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Because baseline low-density lipoprotein (LDL) choles-

terol was too high to achieve a level less than 100 mg/dl

using low-potency statins, we used high-potency statins

including atorvastatin, rosuvastatin, or pitavastatin for

lipid-lowering therapy. Consequently, LDL cholesterol less

than 100 mg/dl was achieved in 65 % of the patients.

These high-potency statins are often called ‘‘strong statins’’

in the clinical setting [1, 2]. Because we used only high-

potency statins in our study, the manuscript was entitled

effects of lipid lowering therapy with ‘‘strong statin’’ on

polyunsaturated fatty acid acids (PUFAs). I do not argue

that only strong statins have the effects reducing n-3 PU-

FAs in proportion to the decrease in the LDL cholesterol. I

agree with your suggestion that a higher dose of low-

potency statins may have the same effects. However, a

previous study by Nakamura et al. [3] showed that low-

potency statins (pravastatin and simvastatin) decreased

LDL cholesterol from 159 to 117 mg/dl, and increased

arachidonic acid (AA) with no significant effects on eico-

sapentaenoic acid (EPA) and docosahexaenoic acid

(DHA). On the other hand, we demonstrated that high-

potency statins decreased LDL cholesterol from 131 to

89 mg/dl, and decreased EPA and DHA with no significant

effect on AA. There was an inconsistency of the results

between the previous study using low-potency statins and

our study using high-potency statins. Further studies are

necessary to clarify whether the inconsistency results from

the extent of LDL cholesterol lowering or the potency of

statins.

There was no wash out phase before the change from a

low-potency statin to a high-potency statin. The presence

of a wash out phase is helpful to clarify the effects of strong

statins on PUFAs. However, it is not ethical in patients

with coronary artery disease. This was why we did not

make a wash out phase in our study.

Statins cause stabilization and regression of plaque, as

well as inhibiting adverse cardiovascular events through

only LDL cholesterol lowering but also several pleiotropic

effects. Statins are established drugs that should be pre-

scribed in all patients with coronary artery disease

regardless of LDL cholesterol level. The serious problem is

the recurrence of adverse cardiovascular events in patients

receiving statin therapy. I think that additional treatment

with n-3 PUFAs may be a promising strategy especially in

patients with a high risk of coronary artery disease.
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