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Objective: Previous studies have reported that fenofibrate therapy increased blood creatinine levels. We investigated the
effect of fenofibrate therapy on creatinine levels in patients with hypertension and hypertriglyceridemia.

Methods: This retrospective study included 36 hypertensive patients with hypertriglyceridemia taking fenofibrate for 1-3
years (Fenofibrate group) and 36 control patients with similar age, sex, follow-up duration, creatinine levels, and lipid
levels to those of fenofibrate therapy (Control group).

Results: Baseline parameters except lipid profiles were similar between the fenofibrate and control groups. Creatinine levels
increased in the fenofibrate group (from 0.90+0.18 mg/dL to 1.05+0.22 mg/dL, p<0.001) and did not change in the
control group (from 0.9120.12 mg/dL to 0.92+0.14 mg/dL, p=0.39). The elevation was more pronounced in the fenofibrate
group than in the control group (0.15%0.12 vs. 0.02+0.11 mg/dL, p<0.001). Changes in creatinine levels were only associated
with fenofibrate therapy (r=0.52, p<0.001) in the stepwise linear regression analysis.

Conclusion: Fenofibrate therapy for 1-3 years significantly increased creatinine levels in hypertensive patients with hyper-
triglyceridemia. This finding suggests that follow-up measurement of creatinine level is necessary with fenofibrate therapy.
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Table 1. Comparisons of baseline demographic and clinical characteristics between control and fenofibrate groups

Control Fenofibrate
(n=36) (n=36) P
Men/women 19/17 23/13 0.47
Age (years) 58.8+10.9 56.9+10.1 0.78
Body mass index (kg/mz) 26.4+3.06 25.5+2 64 0.20
Hypertension 100% 100% 1.00
Ischemic heart disease 14% 14% 1.00
Diabetes mellitus 19% 1% 0.51
Alcohol 33% 44% 0.47
Smoking 19% 25% 0.78
Medications
Aspirin 36% 28% 0.61
Ca™ blocker 56% 67% 0.47
Diuretics 47% 58% 0.48
Beta blocker 33% 56% 0.10
ACEl or ARB 58% 67% 0.63
Statin 22% 14% 0.54
Metformin 13% 8% 0.71
Sulfonylurea 1% 8% 1.00
Nitrate 1% 1% 1.00
Follow-up duration (years) 1.97+0.61 1.96+0.52 0.98
ACEI: angiotensin converting enzyme inhibitor, ARB: angiotensin receptor blocker
Table 2. Comparisons of baseline laboratory findings between control and fenofibrate groups
Fenofibrate (n=36) o)
Ceniteli==1o) Pre-Tx After 2M vs Pre-Tx vs After 2M
Creatinine (mg/dL) 0.91+0.12 0.90+0.18 0.76
BUN (mg/dL) 15.9+3.95 15.6+5.48 0.80
Cholesterol (mg/dL) 187+32.1 209+29.6 2014281 0.004 0.062
HDL-C (mg/dL) 46.719.81 40.1£7.14 48.249.76% 0.002 0.52
LDL-C** (mg/dL) 113+£32.0 98.0£24 9 117+£27.6% 0.051 0.61
Triglyceride (mg/dL) 150110 380185 196+105* <0.001 0.078
AST (IU/L) 24,849 95 27.1+£8.45 29.9+13.5 0.28 0.075
ALT (IU/L) 26.0£13.3 31.9114.0 31.6%£15.7 0.071 (ORN
Creatine kinase (IU/L) 112+58.7 100445 .2 97 5+57 5 0.35 0.30

BUN: blood urea nitrogen, HDL-C: high density lipoprotein cholesterol, LDL-C: low density lipoprotein cholesterol, AST: aspartate
aminotransferase, ALT: alanine aminotransferase, *: p<0.05 vs Pre-Tx, **: patients with TG <400 mg/dL

(p=0.051, Table 2). 5tX|2t fenofibrateE 270 72t F£0ist
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14.0% S7t6t BHHO||(p<0.001), CHRFES 2& 0] 0.91+
0.12 mg/dLOfiM 22 Z0j| 0.92+0.14 mg/dLE B3Pt QiQUCH

(0=0.79, Fig. 1). Creatinine s=2| ¥&t= Fenofibrate=0l|A{
0.15+0.12 mg/dL 37510 Ciz=2| 0.02+0.11 mg/dL St
Ct ROISHAH o Ol S7I5tACH<0.001).
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Fig. 1. Changes of creatinine levels in control (A) and fenofibrate groups (B)

Table 3. Comparisons of percent changes in renal functions and lipid profiles between control and fenofibrate groups

Control (n=36)

Fenofibrate (n=36)

*
Percent change D ** Percent change D ** .
Creatinine 2.13+12.0 0.39 17.8+14.0 <0.001 <0.001
BUN 2.20£27.3 0.79 16.5+34.1 0.15 0.062
Cholesterol 11714 4 0.95 -4.44+17.7 0.057 0.092
HDL-C 2.26118.4 0.88 18.4£19.2 <0.001 0.003
LDL-C#x* 7.67£32.9 0.59 36.4148.3 0.001 0.012
Triglyceride -3.28+50.9 0.080 -54.1+£23.0 <0.001 <0.001

BUN: blood urea nitrogen, HDL-C: high density lipoprotein cholesterol, LDL-C: low density lipoprotein cholesterol, *: control
versus fenofibrate groups, **: baseline versus follow-up, ***: in patients with TG <400 mg/dL
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