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MISS APISARA PRACHACHOTIKUL : COMPARISON OF EFFECTIVENESS BETWEEN
SGLT-2 INHIBITORS AND NON-SGLT-2 INHIBITORS FOR PROGRESSION OF CHRONIC
KIDNEY DISEASE IN TYPE 2 DIABETES MELLITUS THESIS ADVISOR : ASSOCIATE
PROFESSOR MANAT PONGCHAIDECHA, Ph.D.

Type 2 diabetes is a non-communicable disease, leading to chronic kidney disease. There is limited
existing evidence of delayed progression kidney disease in patients with type 2 diabetes that received sodium
glucose co-transporter 2 (SGLT-2) inhibitors. This study aimed to compare the effectiveness of delay progression
of kidney disease between dapasgliflozin empaslifiozin and another antidiabetic drug that were not SGLT2-
inhibitors (non-SGLT-2 inhibitors) in patients receiving and not receiving RAAS blockade and to study the factors
related to lowering kidney function in patients with type 2 diabetes. This study was a retrospective analytical in
900 patients with type 2 diabetes receiving SGLT-2 inhibitors and non-SGLT-2 inhibitors. Data were collected from
October 2014 to October 2019 at Central Chest Institute of Thailand. The patients were divided into 3 groups,
each group have 300 patients i.e., dapagliflozin, empagliflozin, and non-SGLT-2 inhibitors. Effectiveness of delay
progression kidney disease was estimated renal worsening function defined as decline of eGFR at least 40% from

baseline or doubling of serum creatinine or end-stage renal disease (ESRD).

Our findings found eGFR of the patients in the dapasliflozin group (n =12; 4.0%), the empagliflozin
group (n =7; 2.3%) and the non-SGLT-2 inhibitors group (n = 21; 7.0%) had significantly lower than the baseline at
least 40% (p = 0.009). It was also found 1 patient (0.17%).in the SGLT-2 inhibitors group and 2 patients (0.7%) in
the non-SGLT-2 inhibitors group had a doubling of serum creatinine (p = 0.220). None of the ESRD patients found
in the study. The combination of empagliflozin and RAAS blockade have been shown to significantly slow the
progression of chronic kidney disease (p = 0.021). According to a-univariate analysis of the factors related to lower
kidney function, it was found as follows. 1) the SGLT-2 inhibitors group and 2) the SGLT-2 inhibitors group with
FPG > 130 mg/dl and eGFR at stage 1 and 2 were found to be associated with a reduced risk of a decline eGFR
at least 40% from baseline, OR 0.434 (p = 0.010), 0.485 (p = 0.032) and 0.319 (p = 0.01, respectively, as
compared with OR 1.990 (p=0.039) of the non-SGLT-2 inhibitors group. In addition, multivariate analysis also
revealed that the SGLT-2 inhibitors group and patients with eGFR at stage 1 in the SGLT-2 inhibitors group were
found to be associated with a reduced risk of a decline eGFR at least 40% from baseline, OR 0.345 (p =
0.002) and 0.347 (p = 0.019), respectively. In conclusion, SGLT-2 inhibitors could delay the progression of kidney
disease in patients with type 2 diabetes better than non-SGLT-2 inhibitors.
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A1 eGFR MiszoziiaTnoulagnds 12 1WeuainAl eGFR Busu nuit n1sldiuen SGLT-2
inhibitors §in1siaeunyasen eGFR Tinuatheitodfyynsedia (0<0.05) Lﬁ'aLﬁaUﬁwEﬂ’m
lalléFuengy SGLT-2 inhibitors tngnsiuAgunlase eGFR 112 ieunauld3ugings
SGLT-2 inhibitors 281U RAAS blockade 1y -8.6+12.5 ml/min/1.73m?/year waziiio
1¢u8nngu SGLT-2 inhibitors $7mu RAAS blockade 71 12 ifau fidnisiuasullas eGFR
WU -2.6+5.0 mU/min/1.73m%year @rugihedlildsueingu SGLT-2 inhibitors lsiny

o v a

ANULANANYDINISIUABULUAIAY eGFR ag1sldsdAgyn9aia (p=0.57)"Y wusieeu

[ '
A =

pmsduldfisszasdaneingud loun nsfndefiniafudiaaniz 91081 empaglifiozin
Sovay 18.2 uay dapaglifiozin Sesag 1.5 msam%aﬁai’mz?mﬁuﬁ: 97781 empagliflozin
$peay 6.5 uag dapacliflozin $p8ay 0.9 AMgidemdunsaaINAlauaIne empagliflozin
Sowaz 0.1 uag dapagliflozin Sowag 0.31212

NAINUNINITIUNTTY nuddagdudevianisfnwidSeuiieuysednsuna
nsvrasnIsientedlnszning dapagliflozin empagliflozin Lazgnansziunaludon

ngudunldly SGLT2-inhibitor Meludnwaugnisldendeananitiesusiudueingy RAAS



blockade M3AnuniiTaifnguszasd ewiouifisulszanduanisszasnisdenvesla
5¥17314 dapagliflozin empagliflozin LLazmamzé’uﬁ"}maiuLﬁamﬂajué"uﬁ'lﬂﬁ
SGLT2-inhibitors #islunguiiaeiléfusindu RAAS blockade uaglaild¥usngy RAAS
blockade wazAnudadefanuduitusiunmsvhauveslefianaslugihomuded 2
detludszgnilunisdentdenanseduiimaludenvosfiisiumaueiai 2 uuy

Wiy wazlfilutoyalunisanladenduiusiunsvinuveddananaduivisiumnu

JUAN 2

TUTEAIANTTIY
® JnqUszasAnan

1. eiSeuiisulsydnsnansanntsiuiuluvedsalaios lufthsiwmusia
fi 2 ﬁlé’%’ummju SGLT-2 inhibitors (dapagliflozin waz empasgliflozin) Laze1anIEAU
thenaludenuiindu (non-SGLT-2 inhibitors)

2. \ileilFeuiiouyssavisnasednslesugangu ACEls w3e ARBs Sausesionisan
nsrndiuluveslsaladess Tudthsivivausiind 2 d183usangy SGLT-2 inhibitors
(dapagliflozin thay empagliflozin) warvganssiutiaialuidenvingy (non-SGLT-2
inhibitors)

3. WefinuUadunduiusiunisieuveslanianasludieiumanugiion 2

® nqUizasAIes

1. leSeudisulsyansianisanseduuinialuden (fasting plasma glucose;
FPG) Tugvasiuimituriind 2 AlF5UengN SELT-2 inhibitors (dapagliflozin was
empagliflozin) wavenanseiutnmialudenwidndi (non-SGLT-2 inhibitors)

2. iieiFsuifisuusavinansanssdutmaiadsasaluiden (HoA1C) Tugftae
WU ilad 2 ﬁlﬁ%’umﬂa@ SGLT-2 inhibitors (dapagliflozin tag empagliflozin) kay
enansziutaaludontiindu (non-SGLT-2 inhibitors)

3. iieisuileudsyAvinanisanimdndlufiasimuried 2 Aldsuengu
SGLT-2 inhibitors (dapagliflozin ag empagliflozin) wazgnansyiuiimaludonsinau

(non-SGLT-2 inhibitors)



AUNAFIUNTTIY

1. UszAnBuanisannissiduluredisalaFoss lufthewmusied 2 &Sy
8INqu SGLT-2 inhibitors (dapagliflozin wag empagliflozin) Wieufuenanseiuiinialy
\Benvfindu (non-SGLT-2 inhibitors) fiAnauansneiu

2. ‘Uiz%w%mamiammiﬁﬂLﬁuiﬂmaﬂiﬂlmL‘%@%’ﬂuﬁﬂammm’m%ﬁmﬁ 2 filésu
g1 QYU SGLT-2 inhibitors (dapagliflozin kag empagliflozin) $31AiU 81ndu ACEls 350
ARBs HAMULANETU

3. UsvAvnanisansysutmaluiden (fasting plasma glucose; FPG) wagn15an
sgivthaamdsazanluidon (HoALO) luflhsumnusiing 2 Aldsusngu SGLT-2
inhibitors (dapagliflozin wa¥ empaglifiozin) W s ufugansfuniaaludensingy
(non-SGLT-2 inhibitors) AAnsuanaIeiu

4. UseAvduanisaatmdndalugiaeivaiuvied 2 Aldsusngy SGLT-2
inhibitors (dapaglifiozin a2 empaglifiozin) Wi s uivenansefuniaaludonsingy

(non-SGLT-2 inhibitors) AA3ukANA9AY

Jerudnwiianie
1. Isalmi3958 (chronic kidney disease) Buefis AURAUARAULATIAS191TONS
vauvedls Ingauidedae N1589nsIn1snsedvesle (gslomerular filtration rate; GFR)

< 60 mU/min/ 1.73 m? Aafaduiiy 3 oW @1u1T0auunszezuadlsadu 5 sz

ANuAT GFR fanns1en 119

A15197 1 Laneszesue9A eGFR

ey BRI GFR (mU/min/1.73m?)
1 Kidney damage with normal or increased GFR > 90
2 Mild reduction in GFR 60 - 89
3a Mild to moderate reduction in GFR 45 - 59
3b Moderate to severe reduction in GFR 30 - 44
a4 Severe reduction in GFR 15-29
5 Kidney failure <15




2. Iiﬂlméa%ﬁwzqmﬁw (end-stage renal disease; ESRD) fi® ﬁﬂwﬁf\i’%ﬁuﬁm
lasunisvrtanaunule (renal replacement therapy; RRT) laun n1sa19lndesnias
(peritoneal dialysis) n1swlenydendewadadlafion (hemodialysis) wie nsHdnUgnanele
(kidney transplantation)”

[ a

3. n1551veslusiudaviiulutlaainzidniios (microalbuminuria) Aen1silusiy

Y

dayfiueanuilutaaiie (albumin to creatinine ratio; ACR) 30 - 300 adnsusensy
(mg/g) (14)

4. mi%"’maﬂﬂiaué’ayjﬁuiuﬂaanw%mmumsﬁu (macroalbuminuria) ABnN153l
Lshudayiiueanunludaane (albumin to creatinine ratio; ACR) > 300 fiadnsusiansy
(mg/g)(m)

5. Mssniuluradsalntess mnede msvinuvedlaiiugas vseideTiadelsala
lngifiudeyadnnAi 8ns1n15n5e9veale (estimated glomerular filtration rate; eGFR)
flanasanABuduunnnimsewintudesay 40 wieszRy serum creatinine LY 2 11
(doubling of serum creatinine) ¥3ansifinlsnlaiFasaszezanving (ESRD)

6. sodium glucose cotransporter-2 inhibitors (SGLT-2 inhibitors) Turuideine
g1 dapagliflozin way empasgliflozin

7. non-SGLT 2 inhibitors fie tansesutmaludessinsuililden dapaglifiozin
lae empagliflozin

8. ¥1Nqu Angiotensin-Converting Enzyme Inhibitors (ACEls) Léin enalapril,
ramipril Wag accupril

9. EJ’mEsz Angiotensin Receptor Blockers (ARBs) l@n azilsartan, candesartan,
irbesartan, losartan, olmesartan, telmisartan k&g valsartan

10. fasting plasma slucose (FPG) e s¥dutinnaluiden Wowmoimisuiudy
agnatios 8 Falug™®

11. Hemoglobin ALC (HbALC) Ae szdutmiatedsazauludontne 2-3 ey
T

v A

12. Tgy¥dwunnisadinseninalseinaveslsavazdgymavamiliieides ady

o

v
v

NUNIUATIN 10 (International Statistical Classification of Diseases and related Health
Problems 10" Revision: ICD-10) #1185 s%alsau1niue (E10-E14) Ingluanuisetagly

sid E 11 vunedagUaglsaiumuiiai 21¢



Usglowiifianadnazlésu

1 wWfiensiuusedninaveossin §% SGLT2-inhibitor (dapagliflozin wa ¢
empaglifiozin) Tunsasnsduiuluvestsalaides ielfidutoyalunisdaduladonden
Snwthowmmiunind 2 wuuianze

2. wieltifudeyausznounisdndula nisldendu ACEIs wie ARBs iU Ingy
SGLT-2 inhibitors (dapaglifiozin Waz empaglifiozin) Tugthsiumiuniad 2 wuuiaw
518

Qllu LY s

3. wensudadenduiusiunisiauveslaanadugdUisiumnuiiad 2 uag

o A 1

ideyalUldlunisanladendmasianisviauvedle

4. \Wionsuuszansranisanstiutmaluden Wememisuiudregieties 8
#3104 (fasting plasma elucose; FPG) sediutinanaaasazanluidentas 2-3 ioudidiuan
(HbALC) way thniins Lﬁﬂ%ﬁ]u%’agaiumiﬁm?m%Lﬁ@ﬂi‘i’fm%’ﬂmi{ﬂwmemmﬁmﬁ 2

LUURINIEINY

NSAULUIANVDINITIY

Aaudsdiu Aaudssm Aauusnau A
flhelsamany 1. engu ACEls %30 - fhewmnuviadi 1 Primary outcome
a2 9 165U | | ages - RRT, hemodialysis L. eGFR
1. SGLT-2 2 Jadufiduiussunis uae kidney 2. serum creatinine
inhibitors vhanweslaiianas ldud || transplantation Secondary outcome
(dapagliflozin uag 919 Amsulalings Al 1. FPG
empagliflozin) FPG HbALC m'ig'u‘uqvﬁ' 2. HbA1C
WU AL VFe Lazen BMI 3. body weight
liswivenan 3.baseline eGFR
sefumaludon
wiladu

2. 41anTEAU
Yranaludanyie

Bu (non-SGLT-2 I

inhibitors)




UN 2

255UNTSUNNYIVDY

nsUmIsTRNssETReTesfueAtei Ussneude

1. Tsmuvinuaiing 2

2. fildsnulsaumnusind 2

3. wwvnansuFoadmsuiinelsaumusied 2

4. Tspladetwartadeiitnasdensaiuluvedsala

5. EJ’mEjiJ sodium glucose cotransporter-2 inhibitors (SGLT-2 inhibitors) AUN1S
Fansttrelsauvusiind 2

6. Emﬂaq'm Angiotensin-Converting Enzyme Inhibitors lLa¢ Angiotensin Receptor

Blockers fianaansan1uln

1. lsalunurustian 2

a a

PN ARBUYAU (insulin resistant) denalsindmiiloannisganduresiinig

Y

winnsaagludu Jufinnisarauvedludu danalviUisdaniiu In1mas insulin Wesnin

s o J

UNA 31NA1TINUYBIURNIARNAUBBUYNNIaTY finsadrainiasnndu
(gluconeogenesis) A rAAIIUNF Lazinas WM vo9 sodium glucose cotransporter-2
(SGLT-2) #ile 'ﬁuﬁums@mﬂé’wmﬂ;ﬂmaﬁlm danaliinmaly \qangs (hyperglycemia)
Tnsasuansentsdaanyyes osnthniaidminludon Ialsianansaganduldvuniagn
Fuoonumalaanny nSeufuiuilussmeseni mﬂQ’ﬂ'saﬁﬁflmaslul,ﬁamgammwéq
dwaliitlaaniztosiu fermanssmeisnnieund nnsiiseniegydeineudaans
ponluuagilonmsseumdsimig mnftasliansomuaussiuimaludenliogluag
Wnnevesnsinwls azthlugnnzunsndeudiddylsun 1savasadensiala (coronary
artery disease) lsnnaanLaonduos (stroke) Iiwaam%aﬂdauﬂamqmﬁu (peripheral
vascular disease) nTizunsndouivaUszaman (retinopathy) mzunsndeuiidulszam
(neuropathy) wag Amzunsndaudile (nephropathy)!”
AMzunsngeuvedlsauImuLLeoniu®

1. nmzunsndeuiivasndonuunidn (microvascular complication) Tagaauides

Y2INIAnTuiUTEEEIA LAY ANTUL RIS Ialudenge LAl



1.1 amzwnsndeuiiseuszavan (retinopathy) Wunmzunsndeuiinulaveslu
AU2E1IALUIMIY LAAINNTEUIUNTT polyol pathway NATIRD Lﬁaﬁwmalutﬁamga dawal
aldose reductase Wasuanaldidy sorbitol 1AM osmotic stress ﬁﬂ@ﬂﬁwﬁﬂﬂimauém
Aansveevesiaaudninidialinindonszanls feinisuinveasiuiandudenwan
zmiuitanaiuesnm mnliusnwaziliglienvenld

1.2 nmigunsndouitl (nephropathy) luawngunlugnisaalsaladesssses
@AT1e 1ina1n glomerular basement membrane fiAa unuRLNINTY dawaldidon

9

Inadvutioyas uarann1snsesves glomerulus (Nguvamaemdendasnln) nAaRUES

[ a

nelunasaidenla (intraglomerular hypertension) eiamaiﬁﬁiﬂﬁuaayuu%"’;aaﬂmmﬂ
Haany axnudaansiues flonisuan sounds uousulald ddunsmuauaudy
Taftnuazseauiimaludenazgrsdesiunzunsndouiilals Inseranausulaing
LLusﬂf’lﬁammjm angiotensin converting enzyme Inhibitors lLa¢ angiotensin receptor

[ a

blockers N3 2 nauilazapAuidetven1sTvedusiudayinlulaansuSuauniy

Y

= o a

(macroalbuminuria) wazlugvaeAiinisiivelusiudayfiuvlulaainzidnos
(microalbuminuria) unfe3eEag 60 - 70
1.3 anunsndouiidutszanm (neuropathy) fulsaniassuuyszamautane
Anuldios innnIsazawves polyol TvhuiAserfulusiunazansyiiasng 9 aglugad
¥lifin oxidative stress Saifian1ssnaunasvhatowadtu floinstan o Wunzasney
nanafu hifiaanuidnfou-iu ymniuidulssamautane (peripheral neuropathy) 9
IammﬁmLLmaﬁLﬁﬂﬁﬂlﬂ&jmiéfmﬂﬁmmfjﬁaaas 80
2. nzwnsndouiinasnidonsuialng (macrovascular complication) Léud
Isanannaideniila (coronary artery disease) lsanannaldanauss (stroke) lsanannidan
drudaneansiu (peripheral vascular disease) LﬁuNamﬂmsﬁizé’mﬁwmduﬁamqq dwaln
\innazvaendenuds (atherosclerosis) LﬁamiﬂLﬁyma"swmqmaqa’wmaié’amaq 1n13ne
ﬂfjmaqmﬁmﬁamﬁmﬁu waziinisudsfvendendienitndlugiasumueied 2
(hypercoagulability) dwalfiAnnandeniainlmaendenieiu was larsfiazarsau
Fon (fibrinolysis) Teeninauund flenainnisudwvendenuinniiaulnd Safinainy
deaensiislsaiilasiuvaeniion Sﬂﬁu’aé’qwudwﬂﬂummmm%ﬁm?'i 2 WinAudse

nsuinlsAviannldanauadsesay 150 - 400



2. panldSnwlsauaminuaiian 2
Jgduenansvauiinmaluidoninegluuudauwassunuusuuseniu Fauuele

aunalnnseengvisnisndinelanaeli®” 181

2.1 e1NigNENILAUNIINAIBULEY (insulin secretagogue) laun

2.1.1 Sulfonylurea nalnn1saengnsee FUAUMSU (receptors) MLUAWARTD

Y 1

Auga vl¥in membrane depolarization wazNs¥AuUNIINAT insulin 1ATIATIMENVRS

[

gnguiliy sulfonamide Femasldodaseinsy felugniius

ua ¥

IRnNegan wazvinulyluy
e

lsalmnustaf 1 wsiguiiwadgniinatelind snquiliivssansamlunisan FPG

a

60 — 70 Taansunndans (mg/dl) wazan HbALC Sesag 1.5 — 2 1A1ThiNUTEAIARN

| o

nsldennauife vialiAanmziaeaduiniates (hypoglycemia) wazdrninsiuiudu

9

1 -2 Alansu wuadu 2 Jufe

a

Juil 1 fardsTinernuniinn silianamesdeaitnadeslduinni
lawAe chlorpropamide Maunsaunukeanagad 3LAADINITNUILAL ToUUIY
(disulfuram-like effects) wazsinnTIzszFUHALL (hyponatremia)

quft 2 fimesedindunit idiinnnsdenithaadesldtennd 1dunen
glibenclamide (glyburide) é"ﬁmmiLﬁ@ma:ﬁLﬁamﬁﬁﬁmaﬁaaqqmﬂ sliclazide, glipizide
(ﬂ;l'jqaaﬁalaiai"}L“ﬂué’faw%’wumeniwliﬂwiiﬂim uliiguaseld maximum dose 1¢) waz
glimepiride

2.1.2 Non-sulfonylurea 138 glinide nalnmseangudmiieu sulfonylurea sl
ﬁm‘%ﬁimﬁguLLazaaﬂqw‘évLé’L%aﬂdw sulfonylureas Fu3enBnuuumnilein rapid acting insulin
secretagogues HUsvaANSAMAlunsansyiuIntaludonndsuussniueinis
(postprandial glucose control) 104 fJaansumeln@ans (mg/dl) e1n1slufisuseasAainnis
Tengquilde liiAnnnzdendtniatios wazdmindufudu 0.9 - 3 Alansu usny
ffouniingy sulfonylureas Tiunen nateglinide fiannudsdlunininninzideniiiang
tousitgauazasadfeluiielsaln uag repaglinide

2.2 wiifignsannizieradugiu (insulin sensitization) 1éus

2.2.1 Biguanide 1#urie1 metformin nalnniseangnife an hepatic
gluconeogenesis Wi insulin sensitivity wae ammm@%uﬂgiﬂﬂﬁﬁﬂéﬂﬁ wazvildmedn
an 2 - 3 Alansu B nguilduszavinnan FPG 50 - 70 fadnfuriowndansg (me/d) uas
an HbALC 3opar 1.3 - 2 [dugmadenusn (first line therapy) Tugithowumuaiing 2

ldddevulaneadule ldadsldludUlsniinnsvinauveslaunnses (serum creatinine
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(SCr) >1.5 vihelugue vie > 1.4 whelugndgs ¥3e eGFR < 30 mU/min/1.73m?) Yafivas
gnquiiAe ianzidendthniatesit Tnefn 1.42 viudeifleutueingy sulfonylurea
3.73 W@ yennddanuin metformin Srasosysulusiuluden vinlsysu triglyceride,
low-density lipoprotein (LDL) wag total cholesterol lutdananas Tuvaefifinsedu
high-density lipoprotein (HDL) e @nsueinasluislszasaainnsld metformin laun
auld ldauretios foude Uanvies nuldSesay 30 way n1521@ vitamin B12 uenaniiss
wunzdendunsaudnin (lactic acidosis) Tnefiladeitdaasulmnnmeilau sy
vodlafianas fhefifiamzaneandiau (Wu COPD, heart failure) w3ofUoiidinnsfinide
sy

2.2.2 Thiazolidinedione aaﬂqwéﬁ’u iU peroxisome proliferator activated
receptor gamma (PPAR-Y) i expression Y834 gene fivmlHin glucose metabolism

I =

waziiiy insulin sensitivity ldvirldiAnnngideaiviniates iesanlifinafinnisnds
insulin fUsz@NSANan FPG 60 — 70 Ladnsusaindans (mg/dl) wazan HbALC Sevay
1.0 - 1.5 91n@y thiazolidinedione sxldlug@ifinsviauvesfuunnses uay anesila
duwa (heart failure) iesanevsfiunsdweswanadlusanie (fluid retention) wae
Juannguesnisiaeinisnnsulugiasnisziladumanle (exacerbation heart failure)
grlunguil 1du o1 pioglitazone dlaifosusuaumetugiaonaglaunnias 91013
LifiaszasAuns pioslitazone Ao Ausasu timindauia 2 = 3 Alandy wavifiuaudes
vosmsilungiSanseinazdasay (bladder cancer)
2.3 giieeanguianueasluL incretin (incretin-based drugs) Taun

2.3.1 Glucagon-like peptide-1 (GLP-1) analogs #3® GLP-1 receptor agonists
Wugnsnwiurmnusuudadnldfiamla(subcutaneous; SCO) aaﬂqméﬂizéju slucagon-like
peptide-1 receptor %Qﬂﬁ’]ﬁﬁ%ﬂ’]iaaﬂqwémﬂ incretin fidugesluundaninmaiue s
Wislauveringniveanglaalunisnsgdunisnds insulin 8Inga GLP-1 analog Taivivli
Aannudeniitihnates esinnszdunsuds insulin LUU glucose-dependent nanafe
mnszé’uﬁwma’lulﬁamqua g1ngY GLP-1 analog 399g0angninseduni1suas insulin

WBAATEAUUIANALALANNBEINDINIS HUSLANTAINAA FPG 15 — 26 NaansUsawnTans

ee

v

(mg/dl) uazan HbALC Sosaz 0.8 - 1.1 usnAINUTINUIININ GLP-1 analog Ui GLP-1
receptor luauas dnaluszezenvilimindianas 2.1 - 2.5 Alandu enlunquillaunen

exenatide wazen liraglutide wananiluenffiussansanlunisaivauszauiaalugiae

WUIMIIULAY §981u150anANUAe9 InNSdedIneelsadalasiuvasndanle
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(cardiovascular mortality risk) 11183491n3gn5 cardioprotective effect 39¥18aATHI
nsdedInlugUlenieanudeswwedsaiilasiunasaiien wuenisldisssasaainnisly
giife aduld ondou Moade [Wudu

(%
o

2.3.2 Dipeptidyl peptidase-4 inhibitors (DPP-4 inhibitors) ®®n¥ n3Tua

Re

wulesl dipeptidyl peptidase-a \uteulusifivihanesans GLP-1 viliseiuves GLP-1 iindu
ﬂ'iw’jumwébﬂ insulin Wazann1INas glucagon WUy glucose-dependent fiUsz@nsninan
FPG 12 - 15 fadn3udeinddns (me/d) uazan HbAIC $osaz 0.7 - 1.0 e1lunduil
Usznouniy sitagliptin vildagliptin saxagliptin linagliptin wag alogliptin Ingwus1897U
ansldfiauszasalann pauld endeu Uinvies uaz flulike symptoms

2.4 EJ']‘ﬁaGm’]’i@Jﬂnﬁuﬁﬂﬁﬂaﬁﬁalﬁd’mﬁu (Sodium glucose cotransporter-2
inhibitors; SGLT-2 inhibitors) 811Uﬂduﬁﬂ 3¥N0UAI8 canaglifiozin dapagliflozin ag

empagliflozin ?ﬁqaaﬂqm‘éﬁué’jﬂ sodium glucose cotransporter-2 (SGLT-2) filn &9 SGLT-2

' v
Y [y [

mthiganduiiaialuvislanduidngnseuaiion nndugs SGLT-2 agvilldaiunse

Y
[%

aanduinnannvislandugnavwadenls dimnaluvioladagnivesnmatiaanizanntu u
palimumenunsindelunaiuiaaisazefeduiugannsldengui annalama
ndrinenveseIngy SELT-2 inhibitors Hu liitflasuniiusyAnsamlunisan FPG 18 - 36
faandurewndans (me/d) am HbALC Zawaz 0.6 = 0.9 (innudeniltnatiestes uas
antmiindaveaduasld 1- 5 Alanfu Ssllqns cardioprotective effect FavanAmIA
Mnmadetiaselsaiilasiuvaonden weslqssrasaudounedlalédndie

2.5 m‘ﬁﬁqwéﬁu5@L5u1mﬁ°luﬂﬁi@ﬂs?imngiﬂamﬂé’ﬂé' (Ot-glucosidase inhibitor)
aaﬂqméﬁuga alpha glucosidase enzyme Fafuieulsddmsugosnslulawnsaliiu
hmaluanaiie Mlvisrnisrzasnisaaisuarnisgatuailulansaiisiléibn Seanns
andutnalumafiuenms uazantviindald fussaniamansgiuthmandsieamis
(postprandial plasma glucose) 40 - 50 adnsuson@ans (mg/dl) \Wundn an HbALC
Jowuaz 0.3 - 1.0 Loy acarbose wag voglibose WUTIEMUBINSIRIUTEASAIINEINGY
iAo uuies Yiosdn Tauluttesunn uazsneautas

g12adugau (nsulin) Linannisdaasieiliilassadraguifeddu insulin
fis19n18a519%u (exgenous hormone) enqysaUU insulin receptor Fsfinamandainen
WUy insulin Aind191n919718 (endogenous hormone) SUszan3ainan HbALC

[

$ovay 1.5 - 3.5 lnauusmuanuiilunisesngms Al
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1. ndweangysi$7 (Rapid-acting Insulin) pangudi3auasiirmaiedinduas innne
Fonflthmatiesties awnsald insulin ¥iaiimevasaidens (intravenous; M) 14 Iduren
lispro aaﬂqm'éﬂwalu 15 - 30 w1¥ aamqwéummaqm 4-6 %"ﬂm, aspart Lag glulisine
pongvnelu 15 - 30 ui eengrsuILINgn 5 - 6 Falus

2. ﬂﬁjuaaﬂqw‘ﬁgégu (Short-acting Insulin) aaﬂqm‘émﬂu 30 - 60 W LLagaaﬂqw‘é
ULINgR 6 - 8 2l uugailvidnneuduusemuesuszana 30 undt dunen regular
insulin

3. ﬂﬁjmaaﬂqw‘éﬂ’mﬂaw (Intermediate-acting insulin) Taina NPH Insulin
pongvsnelu 2 - 4 §2ls waveengusunmng 14 - 18 92l

4. ngueangdiiiu (Long-acting Insulin) 18397 insulin ¥ladoangqniuiuild
Hu basal insulin Wsmsenfiesiuae 1 -2 ase waziiauudsusuvesssezianlunisoon
quitionnd1 NPH insulin léuAen insulin glargine Bengysuszanm 2 - 3 $3lus wazoongnd
unsngn 24 9l uag insulin detemir sonMsUTzANM 2 311 wazosNgNEUILLINGR
20 - 24§l

5. ngugnsnaw (Premixed #50 Biphasic Insulin) twn15uW™M insulin wuu
short-acting nau iU intermediate-acting vl oangnilaisnaroongnduiu 1Hud
&1 novomix 30 8angusA1elu 15 — 30 ufl mixtard wag humulin 70/30 sangniniely
30 - 60 w1t nevia 3 wiiapanguisuTy 10-16 11

=

Jagtugnansgiviinialuifenldsunisiauiaanndssiuneisasssingvas

1%
o

NSAALIALUINI IBNYszaVS A nlunITanssAuInIatEen (FPG) waziinadsa
Tuiden (HbALC) anen1seubiisuszasalaeanizanzideniuiniailos (hypoglycemia)
wanIntenanseauiiaaluienngulval lnswnig SGLT-2 inhibitors Sasnuindlgnsvzas

= a v
ﬂ?quLa@NmaﬂlmﬁﬂﬂjﬁJ
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a wva o v Y

3.1 My3tiadegUlslsaumany

Uaelsaunninuasian 2
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nauailunIladeUaelsalumu Aennsnen 2

- aa o v
#1919 2 Lﬂm%ﬂLUﬂ’]i’Ju‘UQSQU?EJIiﬂL‘U’]‘Vi’J’]‘L!

NARTINN LLu’J‘VI’NLa“UUﬁﬁ'aIimUW’mu W.FA. American Diabetes Association
ONIRNERRE 2560 .71 2563 (ADA 2020)
HbA1C HbA1C > 6.5% HbA1C > 6.5%

Fasting plasma

glucose (FPG)

FPG > 126 4a8nSunsLadans
(mg/dl)

FPG > 126 18anSunaLndans
(mg/dV)

2-h plasma

glucose

wanaunglaai 2 Ylaanaseu

Wmnanglaa 75 NS > 200

a

Haansunan@ans (me/dl)

waraunglaai 2 Yiluamassu

Wmnanglag 75 n¥u > 200 adniu

AOLATANT (Mmg/dl)

* Tuusywmalnedsliuwnzdtlald HbaLC e ndalud standardization wag quality

control ¥8INsNTIRNMIzaNene tazllalidivas

3.2 .WhwngmsinwgUaelsaiunnau

WwnemsinwEdelsauIvniu An1sei 3

m5191 3 Wwsnensinwadaelsauiviiu

NARTIINIY WIMIaYUURLs AU American Diabetes Association
WosfuRnIs w.fl. 2560% WA 2563 (ADA 2020)
HbA1C - HbATC < 7.0% Tugftheguamdag | - HHAIC < 7.0% luglngjinly

allavdasansss

- HbALC < 6.5 %Iuﬁﬂwmmﬁm
Azdesiithanation
(hyposglycemia) #3oliiflo1n1s
P1aAEeanIs g

- HbALC < 8% Tugfthefiiiuse$Rlden
ansziuthmaludenuaziinnny

Honilunatioy Uk

=

- HbALC < 6.5% Tugflvgjfidu
Tsaruvulaiuny
Lifnmzunsndou wielsnsiudue

- HbALC 7.0-7.5 % Tugjgeenefiiilse

UBALIELNFDANDILA




14

Mm99 3 Wwsnemsinwdielsauminy (sie)

HNARTIIN LLU’JV]’NLWIJQﬁ'@I‘mLU’lm’m American Diabetes Association
GNIRNERRE .7l 2560° .71 2563 (ADA 2020)
Fasting 80 - 130 HaanTusaadans (mg/dl) | 80 — 130 Hadnsusaln@ans (me/dl)
plasma
glucose
(FPG)

3.3 LLu'Jvmn'li%'nmﬁﬂ'JﬂTsﬂme’lwﬁmﬁ 2
Lmeqmi%’ﬂwwmg’{ﬂmiﬁﬂmemsuﬁm‘ﬁ 2 fva@nade American Diabetes
Association .. 2563'*(ADA 2020) wazausslszmealnede wun1ansufuslsauiu
w.et. 25609 Taests 2 wuamnamssasni finanuediseasiuit Weddeduindulsauimnu
u&¢li metformin Wuendusafilddnuiuiunsusungiinssunisdniiuiin mnsedu
dmaludenldidnimuneg @ewssmelneUssdinainan FPG nie ALC d2uves ADA
2020 Uszifiuannen A1Q) aulfinstanserutiimaludessiai 2 Wl daumuuansies
2 WIS g
1. dledulseumnuia 2
- wuanagy JUALTALUIMIIL WA, 2560 TdTungAnssun1saliugie
1-3 o ladn AIC < 8% n3a FPG < 180 SaAnsusiawn@ans (me/dy) fdanuszdutiaa
WAl S0 metformin tJusasiusn
- American Diabetes Association .. 2563 Wii3us7 metformin 1Jussausn
dlegUhegnidadeindulsavmausiind 2 Taslildfmuadindy ALC Aasiduminlng
fasuen
2. M5 insulin @9
- wuamanwUFURLsAUm A, 2560 Thidle A1C > 11% 3o FPG > 300
findnfurewndans (me/d) + Tsavion1ozdu
- American Diabetes Association W.f. 2563 IﬁLﬁa A1C > 10% %39 FPG > 300
Hadnsusion@ans (me/dl)
3. WIMAYURURLI ALY WA, 2560 SEUIN
3.1 AIC > 8% %50 FPG > 180 fiadnsumotn@ans (mg/dl) 14ld metformin

mnfiveuly Tldeiidunadenau sulfonylurea %38 DPP-4 inhibitors
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3.2 AIC > 9% W38 FPG > 220 HadnSusewdans (me/d) Buansuuszniu 2
¥iinganiu KauAisuns3nw WiEsuanen metformin mnlildmutimneglildodinan
vhana 3 vl wie efinaminmnasiuiuendn basal insulin nevuey wnlildasdiung
T¥ldonsinantiinia+ basal insulint 1 prandial insulin n3e s1winanuinia+ basal
insulin+ GLP-1 receptor agonists 58 sndnaniinia+ 1-2 premixed insulin wanlaile
aadhnglldendn insulin Suasnanendadeunuusismenuuni sy metformin

3.3 ALC > 11% %30 FPG > 300 fadndusewndans (me/d) Taufuiinziiana
Tudengs Tien@a insulin Suaznanendadounuuininieauuni $3ufU metformin

3.4 vnlasun1sinwied ue ALC > 11% %30 FPG > 300 fadnSusaindans
(mg/dy) + flsan3en1izdu WWendnaniinia 3 alinsaufude basal insulin Aouusy
mnldldmudmnglfldodinantiina+s basal insuling 1 prandial insulin 1150 edinan
¥1m1a+ basal insulin+ GLP-1 analog 38 s1finani1n1a+ 1-2 premixed insulin
winlalgmudmneldldendna insulin Suasnareadudsunuusisnieautnid srufu
metformin

4. American Diabetes Association W.f. 2563 isuﬂﬂﬁﬁéjﬂ’mi atherosclerotic
cardiovascular disease (ASCVD) #38 heart failure (HF) %59 chronic kidney disease
(CKD) ldanazdian ALC winlafniuaaslieIngu SGLT-2 inhibitors %38 GLP-1 receptor
agonists S3UAU metformin fgLaue

4.1 Mﬂﬂéﬂ’wvﬁu atherosclerotic cardiovascular disease (ASCVD) A @ 918
11NAIYINAY 55 U dinasnidenunsdiutangfuninniniovay 50 wien1igiilanesansdiy
10 (left ventricular hypertrophy; LVH) wugud1l#ld GLP-1 receptor agonists (GLP-1 RA)
fiou s09aNABEINGN SGLT-2 inhibitors (SGLT-2i) w1 ALC laiduthwmanelifineng
SGLT-2 inhibitors (n56il9 GLP-1 receptor agonists ka1) #3ely DPP-4 inhibitors (DPP-4i)
(nsellail@ld GLP-1 receptor agonists agj) %39 thiazolidinedione (TZD) %38 sulfonylurea
(SU) Wl

4.2 ynitherdu heart failure (HF) Ao anzvhladumanfiifasmiunisdud
yoenalaviestruany (left ventricle) anas (HFEF) laedian left ventricular ejection
fraction (LVEF) <45 % %5® chronic kidney disease (CKD) A® A1 eGFR 30 — 60
ml/min/17.3 m? #393A1 urine albumin to creatinine ratio > 30 fadnsusianiu (mg/g)
wuzilildengy SGLT-2 inhibitors Aau $898311A8 GLP-1 receptor agonists 110 A1C

laiidtmunglidia GLP-1 receptor agonists (n3dlldenga SGLT-2 inhibitors u&2) 13e
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DPP-4 inhibitors (nsellaileild GLP-1 receptor agonists 8¢ uag nld saxagliptin TugUae
heart failure) %30 basal insulin %58 sulfonylurea

5. American Diabetes Association W.A. 2563 ﬁzudﬂﬁﬁﬁgﬂwl 131 atherosclerotic
cardiovascular disease (ASCVD) %358 heart failure (HF) %#5® chronic kidney disease
(CKD) 1% metformin flew mn ALC iwdhmne = 1.5 - 2% fafinenanszduiimaluden
yiladuedly Imaﬂflil,ﬁaﬂaﬁuagiﬁ’uﬁa%’wm6’] L

5.1 finnnzdeaiivhaatdestos (minimize hyposlycemia) Iidenen 1 Tu 4
§ainou léun GLP-1 receptor agonists N3881nqu SGLT-2 inhibitors 58 DPP-4
inhibitors #3e thiazolidinedione 110 ALC lididhmngldifinen 3 dfimdedfudily
flagsa sul DPP-4 inhibitors $3ffu GLP-1 receptor agonists iflasa1nnalnniseangnd
adefu mn ALC Tt mung e sulfonylurea 1 glimepiride %3e basal insulin
Wl

5.2 dhaiffiueevioantiiidn WHdenen GLP-1 receptor agonists #3080
g1 SGLT-2 inhibitors Aau w1 A1C it manegliifiueingu SGLT-2 inhibitors (n5alld
GLP-1 receptor agonists &) w3ouiyl GLP-1 receptor agonists (ﬂiiﬁisgmmju SGLT-2
inhibitors w&3) wn A1C Tiddavneglsifin DPP-4 inhibitors nsailailéld GLP-1 receptor
agonists

5.3 51Aneliige ldene sulfonylurea %30 thiazolidinedione fiaw 110 ALC
T tinunglifdia thiazolidinedione (nsdild sulfonylurea k&) W3l sulfonylurea
(nsd@ild thiazolidinedione w&3) wan ALC Lt muneliiiiy basal insulin w3e DPP-4
inhibitors ¥3881ngy SGLT-2 inhibitors Lty

Fauansmdnmsinuimseilugihsiuimusia 2 muuumssufoRdmsu

TSALUNTINY W.A. 2560 LAaTAINLUINIIVDS American Diabetes Association W.@. 2563

AS3UT 1 uag 2 auaiy
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[y

aa I3
AWARYLUULUININY

—>: A1C < 8% %38 FPG < 180 mg/dl USunginssunisaniiugida 1-3 wwieu andsauuinialilaly

\Suen metformin tufausn
@ A1C > 8% %38 FPG > 180 mg/dl 114 metformin winfidevuldlwlderdiiduniadenidu

sulfonylureas %58 DPP-4 inhibitors ——» lajl@anuthvune —— » @

@V A1C > 9% %38 FPG > 220 mg/dl 19:34 dual therapy Aa metformin $3ufU sulfonylurea,
thiazolidinedione, DPP-4 inhibitors, SGLT2 inhibitors, GLP-1 analogs #1589 basal insulin

/,mt,ﬁﬂaﬂﬁﬂma 3 viln
Talleimandmang @

I¢5un1ssnwneg s A1C > 11% w30

FPG > 300 mg/dl + filsan3an122au Iendinantinia s2uiude basal uau
gdinanidiana + 813n insulin 2 viin

/ Wsoelinaniinia + basal insulin + GLP-1 analog

Tuilemandmung YL @

A1C > 11% %39 FPG > 300 mg/dl saufiuiianzuinialuidengs 1vienda insulin Juaznane
)

ASWAYUBLUUI9NEAUUNR SIuTU metformin

sUN 1 wanandnnassnyisigelugiigiuamusing 2 a1uuuinianyujiadmsu

TSALUNTINUY W.A. 2560
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a. TsnlaFoFuaziadeiifinasontsduiuluvadsalaEass

Tsalni3oa (chronic kidney disease) ilulsalifinsoFosainuuniuluilagiy
HadendnfiduataliilsalaEotsfelsaummu lnenufthowmuiimulugnmaia
Tsnln¥esas 42.3 wazdeTinanmsidulsaumuswivlsalaiesas 31.1 lefiamu
frasumueied 2 Wuszezna 10 U wuingdinsainsdedialuiaeilidulsale
Yoway 4.1 madeTinluteifinisivedusiudayiululiaans (albuminuria Ae urine
albumin/creatinine ratio > 30 mg/g) S08a 17.8 muﬁa%’imiu@ﬂmﬁﬁm GFR UNW384
(GFR < 60 mUmin/1.73m?) $ovaz 23.9 uaznsidedinluguaefiiinnsivedlusiusayiu
Tutlaanizuasiiin GFR unniasdoay 47

Tutn.A. 2553 Thongchai kagAMy Anwianmnn1sdedinvegUlslsaunii

(% ¢

Tudsgmelng 1o 9,370 510 Simpusvasd Wefnwndadeldeazainanuesnisidedin
Tugitelsauvlutssinalng nudamgmaldedinnniigade lsevlasmmasaiden
Sovaw 28.7 mafnueSeras 21.4 unSeioray 19.5 warlsalaEodsioray 9.420 venand
Tulw.a. 2509 Chardpraom wagany AnwiAugn Yadeideauasmssnwigiieiuimuid
Azunsndeunslavesyssinelng $1uru 4,875 518 Ainguszasd ieUszifiunnugn
Jadeidoanaznissnuifvaeuimanuiifnnzunsndounisls wugUasiuiniiuiil
AMzUNINgauNnile (diabetic nephropathy) Sesag 42.9 Imawuﬁﬂwﬁﬁma%’waﬂﬂsﬁu

[ a

Fayiuludlaanzidntion (microalbuminuria) faas 19.7 wazfUeifinisSrveslusiy
Sayulutiaanizanniiu (macroalbuminuria) $osag 23.2 St awugtasfifulselaEoss
seevanesovay 0.47%7
;:Iﬂaﬁiiﬂiméa%’a NN Q’ﬂ:}aﬁﬁmmﬁm‘dﬂaéhuimqa%"]m‘%aﬂ'ﬁv‘hmusuaqim 39
4 2 aEsunuRadeiuagetos 3 e inuslumaitadelielsalaEosldun®
1. A1 eGFR < 60 mU/min/1.73m?
2. wuﬁaﬂa%ﬁﬂmgﬂﬁnms 1 Wiomnnitufe
2.1 fins$rveslusiudayiuludaany (albuminuira; ACR) Ao albumin-to-
creatinine ratio > 30 dadnJusaniu (me/g)
2.2 wuanuRaunAveslasadnele
2.3 ananudinindenunisoidndenuludaany
2.4 fimuRaun@veandetsanviolainun
2.5 WUAURAUNANSSI@INE

2.6 IUsTRmerAnUgnanela (kidney transplantation)



20

nsuwUssrezuadsalnsasd®
NTWUIT8209L5A LA T LUINNNTEEE7M51N15NT09004L0 (GFR) Lazn1351994

Tshudayiiulutaaie (albuminuria) IneUseiiiuainel ACR Aen1s1en 4

ANS197 4 LARI5EeUealsALAETILALSEAUANNLEEIUDINISIARNIZENT NG DY NANTUN

91nA1 GFR wag albuminuria

albuminuria
Al A2 A3
msnennsaivedlsalnitessaindn GFR waz albuminuria Unddadiudy | dutuuiunan WuTusn
713 KDIGO 2012 \antiee
<30 mg/g 30-300 mg/g >300 mg/g
<3 mg/mmol | 3-30 mg/mmol | >30 mg/mmol
szeuil 1 Unfivizoas >90 PEB SN AAA m'lm?%smq&
seozd 2 | -amaudnties | 60 - 89 Uunang
fin GFR sverfl 3a | anaudndes | 45-59 | ennuides anudsags
(MU/min/1.73m?) fsUunans Urunan
seoedl 3b | amasunals | 30 - 44 mqmﬁ’lmaa mwmﬁmqﬂ
fanasn mmﬁmqamﬂ 1N
sv0¥l 4 ARRININ 15-29 mwmﬁ"mqq
3057 5 naglang <15 1N

nsussfiunsdiiulvedlsalaaswielagnihats

it Sitmunzaslunasldfie nsvedlusiusayiulutians (albuminuria) $nain
A1 albumin-to-creatinine ratio (ACR) wabun13UfUAnInlausiAn ACR a1u1salden eGFR
91NNITUIAT serum creatinine LU 18415 chronic kidney disease epidemiology
collaboration equation (CKD-EPI)@” Ima;ﬁﬂwhﬂlmL‘%Ja%’amﬂ@f%’umimaﬂé’mwmsﬂsaq
Wo3le (eGFR) LLazmi%"';suaﬂﬂiaué’ayﬁﬂuﬂaanz (ACR) peatioeday 1 A%t uavansnsia
pgatioenn 3 Wou luftaslsalniFessiiiddnsnisnsesvoslnanasionay 25 ule
finswasusrezvesdninisnsesmedlaugasnisly 12 e vie dnsnisnsesedlnanas
feLiled 15 mU/min/1.73m? el

tasefngivesiunisanduluvadsalaisess wuseandy

1. Yadendaasuanulienisiaielafiannndu (susceptibility factors) loun e1g
Miindy auluaseuasutulsalaizess Weud msnifiumindusniiates §ndselasm

Lz InAN3 nnnsenay waslissauluiuludeninuni
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2. Yadeiiduasunisvhanelalaenss (initiation factors) lewA TsAUImY ALY
lafinga ‘Liﬂgﬁé}’mmmﬁa@ammaa nsfmdeoradutlaany dhlumaduliaans uay
N15AANYANNEN

3. Jadefiduasuliiinnisiaelauiniu wazdwalinisveuveslnanas
9819320137 (progression factors) laud n1551veslusauluiiaans arudulafing
fuasumuildansnauauseduimaludenlfoglunmusifiinun nizdu wee
MIguyva

Faumndesnisvrasnisiinlsalaiess pmsantedefiduasuliannsiaglauin
Fu uazdsmalinisinuveslnanaeesing Tnetn.d. 2563 Naowanit uasaus fnw
mwm;ﬂsuaamiLﬁmé’mﬂmﬁﬂsawaﬂmﬁmwéaq Iugﬁﬂammmmsﬁﬁmﬁ 2 Tuusswnelng

o ¢ A ¢

91U 30,377 518 Tinguszasd iedszidiuanugnuasnisiialsale uastdadendunusiv

a

mMsAndnTnsnseseslaiunnseslugoymusiat 2 wud guasiumnueiiad
fignsnsnsesveslafiunngod (eGFR < 60 mU/min/1.73m?) wuldfedosas 40 uaziaded
dwaredninisnsesvasiniiunnsadidun orefifintu medesdusiusayiuluilaansy
sefu nsAg3nilge A1AIIFUTISULES (systolic blood pressure) A1 HOAIC < 6% wat
A1 HbALC > 7%

1T .4, 2556 Rumeyza Anwiladuidesfifnanelsalabeds wuirladuide s
Halaun

1) UsgiRnsounta nudidineisiauluaseuaiudulsalatess s snuaugnues
mafelseladosiliganimiluaseuniiitldlddulselnEoss uananinugtinisaified
Fosenla (dialysis) wiiufesns 23 lnedyeraluaseusiuiulsalnFotaszozanin
(end stage renal disease; ESRD)

2) LN ‘wumnﬁm‘[iﬂlmL‘%Ja%’ﬂu;gw@amﬂﬂdw:ima nnsfnyludseinangn
winsAnululssmadiu nuemnuivesniafnlsalnFeissergarelufuouinnd

3) 019 fgsengazinisianvedlaiianas Tnewuinsznnsadmilewegeoiyayil
Almoglusedu 3-5 (eGFR < 60 mU/min/1.73m?)

4) 15A92U (obesity) #u1884 ;:Iﬁﬁmﬁﬁnﬁmama (Body Mass Index; BMI) > 30
ke/m? dewalvilaiinn1s8niay ianisvauvessadyadavasadenialiainuni
(endothelial dysfunction) finavhliian eGFR anas UszAnsamnisluadsuveudond

Tnanaq
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5) MsgUYMS Funsiinlsalaie¥iannisiin oxidative stress AANIsYILTes
wadynivaoaideninlua1nuni (endothelial dysfunction) Iagmuinaufiguywiuinndi
20 1useTuasiueudsswosninislsalaEesdld Snidslinsfnuiinuiinisguyn’
5 wuseu SuuSAUNSinTUBIsERU serum creatinine > 0.3 me/dl Yaeas 31

6) Tsatuvau dnlddnisifalsalaidediuasnisfnlsalaieSiszosan vingld
Tagnuinadmiawesgvaelsauimiusiad 2 axthlugnisinlsala wazwudesas 10
fimsvinuvedlmdsly

7) arwdulafings iudadoidesiiviliAnlselnifesuaslsnladodssozaniing

Tngazluiuauauly intraglomerular Aila iiinaudulunisnseswInIu dewalminnissn

'
v A a 1

voslusfululaanie (proteinuria) 16 wenanldldadedudnitu luduluideninunf
(dyslipidemia) §n919%2laLAu (heart rate) taynISLAANYIINNITTUUTZNIUEILAUIANN
wAuly 1Judu®@

FBn15¥ranAINLLEaLYDg

Tudw.a. 2562 Delanaye wagpmy AnwUszanduaveseiranisUoiulazn1ssne
Tsallugfthowwusied 2 Insdssidunadwsaelanonslésusanseduinaluden
waznslasuenduds rennin-angiotensin-aldosterone system (RAAS) TugUagiuminuiia
7l 2 wuhnsemuauszdUialudonuazeasulaiin Sdauddalunsszasnsduiuly
vaslsnlaiiods n1slisusIngy SGLT-2 inhibitors 999880 intraglomerular pressure
MnMsnasviaesdonaunw il (afferent arteriole) daugniidud rennin-angiotensin-
aldosterone system (RAAS) bauiengs ACEls WSoeangu ARBs 9847ean intraglomerular
pressure 91NVL1YNRABALADALAIIID8NYBNULYLA (efferent arteriole) ﬁﬂﬁuﬂﬂiiﬁaﬂ
2 nquiidmfuasisduaiunisananudulafiouasnsimesdsiudayiuludaany |
uaﬂﬁ]’mf:‘c’j'ﬂwuiﬂmﬂ’sjm Glucagon-like peptide-1 receptor agonists (GLP-1 receptor
agonists) amniaamé’mwmﬂﬁ@mi%’maﬂﬂﬁué’ayﬁuiuﬂaanwm%u
(macroalbuminuria) 6%

910 kidney disease improving global outcomes (KDIGO) 2020 85u1835n13
FanstateidesdmiugthomuiidulsalaEeifie™

1. Memvauszduinaluden Tnefionsarlilden metformin iusfusnoniiud
JovnulldAa eGFR < 30 mUmin/1.73m? uaglvlduuingngegaues metformin Ao 2.5 130
2 nuriotu MaligUreie1 eGFR 30 - 44 mU/min/1.73m? mIsUSUARTUINET metformin

wiReUszan 1 nSusedu vserswmiwewuinunsgiu winguieliaunsaniuauseau
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irmaludenlfogluszduidimuneld fiarsunfineingu SGLT-2 inhibitors Téur
canagliflozin dapagliflozin Wag empagliflozin 1911 ﬁwui%’aﬂﬂduﬁiuﬁﬂwﬁﬁm
eGFR < 30 ml/min/1.73m? wagdesmgaeiuiidedaeiansvenls (dialysis) snguiiay
danaliiinAn eGFR anasuszanas 4 ml/min/1.73m? lugae 4 dUanvinsnaesnislasuen
w§19nTUA1 eGFR 9zndUT UL NANLaEAT UG 6 Woutuly Wesudy

dd‘yl

pranszduimaludentiadu nsdlfifvaedan eGFR < 30 mU/min/1.73m? fin1sauly
81nax GLP-1 receptor agonists 1¥ugn liraglutide TnglienvuiasneudedadldRmng
adiar 0.6 Tadndy wiedesfusinsirafssanen wsaNa1salvieINgy DPP-4 inhibitors,
sulfonylurea, thiazolidinedione #58 insulin Wy

[

2. nsaruAuAuFulaings adsasvauaudulaialild < 130/80 mmHg

v a

Tugthefinsiveslusiusayiuluiaany > 30 mg/day wazmuauauiuladinlild
< 140/90 mmHg 1u;§ﬂwﬁﬁnWi%l’asuadiﬂsaué’ayﬁuiu{]ﬂanz < 30 me/day Tas el
wanzavdwiuauaunnudulaindenngu ACEs w3 ARBs (lasainenti 2 nauiiannsn
anmsswedlusiulutaameld fufudafosaldldilefihonmuiausiladnguas
ﬁmi%l”sﬁuaqiﬂiﬁué’agﬁuiu{]aanz >30 mg/day Imamu%'mmmjm ACEls %59 ARBs
mmmw‘hqmaumﬂﬁuﬁaaG]U%’Uﬂwuﬁwmmmqqqmiai’u sratinnsldfen 2 nauilfosinanu
seeulnunadenluiden uazat serum creatinine 2-4 dUaivdaduiinisldomiousuuna
o1 warliuupililder 2 nauilufUasiummuiiferuisulafnunfussiinsdvedusiu
dayiiulutaane < 30 mg/day
3. MsruaEsyaulviuluden uuziilfongs statin tileandasinisidedinain
Tsevhlasumasnidenuinningzasnisidesedla Tng
3.1 ffthefifleny > 50 Yuaz eGFR < 60 mU/min/1.73m? Taglalldvonlavderian
Ugnanele wugthlildenay statin viseengu statin 3w ezetimibe
3.2 §Uheiifiony > 50 Yuag eGFR > 60 mUmin/1.73m? wuzilildengy
statin
3.3 fneeny 18 - 49 U lnglildenlaviendnugnaelauazideladenis
fovigluil
3.3.1 lsaviilatiuvaeniden
3.3.2 lsAUMINY

32.3.3 l5AaanLdondund
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3.3.4 Yszifiunnnuidesnisidedinenlsaalesiunasnidendn 10 T
firudsannnindosas 10 uugihliengy statin
3.4 laiwuzilsiongu statin u308ngu statin 32U ezetimibe Tugfvaed
onls
4. nseenfdenie wuztesniidinigegnaios 150 uniineduni 1wy nsineth
nIoMsiaulyny
5. N5310R115 AMsINaUSHaleRellasni 2 nSUReTY wazAITSUUTENIU
Wsfiu 0.8 niuseRlansusetu Yrevzasnsideuvedlald

6. M3ngaguuvs Yrganladenisiialsalaisesla

5. 910§ ¥ sodium glucose cotransporter-2 inhibitors (SGLT-2 inhibitors) Aun1s
Jamsfftaelsaiutmanuiingi 2

EJ’mEsz sodium glucose cotransporter-2 inhibitors (SGLT-2 inhibitor) launa1nans
AuLluuA® phlorizin Famhiiduds sodium glucose cotransporter (SGLT) Fadulusiuvin
nilsflvudnimadinssuaidon Fsdignituinasennadaans (slucosuria) Inglsiduiy
insulin Tsfiu SGLT fvanewiin wiwilafiiioitesiunisvudnimafio SGLT-1 uwag SGLT-2
WU SGLT-1 aniiglddn wae distal convoluted tubule fila iutifigandutinialusie
imﬂé’uvﬁwzjﬂﬁzl,t,al,ﬁam%faaaz 10 #91 SGLT-2 WuwIndius i proximal convoluted tubule
filn hwthfiganduthealurelanduidhdnssuaidensosay 90 Tufthelsaumueiing 2
insintures SGLT-2 Lﬁmmmfﬂmaimﬁamqa Fatfunsduds SGLT-2 agvinluila
aansnganduinanvislandugnszadenld timealuvielndagndueenmatiaaizan
3y (glucosuria) dwaltansziutanaludeniie FPG uas HbALC Tnaiinanavidoniiinna

[
1 ISy

Hosiloy (minimize hypoglycemia) ?quiumquuﬁmuﬂizmwi”l,miéfm canagliflozin,
dapagliflozin taz empagliflozin®”
g1nau sodium glucose cotransporter-2 inhibitors (SGLT-2 inhibitor) aaﬂq‘ﬂé
fuds sodium elucose cotransporter-2 (SGLT-2) fila denalidutiimiasenniadaanis
(gslucosuria) Seansyiuthanaludon wazaniiutng venanisufiunisiuosnuos Nat
matlaanizannitu (natriuresis) awalidigrisananuduladalde
5.1 tAdvaudidns (Pharmacokinetics) hag LAduswarians

(Pharmacodynamics) ¥848n&x SGLT-2 inhibitors
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g1 dapagliflozin 4ag empagliflozin lAsun15ouTAIIN0IANITBINITUAY
gruvsanigowing Tudn.a. 2557 lunisinwgUislsannuaiind 2 lageniis 2 67
Hndvaauaians (pharmacokinetics) wag Wndswam1ans (pharmacodynamics) A9A15199

5 wag 6 puanyu?
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5.2 Uizaw%wamsam‘fwmaLLazﬁmﬁﬂﬁwmmﬂdu SGLT-2 inhibitors
81N SGLT-2 inhibitors flUsyansnanisaniiniagnnnsTuLInasenni
ez (glucosuria) dwaansziuthaaluden Wosmemsuudiedatios 8 $alus (FPG)
sesuthmaeduavailudents 2-3 Weudiiuun (HbALC) wazthuming Tnemwuin
5.2.1 nM3igngu SGLT-2 inhibitors dadgalunisinuwigiaelsaiuimau
¥ila7 2 (monotherapy) flUszanSnanisan FPG wiafu 18.09 — 36.10 Jadnsusendans
(me/d) an HoALC l¢5asaz 0.6 - 0.9 wazantuingld 2 - 3 Alansu?
Tulwn.a. 2561 Yun-Jing Zhang Liagmeade FAIUTIUNAUDINITANYIVD
81 empagliflozin Tué’wuﬂﬁzﬁw%maLLazmmﬂaamﬁmawﬂuﬁﬂwme']uﬁvﬁm‘ﬁ' 2 lézu
919u1n 10 f88nSu wag 25 Tadnsy nui1 @u1saan FPG o 24.94 Tadnsuneindans
(mg/dl) wag 29.80 Aaansureindans (me/d) muaiau an HbALC 1 Sevay 0.61 uay
oz 0.63 AU uavanumingld 1.86 Alandu way 1,95 Alandy auddu sgneil

Y [

HodAgn9adn®?

Tulw.e. 2552 JF uagaug Anwnausden dapagliflozin Tudiuanulaonse
LLasUizﬁw%waﬁiams%’ﬂmﬁﬂ’gmmmﬁmﬁ@ﬁ 2 ilgsuen dapagliflozin ¥u19 5, 10 Way
20 fadnsu wuaamasean FRG 1a 19 me/dl 21 mg/dl uag 24 mg/dl mUaIAU an

a o

HbA1C 1A Saway 0.72 Sauay 0.85 kaysngay 0.55 M1UaNY p8n9lidudn

[

UNED R an
whwiingald 2.5 Alansu 2.7 Alansu wow 3.4 Alondy madasu®

5.2.2 M3l g SGLT-2 inhibitors auiugnansesutinialudensin
‘Eﬂiu‘]IUHWi%JﬂHW%ﬂQEJIiﬂLU’W’J’]‘IJ“U‘IT!W?I, 2 (combination therapy) wu3nlutw.a. 2562
Milder wazamz ¥NIsAn®INUNIITIMNITHEE1TUsZUU (systematic review) waz
N193AT1E0ANIY (meta-analysis) lun1slueanga SGLT-2 inhibitors $aufivgnansediu
ihnaludensiadulunisinudiaslsauimiusiad 2 wudr nslé¥ueandy SGLT-2
inhibitors $21fu metformin fiUseAnSnaan HbAIC l#¥asay 0.55 uagantuiindald
2 Alan3u lowFeuiisufunguitléfuen metformin 1nenq uaziluszansnaan HbALC
#¥ovar 0.59 uavanumiindald 0.57 Alandu WewSsuiisufunduilldsuen SGLT-2
inhibitors®”

Tuln.A. 2561 Yun-Jing Zhang LagABE SAIUSINNANITANEIVD I8

'
a =

empagliflozin luauyszansnawazauvasaduveselugUlsuiminuaidad 2 wuin

a o 1

Welen empagliflozin s9uAU metformin @m1saa FPG 16 26.74 fadnsunolndans

(mg/d) am HbALC §50uay 0.58 wazanunindals 1.81 Alansu wleldsaufiu
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pioglitazone WuI@wWNT0EA FPG 19 26.02 fadnsumainddns (me/dl) an HbALC la3euas
0.54 wavanumdndals 1.88 Alandu wazidlolisauiu linagliptin wuiraunsaa FPG
1§ 27.46 fiadn3usewndans (mg/d) an HoALC l8¥owaz 0.73 wazanuininsaly
1.50 Alansu®?

Tudw.A. 2557 Scheen wazAmy Anwindanadians Usedndnanay
AUasnfBueeIng SGLT-2 inhibitors Tunssnwgtheiumnuviied 2 wuinnslesu
61 dapacliflozin 321U sitagliptin @unsaan HbALC lé%ewaz 0.5 uazantimdnsaly 1.9

)

Alansu® wayluln.a. 2556 Taylor wagAmy AnwiUssansnalazaulaonieveInsid

g1nga SGLT-2 inhibitors Tugtaelsaumanuviia 2 wuiguaeiléiuen dapaglifiozin
59AU metformin @wnsnan FPG 16 23.4 fiadnsumsia@ans (me/dl) am HbALC lhsesay
0.84 waranunindald 3 Alanfu delisiuiu gimepiride a1u1snan FPG ¢ 28.4
flaan3usiandans (me/d) an HoALC Tésegay 0.82 wazantimingald 2.26 Alandu Wiolw
52U pioglitazone @11508 FPG 1o 33.1 fadnsusowm@ans (me/dl) an HbALC laseuay
0.95 wazanumindald 1.35 Alandy wavideldsruiu insulin @unsna FPG I8 16.9
fadnSusewn@ans (me/dl) an HbAIC 1#50say 1.01 wavantmindald 1.61 Alansaco

NnUszAnBRaTIsiuTeiinsldoTngy SGLT-2 inhibitors Tugtheuwmnuniing 2
ANk WINInRYUURdmSulsaLUInIIY w.A. 2560 waz American Diabetes Association
w.e. 2563 \ila FPG > 220 HadnSusownddns (me/d) nie ALC > 9% laelisaudu
metformin wagfiansantsieing SGLT-2 inhibitors lUfLINTINAY metformin iilegtae
flsalasess nmgladuines vieilsamlasivaenden siudae

5.3 wadnsreszuuilaTiuvaendenveteIngy SGLT-2 inhibitors

nalnwesengu SGLT-2 inhibitors Aloszuuialasiumasaidenio qninisdy
Jeane (diuretic) wazn159u Na+ sanmellaaniy (natriuresis) dsmalwanU3unsunden
(plasma volume) an cardiac preload arusulafnanas vliandaduidesdunsiaiils
Sammasmdonlugtasiumiu uenanididnaannisiiavasndonunsiuuds (arterial
stiffness) inlsinaoaidenviauldaunasifin hematocrit vilnsuuds oxygen Tidss
dausneasssmeLiinguc?

nsfnyirasessuuilasiuvaendenvatengy SGLT-2 inhibitors agfnwi
nadwidoninianadedinanawngiilasuvaendon ndudonalaneiliduddin

vde nsgadiuvondulafinilifesanssilifiaundin (3-point MACE) Tngludin.a. 2562

Zelnike LagAME VINNISANBINUNIUITIUNTTNOE10.TUSEUU (systematic review) way
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A153LAsIERB AN (meta-analysis) TugUastumanusindl 2 AldSuengu SGLT-2
inhibitors Aanadnsiiesialasiunaeniden (cardiovascular) wagl (renal outcome)
11U 34,322 918 ‘wmhQ{Jaaﬁlﬁ%mﬂejuﬁmmmaﬂmnﬁmmm?{a%ﬁmmﬂmmqﬁﬂaém
wasmden (death from cardiovascular causes) nd1unilastalameitldfuwnddn (nonfatal
myocardial infarction) %30 n1sgaduvendulafiniluidssanesiilifouddia (nonfatal
myocardial infarction) 38131 3-point MACE $e8as 11 anaduideenisidedinein
lsmilagiunasalden (cardiovascular death) 38 n1slmanlsanetuianlgiilaauinad
(hospitalization for heart failure) $e8ay 23 wazanaruidswesnisiandnieilane
(myocardial infarction) Speay 11

Tulw.A. 2558 Zinman LagAug ANy INavass empaglifiozin AONaaNSTzUU
lasumasaiden waznsidedinlugtheruvnuatied 2 (EMPA-REG OUTCOME) Tung
Uszunsfiasiumanueied 2 A8lsasalasiuvasedentds s1uau 7,020 578
TingUszasn \eUszifiunauesyronsiia major adverse cardiovascular events (MACE)
B HATINVBINSEETININANVATLITINVABAERR (death from cardiovascular causes)
n&silralanefilifun®in (nonfatal myocardial infarction) n1sgaurandulafindily
Aesanesiilidwniin (nonfatal stroke) W3B138n4n 3-point MACE TaewSeuiisussuing
N135UU5en1U8 empagliflozin Au1A 10 kag 25 FaanFusodu Neuiy N155nEILUY
UIM3§14 (standard treatment) Wud s1aan1sd@edInanynamalasesas 32 (HR 0.68;
95% Cl 0.57-0.82) AN b SINe1UIaR89ILaanL a3 kA Beas 35 (HR 0.65; 95% Cl
0.50-0.85) ann13tdedinnaimaiiilasinvaoniianlasesas 38 (HR 0.62; 95% Cl
0.49-0.77) wazaan1aiin 3- point MACE lasgsddsdfgyvnisainsovas 14 (HR 0.86;
95% Cl 0.74-0.99)'*?

Tuln.A. 2562 Wiviott Lagamy Anwinavessn dapagliflozin AoNadnsszuy
vlasamvasniden TufUasiumauuiad 2 (DECLARE-TIMI 58) Tunguuszensguae
WAMueind 2 fillsawilesiuvasnidonuda $auu 17,160 518 1inguszasn
fioUssifiunavasnenisiin major adverse cardiovascular events (MACE) fia nasau
yoansideTinananvevialasiuvasaiden (death from cardiovascular causes), ndnuLio
wilamefiliifawndin (nonfatal myocardial infarction) ‘vi‘%amiqméfusuaué’uiaﬁmﬁlmgm
aueafilifawndin (nonfatal stroke) 313807 3-point MACE TaenUSeuifisusendnenis

FuUsenuen dapaglifiozin ¥u1a 10 Tadnusiotunie N15FNYIMULNIATEIU (standard

treatment) WU 1AANASINVDINITLEETINAINNILITINNABALADA LALNIT LN



31

Wlsanenuianiemlasuwmailaiesay 17 (HR 0.83; 95% CI 0.73-0.95) lnaidunaunain
nsaanstnlsangrutansiladumaiiovas 27 (HR 0.73; 95% Cl 0.61-0.88) Lhag
N3ARKATINYDY 3-point MACE liunnin9a1nnssnykuuLInggIu (standard treatment)
(HR 0.93; 95% CI 0.84-1.03)*?

5.4 HagnsSHelnveeIngy SGLT-2 inhibitors

nalnuasengu SGLT-2 inhibitors sialnfe senqudiudnisganduisimma uas
Na+ i proximal tubule @swali Na+ djumﬁgﬂ@ﬂﬂéjﬂwaiﬂﬁ macular densa iinu
¥l9f afferent arteriole ¥Afa 33ann1%. glomerular hyperfiltration kagann15AANITS
yadlusiuludlaany (proteinuria) Sniadiananusuladauaziminiiiluledodady
nsiinlsalnises® uenannidian oxidative stress fifiuansilmAnnssniau annsiin
fibrosis uazannsgAYianevesaeaidendesdiviagln (slomerular) Sndet

Tulw.a. 2562 Zelniker Wazamue Anwinunaulssaunssuogradusyuu
(systematic review) Wag n1TLATIERBANTU (meta-analysis) Iuﬂﬂww’lmmmﬁmﬁ 27

laFugngu SGLT-2 inhibitors Aanaansisesiilasiuvasaiden (cardiovascular) wagls

s A

(renal outcome) 91U 34,322 578 FinqUszasd oUszdiunadnsaala a1nn1svinau
voslafiugas n1siinlsalnizesisrezaaing waznndedineintsals wuiiddaeldsuen
nauilannisviieuvaslafiugas maiAnlsalaFesessezqning wagnindetinanlsale
Jovay 45 g Nlued1AYNINada p<0.001 (HR 0.55; 95% CI 0.48 = 0.64) Im&ﬁauﬂaﬂﬂw
AANAT eGFR WU §U289 8 A1 eGFR < 60-mU/min/17.3m” @1 eGFR 60 - 89
mU/min/17.3m? kag @1 eGFR = 90 ml/min/17.3m? aanisiinwnnisalinssiulasesas 33,
44 uag 56 nua1eu"

Tudn.a. 2562 Neuen WagANE AN¥INUNIUITIUNTTHOE1TUTTUY
(systematic review) Way N15LATIERBANIU (Meta-analysis) Iuﬁziﬂ’ammm']mjﬁmﬁ 2 4
l9Sugngu SGLT-2 inhibitors sienstesiulnaumar (kidney failure) 31u3u 38,723 318
TngUszasd WleUseiliunadnsrelavesnisléiueingy SGLT-2 inhibitors Tugtaeiumnu
viafl 2 wughedldsusIngy SGLT-2 inhibitors awnsaaanisyienle (dialysis) nsUgn
anele warns@edinanlsalndesay 33 egraditedAyn1eaia p=0.0019 (HR 0.67; 95%
C10.52 - 0.86) ann1siinlsalaiFoeszasaniinedesay 35 ognaifod1dynieaia
p<0.0001 (HR 0.65; 95% Cl 0.53 - 0.81) aan1saayiduni1sviuveds (Usaiduainnisiia

doubling of serum creatinine %38 A1 eGFR aAAYINANTNAUSOYAE 40) N1SLAALTA
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lniFessszuzaniing vienmadeinanlsalndosay 42 egheidedrdynisadd p<0.0001
(HR 0.58; 95% CI 0.51 — 0.66) wazannisanydenisviinuvasls nsinlsaladoiaszes
gnvneg visansdeTinanlseiilasiuvasndennselsaladosas 29 agnildud1Aynieats
p<0.0001 (HR 0.71; 95% Cl 0.63 — 0.82)*

Tudn.a. 2562 Hyun Bae uasmtdy Anwinuniulssanssuedraduszuu
(systematic review) Way N153LASIERBANIU (meta-analysis) 1u;§ﬂwl,mmfmsnﬁm7i 29
1#$U81ngu SGLT-2 inhibitors fionadndsiule §1uau 58,165 518 Tingusvasd Lilo
Wisuifunaveseenisiinnisilasuutasen urine albumin-to-creatinine ratio (UACR)
V3o eGFR wazn1sifiansveslusiudayiululiaansidniies (microalbuminuria) N3
Hedlusiudayiiululaanyuiinnunndy (macroalbuminuria) uay naiinlsalnFoss
Se88gnv1y (end-stage renal disease) WIBUNUNITINWILUUNINTFIU (standard
treatment) WungthelFFugnnga SGLT-2 inhibitors 9ziinsiasundasyese eGrR 1
uansnafueg1efideddyMIeans Welieufun1sinuIuuuannsgIu Lin1sanasedn
eGFR $rninguitlilésuen uar anarmidsswaenisvedusiusayiivluliaanyidnios
(microalbuminuria) n1331vaslusAudayiuluilaanasuiunuuiniu (macroalbuminuria)
wihiufesag 31 way 51 madidu wazasrnudssresmsanlsalaizesisrozantie Wiy
Sovay 30 ogeltpdAYNI9@da p=0.001 (RR 0.70; 95% CI.0.57 — 0.87)""

Tuln.A. 2562 Takeuchi kazAy AnwUszdnsnareanisiisueingy SGLT-2
inhibitors t3BuisviuRsléTUEansERuimIaludensindu donadnsnisiule Tu
;}fﬂ’mwmmwﬁﬁmﬁ 2 3"uW 4,172 579 Tinguseasd Wevszidumssiiuluveslaainnis
anaYBIAT eGFR kasn1sugaweiln (Usiduainal eGFR anasuinnitsesay 40 uag
Mswannlugan eGFR foundt 30 mUmin/1.73m?) Tugithsruudad 2 Aldsuengy
SGLT-2 inhibitors W3suifisusunislésueanseduinmaludonsindu wuinnislés
gM&N SGLT-2 inhibitors fif1 eGFR anasininguiildsusnanseiuinaludensiindu
wumnn1saliugasvealalunguilldduen SGLT-2 inhibitors Hosnitnguilldsueian
seuthmaludonsiinausfofovar 3.2 uaz 4.4 AudU WA eGFR anasnnnindosas
40 Tunguitlé$uen SGLT-2 inhibitors uaznguiildfuetansedutmaluidenuinduminiy
31 waz 80 1B waznumsWaulUga eGFR toundn 30 mU/min/1.73m? Tungui
1#¥u81 SGLT-2 inhibitors waznguiilésusanseduinialudensiaduindu 30 uay

84 519 NaInU waldnutisdrAgynieanan”
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5.4.1 Neans0381 empagliflozin sioln
Tudw.a. 2559 Wanner Lazauz Anwinausis) empaglifiozin aonisaiuld

ﬁuaqiiﬂlmiui{ﬂqamem%ﬁm‘ﬁ 2 18/ eGFR > 30 mU/min/1.73m? $9u2u 7,020 518

[

= ¢ A a ! a wa ¢ | Y] a
1IngUszaEsn L‘W@‘UigLNUNGSUENEJ']W'E]ﬂ']iLﬂﬂqumﬂqimﬂqiLLHaﬂﬁUaﬂiiﬂ‘l@ ﬂ']ii'l“l]@\ﬂ;ﬂimu

dayiiulutaansUTunaunu (macroalbuminuria) 5¥AU serum creatinine 3T 2 i
(doubling of serum creatinine) n15t3un1sUITANALNULA (renal replacement therapy)
wsan1sdedinnlsala nudngUlenlasuen empagliflozin aziigdfinisaln1sugadves

=

Tsala $eway 12.7 Wisuisuiunguilldunisinuiuuuuinsgiu Yevay 18.8 aenail
odfoynneadf p<0.001 (HR 0.61; 95% C1.0.53 — 0.70) wunsafiuluvesisalafosedud
fins$vedlusiudaydulutlaaizuiuinniniu (macroalbuminuria) TufUaedlésu
61 empagliflozin fovag 112 Wisuisuiunguilldsunsinvuuuinsgu fovas 16.2

1 v o w a

PN HTydAYN19EdA p<0.001 (HR 0.62; 95% CI 0.54 - 0.72) WUTZFU serum creatinine

[
=

WiuTy 2 i (doubling of serum creatinine) Iuﬁﬂwméj%m empagliflozin 88z 1.5
WisuisuAunguitlifunisdnuinuuainigiu fesas 2.6 egradidedrdgynisaia
p<0.001(HR 0.56; 95% CI'0.39 — 0.79) Wun1113un surianaunule (renal replacement
therapy) Iuﬂﬂaﬁﬁlﬁ%ﬂm empagliflozin $88ay 0.3 Wisuifisuiunguiildzunisinuiuy
11935 Seuay 0.6 agsiitudiAnI9ain p=0.04 (HR:0.45; 95% Cl 0.21 - 0.97) wag
Tugas 4 dUn19iusnve9n1sta iU empasliflozin 988iA1 eGFR anasUsyuim 4
mU/min/1.73m? wdaaaniudn eGFR agndutiusnasil daunguiilésunssnuuuuunsgiu
il eGFR anaudons agufe nslAsuen empagliflozin agvilfiAnnsinduluves
Tsalathaasleiouiunguildfunissnwnuumasg

5.4.2 nadnsua3e dapagliflozin-feln

Tudw.a. 2561 Fadini wazAne Anwinawetsn dapagliflozin LWisuieunu

granseiviiaaluidenyindusenadnsaiule TugUiewmiueiiaf 2 Wuuuu real

'
=

world study 3113 3,470 518 LingqUszasn iiolingrinannsuasuiuas albumin
excretion rate (AER) wag 8m351n135n599989Le (estimated glomerular filtration rate) wuin
TuftheBuduiiinsiweslusiusayiululaanzidndosuaznnsfivedusiudayivly
JaanazUSuiuiniu A1 AER azanasiovas 37 TugUae7lé3ue1 dapaglifiozin
991 19.5 89 13.2 me/e ognailfuddavneadn p<0.0001 (@An1sidsuntas AER windu
139.3 + 14.8 me/g) wiliiinn15aunUasen AER egnsditdfynisada Iu{{i]’mﬁlﬁ%’u

granszaviaaluldonriindus @lAnisiasuulas AER M1AU -5.9 + 4.1 mg/e)
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o v a

M9UBsuuUAIAN eGFR 9 nAGuRusENing 2 nqulaififfoddymieadd uonanidamy
%AV serum creatinine 2 i1 (doubling of serum creatinine) 914U 4 518 WAz N15AAAY
9361 eGFR 11nni1¥esay 40 S 11 318 Tufiheillésueanssduinaludonslindy
usilainulugthefléfuen dapaglifiozin®

Tudw.A. 2562 Mosenzon ey ARy ANWINAl8 981 dapaglifiozin
don1swaunaznisanduluvedlsals lugvasiumauried 2 lagiiasiziain
DECLARE-TIMI 58 trial §1uu 17,160 518 finguszasd ileUszifiunadndseavosniaiia
Tsarhlasauiulsale (cardiorenal) 91nf1 eGFR anasanaduduatsososay 40 s
ffounin 60 m/min/1.73m? maiAelsalaifesaszeraning viensdedinanlsalada
nasadon wioanlsale wuinguieildsuen dapaglifiozin aviinAn eGFR anasain
ABudusestiondoras 40 fatoundn 60 mi/min/1.73m? $evay 1.4 Wisuifieuiungud
LAsUNIsSNBILUUNINIFIU 08T 2.6 9819l NEdIAYN19ETA p<0.0001 (HR 0.54; 95%
Cl1 0.43 - 0.67) ‘W‘Uﬂ’liLﬁﬂi’iﬂl@lé@%ﬁzEJ%?jG]ﬁ’]EJIUE?ﬂ’JEJﬁIﬁ%UEJ’] dapagliflozin Seeay 0.1
Wisuisuiunguitldsunisinuinuunnigil Yovay 0.2 egnaddeddynieaia
p = 0.013 (HR 0.31; 95% Cl 0.13 = 0.79) UsldnuaaruuanssuInsideainainlsaiala
Samaenidon vidounlsala luitheilasuenia 2 ngu®

Tuln.a. 2563 Heerspink wagamg Uszillunavesen dapagliflozin auim 10

fiadinsu Wisuleuivenanseauinanaludensinau Tufdaelsalasesaidulsauim

a A

ginn 2 v3elidulsaumaurlian 2 91u01 4,304 518 TTnguszasandn iaUszily

(Y [

HARNSHON15ANAN eGFR Nanateg1etogToay 50 N1siinlasosassezgaving v3enis

o

FeTinanlsaln vielsaalasnmasniden uaringUirasdses ileUseiiunadnsienis
finen eGFR Tlanasednetionfosay 50 nalinlmizeaszzaniing viomadedinanlsals
WUINISLASUET dapagliflozin Iuﬂﬂ’sﬂiiﬂlmL%@%ﬂLLﬁSL%ULU’]WJ’W?Iﬁ@ﬁ 2 @11908ANT
Ainen eGFR Tianasednstiosfanar 50 maifnlmiFesiszeraning wioniaideTinanlsala
violsnlasiuvaenidonlifosas 36 LarnwunisiAnmgnisalifenanlugveilasy
61 dapaclifiozin uaz s1ansiuthmaludesuindu Sovay 9.2 uay 14.5 pudisuagaed
WedAtyn19adii p<0.001 (HR 0.61; 95% Cl 0.51 - 0.72) duingUseatAsanuIl N15iin
ms;msaﬁwliﬂwﬁlﬁ%’um dapasliflozin uaz s1ansiuimaludenviindun Sovay 6.6
uay Seway 11.3 muainueg 1 NltydAyNI9Ens p<0.001 (HR 0.56; 95% CI 0.45 — 0.68)“Y

Tulw.a. 2562 Lin wavAane Usellunavose SGLT-2 inhibitors

(empagliflozin u1n 10 uag 25 fadnsu wag dapaglifiozin vua 10 Hadnsu) Wisuiey
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a | [

fugnansyiuinanaluidenvinause snsinisnsevedle (eGFR) luudazsrozaaslsa
lniFedsufunisdudiasiuimueiad 2 $1uau 15,248 518 Tnedidmwaudiaedlas
81ng3 SGLT-2 inhibitors 1Ay 7,624 518 ffnquszasd ileUsziiunsivdsuntas
nsvieuvedls saudarn eGPR flanasnnnitesas 40 meluszeziia 1 U wazn1siin
Tnedeundu (Acute kidney injury) fiduiusiunisdilsimeiuia wuinniswasuulas
A1 eGFR Wazsziu creatinine szuinaffthefldFuenngs SGLT-2 inhibitors Augtaeiiléy
gransziuiimaludonvinsy HAMULANANAUD g Tud1AYN19a0R p<0.001 WURAN
eGFR flanasnnnindosas 40 Tugtheflé3uengu SGLT-2 inhibitors tesningiedilasy
ranseiutnaludensiindu Winfu 106 518 waz 229 318 AuE1RU (HR 0.51 95%C]
0.41- 0.65) wagnulstiosanludiilasuen dapaglifiozin (HR 0.36 95%Cl 0.25- 0.51) ilous
AINAT eGFR WU 31 U287 A1 €GFR > 90 mU/min/1.73m” ua s eGFR 60 -89
mU/min/1.73m? a¢ilAn eGFR fianasuannindesas 40 wiafu 0.38 i1 (HR 0.38 95%C]
0.26- 0.55) Waz 0.64 i1 (HR 0.64 95%Cl 0.42- 0.99) MIuAINU N1TLAALABIABUNEY
(Acute kidney injury) ﬁﬁuﬁuéﬁumﬂ%’ﬂiawmmawuié’ﬁaaﬂdﬂuﬁliﬂmﬁlﬁ%’ummﬁu

SGLT-2 inhibitors*”

6. 41N q 4 Angiotensin-Converting Enzyme Inhibitors wase1n q 4 Angiotensin
Receptor Blockers fianaansaiula

v

rennin-angiotensin-atdosterone systermn (RAAS) iJuszuudfayidemasanissnuiu
TWvedlsalniods lngisuduann angiotensinogen wWaesuluily angiotensin | Tag renin
nduasuluiu angiotensin Il Loy angiotensin-converting enzyme wazlUdsuann
angiotensin Il 1Ly type | angiotensin Il receptor wazwasuluidy aldosterone fatiu
l932UU RAAS YeunnndUnd aziinn1svafivemasnidenunsuioonvesmuiele
(efferent arteriole) finAIUR VDS glomerular capillary daalfiinnissivedusauly
Jaany (proteinuria)®® uonaniifufiun1suds aldosterone denaliinisfsvoande
finnnsvadivesndnuilewala (myocardial contractility) vinlifiy cardiac output wa
N7 nuvessEUUUsTaIY sympathetic Sndag®”

811§ % angiotensin-converting enzyme Inhibitors (ACEls) @@ n g% Sud
angiotensin-converting enzyme dieldTiiAnnszuiuniswisuain angiotensin | TUidu
angiotensin |l EJ’]ﬂEjﬂJﬁlﬁLLﬁ enalapril, ramipril L& ¢ accupril Wudu daumﬂﬁjm

angiotensin receptor blockers (ARBs) 88ngM3§UFIN15%191UV84 type | angiotensin i
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receptor 10 Ej 1 ‘1‘315}’ N azilsartan, candesartan, irbesartan, losartan, olmesartan,
telmisartan wa valsartan \udu daifuen 2 nduilsisannisdiiuluvedselnFoss
INNITVEIEUADALADALAIII8DNUBINUIL LA (efferent arteriole) Fsanna1uaulu
Inawwesaa (glomerular pressure) wazanni1sinn1sSmedlusiululaanns (proteinuria)

109 Gegun 3

angiotensinogen

< - renin
v
angiotensin |
angiotensin-
v “—& ‘ ACEls
, , converting enzyme
angiotensin Il
type | angiotensin Il | +—— ARBs
aldosterone

SUN 3 WAAINTOANGNBUDIBINGL angiotensin-converting enzyme Inhibitors (ACEIs) Uag

Y

angiotensin receptor blockers (ARBs)

Tudw.A. 2557 Roscioni kayAME ANYINAVDY renin-angiotensin-aldosterone
system (RAAS) blockade on1saniiuluveslsalanainiuiniiu (diabetic nephropathy)
NATTIVTIMNWITEA99) WUINTEAB RAAS blockade ﬁy’qmjm Angiotensin-Converting
Enzyme Inhibitors (ACEls) %58 ngu Angiotensin Receptor Blockers (ARBs) 938anf314
doslunissivesdusiudayiululaanizidniies (microalbuminuria) 16 fin1sdnwiveq
RENAAL trial wu31n15k@su losartan ftedfgynisatalunisangdfinisal serum
creatinine WiLTY 2 1in (doubling of serum creatinine) LLasmiLﬁﬂIiﬂimL%@%J\ﬁw&’jﬂﬁw
Ifwindudesas 25 uaz 28 muddu sedunsiinnssivedlusiuludaane (proteinuria)

anadluUielasu losartan Seway 35
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Tudn.A. 2554 Vejakama WagAme M1N153AS1ERRANIU (meta-analysis)
Wisuiisunadnssolalugiasiumauied 2 Aléueingu Angiotensin-Converting
Enzyme Inhibitors (ACEIs) M%@'&Jﬂuﬂﬁju Angiotensin Receptor Blockers (ARBs) $i9n15
5venanaudulafinnguiug fingusvasd evsadunadwslunmaifalsalaGodisses
ATy N15ANTAU serum creatinine Windu 2 w1 MsAnntsEvedlysfudayfiuly
Haaneidniios (microalbuminuria) wazn1s$aveslusiudayiuludaanizuinaunniy
(macroalbuminuria) wuin n1sldsusngu ACEls wia ARBs anusnannisiinlsaln3oss
spvaninyldfenas 18 ann1iAnsediu serum creatinine \iindu 2 wihlé¥esaz 34 anns
$wedlusAusayiuluiaanzidntios (microalbuminuria) Lagn1ssvedlusiusayiiuly
JaemzUSunamnniu (macroalbuminuria) Ihsesay 18 way 30 mudiu egreiiteddy
A snfuntsannininlsalaiFeiszesaaing uay nsaanisiaveslusiudayiuly
Jaanziantoy (microalbuminuria)®

Tudn.a. 2561 Wang kagamg ¥in1snunIuassanssueg1adussuy (systematic
review) wag NM51ATIRDANIY (metaranalysis) Wisuiiauanvgnisdedifvamuauas
wadwdroln lugUlsiwmiunilsiudayiuluilaains Ald3usingy Angiotensin-
Converting Enzyme Inhibitors (ACEls) %38 EJﬂuﬂEjﬂJ Angiotensin Receptor Blockers
(ARBs) sionsléfugnanausulainngudug finguszasd ileUssiiunisiAnaiunng
FeTinvianug miLﬁmiﬁﬂlméa%ﬁwsqﬂﬁw n15ifnsedy serum creatinine Liiuty 2 i1
waznsiiamansallsaialasiunasniden (cardiovascular event) wui 1) N1skasuen
4 2 ng VL:u'wumiLﬁmmLwamilﬁa%‘imﬁwm 2) #7342 ﬂfcjummmammiLﬁ@liﬂlmga%’q
szovanvinelasovay 24 eg1adidedAgnieaia p=0.003 TnogUieildiusngy ARBs
ammstﬁmiiﬂlmL'%Ja%’qswzqmﬁwlﬁ%aaaz 23 pg19fi AN 19EiA p<0.003 dauéﬂ’mﬁ'
#¥uengu ACEIs anansnannaiinlsalaGodssezaninelddesas 31 uslddifoddynis
adh uandlovinsinngidudulunguiifinisfvesusiusayivludaansyiumnnty
(macroalbuminuria) iudnslésuenis 2 nuanansnanninialsalaEessyezaningld
Sovaz 24 pYettydIAYNINEnA p=0.0008 ﬁauiumjuﬁﬁmi%"waﬂﬂiﬁué’auﬁﬂuﬂamw
Antes (microalbuminuria) §vliifidayaifisana 3) 817 2 nduanunsnanadesves
A1SLANSEIU serum creatinine WisTu 2 wiildSesay 28 edhaiiuddymsedn p<0.0001
Tnoanllugtaeilésusinga ACEs uaznga ARBs WinfuSesay 40 way 25 auddy uaz
devnishnngifudulunguiiinisfvesusfudayinludaasUiuimuindy

(macroalbuminuria) Wag nquinissiveslusiudayiiuludaaiiziandoes
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(microalbuminuria) nuthasldivinfusesas 27 uaz 79 aruddu 4) msldsueniie 2 ngu
linuenudssdensiiamnnisallsalasiuvaenidon

Tuln.e. 2563 Hirai wagane Anw1Uszansuauazaiudasadsvesnisldenngy
SGLT-2 inhibitors tisidnluluguheumiuviiad 2 Ailsalasiude uazldonlungy
renin-angiotensin aldosterone system (RAAS) blockade L‘ﬁu‘ﬁug’lu IIUIY 40 ¥
finguseasd ileUsziiunaveanslé¥uenngu SGLT-2 inhibitors Sausesonisitasuutas
A1 UACR wagA1 eGFR Wu11 A1 UACR wieufl 1, 3, 6, 9 wag 12 ladfin1sidasundas
Slefisuifu baseline 1 2 naa wazn slé¥usIngu SGLT-2 inhibitors Fn19iUasuutas
A1 eGFR iRt upgsildaddnynaaia p<0.05 Wesufugtaedldléiuengy SGLT-2
inhibitors IngnsiAsuLasAn eGFR 71 12 iaurneulsfusingy SGLT-2 inhibitors 3y
RAAS blockade 11U -8.6+ 12 5 m/min/L.73myear aziileldfusingy SGLT-2
inhibitors $21fU RAAS blockade 7 12 1oy fidn1siUasuutas eGFR Wiy -2.6:5.0
mU/min/1.73m%year duftaedlildiusingu SGLT-2 inhibitors lainuanuunnsiisves
nsiAsuuUasAn eGFR aealitudAaata p=0.57

ndoyatenudeasdilunsnnuniuisIuedeIngy SGLT-2 inhibitors &nay
angiotensin-converting enzyme Inhibitors (ACEls) &a ¢ 810 ch 4 angiotensin receptor

blockers (ARBs) fanaansniule aan1s19n 7
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(%
av A

myideidunsfinuifedanssiuuiiuloyadeunas (retrospective analytic
study) tileAnuUsulfisuszansnareasings SGLT-2 inhibitors uazenansesuluiden
naudu vansdinislilévdeldengu ACEs w3e ARBs lunisannisdiduluvesisalaFess
Anwadefiduiusiunsnuvesafianas uasfnuussansnanisanseiuihmaludon
dlewnormisuudiogates 8 §9181 (fasting plasma slucose;FPG) anseduLInIg

Wwavazaululfonie 2-3 Weuin1uL) (Hemoglobin A1C;HPALC) wag anuning

YBULYANITIY

nsAnudAnwILuL uenadounds (retrospective analytic study) Tugtiae
winnuilad 2 Ald3usngu SGLT-2 inhibitors Lazeansziuludonngudy efnw
UsvAndravasnissraantasiduluradsalaGess Usz?m%waiumamu@mzﬁuﬁwmaLLaz
ihniindmesitae uaytadeifinadenistzasnisduduluveslsalaEess sidlunsdvos
nslesuemIelailafuen ngu ACEls nie ARBs @93ausandeyaainivsudeudiisuas
grudoyadidnnsofinduetanitulsansasen fauduit 1 natay we. 2557 aufle

Fuil 1 nanau w.e. 2562 Wuszezian 5 U

NaIINITARLERNNGNATDEN
(4 v oA Y1 Y 1 a v
® nasin1sAnianEUleLITNTINNTAY
1. gthgiuvnuiled 2
2. gUrenlasuenansgauiinatudenngu SGLT-2 inhibitors d1m5uni1sAneiil
Anwnanizieilasu dapaglifiozin %ise empagliflozin 1uasausn
3. gUagilasuenanseauiimaludenyiindu (non-SGLT-2 inhibitors)
. 91831nn71 18 U

4
5. §U28in"53nA1 eGFR Wa serum creatinine 7 baseline Uayagneay 1 AT
6

- JUeiin1sInAn FPG, HbALC wag Uwiinei 71 baseline uavegatioy 1 AT
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® nainsAnEengUieaanannnisive
1. fthowmmiuviadl 1
2. ;}:ﬂaaﬁaf’]u“]uﬁaﬂﬁ%“umiﬂwﬁmmLmulm (renal replacement therapy; RRT)
1A n3dnslatesrias (peritoneal dialysis) msnenidendeiniaslaifien (hemodialysis)
w3e nsrsinUgnaels (kidney transplantation)

3. gUrendUsEIAnTsSnwIiIng 3 Wwisu

YUINAIDEINNTTINY

MSAINTLIANGUFI0E197TLY §198991nN5ANWIveY Lin WazAmy Y., 2562
Junsfinwiwuuiiudeyadounds (retrospective study) lnefnwiUsyansnavessings
SGLT-2 inhibitors (empagliflozin ¥u1e 10 wag 25 Hadndu wag dapaglifiozin Yu1a 10
fadn3) Wisuiflsuivetanseiuimaludonsiindu desasnsnsesedla (eGFR) luus
azsvarvedlsalaies e Yseiumaddsuulasmisiaiuvesln st eGFR flanas
wnninsesas 40 nelusseriig 1 U wagnisiinlniel@eundu (Acute kidney injury)
AU TdlsmeIUIa NUAPBILANANIYDIAT 6GFR Aouuazvdslisusingy SGLT-2
inhibitors WI1AU 2.554 ml/min/1.73m? LagA11lLAnNA19T89A7 eGFR NaULagnaslasy
gransyutnaludenulneumiaty 4.808 mUmin/l.73m2%

PNNSAENEIRINATIT N Waruauuadaegsiaelusunsy Power analysis for
experimental research® 1N 1534129k UY repeated measures ANOVA Taarfivualy
b = 0.05, SD = 1 Wuis1uIudI A wINlEImNTU 250 1esongu 16 power = 1

b2

Wensgeymeseninnsidefesar 20 agtudwiugiienldlunsidedenguussann 300

¥
[ 14 ¥

518 ajuiUienneddlunisidedivindu 200 518 (Audeyagurglsauiminuyiiai 2

Y Y

a

AILNUNNITAAADNH UL UATRDNTINUA ALATUT 1 natAN W.e. 2557 Ui

9

Juil 1 ganan w.a. 2562 1Wuszeziian 5 U) (AnAkuan n)

ANTATUIUTUINAID819E115U Logistic regression 9198931NA15ANEBIVEY Adam
wazAy Un.a. 2561°Y nudrvuindiegetoafgadmsu logistic regression luauidedl

WINAU 700 578 (NARWIN A)
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Use9nsiaznguaag1eanIsIvY
® Uszvng

Auaelsalumueilad 2 Nlasueanseauiinaluben AU 1 gaiau w.e.

2557 Deuil 1 ganau w.A. 2562 o aa1dulsangisen

o ngufdag1e wuanlu 3 ngu laun

1. ghelsarunvueilad 2 Alasue empagliflozin
2. gUaglsauvueiing 2 7ilasuen dapagliflozin
3. gUrglsmuiminueilad 2 Alasuetanseduiinialuidensiindugnldly

empagliflozin e dapagliflozin (non-SGLT-2 inhibitors) ﬁﬁg‘dﬁ 4
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Inclusion criteria
v ve o PR
- wlﬂi‘usn empagliflozin %38 dapagliflozin 1uA3usn
- 91911AN71 18 U

- Y9A1 eGFR way serum creatinine 7 baseline wagodnetios 1

\4

A

Lo

- 39A1 FPG, HbA1C wag ¥1ninéa 9 baseline wavoeetias 1

A9

Lo

Exclusion criteria
- fheuvueded 1

- RRT, hemodialysis tag kidney transplantation

- ftheniiuseiinnsshwdiindt 3 iheu

v
\ 4
Empagliflozin Dapagliflozin Non-SGLT-2 inhibitors
Isi5uengu Lalldisuenngu I@%uegnaul alldsunga Ii5uenngu Ladléisuenngu
ACEls %30 ACEls %138 ACEls 5o ACEls %% ACEls 39 ACEls %39
ARBs ARBs ARBs ARBs ARBs ARBs

v

- Usziflumsaiiiuluvedlsalaizess 91nA1 eGFR NanasainAsusugatossosas 40 w38 58AU serum
creatinine WsTY 2 i1 (doubling of serum creatinine) #3etfin ESRD

- Usgdndnalunisniunusedutinais FPG way HbALC waznsantiniing

- Yadediinaronsvzasmsailiuluvedsalasess

JUN 4 uanangudiegnslun1sive
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Tumaunsiniiun1side

1. ahauazdnrsouinsesdlefltluniside

2. 1auelnsesnamside eveunisiansanainauznssunisaiesssunsidelu
Wywd o an1ulsAnsIsen

3. Ussaunuiuidmihigudrenfinmesvesanitulsansasen edududoya
fhangudeyadidnnseinduesaniitilsansasen faudtufl 1 nanau wa. 2557 fetuil
1 ganay w.e. 2562 aglysiaifdadelsn (ICD-10) ngulsAuImINu 9 NsWa E10 - E14 way
Fonanesvia £ 11 demnefsiaelsaummusiod 2

4. \iuteyadUlenquinegreangszioulUisuasgrudeyadidnnsetindves
aoUulsansven lnetuiinadusuuivdeys (Mawwan v)

5. ddeyailddautguaedu 3 nan ldun fie 1) nguitlé3u empagliflozin +
g1ngu ACEls 3o ARBs 2) nguillé3u dapaglifiozin + engs ACEls v3e ARBs Wwag 3) ngu
fil#su eranszduthmaludensiindu (non-SGLT-2 inhibitors) + 87ndu ACEls %30 ARBs

6. uTmdoyagUanurassie neifiudeya oy ine dviin drugs anudulade
A1 FPG #i1 HOAIC A1 eGFR AN SCr Uszdfinsguyws lsauszadagiae sangu SGLT-2
inhibitors Al#¥y enamseiuthmaludensinauilésu erndu ACEs w3e ARBs 7ilHsy

7. Ainginanmsanwiaindeyaiisausiald lasgasfidiismnisdnvaglisu
msUssidiunasgdesdinadng (outcome) agstioy 1 a%e Inefamugiidnsmnsfinyndy
sypzinafegnades 1 U udliifin 59 lnsfanusausitaelédu dapaglifiozin nie
empagliflozin Wunsaisn

7.1 waawswan (primary outcome) lown
- YszAvisramsanmissiiuliveslsalaGesilugiheild empaglifiozin n3e
dapagliflozin
- UsgAvEnanmsannissiduluvedlsalniFesvluguasildsusmdelailasy
gngu ACEls %50 ARBs 331698
- Ainwtadenduiusiunshauvesiniianas
7.2 Naan5584 (secondary outcome) lain
- UsgAvdranisanseiviinaluden Wesommsuiudiedielion 8 dalus
(FPG)
- YsrAvidramssedutmaindsarasludontas 2-3 Woufiiauan (HbA1O)

- Y5£@NSHANISANUINUNA
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insaaiieildlunisiiudayaniside

n53deafiiifuteyaduaslsaumaiusiind 2 Al#5U empaglifiozin uas
dapaclifiozin saudsenansziuinmaludensidndu (non-SGLT-2 inhibitors) Inewn3esiled
Telunsiusiusindeya fie wuunudeya wiseandu 2 d@w laun

'
v Y]

dauil 1 YeyailuvesUle Usenaumig 81g e e diuas 1sausednen

Y
(%

AUy eransyauinaludenviindundieldet
dauil 2 Yeyaildussiliunadnsanwide laun a1y Avtlananie anudulain Usyin
N19gUYN3 NISLATUEINEGN SGLT-2 inhibitors %158 non-SGLT-2 inhibitors #1n&u ACEls

38 ARBs 1 eGFR A1 SCr 1 FPG i HbALC dnvinviinga

wsasienldlumsiszvidaya
lUsunsu SPSS version 27

saanlilunsimseidoya
® annLTaNIIAN
[iooSureaudnyuzveszyIng Inonswisiuiu Seuas Aade drudouuy
U1MIFIU wazALisEFIU
® dnfdaYNIY
1. 1907 ANOVA wa chi - square test iila3ouiisymuunndiavesdeyaily
Tuftheis 3 ngu nsdidoyaiimauanuaslaiung asl4ada kruskal-wallis test unu
2. 1%adf chi - square test iiai3suiisuyseaninanisannisaniuluaes
TsalaFosilugineiis 3 ngu

'
! a

3. l9a8if repeated measures ANOVA 138 ULTI8UALRR8U09 FPG, HOALC Wag

Y aa

Wwiingy Tugena 3 ngu vndeyadimsuanuasliunfiagldadis friedman test unu
4. 19ad® multiple logistic regression We@nw1 Jadefiduiusiunisyitnuveslad
anaq

lg@d@ survival analysis Wie@nwszegiiandunisanduluvedsalasess lngld

U

[

STAUNEERYNNEDRA p-value UpanNIUIBLINAY 0.05
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38555UN15I8

a

ANTUNITVINTIFDSUTOUDNANTNNIVDINULATINGSINY NAMENTTUNITISYSITU

v Y Y

N5 uNyed andulsansisen lnsduiindoyavesfidnsaunis@nedisly
oufumesuazuuuiufindeya Tneldsiadaliannsasyysmuvesithsuas liaunsadudy
Toyalufisiaeld uazaziiusinwmnuduresenatadas ssninnisAinwasiivdeyaves
fwegadindnuarvharedeyaiieiatadunisfine Velvnanaznssunisalesssunside
Aeauuywd an1dulsansisen fudeydAliiiunagldiuienaisiusedlasiniside

S9AlASINIS REC 138/2563 #30 CRC-63-071 (AMANWIN A)



uni 4

NanN15338

n1539sililun1s@nwnuseuiisuysz@nduavessngu SGLT-2 inhibitors U

o o N = o a & o v a A a
granszivihmaludeangudusenisiuiuluvedlsalasess lufdeumnueied 2 Toed

a a

TapUszasmiiasouisuuseansuanisannisaniuluvedsalasess Useansuavas

q

v v 6

nsl#¥uBIndu ACEs wie ARBs Saudie denissiuluveslsalaiiess dadefiduiusiu
Asviauvedlafianas nisanszduiaaludon Wesmemnsuiudregaeties 8 Falua
(fasting plasma glucose; FPG) anszfutinnaeasazanludonyae 2-3 woudidiuun
(hemoglobin A1C; HbA1C) wae vanidnda a1nn13lden 4% SGLT-2 inhibitors

(empagliflozin wae dapaglifiozin) lugtreiumuiing 2 lnswuiteyasendudiusiieg

1%
v

ol
dauil 1 Teyarhluvesite
dauft 2 wadnssonsiiuluvedsalaiess Ussnoudne
1 HadnsveIn15UsuuouUsednsnavose1ngy SGLT-2 inhibitors iy
enansyAUinaluADANANEY (Non-SGLT-2 inhibitors)
2. HadnsveINstnsuInay ACEls 158 ARBs 331638
douil 3 Uadenduniusiunsianedaiasastugihowmsind 2
daudl 4 Sas1senTnvesniniafl eGFR TlanasainalBuduststossosas 40
drufl 5 nadnduoinmsanseauinaaliuEen Wesmemsinudiegneios 8 dlus
(fasting plasma glucose; FPG) anszautmnaleavazauludendae 2-3 Weudidiuun
(hemoglobin A1C; HbA1C) wag Ywtingn Iué’ﬂmﬁlﬁ%’ummmju SGLT-2 inhibitors iU

gransEauImaluiennguauY

daun 1 deyanaluvesitae
=2 & 2 v DA a o M v o 3 =
msfnuiilunisifiudeyagihelsauiueiiag 2 Alasueanszauinaaluion
AAATUN 1 ga1AY WA, 2557 893Ul 1 ganax w.a. 2562 a andulsansisen laedlUie

Wnsaunisfineviadu 900 au tnewusUaseandu 3 ngu nquaz 300 918 Wiriunnngy

'
=

il 1) nguilasuen dapaglifiozin 2) ﬂEjNﬁlﬁ%Uﬂﬂ empagliflozin tag 3) non-SGLT-2

¥ v
[y Y

inhibitors nguag 300 518 SRUILNIITIMNUITeLIMUR 900 518 feguh 5
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Foyatugruesithefs 3 nquiifidnunzadoadetu léun 01y (Adsogmumasis 3
nauwindu 65 U) A (WAvie 514 518 iwAndd 386 518) Ausulain (<140/90 mmHg
608 18Uy 2140/90 mmHg 284 T18) A1 serum creatinine (AMfsEgIUTNTY 3 NAY
whiu 090 me/d) Tsasaudidesasielamusnnandelsannusuladingssiudulsaludiuly
Hongaednuiu 768 18 sedaundelsnauiulainauaslsaluiuluifonasdiuiu 74 uay
32 ey Tsailidmasiolaviniu 295 518 Msguyns (guuns 19 518 liguyvd 881
518) NslasueIngy ACEls 144 578 n1slasueIngy ARBs 450 518 Lagszesiiauadng

195uen dapagliflozin wag empagliflozin fiANisegIUIBM 2 NGUWINAU 21 e dua

wtingd (Adseguveais 3 nguviiu 72 Alanfy) Ardvllinanie (Adseguvenis 3

nAuINY 27.05 kg/m?) Frsgsiuiimaluion Wesmeimsuiwaiegiies 8 43lue (FPG)

Y

1AT583 WV 3 NAUWIIAY 161 me/dl Arseauiimawntvarauludentis 2-3 weui

[
Y 'Y

H1UNY (HbALC) Hendisegnuuedny 3 nauwinAu 8.10 % s¥yme 3 nquiladuuansneiu

'
aad

pgalitfydAyneatiafl p = 0.000 A1 eGFR (AlSeguveia 3 nguwiiu 80.13

aad

mU/min/1.73m?) fianuuandeiuegaiideddgmieatan p = 0.019 lagangngueUien

o w

{1fn eGFR agfinnnINIIiU 90 ml/min/1.73m” daduunnsineiuegeditedAgynieaiann

p = 0.045 §an151991 8
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13 ;7 {
Aawdn dasumwnueiadl 2
U9 1,300 578

Inclusion criteria
- Qﬁlﬁ%’um empasgliflozin %38 dapagliflozin Wundausn
- 919117N31 18 U
- Sa eGFR ua serum creatinine 71 baseline uavaghation 1 A

- Yaf1 FPG, HbALC wag dminea 7 baseline Larognetios 1 ASY

Anoan
T g1 340 519
Exclusion criteria
- fftheumuaiiagi 1
- RRT, hemodialysis kag kidney transplantation ARBBN U 60 578
- flheifivsziAn1snwent 3 e - dapagliflozin 28 e
- empagliflozin 18 518

- non-SGLT-2 inhibitors 14 518

A \ i

Empagliflozin 300 519 Dapagliflozin 300 51¢ Non-SGLT-2 inhibitors 300
91y
Id5uengu ladldsuengu 1ESugnay LilgZusnnay IeiFuenngu ladldsuenau
ACEls %38 ARBs ACEls %38 ARBs ACEls %39 ARBs ACEls %50 ARBs ACEls %38 ARBs ACEls %38 ARBs
) 4

- Uszflunmsauiiuluvedlsalaizess 91nA1 eGFR fianasainAiusueeetosioeas 40 %30 5¥AU serum creatinine WRNAUY 2
w11 (doubling of serum creatinine) #3oLin ESRD
- UsgAndnalunisniuausedutinans FPG way HbALC uagthniing

- Yadeiiinaronisvzaemsmiiliuluvedsalagess

JUT 5 wanengusiag1alun1sIdnunaeinIsAndILaEAneenINNTIRY
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e Puaudioe (Fesay)
Over all Dapagliflozin Empagliflozin Non-SGLT-2 p-value
81 N =900 10 mg 10 mg inhibitor
N =300 N =300 N =300

Age (year) 65.00 (13.00) 63.00 (13.00) 65.00 (14.00) 65.00 (12.00) | 0.056°
(median) (IQR)
Gender 0.068°
- male 514 (57.1%) 170 (56.7%) 186 (62.0%) 158 (52.7%)
- female 386 (42.9%) 130 (43.3%) 114 (38.0%) 142 (47.3%)
Body weight (kg) 72.00 (19.00) 73.10(20.63) 73.35(17.50) 68.05 (19.00) 0.000°
(median) (IQR)
Body mass index (kg/m?) 27.05 (6.10) 27.44.(6.13) 27.55 (6.15) 25.94 (5.72) 0.000°
(median) (IQR)
Blood pressure (mmHg) 0.747%
<140/90 608 (68.2%) 208 (69.8%) 197 (67.0%) 203 (67.7%)
>140/90 284 (31.8%) 90 (30.2%) 97 (33.0%) 97 (32.3%)
Fasting plasma glucose 161.00 (65.80) 176.00 (61.00) 171.00 (68.50) 131.50 (46.8) 0.000°
(mg/dl) (median) (IQR)
Glycated hemoglobin 8.10(2.10) 8.60 (2.10) 8.50.(2.00) 7.10 (1.50) 0.000°
(%)
(median) (IQR)
Estimated glomerular 80.13(30.44) 85.00 (31.95) 78.15 (30.24) 77.93 (29.25) 0.019°
filtration rate
(ml/min/1.73m?)
(median) (IQR)
stage 1 (= 90) 312 (34.7%) 119 (39.7%) 103 (34.3%) 90 (30.0%) 0.045°
stage 2 (60 - 89) 417 (46.3%) 128 (42.7%) 141 (47.0%) 148 (49.3%) 0.251°
stage 3a (45 - 59) 119 (13.2%) 41 (13.6%) 36 (12.0%) 42 (14.0%) 0.741°
stage 3b (30 - 44) 51 (5.7%) 12 (4.0%) 20 (6.7%) 19 (6.3%) 0.306°
stage 4 (15 - 29) 1 (0.10%) 0 0 1(0.4%) 0.367°
Serum creatinine 0.90 (0.38) 0.88 (0.36) 0.95(0.43) 0.91 (0.36) 0.078°

(mg/dl)
(median) (IQR)




M3 8 wanstayaniluvewtieluaidey (de)

65

e Puaudioe (Fesay)
Over all Dapagliflozin Empagliflozin Non-SGLT-2 p-value
81 N =900 10 mg 10 mg inhibitor
N = 300 N = 300 N = 300
SLULIAUBINILASUYT 27 oy (24) 21 oy (30) 21 vilou (18) 334peu (21) | 0.740°¢
(median) (IQR)
Comorbidity disease 0.290°
- hypertension 74 (8.2%) 24 (8.0%) 18 (6.0%) 32 (10.7%)
- dyslipidemia 32 (3.6%) 9 (3.0%) 12 (4.0%) 11 (3.7%)
- hypertension+ 768 (85.3%) 259 (86.3%) 264 (88.0%) 245 (81.6%)
dyslipidemia
- other 295 (32.8%) 102 (34.0%) 105 (35.0%) 88 (29.3%) 0.064°
- none 26(2.9%) 8 (2.7%) 6 (2.0%) 12 (4.0%)
Social history 0.497°
- smoking 19 (2.1%) 8(2.7%) 7(2.3%) 4 (1.3%)
- non smoking 881 (97.9%) 292 (97.3%) 293 (97.7%) 296 (98.7%)
Concomitant
medication
- angiotensin- 144 (16.0%) 55 (18.3%) 48(16.0%) 41 (13.7%) 0.201°
converting-enzyme
inhibitor Usznaumigen
(median)
1. enalapril 136 (15:1%) 49 (16.3%) 46 (15.3%) 41 (13.7%)
2. ramipril 7 (0.8%) 5(1.7%) 2(0.7%) 0
3. accupril 1(0.1%) 1(0.3%) 0 0
- angiotensin-receptor 450 (50.0%) 149 (49.7%) 158 (52.7%) 143 (47.8%) 0.060?

blocker Usznaumisen
(median)

1. candesartan

2. irbesartan

3. losartan

4. olmesartan

5. telmisartan

6. valsartan

7. azilsartan

38 (4.2%)
25 (2.8%)
243 (27.0%)
15 (1.7%)
27 (3.0%)
80 (8.9%)
22 (2.4%)

14 (4.7%)
8(2.7%)
68 (22.7%)
7(2.3%)
10 (3.3%)
36 (12.0%)
6 (2.0%)

16 (5.3%)
11 (3.7%)
80 (26.7%)
3 (1.0%)
11 (3.7%)
30 (10.0%)
7(2.3%)

8 (2.7%)
6 (2.0%)
95 (31.7%)
5(1.7%)
6 (2.0%)
14 (4.7%)
9 (3.0%)
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e Puaudioe (Fesay)
Over all Dapagliflozin Empagliflozin Non-SGLT-2 p-value
81 N =900 10 mg 10 mg inhibitor
N = 300 N = 300 N = 300
YUINVDIL NG
angiotensin-converting—
enzyme inhibitor
(mg/day) Usznaunien
(median)
1. enalapril 10 10 10 10
2. ramipril 5 5 3.75 0
3. accupril 20 20 0 0
VUIAVBILINGL
angiotensin-receptor
blocker (mg/day)
Usznaumeen (median)
1. candesartan 16 16 16 16
2. irbesartan 150 225 150 225
3. losartan 50 50 50 50
4. olmesartan 20 20 20 20
5. telmisartan 40 60 40 40
6. valsartan 160 160 160 160
7. azilsartan 40 a0 40 40

Pearson Chi-Square test

® Kruskal-wallis test

©Mann Whitney U test nAaauANuLANE193e1IN9e dapaglifiozin v empagliflozin

d7ui 2 naansranisaiuluvadlsalaisess

2.1 waansnisiTeuiieudsednsnaveanistasuenngy SGLT-2 inhibitors

(dapasliflozin tag empagliflozin) kag non-SGLT-2 inhibitors aon1sann1saduluves

lsalaisess nudn TuugUiefian eGFR anasanaAsuaueglosiauas 40 Tuguaed

1¢uenngu SGLT-2 inhibitors Hesninfhefldsusngs non-SGLT-2 inhibitors Tnegie

AlaFuengu SGLT-2 inhibitors #31uudUreAnman1salilvindy 19 518 (Sevay 3.2)

wagh e lasueINgu non-SGLT-2 inhibitors Wiy 21 518 (Seway 7.0) wazn1siinseauy

serum creatinine WXAY 2 1 (doubling of serum creatinine) Wuiuéjﬂwmﬁ%mﬂ@:u
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SGLT-2 inhibitors tfesningtaedildueings non-SGLT-2 inhibitors Wity 1 518 ($evaz
0.17) uaz 2 518 (Soway 0.7) muddu venanilunumainlsalaZestsrzanineluging
FlFsueia 2 nay

SenaaauANLUANAIIYBsEUILfiAT eGFR anasanaaudusgatesiasay 40
seyisfihefilé¥uenngu SGLT-2 inhibitors wazftaefildiusings non-SGLT-2 inhibitors
Tngldfadid Chi-Square test nuin fUasfiléfusingu SGLT-2 inhibitors wagkUaeilésy
g1n§3 non-SGLT-2 inhibitors dauuanseiueg1iideddynisadfsenisiinan eGFR
anasnInAsudueEessoras 40 p = 0.009

LﬁawﬂaaummLLGmGi’N‘*UaQE:\Tﬂ’JEJﬁSzﬁU serum creatinine Lﬁm%u 2 w1 (doubling
of serum creatinine) seningEaelFs U SGLT-2 inhibitors wafUaedlasuengs
non-SGLT-2 inhibitors Taglda@df Chi-Square test Wu11 Qﬂwﬁiﬁ%vmmdm SGLT-2
inhibitors waggthefléFue1ngs non-SGLT-2 inhibitors lsifianuunnssiuse ity

N19EDAFDNITIANTZAU serum creatinine WNTL 2 111 (doubling of serum creatinine)

p = 0.220 faM1574f 9

M15199 9 uansn1sSEuieudsEaninanisaansanlinluvedsalazess lugUlsiumvnu

vilail 2 AFsUsInaY SCLT-2 inhibitors Waw non-SGLT-2 inhibitors

&N SGLT-2 Non-SGLT-2 | p-value
Wil inhibitors inhibitors
A1 eGFR flanasannalBuduegtossouas 19 570 21 578 0.009
40 (3.2%) (7.0%)
¢ @ U serum creatinine Lﬁ' U Gﬁu 2 19N 1379 2 318 0.220
(doubling of serum creatinine) (0.17%) (0.7%)
naAnlsalmiFesiszeraniing (ESRD) Tainy lainu -

diednseinaanssienisanduluvesalasesiluguieiilisuen dapagliflozin,

empagliflozin ¥ag non-SGLT-2 inhibitors Wu31 N15LASUEINY 3 NGUTAIIUUANFIIAY

Y a 1 v

! = o U aa | a 1 lﬂl 1 ¥ ¥ Y aa
DY NUUYFNAYNNADNANBDNITNAAT eGFR NanaIanAIIuaUeNuayIauay 40 lagldana

Yo

Chi-Square test Wud uIUKUIBTLAMMAN1IldNlATUET dapaglifiozin i1y 12 518
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(5oway 4) empagliflozin WNAU 7 519 (598a% 2.3) Wag non-SGLT-2 inhibitors 1y111U
21 579 (Sowaz 7) @1 p = 0.019

nsldsuendia 3 ndulifianuunnsinstuegaided dymisadfdeniain sz
serum creatinine WisTu 2 i1 (doubling of serum creatinine) laglwai@ Chi-Square test
nuFmaugUaefinmensaidalaTuen empaglifiozin winfu 1 518 (Gesay 0.3) uay
non-SGLT-2 inhibitors Wiy 2 518 (Fesay 0.7) uilinulufUaedlé3ue dapaglifiozin
A1 p = 0.367

dauﬁwmﬁ%’a%ﬁmﬁﬂaEJﬁL“fJuIiﬂimL‘%@%’ﬁwzqmﬁwaaﬂmﬂmi‘ii’]’a LLa%Lﬁ@éﬂJ?j@

ndelunugireniinlsalasesissergameainnslasueIms 3 nau Aansen 10

M15199 10 waneni1siIeulisuuseansrnanisannisaniiuluvedsalaisess luguae

'
a

WY dad 2 ildsuen dapagliflozin, empasliflozin La¢ non-SGLT-2

inhibitors
3 Dapagliflozin | Empagliflozin | Non-SGLT- | p-value

Wl 2 inhibitors
A1 eGFR flanasananisuduaeistios 12 57 757 21 978 0.019
Jowag 40 (4.0%) (2.3%) (7.0%)
S¥SU serum creatinine ANTY 2 Wi laiwv 1978 2 918 0.367
(doubling of serum creatinine) (0.3%) (0.7%)
nsifnlsalaFesasveganting (ESRD) Tainy Tsiny lainy -

SowSsuiisudnnugtiedian eGFR anasandsudusgosiesas 40 sewing
FUheilésusngs SGLT-2 inhibitors (dapaglifiozin waz empagliflozin) wazfUeflazy
8183 Non-SGLT-2 inhibitors wuingUaefilésuenngy SGLT-2 inhibitors S urugiaei
Anmanisalivintu 19 518 (Gosag 3.2) uasiUaefldsusingu non-SGLT-2 inhibitors
Wifu 21 578 (Fovar 7.0) waziilonaasunuuANA1eaUIBTIAT eGFR AnasAINA
Buduegraifosiesar 40 seminsiflefldiusingu SGLT-2 inhibitors waggthedlésusn
4 non-SGLT-2 inhibitors lagldadifi Chi-Square test Wui ﬁgﬂaﬂﬁlﬁ%mmjm SGLT-2
inhibitors fn1siAnwansaiitiesntinedlésueings non-SGLT-2 inhibitors Sauas 56.6

a o

pgn93ludn

1Y

ALYNI9EDE p = 0.009 (OR = 0.434; 95%Cl 0.230 — 0.821) famsnedi 11
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SowSsuiisudnnugtaedian eGFR anasanAsudusgosiesas 40 sewing
{87 lé3Uen dapaglifiozin wazgUaeild$usngy non-SGLT-2 inhibitors wuingiaed
1$%u8n dapagliflozin iuaugthefiiamnniseitvintu 12 919 Gevas 4.0) wagfied
1¢u8nngu non-SGLT-2 inhibitors Windu 21 518 (3eeay 7.0) waziilonadeuaLuAnens
voaffUaefifn eGFR anasainANsudueg1atiesiosar 40 seninafUlniilisy

81 dapagliflozin L.Lazﬁﬂ’gaﬁlﬁ%’ua’mfju non-SGLT-2 inhibitors agltaiia Chi-Square test

[
€ a v U 4

wuirgUaeildsuen dapaglifiozin fin1siAnmnnisaiddesinguieilaiueinga
non-SGLT-2 inhibitors Soway 44.6 walufitud1Agyn1eada p = 0.107 (OR = 0.554; 95%
C1 0.267 - 1.147) famns14i 12

lowSsuiisudnnugiiediAn eGFR anasanAsudusgosiesas 40 sewing
fUhefldifuen empaglifiozin LagfUasilFsusinga non-SGLT-2 inhibitors WuingUei
1$%u8n empaglifiozin f51uaugiaefiiamamniduiniy 79 (Gosas 2.3) uasfiaed
1¢¥usnngu non-SGLT-2 inhibitors Wiy 21 918 (3988 7.0) waziilenadeunuunneiig
yoafUifiAn eGFR anatandusudued1adeniosar 40 seninafUlnfilisy

81 empagliflozin LLasﬂﬂ’wﬁiﬁ%mmjm non-SGLT-2 inhibitors Tagldai@ Chi-Square test

1
& a Y 1Y

wuirgUaedldsusl empaglifiozin fin15iAa g Al ditesi1gUledldfusingy
non-SGLT-2 inhibitors $08ay 68.3 8g19lWadIAYNI9ans p = 0.007 (OR = 0.317; 95%
C10.133 - 0.758) fam13nai 13

ialUSeuLiguinuIugUIevAT eGFR anasaInA1sudueg 1 tiausaay 40 T81INg

FU2eldSus empaglifiozin LazdUao#ildsusn dapaglifiozin nuinguleildsue
empagliflozin ﬁﬁi’ﬁmupﬁﬂwﬁLﬁmmmsaﬁwhﬁu 7 57 (Fovay 2.3) LLaw:Iﬂwﬁiéf%’Um
dapagliflozin WU 12 518 (Fowas 4.0) wazilevinasuanuuanaawesUioiA eGFR
anasanAEudueteieoras 40 sewinaUnedilafuen empaglifiozin wazdieilédsy
61 dapaslifiozin Ingldadi Chi-Square test nuinlsifinnuunnsefuvesnslésuensts 2

iinf p = 0.244 (OR = 0.573; 95%C| 0.223 — 1.477) feasnei 14
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d‘ Il = ! -dl ! Q‘ ¥ 1 L4 b 1
AN 11 Lansn1siUIgumsuAl eGFR 1aARNINALTUAUDYINUBYITBEAE 40 UDIUINEU

SGLT-2 inhibitors kay non-SGLT-2 inhibitors

giilasy A" eGFR TlanasannASudiusgatosdosay 40
LAANAANG luiAnuaans SR
SGLT-2 inhibitors 19 (3.2%) 581 (96.8%) 600 (100%)
Non-SGLT-2 inhibitors 21 (7.0%) 279 (93.0%) 300 (100%)

OR (95%Cl)

p-value

0.434 (0.230 - 0.821)
0.009

A15197 12 waRIN1sUSeUBUAT eGFR 1anada1nasufusng19toe5asay 40 U938

Dapagliflozin wag non-SGLT-2 inhibitors

g7ilesy AN eGFR flanasainABuduagatosdosay 40
\AANAANG Lunnadns Shuven
Dapasliflozin 12 (4.0%) 288 (96.0%) 300 (100%)
Non-SGLT-2 inhibitors 21 (7.0%) 279 (93.0%) 300 (100%)

OR (95%Cl)

p-value

0.554 (0.267 — 1.147)
0.107

A15197 13 waAINISLUSEULBUAT eGFR Manada1nasuiusg19tioesaeas 40 U8

Empasliflozin 482 non-SGLT-2 inhibitors

7lesy A7 eGFR flanasanarSusiusgatosiosay 40
ANAANG lalnanadns SV
Empagliflozin 7 (2.3%) 293 (97.7%) 300 (100%)
Non-SGLT-2 inhibitors 21 (7.0%) 279 (93.0%) 300 (100%)

OR (95%CI)

p-value

0.317 (0.133 - 0.758)
0.007
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A1599 14 LaRINISLUSEUIBUAT eGFR NanadannASuAUee191e8508as 40 U180

Empagliflozin waze1 dapagliflozin

giilasu A1 eGFR flanasaneisudiuegatesdosay 40
LAANAANG lulAnuaans SR
Empagliflozin 7 (2.3%) 293 (97.7%) 300 (100%)
Dapagliflozin 12 (4.0%) 288 (96.0%) 300 (100%)
OR (95%Cl) 0.573(0.223 - 1.477)
p-value 0.244

2.2 nadnsnsiSeuiisuUseansnarainsiasuengu ACEls ¥5e ARBs $I161E
senisanniseduluvesdsalndess Tuéﬂwﬁié’%’um dapagliflozin, empagliflozin uay
non-SGLT-2 inhibitors Wy

Afediiaeayldfusngu ACEls WiesIngu ARBs agdauuda antudldiy
#1ng SGLT-2 inhibitors tiisndnly-dmiuguaeiléfuen dapaglifiozin 1iet3suiiioy
semagthedlesusnngs ACEls Wiegnngu ARBs $88e wazgtaedlallésusnngu ACEls
¥3081N8Y ARBs 59168 NUFWILEUAOTIlA1 eGFR AnasnASudusg1stiosdenay 40
Wiy 9 au (Feuag 4.4) uag 3 aw (Fawaz 3.1) muadu Andu Odd ratio (OR) Wiy
1.431 (95%C1 0,378 - 5.409) Falsiunnsieiuegefitoddaynieadd p = 0.596 Iuﬂﬂwﬁ'
I6¥uen empagliflozin WowSsuiiiauseminstielasuoingu ACEls w308 ngu ARBs 3
we wazgUaoflildsusandu ACEIs ¥3eunngu ARBs 3asae wudwaugUaefdia eGFR
anasaInAGudusgetipeiegas 40 windu 2 au (Gewar 1.0) uaz 5 au (Fevay 5.3)
auadu Aeudu Odd ratio (OR) Winfy-0.175(0.033 - 0.917) Fauanansfusgrafitudfay
9 p = 0.021 waglugteilésusings non-SGLT-2 inhibitors erFeuifivuszning
fUheilédsusingu ACEls n3endn ARBs $ausne uazgUaeilildsusingu ACEs vie
B1NG1 ARBs 3218 NUTImIUgUILAiTiA1 eGFR anasanaAsudusgaiosiosay 40

[y a

Wi 9 AU (3esay 4.9) way 12 au ($esay 10.3) anudisu Aadu Odd ratio (OR) winfu

a o

0.446 (0.182 - 1.094) Fsllumnsinaiueenafitddynsada p = 0.071 fan19eil 15
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A15797 15 hanIN1SUSaUEUNISIAAAT eGFR ManadannAlEsufuagatessasay 40 Tu

AUae 3 nquilasuengy ACEls w3eengs ARBs Taume

giilasu A" eGFR flanasanansuduegnatiosfosay 40
Dapagliflozin Empagliflozin Non SGLT-2 inhibitors
\ARRAaNS laiifin \AnNAaNS Taitfin \AANAGNS Taiifin
NAANS HAANS HAANS
ACEI/ARB 9 195 2 204 9 175
(4.4%) (95.6%) (1.0%) (99.0%) (4.9%) (95.1%)
Tallgt 3 93 5 89 12 104
ACEI/ARB (3.1%) (96.9%) (5.3%) (94.7%) (10.3%) (89.7%)
OR (95%Cl) 1.431 (0.378 ~ 5.409) 0.175 (0.033 - 0.917) 0.446 (0.182 — 1.094)
p-value 0.596 0.021 0.071

dui 3 ﬂa%’aﬁé’mﬁuéﬁumiv‘hwwaﬂmﬁaﬂaﬁuﬁﬂ%mmm’msuﬁmﬁ 2

A58 logistic resression wilafnwiladefifinane A1 eGFR flanatain
AEuduegaesiosas 40 led 1) 01y > 60 T 2) mnwsiuladin > 140/90 fadiunsuson
(mmHe) 3) Asedutimaluiden Wiownemisuidietados 8 $2lus (FPG) » 130
Hadnfurowmdans (meg/dl) 4) ArsEsutmamasaranludendas 2-3 Woufiiiuun
(HbALC) >7% 5) N15gUuUn3 6) Arfuiinaanie (BM) > 30 kg/m” 7) n15lafuen
dapagliflozin %38 empagliflozin-8) N15LATU 11 ¢ angiotensin-converting-enzyme

 a

inhibitor (ACE) 9)'n15LA SUg1ngu-angiotensin-receptor blocker (ARB) 10) U181l

'
a1 o

Adnsnsnsesvasln (eGFR) stefl 1 /e eGFR > 90 mUmin/1.73m? 11) fihefifiangng,
n3nsesvedln (eGFR) szoeil 2 Ain eGFR 60 - 89 ml/min/1.73m? wag 12) fUheiidasns
n3nseswedle (eGFR) Szoil 3a A9 4 fie eGFR 15 - 59 mU/min/1.73m’
AUSUNNTIATIEN logistic regression WUU univariate iuﬁﬂaaﬁié’%’umﬂaju SGLT-2
inhibitors FugUe#lF3UEINgs non-SGLT-2 inhibitors wud1 Jadefiduiusiunisviny
vodlafianasiio fihefild¥usndy SGLT-2 inhibitors AifiFseduthmaludon ifesmoims
Wudegetiey 8 9310 (FPG) = 130 fadnsusewndans (me/dy) asfiauidesiian eGFR
vanasnAILAueosdoray 40 Andu 0.485 i vesilhefila¥usngy non-SGLT-
2 inhibitors ag19iitsdAYN19aia p = 0.032 (OR = 0.485; 95%Cl 0.251 - 0.939) ;:Jﬂaaﬁ

1#3u8nga SGLT-2 inhibitors (dapagliflozin wag empagliflozin) agiiauidsafial eGFR
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vanasnANILAueosSoray 40 Andu 0.434 wh vesilhefila¥usngy non-SGLT-
2 inhibitors aesfitfudfiyn19adid p = 0.010 (OR = 0.434; 95%CI 0.230 - 0.821) Fthedi]
Asnsmsnsesadlasseyil 1 Ald¥ueingu SGLT-2 inhibitors zilanuiAssiien eGFR qg
anasanAsuduegwiesfosaz 40 Anilu 0.319 Wi vewthedildsusings non-SGLT-2

inhibitors agneliadAnyn1eaia p = 0.011 (OR = 0.319; 95%Cl 0.133 - 0.770) UazsUe

'
[ IS

fiflendnsnisnsosveslnszogil 2 AFFUBNEN SGLT-2 inhibitors aziimnuidssiien eGFR
IzanasainAiufusgetesiesar 40 Andu 1.990 Wi vesfUreildsusinga
non-SGLT-2 inhibitors @ § 198 e a@aMfey n19adf p = 0.039 (OR = 1.990; 95%
Cl 1.035 - 3.827) waziiiovn153A51398w Uy multivariate 1033 backward stepwise
wu {Uaefildsusingy SGLT-2 inhibitors 9siinuidssiiAn eGFR 9zanasanaA3udy
otatfonienar 40 Anidu 0,305 11 veerUaedilésugnngs non-SGLT-2 inhibitors oe14d]

]
a1

WodAtyn19adia p = 0.002 (OR = 0.345; 95%Cl 0.173 - 0.687) wazgUr8NiA18nIINg
nsesvaslnszesd 1 AlF¥UEIngy SGLT-2 inhibitors axlianandesiidn eGFR 9zanasaInen

Sususgtosiosaz 40 Aty 0.347 11 vesdUheldsusingu non-SGLT-2 inhibitors

CY

agnafifuddnymeadn p = 0.019 (OR = 0.347; 95%Cl 0.143 - 0.840) AIM151971 16

<

o [

@M Tun133LAIEY logistic regression Uy univariate Tug e lasuen
dapagliflozin AugUignlasueings non-SGLT-2 inhibitors wud1 Jadenduiiusiunis
auvetlafianasfie HUenda18ns1n15n584v83l0 (€GFR) S¥eeN 1 Av eGFR = 90

-

mU/min/1.73m? lagnuiddieiilasuen dapagliflozin #3A18nsIN15nT0vetlns s 1

rilauidesiien eGFR azanasanAsusuegsossoray 40 Ay 0.398 wih veiae

o

fils¥usngs non-SGLT-2 inhibitors agsiitipdfynsadia p = 0.045 (OR = 0.398; 95%C]
0.162 - 0.981) wazileyin1ATIZRwUL multivariate 10833 backward stepwise W31
Q’ﬂaaﬁﬁﬁ’lé’mﬂmaﬂiawm"lmzazﬁ 1 il#¥uen dapagliflozin agiianudssiien eGFR Ay
anasanAGudusestensosay 40 Andu 0.382 wih vesfleilésusings non-SGLT-2
inhibitors aeefiieddyn19ada p = 0.037 (OR = 0.382; 95%Cl 0.155 — 0.944) FaA1514f
17

@1mTun153LAsIEY logistic regression WU U univariate Tug U giildsuen
empaglifiozin AUgU287ld3U81nd) non-SGLT-2 inhibitors wuin Jadediduiusiy
nsvihnuvedtafianasie nslésuen empagliflozin eflaudesiinn eGFR 9zanatann
AFuduegstionienas 40 Andu 0.317 wh vesfllaefilésusngy non-SGLT-2 inhibitors

a o [

p819itydAYN19adf p = 0.010 (OR = 0.317; 95%Cl 0.133 - 0.758) LLazQﬂwﬁlﬁ%’Um

o
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a

empagliflozin fiasnsinisnsesweslaszesdi 1 asfinnuidssiinn eGFR azanasain
AFuduegaesdesas 40 Ay 0.241 wih vesiftheldiusIngy non-SGLT-2 inhibitors
ag139flfed Ay n19adfi p = 0.021 (OR = 0.241; 95%Cl 0.072 - 0.809) waziiornIs
AATIERUVY multivariate 10838 backward stepwise 1u171 1) fUaeAidArfviuianie
(BMI) = 30 ke/m? azilanuidesdian eGFR asanasanAsuduagiosiosas 40 Andu
2.451 wih vesfflefld3ueIngy non-SGLT-2 inhibitors eesiitfoddiyisadia p = 0.038
(OR = 2.451; 95%Cl 1.050 - 5.722) 2) §U28# 163081 empaglifiozin 9ziAuLd s ad
A1 eGFR 9¥anataInABudues1stossesay 40 Andu 0.269 wia mawﬁﬂwﬁiéf%m
non-SGLT-2 inhibitors 8 g 198 He @Ay n19ad s p = 0.006 (OR = 0.269; 95%Cl
0.150 - 0.687) 3) ﬂﬂaaﬁlﬁ%’ummju angiotensin-receptor blocker (ARB) aefianudesd
A1 eGFR 9zanasanABuiusgwtiosdosas 40 Aadu 0.357 i1 vesdihedlisuen
non-SGLT-2 inhibitors ® 198 U @A gy n19a 88 p = 0.020 (OR = 0.357; 95%Cl
0.150 - 0.851) uay 4) ﬁﬂ’saﬁléf’%’um empagliflozin fiflimdnsnisnsesadaszesd 1 9l
ANUABITIAN eGFR szanasanAsuduegutiasFouas 40 Andu 0.231 Wi veUhed
195U non-SGLT-2 inhibitors 81sfldua 1Ay ni19aia p = 0.019 (OR = 0.231; 95%
C1 0.068 — 0.790) fsAN3147 18

dloTmsen logistic regression W3isuisumanuduiusvestadosiieg dand

TefuTeuiisusenieguasiilasue dapagliflozin age empasglifiozin ldnuladedn

FUNUSNNTNUAT eGFR N1aRaI9INANBLAYRE1UBS oAy 40 AIANSIN 19

A15199 16 waRIUATRFUNUSHUNISNUAT eGFR NanadaInASuAuaENuaesaay 40

WiguifieuszninegUaenlafuen SGLT-2 inhibitors Wa g non-SGLT-2

inhibitors
Risk factor univariate analysis multivariable-adjust analysis
OR (95% Cl) p-value OR (95% Cl) p-value
Age > 60 year 0.875(0.445 - 1.724)  0.700 -
BP > 140/90 mmHg 1.357 (0.701 - 2.628)  0.366 -
FPG = 130 mg/dl 0.485 (0.251 - 0.939)  0.032 -
HbA1C > 7% 1.266 (0.522 - 3.066)  0.602 -
Smoking 0.000 0.998 -
BMI > 30 kg/m? 1.367 (0.702 - 2.662)  0.358 -
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A15199 16 hansladeNduNUSAUNITNUAT eGFR N1anadanA1sudusg1uaesasay 40

WiguileuszninegUaefldfuen SGLT-2 inhibitors Wag non-SGLT-2

inhibitors (s1)

Risk factor

univariate analysis

OR (95% CI) p-value

multivariable-adjust analysis

OR (95% Cl) p-value

SGLT-2 inhibitors

0.434 (0.230 - 0.821)  0.010

0.345 (0.173 - 0.687)  0.002

Angiotensin-converting—

enzyme inhibitor (ACEI)

0.571 (0.200 - 1.631) 0.296

Angiotensin-receptor

blocker (ARB)

0.654 (0.343 - 1.249) 0.199

eGFR stage 1

0.319(0.133 - 0.770) . 0.011

0.347(0.143 - 0.840) 0.019

eGFR stage 2

1.990 (1.035- 3.827) - 0.039

eGFR stage 3a 3b ey 4

1.251 (0.584 - 2.679) ~0.565

A15199 17 wansadendunusSTun1snUAT eGFR NanadanAsuauseNusssasay 40

L‘U‘%EJ‘ULﬁamw’mpﬁﬂwﬁlé’%ﬂm dapagliflozin ag non-SGLT-2 inhibitors

Risk factor

univariate analysis

OR (95% Cl) p-value

multivariable-adjust analysis

OR (95% CI) p-value

Age > 60 year

0.893(0.424 -1.881)  0.766

BP > 140/90 mmHg

1.904 (0.938 - 3.866) 0.075

FPG > 130 mg/dl

0.520 (0.254 - 1.062)  0.073

HbA1C > 7%

1.420(0.574 - 3.511) 0.448

Smoking

0.000 0.999

BMI > 30 kg/m?

1.589 (0.763-3:308)  0.216

Dapasliflozin

0.554 (0.267 - 1.147)  0.111

Angiotensin-converting-

enzyme inhibitor (ACEI)

0.712 (0.245 - 2.074)  0.534

Angiotensin-receptor

blocker (ARB)

0.766 (0.377 - 1.558)  0.462

eGFR stage 1

0.398 (0.162 - 0.981) 0.045

0.382 (0.155 - 0.944)  0.037

eGFR stage 2

1.869 (0.912 - 3.830) 0.088

eGFR stage 3a 3b way 4

1.144(0.484 - 2.705)  0.759
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A15197 18 WaAIUAFLNFUNUSAUNISNUAT eGFR NanadanAsuiusgileysesay 40

WiguiiguseninagfUaenlasuen empaglifiozin kag non-SGLT-2 inhibitors

Risk factor univariate analysis multivariable-adjust analysis
OR (95% CI) p-value OR (95% CI) p-value

Age = 60 year 0.913 (0.394 - 2.116)  0.832 -
BP > 140/90 mmHg 0.862 (0.371 - 2.007) 0.731 -
FPG > 130 mg/dl 0.527(0.244 - 1.138) 0.103 -
HbA1C > 7% 1.211(0.481 - 3.046) 0.684 -
Smoking 0.000 0.999 -
BMI > 30 kg/m2 1.495 (0.675 - 3.309) 0.322 2.451 (1.050 - 5.722)  0.038
Empagliflozin 0.317(0.133 - 0.758) 0.010 0.269 (0.105 - 0.687)  0.006
Angiotensin-converting- 0.429 (0.100 - 1.840). 0.254 -
enzyme inhibitor (ACEI)
Angiotensin-receptor 0.454 (0.202 - 1.021) = 0.056 0.357 (0.150 - 0.851)  0.020
blocker (ARB)
eGFR stage 1 0.241 (0.072 - 0.809)  0.021 0.231 (0.068 - 0.790)  0.019
eGFR stage 2 1.999 (0.907 - 4.406) 0.086 -
eGFR stage 3a 3b Waz 4 1.384 (0.574 - 3.338). - 0.469 -

A157197 19 wanItauAAURUSAUNISNUAT eGFR Aanadannansufaung9tausosay 40

WigumsuseningUienlasuel dapagliflozin taz empagliflozin

Risk factor univariate analysis multivariable-adjust analysis
OR (95% Cl) p-value - | OR (95%Cl) p-value

Age > 60 year 0.782(0.303-2.019) 0.611 -

BP > 140/90 mmHg 1.393(0.531 - 3.652)0.500 -

FPG > 130 mg/dl 0.505 (0.163 - 1.566) - 0.237 -

HbA1C > 7% 0.000 0.998 -

Smoking 0.000 0.999 -

BMI > 30 kg/m? 1.020 (0.382 - 2.726)  0.969 -
Empagliflozin 0.573(0.223 - 1.477) 0.249 -
Angiotensin-converting— 0.559 (0.127 - 2.458)  0.442 -

enzyme inhibitor (ACEI)

Angiotensin-receptor blocker | 0.855 (0.342 - 2.134)  0.737 -

(ARB)

eGFR stage 1 0.310 (0.089 - 1.076)  0.065 -

eGFR stage 2 2.161 (0.839 - 5.568) 0.110 -

eGFR stage 3a 3b Way 4 1.209 (0.393 - 3.716)  0.741 -
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d9uil 4 Sn15anTwaINISIANAT eGFR TlanasainaniFudustnsiiosiasas 40
dlolamensnsenTn (survival analysis) ¥83n154inA7 eGFR fianasainAsusgy
ogtiosfonay 40 WisuifisuszninsgUaefléfueingu SGLT-2 inhibitors uazsINgy
non-SGLT-2 inhibitors wui1nslésugnngs SGLT-2 inhibitors Liifinavzananuidenvesle
p = 0.195 (HR = 0.664; 95%Cl 0.356 — 1.241) usiognalsfnmidefnnmgUaoll 60 oy
Hilsinusisegiusrezinandien eGFR anasinAGuduegstesfesaz 40 lufaedts 2 ngu

A93UN 6 uag 7

Survival Functions

10— . ”}ﬂSGLTQ
I: —Mafm SGLT-2
+ - . I 1"'lF|I S?LT-?
4 4+ t=*31n SGLT-2-censored
+— -
—"ln SGLT-2-censored

0.957 +

0.907
=
=
=
5
wn 0.857
E
=
o

080 HR = 0.664 (95%Cl 0.356 — 1.241)

p =0.195
0.755
0.705
I I T T 1 T I
0 10 20 30 40 a0 60

I ALAe event GFRamaw40

SUN 6 LARINATDIDNTITOATNUDINITNNAT eGFR NanadaInASuAUng1IUpesSaeay 40

Y

WIguigusenineengu SGLT-2 inhibitors kag non-SGLT-2 inhibitors
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Survival Functions

FIHE3E
1004 + .n.__t
T3 * —dapa
P+ + empa
Tt nonSGLT2
1 +— +——— —t—dapa-censored
0.95 b —empa-censored
nonSGLT2-censored
0807
_ +—+—+
[
=
=
5
in 0857
E
=
o
0507
0.757
0.707
T T T T T I T
0 10 20 30 40 50 G0

I ALAe event GFRamaw40

SUN 7 LARINATDIINITITDATNVBINISINAAT eGFR Nanada1nAsuAung19laesaeay 40

Y

Wi UBUIEIN9e1 dapagliflozin, empasliflozin tag non-SGLT-2 inhibitors

daudt 5 nadndvasnisanseautnanaluden Wiesnemisuiudisgnstios 8 dalug
(fasting plasma glucose; FPG) sedunnnatadsazauluidondae 2-3 Waufiriuun
(HbA1C) waz Ywiinga ugUaeiléFusneangu SGLT-2 inhibitors fusngs non-
SGLT-2 inhibitors

5.1 WlsuilsuUszavsnavenisanseduinaaludon Wosmemsinudiegeios
8 42149 (fasting plasma slucose; FPG) Iupliﬂ'smmmmsuﬁmﬁ 2 ﬁlé’%’ummju SGLT-2
inhibitors (dapagliflozin khay empaglifiozin) Waze1aATEAU vinaluidenviingu
(Non-SGLT-2 inhibitors) o 1a13udu Weoudl 3 weufl 6 Weud 9 waziieud 12 Tngldadn

v

Friedman test Wu31dAuLanA19Aueg 19l dud1AYN1sada p = 0.000 wagiilelyad

3)

o w a

Mann Whitney U test muunliszautivdfgyn1sadfmnnu 0.017 (seautled

[

AN DR

<
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0.05 15938 3 LHRRNUSHUWIEY 3 NGY) NAFBUAILLANAINYBINITANTEAULINIALY
iHon Wewmawnsukaiegnley 8 Wilus nulUielasueingy SGLT-2 inhibitor dseau
wmnaluidon Weowemisukaiegutey 8 Hiluanawnnigiienduilasuenansedu

unnaluldensiindu (non-SGLT-2 inhibitors) n&sa1nt3uldsangu SGLT-2 inhibitor

o w a

Hunan 3 e egrditedAnyvneada p = 0.000 fegU# 8

o

dofsunszeznatinuuszandnavesnisan FPG lunguiuaeildfuen
dapagliflozin empagliflozin Lﬁ&JUﬁJUﬂa:aJﬁgﬂ’JﬁJmﬁ%}Um non-SGLT-2 inhibitors ¢78 Mann
Whitney U test iU 3 o (p = 0.000) kag W1fu 3 1au (p = 0.000) A1UAIAY
Inea1N150ansEAyU FPG 1893101y dapaglifiozin way empagliflozin 1Wusyeziian 3 wweou
SofluuAisusiuld fovay 18.18 waz Sevay 18.71 muddu luvaisiinguitaeilisu
81 non-SGLT-2 inhibitors @13115080526U FPG 1159310 1%81ngu non-SGLT-2 inhibitors
Husgoging 3 Wou Wleifisuiuaniumuliifissdesas 152 udlinuannuuaniues
syozaIinulsrdniuaveenisan FPG elUIsuiisuseninenguivaeilafuen

dapagliflozin waze1 empasgliflozin fan3199 20

—&— dapagliflozin empagliflozin non-SGLT-2 inhibitors

190

180

170

160 *o = 0.000 *p = 0.000

150

140 - —
130
120
110
100
90
80

A FPG (mg/dl)

*p = 0.000 “p = 0.000

LAoufl 0 LAouN 3 LAoua 6 LAouaN 9 Lflouf 12

* Friedman test

U7 8 wansUszAninavesnisan FPG lunguiiefilé$uen dapaglifiozin, empaglifiozin

Y

WAz81NgH non-SGLT-2 inhibitors
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5.2 Wisuiflsulsraninavesnisansedivinmandsarvanludontis 23 ieou
Firunn (HbALC) Iuéﬂammmmﬁuﬁmﬁ 2 ﬁlé’%’umﬂajm SGLT-2 inhibitors (dapagliflozin
ey empagliflozin) Lazenansziuiaaludenyinsy (non-SGLT-2 inhibitors) a4 1381
Sudu oud 3 \Weudl 6 Weoudl 9 uazifoudl 12 nel¥add Friedman test nudndl
AHLANAItueg1efiTaddneadf p = 0.000 wazidleldadd Mann Whitney U test
SvuslsgiuTddymeedanintu 0.017 (sefutiodfynieadn 0.05 wisdae 3 Wenn
Wibuifiey 3 naw) nadeuAuLANANTRINITansERUnaedsazauludontag 2-3
Foudiiumn wuinduaeiléfusingu SGLT-2 inhibitor fszfuthnaadsarauludontas
2-3 Weufiiuinanasnnniifthenduiilatuenansgdutmaludonsidndu (non-SGLT-2
inhibitors) #&a91n3ul¥8nd% SGLT-2 inhibitor Hulaan 3 e eesilfedAgynieaia
p = 0.000 Aeguil 9

defiansanszeynarinuyszandnavesnisan HbALC TungugUaeiildsuen
dapagliflozin empagliflozin Lﬁ&uﬁuﬁmﬁﬂaaﬁlﬁ%’um non-SGLT-2 inhibitors #18 Mann
Whitney U test i1y 3 1o (p = 0.000) kag 1M1y 3 1eu (p = 0.000) AUFIAY
Inwaunsaansyau HbALC naeaanld dapagliflozin hag empagliflozin 1usyagiian

vV

3 \fiou WeifsuiuAiGusule fevaz 6.98 o evar 8.24 suardu Tuvazdinguitaed
1@5u81 non-SGLT-2 inhibitors #111508A586U HbAIC na431nlge1ndu non-SGLT-2
inhibitors 1uszgiIan 3 ey illeiisyfuduiuduldimesiosay 1.41 waliny
ANULANFNIBISEEYIIATINUYSEBMBHATaINNTan HDAIC lenSouiisusewinangudiae

Alesuen dapagliflozin tazs1 empasgliflozin femnsneit 21
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—&—dapagliflozin  —M—empagliflozin =A== non-SGLT-2 inhibitors

2
7 — — —— —— A
£ cs P = 0.000 %5 = 0.000
6
5.5
5
LaauUn 0 LADUN 3 LABUN 6 LABUN 9 LaauUNn 12

* Friedman test

sUN 9 uanUsednsuaveanisan HbALC lunquiUqenlasuen dapaglifiozin,

empagliflozin LLaxmﬂﬁjaJ non-SGLT-2 inhibitors
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5.3 Wiguiguuszansravenisanumdngd lugdUlisiuminueiian 2 Nlasy
81ngu SGLT-2 inhibitors (dapagliflozin way empagliflozin) wazeranseauiinaludon
DU (Non-SGLT-2 inhibitors) & LIANITNAY LHDUN 3 LHaUN 6 LADUN 9 uavtAau 12

Inelaadf Friedman test wudndiaanuuans19nueg19lied1AYn19aia p = 0.000 way

Y aa

Woldadf Mann Whitney U test Anvualiszauiad1Agynisadfvianu 0.017 (szeu

[ a

WedAtynn9adial 0.05 M3y 3 1eINWIEULTIEY 3 NGY) NAGBUAILLANGIYBINITAN

o

Y Y

miinga wugUaeildsusindu SGLT-2 inhibitor fminianasnnndfiaengud
$$usnansedutmaluidonviindu (non-SGLT-2 inhibitors) ndsaniauldengu SGLT-2
inhibitor {unan 3 ou egnsilfuddnysed p = 0.000 fegudl 10
Slofinnsanszesnanfinuy sgansnavesnizantming Tunduiiaeildsue,
dapasgliflozin empagliflozin LﬁﬁUﬁUﬂdNﬁﬂ%ﬂﬁlﬁ%Eﬂ non-SGLT-2 inhibitors A28 Mann
Whitney U test 111U 3 LAy (p = 0.001) wag wiadu 3 thou (p = 0.001) HINAIAU
Tnwaunsoantniing wdenld dapaclifiozin uag empasliflozin Wuszezan 3 1oy
Fewsuiuasuduld fovay 1.5 way Sevay 1.84 anuady luvueiinguiiaedlédsy
81 non-SGLT-2 inhibitors a1u1saantantnda ndsainldeingu non-SGLT-2 inhibitors
Huszezna 3 Weu Wowsuiussyduliiiosiesay 1,32 ualinuanuuansives
syezaiinulszdninaveinisaniining WewIsuieussninanguivaedlisy

81 dapagliflozin Lazy1 empasgliflozin fann5199 22

—4— dapagliflozin empagliflozin non-SGLT-2 inhibitors

75
4 *p = 0.000

73 V\
72 -

71
70
69
68
67 "p = 0.000 *p = 0.000
66
65
64
63
62
61

*o = 0.000

Aduing (kg)

* Friedman test
JUM 10 waneUsednsnavesnisanuinindd lunquiUieilasuen dapagliflozin,

empagliflozin LLazmﬂEjm non-SGLT-2 inhibitors
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unil 5
afiUseuarasUNan1sIdY
wusoenidudiunnge il
1. 9AUTINANITINY
2. dayunanside
3. Uselenifildsuannisise
4. Yo3NAN1TINE

5. YoLEUBDLUY

a2 1 aAUs1INANITIAY

Y } 4

nsfnidunisfnvwuuiiudeyadounds Wewdsuifsudiaedldsue,
dapasgliflozin empagliflozin LLazmamzﬁm}lmahLﬁaﬂﬂdmgumﬂﬁﬁ SGLT-2 inhibitors
(non-SGLT-2 inhibitors) 1l e @nw1uszAnsnalunisvzasninudeuveals Tuguae
Tsaumanuedad 2 $9u7u 900 518 WnedordunisAnuwiusnlulsemalnefivianis
WiguguUseanaNAT8381 3 fakuy real world study Lﬁaﬁmimwmﬂ%a;ﬂaﬁugm%q
ApH Wudﬂﬂduﬁﬂaaﬁié’%’um dapacliflozin ez empagliflozin ﬁmﬁﬁagmmaaﬁmﬁfﬂﬁa
fyfiunane Arszautnialuden Wewmesuiudqetieios 8 §alus (fasting plasma
slucose) waz ArsRuLImaeasarauludenta 23 euitnuun (hemoglobin A1C)
geninguifUaeiildfuenngu non-SGLT-2 inhibitors tdasarngvaglunisfnwiiiaglds

81 dapagliflozin waz empagliflozin La‘ja;:Iﬂ’wlm'mmiam‘uam33§1’U1§'1ma1u|,§amiﬁag
Turrathmunevesnisinulifeeianszduirmialudenndy non-SGLT-2 inhibitors
aenndeafiun1sAnuIvea Jeong Ku uazanz®? inviinguitiedlésusn dapaglifiozin
way empaglifiozin aziiAedsvestiming dudunanie A1 FPG way HbALC TndiAesiu
et

1.1 madwdenisannsiniuluvedsalatess

dewFeudisulszansuanissrasanudeuvedls lnefinnsanaindl eGFR flanas
NnAENFuegiosiosay 40 wuhdwugielsausind 2 AldFuengy SGLT-2
inhibitors n15ana9Y09A1 eGFR ag1atiosiosas 40 Hosniinguivaedliiusingy
non-SGLT-2 inhibitors Fadenadadfiunsfinuiues Lin wazanz® Fadini warane® uay

Mosenzon kasanz®® Tull w.a. 2562 W.A. 2561 Way W.A. 2562 AINAIU Nwandlmiiun
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naugUlenlasueIngy SGLT-2 inhibitors aziinn13anaueddl eGFR agwiossosay 40

desninquitienlasueanssaviiaialulienndu duuiu Weiarsundseuiiiey

'
a a

Usedninanisvzanainuideuvesln A858AU serum creatinine MANYY L"f]u 211

28 7 7
f o

(doubling of serum creatinine) WUEIU13IUN1TANWIMAANAANEUNIEUTIM 3 518 1ag

<

1 518 WuUhenlasuen empasliflozin wag 8n 2 57 1WudUaefilasueingy non-SGLT-2

'
o w =

inhibitors waAuLANAAUlidegliTedAyNNETH Fuana199InA1IANYIVEY Wanner

wazanz ! AnudngugUielasuen empaglifiozin in15iAin serum creatinine WnTu

[

2 Wi WeendngugUieilasueingyu non-SGLT-2 inhibitors ag1eilfed1Ayni1sain

[y

1915IUNSANEINTIUIUNINATINWITET Dnviadady

Y

pil

(p<0.001) vaflonaaztlunaaindiuau

£ [ 1

o
Y
a @ v 1 @ ¥ 1

3 NUYBHABBUNRN mma’[,ﬁlummmmwauuam

maiudeyalutrmiiunnenemneu
serum creatinine lAsudu wazidedduns@neuuu real world study Faenaiiade
duitliannsanuauld wu aulderaiutssmugliahiase vuaulnsdos ey
s

deSsudlsuusyansnanisvzasanudesvedly Tnefinnsanaindl eGFR fianas
InAsuduetTioeSeras 40 sewinsen dapalifiozin waz empagliflozin wudwijﬂwﬁ
1asuen dapagliflozin fin1sanasean eGFR atnitossoyag 40 iy 12 518 (5ovaz 4.0)
ﬁauﬁﬂwﬁié’%’um empagliflozin dn15aRaIU8IAY eGFR 8819UBYTaYaY 40 WINAU 7 518
(Jonay 2.3) uiauunndtsiulifiediefided1Annnead (o = 0.244) afiansmn
WisuilsuUszansnanisvzasmidenaedln f185edU serum creatinine 7y
Wu 2 i1 (doubling of serum creatinine) %WUié’ﬂuﬂﬂwmﬁ%m empagliflozin 31U
1 519 ($ovaz 0.17) uiliwulugfihedilssue dapagliflozin aonadosiunisinuwes Fadini
wazanz @ AldnunisiAnAaserum creatinine LN Ly 2 winTugUasilésy
& dapaglifiozin winuluftheillésusanseduthmaludeandududiuam 4 1

1.2 nadnsranisannisduduluvedsalaFess ileldfuengy ACEs 3o ARBs
396

nsAnwilifunisfnsuuuiivioyadounds Jediteildsuuasldléduendy
renin-angiotensin aldosterone system (RAAS) blockade Fausznoudagean qu
Angiotensin-Converting Enzyme Inhibitors (ACEIls) Wag Angiotensin Receptor Blockers
(ARBs) Fefinniurasanudonvadla 9:9nnsAnw1ves Roscioni waranz® finuinislasy

81 losartan aﬁuﬂﬁaamaﬂqﬁaﬂﬁﬁﬂj serum creatinine LWNAU 2 111 (doubling of serum

48) &

creatinine) lawinAusesay 25 way nN1SANYIVeY Vejakama Lazanus“® Anuinnislasu
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8#1ng3 ACEls %139 ARBs anN15inseAy serum creatinine inaiu 2 Wilasesay 34 uaz

(4 wwm’]miimumﬂau ACEls %130 ARBs @131150anA21LLA e

NN3ANYIR Wang wazaoue
189n194AATERU serum creatinine Rty 2 wirldSesar 28 adreliTadAynieadi
(p<0.0001) Tnvanlaluguaedldiusngy ACEs uazngy ARBs infufosay 40 uay 25
pudiy Wefiansamanisvzasamidenvoslalufiaedlaiu RAAS blockade Fauiy
SGLT-2 inhibitors 91ne 3t dnazidienaaeunisadifudmuinnislésu RAAS blockade
2y empagliflozin finaladugninisszasmudenvotlnainnisfiansanand eGrR 7
anasaInABuduegaosdesay 40 udlinulugUaefld3u RAAS blockade $auAY
dapasliflozin 1138 non-SGLT-2 inhibitors faiiAuLAnA1svasHadnsienisanduluves
TsalaEods ileldsuendu ACEs w30 ARBs SaudsatainTNHavesIAgY 2 nda T
210 KDIGO 2020%”) wuinwunenvengs ACEs 138 ARBs Mvzasanuidenvadlald Ao

AITLIUIUINYIANAANBUAINTUADE UTUENAUNIILIAL 1E9aRR o Tu uuz i mT e NI Uae

[ (%
v A Y v v 1 (%

aunsanule MadgUiglunuddell Seldlasuruinervesnau ACE!s %39 ARBs geansoiu
wluanAdeilldsu enalapril wunngsotuwiiiy 10 fadniy (uineigeaaiinaslésuie
%24 20-40 fadnTusioTw) ramipril vtRese FuwiTAY 5 fadn3u (Wurnengeaaiindslésy
fie 10 fadn3useiu) ibesartan YuIREIRE LAY 150 Tadndu (Vurnengeandinaslasy
fio 300 fadn3useiu) losartan uIREHETUMNTY 50 Hadndy (une1gsganinslasude
100 fiaanfusaiu) Lay valsartan YUAEIRBTUNINY 160 Jadnsy (mmmmaﬂamwmﬂmu
#0320 fadnfusietu) Wuku uonaninudieis 3 nduiidsisegu (IQR) vas systolic
blood pressure ag diastolic blood pressure TnalAssAu Aa 1) ﬁﬂ’mﬁiﬁ%’ua’mﬁjm
dapagliflozin 3iA1 systolic blood pressure kaz diastolic blood pressure AU 132 (18)
Wag 75 (16) ANaIRU 2) ﬁﬂaaﬁlﬁ%’ummjm empagliflozin dA1 systolic blood pressure
uag diastolic blood pressure WU 133 (22) uay 75 (14) suddiu waz 3) fUaeildsy
EJ’mEjaJ non-SGLT-2 inhibitors &A1 systolic blood pressure Wag diastolic blood pressure
Wi 134 (20) wag 77 (15) anuddu 3eliundmaionuunnsnaveinsindl eGFR
anasegstiondoray 40 lufteiildiusingy ACEIs vide ARBs $usne
1.3 {]ﬂ%’ﬂﬁﬁuﬁuéﬁumimaammL?iamaavlmiuéﬂwmemﬂjﬁmﬁ 2
Hednuniladeiduiusiunisvzasanudeuvesls wuin gUedldueings
SGLT-2 inhibitors lain dapaglifiozin #38 empagliflozin fifidn eGFR 3udu 11NN 90
mU/min/1.73m? @udladefitisveasaudenvedlnesaitudfymsada sonsdesen

(26) &

annoulalaan (logistic regression) danAaRINUNITANYT Naowanit WazAMY ‘Vl‘W‘Uﬂ
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fuanfifien HbALC > 7% ardawasiodnainisnsesvaslafiunwios dafunisléfuen
dapasliflozin %38 empagliflozin g Fagawanan HbALC Tiesnindesas 7 dewal
graerudevedald uenaniinislisue dapasliflozin wie empaglifiozin Tugfaedisl
§nsn1snsesvesla 11nNnd1 90 mU/min/1.73m? azdanarunnnigiieidsnsinisnseses
1o tfosni1 90 mUmin/1.73m? Li0991ne1ngal SGLT-2 inhibitors pangansedutealy
Fon Tasannisganduiiaannvielandudnssuaidon dhanalurelaisgniveannis
Haany fdunndiiedisannansesaslaanassyavinaniseongvsveseingy SGLT-2
inhibitors Aazamasluse fagunsinuives Zelniker uazaniy® Anuingtaeilaiueings
SGLT-2 inhibitors wazdien eGFR > 90 mU/min/17.3m? azanansaanmaiinlsalaFesasyesy
anvine uaznsidedinannlsalaléannaigiaedila eGFR < 90 mU/min/17.3m?

1.4 $ns1sendnuesnsiine eGFR lanasaineisuduegsiososay 40

dletnszinsnsendn (survival analysis) Yesmsiine eGFR fianasainaisudu
ogwtlosioray 40 WisuWaUTEnINgUIeT LA FuBIngN SGLT-2 inhibitors LAZEING
non-SGLT-2 inhibitors Wuinasléugnas SGLT-2 inhibitors lsifinavzasanuidesvadls
HR = 0.664 (95%Cl 0.356 — 1.241) p = 0.195 WADIATHNUAIILANGANITENINEBTLHE
81n&x SGLT-2 inhibitors 3131§A51A5ARIMANITAIAT €GFR Tlanasanaiusiusg1siios
$ouaz 40 YounUhedlssuenngu non-SGLT-2 inhibitors #iszezinan 40 Lo Fsunnsns
91NN5ANIYRY Lin wazanie® finuiinisiingiinisaien eGFR flanasainaduduies

az 40 Anluftheildsusings SGLT-2 inhibitors Hosninguiedildsusingy non-SGLT-2

[
= 1

inhibitors HR = 0.51 (95%Cl-0.41 = 0.65) p < 0.001 fiszuzen 18 o W;IJQUWNQJLLGIﬂG]’N

¥
av

fiAntu eraifnan 1) Srusueuldlunu ves Lin Wasane funnhenddel Guaedlds
81n&3 SGLT-2 inhibitors iU 7,624 518 kag non-SGLT-2 inhibitors Wiy 7,624 51
wazeuided Wiy 900 $18) 2) A1 HbALC Buduluaiuwes Lin wazamy fA1minnd
¥l ({Uaefldsuingu SGLT-2 inhibitors 1wy 8.890 + 1.620% uaz non-SGLT-2
inhibitors V11U 8.985 = 2.266% wareuiduil Wity 8.10 (2.10)) Tagdn HOALC figeas
deralilavihonungas 3) Tunuddeves Lin wazaaz wuigtieiinsivedusiudayiuly
Haaazaind1 UACR useidoiilaifidn UACR Tneulefihefinn UACR iintunanainfiaed

n1991uedlaiugands 4) n1slasueingu SGLT-2 inhibitors kAnFaiu 103910

(%

]

NsAN®IBY Lin wazamy 9xlasue empagliflozin vua 25 TaanSuiisidnun waauise

198 Tngaune1uee SGLT-2 inhibitors azdsnanani1sandulivealsala wag 5) n1skasu
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81n84 non-SGLT-2 inhibitors 483n15An®1 Lin wagane fuuidediealimilouduy
danaliiuseaNSNanan1sTEanANULERNYRI LA lvinAu

a

1.5 Uszansualunisan FPG HbA1C wazi1uting

MsIvsdlASauisuUsesansnanisanseautnnnaluden (FPG) N1sanseautinig

wagarauluidon (HbA1C) uagnisanumiingd TugUisiumvnueiled 2 Nlasuen 3 nqudl

=

U JUenlasuen dapagliflozin wag empaglifiozin fUsgAnSnan1sanseiu FPG uag
HbALC 1¢iAnd18 U289l 581 non-SGLT-2 inhibitors tifu¥esas 18 uaziesas 8
AN Wefia1suIN15ansEiU FPG waz HbALC fiszesiianaieg wuiinisldsuen
dapasliflozin wae empagliflozin 13150805 fU FPG waz HbALC lddfiszeziian 3 Weu
Hustlu Fsnsansziu HbALC Tregluraatimunevesnisinu (Gevas 6.5 - 7) azdwan
fon1svinauvedls Futunsfineives Stratton wazAme®® (UKPDS35) finuiinisanadues
A1 HbALC Joway 1 asduiusiunisananuideemsiinanzwnindeuiivasnidenvuin

\&n (microvascular complication) nilslutufenigunsndeuile linsSesay 37 agail

e

pd¥ayM9adin (p < 0.0001) duvsyansuanisanimiing luftaeia 3 ndu wuigitae
A1#¥uen dapaslifiozin was empaslifiozin a1uisaanumtnialiUssuimdosas
2 - 3 Alan3u MnnfUeNlFEuY non-SGLT-2 inhibitors FeaenadosiunsAnuiues JF
waramy®? finuiinsldsuen dapaglifiozin wwia 10 fiadnsu a1xnsoan FPG 16 21 me/dl
an HbALC Té%eeas 0.85 wazantnniingald 2.7 Alandy @aunsAnyves Yun-Jing Zhang
wazanz® wuindliedilasuel empaglifiozin vuia 10 fladn3u uae 25 fadnsu a1unsn
an FPG 19 24.94 mg/dl uaz 29.80 mg/dl asd1su an HbALC l¢ Seway 0.61 uazdevay

[

0.63 MNUAPU hazanununela 1.86 NaN5U war 1.95 Nlansy Aua1nu ag19ildudfn

o
1%

N19EdA AatiuazulaIavUIReWRLTY USEANsHavadn1san FPG HbA1C wazuinvtng?
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dauil 2 agUnanTite

nnsifedaguldingiaslsaumusiing 2 AldSusingu SGLT-2 inhibitors
leuAen dapaglifiozin way empagliflozin fiussdnsunalunisyzasainudauvels
TngRiansanainmaingl eGFR anasanddudusgutiosiesas 40 WetIeuiiisuiy
Fuhewvuviiadl 2 lF$usangu non-SGLT-2 inhibitors Tagtawizluguaeilézuen
dapaclifiozin 3o empagliflozin MilA1 eGFR Bufw > 90 mU/min/1.73m? Bnvadanun
fursiummuried 2 AldTunissnwidsenngu SGLT-2 inhibitors anunsaansiuiiinia

luidenvia FPG HbAlc wazumitng laandnquiienlasueings non-SGLT-2 inhibitors

dauil 3 Uselewilduanniside

NIt darnudnasiaSuen dapagliflozin ay empagliflozin 9 Y1880
mssduluredsaladessluthsunmiuriad 2 1§ Ingawizesnsdslugtanfifiadng
msnsesvadlaszesil 1 frdunmsliernga SGLT-2 inhibitors Tuftefiddninisnseswes
oA azamnsnaraonsiiiuluueslaléfieny veniniamsatwadnsdldulhied
Foyalumsinduladenldosnuidiisiumiusiiad 2 uuuianzs1e 1wy fUieumy
iinf 2 Aliannsamuauseiuimaludenlioglussdutinmeld fa eGFR agszning
30 - 60 mUmin/1.73m? Wagile UACR fige ndefUneiild eGFR anasiiininund
Asl#¥uBnay SGLT-2 inhibitors Liievgaensaiduluredsnlnzess truanninialsels

Sesaszezanny anAltdngluniswenle uazannisidetinanlsalala

1 d' k74 o a o
a9 4 4831NAN15998
a o dsj 78 o U a o d‘ U
1. NM5I9e8lUAN eGFR dmisulszitiunisvinauvadle tesainmeaaivulsansigen
wulrusnisanizanuimlavazUsnlnenss sedudaludunndianizniamisaiusneulsve
ilinasiansanalalugUisiuminueiiad 2 98Wa151310AY eGFR Wundn Famny
naNN1INIIUHUR fanusddnlagniiatefe Ysuiadayiivlulaaris iendadiu
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1. ANSAUIUVUINAIBE19A28TUSUATU Power analysis for experimental research

§198991nn15AnwIves Lin wazans ™ Yw.a. 2562:0un1sfinwruuuiivdaya
doUnNa4 (retrospective study) Ine@ny1Used@nsnavessInayu SGLT-2 inhibitors
Wisuifsuiuenanseiuimaludonsiindu sesnsinisnsoedla (eGFR) luurazsyoy
yadlsaln3eds e Uszdlumsidsuudasnisvihauesls saude eGFR fianassnnnin
Yovaz 40 neluszeziian 1 Y waznsiinlanedeundu (Acute kidney injury) fiduwus
AUNISLUTSINEIUIE WUALINLANAIIUDIAT eGFR noukarnadlasueIngu SGLT-2
inhibitors WU 2.554 ml/min/1.73m? uagAnuLAnNa19ve9aAT eGFR Naulaznadlasuen
ansysuihmaludonslnauwiniu 4.898 mUmin/1.73m?

IATIERUUU repeated measures ANOVA Tagnavwunaly p = 0.05, SD = 1, Al
(SGLT-2 inhibitors); B1 = 0, B2 = 2554 it a ¢ A2 (non-SGLT-2 inhibitors); B1 = 0,
B2 = 4.898 wuinsuausegsfidaldivindu 250 sesNgu 1A power = 1 Lﬁamsqcy
mosEninaniideienas 20 avtusudUiedldluniderdenduuszuin 300 518
asUtnfideddlumsiedniniu 900 918
2. MIAUIUIUIAAIBYIIAINTU logistic regression
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fadnSusewdans (me/d) 4) Arsziunniaeasazanludondas 2-3 Weufiniuun
(HbALC) >7% 5) n15gUYn3 6) Ardwduranie (BM) > 30 ke/m’ 7) n5le3uen
dapagliflozin %38 empagliflozin 8) mﬂéf%’uamzjm angiotensin-converting-enzyme
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§n31n13n09904lR (eGFR) S28s#l 1 Ao eGFR > 90 mU/min/1.73m? 11) ;:J{Jwﬂ‘?i:ﬁm n31
nsnsesesln (eGFR) svaedl 2 A eGFR 60 - 89 mU/min/1.73m? wag 12) filledidiAndns
n15n509vesln (eGFR) 5x8zft 3a 89 4 A eGFR 15 - 59 mUmin/1.73m? fadusuay

foghenldlumuideidae n = 100 + (50%12) Wiy 700 $1e



101

AANUIN U

wuuiudayaauide

Case No. ............
dauil 1 dayanluvesiias (asausnilléfuengu SGLT-2 inhibitors)
LI O %18 O %aN DMWerrrrrreeeens Y
UMNUA kg ATUAL cm BMI............ kg/m? 2] =R mmHg
FPG .. me/dl HbALC ............ %
eGFR ............ ml/min/1.73m? S g mg/dl
daufi 2 Useiinmsdneuaztadedes
Uszian19dsmu
quya O T O laigu
lspUsed167
Hypertension: O No O Yes
Diabetes Mellitus: O No O Yes
Chronic kidney disease O No O Yes stage............
Currently On Dialysis: O No O Yes
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Medications :

qGHI. ¥aEn YUIAEN eSS

SGLT-2 inhibitors Dapasliflozin

Empasliflozin

Antidiabetic

ACEI / ARBs

eGFR
(Mml/min/1.73m?)

Serum creatinine

(mg/dl)

FPG
(mg/d)

HbA1C
(%)

Body weight
(kg)

BP

(mmHg)
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