PRIVINRASFIETSINAIF a5 h
ERRIIBER -~ 5 — VI VICHES
DEEHERO LRICRIFTHE

Impact of Atorvastatin and Pravastatin on Creatine Kinase Elevation after Elective Percutaneous
Coronary Intervention
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Table 1 Patient characteristics.

Pravastatin  Atorvastatin  p

Patients, n 14 19

Age, years 66 + 11 58 + 11 0.051
Male gender 9 (64) 14 (74) 0.7
Unstable angina 1(7) 1(5) 1.0
Multivessel disease 4 (29) 8 (42) 0.5
Prior MI 5 (36) 12 (63) 0.2
Prior CAGB 1(7) 1(5) 1.0
Prior PCI 10 (71) 0 (53) 0.3
Hypertension 11 (79) 7 (89) 0.6
Diabetes mellitus 4 (29) 1 (58) 0.2
Smoking 7 (50) 9 (47) 1.0
Total cholesterol, mg/dl 199 = 39 197 £ 51 0.9
LDL-cholesterol, mg/dI 122 =38 126 £53 0.8
HDL-cholesterol, mg/dl 505 44+10  0.0583
Triglyceride, mg/dl 144 =68 148+66 0.9

Values are n (%) or mean = SD. Ml indicates myocardial infarction.
CABG: coronary artery bypass graft, PCl: percutaneous coronary inter-
vention, LDL: low-density lipoprotein, HDL: high-density lipoprotein.
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Table 2 Pre-procedural medicine.

Pravastatin Atorvastatin

(n=14) (n=19)
ACEI or ARB 6 (43) 16 (84) 0.02
B-blocker 4 (29) 4 (21) 0.7
Calcium-antagonist 7 (50) 11 (58) 0.7
Aspirin 13 (93) 19 (100) 0.4
Ticlopidine 4 (29) 12 (63) 0.08
Cilostazol 2 (14) 0(0) 0.2
Warfarin 0(0) 3 (16) 0.2

Values are n (%) or mean = SD. ACEI indicates angiotensin converting en-
zyme inhibitor.
ARB: angiotensin receptor blocker.

Table 4 Quantitative coronary angiography.

Pravastatin (n = 14)

Pre-procedural

Reference vessel diameter (mm) 24+0.6

Minimal lumen diameter (mm) 0.7+0.3

Diameter stenosis (%) 69 =13

Lesion length (mm) 9.2+438
Post-procedural

Minimal lumen diameter (mm) 22+04

Diameter stenosis (%) 20+ 6
Balloon-to-artery ratio 1.4+0.2

Values are mean £ SD.
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Table 3 Lesion and procedural characteristics.

Pravastatin  Atorvastatin

(n=14) (n=19)
Target vessel 7/3/4 6/3/10 0.4
(LAD/LCX/RCA)
In-stent restenosis 4 (29) 4 (21) 0.7
Stent implantation 11 (79) 16 (84) 1.0
Maximum balloon diameter 3.3x04 3.3+0.5 0.7
(mm)
Maximum stent diameter 3.1+04 34+04 0.7
(mm)
No. of stents, n 0.9+0.5 1.4£0.9 0.06
Total stent length (mm) 16 = 11 26+ 19 0.09

Values are n (%) or mean + SD. LAD indicates left anterior descending ar-
tery.
LCX: left circumflex artery, RCA: right coronary artery.

Atorvastatin (n = 19) p

2.6+0.6 0.4
0.9+0.5 0.3
65+ 19 0.5
12.4+9.8 0.3
2407 0.3
21+13 0.8
1.3+0.3 0.5
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Table 5 Complications.

Pravastatin  Atorvastatin

(n=14) (n=19)
Dissection 3 (21) 5 (26) 1.0
Perforation 0(0) 0 (0) —
Transient slow-flow 0(0) 0 (0) —
Occlusion of side branches 2 (14) 2 (11) 1.0
Elevation of post-procedural 6 (43) 2 (11) 0.047

CK-MB

CK-MB indicates creatine kinase MB, elevation of post-procedural CK-MB
was defined as elevation above the upper normal limit (20 1U/£).
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Fig. 1 Post-procedural CK-MB value.

Post-procedural CK-MB value, which reflects myocardial
injury, was significantly lower in the atorvastatin group than
the pravastatin group. Black dotted line indicates the upper
normal limit (20 1U/£).
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Fig. 2 Post-procedural troponin T value.

Post-procedural troponin T value was also significantly lower
in the atorvastatin group than the pravastatin group. Black
dotted line indicates the upper normal limit (0.10 ng/ml)
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