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Abstract

As the field of diabetes treatment continues to advance, the development of new
medications has surpassed traditional glucose control, offering additional benefits in
reducing the risk of diabetes-related complications. Among these new drugs, sodium-
glucose cotransporter 2 inhibitors (SGLT2i) and glucagon-like peptide 1 (GLP-1)
receptor agonists (RA) are particularly noteworthy. They not only have significant
effects on glucose control but also provide important protection against cardiovascular
diseases and kidney damage. However, despite the clear advantages of these novel
drugs, further research is needed to confirm their side effects and therapeutic effects.

This series of studies, through retrospective analysis of Chang Gung Research
Database, National Health Insurance Research Database, and clinical records of
patients, aims to investigate the risk of complications and benefits when patients with
type 2 diabetes use SGLT2i and GLP-1 RA compared to other antihyperglycemia
agents. The findings highlight the excellent performance of SGLT2i in reducing the
risk of cardiovascular events and improving the prognosis of diabetic foot
complications, while GLP-1 RA plays a significant role in the impact of diet on blood

glucose variability. Our findings provide strong evidence for improving the medication



treatment strategy for patients with type 2 diabetes.

In the new chapter of diabetes treatment, the roles of SGLT2i and GLP-1 RA are
increasingly significant. With further research, we have gained a deeper understanding
of the mechanisms of action and potential side effects of these drugs, especially in
preventing cardiovascular complications in diabetic patients and improving their
quality of life. These novel drugs offer clinicians more choices, making personalized
treatment possible and improving the overall treatment outcomes for patients. In the
future, as more studies are conducted, we look forward to more precisely evaluating the
clinical applications of these drugs and further optimizing the treatment plans for

diabetes mellitus.

Keywords: SGLT2i (Sodium-glucose cotransporter 2 inhibitors), Incretin, GLP-1 RA (Glucagon-

like peptide-1 receptor agonists), type 2 diabetes, cardiovascular disease, diabetic foot complications,

glycemic control, glycemic variability, nutrients.
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B 2 X0 5P B4 Diabetes Res Clin Pract. 2022 Apr:186:109816. ~ Endocr Pract.
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2024 Feb 5:51530-891X(24)00062-4.¥X % Eur ] Med Res. 2022 Dec 3;27(1):273. o YA F

AT & B FmN 4 -
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F—F FABEERELEA SGLT2 MR B EHRBEERE
PR Bk R 2 7 T RS BRI B &
21 ¥
N 2 37 B HUHE Fm BE 4 > SGLT2i £ 38 W8 £ 2% 4] K5 © G 28 > ]
BB P 69 SGLT2 » g ik P # B EHEN 5 XX > BREWHBEHMK5) > LUK
181k By AR (20) Ao B m R 2 AE(27) o stoh > SGLT2i R4S B4R HEAF A
(28-30) o
f&% SGLT2i AH Z45 KR 2 e MmAA GIER > @&k R AAE R FE
(Genitourinary tract infection, GUTT) ~ % Jk ~ H 5 A &~ &R B 15 (acute
kidney injury, AKI) ~ BRJEBE P % > B 47 > BB A LB A R E(GD) - LEZ
GUTIL(32) » /2 B 48 Bl J 32 69 Jobk o KBl @ B89 55 M 4 JL o 48 o B4 1
Je¥E fgm A& 255 A GUTI(33,34) Ik HE fkom B4 AR VL > 48 JRm & R R
(urinary tract infection, UTT) &% & 53% (48 %A% 1.53 [95% CI 1.46 — 1.59])
FiE R AR S 81% (48 # AR 1.81[95% CL1.64 - 2.00]) ~ ¥ X AR & T2 =45
(48 ER 2.85 [95% CI 2.39 - 3.39]) (34, 35) o "Tig 2k &4k A e F) T Ak 46 5
Ao B8~ R~ RIE T AE Bt Fa i R A 3 R e 2 TA A AR A BB T o (36) © b S
SGLT2i #94% A "TAE & 3 Am GUTIL 898 A& £(36, 37) o 35 £ #F ¢ & 447 SGLT2i 4%
A4 e GUTL %> 2@ R A& 3% > uEH 0 3] 123%(38) « —FANIAA L%

SO MBRT o SRR R A FONE gm EapAa k> SGLT2i {& A% A £ 549 UTI

12



B & (2R b s odds ratio (OR) 1.34 [confidence interval (CI) 1.03 £ 1.74];

AL IAE s B A bk 0 OR 142 [CT 1.06 £ 1.90]) Fo GTI (22 R A rbig

OR 3.5 [CI 246 £ 4.99] ; £2 KA 5ubs figm B 4 vbgx © OR 5.06 [CI 3.44 £ 7.45])

(39) o 48 R # > Dave £ A5 T w8 X B % B AR E > 53R 8 A5 o

Ak > SGLT2i 694 A 3878 A 38 Ao UTI &9 247 £(40) o

SGLT2i #94 JA "TAe & 3§ o GUTL #9302 % > BERARERF — > 518 T

RBiztgstam o w GUIL RER E &4 A FHE W > BATRE YT SGLT2 é94

i H AT G o B AT Ssk Z ARESE B A GUTL J67% 1% 2 & Fé 8 8112 A

SGLT2i o B gt » KA FAL A F BAT 7 A4 B EAT B 247 > 3F4& SGLT2i 42 A

# GUTL #) % R Fo i 35 R B AR B B & o

2.2 R T kBB

221 FHRE

A AT AR 2016 4 5 A & 2017 4 12 A % CGRD pijkc 69 % 4t o ok

MRECEARELSBRGEELE LR OIE - RMRABIFZ R LB F IR

B AR A5 3T (ICD-9-CM) A % HHRE R M6 3THR (ICD-10-CM) » 332 B I L3 7

8 B B AE > B ARERHE i~ GUTL WA B 4 #1869 Hth4a B 7% 7% 2B o

13



222 BRAHE

A LA R BAHER D 70401 & & A 5 M R0 B4 ARAER KL

&8Iz A 10 & £,/ kK 49 Empagliflozin (Empal0) ~ 25 2 %,/ B % Empagliflozin

(Empa25) ~ 2L & 10 & %,/ B 45 Dapagliflozin (Dapa) # 13,304 % SGLT2i % A

# o APt T AR SGLT21 R 7 X ~ R4 A 548 SGLT2i ~ & 18 3RIAT &9

% o SGLT2i 48R 69 GUTI 69 2 £ T« B H Fik s A1E— SGLT21 £ 7

X BAMMEAEAEK 90 R N8 & GUTL; sbsb > &5 & £ 30 R UTL &

A g B (Genital tract infection, GTI) 4 4ok % SV 4 > Sk 47 Ak

RARE BT (FRRF G ik izt =>30/HPF) RERRERER@E -

HEBERREN > RFVE TR T AEIE : LFIEF (creatinine) ~ $E{bf

5

& % (HbAlc) ~ #& A B 4 5 8 £ (eGFR) ~ G &b /EF L (UACR) ~ XP4&
AE A (AST) fok £E# A5 (ALT) o 4] ICD-9-CM - ICD-10-CM A [
5 548 5 T IRAR T A A 4 (ICD-10PCS) » &AM 947 7 SGLT2i 4% A 4 69 &
B LS TR QAR EBIRR A~ R IR - TRAB ~ S &~ 555
JE O~ ARFIRS IR - RIBE R~ B E F R AR B ER BRE
JE ~ Bl BR P A% BOBR RS AR o AR Rl HHESTE LA B R 8~ AV 48R 8 e iR M IR
T X

g GUTL 4 £ A &4k GUTL F4-4215 8 SGLT2i £ 14 X > & /&

FH LA SGLT2 28 7 RAFRFEAEGUIL & HR (B #) -

14



n= 70461
mm!.y:txnm
n=13304
MMSCLT2HEE*
|
.| FNER (n=6)
SRMAER (GT) SRR (UT) b2
(n=8) (n = 438) (n=12314)
| Bl N [ |
RERUEARES ERRAEA BN BRRUEARNS ERRARRTTN BRETRER
fAseLT2| MEESOLT2! saLT2! RraseLT2! f#AEseLT2 SOLT2A
(n=1 (n=3) (n=1 (n=278) (n=117) 7

(n=43)

| ! l J |

| BRQESOLT2RA | | MARMBSOLT2HLRR WREEASCLT2HRN, WXRAESCLT2HRA
(n=0) (n=0) (n=23) ‘ (=1

H :
WREAESCLTR X R l:mmu
(n=33) (n=83)

‘ *EMGEASCLT2IZ AT RS RAMRRAA-tXAA (EREE—A LASGLT2I.

BA - ARRFEBEZEZFRLE

223 ZREGREH

AR £ TR SGLT21 B A& GUTL a9f8 38 2 R L AR E & ° XZ B

12 RIS KA A SGLT2i % GUTI 938 4 & AL AR B % -

224 2

w4 (GUTI s2Jk GUTI) X R#9E AHB@B B kA t R TAEEHS

rANOVA)I 474k 88 0L > R 2 2 A A F ik 2 - ks ~ B 9 e Ao

A AR RS 3 GUTL 24 69 5% 4388 B9 O 55 5 A7 > 48 RV KA 49 B R th(OR)

B 95%E R E M(CDA R o BT A #st o4/ R Giatsa® (A& 4.1.0 > Camp

Pontanezen) & 4:4 R A4%48 (the Comprehensive R Archive Network, CRAN)

15



PAT > BAEHBAE P BMER T AR p A/ A 0.05 0

23 &%

#2016 45 A 1 8 £ 2017 % 12 A 31 B » CGRD %32 7 70,461 £ ¥ fj% &

Ko Fr o 13304 BRI A S = A 4k ok BLAE R SGLT2i 89 &% o 3k T 541

LA p B GUTL AT 7 R N4 A 542 SGLT2i 69 &4 F0 6 & R 18 R &4 o

YH BT > 443 % SGLT2i £ % % % h 37 7 2 SGLT2i 48 B 69 GUTL » 3 & 438

2% UTI #k > 5 %4 GTI &4 o & UTL 8 438 % 845 ¥ > 23 45 S48

3 % AR ES A F o GTL 8 5 2 &k > B — 1 AR 2 B A & 2k M f JE

(ICD 10 X 7% : B377) » 4 fu o4k 587 4 & M rgig X (ICD 10 K45 : N760) o

FE U > A 12,314 4 SGLT2i 4 A% & 38, GUTIL o %% UTIL #9364 % 4

343% > 4% GTI #9%£ & 2 0.04% o %175 547 748 Empal0 ~ Empa25 o

Dapa ) $ 2 AT S8 Feg £ R o 4% GUTL# > 117 4z UTIL #= 3 4z GTI

#EEE AT SGLT2 14 X » B4k A SGLT2i 1% > 33w &4 HaR THE M

UTL > g GTL #9484 > 86 L B4 AR e MR AR UTL (B £) -

231 # SGLT2 g GUTI # 2 2.4 GUTI & # 55 H 5

UTI sz GTI &% 69 A 4580 dobk 3] ~ SR80 VLR B % B 2 Al 69 A b 83 »

Ml fek —Fek =P F] o B4 SGLT2i M) UTL 4 84 8% £ 8k (32

16



62.2 R EIL 60 &) » B4tk EFAEbd s (77.2%) » ;A KRE UTL 69 845 rp o

Foh o B EE G AR E (HbALC9.16% % 8.76%) » B4 3 I8 £ 4K >

B GG E G/ IUEF a5 5 (47 % 84.58 #F 87.84 ml/min/1.73 m2 > 378.45 %t

224.88 mg/g) ° 132 E kAL R I B I F 69 8E SRR M B RS E PR~ IR SR TR AR A

BAISREE A F o R > & SGLT2i 4a k] GTI ®34 & GTL &5 X MR R A

R— > BA B UTL o8 A UTL 69 5F R B

AHA B % UTL Bk UTL

(3£ 12319 &) (3£ 438 A) p-value
8 () 60 + 11.8 622 + 123 <0.001 *
Al (F 1) (n, %) 7213 (58.55) 100 (22.83) <0.0001 *
% f & (n, %) 7876 (63.93) 268 (61.19) 0.261
A i By % (n, %) 8498 (68.98) 254 (57.99) <0.0001 *
¥ J i /) A g 8 (n, 5894 (47.84) 235 (53.65) 0.019 *
%)
FEA BB % 2 (n, %) 518 (4.2) 22 (5.02) 0.475
B dn. %8 F 3(n, %) 1073 (8.71) 39 (8.9) 0.956

17



5 ik % 35 (n, %)

BRI HER (0, %)

B BRAE TR (n, %)

HE Jgm AR R (n, %)

THEABM (0, %)

HHAvm (n, %)

e st (n, %)

B (n, %)

IR EAEE (n, %)

e (n, %)

HbAlc (%, mmol/mol)

LB BT (mg/dL)

eGFR (ml/min/1.73 m?)

UACR (mg/g)

AST (U/L)

ALT (U/L)

&% B g B 8% (mg/dL)

869 (7.05)

2141 (17.38)

379 (3.08)

641 (5.2)

32 (0.26)

14 (0.11)

414 (3.36)

9 (0.07)

141 (1.14)

3 (0.02)

8.76+1.7 (72.23+4.94)

0.877 + 0.33

87.84 + 21.63

224.88 + 727.32

32 4+ 253

341 £ 289

95.7 £ 31.7

39 (8.9)

61 (13.93)

14 (3.2)

22 (5.02)

0 (0)

1(0.23)

23 (5.25)

0 (0)

6 (1.37)

0 (0)

9.1642.03 (76.614+1.33)

0.847 + 0.432

84.58 + 25.5

378.45 + 1074.34

33 + 25

293 £+ 193

98.7 + 35.8

0.166

0.07

0.998

0.954

0.561

0.045 *

0.837

<0.001 *

0.155

0.008 *

0.007 *

0.477

<0.0001 *

0.082
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BN B 8% (mg/dL)

K
B

=Bk H s (mg/dl)

Ji#g (mg/dL)

ACEi/ARB 4 F (n, %)

Al RENER (0, %)

43.6 + 11.3

182.9 + 224.6

592 + 229

8570 (69.57)

3438 (27.91)

45.6 + 12.8

169.1 + 1153

587 + 24

300 (68.49)

157 (35.84)

0.001 *

0.019 *

0.702

0.669

0.0004 *

Abbreviation: HbAlc: glycated hemoglobulin, ##4t fr 4t % ; eGFR: estimated Glomerular filtration

rate, 1 H B4 318 J8 %&; UACR: urine albumin-creatinine ratio, j & %& & /JUEF bb; AST:

aspartate aminotransferase, X P %% 3% & #; ALT: alanine aminotransferase, /& & B #% 2 #;

ACEi: angiotensin-converting enzyme inhibitor, fn & 7k 7 % #%1t 8 & 494 7); ARB: angiotensin

receptor blockers, i 3k 7 & # % 8 HH)

R= -~ BEA Bk Gl kA GTI 895F ik B 4514
AAB*XR GTI 4 kA GTI p-value
(n = 12752) (n=5)
ESNES) 60 + 11.8 544 + 12,6 0.374
MR (FH) (0, %) 7312 (57.34) 1 (20) 0.217
& G JE(n, %) 8142 (63.85) 2 (40) 0.519
o B B 2% (0, %) 8751 (68.62) 1 (20) 0.063




HE R ) 8 9 8 (n, %)

AIAB A E (0, %)

fi§ o & F #H(n, %)

5 ik % 35 (n, %)

BRI HER (0, %)

B BRAE TR (n, %)

HE Jgm AR R (n, %)

THEABM (0, %)

v (n, %)

e st (n, %)

B (n, %)

IR EAEE (n, %)

e (0, %)

HbAlc (%, mmol/mol)

WUEL BF (mg/dL)

eGFR (ml/min/1.73 m?)

6129 (48.06)

540 (4.23)

1112 (8.72)

908 (7.12)

2202 (17.27)

393 (3.08)

662 (5.19)

32 (0.25)

15 (0.12)

437 (3.43)

9 (0.07)

147 (1.15)

3(0.02)

877 + 1.71(72.34 +

-4.83)

0.876 + 0.334

87.73 + 21.78

0 (0)

0 (0)

0(0)

0 (0)

0 (0)

0 (0)

1(20)

0 (0)

0 (0)

0 (0)

0 (0)

0 (0)

0 (0)

7.82 + 1.62(61.96 +

-5.82)

0.836 + 0.182

85.49 + 22.47

0.089

0.667

0.628

0.260

0.65

0.834
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UACR (mg/g)

AST (U/L)

ALT (U/L)

=

B

K% B M B 8% (mg/dL)

Il
B

B B &g (mg/dL)

=2

=Bk H s (mg/dl)

Ji#% (mg/dL)

ACEi/ARB 4 F (n, %)

Al REER (0, %)

230.22 + 742.64

32 + 253

339 + 28.6

958 + 31.8

437 + 114

1824 + 2218

591 + 23

8865 (69.52)

3593 (28.18)

160.72 + 188.72

30 + 12.1

48.5 + 27.6

117.1 + 28.1

493 + 84

165 + 82.8

7.18 + 1.95

5 (100)

2 (40)

0.515

0.801

0.369

0.165

0.208

0.662

0.286

0.32

0.9279

Abbreviation: HbAlc: glycated hemoglobulin, ##4t fr 4t % ; eGFR: estimated Glomerular filtration

rate, 1 H B4 318 J8 &; UACR: urine albumin-creatinine ratio, j & %& & /JUEF bb; AST:

aspartate aminotransferase, X P %% B 3% & #; ALT: alanine aminotransferase, /& & B 3% 2 #;

ACEi: angiotensin-converting enzyme inhibitor, fn 8 7k 7 % #%1t B & 494 7); ARB: angiotensin

receptor blockers, i 3k 7 & # % B 5 HH)

232 F ] SGLTZi (% 12 %% GUTT 46 He 4

fdk UTL 35469 438 &g+ > A 103 /4 A Empall > 201 {4 A

Dapa > B 134 fit A Empa25 - i3 =fB48 5] 2 F] 69 UTL 25 A& F & 272k £ 7 o bhig
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ZF > A& Dapa &) &4 48 #7448 A Empa25 69 &4 &5 > o bsli s (5]

% 83.08% 5 68.66%) » B FHMHBEAZLES (k=)o

= A =48R R SGLT2i % K it B e & 69 45

Empagliflozin Dapagliflozin Empagliflozin

10mg/tab (n = 103)  10mg/tab (n =201)  25mg/tab (n = 134)  p-value

SGLT2i 4 A% A%k (n, 3142 (24.63) 5748 (45.06)° 3867 (30.31)" <0.0001 *
%)

UTL %4 % (%) 3.28 3.5 3.47 0.86
Fib (%) ( 63.1 + 124 621 + 11.7 61.8 + 13 0.702
PR (B 1) (n, %) 24 (23.3) 34 (16.92) 42 (31.34)° 0.009*
& f B (n, %) 67 (65.05) 119 (59.2) 82 (61.19) 0.613
St B B 2% (0, %) 65 (63.11) 119 (59.2) 70 (52.24) 0.218
W TR MO f R g (n, %) 58 (56.31) 103 (51.24) 74 (55.22) 0.639
B B 2 (0, %) 7 (6.8) 9 (4.48) 6 (4.48) 0.642
74 . % ¥ (0, %) 9 (8.74) 11 (5.47) 19 (14.18)" 0.023 *
SR (n, %) 12 (11.65) 14 (6.97) 13 (9.7) 0.369
BRB SR (0, %) 18 (17.48) 24 (11.94) 19 (14.18) 0.417
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B FRAE A (n, %)

Ve Jigm AR R (n, %)

THEABM (0, %)

v (n, %)

wegrst (n, %)

B (n, %)

AR A (n, %)

BRRMEE (0, %)

HbAlc (%, mmol/mol)

ALEL B (mg/dL)

eGFR (ml/min/1.73 m?)

UACR (mg/g)

AST (U/L)

ALT (U/L)

Ji#% (mg/dL)

2 (1.94)

6 (5.83)

0 (0)

1(0.97)

6 (5.83)

0(0)

0 (0)

0 (0)

917 + 2.33(76.72

+ 1.95)

0.869 + 0.588

83.755 + 26.544

367.3 + 899.213

36.8 + 40.2

276 + 174

599 + 1.59

6 (2.99)

9 (4.48)

0 (0)

0 (0)

10 (4.98)

0 (0)

3 (1.49)

0(0)

9.13 + 1.92 (76.28

+ -2.54)

0.795 + 0.314

86.279 + 23.49

356.639 + 1233.158

30.7 + 159

30.5 + 21.2

58 + 297

6 (4.48)

7(5.22)

0 (0)

0 (0)

7(5.22)

0 (0)

3 (2.24)

0 (0)

9.28 + 2.09 (77.92

+ -0.68)

0.907 + 0.43

82.539 + 27.582

437.895 +

958.0767473

31.7 + 15.7

282 + 169

581 + 1.78

0.532

0.871

NA

0.196

0.952

NA

0.333

NA

0.81

0.053

0.397

0.817

0.179

0.372

0.833
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A REE R (0, %) 40 (38.83) 68 (33.83) 49 (36.57) 0.675

ACEi/ARB usage (n, %) 75 (72.82) 128 (63.68) 97 (72.39) 0.136

#3 ~ HbAlc ~ creatinine ~ eGFR ~ UACR ~ AST ~ ALT ~ {& %8 B & ] 8% ~

Eﬂ\
f\«z

FRE B B~ RER

E&t

EAFHEEARE X (SD) 250 - G HARER XL EZH LI (ANOVA) #7907 > &

REBRN LB F FIRZHT -

"k p AL <0050

a 4 7~ # Empagliflozin 10 mg/ B B8 R ] ©

b % 77 #2 Dapagliflozin 10 mg/ K BE 2 R [ ©

Abbreviation: HbAlc: glycated hemoglobulin, ##4t fr 41t % ; eGFR: estimated Glomerular filtration

rate, 1& H B4 318 J8 %&; UACR: urine albumin-creatinine ratio, jx& & & /JUEF bb; AST:

aspartate aminotransferase, X P %% B 3% & #; ALT: alanine aminotransferase, /& & B 3% 2 #;

ACEi: angiotensin-converting enzyme inhibitor, fn 8 7k 7 % #%1t B & 494 7); ARB: angiotensin

receptor blockers, 87k /7 & % B A

2.3.3 B 4 5 LSRG R 59 K BEAL T

F@HyMATHFER (Fie > WA) ~ SR ~ 8RR M T HHEIE - K

HE R~ BRBIRSHEIR ~ SHRE ~ B F > AR EIRAR R - BRI LR

Fo THRBB - WP RRB HeRa - B8 BIRES - ERRBRVA L AR

eGFR (=30, =45, =60 5| <30, <45, #2< 60 ml/min/1.73 m2) ~ HbAlc (=9 7|
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<9%) ~ #= UACR (<30 2] >30mg/g) #ATRBFEAHT o AT TLEIR > 65 5RIAT 49

B A MR 65 BROA L 89 B Aedobh A BK 69 JRE B R (B P[95% CI] -

0.74 [0.61 £ 0.9]#= 0.21 [0.17 £ 0.26]) o gho} > a4 R & (HbALc=9%) - B

Fag £ (eGFR <60ml/min/1.73 m2) ~ # 5% UACR (=30mg/g) ~ F #& ks

Pt B B E A s R B 0 B £ 5 5 Bk UTle m A i fis B 69 &5 8 % UTI

9 BB EAK © $24A 4 Rk SGLT2i A il 49 GTL > A KRB H 69 AR B & ©

2.3.4 4 7 3 RIG @A FE AT KRS

T B A RE RG> K3 B AR IR A SGLT21> & & 63.5% >

A 9.8290 89 &k f R E AR AN SGLT2i o X4y 26.68% 89 B 12 8 K RIE R

HE VU 14 RAAR KA SGLI2i o 3364 &4 ¥ > 282% (33/117) R T

FERFEE o A RIRp & (83/117) RBHARHMRERF - BIKHF

i (eGFR <45 ml/min/1.73 m2) # 3 m A 8 R AMEHE 0 RBE & (Bt

[95% CI] = 4.39 [1.15 £ 16.74]) o KB AR I 57 o 1 5 12 2 69 B35 A 42 3 49 JRIE R

getg A B (BREPR[95% CI] : 411 [1.51 £ 11.19] = 593 [1.39 £ 25.34]) o A&

Frae A SGLT2i 4% » B A 45 SGLT2i Aa R 69 GTI 425 -

24 3

# — BB # 7k SGLT2i 26 GUTI 9 JA i A7 947 » b Usiskin % A

25



HOWIRZREHRE AR EIEAL > BFRM GTL HAZSAF K -
(41) o 7 Radholm % A %78 KA AR 69 BIE B 43R > SGLT2 A H A & &
& GTI B[ > {217 M £ B8 £ £.(42) o Dave % Adu45 3 > 48874 DPP-4 dqp4)
#) (DPP-4 inhibitor, DPP-4i) » 4# /§ GLP-1 RA #fo SGLT2i ¢ %% > 4 5] £ 60 &
A b > GTI 893 & £ B2 % JH 5 (43) - Toyama ¥ AZ#@ 4 &4 474k » CKD &
# F SGLT2i 48k GTL B [x42 st =45 (44) > 23k CKD % — A4 fiym &4 AR Mk >
H R A PR BA S (45) o

72 1% BA o~ 0 SGLT2i ;2 % 3 A UTI 69 % 4 49 4 % R — > Fralick = MacFadden
R A SR S SRR T AE (LA 5 JRAR B 40 B P25 /2 JR3E B (46) © R > 2R
% RN gk o9 CKD & F > AR ZCRTAE € IR 5 > 12 7T B —F 3¢ Aw UTI
B9 B (45) o sbsh > B ZH a9 e R R F S £ S 0W A EUT) - REARTRESE
& UTL g4 > F = UTL 48 Al REME R 24885 > SR BEH R EFRT AL L
89 & UTL B 3G he — 2 o 3L ok > BT R F A 48 fom Ml & G2 89 SGLT2i 4
HUBT T 256 UTL & AR o LAst 4 35 B AT BE b 4% fos A 2 (UKPDS)
I BR T o 8 4 ) o ot B BE R ] 6948 B M (48) o

TR AR AT PR A 3 — A ME s B F > Yolken %R &g Aok UTI
3 B M AR B (49) > m Stantiford 43R UTL B4 % eG4 2B A 1h 45 1%

#(50) - E st > Hrgg a2 UTL &) —18 3 AR B & > & SGLT2 #942 A ThEm &

(!

i % 84k A © Empal0 ~ Dapa A= Empa25 4 i 4 ] UTI 46 4 % & B % £ 2 > Liu
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%6941 %45 4 Dapa ¥ 40 7 UTL A& > 12 Empa 8 & > @Ak T GTI 49 8

%(51) o % —3A% & S4B+ > Dapa #» Empa % 4 3 ha UTL 69 R » 2 /5 4 =

B g e CKD Bk > 522 R SE 4008 s 3 AR VL > % A0 GTL R

3G T # =45 (44) o

SUAT 8 BT R BT & IR RR S SRS o B R A e B AR W R AR AL 69 B R B A (52,

53) o A AR BF S0 B IR A (54) VA BT ik ki g & BF (LUTS) (55)#9 78 A B

T ek UTT A B (56) « AZIRAAE T » A TRBIR-SHE IR 89 &4 12 T H1k

A SGLT2i # UTL B[ &  Bm SR SIS Rm 2 —F8 2 4 LB Kk AE > A 7

By k& > Kt UTL

A3 GUTL > B AT A AT RIRFT 458 ~ MR % B & 338w GUTL A%

c BMBMMTAKEH ~ B TEA B RBH > GUTL 098 A R THRIK - Ao

o~
<<~
e
il o

Jedt s Bk 4w cGFR #ig% o UTI RIS o AFFE T » FiA cGFR<30

ml/min/1.73 m2 44 & & H A UTI 482 o 22 B %69 UTI B % 9 B8 5 74 eGFR #

S EE o BRBARBEREGEF T 0 RERAGARESHGT) - AEAF

AR EF A S LR EDIER > Bt A8 UTL M sk 69 547 >

2 ik o&Andn i b R RFEEHFZFAETRTELR AL EBAELE

BH A E 3 0 R RR(58)

A UTL & > F g i % —f8 B % B % o Paletta % AZFZUEFM UTL

& VAR AT R AR B 0 T AR AR B A 2T RAT A IR B A E IR B AL AT M3 A B
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H(59) -

2.5 B IR

KB R AR TATRA] » G ok dah ABT R A IR A ~ DB BRI E AT R

TAEA AR IR R o o REGR B £ KA DB & 80P 308k A0 &4 T Ak KAk

BEEN © k% > AEA Empa 4 Dapa & RBRTR > A24E 2016 £
FIHE 69 > AL BRI R A > LA 46 L E R 6 SCLT2 o Rik » A&

HBARL > F AR A R EUK o £ AR 0 RAVE ZOKE LR EHBIE > AR

AT E F Ay 4E RIE o

A 72 P B4~ Diabetes Res Clin Pract. 2022 Apr:186:109816.18 K & %k #4-#5

21 B G sk B 28 7 (60) (doi: 10.1016/j.diabres.2022.109816.Epub 2022 Mar 2.)o
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% =% SGLT2 1l &l e & A ¥ kJn i &4 F - EiGib&
AR EFAAL ) AT CHRIBERFBEE : —&
2EACEHAR

31 %

SGLT2i vAH-Fp4) B Bl o #) & ¥ & BOK & T Ak fm Kt b 3 B AR E MR A
A4a(61) > 3t #1448 fRgm % R BBk AR ARAL 698 dn E 7k 7R &5 AR R Y MACE
BB o TR FM IR AP E (Myocardial infarction, MI) ~ 3 B 4%
PR~ S M SE T A Bl 3R ] AR 894 1R (62) o H GLT2i fE 848 S L JunD/PPAR-
Y A Y E T~ S LR B BUME A S H AR > 13 2 AR R S LR B B(63) -
HAEKEN R > LERIL AR A Fo K IE > & M 374 B AR AR 6938 R
(64) o gbsh » GLP-1 RA #5 — RV R Aol e 8 5 a8 3 B K0S e 8 F4F
BT 89 2R (65) > A2 s R R B 0 S B R R BB AR
R o

&% SGLT2i 7T AE B %0 o & 5 % 49 35 £ % > 42 75 T AR 38 A F AU (lower
extremities amputation, LEA) &) E & o CANVAS B& &K 2X 5y & BH > $L2 /L) 48 bb »
canagliflozin TAE¥E Am LEA 49 &(29) o B4 B it 88k % (Peripheral artery
disease, PAD) 4§ Af# A canagliflozin 4% » B 49 B[ iE — % 3% #2(29) o 73 EMPA-
REG OUTCOME BB~ 4% /i Empagliflozin Fose REA] 69 S 8235 2 M) 69 KR 3R 4K,

B %48 #£(66) » 3k 51 » DECLARE-TIMI 58 SXB B 7 > 43 & % 49 PAD J& &4 47 »
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Dapagliflozin #f R &35 e B A% (67) o B b > 74 A PAD SRR 69 8518

A SGLT2i 8% 247 R R HE o

V& figm k% (Diabetic foot ulcer, DFU) 69 2 2k B 47 & 45 4 6.3%(68) o 2K

W0 2014 S5 & B — A NE SRR B 8E SRR 2B JE (Diabetic foot complications,

DFC) » &3 ~ B3 ~ HUE A E PAD {2 [£ 69 847 % 4 1.98%(69) © 4 DFU #

7}%/5&;% l%;g_*a bbﬁ% DFU %}% y i\@ %t? N ﬁ{‘p\&jﬂftﬁgﬁﬂﬁﬁc}?)ﬂéﬁ)ﬂ%i@

£.5(70) -

VAR] 69 A R BA -~ > DPP-4 Jp k] B #8 dn  Fe B 09 £ 2 b 2 69(71,72) - A

B> AFFR S 48 th#k SGLT2i fo GLP-1RA g2 DPP-4 5] | £ 78 H 0 o8 95 9 69

% =B AR i 6 b # MACE Al 5403 % -

3.2 BT ik EAH

321 FHMHLR

SbAF 7oAk A 2004 £ 2017 4 NHIRD &b i 4T 7 13 28 W B A 4 &) 2R AT 72 o

3.2.2 B F 7% FF

A RN B 98 5 R 5 AuAe T R AS3TAR (ICD-9 Fe ICD-10) > 44 2003

S F 2017 SFHEEPTA 20 BRBOA L GG F = A ¥E S B A G o M Rk gk R R A

W kI PAD ~ 88 JRgm 3R R e R¥E ks A B (DFU) o AAF & ¢ 2003 4
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£ 2017 469 14 881 o KAV RAIFEZ T 4 2003 4 E 2016 4 M5 R 448 fosn 2

R 89 5 RN kR e 0 GEIRE E 2017 R > e T — S5 69 16 BEER VA FUEAT

FUHRER - AT TR TR LG RIR XA > AT RBER T 2003 5

£ 2007 4RI 2 81 69 &8 > FEAR AR L B RDBTAT 5 5 N IR A BRI IR

FAEIRBIEE A o BEIR T S ET BB KR R AT A2 B MACE R e 454% B A9 AT

AR SRS R EH o RIRLHER T 8% R 230 RARA LB X MACE 4 5t

= 3 2017 % & 77 30 £ N £4% A GLP-1 RA « DPP-4i % SGLT2i %% /488 —i%

u\

BREMNGELE (Bx) AARM N SR E BT AHIEZR A - AT A H

(2008-2016) 45 & # 5T A 49 GLP-1 RA ~ DPP-4i fu SGLT2i #4 % 4 ¢35 : DPP-4i

&, 4% sitagliptin ~ saxagliptn ~ linagliptin ~ vildagliptin ~ alogliptin ; GLP-1 RA ¢,

#% liraglutide VA & dulaglutide ; SGLT2i &, Empagliflozin #2 Dapagliflozin o 4~

B IE ARV AR HE JRIm BRI JR BT AT 2 - WARATAE [T 69 AT 248 1CD-9 #= 1CD-10

ARAE KA R RPID89 AT ZMBRAH R - LT R B BB T ELHE R E TR

DB HE R Rom g > % GLP-1 RA 3 SGLT2i 4% #) &4 @B M AR o T

Byl 1:1 a9 rbfp) sads & DPP-4i 4% e B H Ll X EBF M OIEES B~ 5

R~ SR > ERREBE RS S B RRRARE RS W RRAT RS~ &R

Hm& stz ol -
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1£2003 20174 A 2 B
RIREOA

N=25,994,281

HERR

FERE R IR HRE ( N=23,054,915)
F—RIBMIRERHE (N=11,399) -
20174EA9EB3 ( N=143,830) - 3L
T i8558 (N=91)

762003 F2016F MPE "
AEREE

FEN=2,734,046

722003 2016 ) AT RH
BOFETEMNE _BERES

N=414,716

HERR
2003F 2007 B E, N=184,446
VR0V B E, N=703

TE2008F 2016 E A —

ZE AR RBE O SENSE
TRIBRARE
N=229,567
HERR

27 FGLP-1 RA, DPP-4iEkSGLT2i 8% 30 KA E
B ERIBIA—T1EF I EY, N=121,057
20175 A B E AT REYN A, N=11,377
TEZHRRBEHREZAMBENDD
BB, N=47,250

{EFGLP-1 RAKIA {85 FEDPP-4ifg A ERSGLT2ITA

N=569 N=47,064 N=2,250
B~ 2t R FARE

323 ZREGREN

ABERM 2RI AL A MACE 3£ % > 0363k HA SAULE « R 4P

B S HERIBETR B E AT o REMFH/ R BB SRR~ FFBp T

B SRR~ SEHMET ~ 2F T ABBE o BIRAMIR R R EE

A B8 MACE ~ 32T & 2017 S 45 % > R B A EL 4L o sLoh > HIRE
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R F KA DB A DFC 825 A PAD Fa BB 69 15 LEAT KR BE AT

324 H3Fk

FRAPE A G BB AT FoF T ARER AR Pl g =B 76 e 4R 69 R R AR Lo 42 A Cox b

Tl B[ 4 B SR o AT 5 2 BN R Ao WE SRR gk B AR e R 6 B 82 MACE 4

52 69 M A% © 45 A AT A R (HRs) A0 O5%f5HE M (95% Cls) %

IR, o 4% FAPE %) 5B A TT B kb & : DPP4i #F GLP-1 RA 24 ;4 & #= DPP4i % SGLT2i

EBEEF  ARMEEA KRB RO E o AbsoF > 53R BHE = F A G

DBAEF PRI BH o R > &K KFH A Cox thp] BRER 2T HEY - =

B AP AR AR R QEFE B SR 5 BRE - RAE R

# o~ AR IR EATRAR B o ST ATIEA SAS kA8 (R A 94 ; SAS Institute

Inc., Cary, NC, USA) #A4T o @Al p 4B/ 74 0.05 28 4 R B 49 -

33 &%

#2003 41 A1 8E2016 4 12 A 31 B » NHRID #£ 34} 7 2,734,046 %%

B 4 2 B s 6 7 B o KUFT 25 41 2008 4 F 2016 4B 6 % ik LBk 4 s 2

A 89 229,567 & ¥ o BATHER T A4 fm a3 A ATk 48 @ MACE #9888 >

VABAEAT F 4 R AT 30 RN KRG % h—%k# < GLP-1RA~DPP-4i & SGLT2i 74 %%

HAEE LR MBS0 B K o B> BN T A GLP-1RA 49 569 % &% 1%
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7 DPP-4i 69 47,064 % %% F=4% A SGLT2i 6§ 2,250 & B4 o iz - B H 098k
PR BT Z R, o AT G 9 BT B >tk % GLP-1 RA & SGLT2i 745 49

Bk DPPA Gk e &4 » BMBREI A AR KR LR ABES £

i)

T BAZ 2 ATHR > GLP-1 RA G 6y AL A AR % 251 8 A > f2 480k >

DPP-4i #9 % 36.6 {8 A o Fl4a# > SGLT2i g2 DPP-4i 454% B BATR 5% % 15.9 18 A

F2 1838 A o

%7v9 ~ GLP-1 RA ~ DPP-4i fo SGLT2i 4% ff 2 64 BF 5 AL 6 25 1

GLP-1RA DPP4i SGLT2i
p-value
n=569 n=47064 n=2250
9 (%) 53.19 + 12.48 61.99 + 12.37° 57.28 + 10.95% <0.001%
T 3 0.016*
F i (n, %) 280 (49.21) 25994 (55.23)° 1238 (55.02)¢
ok (n, %) 289 (50.79) 21070 (44.77)° 1012 (44.98)°
50 E (n, %) 50 (8.79) 4012 (8.52) 182 (8.09) 0.748
fRE R RE (a0, %) 126 (22.14) 7792 (16.56)° 431 (19.16) <.0001*
BRRERE (0, %) 45 (7.91) 3853 (8.19) 167 (7.42) 0.423
R RREERE (n, %) 10 (1.76) 854 (1.81) 39 (1.73) 0.957
R IRAT SR (n, %) 14 (2.46) 875 (1.86) 43 (1.91) 0.568
KB HE (0, %) 5(0.88) 1110 (2.36)° 2 (0.09)%b <.0001*

FEVFHEARZREEZR - REEHEB B IR CREDH > BHERER FHRTHAT »

“p A&/ 0.05

“Fons GLP-1RA AL A BAE £ 2

»kom st DPP4i (A4 A BAH £
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331 ZRAX LR

AR £ TR Bt Rk BoF Jow o 52 DPP-4i 4% A 2548 vk » SGLT2i 4%
A#f MACE WEB F i BAE £ B> B — 5 R T B HAHIK T oMl HHE 8
Pb & (AR L % (HR) £ 5] 4 0.64 [95%CI 5 0.46-0.88] F= 0.54 [95% CI»0.35-0.83]) o
DPP-4i fo GLP-1 RA & A X AL ZRREERGLE LR ABRE LR - 1L
k> 4 A SGLT2i ¢ &% 2% A DPP4i 49 % %48 vk > Ak £ 84% (HR > 0.44 ;5 95%

Cl > 0.22-0.89 ; P <.05) » 4wk ZLFf7

3.3.2 WX PAD £ 77 57 % 7% 2 57

Je g R KRR 89 4P > SGLT2i £ &% PAD # &% % HHF &%
DPP-4i Aa+g o ##% A PAD ¢ % % > {£8 SGLT2i 4 A s MK MACE F» HHF
49 B % o LR L & 5 2 0.56 (95% CI: 0.38-0.82) #m 0.48 (95% CI : 0.29-0.8) o

483 25 #-fe PAD s %20 4 SGLT2i % GLP-1RA 89 %4 #k %39 £3§ pa o

3.3.3 W LEA 7T #5 X 35 BER T

2 REAT LEA 89 &3 & > 28 SGLT2i sfg | DPP-4i 69 &4 A8k > KRR
MBI EA S MACE 4o HHF 7r@ g 2] 7T BEZOR > AR E S5 % 0.65
(95% CI : 0.46-0.91) #= 0.54 (95% CI : 0.35-0.85) o ghsh » AT 69 Bk LI E

MR L > AR % A 028 (95% CI : 0.1-0.75 > p < 0.05) o
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DPP4-inhibitor

DPP4-inhibitor

vs. SGLT2i vs. GLP-1 RA
F4H AFE & AR (95% CI) P14 FEHGEER/ Ak (95%CD P g
B/ A ECP I
FARRROAEFH (MACE) DPP4i 104/2240 1 0.007* DPP4i 52/569 1 0.802
(SR HIE I B ~ Ik BB S AL
57/2240 0.64 (0.46 - 0.88)
BRSNS RBER S SHMBET)  SGLT2 GLP-1 RA 34/569 0.94 (0.61 - 1.48)
REHTE, n
I BB S LAR K DPP4i 0/2240 DPP4i <3/569 1 0.704
SGLT2i 0/2240 GLP-1 RA <3/569 1.71 (0.11 - 27.37)
JE BB F R DPP4i 39/2240 1 0.469 DPP4i 20/569 1 0.482
SGLT2i 28/2240 0.83 (0.51-1.37) GLP-1 RA 19/569 1.26 (0.66 — 2.4)
QR IBAER DPP4i 68/2240 1 0.005* DPP4i 36/569 1 0.293
SGLT2i 31/2240 0.54 (0.35-0.83) GLP-1 RA 17/569 0.73 (0.4 - 1.32)
& A ST DPP4i 0/2240 DPP4i 0/569
SGLT2i 0/2240 GLP-1 RA 0/569
2R MET DPP4i 0/2240 DPP4i 8/569
SGLT2i 0/2240 GLP-1 RA 0/569
B % DPP4i 26/2240 1 0.022* DPP4i 11/569 1
SGLT2i 11/2240 0.44 (0.22 -0.89) GLP-1 RA 3/569 046 (0.12-1.74) 0.253
%) & ~ # DPP4i 4& B £ 48 bk > SGLT2i g2 GLP-1 RA {& B % 49 MACE #1% 24 2L 4y Cox b a2 -
* p-value of <0.05
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34 3

341 5 =B ps R SRSy B AN A B F AR R B T

5 2 AR R B o o 95 9 Ao OB AR AA e 5% 7 80 BB 38

FEZARBFAFIAR ~ BB F I~ WA AERES ~ BT fe &M~ B HBH A

B BN Mk AR ARAG B HAR B OF 3 5 B & (73, 74) 0 € E AR d o SRR A B 690

WEHA M > HER X QFERR 654528 B AR K- E B & 4 Kk fo

B F A7) AE R (75, 76) °

DFU z &y A0 Sm% ~ & KRB ~ RHRAMG A5 > AR T B

FaKfEF B A 51 o R# 30% 69 DFU ¥4 E & FIEE A PAD(TT) - A2 %

8952 > Al 63% &9 DFU J& 5] th 3R A% 48 9 8 ~ B3R AMG Ao 1 89 & R4 46 3boh>

DFU #95% 6-38 %% B & o % 5] 4 69 BALR A 3§ o i % B % 4 > Bl & 845 =

15 0k 64 RRAE(T) o

342 SGLTZ1 375 = B #5 R N5 i B g Fo b AR B s B H) 7 B

#e 2R SGLT2i fo GLP-1 RA 4% HA 2 BB AR EX LS hERRHTRA 5

CEVRECES Ly S S B2 L ESE REL ES VLS LA

(1) SGLT2i 4% %tk DPP4-i 4¢ B % A sk 89 MACE ~ HHF Fe# Bk £ ; (2)

GLP-1 RA #= DPP-4i 4 i 2 8945 248/ ; (3) SGLT2i 2 {244 PAD 3 LEA &

X8 EAEF MY T MACE fo HHFE #) &% 5 (4) 24 PAD 3 LEA & 189 &4
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> SGLT2i Ak HAk A I % o
— SR Y S ATEE A > SGLT2i J 5 Bk 35 M AR AL b s s 45 75 7 69 8 o I

7 MACE fos e 8 56T & > £ R A& A BN ARBAC M S B 5 Je 89 & F

|:

FIT AR T HHE £(79) o 12 484F R T AE SR B A G B A AR ~ JRANIE Am VA B
R ER N K AL B E o SGLT2i B TR Y KJE ~ 2B ~ A Sl
M 4G 3 B T AR T AE (64, 80-83) o

EFH % e BT RN E R BRIk 5 AN A B H T >
SGLT2i ¥ % 7 &LiEH KRR 5t © Ff» MACE 6945 %(82,83) FIRF3 & T 8 e
T AE IE AR T B AR IR AR AL 69 B (84) o R RAFT R » %% SGLT2i 4% 445 &k
ih Rk Bk AR BAE K MACE B > 12 HHF B Kk A 54K > & 82 3] 6947
RABAF o SGLT2i $5 fjfi Ao e B 69 K BV A AR HI VT AL A# A% 7 1542 HHF 4 > &

FNR I ARBRAL 0 o R s 09 AR SR B o

3.4.3 FF1L =T g R EA 7 SGLIZI ;505 T iy B R /%

SGLT2i 4 A A8 B R 69 % B4 R A #E o Adimadhyam % ASRE 24 > 1%
A SGLT2i #9# BB [ wh A 3§ v > 12 85T £ RERE(85) o A8 13 > Heyward % A
AT 89 G657 30 REE IR Am 69 B R [ (80) o ARIEIR B # R #3E > 32 DPP4i Aw
GLP-1 RA A8 bt » SGLT2i i 3% An i B A% > 42 82 metformin, sulfonylurea 14 &

thiazolidinedione #8 bt » ¥ 45 € 32 Jo b 25 B % (87) o {HAF 2 E 092 » RV R &
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1T A PAD j& 8269 &3> 45 R B SGLT2 ¢ A4 69 B F 3 R3G Ao > TR L

B A PAD ja 89 SGLT2i 4 A 4 69 Ak 5 & £ /K74 DPP4i 4 A& o

344 GLP-1 RA ;455 7 # = F 5 SR o 55 i B 7 755 R HAHE#H)

GLP-1 RA /& CVD & 32 v F KA H L 6E AMS > @RSk S Tk

BE ~ B R > ABIR Y s Bw > BALR A Fe R IE o BAKE & MK JE T AEE

— I SR AR N R T AR T AR BRI AR AR AL e e D AROR SR 0 3B R Bh MR R B X (88,

89) o SLAl W9 EE RAT BT > GLP-1RA (G B B THK T L2 KR RS F A fos

A st T (88) e Mannucci F AEAT #9465 H745 > GLP-1RA £ & MACE Fo

AR THCOE SR IZREARRA ChERRBNELO0) - Am > AER

FB#IE P > Longato % A3, » # DPP-4i 481k » GLP-1 RA /£ 3% A & fo % % 5%

6 & HADE S @ 8 5 R (91) o Sardu % AR 3§ T GLP-1 RA i 4L Fis s

MARIL > S HHE 5@ 6978 4 (92) o 2 > w A B A ARG - AFF

7 ARAEFER GLP-1RA fe ¥ figm Rgh &4 T EATE RSB RARTAG W HRK ° &

i —F 09 AF AR GLP-1 RA G5 & 32 2 A8 JRJA Aa T8 b5 5 o B 95 4 69 A 20

M o

3.5 B FE IRl

ARG A AR » % % > canagliflozin £ 2018 555 518 & % » 1§ s &%
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A 12 AF I N AR A canagliflozin 69 &4 69 B & o 5 = > MR 04
7 569 % GLP-1RA f# i % ~ 47,064 % DPP4i & Fj % F= 2,250 % SGLT2i {% fj % o
A2 ZE R > DPPA L6984 sx KA Ab48 7] » £ & GLP-1RA 486944248

0 HE 2K A o MR IR 0 T A4 A B B 2 2 454 B 0 A0
& — M 12 A A

T aR

‘_3_\

HEBD o BAFRFR AR DR EEAE > AT L 2 EF R L4

sbaE REF LA B iE — 7 RS IRA] > 378 A R AR ATRERA
AEHR R L BB 0 B AR EARAC AT R 89 0 Zbk o

%=

WLAFRPER T BB A H
o A G A AR R A9 AR AR 0 18 VT AR B TRAKARL R 49 T RO REME o A > AKRiE

—RAZMER AARHEAR T AENILERTREREELAE BELHRE

RAnZ ke R HT TG QA& F 8 A F 2R A0 IR E R OB Aoi@ Ao
Foo BEMAMEDRERR AL FEM EACBEZHETRMRS > £
AESE MR AR KN T Bk > {2 B AR —EIRA] o B A A RMBEEHRZ CVD

BROEZEFE 2 hARZHIE > RMOBEE P REQELE L - £ &F

Ao F O BEARIR Y > FREAT LI B R ABRE AT 095 -

AAF 727 A 74Endocr Pract. 2024 Feb 5:5S1530-891X(24)00062-4.18 B & %
print. PMID: 38325629.)e

#3351 B 8 st B A (93) (doi: 10.1016/j.eprac.2024.01.016. Epub ahead of

40



FgE @4 GLP-1 receptor agonist e K ik B Z 69 6% 7

FoARBARRAREF - TR R H o ¥E & B4 %

=z
41 F%

BRI EHF > mMEERNG IR BRAERF FHLE > SUABLLEE

(glycated hemoglobin Alc, HbAlc) sk %k - > F) B 32 fn fo 4% % &) (glycemic

variability, GV) (94) o & GV 2@ 3§ A AL R 7 Ao K £ (95, 96) » 12 7T AEZAE A&

IS o B HHEIE 69 9m B X — (97) e

K5 AT 69 35 > 14 48 B B (Continuous glucose monitoring, CGM)

FHTAR ZHEEM R TR EE > SR T o E98) o @8 H B

BT GV 458 > B AT A B A EHE WA S & 69365 2R (99, 100) £

EH GBS RRAREYE > AL 1 TR 2 WAk K > M8 A M RE0K

16 &k B CARFEARE R S GV Faduil figm 3 # 69 % K (101,102) - g ok > 2k KL

G B G A NS B I R R B A & 8t MR A ] B R B T-(103)

Ve JRgm B 16 B 7 ik B Ak 0 BOATR 3 5 BN R B T B AE o A A — B T 53

R e FUAE kgm0 GLP-1 RA GEAK B2 RAR & 3838 m ik B FE SRR © AE 2387

B nE SR B X — > GLP-1 RA fE S AR R & ~ ISR & 30 4% & Mk 5 & 49 URK

M o Bajaj F ASAT AR > Rl GLP-1 RA & &8k 5 & 69 o 83 % Sk A A&

Btk bk ARRE FREABRE FL S0 RENR04) - K> b x4
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A AEER PR R E 2 A R EAF 2 AN SRR AR S B LT AR kA8 &
#(105) o

R TR F ZH R GLP-1 RA > (2 i & AT 7L AR GLP-1 RA Ja s AR
5 F T R R AR Fe OV 894 o B TR GV~ AR NSLVE JRIR BT T
EXH OB > RMIBRET 16 S ATARMKE X EHOE 2ABRREL > T
®ATH R CGM > RBFtsk Lk Rk s o 3% > KAV L% 5 F A GLP-1 RA
SR BER S K > BEATHE Z% CGM o AL T %% LATE A GV ik &

R A o AR BEHEAT R § e SHAE R B F A0 GLP-1 RA 3 GV fefk R NG & -

42 BRR kM A

421 g##

u\

AFTRAGN 16 L 8A F R RARGEL (8 L8 5 H) » Bk

BEEZ TTRARMEE A foR it o R &4 2 (oral anti-diabetic drugs, OADs) 74 % o

MNFROIBRAB L RAERTAT ) TRETHKREDFLEETE T CGM

BE o B EAEMBEES T 4K COM il o 14 > ek F>EXRTARKRE &

% 3% 2 48 B %) & 69 insulin glargine U300 #a liraglutide » it AR 35 8 % 49 R & 37 5 5%,

RV E o fL¥R Ik £ KA B & (insulin glargine U300) = GLP-1 RA (liraglutide)

B bR A R B AR > F & 0 kAR HAR ZHF > AT T H =% CGM AR o

BRI > XA BT OESHRRE T - R ECHE: (1) BE
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o IR (D) R AR > (o) B AR SRR R IRHE R~ (d) B YR

WER > AR (e) 2HAMNMEBAME - FTASHE G BRLHHEREBENE

F o AR F R EESER (CGMH) {52 % 5 & (IRB) #t4& (IRB 43t :

201701492B0) o

422 R4

ZRFERAERBARBZEAMOISTET > 2 MR A BRI RS o

WA F LSRR DR > KR TR R B AR RY T

X o #aMAE CGM RRATARL > S ERAD > AFHmHKCEY > ZTaH A=

RERr 69 E B R ARG TR L A H AT LR EHF BB FRD P arLh -

R BA LKL A TE 240 CGM 28k 8 B TR R ITER -

4.2.3 iz 3 B

AHRAL A 69 & iPro™2 R 33d i dn BB R R 4 (£ 3 ¥]) o CGM {3 &K
BAAF N KA IR B RTFH R TR - A S AR TEATRY
6 R#g&RMEER > RMERT TH 24 0ok CGM #3898 T o R EH 104
MR — R AL R P R B MER L > A 5 o dE A R — 1B M o AN B R
e 7 Y A B B4R P e F i ] (100) > %) ) 4R R L AL & A4 — AR LR o )

B BREFF R W RN R AR IE R o CGM AE #4940 7] 3] 49 484K Fd]

=2

M

i)
By

R B MR L SLE T 40 2] 400mg/dL o de R EAEAR B BESE > CGM #93k H%
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BT 2 40 3 400 mg/dL o &A1 CGM P45 AT 69 =18 A WAlE T HbAlc> # /&

%—kAth =% CGM £ FRAF o

424 R BT HAF

A2 CGM & R 4% > A T 3| CareLink™ iPro $k8 (XHKAH N 4) ¥ %

AR Ak ERENRE > IR £ (standard deviation, SD) (107)~ &

P8t B A4 (percentage coefficient of variation, % CV) (107)Fa-F35 o #E % T vg

J  (mean amplitude of glucose excursion, MAGE) (107) o o #% /£ 70 £ 180 mg/dL

FoE N AIF AR A (S E MR | (Timeinrange, TIR) » X &2 B &K d 4% & A

(self-monitoring of blood glucose, SMBG) —F %k He4r AL EN o hiEALEH

180 mg/dL. (AUC 180) #afk 7 70 mg/dL. (AUC 70) #9wh4z T 4% (Area under

curve, AUC) 2 BI4X & i do 45 Fo & S 45 69 BE 23 © AUC ¢ i AUC n 514X & a3 Fa

I g K-F (70-180 mg/dL) #5 AUC (108) o AR ¥ fn % 7% Bh =t 5 o 691Kt bE 45

# (low blood glucose index, LBGI) #= & f2 #% #5 # ( High blood glucose index, HBGI)

2 RAR FAK A 48 Ao 3 o B8 69 SR [ (109) « M AE A 74384 GV(109) - ik 4 & 8 69 49 4%

fr ¥ % F (Continuous overlapping net glycemic action, CONGA) B p4E 4817

W e HE K B 6 154% o CIHE R R ZM B — B N GV(109)  #]dn > CONGA4 &

& A 4 NI SLAT — R (848 PL A fn BB K -FAR A £ o
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1425 B

PR $ust o 473445 A Windows pr AR #g SPSS Szttt (B A 26.0 5 SPSS
o XhmdF oIl £H) T o mAESKR T EM kg% £ RZE® Wilcoxon
signed-rank test 3+ o 48 7] % 3B A4 A McNemar F 7B 4757 o 1R A
BARARTAR AEEGE ST PHE R IRMB A THIETIMOMGRE
#% A Spearman A8 B4 B R R 2 MBS XM BB o SHBRE MR R TR A

p<0.05 o

43 &%

iR BHEHZRTETARME E A EAXR GLP-1 RA kb X 7 & T
89 CGM o gk CGM Z M #9-F 3 M Famf il 24 67.5 R o 22 6 Fih S0 E A 442
E 855 o MR -TFH AL 108 Fo RANTHE THA SBE AT R -
ROF LA Rk B & A2 GLP-1 RA 75 £ 45 S48 0 09 2 IR 548 % % metformin » H Ak
A Euf8] 5% 2 56.3% F= 68.8% o

S E AR TRIRIR S & 7 REITE 4B SRS R 2 A R IR B A
EYGHAGLP-IRAB S ERBB G EZ TR - ARRREEZERT > BREERZ
4P AL % 50 BAr > e GLP-1RA &5 5 KBER B R 0GR TR A 25 41 - 18R
Wb Z AT RTRABREENEAE TR S AL A FERABRZF LR 24

A LTARME & 7 F THHERRGHA GLP-1RA &8 5K BER & & 77 5% o 25
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KAG &4 ~ BGH ARS I R BRI 5 @ > MAEGRE R X MR B £

w2
% °

3 TR RM B % % Ao GLP-1RA fo sl bk B % 77 % 201 0 ABE 60 4 1

Fi#k ()

PG (n,%)

¥ (ko)

¥ & (cm)

HHE 3 (kg/m?)

HmAAE (v)

CGM #f z 4t fo &%

(%, mmol/mol)

CGM #& z #Eib e & 5%

(%, mmol/mol)

#fb i &% CGM Al 1% £ ¥

(%, mmol/mol)

“amkhERE (U)

TAREREEFTF

(n=16)

GLP-1RA &1 &% p

&% 7% (n=10)

59.8 [50.3, 70.1]

8(50)

71.5[61.8, 84.5]

164.8 [150.5, 169.8]

27.0 [25.0, 30.9]

10 [6, 14.5]

9.5 (8.7, 10.9]

80.3 [71.6, 95.6]

9.4 [8.3,9.9]

78.7 [67.5, 85.0]

-0.7 [-1.4, 0.2]

7.7 [-15.3,2.2]

50.0 [45.3, 55.8]

46

71.5[61.8, 84.5]

9.4 [8.3,9.9]

78.7 [67.5, 85.0]

9.0 7.8, 10.1]

74.9 [61.5, 86.6]

0 [-0.3, 0.3]

0[-3.3, 3.0]

25.0 [21.0, 33.0]

0.500

0.099

0.767

0.125

<0.001*



HWAMkSERE/42E (Ukg

Atk s EHE (U)

18 o fik B % (U)

AP R 20 R i 2

Metformin (N, %)

Sitagliptin (N, %)

Dapagliflozin (N, %)

Acarbose (N, %)

Pioglitazone (N, %)

Glimepiride (N, %)

# & A& A5 (per day)

# KA &4 (%)

B RAL &4 (9)

EFad (%)

8% (9)

f& By (%)

fi5 b7 (9)

HBFHFHE (keal

FNT 8 F 3 2RI (keal/kg)

0.61 [0.52, 0.82]

35.0 [30.4, 38.9]

14.5 [13.1, 16.4]

9 (56.3)

4 (25)

1(6.3)

2(12.5)

0 (0)

0 (0)

50.5 [46.0, 54.8]

158.4 [143.0, 175.06]

14.7 [13.1, 16.0]

48.4 [34.4, 60.7]

34.6 [32.1, 38.4]

48.9 [36.7, 64.1]

1228.0 [1038.6, 1499.5]

16.6 [14.1, 21.3]
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0.36 [0.27, 0.43]

25.0 [21.0, 33.0]

0.0 [0.0, 0.0]

11(68.8)

0 (0)

0(0)

2(12.5)

1(6.3)

1(6.3)

50.5 [42.0, 53.8]

143.3 [118.6, 168.3]

15.1 [13.6, 18.0]

41.5 [32.2, 58.0]

35.7 [31.6, 40.0]

45.3 [30.4, 63.3]

1231.0 [879.5, 1412.6]

17.0 [12.6, 19.9]

<0.001*

0.001*

<0.001*

0.424

0.012*

<0.001*

0.004*

<0.001*

<0.001*

0.605

0.163

0.148

0.569

0.717

0.289

0.179

0.215



Ao (9)/ B2E (ko) 2.01 [1.88, 2.56] 2.05[1.58, 2.39] 0.215

EGE (9)/ BBE (ko) 0.58 [0.53, 0.86] 0.61 [0.55, 0.79] 0.796

Ak (9)/ B2 (ko) 0.68 [0.53, 0.88] 0.65 [0.43, 0.80] 0.469

FWHBE S IR THE FRAL  BLhEE BREERE - BEEANATL

HF -y, F o mB]f AT e

1% 4% 4 78 ¥L Wilconxon singed-rank test 447 > #& %] % 48 YA McNemar’s Chi-square test 27 ©

Abbreviation: GLP-1 RA: glucagon-like peptide 1 receptor agonist; CGM: continuous glucose

monitoring

i GLP-1RA £ 0 A pE B 5 5% T » 2 %45 SD~ CV ~ MAGE ~ CONGA?2

Fo CONGA4 3 H G KAATARMR G K 7 & o Ad > WmAE G F 12 &R s & B 45

BRERABELER (RAL) AFRRBRE X FTE T > 435 1%6 5 K16 &0

Bk 5] > MAGE 2 SD 2513 A 2.699 mg/dL #= 1.324 mg/dL o 48 & > 4538 hn 1%

& 05 B A b5 > MAGE #2 SD 4% & 2 3.487 mg/dL #= 1.595 mg/dL o £3&

1% 69 & & & I bp) > CV AR 0.021% (R&N\) © #mF X > s &0

IR LA 38 u it SD A= CV 6938 0 23,9 B EA B (1=0.366 F= 0.420 > p<0.05) o %

> B8 A s B AL 6938 R CV eI AR 2R A AR B (r= - 0423 f=

- 0363 > p<0.05) » gush > MAGE ~ SD Fa CV s 458 B 4% JRym ja fe ke B2+ K

FEABR] o
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&L~ 2B BRM A E K B4 A R

BRAREEFF (0=10)

GLP-1RA & & A Ak & & 7

% (n=106)

p

A X B (0:00-24:00)

SD

Ccv

MAGE

AUCt

AUC180

AUCn

AUCT70

LBGI

HBGI

M-value

CONGA1

CONGA2

CONGA4

TIR

43.9 [34.4, 60.6]

0.24 [0.21, 0.29]

114.2 [91.4, 151.4]

50869.2 [44430.2, 66563.7]

31850.4 [15978.1, 55968.9]

18672.2 [9534.4, 28527.5]

0.0 [0.0, 175.0]

0.07 [0.00, 0.41]

9.68 [5.41, 20.28]

23.47 [13.12, 45.15]

28.07 [23.33, 39.29]

42.80 [35.88, 56.29]

56.94 [45.81, 70.33]

39.0 [24.1, 71.7]

36.0 [27.7, 47.5]

0.20 [0.15, 0.26]

78.7 [66.8, 124.8]

53484.3 [41642.7, 59404.7]

34434.3 [12336.0, 46503.3]

19419.5 [138306.7, 28965.2]

0.0 [0.0, 0.0]

0.00 [0.00, 0.18]

9.46 [4.14, 14.48]

18.45 [10.49, 27.80]

23.25[19.93, 34.58]

36.45 [31.46, 54.49]

50.49 [38.80, 62.95]

52.6 [31.4, 77.6]

0.017*

0.046%*

0.006%*

0.918

0.535

0.408

0.674

0.463

0.535

0.088

0.079

0.049*

0.020*

0.305

AR E (00:00-06:00)
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SD

Ccv

MAGE

AUCt

AUC180

AUCn

AUCT70

LBGI

HBGI

M-value

CONGA1

CONGA2

CONGA4

14.8 [9.3, 20.2]

0.09 [0.08, 0.13]

34.9 [23.1, 50.4]

11771.3 [8691.5, 14551.0]

3822.2 [260.1, 12524.9]

6176.7 [2794.0, 8419.7]

0.0 [0.0, 0.0]

0.09 [0.00, 0.59]

6.24 [1.32, 14.17]

8.96 [5.01, 22.66]

13.20 [9.52, 16.57]

14.12 [11.61, 19.84]

11.64 [9.15, 13.36]

11.5[9.39, 19.9]

0.07 [0.06, 0.13]

32.9 [25.1, 60.0]

11015.0 [8383.6, 12973.3]

2262.3 [13.6, 6654.3]

7392.8 [5662.3, 8730.4]

0.0 [0.0, 0.0]

0.00 [0.00, 0.51]

4.31[0.86, 8.44]

7.71 [3.32, 15.82]

10.61 [8.53, 13.21]

12.58 [10.17, 16.80]

9.87 [8.08, 14.26]

0.605

0.796

0.642

0.569

0.363

0.278

0.715

0.552

0.379

0.408

0.438

0.234

0.642

e 48 % Bh45 $A median [Q1, Q3] & & o

1% &% % 78 YL Wilconxon singed-rank test 2 #7

*% 5~ pvalue <0.05

Abbreviation: SD: standard deviation; CV: coefficient of variation; MAGE: mean amplitude

of glycemic excursions; AUC: area under curve; LBGI: low blood glucose index; HBGI: high

blood glucose index; M-value: weighted average of glucose value; CONGA: continuous

overlapping net glycemic action; TIR: time in range
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i

34 o ¥ K Bh & & (mg/dl)

A% (n=32)

Rk S £ FE (0=106)

GLP-1RA & 4 Ash ikl % 7% (n=16)

# KA &4 (%)

EZa® (%)

fi& B (%)

B KA oM

(gram/kg)

EHE (gram/kg)

B5 B (gram/kg)

B 95% CI of B P 8 95% CI of B p 8 95% CI of B p
1.141 (-0.481,2.763) 0.168  2.699 (0.067,5.332) 0.045% 0918 (-1.567, 3.404) 0.441
-6.494 (-12.124, -0.865) 0.023%  -3.462 (-14.797,7.873) 0523 -2.267 (-11.893, 7.358) 0.621
-1.092 (-3.013, 0.827) 0264  -3.487 (-6.529 , -0.446) 0.028%  -1.076 (-4.028, 1.876) 0.448
14.80 (-11.941,41.546) 0.278 16.77 (-28.008,61.556) 0435 1149 (-30.454,53.428) 0.566
-51.39 (-123.139,20.357) 0160  -47.77 (-159.053,63.518) 0373 -18.49 (-123.15,86.172) 0.711
-26.80 (-82.136,28.523) 0342 -67.82 (-146.583,10.939) 0.086  -23.13 (-107.945, 61.689) 0.568
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i

## £ (mg/dl)

AR (n=32) AR ZHF (0=10) GLP-1 RA 45 &3R8k B % 7 % (n=10)

g B 95% Clof B P B 95% Clof B 2 B8 95% Clof B p
B KAL &4 (%) 0.440 (-0.165,1.045) 0.154 1.324 (0.409,2.239) 0.008* 0.266 (-0.704,1.235) 0.566
E2ag (%) -2.768 (-4.786,-0.750) 0.007* -2.854 (-7.023,1.315) 0.164 -1.155 (-4.849,2.539) 0.513
s iy (%) -0.369 (-1.085,0.347) 0.312 -1.595 (-2.677-0.513) 0.007* -0.263 (-1.419,0.892) 0.632
7 KA A4 4.874 (-5.153,14.901) 0.340 8.475 (-8.677,25.627) 0.307 4.403 (-11.806,20.612) 0.570

(gram/kg)

A8 (gram/kg) -17.00 (-44.015,10.019) 0.217 -21.63 (-64.482,21.213) 0.297 -3.635 (-44.228,36.959) 0.851
Rs B (gram/kg) -5.428 (-26.362,15.469) 0.610 -25.17 (-56.163,5.821) 0.103 -4.297 (-37.377,28.782) 0.785

52



i

B R A (%)

AR (n=32) AR ZHF (0=10) GLP-1 RA 45 &3R8k B % 7 % (n=10)

Eik 4 B 95% Clof B p B 95% Clof B 2 B8 95% Clof B p
B KAL &4 (%) 0.003 (0.0007,0.006) 0.011* 0.004 (0,0.009) 0.061 0.003 (-0.001,0.006) 0.120
E2ag (%) -0.013 (-0.023,-0.003) 0.013* -0.021 (-0.036,-0.0006) 0.009* -0.004 (-0.019,0.011) 0.566
s iy (%) -0.004 (-0.007,-0.0002) 0.032* -0.004 (-0.01,0.002) 0.158 -0.004 (-0.008,0.001) 0.095
KA S 0.006 (-0.041,0.052) 0.806 0.001 (-0.075,0.078) 0971 -0.002 (-0.593,0.553) 0.941

(gram/kg)

A8 (gram/kg) -0.134 (-0.243,-0.025) 0.016* -0.187 (-0.346,-0.029) 0.023* -0.1 (-0.254,0.054) 0.186
Rs B (gram/kg) -0.097 (-0.182,-0.012) 0.025* -0.113 (-0.245,0.018) 0.085 -0.105 (-0.225,0.014) 0.080

AN~ BR RS H MAGE ~ SD 2 CV 892 > YA B AIZ AL LR A48 A (Linear mixed model) 447

*%& 7 p value <0.05
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=

MAEKTARIR G F 7 F#ik3] GLP-1 RA Rt e £ 5 %% > 8

MAGE + SD #= CV {882 F & » # 1142 mg/dL & % 78.7 mg/dL » #¢ 43.9 mg/dL

%% 36.0mg/dL > AR 0.24% % £ 0.20% (Rk-L) o K > R 4D#% I E fo 48 0%

B R E A B B E] > 89 MAGE ~ SD & CV REAF B - AL

EREBREN > 22k s] GLP-1 RA SRk s R &4 > TIR R

451% L+ 3) 52.9% o AFEIRIE S & H E fe kiR B & m GLP-1RA F% > 5K

o &6 F 32k 41 TIR 6948 B4 B3] 4-0.224 F2-0.044 > 548 R A Gt

’u’.tzﬁﬁ J‘é" °

44 3

ARARAT AR CGM Fofk R3TER > 247 T TR & & S GLP-1RA Aok

HERR By & 7 T T 09BR B R~ GV e e SRR 6 R ) 69 B B b o 3R 45 > GLD-

1 RA #E188 3 hn ik B & 5 3b Aok By FACRE > A RB D R & ol E AR K& b

FEH(110) o (EE 4o st > R B E VR RA A MBI - Bt > Hibh BARKFS

JRI B A BB R R R AR 6 &k BB B R 7 R (111) > AR5 G 3 ek

A B o BB F LR REAGH A (112) > iSRS £& > 2 efMeRAE e %

BARER (113, 114) > £ MER L 56 atEkE (115) -

BRI RT > MIEEHE T RAEE AR A BB ERR ERAARE LR

{eFE R E T ETH A ETRIRE - A > GABRAST /) » BVISEIFZ L £
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BABREM b RE T EAMHREOBAR BT FTRRE XL TREH

1K AE AR (116) o IR IR & & 7 %48 bk > Liraglutide 45 & KB & £ W6 H 7 &

Kk B R R B A R B R B 2 8RR B (R IR B A 2 P AL B 35

MRE 25 B An) o Carris % A E AW AR IR+~ > Liraglutide 45 & A BBk B &£ T LK

KB IR B B F ~ B E A B R (116) o feddi £ RHiMk & & & & GLP-1

RA W& 77 %1% > #1 OAD £ 47 7 3% o @74 DPP4i o GLP-1 RA &9 2 4 #)48

AR & BAELR a9 IR A (CRAE R4 A GLP-1RA Ao SGLT2 3% %) > 28867

TREFLAFAE OAD « Ay > BLRERMR BT RHEFIN > AR KRR

ik -

AFRER > RS GHE GV FF R RAALA TR R IGHAM - 5

KA &3 IR PR B 3G I 3 GV o w8 | Anfis i 3 B LA 38 e A B FEAK GV o

BATEAR VBARERT T B F R GV IHOMBIE - Tay FABHR > £F 2 A

¥ fkm AP 0 AKBRKAL S AR R AR TR B AR KA SR R A Y CONGAL Fub

SR IR B My % R (102) e Thomsen % AFF REAT > & & G &5 KL S8R T R AR

BNE SRR B > A GV 353 36 — 45%(117) o LT 89T RALE A > K9 H # IR

tetp) A 5 >0 MAGE K44 (118) o« Mori 2% A — 7 2588 > 32 5 5% KAL S A H

BREML > KR KEEW > S E RN RKRETAELT GV i HFAK

HbA1c(119) « HACAF B~ » IR G F 7 F A8 > AR 8 & Ao GLP-1RA

(4o exenatide & liraglutide) &9 77 % T MAKAR & £ > 18 L ASF 45 R —B(104)
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LR HABBEE EEAELSRERRE £ 24454 > liraglutide #5835 Ao 42

& KA 8 TIR (120) o Bp 4 7 $2 GLP-1RA 454 A 5 FAB L FRM S £ 4

FEFEAK GV (121) - 882 > R8I B R A& #H % GV > @ GLP-1 RA fo Kk &

FHRREIL GV o

S8 Ao bl RFo A2 92 MAGE ~ CV 52 SD 2 o B EAR B > 13 % WA MG 5 4 AR

AL R Fo F il 9 Ko M AEE BRI H G o BB REF L AAMNNHE

— 5 - Tong % A9 FF B 7 » HDATc AKF &34 7% 49 % 2 2wk fism B4 > Joas &

T AR B R 0 fo b B s B 5 (122) o Gude % A(123) 2 & 3 X S0

fo o M ABSE EEAE A PTG e o RREFEABEIARRE T > 204 2H 2R 5

FETRE 2 AN Rym R H AT T AB S B it B RER > M54 BT F

gt Kol S K6 R B K 09 88 GV &5(124) - & > Noyes FAAED A

10,130 4 % 2 74 s &4 497 ) HIEAT 7 P 0% T 48R 0 B, 15— AT KB

> 4354 gk o) HbATc 4 L 3 (125) e COM J24% 69 2 42 0 W 60 3l 2 >

 HbAlc # B MAIRBE T ERBHING FHY hBEERE > B —FAHRR -

4.5 BF R IR

BIRMY AR KLMBIRF] o FoL o AT AERD - Bk > AR CGM X H]

B R B R B HbAle (9814840 « £ = > RS HEL B WA FTEHELT

T A& FRERNOVE - Fwo KA RO ITEER - £ 2 EF B
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40 o7y AE R B VT ARG 4 GLP-1RA #9FERE AR 2 A R —JA R B AT £ B

C-peptide 3 JEF AR E > B L AR P52 T H 49 C-peptide B - K > E7R

BT 5T VA 2y RARIR & 7 09 o B 89 HUHE R 76 e 7 R A ARt o

AT % F) 2 #Eur ] Med Res. 2022 Dec 3.27(1):273.18 B & & #3531 /8 B s

2P (126) (doi: https://doi.org/10.1186/s40001-022-00892-9)
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FRT BHAAREZ
B F M RFAE TR SGLT2 #HAAMLFERENLARE T 1248
SGLT2i % % th 3 UTL 8 vk % 4 3.43% » GTL 69 16 % % 0.04% o UTL 89 A% B % &
6 585<65 & » 4t » HbA1e =9% ~ e GFR <60 ml/min/1.73 m2~ UACR =30 mg/g >
BE SR P B BRI L A i g A o KRB GTL B AR H & o i R =7

¥ Jigm & A 4x A SGLT2i 5 B &k 3 UTL > A4E 2tk UTL 9 B 38 e 5] 28.2% o

u\

g UTL 8 R % B % 0.3 eGRF<45ml/min/1.73 m2 ~ CHD fa % 4% i 5% o i3 2t
R T AH BhEE R B A — SR AE M GUTL 69 Bl % 82 SGLT2i 4% A 5 R Z [
R AEREAR S ELRGEL T -

FZFM A HRMDSE L&A DFC 69 &34 J > SGLT2i 767 £ 41K MACE
o HHF i R BB S > FR R AL REED MACE 69 &4 4 - B/
WG BRI T AE AR R A LEA J& 289 83 F KA & o A m > H0F PAD 89 %
# > SGLT2i sz DPP-4i 48 % Pl 69 &k 4078 o

FFER GRS EER > LIRS K &6 GLP-1RA f2—B K FAR
BBk By & 7 F B R B E A EE KRB AR R L] > L& R~ GLP-

1 RA A0 RAMBE EZNLEFTETALL—RATEREBRELE EZFTEEIFHBE L

hEER REREGR BERREERS P FRELGHALERNELHE TR L

ARG L 015
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1.

RN RA R R 52 SGLT2i # MR E W ERE T £ —F 547 £AHA
SGLT2i A Ak FE R AN 2R > BiXH =k SGLT2 #:6% >
A 282N ANEGHEERE - 12F TI8N M ARE > AT RBEEFHT
AT B 6 £ R R SRR B 645 R o ABE R SGLT2i 4% A 69 % & An
TR b7 456 > SREG R B 6F 24 A SGLT2i 4t 59 & A 1o dB £ 3518 5095 3 0 R
VB IE R E A o
RERDBESNRIPBRAR : AR R ZHEATRENAL (o
SGLT2 #p#| ] $2 GLP-1RA 8945 S48 ) HadndedE 4l 69 R B &> H5]2
HA dn BB &k B 89S M Fo o B g R R 69 TR, o

AR RA N BRI KB L T AL LA AR #ATE S A
WA R T AR R FIRIIR 68K RRARRER ok kR X5
FOER) > BEARRBGEY (4 0 SGLT2 dp4) &) F= GLP-1RA) > #54
M ABEYER] 0 ABK BN E o

AEBEBEILERSE  AREFOAREARLAR - AEFTAPKREES
o BB AAMAL GG SRR B AR B ETE F @ RB B
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