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Clinical Effect of Cilostazol in Diabetic Patients with Peripheral Vaseular Disease

Hee Jin Kim - Yeon-Ah Sung - Nan Ho Kyung

Department of Internal Medicine, College of Medicine, Ewha Womans University

Objectives : Diabetic peripheral neuropathies are one of the most frequent complications of
diabetes, and multiple metabolic and vascular disturbances are involved in the pathogenetic
mechanisms of diabetic neuropathies.

Methods : Thirty patients with diabetic neuropathies from ischemic peripheral vascular
disecase were received cilostazol, an antithrombotic and vasodilating drug, 200mg a day in two
divided doses for eight weeks at the Ewha Womans University Hospital. We analysed the eff-
ects between before and after treatment with cilostazol.

Results :

1) Total 30 patients were studied : 21 patients were female and 9 patients were male. Their
mean age was 60.2 == 9.9 years, and mean duration of diabetes was 8.0 &+ 4.9 years. As comp-
lications, 47% of them had retinopathy and 30% of them nephropathy.

2) No significant difference was found in physical findings, metabolic control states, CBC,
blood chemistry and lipid levels before and after cilostazol treatment.

3) The score of resting pain and numbness were significantly decreased, and cold sensation
and claudication were decreased after cilostazol treatment.

4) The score of arteral pulsation and Doppler wave was decrcased, and the ankle pressure
index was increased from 1.04 £ 0.07 to 1.08 + 0.13 after cilostazol treatment, but there was
no statistical significance.

5) Adverse effects were noted in 20% of cilostazol treated patients, 3 cases of headache, 2
facial flush and palpitation and 1 rash and urticaria, respectively.

6) The assessment of overall improvement of the disease, including “markedly improved”,
“improved” and “slightly improved” amounted to 63%. The assessment of overall safety of the
drug, including “safe” and “almost safe” amounted to 80%. The assessment of overall utilility
of the drug, including “very useful”, “useful” and “slightly useful” amounted to 63%.
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Conclusion : Cilostazol was useful in the treatment of diabetic patients with peripheral
vascular disease accompanied by ischemic symptoms to improve subjective symptoms and blood

flow.
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Fig. 1. Grade of doppler wave.

Table 2. General evaluation of patients after cilostazol administration for 8 weeks

Grade AARE MEAAE f£o5
1 A A et 8 48
2 | A9 A 4
3 33t A AR o] 318 47t 78
4 2q JAA e B3 =%
5 ot T
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Table 3. Characteristics of patients

Number of cases(M/F) 30(9/21)
Age(Mean+£SD, yrs) 60.2 = 9.9
Duration of Diabetes(Mean + SD, yrs) 80+ 49
Complications
Retinopathy 14(47%)
Nephropathy 9(30%)
Treatment
Insulin 11(33%)
Oral Agent 19(63%)
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Table 4. Physical examination and metabolic control
status of patients before and after 8 weeks
treatment with cilostazol

0 week 8week p-value
SBP(mmHg) 132 +18 135 £ 16 0.5
DBP(mmHg) 82 £ 10 84+ 7 0.4
FBS(mg/d!) 171 £57 171 + 54 10
HbA1c(%) 6.6 =14 62+ 1.1 0.23

Values are the Means=£SD.
FBS : fasting blood sugar

SBP : systolic blood pressure
DBP : diastolic blood pressure

Table 5. Laboratory findings of patients before and after 8 weeks treatment with cilostazol

0 Week

8 Week p-value
WBC(/mm®) 7287 £ 2026 7487 + 1691 0.69
RBC(x 10%mm?) 432 +0.42 4.44 £ 0.47 0.35
Hb(g/dh) 129+14 13314 0.29
Hct(%) 384 £ 40 394+ 42 0.39
Platelet(x 10%/mm?®) 263 + 71 270 + 66 0.7
Total Protein(g/dl) 75 +05 75 +04 0.8
Total Bilirubin(mg/di) 0.6 +04 0.5%£03 0.3
Alkaline Phosphtase(KAU/L) 81 + 36 68 + 23 0.1
ASTUU/L) 27 £ 17 28 + 22 0.8
ALT(IU/L) 23 £ 11 23+ 16 0.9
BUN(mg/dl) 13 4 19 4 0.1
Creatinine(mg/dl) 09 +0.2 1.0+ 0.2 0.4
Total Cholesterol(mg/dl) 209 + 33 204 + 35 0.6
HDL-Cholesterol(mg/dl) 53 + 11 57 £ 15 0.4
Triglyceride(mg/dl) 182 £ 129 173 £ 158 0.8

Values are the Mean £ SD.
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Fig. 2. Changes in scoring system of patients' symptoms be-
fore and after cilostazol administration for 8 weeks.

Table 6. Changes of symptoms and blood flow after
cilostazo! administration for 8 weeks

0 Week 8 Week  p-value
Resting pain 157 +082 1.20x080 0.03
Numbness 170+ 065 120070 0.01
Cold sensation 0.63 £ 076 050+070 0.22
Claudication 047 £073 030£070 0.7
Palpitation 1.08 £0.78 0.67 £064 0.06
Doppler wave 1.25£0.74 0.63+ 065 0.08

API 1.04 + 0.07

Values are the Mean + SD.
API : Ankle Pressure Index

1.08 £ 0.13 0.11
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Fig. 3. Changes in blood flow before and after cilostazot
administration for 8 weeks.
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