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[EIF b PR 4 (International Diabetes Federation, IDF)(% 2021 4E i T 5L CHE R
I3 % HERR L 72 BN DB 5 13,700 5 AN ICHEIM L, BRI OB 1 10.5% 1C5E
L7z LG L [1]o DIMERCEIREE IXHERIE, A 2K v 7o v Fa— L4
PUBBAE I U s, e PRIBRILIE | o IUESE 75 & D fEFRIAF- %2 HE s > 2 & L2
MET 2 2 e BHoNT WD 2], IEFE. T D OEREKT-IC0d 5 A 25010
ARV FOFRE, 20 IEIRCHEELLET 2008 FHIN T 5, BRFEE
g (Diabetic kidney disease, DKD)ZHEIRIE 23 FEhE IC B 5- 3 2 12 MEEBR TH Y |
AIIT BT D 2018 I AR 2 BEPRIRTEBRE Il 2 . BEMET v 7" 3 VIR %t
H7rE AR E R MK T 3 2 IEIRR 2 R BE R R 2 SR L
L CHEFRIR B & B3 L 72 [3]. DKD OJRHEA I 2 A & L CImfTE)
RE. fR#, RIE. LD 40032 2 LB LNT WS, TD 4 DDJRRELR
FHIER AR & L 72RO sED S Tnwd [4],

WTEEE L 72 GLP-1 (Glucagon-like peptide-1)32 A A/EB)ZE, SGLT2 (Sodium-
glucose cotransporter-2)PERE 1Tz N Z b b O KB RARRIC BT, DImE
B, BRE~oFHAEEZRLTWD [56,7,8], ~7 A &xFW-HEiEifEicE
WCh, GLP-1 ZAMFEF L SGLT2 FHEH O LMEREE, BRE~OEL
N L7WIE IR K FHET % [9,10,11,12], BIREE{LDET L~ XA TH % ApoE
(Apolipoprotein E) X~ 7 A T GLP-1 ZAAFEIHE & SGLT2 FHEHR 2 h 2 uhs
BIIRE L IR A P B A 2 ET 2 2 L IR ENT v 325, WS D ffH I
TR BIRBEAC RS S B A M6 D AH AR R B 7 A ) = X LZREHH S

DT 78 > TR Uy,



[H1v]
SGLT2 [HEH & GLP-1 ZAMIEEN R O M AIFFH IC BT BAIRG & iR
U DI EBARBE LR ZE-C B R D R A 2 I 3 2 2> % fRIA 3 5 7201, BEIR
IG5 % FEIE L 72 ApoE RIBEMEIIE~ 7 2 % FvT, SGLT2 [HEH, GLP-1 %A
RAEEEE O MR G- & 72 [d WA D OF I G- % 17 KEIIR & BB o AH R
7Tl & . BHARREAL S B BEE B 5 ~ — 1 — DB T RO BT L
720

i 5 & k]

8 Al D HARFAE ApoE KABE MG IMSE~ v R IC niotineamide 120 mg/kg.
streptozotocin 100 mg/kg Z A H 2 BIAEREN G- L., 2 BBEIREEIEIE<S 7 v~
T AR 72, w7 RITIE 60% BN & o stk 2 5 2 CEE L, —
o=y ZIERIEEZFIEI b o/zay b u—A B (CTL #H e L7, IR
WERIES &7~ T A% MAERIC 4 B~ T, 8 AR ORI G 21T - 72,
Liraglutide B % 5- 8% (LIRA #f)i%. liraglutide (300 pg/kg) % HEEPIC 1 H 1 [
5.1 7=, Ipragliflozin H#% 5 (IPRA #f)IC 2 \» Tl ipragliflozin % 2 mg/ke/H
THRETE 2 X IR L 2Bl e L 72, miZEAIR 58 (COMBO #f)icD>
WA I RECAE TG L, WA E G L R T R B RIGERE
L LTz, o~ Y RAORE L HBEHE R HEIE Lz, ARG T 8 Hkic
HEIEN 7 F o B & iR (Intraperitoneal glucose tolerance test, IPGTT) % fT\ >, %
TR ~ OB 2 FHE L 72, FRRICEEFIKS 8 MMM T # 1 miaUek & R
AUREZ B L | fbT L 72, S8 G 8 SRR T #2 1 RBHR & BF s % fi i L. KB
Ik & BN D MR RN 2 T > 720 720 fH L 72 KBk & B2 & RNA filiH



2T, BINREECBEEIE H . BEPRP L B e B IH H O B fm T A Ofiftr 2. U

TE A L PCRIEZHCTITS 72,

CEED

1 H P48 EEE 13 CTL #. RIGERE. COMBO ff & B L T, LIRAECHE
IAR N L7ze F72. CTL B, RIGHEHE. LIRA BE& I L <. IPRA BECiEfE
DEBICHMU 7z, 17 HEsOMKRE T CTL B & UKL T, KRiGERE. LIRA B,
IPRA #. COMBO #f CHEITIK N L7z, 7z COMBO #f i IPRA #f & LLik L C
REISHREIET Lz, 9l 5 17 Hiso Mo EEZLEIT CTL B, KiGE
#f. IPRA #E & IHIKL C. LIRA FfCZENZNAEICKT L7, FERIC CTL B,
KIGEHRE, IPRA BE & KL T, COMBO B T2 2 1WA BICHRELRIZKT
L7z

17 i~ 7 2D IPGTT DA FIZ, CTL # & Lk U CRIBERIZ 0 43MH., 30 47
fiEi. 60 7. 120 43fE. AUC (Areaunder curve) CILFEHEAEEIC LA L 72, KiA
FERE & IR L . LIRA #f. IPRA B, COMBO #fiZ 30 73fili, 60 FrfiE. 120 43,
AUC TIFEEIHEEICIET L7z, TPRA fif& LIRA #EZIHIKT 2 & 120 SfET
LIRA B MGG =K T L7z, IPRA B & COMBO BEA LK 3 & . 60 4>
fli. 120 2> fi., AUC T COMBO H#£D IMUEE2H ZITE T L 72,

I AEE I 2> Tid, HDL-cho 25 Rin#HEHE & LB L T, IPRA #f & COMBO #¥#
TH§MN L. LDL/HDL kb SRIGHEHE & Hik L €, IPRA #f& COMBO #ECET L

7",.
Co



KB DA DGR & L <. KEIKIA D Oil red O Fetal5EHEE A&
IZ CTL #F 4.4£0.5%IC0F LT, RIGHRAE 13.4£0.8% & HREICH M L. COMBO #f
D ORO YOG HETREIA 13 6.0 £ 1.0% & RIBERH & KL THEREIEKT L 7=,

BINREEAL 1 Bt 9 2 AR TR DT AR 2 A TIOR I, RAEED A + A
¥ T® % TNF-0 |% CTL £f & i L CRIGFRF CHEICHM L 72, [/ U < RAEHE
YA LAV THSIL-1B &, % DIEHALICEI D 52 NLRP3 & CTL fif & Lk L <
FIBFERECHINER <TH v | LIRA . IPRA £, COMBO FECIE MHER TH - 7=
25, 5 RERNICHEAZIZRD b o 7z, HERO W BGMIiGRENICBES 2 MCP-1 1%
CTL #f & el L CRIBIERECHREICHIN L. RIGHERE L L L T COMBO #T
AEICKT L 72,

17 8GO ENE D HE FEEEARTIE VTN ORI I W T b BRI ISR
() 72 T LS AR BRIREELAR IR BISE C & 7 o 720 E 72 RERIRIRE. AR ERMAIRAE(L T
BT 5 HMIcAEREZEZRD 0o 7,

At P 1 M 1 B 3 2 AR T AL D TR IR 2 A TR 97, Bl ToR
FEICBEE S 2 IL-1p 13 RIAHERE & Lk L T, LIRA #f & COMBO #f CHEITK T
L 7z, [AERIC NLRP3 1% CTL & Uik L CRBEHE CHEBICHM L, RiBERH &
L < COMBO BECHEICME N L7z, BT D P LR E i BE 3 2
ICAM-1 [ZARIGHEHRE & Lt L . LIRA #£ & COMBO B CHEICMK T L 7z, LIRA
L IPRA BEA LIS 2 & IPRAFED I3 ) AERICHINL 72, Bl CofiE(bic
B3 % Collagendal 13 CTL #f & FLE L €, RIGHEHECHEICHM L, RIGHEHE
L IE# L T LIRA £, COMBO BECTHEICK T L7z, BlicoaL 27 r—1 4k

HICBEE# 3% ABCGI 1% IPRA #f & [L#E L € COMBO #ECHEICEINL 7=,



[#%]

SEOWFFE T, 9 Hiln e B2 o EH G 21T\, GLP-1 XAERIFHHE L
SGLT2 HEFR DR G X b | BINREE(LIERZ D g & . REIRD MCP-1 &
(L FB O UL % B9 72, MCP-1 (ZHERD N AR % Ei 3 2 BaE» H b |
BRIE L D R LB IC B R E 2 FFD [13], GLP-1 ZAMFE)HE S SGLT2 FHE K
DFEITL D MCP-1 DFRBIMET 32 2 L 2R L 2WED % [10, 14]. 5
[0l GLP-1 Z&EMAEEEE & SGLT2 HFEIEOHFHIREIC X v MCP-1 OFIUKT
RO T2 & h b, GLP-1 ZAMRIEENIHE & SGLT2 HEFE OS5 X HERD N
B AR 2 I 3 2 Al REME 2 R L 72, S [Bl D fiff9¢ Tl LIRA . COMBO #¥f
L IR FTERIZA%CH 225, COMBO # 0 ABIRIEL IR A 0 F &k
KE RO, DT Lh D GLP-1 ZAEMIEESE & SGLT2 FHEHE DL 51
& 2 BIRAEAL D et 3, Hil e MBERE T EIC X 2 & D721 T < BIlR~DIE
BRI ZRMINER 255 2 ATHEME 2 RB L 72, Bk IH 2 H 2 v~ 2Tl
SGLT2 FHEHIC X 2 HEoPEHIc X b RS UEL . REHMT 2 Ex 61T
W5 [15,16]c GLP-1 ZEMIFBIFE L JfH 3 % 2 & <, SGLT2 FHEHEIC X 2 &#k
JUAE & I L . COMBO HE CHRE RN % P © & 72 AIREME 2 R L 72, I IRE
I¥ COMBO #f C HDL-cho DE #5897, SGLT2 FHEH, GLP-1 ZAAIFBIHE
IC & % HDL-cho DEED . BIREE(LIEINA DUGE ICEH G L T 3 AlREtE 2 Rk
L7,

BB T DA AR O AE S & L SRIBERE© b R ERIRAIR IC 212 72 < .
Tl PR 1 BBV MUY 7 SR BRAR T L D R D 7 > o oo SRERISHRAME(L B [RIERICZ
EBZLh ol AiffFEO~Y 2 CRIMER FF X8 20NEZ{TbRd > 720

& PEPRIRFEAE 2> © FEBR) NI BRI AE R 2 U 72 s 2 A2 1 2 22 AL 28



HERpo72RNEE 2%, B TD IL-1B. NLRP3. Collagendal, ABCGl @
EART-FIIL GLP-1 ZAMEENSE & SGLT2 FHEHR O EG CdGE L7z, 2D
L O ICEREICHT 220 & LTI mRNA L~V TRAE, ML, TR
Wi~ — 71— GLP-1 ZAMIEHF L SGLT2 HEH OIS T L 72 ] fE
PEREL 72, SROIED limitation & L TLUAT D 3 O2XFET 5, 1 2HIZ
KB mRNA DA ST D BBBE O NG 0/ e RFEIT LN, 2
2 H i ipragliflozin % BHICIRA L, 24 FFEFGEE 9 % /776 Cld SGLT2 HEIHE O
HRICEHPEE, BRI Iclonhroz T, BTO B
LIt X 27 b VARBEINMASI & 722> > 72 ATBEME DS B - 72, 3 0 H X B % A EK

RRPRME 72 CHMR C LI TREICE T nwZ EBE T L5,

(it

BEPRIE % FEAE L 72 IEE R EE~ 7 R LT, B2 5 GLP-1 ZEMEIFE)3E
& SGLT2 HEFHE Z %53 5 Z & TEIIREE(LIERZ & B T D RE MRHEL.
FEAHBEE < — o — DB A UE L7z, GLP-1 ZAMREHH & SGLT2
PR D GG FEIIREEC IR A & B IC LT, AfAa2iR 2 b 726§
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