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Btk AT S ppcE TE TSl B G T AR S dha g R4 v (vasomotor center) 7 &
A sldefpie s FF e ARELED Y Lkt Ao PRE SHEL iﬁﬁﬂf&
gl A e ;fp Ao & A L E gk PERR & 7 '3"& e 41.1% ~ I IAGE =
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Ay EPepliged cnT o € MR 2 X %Y R¥HE R B ipa? % (neutral zone)
RFARBMPLDEDL 2L FES zw%‘ L& F M F A L v Jeard] A (selective
serotonin reuptake inhibitors, SSRI) ~ s iF% ~ & ¥ 1 Ak £ fedrdlH
('serotonin-norepinephrine reuptake inhibitors, SNRI) P R4 Zalpha-2 (T mE (- )
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BRE I A chE R4 > 4 paroxetine (Brisdelle® ) » 3+ 2013 # 6 7 28 p {78 1% 4 4
WPl 2@ Fiokt £ wp o ad B AP a0t g o 45% tamoxifen 75 R gt
BbE o FREEY AEE AL TFE 5 L tamoxifen s fack o T A ERE Y o
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Br(p&t) i d T priE A E R i
Paroxetine( Seroxat CR ® )125mg % % — = » — % 7.5mg v i ~ sk ~ %5 7 i
Clonidine ( Catapres® ) 75ug % % pk7 0.1mg AN 1 N N

Gabapentin ( Neurontin® ) 300mg # =% 2~3 = & =t 300 mg v;;f_ﬁ: . ”* it RN A 1
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- ~ Paroxetine 3 »xt

2016 # £ R$ 41 - pnlwhpeas 450 1 &b g paroxetine ticd { £ B4
~¢ 3 E R E SR (vasomotor symptoms, VMS) £ sl gr 2 e A R AR L B B
638 2014 & 6 * 7 p 14w NS TRE ;‘4%556}/55 ToEF 1571 L { EH A4 ( L5 539
ﬁ’%@ZFN%)’ﬂQ%ﬁﬁﬁ ¥ 4~12 ¥ VMS % 2 4 & chT 307 M fic e fié * Al
BI040 A B A IR FT Y i€ * paroxetine 7.5 mg/day~ - #E#7 3 i€ * paroxetine hydrochloride 10
mg/day ~ — 3B #* 7 i€ * paroxetine 20 mg/day ~ = 3 #7 3 i€ * paroxetine controlled-release
formulation 12.5~25 mg/day - # 3 % % &1 » &2 & e4pt > &% w FPF > paroxetine e
4 VMSHE 5 g ¥ *5 (=& ¥ -T 5% L B 5 -8.86;95% confidence interval [CI]:—12.04 ~—5.69 ;
P<0.00001; 1°=83%) I &% L = k¥ > 22 @A e 4n 0t > paroxetine &% 2 VMS 4 =
s RAEFFMR (FxTi58kL B 5-7.36;95%CI:—-10.46 ~—4.25; P<0.00001; 12=62%) -
BERF Ao T RBAUNEHRE LR it BXRFH e > A% v ¥ 2 % L - 3% paroxetine
T EMVMSHES D A F PEDREF LR G S RS R A @ * paroxetine
7.5 mg/day (FDA ¥+ #|& ) > 1% A e AP MR m’%ﬁ:b% kg ooowmizErkiEg oHE 2
A AL B b ok A 2MIMA R F AT BERHYFEL T AR 7 FEES
ﬁﬁ‘ﬁf‘ﬁ%%@% AR CHMEH A T R P PERBRRITERF c BX
A Fp L o paroxetine F ‘Eé% AR R c ARNATRFHEFALR AR IosE R Db %
RUIE- ARy & I % 245 2 (95% Cl : 1.29~4.66 ; P =0.006 ; IZ—O%)$r244 2 (95% Cl :
LM%&LPzMBJ-n%)i;ﬁpzaﬁﬁﬁmﬁﬁ%w’ﬁéaﬁpz¢%&ﬁ
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Tiogg£ § 1214 95%Cl:-557~1.29]) - &2 %24 (black cohosh) %4 » & =
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2020 # KDIGO ﬁ%ﬁ;}ﬁi £ # CKD .&‘F‘f?’%ﬁl‘ RN E

B 2 E2FF R R R ER

R

T - EARACP T2 73 R R TR TRT IR R Yoo
R 22017 & £ ST R4 7= EL B SHZ F 2 - 0 GIATE 6 F 0 W F LR
B R B RERTEITR A LD B R g AR & 454 - EFEAT S
fo BobE A B 4T & K ’liﬁﬁ??%‘%ﬁzéi AR 768 AL E 5 646 98
7 g 4,5*%@%@}%5 2 BT Al o HAREFRE S INE ﬁ Fop 0o
hofe 2 F R BREKT riaafﬁp‘,&m o~ frrs MR B A% FEARRAL -

2002 = % W R 5 %A £ ¢ (The National Kidney Foundation, NKF) & 3% 41 ¥ %A I
ey F % & E k4 & (The Kidney Disease Out-comes Quality Initiative, KDOQI ) - 2012 #
NKF & d 23k TP F F & pote s PT5R0F 4 23k & 2% (The Kidney Disease
Improving Global Outcomes, KDIGO ) » % 4 7 #Tefio B dp 51 —KDIGO 45 51 © 2020 & 5 = 4c »
P TR I (chronic kidney disease, CKD ) & # ﬁg:fjl.}ﬁa ,&i‘m%—;&,p)ﬁ:#ﬂ sl Tl E % 1
A4 Feps (type 1diabetes, TID) % % 2 3)4% /s (type 2 diabetes, T2D) » & 12 § B H s
2o ST E R - LATI R B S H R 0 4] LT Paf»ﬁﬂl%ﬁ]«fgaa ? kB A
B CKD & chip e 5 Spot 2 he e F A RARM g sl % > @ 20 HIBE ~ S BT
ﬂ*ﬁl‘4‘”V CEREEFRE

Bo i & 54771 2020 & KDIGO i fdp sl ® o #EFjs & @ CKD 2 i inf i p 5
iﬁi&%ﬁﬁ&ﬁﬁﬁac

Y TS TS

THEIAHMERNFF 2 - > venF iy A2 R 2N EHAHE DA, BIFRL
*h?*k&miﬁ~¢@fﬁ<u£%W&@ g%%ﬁb»ﬁ%%w$mffﬂﬂiﬂ
PR -CKDAR & THREEEV A EAS R EY > @ KH ,wm F fz ¥ & (estimated
glomerular filtration rate, eGFR) =™ *% 1 -]- >* 60 mI/mln/1.73m BOEEE R S (FrP o9 k9
g1 upFRg ert @ =30 mg/g [3 mg/mmol] ) # FAzE 3 B 0 ’ﬁ B CKD £ 3—d fiehs 8 & > 4
Bl- P o

#m 5 4 CKD L § P Rk o Flot — 2 % 5 Y5k CKD 73 b %53 0 B AR
B E ,i# TEREUIAFE o BERDT S ,J{pfg —fr}n fJ"\ %ﬂ#;}ﬁ )?:,137?&? AT TOE

- % % & (hyperfiltration) > MR B HFE R F D5 W o d HFTHEL > ERT
353k B g # F (glomerular filtration rate, GFR) YR BNk g R o
F o # I (silentstage) > ¥ - HEcE S o A GFREB AR ¥ E 0 2 &R K
Ao e T SIR R e LTS R A R B o § Tﬁ”l}—ﬁiﬁﬁ °

=8 e d F-9 SRdp (microalouminemia) » o 3§ kg, *f;#iv FAG > BTG ik
g-e A R E A Ve Bk e foo i ¥ EEA Y T e
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et EEY k9 AP (macroalbuminemia) o F-v A B 4P BT 4e 0 24 0] PEARGR B
<3t 300mg - 5Bk G OLEF B L R AR AR AR TR A S R ek
FAEFINR O BIET VB E S A %,?‘sg:;]% °

iz

I AP TROEL (renal failure) » T BFEA - > T PHEAY ¥R
SR e
FH o A
Al A2 A3
CKD—'}?’},&GFR—‘?}E} FRoeias 8P tEiERr2z (P2 £ R4 3
<30 mg/g 30-300 mg/g  |>300 mg/g
<3 mg/mmol 3-30 mg/mmol [>30 mg/mmol
Gl r¥a23 (=90
= [G2 R 60-89
% |G3a #= 3 ¢ B ' i1 |45-59
T [G3b ¢ 1 F R [30-44
©  lc4 R R 15-29
G5 3] <15

Bl- - 2012 # KDIGO i &t s CKD 5 & GFR & 3-v fcha 9 4 *

$WFp & # CKD &4 ehir & FRBHE

W2 CKD & o en e f et X FHILIGH ¢ 2 8o - ' 22 AR
T 1 K TRR )]%rmg Fro g A }]%)i "% o o dp 5liE 3k 44+ T1D %dz}r&uu g %
T5frdle dEaA# S a 444 T2D é,iﬁ » % eGFR =30 ml/min/1.73m? i 2% 12 metformin & &
B-F s Pﬁﬁi%liif B2 or ] | (sodium-glucose co-transporter 2 inhibitor, SGLT2i) /5% » &
% £ 3 CKD mé—fg itk i@ SGLT2i -

AplE ke PR AR AR ~ B B dd Rk o T R -d TRk s
(renin-angiotensin system inhibitor, RASI ) % /5% r‘g i B bldes F Ol E T A
(angiotensin-converting enzyme inhibitor, ACEi ) # &_s 3 JciF% <t re%rd (angiotensin

receptor blockers, ARB) » ¥ #-ig st Z e H 4 3 7 @ X chde § AL o $TR G OB ~ B9 K
ﬂff'_m@,t_’#mﬁ,'ﬁ’?'l‘i"/ﬁzéq* ACEi & ARBﬂif‘r/p}%"‘f PR A Ie B R E M A (s 41

Mo FOCELFF Ao AT 30% 0 F R E! %Z“%“ACEI « ARB /o o ¥ ¢ » & * ACEI & ARB i
Y A MREE > AR ALY RIRE S ERF R 2 ER o i * ACE &
ARB g 42 ¢ #7138 & e0F w49 o /ﬁ%%ﬁk"ﬁ M 4o+ > @ 2he b ACEN &8 ARB %]
EAARY > RE AL g R B AR L S B0 T R B (eGFR <30
ml/min/1.73m*) g% 5 7 ,)a\-ﬂriff\-* el PR > ACE & ARB cha| £ & % (Bl= ) -
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Erﬁﬁ-’*@iﬁ% R A E 0924

1'51 FE%/E ﬁ/’%mﬂﬁﬁ >
A 7
I ! :
. . 1 WL B BF 3% Ho
I o 4 w5 A 57 #i830%
oo F UL BT 3 Ao
309
## puACEi % ARB % ® LM B ¢ ?ﬁf;i%:iffg
Tat %Wk S aE ® kD dpifiR E #
. %ﬁ%ﬁﬂ%ﬂﬁciﬂ‘z&aﬁﬁmﬁw‘ ® EAL O & %W Lo AL
o %"'%&Hﬂfxﬁ”%‘ﬁﬁs
v ACEIR ARB#) ] & & & 45

A

W= ~2020 # KDIGO %t ACEi & ARB iR ) B 3§ 5 iRl i v Bapm 49 ~ @] 8% 2 R E 3

B
%éa%ﬂwifw%ﬁ@’@§4WWW%*%ﬁéﬁ&ﬁﬁ:H%%ﬁ%éﬁ’?

FRLELIEF P T FITL AT S A AR F RN ISR FRERA N0 mé,'*‘ P
E g P B S
SR SE SR £ @ CKD &% el B s e 353 & 4R g & CKD 2 % L
T Fpo Ay J&)‘]’\}I’;‘arm CKDmﬁ,i*Kﬁgq FooFag - Exapt (Bz)e



= 2020 & KDIGO $H#% ffs & # CKD ehp & foig 71+ 2 2 °

£ R & % CKD .&ﬁﬁﬂiﬁfiﬁﬂﬁ'ﬁ #°

E$PHE Ao & B CKD &% shu 45 )0 dp 51223k @ * 14 % 4 % (glycated hemoglobin,
HbAlc) W ] e ?&&‘*%Fw it s HbALe ﬂbfﬁﬁ‘“ﬁ'ﬁ‘ ST
#£ZRIHDALC & = » FAE P Rd BEARERFEL > FREPERFIFEx = o A
0 HDALC it 20 i 3 b 2 W 7 7 5195 CKD G4 G5 feig fi 4 °
EFFAZ RIS RHF LA 3 F S R RN EPERBEER T @ J—-\Lﬁi%—w’ 5
= HbALC Bg% A1t F wcm B g i ® 'ﬂ“‘f&gﬁm T S iE= G eGFR IS B eh
HbA1lc -

% HbALc 22 3 32p| B chu e § 4 A LTpA L 3 - RPF T AL BT R
(ccontinuous glucose monitoring, CGM ) ehficdiy & Fast & f chui Adp 8 > CGM A- 31 E %37
B HERTHT 0 $ 7 § % CKD e o gt v > 84 .’é F g R AR (T N G
Zp o i COM A s P £ i DA w B RRIE N e B ED) AL BE R
(self-monitor blood glucose, SMBG ) » & ¥ Ff I it 4 3 s § b A4 4] 5 e § T2D &4 &2
@ * CGM SMBG k& (7% p s 5 Rl IR ELER D & 5142 in ol (77 i B F -
e P 4 P8 5 & eGFR 3 ﬁ’fa‘%é}ﬁwﬂ °

FRE R dp s 2R A ST L M p & B CKD & > e ikdy B ¢ £ & %-HbAlc P
,]; Fr#) e 6.5%~8%2 F » FE B E { % >a0'% M HbALc > 7 #5 e CGM &t SMBG > 1 2 £ 3%

e %%%‘J R g B A LA é-;]% ¢ 7% CGM 4% % & 5 HbALc ¥ % i § g

P&

‘er?}‘r ‘Pi\

@~ WA & W CKD & 4§ el i °

*2% T B L R G AL S F o AR S & 3F (sulfonylureas, SU ) ~ ek vz =
Ak (thiazolidinedione, TZD ) ~ a-F #% ¥ =¥~ (o-glucosidase inhibitor, AGi ) ~ metformin
o AR KA F ATA|ME L AEEF L S N TRA ISR 0 ¢ 35 SGLT2i ~ = PR KR4 e A
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(dipeptidyl peptidase-4 inhibitor, DPP4i ) ~ #g = 4% % 54 7k-1
peptide-1 receptor agonists, GLP-1RA) » izt }74] e w #8337 5 <~ 3| TRhk F S is ¢ 3
FABEEH L T2D £ & CKD AT % ik 2 & oh3f %— >o P vk £ R
i HEEH TID & & CKD s 4 e saft AT 7 Flotdp sl k@ % % ) 3 5 A 000% TID & &
CKD ¥ T2D £ & CKD m)?a 4 5 ® eGFR=30 ml/min/1.73m? m&ﬁ Mzl R

metformin & * SGLT2i 51 » F A AEF P e BEENTLAL 7 2F B @ @%@
SR VO dpom BT B W E g SRR R R ERalitr Y U2 FRTH
EFF e Bl BF (22 ) AEEFRT @ F € BAES L GLP-IRA L4 -

%ﬁéﬁ?&\ #| (glucagon-like

oW

—

T

=
o W

% - ~ 31 SGLT2i ~ GLP-1 RA ~ DPP4i 2~ A% B4 BB Tk 2ok & & 2

i Tk B % L4 3t g » ERE AR pocdiih 3 RPhERE F0 A GFRT™ "§ 42 @l ik
SGLT2¢r 4%
o ) 4 A EE AR
- > ¢ MACE
Empagliflozin EMPA-REG OUTCOME eGFR =30 ml/min/1.73m b V Vi AR 4
2EELHAR %
= in/1.73m? i v 4
AR T eGFR =30 ml/min/1.73m MACE | vl vy ;’%N};)ﬁﬁﬁﬁ JE R
Canagliflozin
ACR >300 mg/g [30 mg/mmol] #i1 ..
CREDENCE CKD:e 42 by T
¢GFR 30-90 ml/min/1.73m’ y v b 2AELAR L
WAL 4
B vy i
. ' MACE? %] 4B EDHR 4
- = >
Dapagliflozin DECLARE-TIMI 58 CrCl 260 ml/min PPN /1 | I W 3
P
GLP-1RA
Lixisenatide ELIXA eGFR 230 ml/min per 1.73 m’ MACE o | - P
Liraglutide LEADER eGFR 215 ml/min per 1.73 m? MACE V I © i @] 1 (o Rt )
SUSTAIN-6 BRILENTI R DL A y Vi NA FE R Er (blhoes Rl )
Semaglutided MACE
PIONEER 6 eGFR 230 ml/min per 1.73 m’ - NA NA B f 5 (Bl k)
Exenatide EXSCEL eGFR 230 ml/min per 1.73 m? MACE o o o E AR
Albiglutide HARMONY eGFR 230 ml/min per 1.73 m’ MACE | - NA RN ]
Dulaglutide REWIND eGFR 215 ml/min per 1.73 m? MACE v v | 53 &) TE* (o rfed )
DPP-43r 41|
o R BERMD LI
Saxagliptin SAVOR-TIMI 53 eGFR 215 ml/min per 1.73 m? MACE o ! - jL ;; AR By
Alogliptin EXAMINE P S ST K MACE o NA NA e
Sitagliptin TECOS eGFR 230 ml/min per 1.73 m? MACE P NA NA :
Linagliptin CARMELINA eGFR 215 ml/min per 1.73 m’ CKD:t 42 © { © #3rie
i © MACE, major adverse cardiovascular events & 453l % » ¢ b frw s 5= (34 MACE) , # &7 &5g

PAREEA R LRI (44 MACE) ;a8 F A8, | BFHMR% b'% (HR) r’*L £>0.7 >
F? OSEEHRREAALEL | | EEEMRE S L% (HR) B3 E<07 % B5UYEZHFF24E 1
% bt (HR) 3 E<07> 3 9500% 7 % % 476 1

% =~ SGLT2i #2 metformin  » 8 T2D & & CKD & % "% i fF 5 F 42 7% °

<

B

& BE BREH W4 L #L A E I LY eGFR<15 T 3.7}
KAWL CT TE3 N ok B PER T E B ml/min/1.73m?

B LEARR &3 SR
Fag & GLP1RA GLP1RA, GLP1RA, DPP4i,TZD, GLP1RA SU,TZD, DPP4i,TZD, GLP1RA

2 insulin DPP4i. SU,AG:i,Oral AGi insulin

TZD,AGi GLP1RA

A g DPP4i,TZD, SuU, GLPRA, SU,TZD, GLP1RA, SU,AGI TZD
Lo AGi insulin insulin insulin insulin,TZD
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- ~ Metformin

At metformin &% M HbALC~ ¥ * PR EL ~ A ~ZF 2P 3 > 2P W ER o fo
B ARG E R ¥ & CK DEH2 MatEh'es- SApg * 5] 4p 3148 & metformin
#* 3> CKD ,%,‘—‘*‘ °

Metformin AEZ EHR S A A RAE & %";ﬁ#”f » 3k CKD ﬁﬁ”ﬁ i § F1E
FHAA R AR F ke R B SRR F o R metformin (H CKD & F 0 f
#p|E - = eGFR > % eGFR T " % 60 ml/min/1.73m* 1 T p& > & 3 ) 6 B * & eGFR ,
T6g P £ 5 % 2 & metformin e £ > % eGFR 4 *t 45-59 ml/min/1.73m? > * é,i TRGE
7 E e F g T 4 s K H 2 > 2 eGFR 4+ 30-44 ml/min/1.73m? > EJﬁx EUR
Lo B A3 eGFR<30 ml/min/l. 73m? B%rmz > Mgy F1H§ eGFR<30 ml/min/1.73m?

AR AETE T RE 0 R iRk 8 % metformin o @ 7 A A e metformin A H fbIs R BF A MR K

HbALc ¥ 1.5% > & § b enmdX 44 fha R+ E A A DL FAp Ot S BH I - £ 7 1 D
B UE A F T Y G RIR Y i AT NS E AL 1 _m,é,\-*ﬁw:’* FRAA
AL p i EHET 5 (=)

¥ ¢k Metformin ¢ + 3% 5 i a2 % Bl2 o s a2 % Bl2 ek A € T E
metformin 7o FF B e 4o @ T 5F > F]pt o JRF* metformin o AR 4 E 0 A E G Mad
Bl2 h'&chi ¢ > &3 wERIEL F BI2 kR -

F‘_k

I

*

4 = ~ # [ A3 5 metformin 2 3% 3 £ 2
3] H 2 A2 bW E Bt HE
Metformini# 8 %3]  © PRA&&Z]: & p1ls2=t » & 5500 mg W B HE:

500 mg, 850 mg,1000 mg fNF&Fplst s #=x80mg Fp2=k &= 1g
& F & p2=x > &= 850mg
#&&:255¢9/p

Metformini 2 #| 4| v PR AR & p 1=t » & =500 mg 29/F
500 mg, 750 mg,1000 mg fEEFpls o #=lg

= ~SGLT2i

#3103 T2D fr CKD % Jpak s k3o § BF e §ARHE T RBDh G 0 Ft o
e ip ST AR fefrs sk § ARG TR LSRR E L A £ 0 5 SGLT2i #20iE
£ g;ﬁ PUE G RER EETRE SRR o AN eGFR fri-y ek Y o 4 G
7 A 4F e o o

SGLT2i cn#| & 7 %+ 22 » T 7 ikyp eGFR 4% = { i & 0 SGLT2i > E#F - & d > -
® F4nig * SGLT2i - “,%z» ﬂ%«f” §om A & AR TRE A2 0 T eGFR % 1 <30
ml/min/1.73m? + f x5 % * SGLT2i - R Fiegl F S TRUES TR SRl o B 2 gk A A b d
RUE M b F DG IR > B E R R A R B e RF G A
BE AR ARG 0 Tl b - HawTy 2w o B3 4 SGLT2i * 2t TR ,Fﬂkg Pk o
b dok g M Fog b E 0 BRI SGLT2i 2% > % Jg "% 4 thiazide & loop #7 11 7
OH| o 3 T2D thg ¥ k3 SGLT2i 5 shi F 5 i Mmm iz ¢ 4 (euglycemic
diabetic ketoacidosis, euDKA) e e b s R EHSES  LwNEg H o BB
JE R Kﬁmﬁ}i}’iﬁfﬁﬁ’ﬁ v A SGLT2i- s 2 2 2B f5g A3 EFRr L2 DKA -
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%z - SGLT2i £ & & 2

SGLT2i £ 3R FDA # a4l

Canagliflozin % p 100-300 mg eGFR >60 ml/min/1.73m*% /g 23 5 %] £
eGFR 30-59 ml/min/1.73m?% p 100 mg
eGFR <30 ml/min/1.73m*fi; i & i *
J——J & *.:r Bi‘)’?— B

Dapagliflozin % p5-10 mg eGFR >45 ml/min/1.73m°# /E 2 % % £
eGFR <45 ml/min/1.73m?% = % i¢ *
eGFR <30 ml/min/1.73m? i 2 *

Empagliflozin & p 10-25 mg eGFR >45 ml/min/1.73m?# 7 3 EH £

eGFR <45 ml/min/1.73m? # 2% & *

FACLEF IR FLBESFOLF ST Y g BIRG T P b r SGLT2i0 H - @ ¥
SGLT2i 1 = Mo Bk "™ > d P SFEF L DT § v B G g%g;me%)T\;iJ, gL e
B b 5ldeisd EnES (G4 SU &% § %) Pafﬂhuﬂ P M dEh R € e B
W AE D 4P ’]‘E‘—’”%’k PRI E R IR Y 4\‘. SGLT2i» F:&{7 3 2 F R ehiFk
= AERIE 2 iWBF&?«&#m%I“ o ¥ e E I )%B ek H £ H G 4 M g
%Jﬁ AR M bR e R K E $ () 4e metformin~s GLP-1RA~DPP4i~TZD % acarbose ) -
Bl 124e b SGLT2i; fe % 4v + SGLTI2 € 3 4v (X0 $E il "G PF o 2238 15 # E\};‘}g‘ii% metformin
1ok g AR R bR G AR PR v sIAS R b g o 3 4 DKA b 'k o

= ~GLP-1RA

H¥E% 5g 27275 (glucagon-like peptide-1, GLP-1) f./¢d a4l » & > d 5 ¥ L w
Pt R EFRRE T ATl Fee Ll o RREREV URET 27
TRE MRS T BB E R ET T KA R d A T2D B iR aniEh g
#f 4 0 T Fd % £ 2k GLP-LRA %4 J s 4c GLPL 5% pFF » sc X #hii 44 HbALC
Sl L LR AT LR Bl o Fril Blm i o gt 2 vh 0 B E 0L 4 T2D e
o owak g B & R F £ (major adverse cardiovascular events, MACE ) - & #g %~ = SARER $5
WP E O f AR PR 2 adF eGFR v i £ * 3t pR* metformin fr SGLT2i 8 v A i 7
AR HEE A P EHT2D & & CKD BFo 7 e v ippk cnDPP4I & & i % -

EHE G (27 ) 3T FFT R FEREY > BEEHER S ERH e TR
A B TR v L ¥ 3 F A& GLP-1RA i E_liraglutide ~ i1 %3] semaglutide ~ dulaglutide ;
Foob o gefRE fhi % GLP-IRAPF » 3 24 Mu b " il w2 H @ Z4 (540 SU &% §

) i@ pE, i Achig o FtEEESURNKLE ZORETRFERS -

%7 ~GLP-1RAEH £ °

GLP-1RA anjif_ CKD# E#§

Dulaglutide %% 0.75mg/1.5mg 7 E A EEAE 0 rLr 3t eGFR >15 ml/min /1.73 m?

Exenatide & EI 2= &= 10pg T 3+ CrCl >30 ml/min

Exenatide extended-release 2 mg once weekly 2% 3t CrCl >30 ml/min

Liraglutide #p 1z %=x06mg/12 7 EAEHE - kL L CKDp RAPK T4
mg /1.8 mg

Lixisenatide Fp 155 = 10ug/20pg # FAKME > ik L $BE CKD b Ap b T4

Semaglutide (73 %+3#]) + % 0.5mg /1 mg PORAFEHE > e L HEE CKD g AR M T4

Semaglutide (- R) #p l=-%=23mg/7mg P EAEHE > ik L HEE CKD Rk Ap M T4
/14 mg
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