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ertugliflozin 5, 15mg

-]

X
o

—
=
S

{1 A

X
o

4
~
o

2
=

AH22EE2A5,15
ofF| ME

7t.

Y - T®E OWR WF TS T RO oK
I R NT e MR o X 0 .
N N — o T — g <o _
—L -4 t L — | e OE
<0 <0 W _m_w ol Bl ;7 < © A_wi_ ¥ ._h__ o =~ oW a_o ol
— —_ H_ < - b DI AL —_— i
ol ol W R | E ol OF 1l nDr 7 of W %_m il @_ —
oD FogmirEn AL _ 27 ® KK
w2 Bl g Eg® g, ATl of 5w K
- = 0 __o_._._ q o“_o I__AI < _|_._ W Tl - 0 —_— M -+
@) (@] __oo . By ozo —_ 04 0 w- O _A|_ g __oo
58 |y g g9 g ol 3
80 R gk Y < gD o= o N U <
0 ° Kl |__w| _A._ 0 of O -~ &l 7Y e © L4 HOI _A_.o |_h_”_
— g _An_ L o L|O |__A||_ nY 0 o ﬂm_._._ oz ! I_ﬂ_l _._._|_ . 70 o“_O M|_
S o omwg g W,350 R o
T X Lo B om™®e s o3 P W =
Mo 0 Wl MW o L Bk ok o n .=
o B g ol wmEmE g E g T mw - w
of Uk 5 -y L ol _ ol 100
. = = = Batll 1| Il u 20 L 70 0 ol W — )
IR R Ploike goomon W —E S o X
R e i I Ok LT 1) S
riy N = S PR ol o R4 ol 0[0
T T omltp™ MKI m gy NerEe kot ke
— & oy, Opodm gy Ly Rl g 2
© W m_ o FE S FE ol Doy o Oy T ORI IS
- 3 of - R0 0f ® oy 7 = & K=o g & <0
mmovﬂoaomﬁﬁl,%mz;_ﬂug i ___%_q_w
T =m0 o Ol o] Lo = KT KK XX
— w0 = = Hr oo u K — —_ o nl < 0] — —
g %D_E_EE%_ U 5l 50 T sm_mm_ o 11 3R Moy B 40 2 w.&m_/m
= TNl Py . = I A yul e
mm WD Gl e R0 Fnme® T o gE g
X ol o ol T il — ol o & ars
o a2 uwouualu waPalgar. wsl
o g TpgocoFomad  FUHNoHT g 3O
m L0 —_— . _— J— _ = .
6 = o <X = | _ _ _ o o ™ OF T " 0 o
S ) 0
< iod oo
.m_x 4 °
=) Jj0 il
< o} olo
[

Atofl

F

—

=

| ZFOl

A
—

StXtof| A O

O
[

F

—

(eGFR)O| 60mL/min/1.73 m2 0O|¢



A= A= obelc
AFEAH 0422 (eGFR)O] HEHEAM2Z 60mL/min/1.73 m2 o|2tel
220 = o] oz Zcks|of Bt

AZo| MO BAfo| ChEt BUEHS TSR ot

-2 FEFO) BHR}
A5 = 559 won #xjol ciet 8% xHe esix o

._TJ_E=|X|.

clzo| me o ofe| BYxMe ARE X LeCh MU 24 9
5g ma{siof sk 754 olAkel BXjof ChEk x| HEo| A
ol @ of ote| £0iS AlEsE W2 HTEX grech [AlRAke)
FoIAE, 5. MR ofe £of

396 (LuHEH): M, selootz
20184 8& 17

F gl-_jlc_]



2k Hghe| E4
StetirHsts| - AM2g Yt M X ZX[E 20171

Shiow Zlet =788 M3l Marsn JfM
o estch [A]

| .2 x| 22| &=

%|
ATk ChE o Al A X 2HZ HEZ=0I

M XNEBEMZE HEZED A0 ({3 &BF
MHSH ok & MEASHCE, [E]

ot A 82iR B 4 Yot

Tasto] =7lof WEeHS AYsict [B]

of x| wWE Al BYUS =S, MDY 9,
S

?led 52 efetct [E]

o Olafe] WEHRW Al MZ CIE oXlel &g

g9

T A0l CH8 BB 27t U Y-
SHEAHAE 7IX| D B SHEI0| ULzt THsE O | 2-FEY 2
LM (RCT) A Z2 HEHEM 2 Sal| F2totH LEE BT

T AIO| LhSH A28 1St 377} U= B
HAME RS0 82 HA-UET APS Bof 0|5 HLHS QB
24719 32

BT Aol L8t Jks# 27t s BS:
AlZjgt s GIOLHATS 7| 0IM SHE PXQISIE QM TAN B2
BT 9 54 H0 S8 BH B 2= Y= AL

ME7} HD A
HTARIO] Chall AU EIS OHEH 27 QoL B WIS BZYle] o2

_3_



Lifestyle
Modification

Metformin

SU/iGLN* Insulin

Inter-
Low mediate High

Efficacy [N D I If glycemic target is not achieved within 3 months,
Hypoglycemia risk IR I N add drug: Mono = Dual - Triple therapy
Body weight gain % i i
CV benefit [N DN D

Mz ZEhE mMoE Trhwel X2 ME &E PR AIASI] S
AN
=

2=
2 =HEET FZiHo| TESHA

= ,

2ot B9 SA EHUSIHME AlE MNORE Al HEHEMATE 7.5%

ojgtel A MeE&Sax=dn 80 metformin BFEREHS A|RE £+ S,

Metformine| 27|50t £&-Z0| JUS EF A MEjof w2l cfE2 AL

M2 CHERHES Al £ A, x=7| HatgM AT 7.5% o|Ato| AL}
W

cEewoR i oY SHol T 28 F, 2N WIewHs

CHEQ HE QM2
s ol A U7l metforminoll SEHmM UM E HESt=E A0l
LM o|Lt, AL Atefol| w2} CHE 7™M S JHE kAo WHEtE AlgEe 5
U=, 28 HpHe=r 374E ol =xEo| T==SHA| 2ot 49 36 Het
QHS Alde oM HEe dYst &5, NEY /™, MEF SO
A ptEe w3l i AKtE I {FE UM =E g 471K



O AACE/ACE comprehensive type 2 diabetes management algorithm?2)

— Principles
o MEksah ZEER DXL 2kEX(Ef SAl| ORI Kof gt

- HIE TS Y W 2R 2 S Do SRl BEEe
=
o

Rfo] S7|, Zor #S, 43 S)ol 2HshAl JhelsoR mEE(ofok B

= O
= X|ZAO| MEHE JHEAMOo= O|F0{Mof gt X[=A| MEiol| HEZ ol 24
5

S MEE 7Ll /gy, AE BViel /gl 52 Mo sl
C

2) Consensus statement by AACE/ACE on the comprehensive type 2 diabetes management algorithm-2018 executive summary,
endocrine practice Vol 24 No.l1 January 2018



Entry A1C < 7.5%

MONOTHERAPY*
v Metformin

~ GLP-1RA

~ SGLT-2i

. DPP-4i

1
v

If not at goal in 3 months
proceed to Dual Therapy

Glycemic Control Algorithm

3% For patients without concurrent serious AAC S C
* iliness and at low hypoglycemic risk

S : 0, For patients with concurrent serious
A1C > 6.5%
s 2+ 7Y iliness and at risk for hypoglycemia

LIFESTYLE THERAPY (ncluding Medically Assisted Weight Loss)

Entry A1C 27.5%

DUAL THERAPY*
~ GLP-1RA
~ SGLT-2i

.~ DPP-4i

MET .,

or other 4
1st-line | Basal Insulin

i v~ Colesevelam
-1 —
* ~ Bromocriptine QR

v AGi

j SU/GLN
If not at goal \"‘"<
in 3 months

proceed to

Triple Therapy

PROGRESSION OF

RIEFA| AIC<7.5%2] 29

\Y FORM W1

Clf=oum=

Entry A1C > 9.0%

DUAL
Therapy
MET o & OR Other
Agents
or other A\ 222 -
1st-line TRIPLE
Therapy

agent+ A
2nd-line . DPP-di

ADD OR INTENSIFY
INSULIN

agent
Refer to Insulin Algorithm

INSULIN
£

Basal insulin

v~ Colesevelam

 Bromocriptine QR

If not at goal in
3 months proceed I
to or intensify
insulin therapy

Few adverse events and/or
possible benefits

L. use with caution

DISEASE

JCFC*(metformmol M= E).

;-Sd [ e = —

ZI| A1C>7.5%017Lt EHEeHo=z 37iE ol =z TEsH| 2ot 42,
k= 28 e g metformin 28 B0 MSE[Lf, 2HKjof| w2t cr—
7188 7R ool HEE AR THsE)

oK wek oz IHY ol =z o ZEekX| RoiH 3 QHs
A|o|-|o|-

SGLT-2 X35
FHlel=
xR0 ofof 2z &

3HM =

M= EE=ELEUME metformint GLP-1 =2 A
°k=0l1, 2KMH™
ME|T

I=Aof o]of
GLP-1

E= SHEMME

—I_ox-”

o) k=3
AAI3-



Profiles of Antidiabetic Medications

MET GLP-1RA SGLT-2i DPP-4i AGi {moderate N COLSVL BCR-QR INSULIN PRAML
dose]

HYPO Neutral MNeutral autr, Neutral Neutral | Neutral |5 2 Neutral

_ Mild

RENAL / GU | R<3E i inaglig MNeutral Neutral [ : Neutral | Neutr i Meutral
Bi‘;s:%':lsf Possible Benefit
isiidis of Empaglifiozin

Gl 5x

CHF

CARDIAC Neutral ‘See#3 Neutral Neutral

ASCVD ce Neutral

BONE Neutral Risk Neutral

KETOACIDOSIS Neutral Net Neutral Neutral Neutral Neut t Neutral

B Fewadverse events or possible benefits [l Likelihood of adverse effects |- Liragiutide—FDA - .
. . 2. Empagliftozin—FD® approved to reduce CV mortality. Canaglifiozin shown to reduce MACE events.
Use with caution & D ricraboa italizations for heart fail S - o —_—

COPYRIGHT © 2018 AACE MAY NOT BE REPRODUCED IN ANY FORM WITHOUT EXPRESS WRITTEN PERMISSION FROM AACE. DOI 10.4158/C5-2017-0153

(1 "oN)vZ8102 1oBdd 4o0puz Juswebeue gzL 3DV/3OVY 8LOZ OZ)



O ADA Guideline, Standards of medical care in diabetes, 20183

n 2 ClhelaEMA<T7 0%

n ET| A1C<9%2! 4 metformin EFEEHS Aldgh

»  XJ| A1C=9%O0|HLt metformin HFEREHo=Z 374 oW ZSFol| =
2ot 42, =2Kl= 28 QEE e (SHAsdAH e {2 E 11215104
&= Hu 2k E MEdSHempadliflozin, liraglutide)).

= 7| AIC=10%0[|7HL}F 2K wHet o=z 7iE ol =i dEol| =E=5HEK|

Z51H 3M YS AlgE

_I

—| A1IC is less than 9%, consider Monotherapy.

A1C is greater than or equal to 9%, consider Dual Therapy.

AI1C is greater than or equal to 10%, blood glucose is greater than or equal to 300 mg/dL,
or patient is markedly symptomatic, consider Combination Injectable Therapy (See Figure 8.2).

Monotherap Lifestyle Management + Metformin

Initiate metformin therapy if no contraindications® (See Table 81)

AIC at target Yes: - Monitor AIC every 3—6 months
after 3 months

of monotherapy? No: - Assess medication-taking behavior

- Consider Dual Therapy

Lifestyle Management + Metformin + Additional Agent

ASCVD? Yes: - Add agent proven to reduce major adverse
cardiovascular events and/or cardiovascular mortality
(see recommendations with * on p. 575 and Table 8.1)

No: - Add second agent after consideration of drug-specific effects
and patient factors (See Table 8.1)

AIC at target Yes: - Monitor AIC every 3—6 months
after 3 months
of dual therapy?

No: - Assess medication-taking behavior
- Consider Triple Therapy

Triple Therapy Lifestyle Management + Metformin + Two Additional Agents

Add third agent based on drug-specific effects and patient factors® (See Table 8.1)

AIC at target Yes: - Monitor AIC every 3-6 months
after 3 months

of triple therapy? MNo: - Assess medication-taking behavior

- Consider Combination Injectable Therapy (See Figure 8.2)

3) American Diabetes Association. 8. Pharmacologic approaches to glycemic treatment: Standards of Medical Care in Diabetes,
2018. Diabetes Care 2018;41(Suppl. 1)



O MEE2 "M H 2" G =Xtel dP=xFES et Z17] sl
AMALR E EL =S 22 BxA"= 5l7teh2
LIEE-ZEY-3S5TEHM2(SGLT2)2| Aol A 4.

- SGLT2 AMalldl= waM Z Jlo|E2iQloM H 28 Szt =Ko
XANBMZE =2XMEDTT AC045)6)7)8) EETLE XNELFE AN SHE Z|Me=E
l_ A

L
LD Zt2e| AAl

insulint} Fastr| 20| MEE M E0| Alap ALEM
Ol 20| FE=HO B2 "ol ZAT. Empadliflozin® Yz
X2H & 2EZ AEEA AL UL 3P LBEHYLD, MEES
EEs CHE SGLT2 MM = AE A oMM thz Ak R =l
O EBhde nggdg EXoZ sl AR EES S&s. Moy HRHe
St ol ExHol 90%-95%E AtX|lstl olsEl UM X steb Ao
ol=gl ZEo| el AMEOH| LEF, AMEN, HUHE, MAYHS
S1l 2 oM siHezEgs fuasiez, HstEMAE §.5% O|gte=z
=gt g €2, O|MXIEEE 3o IRt et 2est

|
O MHES DM 3 LARBXH 0120 Mol H 28 Sk
BAtel EEZES SAAIF|T| Sl MALRY U 2Ee#el BxH o
S 2 22 W QUWOR AIZSEE XHHD IS

4) Harrison's Principles of Internal Medicine, 20e. 2018. Ch. 397 Diabetes Mellitus
5) Harrison's Principles of Internal Medicine, 20e. 2018. Ch. 397 Diabetes Mellitus

6) Consensus statement by AACE/ACE on the comprehensive type 2 diabetes management algorithm-2018 executive summary,
endocrine practice Vol 24 No.1 January 2018

7) et anets] - A28 dad oAXEAH 2017

8) American Diabetes Association. 8. Pharmacologic approaches to glycemic treatment: Standards of Medical Care in Diabetes,
2018. Diabetes Care 2018;41(Suppl. 1)

9) Harrison's Principles of Internal Medicine, 20e. 2018. Ch. 397 Diabetes Mellitus

10) Consensus statement by AACE/ACE on the comprehensive type 2 diabetes management algorithm-2018 executive summary,
endocrine practice Vol 24 No.l January 2018

11) American Diabetes Association. 8. Pharmacologic approaches to glycemic treatment: Standards of Medical Care in Diabetes,
2018. Diabetes Care 2018;41(Suppl. 1)

12) et asshs] - A28 g FAXEA3 2017



o = =

Zo| QAtZsioz 2R = AlY 7HO| HAME
[VERTIS MONQO - BH=EQRH]13)14) AQ|XE ) S2SQBog2 2526t
SUXEH(HbAlc 7.0%~105%)2 S0l= HM2ad cizg Mol
3tX}(n=461)2 CjAtCZ C}7|2 o|=ZWAH, ZEQufA  |otth= 344
AMAE S FTHSIF oD, 11X HIIX|E= 26FA st A (HbA1C)
B 52k 2l

263 A|HO|A Z|X MEfEZFE HbA1c(%)0l @[k CHH| AMHE
FoiFoM FelotAH ZHAFMZ(placebo—adjusted mean difference
5mg -0.99%; 95% ClI —-1.22 to -0.76; p<.001, 15mg -1.16%;
95%Cl —=1.39 to -0.93; p<.001).

— 0§ Mol AT X ZEo| AMEE Fo{ZoM k22 7Fe|sHA
=M LEFE(16.4%; p=0.043[5mg], 22.6%; p=0.005[15mg]vs.
5.6%[22F]).

J

\:_l

[VERTIS MONO extension - Er=YH Z7|edZ&H]15)16) AQ|x
SSREtcz EZ28 E@EXE(HbAlc 7.0%~10.5%)2 &
Moy SiRr¥ Mol =X n=461)2 A2z cCHZ[#, oY
FEE Y, 22/ metformin??) CH=E 34t AMAIH S 351 20

o /| o
YO = 525Xt MMt Lfefd 2.

&
Ol

rir

24

-®E o4 ¥SI BoE oy ug, erEmoymge

ertugliflozin® 2} O =0 A H|xxst Z1E =2l
- 52%F A[HO|AM ofMollAl MAIT] XA HYEOo| AMHE F0{ofA
et 2t felstHl A LENE(26.9%; p

p=0.005[15mg]lvs. 9.9%[ % 2/metformin]).

- 523 A™EAM  ZIXH AEIZHEE  HbAlc(%)el HStEE 26F
Al EHoM el Aol |XIE (I 2/ metformin -1.0%, 5mg —0.9%,
15mg —-1.0%).

13) Terra S.G. et al. Phase III, efficacy and safety study of ertugliflozin monotherapy in people with type 2 diabetes mellitus

inadequately controlled with diet and exercise alone. Diabetes Obes Metab. 2017 May;19(5):721-728.

14) A¥la*: Ertugliflozin 5mg, Ertugliflozin 15mg

2 Y2k (Phase A)

15) Aronson R. et al. Long-term efficacy and safety of ertugliflozin monotherapy in patients with inadequately controlled T2DM

despite diet and exercise: VERTIS MONO extension study. Diabetes Obes Metab. 2018 Jun;20(6):1453-1460.

16) Algla*: Ertugliflozin 5mg, Ertugliflozin 15mg

Zz Yo/ Metformin (Phase A: ¢k, Phase B: Metformin)

17) Phase A(265): 9]2F, Phase B(265): Metformin

_10_



O [VERTIS SITA - sitagliptin 7| HE50{ 22 o= AMA|E]18)19)
AQIZE] SERUHOZR 2528 E2XE(HbAIc 8.0%~10.5%)2
20l= M2y Szt Mol stXH(n=291)E LMoz cCpy|, o|=UWA,
Sl Y, 2(eF thx 34 AMAEES FHsIFen, 1A HIX|E=

267Xt Helgd A (HbATc) BstEd.

- 263 Al™olM TN AEfZFE HbAlc(%)ol LIk CHH| AMHE
FoiFZoM FelotA ZHA3MUS(placebo—adjusted mean difference
E5/S100 -1.2%; 95% Cl —-1.5 to —-0.8; p<.001, E15/S100 —-1.2%;
95%Cl| —1.6 to —0.9; p<.001).

- MY, 224, 447 AT APl il AHE SRS R
cfu] Relst xtolE 2OIX| B

=
= -

LS

O [VERTIS MET - metformin & 2HXto| AMHEE FII HEF0{ (<
=  AAE]20021) Metformin  HERHY(=1500 mgo/g, =8
weeks)2 2 =R 0] Efaate] ZHEX %= & XHHbATC
7.0%~10.5%)(n=621)2 &2 CI&, 0%, D2EAHNE,
2 ef/metformin(met) OHX 34 QAMAIES Lo, 11X
BN HE= 26X SE M A (HbAlC) B,

- 263 Al®™AM ZI™ MENZFEE HbA1c(%)0| <l2k/metformin CHH]
AMEEZ  FoioAM FostAH A S(placebo—adjusted mean
difference  5mg/met -0.7%; 95% Cl -0.9 to -0.5; p<.001,
15mg/met —0.9%; 95%Cl —-1.0 to —0.7; p<.001).

_ o=
—_ =

ol

sdolatts & ofdolM AT Fd ZHOl  ertugliflozin
156mgollA fIet2ct ®olsAl =7 HEFE(5.5%[5mg/met], 6.3%;

p=0.032[15mg/met]vs. 0.9%[2/met]).

- 263 A|™OIA DXA(dual energy X-ray absorptiometry)S &3l

SdE 2ol tisted MEE Foiz2 fldTn FARer ZIbE
2.

18) Miller S. et al. Ertugliflozin and Sitagliptin Co-initiation in Patients with Type 2 Diabetes: The VERTIS SITA Randomized
Study. Diabetes Ther. 2018 Feb;9(1):253-268.

19) Algla*: Ertugliflozin bmg + Sitagliptin 100mg(E5/100S), Ertugliflozin 15mg + Sitagliptin 100mg(E15/100S)
oz 9ok

20) Rosenstock J. et al. Effect of ertugliflozin on glucose control, body weight, blood pressure and bone density in type 2
diabetes mellitus inadequately controlled on metformin monotherapy (VERTIS MET). Diabetes Obes Metab. 2018
Mar;20(3):520-529.

21) A&+ Ertugliflozin 5mg + Metformin, Ertugliflozin 15mg + Metformin
izt 9]k + Metformin

_11_



O [VERTIS SU - metformin S& & AMHEE FI} %‘%—?—01
glimepiride CH= QIAFA|E 122)23) Metformin =SR2 (=1500 mg/L
weeks)2 & S0 =&=0l ~EE K] M= %IP(HbNC
7.0%~9.0%)(n=1326)E WAaS=Z C[CJ|&, 0OlsWAH, [2EAUHE
glimepiride/metformin(met) CHZx 34& AAMAIE@S SoIR20H, 11X

HIl XEHEese B2FX AHEE 15mg29 glimepiride/met CHHl HIZEH

ol ol
= o

Ol

2

(o)

rlIPLE-m
>

l‘l on

A &AM 7| X At 22E] HbA1c(%)2l xt0|= glimepiride/met
I E 15mg/met FIFAA 0.1%(95% ClI -0.0 to 0.24)=
ozl
A

r

T

[
— ==

0

| 0.3%ECt A2 T7F A5t0| Stof BN S BHEE

|0

- MEE2 AMEE FoZolM glimepiride CtHH| FeIstAH A
HEM S (5mg/met 5.6%, 15mg/met  8.2%, glimepiride/met
27.2%), MA7| FF dE2 AMHEE FoAZAM glimepiride 2 Cl
7ot =A UEHRIEE Fo4Z 2.1-10%, glimepiride/met

0-1.4%).

O [VERTIS SITA2 - metformin®} sitagliptin H&0| AME FI7} HE
Ol AFA[ & ]24)25) Metformindt sitagliptin HE2BHoO=2 &40 =23
THCX 2= 2XHHbAlc 7.0%~10.5%)(n=464)E [HASZ C[CiI|&,

e &=

Ol=8WZH, 2EAUHE, AL /metformin/sitagliptin CHE 3&F & AFA
SHOIR O, 11Xt %DPXIEE 26Xt S MA(HbATC) BIgHEFL.
- 263 A™AAM 7| AEfEEE HbA1c(%)0| <2k CiH| A™HE
FodZoAM FolstH AU S(placebo—adjusted mean difference
5mg/met/sita  -0.7%; 95% ClI -0.9 to -0.5; p<.001,

15mg/met/sita —0.8%; 95%CI| —0.9 to —0.6; p<.001).

- 263 A|HOAM <EaEHO|MEIESE MEE FOoITAAM kA ECE
=1 LEG S0 (5mg/met/sita  10.9%, 15mg/met/sita 14.4%,
ek 8.5%), =2 MAT| XA ZHO|UZ(064M 7|E 5mg/met/sita
8.0%, 15mg/met/sita 12.7%, 2| 2/met/sita 1.9%).

22) Hollander P. et al. Ertugliflozin Compared with Glimepiride in Patients with Type 2 Diabetes Mellitus Inadequately Controlled
on Metformin: The VERTIS SU Randomized Study. Diabetes Ther. 2018 Feb;9(1):193-207.

23) A&+ Ertugliflozin 5mg + Metformin, Ertugliflozin 15mg + Metformin
)z Glimepiride + Metformin (Glimepiride £%: 1mgHF-8 Al2sle] Hd 6~8mg7tA] 5%, median 3mg)

24) Dagogo-Jack S. et al. Efficacy and safety of the addition of ertugliflozin in patients with type 2 diabetes mellitus
inadequately controlled with metformin and sitagliptin: The VERTIS SITAZ2 placebo-controlled randomized study. Diabetes
Obes Metab. 2018 Mar;20(3):530-540

25) A&+ Ertugliflozin 5mg + Metformin + Sitagliptin, Ertugliflozin 15mg + Metformin + Sitagliptin
2+ YoF + Metformin + Sitagliptin

_12_



[
>

O [VERTIS FACTORIAL — metformin S5& &X}of A& £ sitagliptin
FIt HEF0{ AMAIF]26)27) Metformin == mg/g, =8
weeks)2 2 20l Egaakel ESE=PN 2= 2 XHHbA1C
7.5%~11.0%)(n=1233)2 &Sz I, 0l WA, DPIQAHH,
24 9t (ertugliflozin - 5bmg(E5), ertugliflozin - 15mg(E
100mg(S100) CH=Z= 34 QYAAIES FHIFU20,
26Xt Y3t M A (HbAlIC) HE &,

- 26F A& of| A 7| X 2El 25 H HbA1c (%)< H St
HEF0{Z28)0f| A ZtZtol kAo th= F0i729) Cfd| 7oA =3
(E5 oid| E5/S100: —0.5%(95% CI, -0.6 to -0.3), E15 CiH|
E15/S100: -0.4%(95% Cl, -0.6 to -0.3), S100 CHH| E5/S100:
-0.4%(95% Cl : -0.6 to —0.3), S100 CHH| E15/S100: -0.5%(95%
Cl: =0.6 to —0.3)).

FO
%
\Y,
o
S
S

0z MO

5), sitagliptin
X "X Es=

s, Siet ol tkE, FEAEL=z 2t XRE ke 2
welet XbO|E HO[X] ¢Z. =HEo|Mduts2 HEF0 oM

E5/S100 11.1%, E15/S100 16.0%), 7}& =38t 0|4
Mg Hdeo|A2(0dM7|&= 26FKH, E5 4.9%, E15
1.1%, E5/S100 5.0%, E15/S100 7.6%).

slo[A

(5)

Il

O stsle|z74303n)o]| =20 AHZZIEZF I = 7™l dapagliflozin,

ipragliflozin,  empagliflozinzt  &H Hjm
AHZEIEEHES ST FH T[E 2N Ze ikl
=

/| o -
HlWSIR S mf, HEeE 2 HEQHIM AHZZIE

= ChE SGLT2 MM 2t RAlst F2rE2l &
2 HthElo] ot Mol cfet sEl2 F=2o o B2 HolErt 228

=]

A

0 |

26) Pratley R.E. et al. Ertugliflozin plus sitagliptin versus either individual agent over 52 weeks in patients with type 2 diabetes
mellitus inadequately controlled with metformin: The VERTIS FACTORIAL randomized trial. Diabetes Obes Metab. 2018
May;20(5):1111-1120

27) A¥ Ertugliflozin 5mg + Sitagliptin 100mg(E5/100S), Ertugliflozin 15mg + Sitagliptin 100mg(E15/100S)
)z Ertugliflozin 5mg(E5), Ertugliflozin 15mg(E15), Sitagliptin 100mg(S100)

28) Ertugliflozin 5mg + Sitagliptin 100mg(E5/100S), Ertugliflozin 15mg + Sitagliptin 100mg(E15/100S)
29) Ertugliflozin 5mg(E5), Ertugliflozin 15mg(E15), Sitagliptin 100mg(S100)

30) et ks (I

31) ik &3] (I
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o Mol si7igte 2 Z2, §A =Y H3So
dapagliflozin, ipragliflozin, empagliflozin &0l &%= 0f
Al Ztsd2 e Al 2FAe] RYZ oA E S "HIV[E
ol =StHA|

!

O 2HZ47|&= 2(3[(LAE: 20184 7€ 18Y)
T MEelX™I|= ol di
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7t 78 YRYX|EA
1) E=2H
Cl2e| shlol| sk A< Metformin SFE5F0{E QI™MSHT, Metformin
0| F7| &KX} == BE2Oo=Z Metforming F0ig = gle Eoll=
SulfonylureaXl 2fM|e| th= F0{E QIHMsIH, O] ¢ FoiAdg FHEsSH
oo} &t
_ |_—_|. % _
7h OHE:LEHIA C(HbA1 C) =6.5%
L) SS5"&dE > 126mg/dl
C}) Ezo 53“51‘3 SAt QOIS ERAEE > 200mg/dl
2} 759 BTFEESHAAL & 2A|12F EEEE > 200mg/dl
2) HEQH
7h 2™ 2
(1) Er=HeZ 2-471E o|at Tkl Chze| siol sli%sh= 4<%
CHE 7|Mo| Sz XZ2XH 158 FIIct HEWMHE ol™dsh
_ [:_|. % _
(7} HbA1C =7.0%
(Lh =Y =130mg/dl
(ch AlZ=&et >180mg/dl
(2) HbA1C =7.5% ZA<0|= Metforming Z&tst 2F S HS5EE
olX st
O Metformin 01 27| 2K} EE= 22O Z Metforming 1—04% = o
= 40ll= Sulfonylureadl 2|E Zehet 2/ RHS XSFE] CIMsH,
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Ch GLP-1 =& &&H|
1) 272t 42ed
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Metformin+Sulfonylurea| 2| HEF0IZ2 S&2ot SH=HZ & + ¢l
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(2) Insulin 22 & = ele 2L
Lh) EofurH
(1) 3% HE28(Metformin +SulfonylureatGLP-1 x| 2sX)2 2IH
(2) 3% HE Y=z dXst 2IMo| O|FZl AT 2T HELH

(Metformin+GLP-1 =3 &sH)S oIy
2) Insulin®} HEH
7} FoicH At
71X Insulin(lnsulin ©t% EE= Metformin &) F0{0|= HbA1CI}t 7%
olatel A
L}) SFo{ukH
Z|M InsulintGLP-1 =2A &= % (+Metformin)E 1A

2} ZF cEHol|A DA|SE 7|ZH0l SHEMSHR| L2IE AL HAS Q5= A
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o}, = = M240| oS Foist HoR ol

—

oot

Al

rir
el

=
=

Hf, 204 QIH BT
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1) Repaglinide A7 (S =2h): 12 =[tf 6mg
2) Pioglitazone dTAI(SeM Z&H: 1 =[CH 30mg
3) Metformin 20| Z&E Setxoll Metformin THAM =7t 50 A|(S

8I-x-|| 22t Eél-)

O.HE Q|E7F O

—

=1
ﬂJ|O

M

CH) %'“@‘J—l Muksd W2 12 =i 2,550mg7kX| IS}, Mulsig
2,000mg7Z7HX| 04 Alofl= FIHF0| & = Qi
4) Glimepiride A&0| 2Z&E S0 Glimepiride THIM F7HF0{ Al
= U et Zestod 12 =t 8mg
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[Zd7H & chdH]

- BiguanideAl: Metformin HCI

- Sulfonylurea|: Glibenclamide, Gliclazide, Glimepiride, Glipizide

- Meglitinide|: Mitiglinide calcium hydrate, Nateglinide, Repaglinide

- o—glucosidase inhibitorAl: Acarbose, Miglitol, Voglibose

- ThiazolidinedioneA|: Lobeglitazone sulfate, Pioglitazone HCI
DPP-IV inhibitorAl:  Alogliptin, Anagliptin, Evogliptin, Gemigliptin,
Linagliptin, Saxagliptin, Sitagliptin phosphate, Teneligliptin, Vildagliptin
SGLT-2 inhibitorAl:  Dapagliflozin, Empagliflozin,  Ertugliflozin,

lpragliflozin,

[Z27H & S8H]

- QibendamidetVetfomin HJ, GidazideHVetformin HO, GimepiridetVietformin HO

- Mitiglinide calcium hydrate+tMetformin HCI, Nateglinidet+Metformin HCI,
Repaglinide+Metformin HCI

- Vogliboset+Metformin HCI

- Lobeglitazone sulfatetMetformin HCI, Pioglitazone HCl+Metformin HCI

- Pioglitazone HCI+Glimepiride, Rosiglitazone maleate+Glimepiride
AlogliptintMetformin ~ HCI,  Anagliptin+tMetformin  HCI,  Evogliptin+
Metformin HCI, GemigliptintMetformin HCI, LinagliptintMetformin HCI,
SaxagliptintMetformin ~ HCI,  Sitagliptin ~ phosphatetMetformin ~ HC,
TeneligliptintMetformin HCI, VildagliptintMetformin HCl

- Alogliptin+Pioglitazone HCI

- DapagliflozintMetformin HCI, Empagliflozin + Metformin HCI

[Z=AFA ]
- Insulin A
- GLP-1 =3 &=XI: Albiglutide, Dulaglutide, Exenatide, Lixisenatide
- Insulin glargine + Lixisenatide
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- PBAC (2018. 3¥): 5mg recommended

» AMEE B5mge dapagliflozin, empagliflozinz}
oM Mol dH|E3Mo| 2B =0 sulphonylurea
FlHEgeHo=E 01 HiE.

» MHEES dH|luwekd @l dapagliflozin 10mg,

empagliflozin
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