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R EEAT o AF VMR AR 2 2B iE BER ) ok F 2 (non-steroidal anti-inflammatory
drugs, NSAIDs ) 7]+ £ 12 4p B o A R AAR LR EEAOR L B Rk
BHF R = AR~ HFRYEFRYE 3‘%!*—’5%51%‘ AR

‘% "Eb‘ﬂ ?—ﬁﬁﬁ/ﬂ l"}?ﬁk\

=4 w4 ik (arachidonic acid) #_4 & e F g vppk » @ 2LAF FAR ) L0k F B X TR
IR Fg L enis k> £.5d dr ] v et JpF cyclooxygenase (ff 4 COX» 7 F COX-1~COX-2
ER:DRECLE 2 STl ¥ S R R I HT\% (prostaglandins ) ~ # 5|#% % (prostacyclins)
% i 2% (thromboxanes )- COX-1 % £ 4 & f& v % ¢ ’..“f‘d FES + ﬂ* Tlpgem 22 >
B ?f‘f‘:’a‘.:f?r‘f‘:m’f’é’ O F AT o et PORES ,»&-"3.—7 H ﬁ&@‘:f—fé > l’f\@ﬂ"_ JEREER F
Bhata & o COX-2 Pl E _fmPe 5% (cytokines) 2 #F X F A E T~ 4 > 248 UK
Bomdt (Ao~ 7R )~ o B4R Frdla R EE D (Bl- ) e Flp B IRY éhémmz
W EAR A 2 Rk D & A B e COX-2 cni % » F b FFIRET COX-1 0 ¥ it F]
P SN s p LS SN B /?‘% F ?ﬂ(ﬂﬂiﬁ IR = f'vm?&“ﬁr—g 2 }?33.
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TRZER R L FH COX-12 COX-2:E#13 o7 M IRIER 7T v 2 &l i

%rt 7 celecoxib ~ etoricoxib % coxibs #g & $ 3t COX-2 % BEH P Frd|HEAE 2 L o> H i
¥ il A2 FE ) R FRREET A > F AL A DI COX-2 thE yrdlik & (half
maximal inhibitory concentration, IC50) ¥ COX-1 &7 1C50 z_ = Jﬂf Vg i' S S kg 0 IC50
F fE & E AR drd)iE S0 AR PF 7T 2 ER > Bl- 5 COX-2 ¢71C50,7COX-1 7 1C50

LEPHEc T E KA COX-2 B REREMSIAIR  H 2 5 0.1 3] 0.01 0 P~#Ecis
132040k e P licis 2 BeF AR S A7 5 AR 2 COX-1:E# M Flpt g Hps i) Lo
HEART RPrfIpE R A EARR R B F 2w A 5 COX-Lrdldl ~ 2Rg & e ] -
COX-2 #r4#] 2° (% - )o

Phospholipid
‘ Phospholipase A,
Arachidonic acid

L)
Non-selective inhibition e
(ketoprofen, ibuprofen, piroxicam, &
fenoprofen,diclofenac, aspirin) 4"
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‘ Peroxidase
PGH 5

Bl- ~ COX-1 aliph 2 b F 2 3756 27 ol jcsh 3 COX-2 tep 28 W F Ji
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c c & 8 3 .
o T g 9 % £ COX-1 Higher
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x -1+ o 2 a selectivit
g BRI A Seectity
S g 8 3 -
o < E & Non-selective
s ° 5 & NSAIDs
-2= g = 335 §
€35 38 3 *
o g 2 ~
2 g \
o '2 g =z
2 % 3 L
34§ ¢ 2 Older COX-2 Traditional NSAIDs
"E-" = inhibitors & T (abandoned term)
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Newer COX-2 h -
ilmibitors e COX-2 inhibitors
(coxibs) (combined term)
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COX E# 4
i -3 2 E Ed
COX-1¥r#i# | AEHBIr§IH | COX-2Fr 414

Salicylic acid Salsalate _

Flurbiprofen,
Ketoprofen

Fenoprofen,
Oxaprozin
Ibuprofen

Naproxen

Propionic acid

Tolmetin

Indomethacin

Ketorolac

Acetic acid Nabumetone

Sulindac

Etodolac

Diclofenac*

Anthranilic acid Mefenamic acid

Piroxicam

Enolic acid

Meloxicam

*FA AT Y 35 % #R diclofenac (2150 mg daily) § i % i o Fli- #-diclofenac (4 5 244E % g4 A & COX-L $r4 ] 45

F o mRop R AR K BB AT frda S 2
¥R A EACE RES 0 it FE S o aspirin LR EE S L F Eaz o F 4 Ty
1-3% > Fmhad G BAER§ - FASBIEE RS L F 0 03 i 20-30%° - NSAIDs 3 %
2 AR K EPRES PN F L o kg2 g kT s 5 NSAID B it 2 e B
(NSAID-exacerbated respiratory disease, NERD ) ~ NSAID & i 2. & 7 [n § 13-k *
(NSAID-exacerbated urticaria/angioedema, NECD ) ~ NSAID 3 2 & % /o § 13-k 5
(NSAID-induced urticaria/angioedema, NIUA) £  — NSAID %% 2 & 7% /s |2k "6 & i
agi ks (single NSAID-induced urticaria/angioedema, anaphylaxis, or both, SNIUAA) 2> % #g
AR SR AR VAL RE  ERT R LR LR ES AR (A2 )e
BOp BRI G EE AR Mtk o W o g COX-1¥rdm A o FI e 5 il
COX-1z2 %4 ¢ 24 2= F Ji (cross-reactive) > &|4-% &= NERD ¢ NECD i BB AE
acetaminophen (1000 mg) » ¢ & # 4p k¥ 5c~ J& » F] 5 acetaminophen J§ >t 35 »c COX-1 #v
WM*“éﬁﬁi@?%mezsaﬁﬁﬁwﬂwutﬁinxﬁ%%’égwMMm~
rofecoxib £ etoricoxib % > & 7 if * coxibs #g & - B ¥ 11 fPp A - @&+ FH P COX-2 )
Ao FmEEALRE A K AAMEAR %A L NECD ~ NIUA & SINUAA » 5 & £ f 1+
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e R &3‘ » )5 NECD > ¥ it 2.5 d COX-14rd|m 3 » ZRIELR* coxibs 5g % | &
I B 2 &r’f & 7 &J“ CRIEFERRA T H - A AR L R EER S P HARLE
g2 2t zbﬁr]ﬁgwﬁ Wb E ¥4 A B3 NIUA > NSAIDs &2 i 4 ¢ * coxibs #f %
o FRH- BAEREMRY LR FEST T LT RRY g AR LR

E

% =~ Aspirin 2T FER ) N 0 R B 2 EAF A

WAF A Tk % R 2t AR i 48§ 223k NSAIDs

NSAID & v 2 vt ex 3¢ A 5 of v i F Hl o ERME
( NSAID-exacerbated respiratory disease, NERD ) > el I NG #ril COX-1 COX-2 Fr 4|
T T T
NSAID E i 2 & F% /e § 2k s EHEE
( NSAID- exacerbated urticaria/angioedema, NECD ) LK WAL SR 7 4l COX-L COX-2 ¥r|#&|
T T T
NSAID # 4 2. & f# /o F -k A #E &R F o A ERM
( NSAID-induced urticaria/angioedema, NIUA ) Ly COX-1 COX-2 Fr1 ]
T T
H- NSAID# 32 Ef3 /s FH RS8BT Ak
R % (Single NSAID—induced urticaria/angioedema, E #% IgE N SR - 4(]&

. P ) } 7. JL‘
anaphylaxis, or both, SNIUAA) EACAL I

Rﬁnﬁgu%f’&ﬂ§ﬁ R RN TR e R R

SRS E- e 5 5] (EAACI/GA2LEN/EuroGuiDerm/APAAACI guideline ) Lé;igﬁr,—& B
WA R EAR LR A gt #"%Jﬁ Ko & = 272 &+ COX-1 e
E_FEpen o T 75 v}]?c{r* ﬂl;i’* e ﬁﬁ\; 1 (Hy-antihistamines ) 2 & = 8 1% % 7% J“PQ?L

R ERET ] R HW:;MHﬁ LR L LR FEAR o ML R A e
Awhizn fa:s_affw ET R F B A EACF 2 2AE F ) L «}% P ELBE (4 T}“g‘
NREEF ) P qumv B ) H D EACK o AATR LA B B

AR FLE S IRET o %’? A EACE 2 2REE FIER ) Lk R fa?? v R (s T%—EL;‘Z
7 OAREAR ff?:) FORGE R SR SIRET o R 4 EAF B i’»i\ﬁr]ﬁ%zﬂ NP/ =
FAEY - UPRESEEA BES - XPIELFER R ELPEN 5'?

FElcip 121 4 > BB %% F 96 4 & %Hme sz&gf PRH A ACK Jip 2 bk
AR LR Fivp NIRESCE o B Y TS%RE BIRY FLERORE T A F At f iﬁ
BeF 2  FERpEIER N Wk R B > E R bl FER ) 0 o A S 5 2k COX-1 Fr A
(aspirin ~ ibuprofen §= diclofenac ) ~ 33 »x COX-1 #~+]#| (acetaminophen ~ meloxicam §v
nimesulide) ~3E M COX-2 #ri)#) (celecoxib ~ etoricoxib) » ffR* #@3.&1.?1%\; BREE T i B

3z COX-1 $r| | 2. ft £ 7§ o (£=z)o

J>



B s FRER

A EREREAEE oy g a: B RAEHE
gl L A F L 24 (24.2%) 75 (75.7%)
(n=99)

3 2% COX-1#r4|# (n=76)
Acetylsalicylic acid (1000 mg) 15 3 12
Ibuprofen (1000 mg ) 27 7 20
Diclofenac (150 mg ) 34 11 23

33 %% COX-1 #r4i# (n=20)
Acetaminophen (1000 mg) 2 0 2
Meloxicam (15 mg) 9 1 8
Nimesulide (175 mg) 9 1 8

EF &/ COX-2 Frfi# (n=3)
Celecoxib (300 mg) 1 0 1
Etoricoxib (105 mg) 2 1 1

*PRET T L TR KR EAE A - AR o D PR ARE AR RIS A

BE-AR-FRARNAFARY L LA FETRLLFFERER

FPRETFRARATY SHGARY LA FEITOERFF AT FRLET A
FAE 2 (1) e s s g dp bt ~ R/ g ks ATt iR 5 (2) G Bp A
FARMEAE L FrELREERS (3) ¥ 8 2@ g AR L B2 KT 2
B (- ) RRpB R DY § o hopm b2 MR AR LR BRI  £ RRER
FAZREF2ARAMPLLAE - FRLALARBIRTLE > D FABRETER
SR e AR LR E o R AE Y e RRER T o W R o

-

s BT

1. Day RO, Graham GG. Non-steroidal anti-inflammatory drugs (NSAIDs). BMJ. 2013;346:f3195.

2. Bonnesen K, Schmidt M. Recategorization of non-aspirin nonsteroidal anti-inflammatory drugs
according to clinical relevance: abandoning the traditional NSAID terminology. Canadian Journal
of Cardiology. 2021;37(11):1705-1707.

3. Kowalski ML, Woessner K, Sanak M. Approaches to the diagnosis and management of patients
with a history of nonsteroidal anti-inflammatory drug-related urticaria and angioedema. Journal
of Allergy and Clinical Immunology. 2015;136(2):245-251.

4. Sénchez J, Diez S, Cardona R. Clinical control of CSU with antihistamines allows for tolerance
of NSAID-exacerbated cutaneous disease. The Journal of Allergy and Clinical Immunology: In

Practice. 2020;8(10):3577-3583.
5. Altman R, Bosch B, Brune K, et al. Advances in NSAID development: evolution of diclofenac

5



FaS 2 TE FlER

products using pharmaceutical technology. Drugs. 2015;75(8), 859-877.

6. Settipane RA, Schrank PJ, Simon RA, et al. Prevalence of cross-sensitivity with acetaminophen
in aspirin-sensitive asthmatic subjects. Journal of allergy and clinical immunology.
1995;96(4):480-485.

7. Zuberbier T, Abdul Latiff AH, Abuzakouk M, et al. The international
EAACI/GAA_EN/EuroGuiDerm/APAAACI guideline for the definition, classification, diagnosis,
and management of urticaria. Allergy. 2022;77(3):734-766.



T 2 FIRER

#7% 4 % : finerenone (Kerendia®)
Bh RSB RO KL RER

i

W fom 2 B R ML %% (chronic Kidney disease, CKD ) fr % #F ¥ %k
(end-stage kidney disease, ESKD) =i & f F] » % 5§ 40% 1 Fe s Bg A R T %":fgﬁ%‘
(diabetic kidney disease, DKD) !+ # ESKD 4 ¢ DKD jeid T 50%2 » i & fi + chig Ak

g R

Wt CKD X e & F Bde < R aie R0 @ 364 3 3 (kg a -
W RN R R E il B HEE o RN %"%s}ﬁa g B fow i F A :fga( cardiovascular
disease, CVD) =k *% - KDIGO ( The Kidney Disease Improving Global Outcomes ) in ABES=]
% - 3 op (type 1diabetes, TID) & 4% § & 1% 5 bl R enzA 400 a $5% - 38R
i (type 2 diabetes, T2D) R - % - & F kit * metformin 4+ - i+ F#iE F 2
Fr#41# (sodium-glucose co-transporter 2 inhibitor, SGLT2i ) o 3%+ % #icF = 7y %iﬁ » 1E
Higr P 3 Rastatin B LR 0 TN E R RO ?ﬁfﬁaﬁﬁ i * fin | &S - KDIGO
el R EH G B B2 9 o fjlﬁiﬁ ST A B A ﬂm’ﬁ% % Zedr) A (renin angiotensin
system inhibitor, RASi ) » % - RE f 1=k ¢ »]v{ﬁ% ##& v 44 (angiotensin converting
enzyme inhibitor, ACEi ) # & n ¢ 1:&@% = f9re %% (angiotensin receptor blocker, ARB ) » i#
PETEBREN R AT AL AE o BREF £ B 5 3 bl T4 g * ACE
& ARB s 2o

2022 & KDIGO t CKD & # ki & 4 50Tk 05 4 312 3702 3% i 2 ¥ %05 (eGFR
>25 ml/min/1.73 m?) ~ s A AEF R R L K iR v EEF 6 Fd (2 R A HE
RASi) #T2D - B R FER S P A TR X W UE
( nonsteroidal mineralocorticoid receptor antagonist, ns- MRA ) *- Finerenone £_p #rit— £ y
B B & F F Runs-MRA o & 4541 finerenone crio i 48~ i B ~ 3 IE R S
% ZARBE FEF AL o

= 3

oBREE AR

Finerenone 3 - 47 FIMG 4F € 41 12 oh4n &L 74 L MFE3H - i AL TR 2 0
(mineralocorticoid receptor, MR ) ¥ #4 % Ffik (aldosterone) % A H Az (cortisol) & it & 3 &
TR FIRe o MRAB R f S TR SR e F s SR G RETH
o W 3ow TR i E ° o Finerenone 7 IL#Td MR “13d  engh R0 Fle AL Ak
Bo(ble: TR 22 A (bl SH L F ) Od L TR M B A S el
Fenghiai 2 8 % F i ®oFinerenone 3% MR 4 % »c 4 {rif #8143 ® #2244 % (androgen ) ~
+ # % (progesterone) ~ ¥ic% (estrogen) % #& A B j#c% < 48 (glucocorticoid receptors) 2
FHFONA NEML 2 AL THELAIUE G AR PAH G RER| (T T

Finerenone * **5f % = AW F i tn B el L T %0B R £ > 7R E T NI E RS
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(estimated glomerular filtration rate, eEGFR ) 3 ™ "% ~ % i< % #) %‘vg:@ E R T W
R = ~2ARGPCIHERFI R EBERGRGL G e AERAH202 277 ¢ 44
Ve R S

$~Fyei g

Finerenone 5. v PR 4 B8¥ # K 5 44% » LB i d b X B kA hpF R (time to peak
concentration, Tmax) % 0.5-1.25 ] pFe 23 n a2 3£ E o HIRLE 7 B EEH 1 AUC
(area under the curve) 8 -

Z2ApvEFEIL Y kR - B LR LSS F A (volume of distribution at
steady -state, Vss) Y a 526 > o Mt REH L% &E-‘r » finerenone ¥ fﬁ%}é S R -
92% > i & 2 jd F-v (albumin) 2 & %%

Finerenone i & :=d CYP3A4 (90%) &3> #ib 384 d CYP2C8 (90% ) 35 & it
e 08

5 80%.%?7,2@%?%_“ T fj\,,:z (<1%RAF) #£% > 20%50 £ (<02%R %)
#% o Finerenone e sh L &4 4 5 23 [ > 2L 5 25L/h%8 -

B %z §

BB e+ finerenone ok w4 JE A K RIS 43T kR 1 2 eGFReE 4P R R £
50mEq/L> Pl A#Tig i * o 4= hoBE B eGFR iz (£ - ) P HE 55 % 20mg -
*m%@%@4&§Mi%@@4%&’m%@@+k&¢@¢*ﬁ%%ﬂ(% ) F A
Ao AT B R X Y 48-5.0mEQ/L ¥ ¥ B A& BRI L ETE g KT g T
Bl ER - AERELC AR IERI KD »Lﬁhi R ) S = L B - R |
2 689

HRERTHA A 254 (eGFR<25mL/min) # ki * o £/ 5 ¢ B "5 it 4
<CMM4mmn1%sAorB>ﬁ EAREHE P L REVERE FoRT A LRTFHLT 2

e
# % (Child-Pugh ClassC) # 4. * - 5 1 B:Iu% ie 7 > (adrenal insufficiency ) & # it & *
689

Fo— e m R
eGFR (mL/min/1.73m?) Ean Ik
> 60 # % - = 20mg
>25t0<60 # % - =t 10mg
<25 haE e
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S lliﬁg_u_f;‘étﬁ’%ﬁ.—* ERZE P WY B E F’%f{ (= &L*Fi‘

BAt amags kR F % finerenone & &
(mEqg/L) & X - % 10mg & X - & 20mg
<4.8 3 4o P& X - =2 20mg adEE X - & 20mg
>4.8-5.5 a4FE x - = 10mg BPFE X - = 20mg
565 Hiwinfh o Fo F<SmEq/LE ¥ g | Hieick o Fiiji<SmEq/L £ £ 47
€7 % & X - =t 10mg #* & x - = 10mg

*3% eGFR T "3 4z L % p| £ 0 30% 0 Pl AFSE X - = 10mg -

L~_3 e

Finerenone £_CYP3A4 X B (substrate ) » ¥ * CPY3A4 #r]#| ‘
AUC > i£d ¥ it H4e 2 2 F e ab % oo ot o fmerenone it g B 49 IR R
Sl AR S R L s S S S PR SR

- ~ 53 CYP3A4 $r|#|

Finerenone £2 CYP3A4 #r @& 3 * ¢ 3 4c finerenone -7 AUC £ >400% ( traconazole ) > ¥
i € W A2 UF b 'e o Finerenone £ CYP3AA | &) iH * L @ % £ & o @ d b PP~ §
ERLEN I U

= ~ ¥ axgedi 3 CYP3A4S Fr4 3
Finerenone £7 ¥ »x 2\ 33 »x CYP3A4 Fr|# 3 * € 3 4c finerenone <7 AUC » A 4 ¢ * &
# B finerenone/ @ »z % 33 22 CYP3A4 e |4 & ) B & Rlw 747 » T ARSRA B finerenone

| O o

=~ spscfe? sx CYP3AS 3 &4
Finerenone £ 53 s 2 ¥ »c CYP3AA 3f - & * ¢ 'k i finerenone sh AUC » 127 it § "% 14
finerenone = v » R d & O

o~ B Fe RS
o PR % g M en FAIMT GBS A ARG R U TR DR s kR o

TRRRYY RN

1243 FIDELIO-DKD ( Finerenone in Reducing Kidney Failure and Disease Progression in
Diabetes Kidney Disease )¥= FIGARO-DKD( Finerenone in Reducing Cardiovascular Mortality and
Morbidity in Diabetic Kidney Disease ) i/ i % 14 & #icdy » 2 4 5 fi¢ * finerenone & ¢
ZRA DY L2 LF BT B4 (14.0%) Ma B (46%) Ka4p (1.3%) 4ok = o F]
Boakdma Bk j SR gt 6 A finerenone £ 3 X A e i (1.7%vs0.6%); B & 47 E R A faeh
oA ) % 0.9% vs 0.2%° -




R e F R

# = ~ Finerenone =8 ** % F &2 3 4 F>1%72 25 i °

Finerenone % &R

FALE N =6,510 N = 6,489
n (%) n (%)

F o 4 912 (14.0) 448 (6.9)

o R 302 (4.6) 194 (3.9)
i 4 82 (1.3) 47 (0.7)

o~ TRB AR

#4 FIDELIO-DKD™ # FIGARO-DKD™ @ i ;5% chigsk 4% » 2022 # KDIGO 4531 i
FTEuEREA B R LA 0 U - X AR F5% 4 T finerenone & 7 T2D frv F-v ﬁ\,&i s
B AL T3 A

FIDELIO-DKD £ % ¢ w ~ 546 ~ 7 ~ {HR i d % = D ek sk - L @ Ffchip i
184k T2D F pF & ™ CKD:}Zf‘s Ao =it G A E RASIH ¥ i%‘éwiﬁéfi<4.8 mmol/L-
%% CKD sha & & (a)f @ 0 F-v @oupipe i (urine albumin to creatinine ratio, UACR)
>30 1 <300 mg/g & eGFR 4 ** 25-60 ml/min/1.73m? & KL a‘%f{;:}?ﬁi:@p& Hs’::ﬁf‘a % (diabetic
retinopathy ) > & (b) UACR >300 % <5000 mg/g * eGFR 25-75 ml/min/1.73 m? o #-5,734 i+
*;:;é'?;lz 1012 v e wi % finerenone 10/20 mg &t 4;:: A e L& %% 5T sz‘m; £ A B rx
itk ¢ TR E D (L& 5 eGFR<15 ml/min/1.73 m?~ ESKD Z & 545 & #15 ) ~ eGFR 4p
WHAREHFFTEA0% I 4% FTHRAFIER - G T2 o eETE R E S un
%ﬁ@ﬂ%ﬁﬁ%’é%ui§?+‘ﬂ&?wmmﬁ%‘ﬂ&?wém‘u%%&&wﬁ
ER P o BNl BUBEER Y 826 #1(5 »  * finerenone "% i 18% 1 & THEAF £
2Rk % (17.8% vs 21.1%, HR=0.82 [0.73-0.93], p =0.001 ) - A 4= & % % 3% 4 > finerenone
' 14% < 5§ AF & F 2 b % (13.0% vs 14.8%, HR= 0.86 [0.75-0.99], p =0.03) = & it * £
fe B 4p 02 > finerenone = # B NI F S 4ot b (18.3%Vvs9.0%) > & B G S84 FE a 49
@ fe k3% (2.3%vs0.9%) 1.

FIGARO-DKD & % ¢« ~ "8 ~ fp ~ R ERFI 3 = P TRAEHR - KRB H iz
» 18 P T2D P & W CKD s~ » 2 © i * &+ B8 RASIP Y i 49 )k & <4.8 mEQ/L
k5% CKD thi % % (a) UACR>30 2 <300 mg/g » eGFR 25-90 ml/min/1.73 m? > & (b)
UACR >300 % <5000 mg/g * eGFR 2 * >60 ml/min/1.73 m2 o 4p >t FIDELIO-DKD 42 % {
% ¥ CKD m)ﬁa Ao #7437 =% Fédz 101 2V e wlER finerenone 10/20 mg & & % A -
ARESE S o ?7?5 & ARy 7 Iiﬁ’]‘ﬂ A U ? = o~ zER ]V}'»B“"fi% s EER VMY RS
SRBUIRAF LT XL 8% L THRBA & Whothih ¢ TR B( LA 5 eGFR<1S
ml/min/1.73 m? - ESKD % & 547 & # 16 ) » eGFR tp 4 A 2 @45 4 7 "5 40%11 + 1 5 4 % ~
THRFER = i £E 2 o R 57 BYBHEERT Y =834 £ & * finerenone "% i<
13% 5§ 4F & ¥ 2 ek ' (12.4% vs 14.2%, HR=0.87 [0.76-0.98], p=0.03 ) - Finerenone #
9% Fle B BB A Bl % (3.2% vs. 4.4%, HR=0.71[0.56-0.90]) * = & T4 % & &
B Fn AEEFLE (9.5%vs 10.8%, HR=0.87 [0.76-1.01]) * &| (£ # %5 i FF4p i »
finerenone ‘= 4 # 1t | F1 % & 49 1% 0k 5% (1.2%vs 0.4%) Mo

57 L i 2 3= finerenone & T2D ke p¥ & & CKD 55 4 # hff 2c 5 % 14 sFIDELITY?*
/17 % p FIDELIO-DKD 4r FIGARO-DKD 35 13,026 % ﬁ.—'ﬁ » FRFIE LT LK
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Fercgk o d PAF AR pRApthe v B2 ARSIV R AR B

FB Ui £ F 0 RROBA & 2R ok ¢ 45 TR R (A 5 eGFR<15 ml/min/1.73 m? -
ESKD Z & #£478 #48) - eGFR AP M A B E4FF % 57% 1+ 2 > 4% » & FF %R FIER
F A £ R o EHPFR Y 8 3 & > finerenone Vi b 14% v FAF S F R %
(HR=0.86 [0.78-0.95], p=0.0018 ) - & 4f & ¥ %0j »<dp 1% # - finerenone ¥ jx > 23%:hk *&
(HR=0.77 [0.67-0.88], p=0.0002 )- & = j > 20% ESKD =k * ( HR=0.80 [0.64-0.99], p=0.004 ) -
F) % i 49 ik 2RE el b & finerenone e wdiE (1.7% vs 0.6%) “12 .

#H B
Finerenone &_% — BAt{z /8% 3027 T2D 4p B 7 CKD “ins-MRA » 4 g p o &
% CKD % CVD it E «n ACEi ~ ARB 2 SGLT2i # F » ZHTRERREE A PTRT 0 AR

* RASI S~ B2 5 A#IKT 07 PRGSO '*’%?‘;ﬁx ATk o HN G B4 h R DR
Jzéf;ig;ﬁ PAE R T Pl e o sﬁféﬁ WA LF o B Finerenone (Kerendia®) » ¢ j£ 1@
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