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The Effect of Pemafibrate XR on Urinary Albumin to Creatinine Ratio
in Type 2 Diabetes with Hypertriglyceridemia
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e R RR IS MAE 2 459 % 2 TUREIRR B 49 B (54 37 B, Zotk 12 1, TH94FEH 66.3 = 11.2
) X EL, XX T 4T T MRBEEDOFRERRR T IV T I VRO G Uiz, 49
Blo> 5 12601%, X~ 7+ 75— FAEE 0.2 mg ZMkFiIR S L, X—X51 VX6 h A%k
THEBG Lizay, IR (TG) 7V 73 VR (UACR) Z&THEK/$TS A — 7 ICH Bz
BAEAONTEN 5T —FHXY 7 4+ 7 F— MIEEE 0.2 mg 2> HHRIEEE 0.2 mg ~DYIDE %,
T2 U REE 0.4 mg "R, HA5WIEHHICN~ 7 + 75— FMEHEE 0.2 mg ZBHA L 7= 37
BHNZEBNTC, TGIFAHEICK L (R—2F 1 :234.6+94.8 mg/dl, 6 7 A% :146.1 +44.8
mg/dl, p<0.001), HDL-CEZHREIC LA L (R—=2F A~ :48.7+x11.4 mg/dl, 6 H Atk :
52.8+12.3 mg/dl, p<0.01), F/AST (R—2F 4~ :252+831IU/L, 6 7 Atk :23.4=
6.8 IU/L, p<0.05), ALT (R—2X54 > :227+1351IU/L, 6 # A% :19.4+95IU/L, p<
0.05) IEHBICETL, UACRLAEEIZIK T LA (R—=2F 1~ :153.3+£472.8 mg/g-Cre, 6
H A% : 105.2 = 342.3 mg/g-Cre, p<0.05), mRMERRIAIIEZ 4G9 % 2 BB RRFEEICH L,
NY 7 4 7T — Mpideie 5o kv, RGO T, HDL-C O LA & &1, FFEEDSkE
RTIVT I VIROWY A BN,
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PR - 62% 8% (202598 H)—

=1

n 49

i GR) 66.3 = 11.2
B n (%) 37 (75.5)
MR EE () 13.2+7.6
BMI (kg/m’) 26.6 + 3.9
HbAlc (%) 7.1+0.8
TG (mg/dL) 222.6 +94.8

BHEE R

HDL-C (mg/dL) 47.8 £11.4
LDL-C (mg/dL) 105.3 + 26.9
AST (IU/L) 25.0 8.3
ALT (IU/L) 225127
7-GTP (IU/L) 42.8 £37.5
eGFR (ml/min/1.73 m®) 68.7 +17.4
UACR (mg/g-Cre) 144.2 + 417.9

The data are expressed as the n (%)

or as the mean = the standard deviation.
BMI : body mass index, HbAlc : glycated hemoglobin Alc, TG : triglyceride,
LDL-C : low density lipoprotein cholesterol, HDL-C : high density lipoprotein

cholesterol, AST : aspartate aminotransferase, ALT : alanine aminotransferase,

v-GTP : y-glutamyl transpeptidase, eGFR : estimated glomerular filtration rate,

UACR : urinary albumin to creatinine
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NTWiDy, 201846 Iz~ 7 1 75— MK
$¢ AR) L &N, XY 74 7T — M, 2R
B~V F F ) — ZIEIARIEENZ B R a ET 2
IV — % — (selective peroxisome proliferator-
activated receptor a: SPPARMa) Th Y, F Mg
O TR EI N TN, —FT 1 HDIRE
EEMNZWE, IRET R TI UV ZANME T 52 &
DHEXINTNWEY, X7+ 7F5—hIRIZ1H2
O DRIE SN LE LT, ol Tchsr X~
747 F—FXR2, 2023411 A Ehiahiz,
XY 7477 bMROVOHEZETFLET, X¥
74 77— FXRICYINVEZ HZ LT, SR
KFTHZEDBEINTNEY, ¥ T 4T F—
FAECHETH DL 0b 6 IR ME T
FTAHHERELT, X¥74+7F7—FXRIZ1H1MH
OHIRTH B2, MET Fe 7T v 2hdkET S
DTIE W LRI N TN 5,

T/ 747 T— ML 2BERFEEDOTIVT
IVIREESTZ ENHEINTHAE YY) X
N7 4T T—=MIXBTIVT I VIRNDEEL K-
b hTCOFEE R, £ THREIIE 2L, SR
iMAEZ A9 % 2 BBSIRAS IR L, X~v 747
F— F XR OFMERRIICH T 2 EBEE LD E LD
2, TIVT I VIRNDOREBIZOWTHHE LcDT

ratio.
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e R PR RE I E 2 A5 % 2 BUBE IR 5 C 2024
FAA1THRENY 7175 —1F1R0.2mg/ H%
HWIRLTWTC, Z0HbX~Y 74 7F—KFIR0.2
mg/ H 7z ki L7z 12 6] (ARE, P76, ks
B, PHEER68.4+11.15%), FE4LA25 12 A
DRENZ~NY7 1 75— FIR0.2mg/ HHHNT 7 1
77—FXR02mgIZYNEEZ/- 1406 BHE, 5
P13 6, ZetE 161, “FEFE 68.1 £10.1 %), X
~ 74 77— FIR0.2mg/ HTCRRANT 1072
XY 74 77— b XR0.4mglZY)DEZ 72 1361
(CHE, HYEIBI, L4l FHFHE 61.6£10.9
%), T PERR RS MAE I UFTBlic X~ 7« 75—
N XR 0.2 mg ZFta L7 10 65 (D &, FE 8 f,
w2 6, FHEFE67.6 115 R L L
7oo ARETIZ 2024 4 A 1 H DR CELLIZ MK
BEZIT >R & 2D 6 H AR TOREIK/ ST X —%
DEALIZOWTHGET L7ce BEETIEXRY 71+ 75—
FXRO2mgiZY O ExRKEZD6 W A%, C
HTIEINX~Y747F7—FXR04mgIZYDEZ /-
ReEZD6 7 A%, DEFCIEIHBICYT 1+ 75—
M XR 0.2 mg Zhlta L7zFe & 2D 6 h AR TORE
RK/NT X =8 DEALIZ DWW THET Lz, BRIR/NS
A — % X L T, HbAlc (hemoglobin Alc), TG
(triglyceride), LDL-C (low-density lipoprotein-
cholesterol), HDL (high-density lipoprotein-
cholesterol), AST (aspartate aminotransferase),

ALT (alanine aminotransferase), 7-GTP (gamma-
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IR AkAEHE XR {HAHE
n 12 37
(%) 68.4 = 11.1 66.4 = 11.2
B n (%) 7 (58.3) 30 (81.1)
WWEE (F) 18.6 +5.0 11.6 + 7.4 **
BMI (kg/m*) 26.4 = 4.0 26.6 = 4.0
HbAlc (%) 7.1+0.7 7.1+0.8
TG (mg/dL) 170.0 = 61.0 234.6 +94.8 *
HDL-C (mg/dL) 45.3+10.8 48.7+11.4
LDL-C (mg/dL) 108.3 +17.2 104.7 +29.4
AST (IU/L) 24.8+8.8 25.2 +8.3
ALT (IU/L) 21.7+9.9 22.7+13.5
r-GTP (IU/L) 31.3£27.8 46.5 + 39.4
eGFR (ml/min/1.73 m®) 70.4 = 20.2 67.0 = 16.7
UACR (mg/g*Cre) 116.1 £ 151.1 153.3 = 472.8

(513)

The data are expressed as the n (%) or as the mean = the standard deviation.
*p<0.05, **p<0.01 vs IR ##5EfFE by non-paired t-test.

IR: XY 7« 75— MEE, XR: X~ 7 1 75— MNMilkdE, BMI : body mass index,
HbAlc : glycated hemoglobin Ale, TG : triglyceride, LDL-C : low density lipoprotein
cholesterol, HDL-C : high density lipoprotein cholesterol, AST : aspartate

aminotransferase, ALT : alanine aminotransferase, 7-GTP : y-glutamyl transpeptidase,

eGFR : estimated glomerular filtration rate, UACR : urinary albumin to creatinine ratio.

glutamyl transferase), eGFR (estimated
glomerular filtration rate), UACR (urinary albumin
to creatinine ratio) ZHIE U7z, 7sIBERIMITZZNERE
247V, LDL-CIEEETHIE Lz, 112449
MloBEERZRT, A, B, C, D4#HETOD TG
D6 HABDEALIZONWTHRET T HEEHIZ, X=
74 77— FIR 0.2 mg/ HZMkft L7z ARE (IR #k
Gkt XY 741475 —FXR02mg WL 04
mg Y VHEZ-BE - CH, SXUDH (ZD3
fz XREMIEET D) D2RICT, 6 TAKRD
BRIR/SZ A — 8 OB " iz, T 21 IR MfcEE &
XR B OEEE =%, RIICHHENZRT,
IR Mk e i & XR (8 RF O LTI, R 13 XR
HABECHEL, TGIZXRFEHABTCEETH -2
A, ZNPAAOE RN TIZmEERECEIT 20 - 7o,
B~ 7 4 77—k XRBGETO 3 A BB LT
B 46 % 6 » A [ T, Sodium glucose transporter 2
(SGLT2) BHFEH, Glucagon-like peptide-1 (GLP-1)
ZRRVERNHE, 2 5 I Renin-angiotensin system
(RAS) BHEHEZ FHICHLG L ICEFN 20y - 72,
AHFRIIE S BRI TH Y, 2025 4F 7 H
24 HZArbn = F Ikt mE LR B s OREES

£3 AT OMmERE I, 24 F >, RASHERE

IR RkACHE XR R
DPP4 [H 3 7 (58.3) 21 (56.8)
I 7FAR 11 (91.7) 25 (67.6)
SGLT2 PR 9 (75.0) 26 (70.2)
SU # 4 (33.3) 3 (8.1)
FTII)Yv 3 (25.0) 3 (8.1)
a-7 )3 vy —PER 1 (8.3 0oC 0
7)) = RN 1 (8.3) 1 (2.7
A XT) IV 3 (25.0) 1 (2.7
GLP-1 Z &R Elh 3 5 (41.7) 7 (18.9)
SV 4 (33.3) 2 (5.4
Y F 5 (41.7) 18 (48.6)
RAS BHFESE 9 (75.0) 21 (56.8)

The data are expressed as n (%) .

IR:X¥7 4 75— MFAEE, XR: X717 57— Mplkse,
RAS : renin-angiotensin system, DPP4 : dipeptidyl peptidase 4,
SGLT2 : sodium glucose transporter 2, SU : sulfonylurea,
GLP-1 : glucagon-like peptide-1.

202504) DR EGc, BFEFOREZ, HILWEE
(https://www.aoyama-med.gr.jp/medical-rapport/
aoyama-hospital/) O = 74 4 MZEWT, + 7
T METHET,

T = Z I3 + R TR L, BUEL,
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TG 3 &£ U UACR 1 Wilcoxon O 55 A5 g 57 A 1452 &
TITV, Z DOfhid Paired t-test TfT > 72, 7272 L
IR fkfTAE & XR B O EE T FOEEIL, Non-
paired t-test T1T -7, HEKEEIZ 5% E Lz, #
ity 7 I JMP & iz, HbAlcfH (%) &9 X
T NGSP {ETFER LT,

L R

RAIZAB-C-DERICEITS TG OEIL%
R, ABETIE, N—25 4 Vvh 66 HARERER
TG ODEALZRD e > 72h, BEE (R—2 74
> :164.1+41.9mg/dl, 6 7 H % :135.1+46.6
mg/dl, p<0.01), CH (X =2 F A »:271.4
+70.6 mg/dl, 6 7 A :162.5+45.3 mg/dl, p<
0.001), DB (R—2ZF A ~ :304.6 = 91.3 mg/d],
6 7 Ht : 151.3+48.0 mg/dl, p<0.005) &, X<
74 77—k XRBHE TG IEAEITE T L,

R 5IZ IR MEFCHE & XR EABEDERIR/ AT £ — %
DEAL %R T, IR #hAEHEClE, T XTCOMEKR/NZ
A—=FT, R=254 /&6 HWABTHEREIZ
BBl >t — T XREHEETIE, TGIEHEID
KFL (N—=ZF 4> :234.6+94.8 mg/dl, 6 /71 H
% :146.1 +44.8 mg/dl, p<0.001), HDL-C iz A&
BIZEALE (R=ZF 4 :48.7+11.4 mg/d],
6 H 1% :52.812.3 mg/dl, p<0.01), F7= AST

PR - 62% 8% (202598 H)—

(R—=2Z2F 4 :252+831U/L, 6 7 Htk :23.4
+6.81U/L, p<0.05), ALT (R—2F 4 > :22.7
+13.5IU/L, 6 1 A% :19.4+9.5IU/L, p <0.05)
WBHEBEIZETFL, UACRLVEEBIZETFLE (RX—
Z 5 A v :153.3+472.8 mg/g+Cre, 6 71 A #% :
105.2 +=342.3 mg/g*Cre, p <0.05),

% %®

Llal gk 2 OETClE, 2 BUBERIE I &0F L - Ed
PERGRGIMIE B FZ 12BN, XY 7+ 75— FIRO0.2
mg MR TIE, 6 W A% TG OB ELZIEHS
Nighst=n, X¥7477—"HrIR 0.2 mg n»HX
¥7477—=FXR02mg DYV FEZIZLY,
TGO EEIZ 177N F Lz, X747 57—
IR 0.2 mg TRERAFHHNCHL, X717

F4 BB BTHFHMEN OZL

R—2Z254 6 71 Atk
A BE 170.0 = 61.0 175.4 + 58.0
B ¥ 164.1 +41.9 135.1 +46.6 *
C Bt 271.4 +£70.6 162.5 & 45.3 ¥**
D Bf 304.6 £91.3 151.3 + 48.0 **
7 —#% 1%, mean * the standard deviation CT/R9

*p<0.01, **p<0.005 ***p<0.001vs baseline by

Wilcoxon signed rank test.

=5 HHIEHKY 6 HABROERIK/ ST X —% DEAL

IR keI XR i FAHE

N—=Z5{ 6 1k R=2F54 6 7 1%
HbAlc (%) 7.1+0.7 7.1 +0.7 7.1+0.8 6.9 +0.5
TG (mg/dL) 170.0 £61.0 | 175.4 £58.0 | 234.6 +94.8 | 146.1 + 44.8 ***
LDL-C (mg/dL) 108.3+17.2 | 107.4 £14.3 | 104.7+29.4 | 101.9 +28.4
HDL-C (mg/dL) 45.3+10.8 44.0 +12.0 48.7+t11.4 52.8 +12.3 *#
AST (IU/L) 24.8+8.8 26.7+8.2 25.2+8.3 23.4+6.8°%
ALT (IU/L) 21.7+9.9 22.2+11.8 22.7+13.5 19.4+95%
7-GTP (IU/L) 31.3+27.8 32.2+24.0 46.5 +39.4 40.6 +46.7
eGFR (ml/min/1.73m% | 70.4 +20.2 71.9+18.9 67.0 £16.7 68.4 = 15.6
UACR (mg/g-Cre) 116.1 +151.1 | 137.6 £ 176.0 | 153.3 +472.8 | 105.2 + 342.3 *

7 — %1%, mean = the standard deviation T/R7
*p <0.05 ***p<0.001 vs baseline by Wilcoxon signed rank test,
*p<0.05, **p<0.01 vs baseline by Paired t-test.
IR: X¥7 1 7F— MAMKEE, XR: X¥7 1 75— ks,
HbA1Ic : hemoglobin Ale, TG : triglyceride, LDL-C : low-density lipoprotein cholesterol,

HDL-C : high-density lipoprotein cholesterol, AST : aspartate aminotransferase,

ALT : alanine aminotransferase,

v -GTP : gamma-glutamyl transferase,

eGFR : estimated glomerular filtration rate, UACR : urinary albumin to creatinine ratio.
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