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Abstract

Cilostazol, a novel potent inhibitor of phosphodiesterase, increases coronary flow. The effects of cilosta-
zol on coronary flow velocity and coronary flow reserve were studied in 103 patients with coronary artery
disease who underwent coronary angiography. Cilostazol 200 mg/day was administered for 3 months (31
patients) or 6 months (37 patients), and coronary flow reserve were measured before and after the cilosta-
zol administration. Coronary flow reserve were measured twice at an interval of 6 months in the control
group (35 patients) . The Doppler guide wire was advanced into the coronary artery with no significant ves-
sel stenosis. After obtaining continuous baseline coronary flow velocity, an intracoronary infusion of
papaverine (10 mg) was performed to measure coronary flow reserve. There were no significant differences
in coronary flow velocity just before intracoronary papaverine infusion between the initial and follow-up
studies in any of the 3 groups. Coronary flow reserve increased significantly after cilostazol administration
in the 3 months and 6 months groups compared with before administration (3 months group: 2.8 + 0.8 vs
2.4+0.9, p<0.05; 6 months group: 2.8 = 1.0 vs 2.4 £ 0.7, p<0.01). However, there was no signifi-
cant difference in coronary flow reserve in the control group between follow-up and initial studies (2.7 £
0.8 vs 2.5+ 0.8, NS).

In conclusion, the long-term oral administration of cilostazol for 3 or 6 months improves coronary flow

reserve.
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Fig.1 Study protocol

Coronary angiography and coronary flow reserve were
measured at the indicated points in 3 months and 6
months groups and control subjects.

3M = group with administration of cilostazol for 3
months ; 6M = group with administration of cilostazol
for 6 months; Cont = control subjects without cilosta-
zol; CAG = coronary angiography ; CFR = coronary
flow reserve.
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Table 1 Patient characteristics

3M group 6M group Cont group p value
(n=31) (n=37) (n=35)

Age (yr) 6715 6515 6318 NS
Sex (male/female) 26/5 31/6 30/5 NS
Hypertension 10(32) 15(41) 13(37) NS
Diabetes mellitus 8(26) 10(27) 8(23) NS
Smoking 10(32) 8(22) 12(34) NS
Hyperlipidemia 7(23) 11(30) 12(34) NS
Target vessel

LAD/Cx/RCA 23/4/4 25/5/7 27/4/4 NS
Old myocardial infarction

LAD/Cx/RCA 2/1/1 1/0/2 3/0/0 NS
Drug

8 -blockers 5(16) 8(22) 6(17) NS

Ca-antagonists 15(48) 18(49) 15(43) NS

Nitrates 13(42) 10(27) 15(43) NS

ACE-inhibitors 10(32) 10(27) 13(37) NS

(') : %. Values are mean=+SD.

Target vessel for measuring coronary flow velocity.

LAD=Ieft anterior descending coronary artery ; Cx =left circumflex artery ; RCA=right coronary artery ; ACE=
angiotensin converting enzyme. Other abbreviations as in Fig. 1.

Table2 Hemodynamics

3M group 6M group Cont group p value
Before cilostazol administration
mBP (mmHg) 1004 98+6 96+6 NS
HR (beats/min) 68+12 6010 67411 NS
Follow-up study
mBP (mmHg) 967 9748 9247 NS
HR (beats/min) 70£12 6817 6710 NS

Values are mean=+SD.

mBP=mean blood pressure ; HR =heart rate. Other abbreviations as in Fig. 1.
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Table 3 Coronary flow velocity and flow reserve

3M group 6M group Cont group p value
Before cilostazol administration
APV (cm/sec) 17.3+12.2 19.1£8.9 19.2£10.5 NS
CFR 2.4+0.9 2.4%0.7 2.5+0.8 NS
Follow-up study
APV (cm/sec) 21.8%11.1 20.1+7.4 22.8+9.9 NS
CFR 2.8+0.8* 2.8+1.0** 2.710.8 NS
Values are mean+SD.
*p<0.05, *p<0.01 vs before cilostazol administration, respectively.
APV =baseline averaged peak velocity. Other abbreviations as in Fig. 1.
. 4 p<0.01 NS (p=0.062)
0.8vs2.7+0.8). APV r " .
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Fig. 2 Baseline averaged peak velocity and coronary
flow reserve
Before = before cilostazol administration. Other abbre-
viations as in Fig. 1, Table 3.
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