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Abstract

For patients with newly diagnosed type 2 diabetes mellitus (T2DM), lifestyle modifications including
medical nutrition therapy, weight control, physical activity, smoking cessation, and avoidance of alcohol
abuse should be initiated. Metformin must be considered as the first-line oral glucose-lowering therapy,
but other drugs such as dipeptidyl peptidase 4 (DPP-4) inhibitors, sodium-glucose cotransporter 2
(SGLT-2) inhibitors, thiazolidinediones, glucagon-like peptide 1 receptor agonists, sulfonylureas, glinides,
a-glucosidase inhibitors, and insulin can be considered based on patient circumstances. If the initial
HbA1lc level of a patient is > 7.5% or the HbAlc target is not achieved within three months of initiating
monotherapy, dual combination therapy can be considered. If the HbA1c target is not achieved within 3
months of initiating dual therapy, a third agent with a complementary mechanism of action can be added
for triple combination therapy. In addition, evidence from large clinical studies assessing cardiovascular
outcomes following the use of SGLT-2 inhibitors in T2DM patients with cardiovascular risk factors have
been incorporated into the updated recommendations.
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(Appendix 2) (4).
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Al 7Hd wrH(Fig. 1, Appendix 2) (5-7).
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Fig. 1. Adapted from the 2019 treatment guideline for diabetes. Seoul: SeoulMedcus; 2019. p57-64 [7].
Antihyperglycemic therapy algorithm for adult patients with type 2 diabetes mellitus (T2DM). For newly diagnosed
T2DM patients, begin with lifestyle modifications at the time of diagnosis and maintain these for the duration of
treatment. If the HbA1c target is not achieved within 3 months, then an antihyperglycemic agent should be initiated
promptly. Metformin monotherapy is the preferred first choice. But if there are contraindications for metformin or
side effects, then consider other monotherapy options such as a dipeptidyl peptidase 4 inhibitor (DPP-4i), sodium-
glucose cotransporter 2 inhibitor (SGLT-2i), thiazolidinedione (TZD), glucagon-like peptide 1 receptor agonists
(GLP-1 RAs), sulfonylurea (SU), a-glucosidase inhibitor (a-Gi), or insulin as the initial therapy according to the
patient’s condition. If the initial HbAlc level is > 7.5% or the HbAlc target is not achieved within 3 months of
monotherapy, dual combination therapy can be considered. If the HbAlc target is not achieved within 3 months
after commencing dual therapy, then proceed to triple combination therapy.
CV, cardiovascular; GLN, glinide.
Efficacy (green), CV benefit (blue), hypoglycemia risk (red), and body weight changes (yellow*) were assigned
ratings for low, intermediate, or high (body weight changes*; decrease, neutral, or increase); the scale bar is not
constructed according to strict definitions but should be used as a guide for clinical decisions.
‘Body weight changes: decrease, neutral, or increase, 'GLN can be used as dual combination therapy with
metformin, TZD, a-Gi, or insulin or as a triple combination therapy with metformin and a-Gi, metformin and TZD,

or metformin and insulin.
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GFR, estimated glomerular filtration rate; DPP-4, dipeptidyl peptidase 4; GLP-1, glucagon-like peptide 1;
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Sulforylureas -HPEEtZAS | Z7t US  [1020% #IE, /S, 7I2NY -271: EBQ T, LEOHAESEHES)
[gliclazide, glipride, | ol&3&HIE7 -2
glimepiride, -4HER
glibenclamide)
Matformin -foM s s (GISEE | BlE | 10-20% FEE Bt A, | -3 5F 2, UEoHeGFR < 45), 24,
-UEigRIeY | Y 79,75, 5808, YT A, YEEA v R T),
74 AGEF, ABHER Y, SHUDEYE IES, AL E L
-Hguez R E8) vitamin B12 3 Y EvEE Y=
A=t 5% - oS R B Tt
-4 fetEm Fof - B 48A|2H 0| BE 0| el f2olL,
FE& M=ol (MTAIf2HE 45-60 mL/
min/L73md) X7 9 2C TEHE
ARBBH= BALAl
Alpha-glucosidase | -4 fiEd0Y |8 88  |05-10% ASHHO)(SRWI AT | - 37| AR5 HoHE S
inhibitors LR &+ 7L B2 Ui 2450 | ohd R, YE, 55 UE
(acarbose, voglibose) | - 4% B 7HH 3 (eGrR <25, 552
-BR3E YEH S8
Meglitinides -FEHEZAM | Z2t US  |05-15% H7|=HE, | -BLEE W EA
[repaglinide, 2l | F7t - U= 2H31} §8 £ 37|(repaglinide)
nateglinide, - 4RSI S URRE=FFY
mitiglinide) -BHE 243 4t M7= ol(nateglinide)
HESZE -FeLES s Fol
HALEHES (repaglinide/mitiglinide)
Thiazolidinediones | -25, %1% =7t gig 05-14% 2T HEE0L 3T 4R | -37L 42E R EWSE,
piolglitazone, Rl 2 BEY Yl daeEs
lobeglitazone) Bl e o Ries (piolglitazone),
-4 Atof 2t glol Helo| 2EETHSUHER
1Yz Es (piolglitazone)
DPP-4 inhibitors - Incretin gz 8lE  |05-10% -HllRE, 7I=2E, | -27ReEYs
[sitagliptin, vildagliptin,| (GLP-1,GIP) &7t HBEE (saxagliptin, vildagliptin)
saxagliptin, linagliptin, | - E=SH2|E plgdl -OHFEapAlA, - FoL A, A, AR WE B
gemigliptin, alogliptin, | =] &7t AEHAEAZERE | EEC-EEQ LIS yREHo= ot
teneligliptin, -4z 32 TETtdel Y meEs, | eluo YEasrt e BRt
anagliptin, evogliptin) | 24| 2i4 SEY FAHEE, (saxagliptin)
_ AR TE| HHE (sitagliptin) | LSHNYHAN-V: 22FHO| glof
- A0 2| -FAREZH {linagliptin, | HE=IX| 3#S(alogliptin, teneligliptin,
2ol =8 vildagliptin) evogliptin, anagliptin, linagliptin,
gemigliptin)
HEENYHAIV: eEEo| 2o
MEE(X] 2Sivildagliptin)
SGLT-Zinhibitors SAEM EEY | #e @& | 05-10% Y, 4A7IZE, -B7|:eGFRAS 0|2 ChE)
(dapaglifiozin, AE oA ik E24, - F0|; DAL UEHBF ET),
ipragliflozin, - Ao 2 SHifd ARTH I EF TP TSR ot AEER )
empaglifiozin, 7t HOLEI2E B2,
ertugliflozin) - Hatol| 2 glo| HELS
28
GLP-1 receptoragonists | - E=E9lE EES g8 | 08-15% Szl -B7: Ty Y 2N
[exenatide, ola2l 8H| 57t E= 7153, MEN2
lisenatide, -4z ISIa -0 {EE, 55 El, Y,
liraglutide, 2 22 FEF0HI2 ZRTHEE fEE ERA
dulaglutide) - Sl o= AT YE
-HmEE I
- At 20|
TJstFEAH
¥l =
F15)
eGFR:EH 424 {m/min/1.73rm)

GIP, glucose-dependent insulinotropic polypeptide: SGLT-2, sodium-glucose cotransporter 2.
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