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‘ Predonisolone 60 mg/day
l Pemafibrate 0.2 mg/day
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The ranges of reference values for TG and LDL-C are as follows.
TG; Fasting: less than 150 mg/dL, non-fasting: less than 175 mg/dL
LDL-C; Less than 120 mg/dL

Figure 1 Clinical course of a patient with Guillain-Barré syndrome
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The ranges of reference values for TG and LDL-C are as follows.
TG; Fasting: less than 150 mg/dL, non-fasting: less than 175 mg/dL
LDL-C; Less than 120 mg/dL

Figure 2 Clinical course of a patient with Sjogren’s syndrome
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Treatment for Hyperlipidemia
During Steroid Administration

Yasuhiro MAEDA

Maeda Clinic

Abstract

It has been known that administration of steroid for long periods induce hyperlipidemia resulting in
onset of arteriosclerosis. The problem is exacerbated by the fact that when indicated, steroid therapy
must be continued regardless of the presence of hyperlipidemia.

Pemafibrate is a selective PPAR @ modulator (SPPARM @) approved in Japan for the treatment of
hypertriglyceridemia and has a conformationally promoted affinity for the PPAR a ligand-binding
pocket and improved PPAR «a selectivity. Since steroids have specific pharmacological characteristics,
such as strong anti-inflammatory and immunosuppressive actions, they are often used for the
treatment of collagen disease, nephrotic syndrome, leukemia, etc. In many cases, steroid
administration is essential for patients and there are no other effective treatment alternatives.
However, as the number of patients being administered steroids for long periods increases,
hyperlipidemia has become a problem due to future onset of arteriosclerosis, which is not a problem in
patients who have steroids for a short term. In this paper, we report the treatment of patients with
steroid-induced hyperlipidemia, focusing on cases, with a review of the literature.
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