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HLBFE n 29 HRFEADE n (%) 21 (72)
Rl (55 /40 n 12/17 Av2) v n (%) 5 (24)
Fin O 68.1+10.4 DPP-4 BHERE n (%) 19 (90)
BMI (kg/m?®) 26.7+5.2 GLP-1 #ZHMMEHEE n (%) 2 (10)
XY 74 75— N5 HE () 126.1 +75.6 SU# n (%) 8 (38)
25 F 00 n (%) 10 (34) 7= F3 n (%) 2 (10)
74 75— 60 n (%) 0 (0 E77 A4 RE n (%) 16 (76)
Mean = SD, DPP-4: dipeptidyl peptidase-4, Ear / Uk n (%) 2 (10)
GLP-1: glucagon-like peptide 1, a- 73y —CHEEE n (%) 7 (33)
SGLT2: sodium-glucose cotransporter 2 SGLT2 BHESE n (%) 9 (43)
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x2 MiEKRE 7HREAOHER

HH e 5-Hi F 5% p fH*
TG (mg/dL) 251.2 +154.9 140.1 + 68.5 <0.001
HDL-C (mg/dL) 48.5 +12.0 55.9 +13.2 <0.001
TC (mg/dL) 207.3 £40.7 195.4 = 28.5 <0.05
LDL-C (mg/dL) 113.5+32.4 108.6 + 22.9 0.4
nonHDL-C (mg/dL) 158.8 = 35.5 140.6 = 30.1 <0.001
TRL-C (mg/dL) 45.3+17.1 31.0 +13.0 <0.001
RLP-C (mg/dL) 10.4 +6.8 54+34 <0.001
7HRA T (mg/dL) 150.5 + 24.0 164.7 + 25.6 <0.001
7HRAI (mg/dL) 30.2+4.8 42.2 + 6.0 <0.001
7 B (mg/dL) 105.1 +22.7 93.6 + 18.4 <0.01
7R CIH (mg/dL) 7.6+3.2 6.2+1.9 <0.001
7A CII (mg/dL) 14.4 £4.7 10.3+2.6 <0.001
7HRE (mg/dL) 5.0+1.3 4.4+0.9 <0.01

n=29, Mean+SD, TC: faa L x5 o —)l, TRL-C: TG V) v ¥ V) AK&EH, TC »5 HDL-C X
LDL-C #2 L5|W/=fi, RLP-C: L AF ¥ MEVREH L ZT0—)b,

LDL-C IZEEEHEE I TRIE U 7=,

“HDL-C, TC, LDL-C, nonHDL-C lZX)&D & 5 t BREIZTHRE Lz, TN L DIEH 13 Wilcoxon

DFFFAMERLARE I THRUE L 7z,

A %
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PE12 61 (41%), 4F#% 68.1 = 10.4 3%, body mass
index (BMI) 26.7 = 5.2 kg/m?*, X~¥7 1+ 7J—h
DOEGHIMNE 1261 £ 756 HIZ 570 XY F U %
DFR LT SERID 10 B (34%), miia#EIE &L L
TT7 47 T7— FRBEEWF U TOEFII W 2h >
Too BERIRIZ 2161 (72%) &0l THD, (v
Z ) 2 X A IMFEE T O T IAEFIDY 5 f
(24%) 12 -7

2. sd LDL-C ~DFE&

NY7475—102mg/ H% 126.1 £ 75.6 H
il 5 U 7245 %, sd LDL-C 1 52.4 + 18.1 mg/dL
NH361+152mg/dLICABICEKTLAE (p<
0.001, 1),
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) 13048 £0.17 05 0.33 £ 0.10 IZHEICIK T
L7z (p<0.001, B2,

3. MERRE, 7HREADE(L
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dL ¥ CTHBEIZK F L7 (p <0.001), HDL-C i
48.5 + 12.0 mg/dL 7*5 55.9 + 13.2 mg/dL £ TH

Bzl p<000), oL 27 u—)
(TC) 1% 207.3 £ 40.7 mg/dL 2 & 195.4 + 28.5
mg/dL IZHEIZIE F L (p <0.05), LDL-C (&
Wl E ) 131135 + 32.4 mg/dL 2 & 108.6 +
22.9 mg/dL T, HRERZALZRD IeH > 7= non
HDL-C & 158.8 = 35.5 mg/dL 2 5 140.6 + 30.1
mg/dL ICHEEICIK F LA (p <0.001), TG Y v F
DAREHaL 27 a0—)b (TRL-C) 1345.3 +17.1
mg/dL 2* 5 31.0 = 13.0 mg/dL IZ A B2 T L 7=
(p<0.001), VAFrY MEYVREHAIV AT O—
)V (RLP-C) 1% 10.4 = 6.8 mg/dL 7» 5 5.4 + 3.4
mg/dL IZ B BEICE F Lz (p <0.00), 7HREHA
W, TARATL, AOUXEREICHEN 7KB 7K
Cl, Cll, 7TREMNHEIZIKTF L,
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ALz R A ITRT, BRI OV T, HbAle A
6.9+ 0.6%0°5 6.8 = 0.4% & HAE LB ERD I
Mo T, BFHERE X ALT 23 28.8 £ 18.4 U/L 20 H
21.1 £12.1U/L 2, 7-GTP »132.6 = 24.4 U/L 7
519.1 =79 U/LIZ, ZNENEREICHD L7z (p
<0.01, p<0.00D), BHHEREIZODNTIE IMiF7
L7 F = (Cr) »0.83 = 0.23 mg/dL »* 5 0.83
+0.22 mg/dL, #EFEARIKMAEMEEE (eGFR) 2 63.5
+ 17.2ml/ % /1.73m* 7» 5 63.1 = 16.4 ml/ % /
1.73m* CHE LB ZRD Ieh - 72,
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~iZ & % RLP-C 4 & O non HDL-C #%/ {F Fl A% sd
LDL-CEFIZHEG LI DEEZ BN D,
WEDOLNONOZEIERERIMIZ B T 5 HE T,
N T 47 F—MZLBsd LDL-C Zfb&EIX TG £
L& &EHEICHEIL T Y non HDL-C & IXMHEIN
RDHHENTEHT?, SHOKREEITRELERT
H-Tze TGEIZEFEOHNERLREBRRHIC X > TK
X< EH T 52, non HDL-C {HIZ RED Y B % 5%
Fic< Wz Ermentnsg, Zokn4RloIEZE
JERFERIMIC & AT S 1T R DRI - &%
ZBN5, F/onon HDL-CiZL o+ v M) REHA
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HH HIBEHREL p fié
A4TG 0.27 0.2
A HDL-C —0.06 0.7
4TC 0.44 <0.05
ALDL-C 0.34 0.07
4 nonHDL-C 0.51 <0.01
A TRL-C 0.25 0.2
A RLP-C 0.53 <0.01
ATHRAL 0.13 0.5
ATHRAT —0.06 0.7
AT KB 0.52 <0.01
AT7ARCI 0.01 0.9
A7 AR CIM 0.30 0.1
ATHKRE 0.16 0.4

n=29, Spearman DJENLAHBIFREL
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4 HbAlc, NTHERE, EMAEBRAE\ DY E

HH #5411 L% p fH
HbAlc (%) 6.9+0.6 6.8+0.4 0.7
AST (U/L) 26.2 +12.0 26.2+11.1 0.9
ALT (U/L) 28.8 +18.4 21.1+12.1 <0.01
7-GTP (U/L) 32.6+24.4 19.1+7.9 <0.001
Cr (mg/dL) 0.83 +0.23 0.83 +0.22 0.7
eGFR (mL/ %> /1.73m%) 63.5£17.2 63.1 £ 16.4 0.7

I EOBRELERED ) REAZ TN TCELT
¥, LDL-C &V & BhIREE b2 B D FEHE T HIfE Y
BENTWBHEEWSIEBEZTNH B, T HITsd
LDL-C b RFDHELZIFIZS WIZ EAHMEIN
TWbZEnBY, 4lEl, XY 74 7Z— O non
HDL-C A Ef A% sd LDL-C{E FIC& 5 Li-Z &
&, X7 4 75— MIXDEIREE LD T HIFEEEA
DB IIFZEERHRMIZ & - CHEHEATRETH 5 =
EHERBLTWDEEEZ BN,

sd LDL-C 13 LDL-C & X< A#HEET 2 Z 016
TWaY, SEOKRFTHXY 7+ 75— MEGHT
% & H1Z sd LDL-C & LDL-C IZHBI L T2 (K
3), FGHENCHERL CTHRERITAEUERS T &
- TCHEY, F—DLDL-CETH > CHHKGHD
JiH%sd LDL-C fEAME(E & 725 Z EAVREN Tz, T
A, BRBE(LZ TR - aRET H7IC, FTETH
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B, KR XV ERKP 2 sd LDL-C & HIZ 5
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sd LDL-C #4252 ENXAREE £ 2 BN D,
AWFIEERY T 4 7T — b a5 UIEF DA%
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(RCT) DX eI 5D I < BT e\ L
7o s THEBEOSREZ fEfT L CHE TG IMEED
HENMEONILD S THEGIC N~ 7 + 7T — b
ELTWAb00, RicR~7 1 75— M akk5X
Neh - 15612 & B FEREECHE B EE DOkt 12
X 5 T TG IAE DK FEN 4 B Nz W et % 58412
BETHZEITTE W, o, B 126.1
+75.6 H&H<, sd LDL-C O#IE D HH itk D 2
mOATHY, X747 F7—hMZXK->7Tsd
LDL-CONEMICZE L TR N T 52 0MEATH 5,

n =29, Mean * SD, Wilcoxon OSBRI E
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Abstract

Aim: Small dense low-density lipoprotein (LDL)-cholesterol (sd LDL-C) has emerged as an
independent marker for the risk of cardiovascular disease. Although we have reported that
pemafibrate reduces fasting sd LDL-C in patients with diabetic dyslipidemia,it has not been reported
the effect of pemafibrate on the non-fasting sd LDL-C. This study aimed to evaluate the effect of
pemafibrate on the non-fasting sd LDL-C in patients with dyslipidemia.

Methods: The present study evaluated 29 patients with dyslipidemia (mean age,68.1 & 10.4 years;
mean BMI,26.7 =5.2 kg/m®). They were administered pemafibrate (0.2mg/day). The non-fasting
plasma lipid levels,including those of sd LDL-C,and adverse effects were compared before and after

pemafibrate therapy.

Results: Pemafibrate reduced the plasma triglyceride (TG) levels (251.2 & 154.9 vs. 140.1 £ 68.5 mg/
dL,p <0.001) and increased the high-density lipoprotein-cholesterol levels (48.5 = 12.0 vs. 55.9 =
13.2 mg/dL,p<0.001). It decreased the sd LDL-C levels (52.4 £18.1 vs. 36.1 =15.2 mg/dL.
p <0.001), without a change in the LDL-C levels. The pemafibrate-induced reduction of the sd LDL-C
levels was significantly correlated with the reduction in the non HDL-C levels. Pemafibrate was well

tolerated throughout the study period.

Conclusion: Pemafibrate reduced the non-fasting sd LDL-C levels in patients with dyslipidemia
without causing a significant increase in the occurrence of adverse events.




