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Abstract: Chronic kidney disease (CKD) is a progressive disease with many complications (eg,
cardiovascular disease and acidosis and anemia) and high morbidity and mortality occurs in the population. There
is no cure for this disease, current treatments including renin-angiotensin-aldosterone pathway inhibitors and
sodium-glucose co-transporter 2 inhibitors can only delay the progression to end-stage renal disease. With the
identification of more key factors and mechanisms in CKD development, new potential therapeutic approaches for
CKD can be developed. This review summarizes the mainstays of therapy and strategies for CKD and related
comorbidities to support the development of novel treatments.
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e L BN R 48 L 20 BE R AR, O VB R AT AR 2
CKD B #H AT EEJFFE., CKDEH e U T
X B INERJE L It 1 (estimated glomerular filtration
rate, eGFR), eGFR [#{I (fiX T 60 mL-min™-1.73"m?) & />
34 H o] # T £ Wi CKD, [ fr KDIGO (Kidney
Disease: Improving Global Outcomes) fi§ #4 #& T GFR
(mL'min"-1.73"'m?), $2& tH T A [ CKD B B 19 %I 53 b5
#E T FU AR ITY: GBI B, GFR KT 90; G2 ik,
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GFR 4 60~90; G3A Ffi Bt, GFR jy 45~60; G3B i B¢,
GFR y 30~45; G4 i B, GFR i 15~30; G5 ¥ B,
GFRAKT 15. G5Hi BB N ESRD, XHR'H %3 . CKD
B — A2 8 AR, B R T 4 DR
MR F e H . T DRI BRI A B IE 35 i br &5,
B PR I PR BS54 AT AR S AR AR 2 D 3
H 4 H T2 CKD.

CKD 7E A= Bk i A o 48 24 K b, 1y HLk 7E
AW K A F K2 10% 19 R N 52 B 35 A X
8V IE 0 I sE ), REAE 80120 77 ABETIRY. i
A NP RE IR e i s AR 28 A 4E Le il 1 -
T, B R 0 1 R e 2 ik — A SR, 31 2040 4R
CKD Tt K BN 3R EE 5 KAET R A

CKD 7£ 5 HRE R I A B R, B S Th e 1% 2k,
SXIBWTRRE E ER  B )RE R O 10 DR R R
TOURE T o, 2K 2 HUE LR, 0F e 0 v il 7
BOH BHCHAFE . B 3l B AR AE FRE AR 2 Hh 2R AT 14 K B
I BRI LR TR R A SR B 2R L IR ITLAE
E ), WRA K BHEIT, 2 A i R BT, 4
7 ESRD W77 v RA B IE 8 A0%, Tk =2 DU 1 E i
BB R R 3K, R — P R 68 4 R B R v AR A A
HIVETT o BT S BEALR A R sk, wAT AR R R 2 50
TR BRI BB T IR R, AR R AT ) S AT
S A E R E R E TR REE K,

X CKD &3 ki, T BB DR, ZE2% [ ESRD
MR R REEN . R DRERe s s B E 2
R, AT DO AR 25 SRm (R A A i g 3 i )
AL CKD (1 254 T TSk B R 58 I« A SOk CKD Al
AH I FERAE IR R IEIT 299 B R B IR 4 15 ot 3
1T 7 Mg, LU CKD 136 97 A1 25 W ik k2t
5%,

1 CKDE LH#Y

U N I AN 1 5 2R, a0 - Rk
- [& JF 3@ % (renin-angiotensin-aldosterone system,
RAAS) i 5 771 F1 44 -4 %) §f It 6 32 22 F1 2 (sodium-
glucose co-transporter 2, SGLT2) i1 71, ] PLid i [
fRE /NER N R SR GR35 T RE, T AS 4O T ifil i A If
BE ), oAt 254 (o $h R BT R 2 AR FE BT AR
IR BT GEAALR R B E . T — 28 B /N ER
' 995 FNFEME 995 1T B8 52 25 TR R S IR T .

1.1 CKDW—%&JrE-EHFMHRT4

111 [ME Xk HZELEHIF 5T (angiotensin-con-
verting enzyme inhibitors, ACEI) 11 & M & XK &
I1 Z &P % 57 [type 1 angio-tensin II receptor (AT),)
blockers, ARB| I PR HTAIF 5T 3% B, 153853 "5 WE U1 Bk (1)

FRUEME K R R R AL ) ACELYT V5 AE S A B /N ER Y
MR EN J3% 5 3, TR 2 PRUY, B 5 7 2 BYRE JR
Ji (type 2 diabetes, T2D) Fl ' ¥ 5 3 Hf th 000 2 51| AT,
BELIBFF FA 28400 A A 2 7 F ) SE B T ARB E IR 22 & Th
e T % 07 TH (A v . B S IO 706 ACELRI ARB YT
AR BN CKD i3 .

I PR % 56 ¢ B ACEL A1 ARB 7697 25 40 5 eGFR
() S e D 2 B 1 PR b 2 AR DR, TRtk ACET A
ARB R % FEAR B /N ER Nk & 77 . ACELFI ARB I 7E
BN RN 1 B R B B AEIR 9T, ATART B BT
H05 J5AIE WA A ACEI B ARB VAT I 5 K A A4
LSS

YT RAASTE B IR it e p B AR, Jl
584 1) RAAS FH W (Z5 W 8K& B ), 8L ] BLRH 1k
P R S R, M SIS A IR T RUR . R T

RIS . — BBl R 56 % W], ACEI M ARB Ik &
i Y Al B S 2 1 B (1K 2 1 PR ACPUS . (HOR A I
PRAR TG (0 45 SRR WY 17 5 BB VR 7 1) 22 4 Il it R 4B
7£ ONTARGET i3, 55259097 4LAH L, B& a7
AHF AT L LT UL B0 £ BOAE T 1 B8 25 0 2 2 1 .
BEAh, 5B 2R T AR L, BB R 7 AT A v B ILAE A Sk
B A5 0 R 1 0 1 A51T . B F BL Rix e gE B ACEL-
ARB RS ITIEANBER 12 HE 77 T T I R 5 B
1.1.2 SGLT2 #P#I3  SGLT2 J& it difj /)N 5 v 3 2 iy
1 ) B R IR % 05 B T, SGLLT2 1) i 771 3 5 4
) BRI A, PR AL ML AR VAR B2, AE A il PR s S8 3 1) IR 4
) 2440 1 N I PR S ™Yo e ek 9L D o 2 A A K 11 4
FHWL, SGLT2 #i| G n 1 8y 1e) B Bt (4, 0% 1
e NN K AW A5 =, AT AR T B /N ERDE S T 7
SGLT2 4 il 71 £ 47 ' JUE £ 98 7E L A1) B 17 B A1 LA 2
b, A RBEHT R LR, BGE B A A, BEIRE b
B e L R R M A R AR T N BRI
(R /b, SGLT2 iy T 2 H IR, £ T2D Al fif B Bk
K& E AR EF T, SGLT2 #1141 IR 9k >
30%~50%, SGLT2 i i 41 [% {% T eGFR T F& i) &
JER lm R B SR W, TG e R R S A T2D Y
CKD, SGLT2 i ] 77| i5 #% 1] 1%+ (dapagliflozin) #f fig
Bee A 2 3 Bk ) K P4 eI s o AL L A8 BB T2/
TR TR RS, SEAC 1 R B A A I

FEARRE PR B 0 B8 b, LS 3] T SGLT2 4111
15 U £R 97 4F H , DAPA-CKD (dapagliflozin and pre-
vention of adverse outcomes in chronic kidney disease)
IO, A% H 15 RENS AR 8 L O ML AR T B
O FEAE B R I BE % 4E K CKD J 3 1 A2 i, o il &
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H o A A T2D.
113 BEFREFRERHBEZEF A FE T (mineralocorticoid
receptor antagonist, MRA) [ [iil i /& 5 ) R R 1
— 7, B T Re N TR T 4 i S OOk YT 5k
A P ARFR s I b, 3 ] DA B 422 8 1 22 P e 41 4
T ERIE . Rk MRA F1E B AL AT i 8 60 45 B
W7 B /N ER AR R 4T 4E AL T, MRA R4 R 5 4R [
3 F| il (eplerenone) %2 P i (spironolactone)] %
R 25 [ 9k 23 F) B (finerenone). 12 b 75 Ak HH
(esaxerenone)], B AITHE 43 FH 24 BEARe 14 A7 AE QB 72
Fto A% R B4R 28 MRA FH W7 1 [ B Y 32 22 )5 BR M =2 v
B I RE RS, T A S A MRA AT DLk /b v B I E AR
R~ e

TR AR A A B MR A Al 23 R R 78 K 784 T 30
I A 3 5 FIDELIO-DKD (efficacy and safety of finere-
none in subjects with type 2 diabetes mellitus and diabetic
kidney disease) H i 2 BF 1K 7 CKD F1 T2D &35 ) 321X
T B2 i, R W ARZM R AT B CKD A1 T2D % 5
v 1 3t &, FIGARO-DKD (efficacy and safety of
finerenone in subjects with type 2 diabetes mellitus and
the clinical diagnosis of diabetic kidney disease) #iff 77 %+
BE— B R AR AN 2 15 7T LR S ik b A R
O ML A R XSS
12 5 CKDAT Y
1.2.1 A% E 'S (Fabry nephropathy, FN) ;&7 %5
¥ A E W (Fabry disease, FD) /& —fh X Je (4 3%
B IB AL TR I AR D ARURE, LR AL 2 a- 2 FLRE 1 1
A FE R R S HOXBE P 2K, & O R RN (32
R = ORI Y R B, GL-3) 75 41 B 75 I 4 B A
A E BN, BT — RPELH AL, FNZ FD [
— AR AOIE o PRI R B, A AN P SRS
(agalsidase-alfa . agalsidase-beta) [ fig & X )7 %
(enzyme replacement therapy, ERT) 1] i B& & 41l jg
(1) GL-3, JFRefa e % B FD B & 15 Th et 48
1M ERT 9732 7] fig 22 5 SUPTAR 18 B 52 i a7 RUR,
1R 25 B2 22 PR AR 5 & AR ERT . >KJNw]fth (migalastat)
S FhAJHL 2B, T8I 5 a2 FURE T B 1AL i 1 45
BRGE TR LLIRAR G, I T L 2 1KLL g 3B A B VA g 1K
E T A BRI ) At P e 55 (A -2 UM 7 18 2 e AR
R . SR IG IR BT SR B, £E 018 - FLBE
il AR T A 15 2 G oK m) b e 7 B B R, K ]
il 41 5 22 R HAE 6 A H N D> B 50% B0 £ 1Y
GL-3 ' 18] )57 B 40 ML B0 J7 Th %A 3 22 =7
1.2.2 RAEM4EM4E SRS (primary membranous nephro-
pathy, PMN) jA7 2540 PMN J& — 5 k45 5 1 11

H & e 1 1R /N BRI, RIUCAIRE BT R, 55/
BRI 100995 FEAE A 9% . PMIN 2 4 BRAEBE JR 5 B
HHRE RCME B 5 A i B i LIRS AL, 7E 60 % DL E IR R
N R i TA 40% . K24 30% I B I B R 2%
filt, MAERF S BAH B WA EBE F, 10N KAE
ESRD JHEFTE 40%~50% 2 [7]%, K ZH PMN J& H
M 7 B Hg B A2 3% {& (phospholipase A2 receptor,
PLA2R) JifE (85%) & A TA W 1 AU M4 I b7 8 (A 45
R SRR (3% ~5%) s I A i A Al 2 BIHLA (10%) A
SR, 7E B A PUPLA2R FUIA M B v, BiikoK-F 5
% 95 I B PE B )M OG, RN TR AR AE R
9‘%/%[35,36]0

X HEL A 5 B T VR T A SCREVE R, X T R
AR B B R LR A AR B, HEF AT S AR T .
B Bz 0TI ER R AR It e (e R A 28 B IR IT T7 BN
60%~70% I 5 H 2%, BAEIG IR FAA B E 8
FH, ELHE = R 5 Bl P01 LSRG AN ZOE R E o 451
A ER A H 71, B 45U &K (cyclosporine), X f
IT B B A R, SR X L 2 W15 24 )5 SRR Zl
it 50%, H 25| & i & A S A R MET. B
41 B AE PMN [ A5 ML A OB ), DR A W e fef
R ZH (rituximab) HLATEE ) B 40, 2 Wi H F)
28 T HE X BB A RN, R 2 ECRFE AR R
FEAHNE YT G, IR 24 A4S B e ) w8 A R D
T 60%~80%""*",
123 FEHEENR MM RERELESTE (atypical hemolytic
uremic syndrome, aHUS ) ;87254 aHUS & — F #b
AT B 5 LB R, FLRRAE A2 AR M 2% 1 i
BT, aHUS B35 A & AR BRI RCHE IR XU, EL 6 %
I B I A A By 1 2 E B BT RE S R . 2011 4
FDA fIt#E K FE Bk ST (eculizumab) F TR 77 aHUS, K
JEE Bk BB R — Fh N R AL 1 B v [ B A4, T BLBH 1k €S
(complement component 5) 731~ [ 24/, M\ i BEL W K iy
T % RO AR B B A CSb-9 TR R
1.2.4 IgA &% (IgA nephropathy, IgAN) ;& T 2549
Tg AN J2 f i LIRS R 1 B /N Bk 98, 2 Hh A% AR B
R 2= B9 AH B AR 5l 0 B & s R, o] 3 5L
30%~50% [¥] % 1£ 20~30 45 Py K 4= ESRD.  H 50
WL 2 o 2 AP TR BT AR, 1X 8 5 A Wi AR T
B /NER R, BOE R M FAMA R Gt 56 R
JH P 398 B % 240 e A 25 5 A A A BR 5 0 7 A, X AT R
A 2 240 P S DRI SR R /N BRI PR

KDIGO #5 X T IgAN V& 97 F W B b s B R
AP MR E T (ACEILARB), J2Ji & 2825 WA 97 [
W& J& & (methylprednisolone)], 4 #1171 ¥ 77 [ [
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P PRI I  (HH i ) BRI A Py ] S5E5461

125 BHEKEM % E S (autosomal dominant
polycystic kidney disease, ADPKD) ;87254 ADPKD
e AT BRI WL AR RO, T U M AT
PP R L, IR R A S B ThRE e

LN s 3R 72 H i 42 i 440 T8I — i 0 R PR I
K, RS R T K o P RO i RS, (EF T3 M2
R, X2 R ELAE R 2 (K A 2 R B, b v2
SEARAL T Bl i N IR A R, RIEOK S B
Xof 2y AR 1Y B AT 9 3 W IS 0 s 3R R HL B A i
23", 5'- 3 H. B FR (adenosine-3'-5'-cyclic monophos-
phate, cAMP) A& (i 13 ' 2 i 21 Jf Fr) 435 58 R0 45 s Y F)
G WAE DR U I A N R 2 V12 52 A B T i ek i B b 47
H, RVEThRE . BT FEHRIE, ML N 3R 2 AR HE A
IR 2 B JIFE A A R M N BR B I T B 7 A
TEREY.

2014 4F 3 F3, H A i) 24 70 B2 97 25 i 2R Stk i
N R SZARFE P tolvaptan F T 5 B & =S
AP K B (1) ADPKD & . I R 72 R W42
A 1 ADPKD ', tolvaptan RE %% I 2% eGFR % ik )
R,

1.3 CKDH#EZIERTTHY

1.3.1 10 [0 & & (cardiovascular disease) ;& 7 25
)OI R 2 T CKD B F T — R B R
PR, BRI WG 7 22 il CKD 1E JE 1) [R) N, 228 f0yd i PR A0
A AR o B AR CKD A0 I XU 1) 32 2 R 3% A 4
O AR 75 A RAAS 32 42 1 715 771 AR 1f e 56
fth VT 28 245 40 o K ot g AN — L 45 2 24 4 B AR i >
H P RAAS BT (ACEL AT ARB) T 20 4K 4T
B TR T7 03 T B H IR CKD 8 B . [ 2R
245 SGLT2 4] 1) C 48 iE B 7T BAJR 2D e GFR N B
U 5 9 2F Jr B R v (DA AR TS L OFE T B R LY
i ), LA T2D & 3 0 3 AF Bg A I8 AR T 1 X
R, fE4LE T2D MR H JR CKD &3 1 il R 56,
5z AR L, RHS B (canagliflozin) FEAR T 5 3 5
A B LB S AR R o T, AR R R AR
PRI 1) 26 1 PR B £ ¥ DAPA-CKD iR 56, 1k 4% 51
PR T EE MR O EREME TR, 1
EMPEROR-Reduced (empagliflozin outcome trial in
patients with chronic heart failure with reduced ejection
fraction) iR 56 4, B F11% (empagliflozin) FEAK T O Il
AU B0 A BE AT IS R A O AT B ) 255 X
W, VR T B ThEEIIHEAT M N B, JERRAR T RE R
I WE PR g i o A 7 B U A ) R

132 BMERT YMRAE R FE (CKD-mineral

and bone disorder, CKD-MBD) ;47754 CKD-MBD
ST R G g, TE O ML I RORE 1K R 9 ML 1) kD
HORBEAE R, RN H IR 55 IR (parathyroid, PTH).
B EANAE A R DK R R T AR R A A
2017 4 (11 KDIGO #5 #5117 CKD-MBD 2 fit 1 2 il
0 F5F 2R AR I 375 90 TR 2 7K T2 AR 4 5 1L 375 45 7K S (G 4 1T
57K P I ) R YT PTH = & 8 BRI 25955

YR IT B IUE A9 5 92 A R R TR B L BRI R 2R
YR IT AR A IE AT, o PR AR B R R K P T DA i R
%5577 (phosphate binders, PB). R £h % & 77 = 2
Al R 35 O 25 PB (BRRAS B TR E5); @ &40
K PB (A AME); ® A PB (A A B IR R
FrR IR IR 3L B R SR, R IT A I IR R N 2%
& 7% 18 B E 1K CKD B B B BT 15 0 J 1L 4%  PTH 7K ~F
E3-ALS

PTH Ft 51 1] 68 A2 ) 0 i L AR IORE, FF 3 m
TXPTH R E Uik . % T 75 2 K PTH /K-¥- 1) CKD
G5 # &3, 2017 4£ ff) KDIGO 5 B 2 15 A FH 145 71
(calcimimetics)~ ‘5 tt = W% (calcitriol) B¢ 4k 2E 2% D 2518
W, SR AE AR E AT CKD M35 b, AN Sl R H & 1k
S RERE A 2 D AU SR TP 4k PR FR 5% IR D R T
HE o FOU4S 5 ER R 79 R < %€ - (cinacalcet) 7E ¥R 9T 4k
R R 55 IR Dl RE T RERE I — M B ARTT IR I I, R
% T e K7 B 5 5 25 PB A AL =/ 4E AR R D[]
5| D P v B IfRE N v Bl OMORE o ADLAS 7R Bk =l B 4
A2 3R D R RN D92 FEAIK CKD 5 3] PTH 1) — £k
e, AR A I T 8 B RR R A PTH 7K °F R ik #%
%%[56]0
1.3.3 TN (anemia) JE T 2940 1E AF & Hr 4 M %k
CKD & # H, B & — i WL 9 &ChE, F R % 22 bl
% CKD [ R 1M 38 i, 3 50% 19 5 #3 CKD iR # 47 7%
MBI s S SRR L0 40 B A2 3 (eryth-
ropoietin, EPO) 4 7™ 1) £ o B AH T 93 /b 51 & 1, At
— UG R EK (BRANAE AR R = R RE A AL
AT AN & F0HIR 55 I D Re T k) R = A M K
& . HHET, X CKD &3 WG 7 7 58 604 i ik 5 2%
it 4 20 B A= % 7 (erythropoiesis-stimulating agents,
ESA) ) FH A0 2T 41 B 4 1Y, ESA & — Fh 4 I8 1 {2
ZLZM M AE R 250, FH T R RE 2040 M A B,
FDA b 9 2504 FIARAATT (epoetin alfa) H1Fi %%
DT (darbepoetin alfa).

S T B T - IR R 2L (hypoxia-inducible
factor-prolyl hydroxylase, HIF-PH) I il 771l & J7 /& — F
A W7V, HIF-PH 0] 551 368 3 327 Bof 0w 38 b 417 1
HIF-PH /13 ff] HIF-a [ 5 1755 HIF 14755 5 M4
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Z1 20 f A SR R R ) 0 SR R 20 4l B AR R A
J§%* . HIF-PH #1177 % 7)1 (roxadustat) - 2018 4F:
12 7 A8 B SR A 40 e, T T 32 A 406 1 18 4 e
NEEBIT I, 2019 4 8 A, Z 23 {H & M IE, F
T AR BT A A 1 B RN AR IR YT R ML

SGLT2 #1751 4% B 15 FIIE RS 51 1 A I B 7T LA
203 T2D A1 CKD 3 35 M. SGLT2 #1177 % T2D
AT CKD 77 1M 58 & 40 40 B 28 B I 52 e A A i — 20
E):l:?'—'i[ﬁo,ﬁl]o
1.3.4 R iEH4EEE B & (metabolic acidosis) & T 254
2 CKD & 3 I 2% 5 F Bk i f iR & £ ik B T
22 mmol L' BUF, M2 # 2 W A AU I R h 75, £920%
(1) CKD & # 2 KA R b & AR+ E
— MR KL, TR 2 RG M E )Y ReERG &
fieik CKD ke . Hl, iR a2 FEH TiRIT
CKD & U 25 1 259

Yk 5 JE U (veverimer) A& — FPHT B 1 e Eh R B
Gifle BEARSE TR, WAGINNE T 4K
T} P 235 RO R JOT 3R B, FE TN B 5T 4k, I R 1 3
H5WET4EEG, SEE WIES SRR DAL, I
PR 56 1) 540 2% P 4 3 5 U8 6F CKD AH R R HH 35
B, BeE IR R R IR S AR AT RS ik, A
B2 O B LR HE RS A R RSB0 >R SRR IX — IR IR
WEHE
1.3.5 S$RMYE (hyperkalemia) 877254 & 49 i
i A& — PG A AR A ) FE R, P ELIN AT RE T BUO AR
W, HEARO IR, S MR 2 CKD AR L
— PP HLE R, JF 5 CKD BE T 18 A <,
CKD H1 ESRD 5 & A= v £ HLAE 149 U T 15 o

RAAS $fi 7152 8 (PR FVBE JR 3 5 R8 3 1) = 22
YBTT 2590, SR RAAS $0 1) 770 A8 5¢ i I 20 ey XU R
il 7 RAAS #5746 I 77 . S ™ 3 CKD ) &
O E AR R BR, AR R R AR B
JT B IR SR AN K, I i AT R 7R AR S A IR
[0 = 97 B BE R 4E 7 RAAS #0771 (0 456 FH A D ik &
PR ] o

F KT S % 2 R AR TT LAAE 20 i oA PR B RS
B, QR TR S ANTE T A B2 B R R e B S) 7 (beta-2
adrenergic agonist therapy) 697, X 2825 4) A 7 40 g A
R, IR A SRR . BE L BR AR N B
()77 AFE A R 45 & 0 [ R R SR AN AT TR
(sodium zirconium cyclosilicate, SZC). M & %' U} £5
(patiromer calcium)] 232 H'. 4 B4R JR 747 A K
FEIRIT SV B IUE I — kR, RERE N TR R
e A (B SRR AR TR N R I £ ]

R,
2 CKDIaFRiRIEZEY
2.1 FREIRFELZAY)

R S (AR FE JORE Bl A A /& CKD ) 8 22 21 B8 47,

TE L B AR B 2 oh Py i A SRR I A 1, TR R TE
CKD [ H3 2 6 30 10 B 2 00 2 i 3 3% 8 T 110 3iF 9,
AT L 490 1) 2 ) 98 A5 5 B B2 E 2% CKD ik J&
R FEAE ), I SO R I R 1.
2.1.1 CC-#1tEFF & 2 (CC-chemokine receptor
2, CCR2) #E#HFl CC-#& A F 32 & 2 (CC-chemo-
kine ligand 2, CCL2; 1 # #% 4 MCP1) & — MK H
99N RFEIR I W E A, 5 T 40 A1 5 W40 i 1 1
CCR2 H H.AE I, #5 3X H6 41 A+ 25 31 4 2 453455 350 oY),
XA R BRSNS R RS ERAEA
PR BE PRI B 0 2 R, B IE CCL2 Rk 3 m, JR K
Ht CCL2 /KP4 i, X Zh WA 2 (i 7 3R Y CCL2 41
i1l it 0% ek 2% W JAR 0 s ) o

ChemoCentryx % ¥ij 2 7] I 7£ £ 47 CCL2-CCR2
1R 52 44 45 $1 77 (CCX140; ChemoCentryx) Al CCR2-
CCR (PF-04634817; #3522 w) (1 AR IF & T H , M
T L B 7 RN SR B R B R RE 1. AT
8, CCX140 Be i 75— A RF 829k b 8 35 85 1 R K
SP SR B IR (kb A2 15 23 A0 O SR TS K
W6 3% PR S Th e S AL I R AR AT F R 06 . IR R
it 7T K B, PF-04634817 fig % [ G & 2 19 LI b
(urinary albumin/creatinine ratio, UACR), 3 H. 4 R {F
22 GO
2.1.2 JAK-STAT #]H5  JAK 1 STAT 42 1 41 Jf A&
REVERKBEMATR AR T 2ZEERERS T
& -6 (interferon-6, 1L-6). T $ 2 -12 (interferon-12,
IL-12). T ¢ & -23 (interferon-23, IL-23) F1 T L & «
(interferon-a, IFNe) ) 55 ZL 41 f Ay A 7Y, 3X BB 44
524k 454 DL 43 51 #2 JAK A STAT 19 1 14, T iR
{6 1¥) STAT #F N 40 fd %, {2 2k €45 CCL2 FT IL-24 55
I8 9% B[R 1) B 53, 3 e 56 R R TA TR 389 ) 1 T AR TR
I B R ' 8 1) 2 BB AR R AE . 7R B IR0 (1 30
W) R rp U %% 3] JAK-STAT #5% 005, JAK 1 3E 16 4%
PEFN 1177 AG-490 F& % 75 B8 PR s /N B A sk b 85 1 JR 1
Hetk™,

JAK #1177 ¥632: % JE (tofacitinib) £ B i 70 5 J&
(baricitinib) TV 7E I PRIRLE o R BN H & 032 1 &
E ST 2, AR R KRR RS % . —
T T0 3R I PR R 56 WF 78 1 TAK L AT JTAK2 10141 71 B2 5 7
BRI 97 R B R B sz e, g SRR I EL G v B B
A BEAR T2D FUBE R 995 5 93 i 0 B IR, SR w5 2 gk
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Table 1

disease; DKD: Diabetic kidney disease; ADPKD: Autosomal dominant polycystic kidney disease; DN: Diabetic nephropathy; IgAN: IgA

Drugs with new targets for CKD. FSGS: Focal segmental glomerulosclerosis; T2D: Type 2 diabetes; CKD: Chronic kidney

nephropathy
Target Agent Disease Phase Status
Target inflammation CCR2 CCX140-B FSGS Phase IT (NCT03703908) Unknown
T2D Phase IT (NCT01440257) Completed
PF-04634817 DN Phase IT (NCT01712061) Completed
JAK-STAT Baricitinib DKD Phase II (NCT01683409) Completed
CKD Phase II (NCT05237388) Not yet recruiting
ASKI1/MAP3KS5 Selonsertib (GS-4997) DKD Phase II (NCT02177786) Completed
VAP1/AOC3 ASP8232 CKD/T2D Phase II (NCT02358096) Completed
5-LOX AZD5718 CKD Phase 1T (NCT04492722) Recruiting
Target fibrosis Galectin-3 GCS-100 DKD Phase ITb (NCT02312050) Unknown
CKD Phase IT (NCT02155673) Completed
TGEp1 Pirfenidone CKD Phase II (NCT04258397) Recruiting
FSGS/fibrosis Phase II (NCT00001959) Completed
Target metabolism  AMPK Metformin CKD Phase I (NCT02252081) Completed
CKD Phase III (NCT03831464) Recruiting
ADPKD Phase IIT (NCT04939935) Not yet recruiting
miR-21 Lademirsen Alport syndrome Phase II (NCT02855268) Recruiting
Nrf2 Bardoxolone methyl  Alport syndrome Phase II, Phase III (NCT03019185) Completed
ADPKD Phase I1I (NCT03918447) Recruiting
DKD Phase III (NCT03550443) Active, not recruiting
NOX GKT137831 T2D with DN Phase II (NCT02010242) Completed
DPP4 Linagliptin T2D/CKD Not applicable (NCT02608177) Completed
GLP-1R Semaglutide CKD/DKD Phase II (NCT04741074) Recruiting
T2D Phase ITIT (NCT03819153) Active, not recruiting
Target podocytes TRPC GFB-887 DN/FSGS Phase II (NCT04387448) Recruiting
avf3 integrin VPI-2690B DN Phase II (NCT02251067) Completed
CD80 Belatacept Chronic kidney failure Phase III (NCT04013620) Not yet recruiting
Other targets PDE Pentoxifylline CKD Phase III (NCT05284656) Enrolling by invitation
DKD Phase IV (NCT03625648) Recruiting
ETA Atrasentan IgAN/FSGS/ Phase II (NCT04573920) Recruiting
Alport syndrome/DKD
APOLLI VX-147 FSGS Phase II (NCT04340362) Completed
KLK1 DM199 Kidney diseases Phase II (NCT04123613) Recruiting
CKD Phase I (NCT03795389) Completed
sGC Runcaciguat DN Phase II (NCT04722991) Recruiting
CKD Phase IT (NCT04507061) Active, not recruiting

— 2B BBIE TR W E % 5 RE B ARORE R B 10

HE R4,
2.1.3

ATE
kinase 1, 2%} 5 MAP3KS5) & 5

= 3

B 1 (ASK1, apoptosis signalling
ASKI & — fifri]

VAP1, X FR AOC3) N5

2.14 [MEZFMIZEH 1 (vascular adhesion protein 1,
VAP & —Fft N B R I
PR B, RIESRAF e R AR HI R L . VAP
B U A A B 1, 5 B 40 R &P 2r 1 (Siglec-9.

DL v 4 %80 (reactive oxygen species, ROS). TNF 57 {4
8 22 T OO I e 2 A R . ASKL{E S8 T
T 14 Ut 202 00K 5 A O B 4 A PR] - 1) B R PR Rk i R
B 9T 2 W] ASK 1 4111 fi] f36 06 £ 4 PR 73 3 A0 152 1 v o 5
B NERESEAL FRREAR o

Gilead Sciences A ] J& 3l 7 — T 11 3 I PR BfF 52
oK 56 A 1k £ 1% ASK #10 fil 7 35 £ 45 & (selonsertib,
GS-4997) HIRUR, 45 AR W B 1 & ¥ A0 2 5h 4
I UACR & W% 2 7, REZ R K3 F
B R, GRA RS M R LB R & B T RE R bR
PRI B e 1 3t e U

Siglec-10) AHEAF T, BRR 2 EHE R B, B 2 0E
FEREAT VB RS20 10 5 s L) ook 4 Y7, BHLE 28 98
2 60 22 6 20 LT B0 A W I BV R 9T IR
PRAE 7T .

FEFIX LR I, Astellas A & J3 8l 7 — i ASP8232
(— M VAP & 1 1 /N 43 7 400 i 5710) 1) L0 39 s PR A 7
ASP8232 1f & ACEI 8¢ ARB F{J [} Jin ¥ J7 7€ T2D 1
CKD & # v K & A IR W 0 50, & W 98 VR A% T
ASP8232 FHXF T 22 B ()97 RO 22 e, & f
UACR 897 BT JG 7K P [ % b, F 7t 25 R 2% 3] ASP8232
PR T UACR, REE AT 0000 W8 R s B s 5835 1)




- 2688 -+ 2% %4 Acta Pharmaceutica Sinica 2022, 57(9): 2682 —2695

WA, %4 Bt sz vk B,
2.1.5 5-fEE &8 (5-lipoxygenase, 5-LOX) &L EH
OB =R — P A 2 1 0 I A U A P
JRA R, A& 5] #E CKD FI9% K 2 —7, 5S-LOX {E A4
A P — b EE L () BN S, o R AR AR DU I R A A
SE I S BRI 5-LOX 3 Ak 2R W ) A g
WD R R A =W 7R R, T REF TR 9T A L
Ath 2% B 98 REAH G B o

AZD5718 J& — Fiv A R < & B PR 1 L ] 3 1 S-
LOX v 1b 8 [ 4 71, o7 LA B =M 7= A . 75 f
R T, AZDS5718 7l & AR M M BRI TR B =0
E4 7K P RAE Sh IV =0 B4 1177 4B — TP 5
AZDS718 1 £ [ bRAZ VB B 3 i 2 e MR A 2
P B R 78 IEAE3E4T H (NCT04492722) 0
22 EREALNEGY

W /N 1) R 4T 4E 4K /& CKD ' LI ZH 23 R 0, L
PS5 BRE R TE G . B /N [R5 £ 4 Ab 5 A £ 4
A RN, 35 M T 4 Ak R0 T A, DR b gl i v 1
TRIT A AR B A4 23 AR IR T B AR AT 4E 1L
T RAEAE R o A4 B WL B S bR B Bl
LT Y20 I AL R TR U RRURD O, IX e ER RE A8 AV 7E
(6T 40 55, B ) 2R SRR 2 B L3R 1
2.2.1 EYEEE 3 (galectin-3) FEILF  BEEE R 3 HHE
BRI — 0, MBI AR B AR EE, 25— 2
GIEY L R, CLRR A0 B L AR K L SR 4R O
JUE 9 g o A i AR S N AR AL R B, BEEE ER 3K
V- 5 ESRD. ii £F 4k 4k - o0 i 95 Al i 2 8] 77 7E A
RS,

GCS-100 J2& — Flt P 475 S i A B B 1) 22 0, BE 8
S5 FF W IE IR 1 B4R 2 3, AEIR R IF R P TR 9T
JEAE . — T GCS-100 [ Ta 31 AR 158 56 2 WA 571 & 11
GCS-100 F eGFR 251 b, (B & A &= A2 5]
AL . T A T EE 1% FDA [ E SRR 56 T
GCS-100 IEAME 22 R AE, — T2 T GCS-100 X} eGFR
S (%) T0b I PR 38 e 2 1B
2.2.2  #4L4% KEF-p1 (transforming growth factor-
1, TGFp1) #0415 TGFA1 2 K 5 & A AE AL 1 L
AT 4 4 i AR 88 I OGS DR Bl TR 3%, R L TGFB1 Af
RE AT B YU LF 4L AEF . Wk dE JE Bl (pirfenidone) J&
TGFR1 077, T 28 9l 4k #E F T 45 1 il 4F 44k
Mt A JE WA 7R — S0 TR PRI S 5 22 B2 AH L, T
TR R B R 0 eGFR™, H BT Ik BT 5T 4E 5T
HFF SEZE CKD #E & (1 30U
2.3 ERERIHKIBALEAY

AT 2T, 5 ) 2 IR 5 R R, 51 A RN 2

PRI R 1R B FE 0 55 JF ROIE R e R M I 5% . 2k
LA A Bl 5 I 4R A Bl A2 ROSS H 3 I A 2
T B W A S ERL . A e R e B KT B i 0 R K
SRR SR T B R B 40 A P 2 A B AR
U, BRI AR — AR A AT IR YT SR, B A6 25
HRLM WL L.
23.1 5'- AMP JE K E B # B (5" -AMP-activated
protein kinase, AMPK) BUEFI B /NERE ANER 7
2 L 5 A P e KT, DR X S A i e T Bk
i, e E R R RIE R MR R AL . 1 E Yl B B
1% % 4K -a (peroxisome proliferator activated receptor-a,
PPARa) 72 ' /)N 20 Hfu B 17 TR A ) G B U 5 R 7, G
U A 1 38 B AMPK ] RESR LRI BOCRE. AMPK
PN ) ORI 16 97 08 PRI (0 25, AT 9239, LAE
i JR 9 B A H A 7 XA CKD /s RS o o Y
FHR A H AT, KA S RS T RUIAE
B2 A A E 451 %E (eGFR 30~60 mL-min”-1.73" m?)
Wi 2z A, SR, AE BB D) BE L F (eGFR <
30 mL-min"-1.73" m?) &3 oA A = BRI 2 — A
A R )
232 miR-21 I F  miR-21 2 & 5 K W1
miRNAs 2 —, HEM L4 5, 1 H 572 H Al miRNAs
FHAL Y A2, B AT 5 TGFB A8 $10ih1 AH G 1) 2 i 3
RE, /N BRI ST 2 1 miR-21 15470 78 0 T 41 4
R i R Y. B I b i miR-21 520 2R 4R
TE PPARo 1) 22 Pl AR 8 2, o5 246 50385 2 R A Ty BB
R

H 28V FE @ B TT R — e L% H R (anti-
sense oligonucleotide, ASO) lademirsen HE % 1] ] miR-
21, #8240 kAR T RE, H AT IEAE Alport 5 S 1iE &
& AT Im PR VPl (NCT02855268) .
233 BHRETFHREFLAMMAAE2HKXEF (tran-
scription factor nuclear factor erythroid 2-related
factor 2, Nrf2) B EF CKD AH I &AL N2 BT
ROS By A INAT AL BE ) P FE. Jo# EE 2l
Nrf2 BUE Z 8 5] R 1Y, Nrf2 & —Fpig s 1, 30755 9l
PUAM AR 7> 7 R . FE SRS o, Nef2 J80%
W] DA S SR A LI 2ORE A T, IR B T Nrf2
fIOR VR HL, T Nrf2 k2% & S 30H & ity £,
PRI, Nrf2 S0 71 o] Re (R dE 2 b AR (i FE . Reata il 25 24
FIWER T Nref2 /N7 F- 30 R - F 5L B 2 2R [ (bardoxo-
lone methyl), A — Tl R B 5% 5 1iF HAE Alport 25 & 1iE
H A R S 22 A, FE SR ] ACET B ARB VR 9T
IGO0 T, 56 N AR L 2 I 475 26 B AN R R 11
Dife . HAH—II I RoE &, HEE S



WA 1S B R RCAE TR 9T 2T S f - 2689 -

RGNS T 5 B 10 eGFR /KT, H A 55 — T 1T 3
WFFEIEAESEAT Hh, Ho 2 50 eGFR T 1% > 30%, H 12
P 3G 2 R IR9T G3 # A1 G4 1 DKD B34 197
RNz 4 P,
2.3.4 NADPH £ {LE (NADPH oxidase, NOX) [
F - ZKLAA SR ROS 77 AE 38 e #E 1 0% R 9 I K
9iE B R R, SRR MBI 1) NOX #1547 Bl T 0 JR o £
ROS /K- (48 0. LA, S0 BUBRE 57 1 NOX A A A
AN YA S R B 25 4L . Genkyotex
AR T NOX4 FINOX1 4| 71 GKT137831, 131
I R 56 45 R 3% B GKT137831 76 MR 45 24 5 % 4 H.
i 52 1k R, 53— T3 i R 56 2% B GKT137831 %
R PRI B TN eGFR & A 520, {H0] 28 iE A H
P03 R IR TT R 2% AT v 2 3 A s s i
2.3.5 Z BKE BK B8 [dipeptidyl peptidase-4 (DPP4)
inhibitor] #1#3 DPP4 & —F 2 RIEM £ Vjke
22 R K, DA 45 sl VA M TR A7 AE T il
AHAMARIE o, DPP4 ] 3 75 LA IR PR IR L ok 22 SR
Y1 B R R AR s MECY . X DPP4 1 24 340 1) BE % 4
TG I 2R AR 7 A 5 5 I 42 11, X1 1 DPP4 41141 771
W2 T GE T2D iR

BT — T06F 23 TR AL R 36 BEAT ) 20 M
55 22 R 5 A 708 PR S 245 0 A EE, DPP4 11 751 B A
1 T2D S R A R EUR A R R AR
BE AN, DPP4 I 7536 T FEAK 1 =A% PR 95 g A2 24 o
(R R BN ERATE /NE 45405 . DPP4 11 il 551 %
JUE 925 93 A 2% SRS B 509 O A L, £ CARMELINA
(cardiovascular and renal microvascular outcome study
with linagliptin in patients with type 2 diabetes mellitus)
W AT 7 OIE VR Al 1% 5 B R A A% BT
(linagliptin) Ff 7% 4 38 oy i 5 S5 48 1 UG, (H
Wee A B vy 0 B T 0 R o Rk, AT ) R 2,
DPP4 1) 771 A~ e A7 R P IS T2D 5835 14 15 5
T ) AU o
2.3.6 BREMIERFERL-1Z1K [glucagon-like peptide-1
(GLP-1) receptor agonist] Hzh5] GLP-1 42§ 4
MRAESEN B 73 W — i s, HoK-FER G 22
JEIl EL 4 87 M = o GLP-1 38 55 R & 38 49 Wb, [ B 9k
/> TR 15 240 0 ) JBR v LB B R, A 4% PRI S IR
JKF o £ T2D & o, GLP-1 fIAE R K P 5 1E % I
B (0 AN A AH AL, SR T2D B8 3% RE S5 P IL/E Y7, ixX
Pl HE BT AE H AT BLod i Tt s GLP-1 7K P 5k 7 IR P,
1 GLP-1 32 A 33 710 4% IF &K B T I K 203 T2D i
8 ML B 4

Xf GLP-1 32 14 32 771 (0 1 PR B9F 78 2 B, A1) 05 70K ik

(lixisenatide) A& %% Ja /b i & F1 K & & (1R B # 1
UACR /K F, k47 8 Bk (dulaglutide) HE 9% ik /b K & &
IR BE I UACR K. xF— 28I R IR 56 ) 3 & 0
R, GLP-1 AR F B E IR T A B4R (8
FE 8 R AR T ThRE S B M2 2K (eGFR FE1IK 40% 5K
57%)~ "B Th Be 3£ v BB AH DG FETI] 1 RRS:, SR, X ol
P/ ABL - 32 R ER 6 B SR IR RS BT BB 1, AW
523 HAth o 15 A 45 R 0 B BB 25 AR CT . H R VA AT ]
JEREAT D7 IIATE 72 45 S SRAIE A 4 GLP-1 32 44 8 771 %
i PR 2 2 1) ' U & SR I R, 04 5 L TR 22 1 R R
1IE B GLP-1 32 AR Bl 77 75 B I ORGP 5 T i /E A . — 0t
TIT $ I R 56 4 22 3 20, 1% 00 H o LR B &K (sema-
glutide) XJ & (1 JR Al eGFR T [ 11 £ 2 B 2 gk A7 o 38
SR AT, 12356 K 7R GLP-1 52 M3 2 771 & 75 7T
PLRE VA YT DKD 4 H T A
2.4 E0[E BT

RN TEIE 2, HoT DA B e (e /G R, 728
F RS NERRE AL i B IR . BARE A
PRAFN R S R 2 AL I 1), (H T 40 A T B 2

I B /N ERTEE AL R e 5 35 GFR 18R [, B ) 2 41 il
KWW 1,
2.4.1 BERTSZREB{ALEBIE (transient receptor poten-
tial channels, TRPC) #I#lI3] TRPC s& —F {7 T 2 R
(140 A 326 45 2 1O BH 2 7l T, A S L R L A Rk R
PR B0 JR R IR 2 B S, AR VF Ca™ HE N A2 I Al I
VEREE AT ILEh & A - WL B 22, O TE i
T 40 8 #% X F (nuclear factor of activated T cells,
NFAT) &5 3¢ F 71", TRPC 5 Ji& () 5% & TRPC6 7£ —
F NG WE P 2RI B U K2 1%~2% 1 FSGS
BEAFAE TRPC6 5278 . TRPC I Al 52 AR 1) — A3t
[FREAE 2, E AT 0 7 85 8 #h 22 1 TR I (1) 9800, ™" il
T 465 1) 2R RN R ok 8 T IR ISR T NFAT & RhoA (3 22
i it TRPC6, TRPC6 5 RhoA JE i 7 15 & 4 3 0 41
41 g iE %) 1 RAC1 (& # i ik TRPCS, TRPCS 5
RAC1JE 5+ B &I ik 20 R iT #)! 1™, X e (5
5 HIBWL B AT RN ) A4, R R LB B -
WL A4 B, 5302 R R B A R AZE B ThAe
BEHS o I R AT AF 78 2% B, TRPCG 1 il ] B X 1 2 5 7k
KT U A, s I A g T,
TRPCS 3% £ /N 43 -3 FI7E FSGS #5554 AN 1f 7 5
ik 2% IR 2 1w I e AR B AR B T 9T AR, Re B TE
GFB #5714 F 1% L 1 22 15 1 g Je Y

Angen A FJF R T V2 645 AM-1473 75 P [13E#%
PE 1) TRPC6 3 I8 i VE #1157, H 838 %A e K5 .
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Goldfinch Bio A ® JF & | —Fli/N 53 -F GFB-887, 1] LA
WEFEVEHL D) TRPCS, %A R 433 1 — i 1A
FU ik B (NCTO04387448), LA VT Al 1% 4k A 9 /£ SRNS.
FSGS B FR I B i 835 AR A

PEIRIE, H 4R TRPC5-RACI A1 TRPC6-RhoA X /&

YIRS A AR E F, (E7E A 20 P 3 ) 0S RhoA
S RACT ¥ 7] 5 5 GFB HI A IR, A it TRPC #0141 551 (1)
FERAENG YL B0 B R 97 77 TG B BT 5.
242 RABAREERETREZ A (soluble
urokinase plasminogen activator surface receptor, uPAR)
HNHIFR  uPAR & — Flobl FE 5% AR L LE [ 52 16 3244,
T A T SR T, T A T AV T R A A R AT I, AR
F T HEH 2% . uPAR W] AR A ] I 1 T 2K, R
suPAR. suPAR V2 O 4 iy 2 A 70 B F8 Al s ™ B AR
SRR I B v S 3 GFB WA (B R 5 2R ] 710, 4
K ) suPAR FEE LR /N, — B2 Y 59 4 2R A 4k, ] 7=
ERFAE, RMABES avp3 BERNSESHIE T 2
S S Kk R RS S AR, AR EHE R K,
GFB 25 14 241,

PR B AR A B IEAE T K R R dufk, LAB 1k
suPAR 7 BL 5 avp3 %6 FM BAE R, H 14 R B A0 I K
W58 ; Janssen 23 7 [ VPI-2690B F& — i BEL KT av B3 15 5
& I PUR, IF CAENE R B i 8 E Al 0 GFB I £/
AEH, 12 T4 R P
2.43 CDSO¥EHF CDSO (WK N BT) & —Fik
PTG AP B A i B R AR B, BT DA A — At
AT 5 R 1S 9 T 20 0 (1) 35 1%, ¥55 FSGS 3 11 2 48
fish CD8O kM . ULy 7% (belatacept) A& — Fi filt
HEA, RENE4E A CD8O Ml CDS6, M BH W 5 CD28 5%
A R RH LA ) B i 17 A R G T bR EEL 400 o 1) S o 9
&5, —WIm PR 70 B, DURL P 8 A Dy S 2 4 i 5],
I R A B, REUE LR B R 5 S R N T
it ($27 GFR K )7,

2.4.4 EFEE&ZE (integrin) #1HIF]  VPI-2690B & — Fh
o BB, TGS A B avp3 B AR -3 g i
HI), X PR OB IE B AT DA B PR K BRI R R
FIUHE PRI HE PR 20 Jok o8 5 B A1) 3K 6 2007 T g 2 JE ik
WL BB ifi. 75 1~ LAY 5% FBE 248 i v ) R B R A AR TR 1+ 1
5T IS R ST o AT — T LI I R 56 A VPI-
2690B 71 4 FR 9 B 3 5 3 e IR L, SR T A 45 2R
RIEFz

2.5 Ht$BoA44)

251 M iZEBRBER — B8 (phosphodiesterases,
PDEs) #l#7| PDEs /&2 — 28 G2 cAMP I 3 & F
(cyclic guanosine monophosphate, cGMP) 7K fi# fi§ 5-

AMP F15-GMP [f1f§. 8 5 2, B bl a7
cAMP Al cGMP 1) [ fiff 188 22 SR I 755 2L 48 Jif K ~F .
PDEs 4.7 il 8 i% 4% 1 /K i cAMP; PDEs 5.6 Fll 9 /K fi#t
cGMP. PDEsZ 51517 £ A BEAAR U i 72, A 46 &
i B TIEIEE T ARk R T LRI R e 7 AR
FCEN V2 S0 R I PR AR R B, — R AR R
PDE #J11l 1] i 7] 7] §k (pentoxifylline) 4 1 ft 4 5%
CKD i f&, SR 75 2 MR 1 BE LI R 156k i e &
i ] A A6 2 75 A LAUK 2> DKD H 3% Al ESRD 3 J L
FET- M H BTG I AR 56 %) pentoxifylline 7 DKD Al
CKD [11E FH 24T VA
252 AEZZHERA W KRR 4, @
A1 B2 2 A Y (endothelin type A, ET,) SZ 4 H1 Py K2
R BAIZIRGE & RIEVE R . FERE FRIW B 55 BUFSGS H
8 B PR N B R K T Y R R A
ET, 4 & S EULE WG, 3K 7B /N B E A RE
.

W R 2R 2 AR5 BT B AR AL AT g 2 @O #
ET, SR Rets 5l e B /N ERET 7K @ N R 35 R0 B IE 48
A K, Wi ET, SR Re8 2R SO0E; B W B R A 5 2
DR K AR 44k %, BRI ET, SZ AR HS H17 il g &
W B ELT 41

AbbVie /A & Bff & [] atrasentan & — Ff ET, 52 {4
PO, e IR 6 45 B B, % T2D F1 CKD &, 5530
1% FH atrasentan R % S 25 B (I 000375 UL 89435 19 XU, &
HA{# F atrasentan HE % B4 ESRD FI XS, H 51 H I
PRAR TG PPl atrasentan 7 IgA 597 < Ja kb PR =7 B4 'E /N
BRAE AL IE K Alport 2544 FI7E I
2.5.3 #FBEZEH L1 (apolipoprotein L1, APOL1) 1
7 APOL1 £ ZAE b 4, JFEm B E IR R H
(high-density lipoprotein, HDL) & & ¥+ 7§ ¥5, H 3 %
DI A& A% FEFE N L I HE ), APOLL 4R [X (1 A,
A SRR GL AT G2, H A O v I R
BRI AR R = AR S 1 e R, BNR
R I B 7 1 XU B TN R T e, X2 AR G
G2 A8 e AR 2 BRI A AR IS i AN R B
K 7 /£ HDL & &¥ ¥R 4, APOL1 752N I (1) it
& BEh R AT RIE, BIETE GECs ML 40 v, i Fih 36k
JBTE 90 6] T H0 38 7K A i 4 5 5 190, R il 2 A
XoF 97 B SR () SRS

APOL1 75 #E th 375 B (A A 2ok 4 b 3 R % %2 T
FEPHE AL, T EGSIE M AN 2 R A 25 Bl A0 T R
HUAE LA, (R GAE B AT 40 A Hh 4 A\ FL & APOLL i 4%
R B A T Re AL . DR, 0 APOL B %% i BR
APOLI1 A5 2 5 h CKD HIHTT 5o
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H R, A PR APOL1 B P Th A8 (119697 772 1E
TE I PRAREE H - Vertex fill 24 A ® B & 7 — F APOL1 [
NGy T R AN VX-147, F — T A IR PR 3R 58 OF A
VX-147 75 A FSGS A K 8 G1/G1.G1.G1/G2 B,
G2/G2 i i N\ A BB Rtk 2 &t 2R ah 2%
(NCT04340362); lonis ffil] 25 2> =] A1 faf 3 51 g A =] £ 28
TR T —Fh ASO, il i 42 B G5 8 ASO LA ' ik
o APOL1 B4, FFit RI#E FSGS B3 h ik fhiZa + .
254 EHANBLEHBRBTEREE £ A, BN
o < JUL R0 i 2 i 55 2 AT 43 A N A 20K R T g
(kallikrein 1, KLK1). 3803 SO B 58 - Ik & 4
(kallikrein-kinin—system) HA 2 77 mAE M, 68 bt

9% AR 3E KR R AR 5T HE L Y I 2% . DMI199
E~ﬁ$ﬁAﬁm&%ﬁm%,ﬁwﬁzm%%
W55 : VP 4l DM199 76 1 24 5 R 95 ok 2 784 8 R 95 A1 3
a4 B2 M E R A2 e N (NCT03795389)
DL M VF A % 75 B DM199 it 18 o B 5 B 1 R
(NCT04123613).
255 ALAMSERMMMCEHT —AMNHEA (nitric
oxide, NO). 1] ¥ 1 & 1 ¥f 1k B§ (soluble guanylyl
cyclase, sGC). cGMP {5 5 Z¢ X (NO-sGC-cGMP i %)
e T2 R I L 2 RN B B T A I OB S
cGMP 7724 1) R BN 2 T 80 AT 80, 18
SR AOIEFE AR EHMT. sGC /& NO-sGC-
cGMP i i b (1) 4R, 5 NO 45 4 )5 RE S i 1L cGMP
TR M, TR I B B B0 sGC IE A il — R E /R
97 B S0 1B T

FE AL HE v I OB R 993 5 0 B0 i PR A A LA
SR /N 2 S BN CKD I R AT AL b sGC Bzh
# BAY41-2272 . BAY41-8543 . BAY60-4552 . BI703704
FTGSK2181236A 7w H — 81 B R4 1 M

FH AR KT H A DR sGC ¥ 3 7 run-
caciguat, 1% 5 11 Hh 45 & 40 1) HL UG I 21 3R 1) sGC, 2
R Ab cGMP 7= 5 R A0 1 389 Jm R I 5 & ik, Ak
I FEAR, X697 CKDARA T =" 53— ik sGC
WS 71 praliciguat B AR 7E 5 BT 0 M R OB A B
DB AR, {H 05 B () UACR - I AN 425 £ )
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