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L BHRRTHES

2. kA LR T R ok
BREE LI

3. PR bE R A E L

BN B IRERTGE

DIMEARSE R AR BLINE BT - (2

At saxagliptin < 338 i K] 0o i 5%
ST A RE Y JE g
RITER HEde ~ SEE - WL ~ MR-

aE B 2 ~ R E (K
&~ FS - M RS K
&~ S A -

1. Liraglutide ANgE 5555
& (HEEEEE
2. NEEEEAH F Exenatide

1. BHEIRTEEN

2. WA EALRE I TRk
BREE(LRY B84

3. TR LR B e

4. Yk B (autophagy)

HtBA R LIME RS
Az J B 9 56 2 AU PR R
% > BEH liraglutide LEEE {5
2R A AR OIS
FOFRERRIECR -

0 ~ W - 5 5 9 i 1
A - B B T
b (8) -

Rtk F§ Empagliflozin J%
Dapagliflozin

L BHRIRT HES

2. Pk LIRS T R R RER
LA EE AR

3. PR NE R T A E L

4. R R R AR L

5. [BE{EC IS S MLIA AR RSCR
DB A PR T A

SR TREAESE SR ~ LM
BT ~ DB R LR
SRR R -

R I B2 ~ B pyREE AL - R
Bl ~ RIS BERERCGS © WIRE
J&G ~ BAlgrha BT o




BTN e o B SLE TR B R R 253

R+ KT T 1 0 R 05 3R 9 S R A Bl 452 LML Y B
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A BRI IE - TEEE R >0
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(natriuresis) » [A]Jth w] DLAS 73 i FE GLP-1 52 #3
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AR R R RiT 2 AR (pro-inflammatory
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[K]-T- -1 (intercellular adhesion molecule-1 - {75
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LIHD A Ry i DRSPS 208y HMC B4R - ]
FEIE M FFRRE LA R K+ -B, (Transforming
growth factors » EfE TGF-By) LK f& i H ik £E
£ [KlT (connective tissue growth factors) » [A] [t
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fEHE T GLP-1 BBy mT LAE Ry BUAEAE (L.ZEYIRY
B0 ARG b R M AR AR b R R
BN e S GLP-1 52 8 S H 1T 375 LA e
I (autophagy) 19 %% 4= » 1y {8 FH GLP-1 25l
liraglutide m] {538 SEHRMLEI1E » Kl liraglutide #%
PR B R B T

B A RS EER T+ 55 2 BUBE R K B E
B EETIREAN =R IREE & » B —F & GLP-1
¥E{PIY) liraglutide SEY5E) )7 B F0RS RS AHE 4
WY 0 R el U TR — 2 ALY TE
T "2 o i HA] DUBESS R R Ab I 132 (P = 0.04)
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0.001) AL EE I R BH R AL (P = 0.02)"% ;
e Ah - A G o G B (B0 ) SR (— )
liraglutide & EA M PIGE =@ IR RERY R »
AT IR E T AIHEER (P = 0.02) DLAIR
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Effect and Action in Diabetes: Evaluation of
Cardiovascular Outcome Results) S Esft SEFEN »
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GLP-1 82 HAGEHEY) » BB M AH -
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255 (H 20 FHAE B A B B E S 2 (Cer <
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Lo~ M55 15 B E B E & L = KA
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glucose transporter 2 (SGLT?2) inhibitors)
TR AFEE g K 8 160 2 180 v fj %
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i 302 208 R P OB AL L Vg 2 KO 3 > T £z
JA T i /N RIS 26 2 2 8% - 4 7 B EUE R 1
(SGLT?2) 72 & B B g MU P Uk S Y 2 RS AR -
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Diabetic kidney disease (DKD) is one of major causes of mortality in patients with diabetes mellitus and is also
the leading cause of end-stage renal disease in the world. DKD is a clinical syndrome, characterized by persistent
albuminuria (daily urine protein loss >300 minigram), declined glomerular filtration rate, arterial pressure elevation,
increase cardiovascular events and mortality rate. In Taiwan, the major group of incidental dialysis is patients with
diabetes mellitus. The number of receiving dialysis patients with diabetes mellitus is still increasing up to date. Besides,
patients with diabetes and receiving dialysis have higher mortality than those without diabetes. Risk factors of DKD
include ethics, sex, albuminuria, hyperglycemia, hypertension, dyslipidemia, hypercholesterolemia, smoking, gene
susceptibility, etc. More recent researches have proved that adequate blood sugar control prevents from occurrence
of complications and relieve progression of DKD. Although there are many kinds of blood glucose-lowering drugs
in the past decades, the number of people achieving goals of blood sugar control is still limited. Moreover, the side
effects of these drugs, such as hypoglycemia and weight gain restrict the blood glucose control. Hence, novel blood
glucose-lowering drugs and options were developed in recent years for prevention of progressive nephropathy. This
article emphasizes on benefits and limitations of incretin-based therapies and sodium-glucose transporter 2 inhibitors
by reviewing current animal, laboratory and human researches. (J Intern Med Taiwan 2016; 27: 248-260)



