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H 1. Risk enhancers in diabetic patients
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L canagliflozin A8-0] MACE 2H8 9182 20%, 415
ol o8k A AFL 39% HAAIA AEBA B f3}

& HoEor}

SGLT2 AAA| A& Al 2249, g4, A8, LDL—
CAsol Eaxlo] ¢lor, Fournier ZA Y A|23 T
oAl EEY s G AEES Y 9
o] It} Canagliflozin®] 73-¢- AR AT Y¥e U 4

AL s 7Fs7d ol AIAE .

DPP-4 ||

o BT UL AT YA ol N
sho] welo] gl A2a P BAE PO T SA-

QAT saxagliptin, alogliptin & sitagliptin X5 ¢]oF
2 o] AR S olA] i ATE HolEs
o}, AR AR H O = Q1% Qe 7 saxagliptingtol]

=
A iz o) goJ3t 27171 919 alogliptini2] 7
Ll

$ glopel vaf F7hsHe AL molglont 54
ol ool G0 sitaglipting] 29 % 2 k2] Hol7}
st ARV Yol 9 P BAE o

3P-MACES} A% B3 15 H7138 CARMELINA &1

£ HojFA| ofof A7| 7k ARg-9] b AS Sl skt
CAROLINA A7olA] linagliptine Ald% =7} A
2m 27] A28 Yy Al A glimepiride tH] A€
WA A8 271 e Ao Ueputr,

Itk A3 Hol7l shgiAeh difste] 4+ €3 4

-
o
o
()

w
on
H
0%

RNEES

o =
=




P o] O NPT SIFES A5 A =Y Uuka BEAES ARstuleiE Al B4 o
U 05)e] WErhs AuEo] musgch olo] 20184 /b & Afe] Wasith %, F thE BurAnol gl A
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consensus guideline®] W= metformin 2| &= % o AL 7 5-8 5%7 A Ak 2 A Hr}

AuA] e o] A 2o ke W 9 e

w2} o)z} ofAIE AdEste s FgA|EkGITE ofn] T 5}

4 AgarAgto] FREEo] Sl A2y Tty ALY

o ZylHom AR IS 2ol 2 9lrka 9= A2F Tty SEAbol A T gA1 ] B g oA 7]

GLP—1 2283 28412 AJ23}3, Al7)s0] oaairhd = ol Fol Al 89F FolE AAsH, s)7kAke
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a1
SGLTZ oJAAIS AHE3hes Austsct Sushy 4

2 4
BTl Qi B} 3 4R SRSt A gy o o AT
o] FukEl Aol AFPA) ofmhgo] vl FFsch AT OHS HE Ao LSS 249 1) HbAle 6,5%
W SGLT2 OAAIE 41 TSk o Arbolut ApAl o4, 2) B Hg 126 mg/dL o4, 3) o] APl
> of7Hgo] wrob SGLT2 GAAE AHE3L] ofefe wefie 4 4] B9 200 me/dL O, 4) 75 g EEGE A
2 GLP-14-87) 2842 AFRa) 2 4= vk, AlRdo] 5 83k AFWES} 74 3 24704 o] 200 me/dL ©|
E HlE] A Qo) thiazolidinedione AlEo|Y saxagliptin A} 2 sl a8t o metformin THE EAZ 914 s}
g O] Abg-2 Tah= Ao £}, SGLT2 JAIA2F GLP-1 4 . metformin £ §7] 84} E= oHGO 2 o5
= A AgA S A AF A aNE GRS S o]l B Rl 4 gl Aol sulfonylurea oFA| 0] THE Fof
s 5] ugrolu} TAFQ BAA A AL TS B 2 AW GEaHoR 2-474Y oAk FoRlE
5 = 20| 5514 ke (HbAle 7% oA, B4 dd 130
A 24 Sl delis dduatel grtu sy 5 me/dh o1 A BT 10 mefdL o1 3 o) HE
GAZ eI U Tt r HbAle 657 VA9 B AEA 15 7k $aane T,
1. 80 E 7ts 2H 2
= MET SuU Meglitinide a—Gl TZD DPP4i SGLT2i
MET oy oy oy org Qg oIg
Su oIy oIy oIy oIy US 21
Meglitinide org org org
a-Gl oI oI oI
TZD oy oy oy oy
DPP4i ory o1y o1y
SGLT2i oIy UL 21

MET metformin, SU sulfonylurea, a—Gl a-glucosidase inhibitor, TZD thiazolidinedione, DPP4i DPP-4 inhibitor, SGLT2i SGLT2 inhibitor
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H 2, SGLT2 AMIM| HE8QH 20 7|&
S Dapagliflozin Ipragliflozin Empagliflozin Ertugliflozin
= A7} #23 Roiey AHZAER
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" 6.5 - 7.5% o 2Ol HE o =0l HE ol 20| 25 o =ol HE
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At oI oI oI oI
275
+MET oI oI oIg QI
+SU QI
A2 20 OIF
Dual +1ZD 2E OHE)E\ ;1;1(10| cr;cr
i | —_— 1 - T a
XP=H|O} 20 01 XHFH|oF =0 21,
+DPP4i - o AHZEHEZ HH
p
AT M 201 2 0| Bt
— L T0O
+MET+SU oy ord
+MET4TZD XY 50 21,
Triol OHEA THOH 2Ol HE
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+MET+DPP4I SO o1, TAFEA L 0 o] aey of ;;ro moj ey 2HSUER HY
EO|E|E-I' T=2A -1 1—-L"T0O3 X]-E'[ 1o T O E0|t||:-|'
LT O — T O
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&S Ql=2+MET+XC|
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MET metformin, SU sulfonylurea, TZD thiazolidinedione, DPP4i DPP-4 inhibitor

HbAlc 7.5% oY 7d9-ol= metforming ZFSE 24
S-S A5E s, 24 oW Fol difer 27
W A 7hs i 5 1F
th, 24| Qo2 9470 ¢Y oA TS| = HbAlcZ} 7% ©]
4 Afolle o 7Y el A 8A 15 7Rt
&S QAsh, o] o 24] QRolA A E= oA
9] Mt E3sts|jof 3T metformin + sulfonylurea

9oh) (L, H2).

Folgt A9 sk 9

+ empagliflozin 22 A
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0l et

Z 2 Fo|&E HbAlcZF 7% o)A 7% &
I AT G 2 BA 2F7HA] HEaRS I

o o] wf g Gy X=A| 24 2 oA A=A ¢
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ofA Mg Folm FEtt @ 2SS T ¢ Y= R F
A AT 2|5 25 kg/m? o)A = Qe 8 S
= A AIA 3F 82 ¥ (metformin + sulfonylurea
+ GLP-1 =84 Z-8A))o] 1QHth, o= <lalf Azt
A} JAlo] o]F0]Z] o= metformin + GLP—1 4>
SA| AH8A| 2% HES IR, 714 e (P
SO metformin H-E) Fojo|= HbAlc7} 7% o)Al 74
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Effect of DM on HFpEF Potential pathophysiological mechanisms and possible therapeutic

targets
0 Increased: Alterations in sodium Sodium-glucose cotransporter-2
. . handling inhibitors can restore sodium delivery to the

* Body mass index/weight distal tubule, promote diuresis and

* Systolic blood pressure Increased volume natriuresis, to alleviate volume overload.

 Fibrosis overload

* Congestion

* Endothelial dysfunction N Antihyperglycemic drugs may have

- Symptoms of volume overload glucose lowering, anti-inflammatory and

i Release of anti-remodeling effects.

* Left ventricular (LV) mass proinflammatory >

* LV filling pressure cytokines Decreasing adiposity through caloric

* Morbidity ) restriction improves responsiveness to

o insulin and reduces inflammation.

* Rates of cardiovascular death Poor skeletal muscle

* HF admissions/readmissions function T

* Hospital st : '
& lalle Sy . Impaired peripheral
i * Hazard of total mortality oxygen delivery/ These mechanisms are likely exacerbated in
2 oxygen utilization patients with increased adiposity.
2 0 Reduced: An exercise training program can help
> F ional Chronotropic alleviate adiposity and regenerate skeletal
g) Unier @Il SEils incompetence muscle.
= * Quality of life
- - Exercise capacity Decreased capillary J
< * Likelihood of discharge home CETEY
o
>
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Powerful 9-in-1!
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) One tablet, Excellent Control!
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Amlodipine /Olmesartan / Hydrochlorothiazide
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(2mg/80mg, 2mg/160mg, 4mg/80mg, 4mg/160mg)

Reference : @ Data on file, JW Pharmaceutical, Co. Ltd ® 75th ADA /49th EASD ® N Engl J Med 2010;362:1477-90
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