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®1 BEETHR

AEH Luseo # 57 Sema 57

(n=146) (n=41) (n=105)
F (%) 66.3+11.6 66.2 +12.0 66.4 +11.6
PR (55 / o) 96/50 27/14 69/36
HbAlc (%) 6.9%0.9 6.8+1.1 6.9+0.8
& (kg) 65.0+11.9 64.6 +=13.7 65.1+11.2
BMI (kg/m*) 24.8+3.8 24.8+4.8 24.9+3.7
IfiiE Mg (mg/dL) 2.39+0.21 2.25+0.18 2.44 +0.20
UACR (mg/gCr) 66.2 = 163.8 73.3+£184.7 64.3+=159.0
eGFR (mL/min/m? (n=36) 72.6 +19.0 70.9 +23.3 73.2+17.2

£R2 BREAMRICE T DR/ NT A =5 DZ1L

SEfE + FEE(R 2 (SD)

Luseo $¢5-8F (n=41) Sema 58 (n=105)
£ o] 3 Atk A pfE £ oAl 3N A% 2 p fil
HbAlc (%) 6.8+1.1 6.6 +0.9 —0.1%0.7 |p=0244 | 6.9*0.8 6.4+0.7 —05+0.6 |p<0.001
hE (kg) 64.6+13.7 | 63.4+131 | —1.2+22 |p<0.01l |[65.1+11.2 |633+11.3 | —1.9+19 |p<0.001
BMI (kg/m*) 24.8+4.8 24.3+3.8 —05+0.8 |[p<0.001 | 24.9+3.7 24.2 +3.6 —0.7+£0.8 | p<0.001
1% Mg (mg/dL) | 2.25+£0.18 | 2.35+£0.17 0.10£0.11 | p<0.001 | 2.44+£0.20 | 2.42+£0.22 |—0.02+0.17 | p=0.350
UACR (mg/gCr) 73.3+184.7 | 63.2+139.4 |— 10.1+49.3 |[p=10.358 | 64.3+159.0 | 36.0£60.4 |—28.3+119.3|p=0.141
eGFR (mL/min/m* | 70.9£23.3 | 70.0+24.1 | —1.0+105 |p=0.593 | 73.2+17.2 | 71.8%£17.7 | —1.5+88 | p=0.563
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WEEBE LT,

2. MEKIUVAHE

1) MHR&H L CHELM

2020 4F- 1 4 10 H2 5 2021 48 1 7 H DHIZ 4
Bestkambert o 2 RUBE IR EH T, Luseo 5 Wi
Sema M5, &5HIEKOCREG% 3 7 H oIl
Wik X OE Mg A lE CX B E%E, ThThik
Sl AT Ui AR EHIL, Luseo &5 EE
41 44, Sema #5-E& 105 4 Th -7,
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i) Btk

Luseo & % W& Sema # 5-1% 3 7 A @ HbAlc,
K, BMI, Ifi{E Mg, UACR, eGFR O &b &Iz
DWTHRES L7z,

i) Z4etk

Luseo & % W\ id Sema # 5-Hij & O K il B 78 Btk

Ifil & Mg,

FIE + FE(R 2 (SD)
HIBD B % t- BE

W, BEOZOMOEIEHFEILRIUIZ OV THRET L
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4) FREtEEIT

BAEIE P E = R 2 (SD) TRL, #&5F
EHRG3MABREDHEICHEBENH DN E D 0w Xt

JBDH 5% t- ez HV, A EIKHEE 0.05 iz i at
FHHEEE L,
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1) BEER

Luseo # 58 L O Sema H 5 FEOEETOWN
NaFK1IZRT, Luseo &5 HETITH D 65.9%
Q2761 £%<, FHFE 66.2 £ 12.0 5%, HbAlc
6.8 £ 1.1%, fAHE 64.6 £ 13.7 kg, BMI24.8 + 4.8
kg/m’, Il iF Mg 2.25 = 0.18 mg/dL, UACR 73.3
=+ 184.7 mg/gCr, eGFR 70.9 £+ 23.3 mL/min/m* T
H -7, Sema HEHETIE, BN 65.7% (69 %)
%< N 66.4 £ 11.6 7%, HbAlc 6.9 = 0.8
%, fAHE 65.1 = 11.2 kg, BMI 24.9 + 3.7 kg/m? Ifil
H Mg 2.44 = 0.20 mg/dL, UACR 64.3 = 159.0
mg/gCr, eGFR 73.2 £ 17.2 mL/min/m’ T& - 7=,
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(%) Luseo %58 (%) Sema %58
100 100
80 68.3% 80
60 60
41.0%
40 40 33.3%
24.4% 25.7%
20 7.3% 20
0 0
A T~ Z K (SR T~ Z K T
(2864161 (Q0GI/4161)  (341/4161) (35%1/10541) (2741/105641) (43 61/105 )
X LS 0.1 mg/dL A B EF, ARFHE ;0.1 mg/dL DA KT

1 BESRMRICE T 2 1l Mg DZALES

2) BT

1) BLGRIRICE T DR/ ST X —5 D%t

Luseo ¥ & U Sema # 5-Hit& 12 & 1T HERIK /N Z
A=Y DEAL TR 227" T, Luseo &G HIZEHB N
T, HbAIc 1268 £1.1%H» 5 6.6 £+ 09% CTHE
AL BN o7z (p=0.224) 2, (AE&
BMI %, #NZN 64.6 +13.7 kg 2*5 63.4 + 13.1
kg (p < 0.01), 24.8 + 4.8 kg/m* »» 5 24.3 += 3.8
kg/m’ (p < 0.001) NEFEITMET L, I Mg
1% 2.25 + 0.18 mg/dL 7*5 2.35 = 0.17 mg/dL A&
B2 EA L7 (p <0.001), UACR & XU eGFR I3,
ZNZ 1N 73.3 £ 184.7 mg/gCr 7 5 63.2 = 139.4
mg/gCr (p = 0.358), 70.9 %= 23.3 mL/min/m* 7®
5 70.0 £ 24.1 mL/min/m* (p = 0.593) &, HE/=
EALITED 5N Ted - 72, Sema K 5EIZEH N T,
HbAlc1X 6.9 = 0.8% 25 6.4 £ 0.7% A B IZIK
TL (p<0.000), AELICBMIIE, ZhZth
65.1 = 11.2 kg 7* 5 63.3 + 11.3 kg (p < 0.001),
24.9 + 3.7kg/m* /5 24.2 + 3.6 kg/m* (p < 0.001)
ANEFBEIZET Uz, I Mg 1 2.44 = 0.20 mg/
dL 205 2.42 £ 0.22 mg/dL THELZLIZRD H
Nzt -7z (p = 0.350), UACR & & U eGFR I3,
Z N % N 64.3 = 159.0 mg/gCr * 5 36.0 = 60.4
mg/gCr (p = 0.141), 73.2 = 17.2 mL/min/m* 25
71.8 £ 17.7 mL/min/m* (p = 0.563) C, HELE
{LIZFBH BN h > 1=

i) I Mg OZE{LE &

Luseo & & O Sema # 5-Fif& IZF T 5 IiiE Mg £
{LOEIE%B 1127777, Luseo $5-12 &V ifiijl Mg
23 0.1 mg/dL M | EF, A%, 0.1 mg/dL P B{& T
LEEBEOHEGIE, ThZin 68.3%, 24.4%, 7.3
% CTd -7z, Sema #5512 X VI Mg A% 0.1 mg/
dL DA b FH, A%, 0.1 mg/dL DA B{E F Lz
ZOE AL, TNZEn33.3%, 25.7%, 41.0% T
f) 07:0

i) BFEEAER MG Mg DAL

Luseo 3 X U Sema # 5-Rii#& 1235 (T 5 B HERE R 1ML
B Mg D2 LEm % B 2 12777, SEH DK S-FiE %
fEIZ XY, G1H#] (eGFR = 90 mL/min/m?*, G2 #
(eGFR 60 ~ < 90 mL/min/m*), G3+ G4 #§ (eGFR
15 ~< 60 mL/min/m?) 129\, #&E5Hi‘kICE TS
M Mg OZAL# K5t L7z, Luseo % 581, Gl
/G2H#l/G3+4 =N Zh, 2.18 £0.16 mg/
dL 20 5 2.28 + 0.18 mg/dL (p = 0.111), 2.28 =
0.18 mg/dL 7*5 2.36 £+ 0.18 mg/dL (p < 0.001),
2.30 = 0.19 mg/dL 2 5 2.38 + 0.16 mg/dL (p =
0.133) &, ®LGHTOEHEREIC» 2D ST, [MiE Mg
Z EREETH - 72 Sema H5-HHE, G1LIH/ G2
#/G3+4aMilZznzn, 2.49 = 0.18 mg/dL 2~ 5
2.41 £ 0.18 mg/dL (p < 0.05), 2.42 + 0.21 mg/
dL 2 5 2.41 £ 0.24 mg/dL (p = 0.458), 2.47 =
0.16 mg/dL 7* 5 2.51 £ 0.18 mg/dL (p = 0.358)
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(mg/dL) Luseo %58
2.8
2.6 p<0.001 p:O.133
C|op=oan — P01
L]
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2
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(mg/dL) Sema R 58
2.8 _
=10.358
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2.6 } W }
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+0.18 = 0.4
2.2
2
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3) &M
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4, % =

AWFZETIE, SGLT2 FHEHETH LIV LA 27 7
oY (Luseo) &0 GLP-1 2 BAMEENHCH D
v~ 7 )IF K (Sema) 75, 2 BUHEIRIR HBH O M
KUIME Mg 1252 28 % et Lic, £ Df5FR
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