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¥E % 95 B 9% % (Diabetic Kidney Disease, DKD) £ & 3% K #1 H s % (End Stage Renal
Disease, ESRD) & £ %698 I » 4L 2 R & B IEFT EMGNHRA 0 B e @A
TEBATRRENAGHE - BER T FREERR BREGABRAF SR E MY
Mg R AREHNRRBERRERETARBYTE - ALK 5 BTS84 km ERm
Yo AFABmAON  HREESE IR - T KA H 2007 KDOQI # 2013 KDIGO Ej k45
1 BFay R EE A AR RSN RO RBEFHRILFTORE - TERAZ - B AT
06 R R T B T AN B i o R R e BT R R R AT YR -

RATEEA - MEFKRE /W% (Diabetic kidney disease, DKD)
FRHPE®#E (End stage renal disease, ESRD)
MBZEBRK (Microalbuminuria, MA)
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SGLT-2 #IHIE (Sodium-glucose cotransporter 2 inhibitors, SGLT-2 Inhibitors)
RAAS %] (Renin-angiotensin-aldosterone system inhibitors, RAAS Inhibitors)
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Rl

il

1F 2016 & [ & g & Bl Rt (USRDS) HY4E
Hyrh o G MG ESRD Y AR K (455 A H
BN/ ) SRR 1T R 3,219 A/ H B A1)
HoE R e e Ll 2 BRSO AR
18 i 22 B 1 2000-2012 4R A #E 2Tt BEOR
ESRD {5 15 2 £ R EUR AT R A 2B FHE L7t
HIBA o FERRIRTEE SN 7 » AR O R (R i 2
FIE R - 181 R (455 1% / £ ) B2 EHES
B— o & =RV 5 B2 B8R IR (256 {5 /
) BESIMRE (227 18/ 4F ) » IEE B EE
Jraiet HUE AR R MR - 1 = F e SR B AF 12
IRt EEER R SRR R EEHE K

AIEHE - EIEENTIR AR B LE (5T
B{EBEE ] ) 704 - AR 60 2 EIT - 1T
ZEVEE AT 2016 F2¢0 8 B A » #57H
iT 500 f& - FEARIEMEE R E RS S E RV EH
HX R RACE R A IE - RIBLEERGE RN
AHIAHRH R L B N B 2L - F 2014 £EF932
ESRD WS AR A RIS EI LU /i 8 5 5 -
— ~ FEFERIEVEIN 45-64 5% (14 38.6%)  2E
St EEE A - T BRRIRERERERIE (15
51.5%) ° [ATIL AR bR I 5 Jos B3 ) 22l Bl 95 PR B
ST BB B 2T -

TR
B 35 T B S 2 s 1R IR A B

e

WA TEE BAUL ¢ & d T ARRE PR 901 5% A R BRMEAAG AR R P o A
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x— : BEORNEREDE - KDOQI

NKF-KDOQI
Albuminuria categories EH MEERKR BEHEAR
AER, mg/24 hour <30 30-300 >300
ACR, mg/g <30 30-300 >300

NKF-KDOQI, National Kidney Foundation and Kidney Disease Outcomes Quality Initiative; AER, albumin excretion rate; ACR,

albumin-to-creatinine ratio.

K- BEBRPIEELREDSE : KDIGO

KDIGO

Albuminuria categories Al- TEH [ ESEEREN
AER, mg/24 hour <30
ACR, mg/g <30

A2- HHEERAN A3- E RN
30-300 >300
30-300 >300

KDIGO, Kidney Disease Improving Global Outcomes; AER, albumin excretion rate; ACR, albumin-to-creatinine ratio.

GO DIRERY EAL - HE BRIV BILL Urine
Albumin Excretion (UAE) A8 &1L, » BIES /A B
i 5% 22 41 #% (KDOQI & KDIGO) 5 # Albumin
Excretion Rate (AER) mg/24hour £ Albumin-
Creatinine Ratio (ACR) mg/g & H 2 & 73 ik =
fH - LA <30/30 ~ 300/>300mg K5 FUE - srfHZE
AR — » =23 EMTRAIE BN EERIR
FE SR REEREENAEAR - BOE
A RGIEAEHETT ~ BERTH R E I GES)
Jes B IR~ LR B L - P AMER 1E 3~6
A A=Akt - GRXE5EGN - T aE2
BrRs IR - BB EIREEALrE R Ko7
HHRIERER R CKD Ry —3 » R =2% -

7 HAER G ANE B RV B/ AR

HEEARE S BB BB RN B
2295 5 LU L - FEEERFE ML Urine Albumin Ex-
cretion (UAE) BYEfifs 5 28 —HUBEIRIE B E L2
i il 1% S AR D TR A UAE Bk - 1T X Tl g
HIH 43+ Pt R B8 PR 8 4 B D B
B —RIMENLEEEF Serum Creatinine (SCr) 208
HHER 7888 estimated Glomerular Filtration Rate
(eGFR)*

IR 2012 325 B i & kR M (USRDS) HY
Bk RN VBRI AIRE R IE B - 1
RFE 0 MR B AR Ee il mE I KA
> HEqli R GRS R - BRI
FERIR 2 N 3 L HE S BiA T &y LR — 2k -

x= ' 1Bt BRRDH

NKF-KDOQI KDIGO
ol ERERIEESR i ERERIEER
1 >90 1 >90
2 60-89 2 60-89
3 30-59 3a 45-59
4 15-29 3b 40-44
5 <15 4 15-29
5 <15

NKF-KDOQI, National Kidney Foundation and Kidney
Disease Outcomes Quality Initiative; KDIGO, Kidney
Disease Improving Global Outcomes.

JE I BB AR A - TE R SR BE BRI ~ 53Uk
FIEEHD - 2% Rt BaE—&7F - DUHGRETE
B W RS TR AR AT H9I6#E ° - HAlER
Py i FERY I/ IRF B 2 B 2 IR (B (UACR
> 300mg/g) H & ZhikeE L2 CKD stage 3b XL |
( BHERERIEIER < 45mL/min/1.73m?) » BIW]5 &
OB R B R A B A ° -

SR R
— BA®

AR PR IS B e B B — A LR I IR Y
EUARSLBHAG - Forb SCLUER — RO PR Y 3 e fr
Fo MR IR SIS - FUEl— o7 - AUIE R
HIEE ARG - R MR EFFRITSDL - TSR
TR B R ER T RE B Al A LML - LRRFIe AR
FEfe bt (Risk) FIREEL - MR LR > BIEH &
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T2DM CV RISK
TIDM — BP —— — CVRISK —
0 2 5 11-23  13-25 18-30
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PZHfEss ThEEHE MBEaR BINEEEL HE - BE
ERE BEZEAR WIET
fEbERA 4_-’ BEH| -y | RIGHT
PR FTRERRERE ZE'%EEEEEEO
ROA : WBE EﬁﬂﬂﬂjiﬁﬂﬂﬁTE ASEGTH - SRR DER IR BUERSE — RUBRBA EZEEE I

MEERERE °® o

HIRPIAREL - FORERIRE 2 - i A
EIFEFI (Injury) HYRS B - 72 kel FI65 &
M fre B iy J@?)ﬁmfﬁf}\lﬁtﬂﬂ)ﬁﬁﬁ"
— A PRI © S IRASERY - JH A
HEATEE ~ BH ~ BRI - =R
(Failure) FFE B > 2 97 ) 3 JE& S A~ i RIS o

— B PR LSS — AUBE PRI Y F AR S 1 A T
R R L — o B RUBY S R ] LR - 1T
5 RIS BTIRR IR A ] BE R 7 S B AR — {18
BEEL 5 — ~ BB — BRI P J B e B DI RE
Bz BA e LT - AT LU A Z RENE R A
ESRD ; My 58 AU L [P SRS A E RS T R sk
PEE T FTLUR AR 2 R A ESRD Ff Bt
RLGIIE BIRTISE L ©

- ¥EPR TR B R E RV =FEES © The Risk -Injury-

Failure Model
(—) &k A
G 2 T B PRI I A e 2% A2 B PRI

Bt - B —RUBEIRIEIIIR AR 25-35% A
B PR I B8 - R — ”EWJIO 20% > ERtE
NHAULNERFEE L ERR AT (R LRI
Je R Al b l?é}ﬂzmk*ﬁ ] iR ) B
A E[ OB - R R SUEB I RS - MR
G~ RGO EE N ERRE  nldrE
RIS IRE  SMmEE ~ BERE ~ fhfs ~ SR
WHiE - BYNRE - MRS FFMRAE 2
FLKPY 7 - MER LY TS fEkR T o H

=0 : BERABRENCREES
AFE
S
PERT (551
R (B~ Bz A~ PREEA S~ BEES - AP
R )

e
BRFRAER (DKD) 5155k
SE A B
SRS
LR
g
L
S
PSR
R
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e
FEE
BB

J7§% (Diabetic Kidney Disease, DKD)

g T L LA R+ 4 B U B
I -

(D) EEH - R

P2 PR HE R gl £ G T A B A 2 Ml
= Frbl— AR e i 3 & H K (Microalbumin-
uria, MA) 75 Ry B PR 978 B s B Y B B HE AT - MA
LA ZE I RAE DU EL © MA I
IME PR ISR B R G SR 1SRRI BT 5 MA
REE IRV R SR - B — R A
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FHAREE ; MA HBUE AR RE E AR
(overt proteinuria) HY 3 ELTEHEIEL fEfs Al 1~ - Hi%
e R HE PR M TH 5 B Th e LR S &
BEER - BB D RE AL B — E AR R R L A
SRR - DEE B FTRE R T -

= BEEREBEETEKE

Wi IR BR S RR A B N B EAEE S
BRESAR « IEAE AR > B E AR > B UhE
B > B o A0EE P E— R i
FEAYEITIE - WEBE LAt R E Ry
BT RS O A RARSEE T - 1998 £
UKPDS study iE§E 15 FEAVFTRZEH » 75 30%
B IIRE R IR A H EE 60% R4 BT
IR R 7 » ST 2012 £ DEMAND study
g 6072 W AT FEEG 17% SOFETIREREH
HRAERZEFEAR ® - DL RS SR
F 3 IR BB Dy RE 52 IR A A I AL R R
(Linear progression) » 1 [ 25 1 bR Fy —{E Bh 7
#Y%#(t, (Dynamic condition) LIS FEAEE - ;5
BH TR PR B B R ER R R B L ARG TR B i 28
=3

» HEPOR B R ERIRZEN

TERS BB BRI B SRl - DA ZEHRRR Ho At mT
REMYE BB - 55 .2 - DKD 2Bk E 1L
IRERHEAN = KEFE T - o3RRS SE R

NG - BIEERBURFIEE 0 - (—) R kiR
KEBIREE IR E #2ET - BEEAKREL
HUSRES « 2 thailg ? IR B LrE RS « 2R
o018 7 B PRIE RESR AR+ 2/ MR AR BOR R
45 » K | DKD BN Ew AE 8E IR AY
e hnE 2 B oiseny E LA TEEsk, /Y 0 B
R IR K +H4F > DKD i & thig s - ()
BB A DL TR R E i, R
B - iR AR 5 — MU TR S LK
h FES T AIAEAE - AN AEEK - 1%
18 FERE T EBE LRI B A Y RS B A 2R AR
WINEERTZ - Fr s Em E (=) BEEmd
HIEHEY © RIS HT » F5 IR 3 A B RBCs,
WBCs, or Casts » HI| 3% 50 S 2 A B ik 2 o5 i
E A2 - SRR AR - Bl e - RIRIKR
SIMTRIAE IR TR I BLEE 2% T IRILAY 5 B PR B
L - B Y RV SITEUE LR - R
F 10,

A KRB RERBUREE - BB 1TE

712 (Metabolic & Hemodynamic) &%

i PR T i B3 Y SO R L B A R
WA ik o R A QR BRI AT B SR R - B
=2 AR R AR R - A2 I
HESLH - BB SR AR FENY ROS (Reactive
Oxygen Species) ¥4 » [ 1t Glucose Depen-
dent Pathways * E{E Tl growth factors, proin-

7]
AN FHARE REERS. BERe

& mi |
EECE Mesangial 54, B #IREE (L, /) v&/BRIE @R, 8¢ |
EEEEL EAZAR |
GFR : & & & R A |
[EmE |
| DMELERE B T |
| EXWAR A O B |

=3 2 s 10 20 30

B : BERREWEE ML HFIE

A

RBERAERMFLBMIKERB LEE —RIIREL(L  AFRBRMBEBR - RItEFSMEREZHIR ;

SMEHERNERERKOMERFHRDL : EVEORCBSERENECRZE -
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& : WHERHIERAERE (DKD) B E M E R R

(Non-DKD)
WRPRAF 1 FAt B R H PRI B T
HHREL P 1%
BohmEE s TE1%
FEPRIRTERRIRG R /MR LR PN pGE

Active sediment

PRIR ST HT (IR ~ IR ~ casts) Bland sediment
AN A fie =

flammatory cytokines, and oxidative stress * FzA%
ECERRBRAYR L ~ ML - REEHIRVE
e MATE R EEN EMALE &I - B
AR S TLER (Systemic Hypertension) 52 Bk
ERAIHYTEIILEE (Intraglomerular Hypertension) © it
BB RRER N S MBS A = 12 0 —  va-
soconstrictors HJ¥EfI1 » 41 Angiotensin Il & Endo-
thelin-1 - fif HHBR/NEIAR G © —  vasodilators
(84N » 411 NO, ANP, kinins, and COX - ff Ak
/NE AR % 5% 5 = ~ Tubuloglomerular Feedback
(TGF) » 2B/ IVETIE BRI A AR -
ey bt =R E FHATAS S - B2 ABR/

RS KRR + TS NRRE

B IR R AT H RN RIS - 1 T R R ALY
FEJ7 BTt o AR 5 — EES TR A
o ERIkZEE R H R M TE 58 - i
B RRERHI S

E BIRY/E & SRR

El BiTkE PRI B e B 0 Ta R SR IS L 2 R
A B P (R B IMAT B I 2R R ) #E1TFH
B - IS =8B EEREA 2 : — ~ ZHHENA
(Multifactorial Intervention) ; — ~ Il F#EH] ;
= ~ IR -

— ~ ZFAEIT A (Multifactorial Intervention)

U8 B2 iy (Bariatric Surgery) E#I3 58 Ry ¥f
BRI B AR A B DRE TR A B 1 -
FEEABRENFRE —EWREZ W - &
FI5EE MDRD Study' » {HZESEH BRI
BRI R H e dGE B iae v gk - FrCLE A
R AR ANERFTF R E - 2014 F£1Y
Look AHEAD Study =258 — AUk#E R HAE
FERY TGRS » R I3 EE B R R PR — DR A AT
MBI ET - THERE N AR H 28

FREFEHE A B-cell i s
(PR | | awwmnm p—
— J B 443K
ERmER SRS
BIESS T -HERMEBULLE @ Angll, ET-1
ROS i -ABRIEEE © ANP, NO, kinins, COX

4 AGE formation

Glucose-dependent
pathways

ERETF
TGF, VEGF
Proinflammatory
cytokines
IL-1, IL-6, TNF
BN

/—
B#IkmEE(t
-BHIREREIEE
-Mesangial 84
-Mesangial cell 14

-EARR R

-Macula densa signals

B= : RERRBREIEURE o
AGE, advanced glycation end products; Ang Il, angiotensin-2; ANP, atrial natriuretic peptide; COX, cyclooxygenase;
ET-1, endothelin-1; IL, interleukin; NO, nitric oxide; ROS, reactive oxygen species; TGF, transforming growth factor; TNF,
tumor necrosis factor; VEGF, vascular endothelial growth factor.
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N L 8 M B s AR R R T 319%7 -

IMAE PRI IR 43 » 2011 £ FIELD Study
i - {5 ] Fenofibrate #2 il =& H W AE A R 4H fit
e E H RSB e B LA TE Y |
4FEHY SHARP Study » iR Statin 7% G BH#MIK
EEIRERTHER - AV KHIBHE 70 M iR
JRBgx -+ e DA Rl IS #2 1 W R i B BB i
A& LAEEEER 18 o MR e A AR AT 5E
EEHCIITER - AR AR ° .

2008 41y STENO-2 Trial fEILF# (HbAlc <
6.5%)  IfLEE (SBP < 130mmHg, DBP < 80mmHg) *
IMLAE (Cholesterol < 175mg/dL, TG < 150mg/dL)
[RIRF PRI A e B H AR A - B 13 4%
B T DARERE B D RRA AL 19 -

— ~ IMAEE
T BUm BRI A EERH g R A IR P2 D RE
TERR DI 19 AL+ IS AR S 22 i LA 2 25 RE Ky
o5 A R S K I B 2 B b Pl MRS Y B8
155 — BURE PRIA B YR i 2 B ey - BlE
BRSO HERI RER SR AU R R T RE TR R 2021 > {HI2
REMEHE RS AR A B Be 7 7EE % 1998 4
#J UKPDS %] 2008 4 #) ADVANCE/ACCORD
Study * £ 2 Z % 2009 £ VADT Study A]
25 W AR P MRS R MERECIGE B TR » BAEAE
% B ThRE ALY BB o> Al 2 8+ 20 A — By A
82225 o = K Hff 5% tff (ADVANCE/ACCORD/
VADT) A& P2l B R 1 6 AR A i ren B AR LR
JRBSRIZELSR 2027 o (R - Bt R BERILT bR
A 55— AUE PR 7S B 9 288 E TSI S IRy S S
Ff o HETRAEEI MR IR R R -
EREEYIRIER 3 v REBEIRYA SGLT-2 in-
hibitors (Empagliflozin, Canagliflozin); DPP-4 in-
hibitor (Linagliptin); GLP-1 agonist (Liraglutide) °
SGLT-2 inhibitors FYREIEUZER 1 54 1) & FE1E IR
VEHEE ST » 0 AR NGl Tk SS9 NI ] Py 588 B
/NEIRSE AR - T R RRER YRR T - H T
PR E Empagliflozin #1 Canagliflozin
2016 4F- EMPA-REG OUTCOME Trial 17 & ik
TER AT 72 E 8142 2] Empagliflozin REJK A B
gy 24 B AL (P<0.01) - tABEASAM S H

% B I TET (P<0.01)?® - ¢ 2017 4F Canagli-
flozin £ CANVAS & CANVAS-R Study 5 5
ATHL » SPEELMVE TR AIRE RS A » Cana-
gliflozin BESRAEIR AL AE R B th RE T 1F B gy
FEEAL - (B 2 Al Er i ek Jaks 290 - DPP-4
inhibitors H1 /1 Linagliptin & £ RAAS inhibitors
FIRE AT FE AT AR A S IR+ T 52 L E (kS
SRR M 217 I LA B 1T R i A SR B B 2 3
ifi [l FE AE Y Sitagliptin £ A R IF 7% o B B bk
HE e 1B SE )5 A B D RE TH AR I M Y B 52
32 o F%%% » GLP-1 agonist : Liraglutide 7€ 2016 4£
(7 LEADER Trial H7A #42 K RERE K BHm 210 3
43R (P=0.003)* -

=~ MmEREH]

FBALIZR - PR R 7 E AT
BAYERET St B AR B AR (Target BP) /Y
WE  REHEZETEZ DR A &I 2
2000 4 AJKD F — f £ 5 [fILJBE #22 i) ¥ & Th e
TE s BN SRR E] - AR 09 I RR
KT R B T RE R AL+ 25 A I RR (8 e fry 2
il £ 140/90mmHg DL R » #: % 130/85mmHg LA
T+ BIAEHEZE 1Y 3% GFR (ml/min/year) i &
{34 - 2010 5 JAMA Y INVEST Study 5 H
B 11 JBR 9% %8 115-120mmHg LL R EE A J-curve HY
B o ST R AN B R A I JRR I T e B All-
Cause Mortality®® - FHEL BRI AT > RAZ RIS
IMERZE A& HE = CV B CKD JEE - {E B B
R R HE I IR H S CKD THIR R BB » Bd
B4 All-Cause Mortality = HRiTEIES &2 i LI
DKD Ji5 A By H AR MLER S 5E 7F 130/80 mmHg * &
IR] Ry 148 38 2 RS2 45 0TS 8 Mg R v D S R A
SEAE 53 LR 3037 o AL - FTEEAY AR AR R AE
1 » BRI RR Y 3% 8 I AR e A AR A B9 995 R
PR -

PETHIIM R AT 2E %) 15 32 /2 RAAS inhibitors
EHERE R/ NE AR GR - T AR B R ER Y
FEJT > ANERERE K IR S v DU A E H K -
{# F§ RAAS inhibitors & * GFR #Y N & 2 T iE
ACEI/ARB 25 SR E TIEE 3438 « — 1)
National Kidney Foundation i ¥ 55 H » —BH
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76 GFR TR Z RYJRAH (EHZREEH A ) -
BHE 1-6 TR EIIRERIT - A EE B )
REFEA AL R B AR A 85 3% o (L 7ERR R {5 FHIRF
A RETRE R ¢+ 1) & B ARG ER <45 mL/
min/1.73m? JEFRBE L LA & 5 2) BRI —ERN
JR R ETAL B MR ER R IR R B M SR 5 3) #5 2-3
il B R UBEET Y THIE <30% » BB REREIE =R
iR <20% HEATRE » AERTEE ; 4) 18
B R ~ B BRI ZE B0 B iE R IR A TR 5
AN

B8 RIS R AAE M A R B PR IRE AN
G E IR 8 H ACEI SR FHBA 2 H IR
HE4E s —HEMAEDR - AMEEREEINI
R 2255 Ff RAAS inhibitors 755 » 55— 80U ER
A BB TE S ACEL » T 58 AUHE R 5 F)
ACEI/ARB %571 % o

B 4R RAAS inhibitors i8 J# i - 12 75 7]
Wi & & B F (ACEI+ARB) D115 2 56 -/ 78
#% ? 2008 %2 ONTARGET Study i 2013 £ VA
NEPHRON-D Study #B#& i ACEI+ARB X fi &
EEUIREE - 1B HKG YL 25 R I TE
B R  FrLLE DB G - NMER A PR
HE B &~ BB - RS 04 - Hhan
i RAAS inhibitor 19 37 - BFEHIHI#] (Renin
inhibitor) : Aliskiren & fif ACEI/ARB g ? 2008
. AVOID Study #H/R & — il FHREd 3% &
F1FR 42 » {H7E Lancet 2016 4F 5 A HIf5AY ALTI-
TUDE Study #BL& AR S B i 2 B Bhim
HEEZ2EE - PToethR e RRE 2 - Al
EEHIEIE I ACEIARB - [RIEER RS ~ 35
BAE - AR - FAEK RAAS inhibi-
tor i) N ifi7 » Spironolactone & ACEI/ARB g ?
CJASN 2009 J— s meta-analysis 152115 i
M A O R S E AR (HE BRI
I E#R U WAL - Tl
[ERE R ~ R - NEERREE - EA D
|+ » AT%(1 Double-RAAS Blockade 174 15 155
fEHIRCR - HRTEANEZEIR -

BT AR R
I BT 010 34 98 S S S 1 89 00 b

(B b AT R - RLEE S LR ~ S IR ~ O
i LG < T B 87 96 5 o R HI 2 8 B R RN
oy AT P B 120 RS 3 R 3R 1K (Inflamma-
tion Pathway) ~ E & [KI+Hy 4 i (Production of
Growth Factors) ~ FI#EAfE L& 1K (Fibrosis) 5 o
LUR/ BT A Phase 11 trial fyE8) 10 -

— ~ Endothelin-1 Receptor A Antagonist:

Atrasentan

Endothelin-1 G R 5& 1 M WCHETERT » &
o PR B/ INB AR A (o B R BRI g A 5
2RI - ERE MR B JT BRI o BEAh
Endothelin-1 fE# &R ISR —ER AT -
L Endothelin-1 Receptor A FY 507 Atrasentan
AE 2 40 ) B R BR A% K - PV B R ER A MM
Bk R e 5 - B 2014 4 JASN Phase
I trial 7] %0 Atrasentan fll_F % K %] & 1) RAAS
inhibitor 7] DARIFRFOCE 28 (1 PRANIMEE *° - HRTIE
TEHETTHY SONAR Study - [F] 5 /& Atrasentan Il
KT ERY RAAS inhibitor » HI5E 25 B A BRIy
RETHRAVERSZ © -

— ~ Non-steroidal Mineralocorticoid Receptor

Antagonist: Finerenon

MR receptor antagonist {8 A FFE Il A1H:
REHEE AR - HERIRITER 2R H
FEAZ BRI FEE A - Finerenon ER{ELHE
) MR receptor antagonist f A7 BIAE A fs
=+ FIEEEFERI RS E TG B Spironolactone £H
IR IRIARTERA Eplerenone FEREEN: - HAE
LT - AR S B R AR I
JAMA 2015 ARTS-DN Study fi&H! Finerenon Jiil |
RAAS inhibitor BEJk A FE FIPR 47 » 17 HRTHES T
1 NCT02545049 Study » 23t %} Finerenon 1Y
L R U RE TR MO — P iR 0 -

= * Phosphodiesterase inhibitor: Pentoxifylline

Pentoxifylline & i 32Y) i 5 52 IR (e R
MTEER - PRI B E & H T 288 S RTII Rl i
{EHIER - 2008 £F 5 KK 7K 5E 24K Pentox-
ifylline I - ARB » & B GE i 3% 5 H PR 1T % Ik
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FE R FEFAE AIKD®L o [F4E AJKD —F% me-
ta-analysis 1515 H! Pentoxifylline AEC 4 H IR
wham o HILR TR RE R - 2FEETR
AL 4 - HAT3#EI TR NCT01377285 Study °

HI] 32 B 8 55 Pentoxifylline ¥ & ShETH 4 1Y 52
985 10

» TGF- B Inhibitors: Pirfenidone

TGF- B 15 A HE AH &% 48 M b 53 1% i 3
FHRERENAS  HREIFFRENVER
KT #HEEOAERETHIE] - FE 0 2E 5% B
FRER B ME L AE T E B UIRE - HATHEITHRY
NCT02689778 Study B[l&}#$3E il Gt » 17
RFER 42 Pirfenidone ¥4 1 JR B B D RETHER 1 52

95 10

4 ~ 5-Hydroxytryptamine 2aR Antagonist: Sar-

pogrelate

5-Hydroxytryptamine & 5t & A 32 T 24401
[ 5-HT, Serotonin ° Serotonin FH3ZEE YL/ MK
BRI BR T 2 EHEAYMAS BRI E SN - ik
BLRTE #RER Y mesangial cell B4 Bl g1 B
FHRBH o 5-HT HIRZ 8% » {¢ 5-HT1 | 5-HT7
Hrp 5-HT2a Ed mesangial cell AFHBAMER A -
Sarpogrelate & % —JA 5-HT2aR By $E HLH » 10
PRET H ¥R B DU RE TH % 52 219 NCT01869881
Study + EfA 2014 4G - HESIFEHRE TR
%‘% 10 °

Br T L3t L3 A Phase 111 trial FYZE94) -
T2 EREMT TR R R A% 5% - Ty DKD Y
1B R R AT RENE - EEANELF 2017 Nat Rev
Nephrol Bt 5 X F 2 2| g RV BEE R B K
(Lectin Pathway) 7F DKD A% 2537 A4 i s, 153 3
FHERAE . H BB G EEEESE (Mannose-
Binding-Lectin, MBL) &2 #%iii b A 2K FEiHl DKD
SR/t

*
i PR 2 A B0 T 2 3 L

JRIA - Rt AR AR BT & HE - LR
B (P2 T B P R B TR R B B PR A

S BURSEA RO T8 - o R AR BT
g R EE - A 2 & AT S LS - 1
77 B J B0 53 UL SR A 1 v L IBR A B R B A
= R - H R I6 M SRS 1E 2 =& R PR HE
REURHEE - IR =K AERE: — %75
HTA - ELAEUREE ~ AR ~ MHE 6 S
FA 5 T RS Y IURE A - (BAE BS T AUBE IR
o5 A 7 /N AR RS Y R B - AR EE R
SGLT-2 inhibitors (Empagliflozin, Canagliflozin) »
DPP-4 inhibitor(Linagliptin) ~ GLP-1 agonist
(Liraglutide) ; = ~ IMEEFEEH] » (REFEHE AARDL
¢ E HAZIMEE - RAAS inhibitors By 382584
Double-RAAS Blockade # 55 [H [#7 1% 5 & £% 5
R HETAEEERH - s SRR EE
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Diagnosis and Management of Diabetic Kidney
Disease (DKD)

I-Ning Yang, Jui-Yi Chen, Hsien-Yi Wang, and Kuo-Chen Cheng

Department of Internal Medicine, Chi Mei Medical Center

Diabetic kidney disease (DKD), the major cause of end stage renal disease (ESRD), has substantial individual
and socioeconomic consequences worldwide. In the past couple of decades, there have been notable developments
in the field of DKD. Hence, the goal of this article is to summarize recent updates and provide a comprehensive review
on the diagnosis and management of DKD. Sections described include the current epidemiology and medicare
burden of DKD in Taiwan, natural history of DKD: from risk to failure, clinical definition and detection of DKD based
on 2007 NKF-KDOQI and 2013 KDIGO guidelines, adequate screening and referral time, evolving presentation of
DKD: in a more heterogeneous manner, contemporary proven therapies involving non-pharmacological interventions
and new insights of glycemic/blood pressure control, and potential future treatments studies in phase 3 clinical
trials such as endothelin-1 receptor A antagonists (Atrasentan), non-steroidal mineralocorticoid receptor antagonists
(Finerenone), TGF-B inhibitors (Pirfenidone), phosphodiesterase inhibitors (Pentoxiphylline), and 5-HT 2a receptor
antagonists (Sarpogrelate). It is expected that the article will help non-nephrology health care practitioners to
diagnose and manage patients with DKD. (J Intern Med Taiwan 2018; 29: 240-249)





