute gain (mm) 233+0.46 2.18+0.33 NS
Target vessel Late loss (mm) 1124058 1214044 NS
LAD 6 (43%) 9 (60%) M @ month, FU : follow up, RD : reference diameter,
RCA 8 (57%) 6 (40%) MLD : minimal luminal diameter, DS : % diameter
Lesion type (ACC/AHA) stenosis
A/BI 8 (57%) 9 (60%) Table 5. Immediate post stenting and six month follow
B2/C 6 (43%) 6 (40%) up infravascular ultrasound results
LAD : left anterior descenqiqg orTery,.RCA : right cor- Group| Groupll p
onary artery. Type of stenosis is according to ACC/AHA -
(American College of Cardiology/American Heart As- Planar IVUS analysis
sociation) classification Minimal in-stent CSA (mm?2)
Table 3. Quantitafi g Fstonti Immediate stenting 74113 73%+1.4 NS
able 3. Quantitative pre- and post-stenting coronary
angiographic data 6 month follow up. . 7513 73£1.5 NS
Group|  Group I 6 TO””‘ fg'siw(Up ”;)'n'mc" 42+1.6 40+19 NS
o 015 Vol Umte‘n IVUS mn: i
RD (mm) 3.49+033 3284029 NS OIUTe :C | Or(‘o ys'j)
Length (mm) 121440 140+10.5 NS frsfentvolume tmm
Immediate stenting 135125 143£22 NS
MLD (mm)
. 6 month follow up 137+24 146+22 NS
pre-stenting 1.07£0.39 0.98£0.55 NS
6 month follow up lumen i .
Post-stenting 3.42+035 3.25+0.41 volume (mm?) 86129 86%24 NS
Max.inflation pres. (atm) 13.6+2.1  14.4+18 NS IH volume (mm3) 52+26 61£25 NS

RD : reference diameter, MLD : minimal luminal dia-
meter

IVUS : intravascular ultrasound, CSA : cross sectional
areaq, IH : intimal hyperplasia
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Table 6. Clinical events at six month follow up

Group | Group |l
Death 0 0
Q-wave Ml 0 0
Repeat PTCA 1 (7%) 2 (13%)
CABG 0 0

MI : myocardial infarction, PTCA : percutaneous tran-
sluminal coronary angioplasty, CABG : coronary artery
bypass graft
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sto] A”HIE Al & APES 4221 5 SS9l

W 3 Galassi 5'70] ATE AL tr aDldll

684

(400 mg/day) #} ticlopidine (500 mg/day) & AF&3F
o] ticlopidine (500 mg/day) ¥} aspirin (325 mg/day) WF
ARGEE el vlste] AFAES FAATIAE Tl
B AFME trapidil, aspirin®} ticlopidines AR&3sk
Tl aspirin?} ticlopidine= ARE-3F Tof] HIste] Ujuf
2 Al gt AP s FolA= Fakich
HZol= ~dEY AYP2(In—stent restenosis) 2|
T8 7141 A WAl o] ol iR
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ZAX oF| (antiproliferative drugs) S ARE-SF drug
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