Relationship between the Myocardial Oxidative
Stress and Cardiac Sympathetic Hyperactivity
in Patients with Takotsubo Cardiomyopathy
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Table 1. Mayo Clinic D7z Z DIFBLLFHAER W UE

1. Transient hypokinesis, akinesis, or dyskinesis in the left ventricular mid
segments with or without apical involvement; regional wall-motion abnormalities
that extend beyond a single epicardial vascular distribution; and frequently, but not

always, a stressful trigger.

2. The absence of obstructive coronary disease or angiographic evidence of

acute plaque rupture.

3. New electrocardiogram abnormalities (ST-segment elevation and/or T-wave

inversion) or modest elevation in cardiac troponin.

4. The absence of pheochromocytoma and myocarditis.
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Table 3. 7= Z DIFALLEHIERE DO ABREZRENREDOEIS

medication TC (n=10)
B-blocker 9
ACEI/ARB 7
Ca*"blocker 2
diuretics 5
statine 5

ACEI, angiotensin-converting enzyme; ARB, angiotensin receptor blocker

Table 4. 72 Z DIFBLLARIERE & Rt piEEF R LHEEHOBEE RO LB

TC (n=10) AMI (n =10) P
Age (years) 72.5+6.6 65+ 104 0.129 ns
Sex (M/F) 0/10 8/2 0.000 <0.05
BMI (kg/m?) 22.1+54 222+33 0.821 ns
NYHA class 3.1+£0.32 3.3+£048 0.276 ns
HR (bpm) 96.3+18.3 79.6 £13.1 0.028 <0.05
SBP (mmHg) 138.6 =47.2 136.9 +28.9 0.880 ns
DBP (mmHg) 83.9+35.2 77.4+16.9 0.677 ns
LVDd (mm) 432+7.4 48.1+3.1 0.063 ns
LVEF (%) 446+79 422 +£82 0.789 ns
Peak CK (IU/L) 238.8+152.1 2898 + 2244 0.001 <0.05
Peak CK-MB (IU/L) 28.9+£20.8 250.4 £218.7 0.001 <0.05
Hb (g/dL) 132+1.2 13.6+2.2 0.597 ns
BS (mg/dL) 190.7 £93.3 152.4 +57.7 0.427 ns
TC (mg/dL) 193 £32.6 169.5+28.3 0.102 ns
Peak BNP (pg/mL) 443.2 £332.5 281.8 +277.8 0.112 ns
Cr (pg/mL) 0.65+0.29 0.80 +0.32 0.289 ns
Na (mmol/L) 138.6+2.9 1383+3.3 1.000 ns
K (mmol/L) 3.8+0.45 3.85+£0.52 0.879 ns
NE (pg/mL) 1500 + 800.7 728 +332.7 0.049 <0.05
Epinephrine(pg/mL) 158.1 £156.4 83.714 £126.1 0.105 ns
Dopamine (pg/mL) 42.3+36.7 24+12.7 0.450 ns
U-8-OHdG (ng/mg Cr)  61.0 +26.8 21.6+13.4 0.002 <0.05
HT 8/10 7/10 0.500 ns
DM 1/10 2/10 0.500 ns
DL 6/10 5/10 0.500 ns

Numerical data are expressed as mean + SD.

BMI, body mass index; NYHA, New York Heart Association; HR, heart rate; SBP,
systolic blood pressure; DBP, diastolic blood pressure; LVDd, left ventricular
end-diastolic dimension; LVEF, left ventricle ejection fraction; CK, creatinine kinase;
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Hb, hemoglobin; BS, blood sugar; TC, total cholesterol; BNP, brain natriuretic peptide;
Cr, creatinine; Na, sodium; K, potassium; NE, norepinephrine; U-8-OHdG, urinary
8-hydroxy-2’-deoxyguanosine; HT, hypertension; DM, diabetes mellitus; DL,
dyslipidemia; ns, not significant,

Catecholamines were measured by high performance liquid chromatography (SRL, Inc,
Tokyo, Japan); Normal range: NE 100-450 pg/mL, Epinephrine 0-100 pg/mL,
Dopamine 0-20 pg/mL.

Normal range of U-8-OHdG is under 10 ng/mg Cr adapted from reference No.6.
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