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Progress on research and development of drug for chronic kidney disease
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Abstract: Chronic kidney disease (CKD) has gradually become a serious medical and social problem, not only because end-stage
renal disease brings the serious health hazards to patients, but also the high medical costs bring a huge economic burden to society.
Although there are some drugs for the treatment of CKD and its complications (anemia, hyperphosphatemia, hyperparathyroidism,
etc.) in clinic, the overall control of disease progression is still unsatisfactory. Traditional Chinese medicine has a unique and
complete theory on syndrome differentiation for the treatment of CKD. In clinical practice, a variety of prescriptions and proven
prescriptions have shown excellent efficacy. Therefore, it is of great significance to summarize the existing CKD treatment drugs, the
drugs in clinical trials and the research progress of traditional Chinese medicine on CKD. It is necessary to review the new
mechanism drugs, new targets and new technologies of cell therapy and gene therapy, as well as new technique and etc., which can
provide support for the research and development and industrialization of CKD drugs.
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CKD ¥ iy 5 22 H 20 1 5K A k(g 5 )
B, AMUERAKRIAE W (end-stage renal disease,
ESRD) X i 5 7 >R )™ B A Je /e 5, [RI B vy & Y
BRIT B O A2 S N R BRI 5F f4H . Xf
Tttt e s ESRD HEE, BERH R Yiiss
R MTFB, HEEST % & BEA R, &
BRHEHMCEY 250 HEEEXZ TERBETAR, &
SRE 2030 FIX—HE 2N 540 73, BV K&
) 2 T AN S REAT B IR T AR AE T %
R, CKD iR EEIT AL 5 BT B S Y
2%, IXAFEHIHARSMAR A L VBT FERER
il PERLEFF S . CKD B o NS K g R )
A, OIER ETERR ) (AR EEZ . Edy . B
BT« 4EiiRYT) FhRMEE WG . ek R
T, BT EAEANE.. PHERE . ME

WP S, JLAERAE CKD B IRIA YT Sei
S TR, RILEHEMMmE, & CKD
IMRIGIT MBS F B . BT, A CKD B
AT W RIRIT 2% A R PR B e F o 1 1t 3k
T T g, DN CKD MG, IRy fZ59)
RIS % .
1 RATRE

CKD A4 5E N (1) B (45/eiThht
W) =3 AMNH, AECEE/NERIEE % (glomerular
filtration rate, eGFR) [#{, "B iy 75 el 5
ifnbric CEIEMERE IR 75, SRR E S
)5 (2) eGFR [#E[eGFR <60 mL/(min‘1.73 m?)] =3
AMH, BRI ERGS. BT, AR ER AN
K/DOQI 574, CKD A7 51 (G1. G2. G3.
G4 f1G5) P, ARG WINE 1.

x1 EBHEERSH
Table 1 Staging of chronic kidney disease

pag:t Eiiipa eGFR/(mL-min ") T IR %
Gl Biifhials (+), eGFR IEH >90 eGFR T, HAIZIR IR R 5.70
G2 BiifhfElR (+), eGFR &2 E R 60~89 UM CKD #EfE, FEAGCo M o KU 3.40
G3 eGFR & B 30~59 138 CKD #tJ&, PHliRyT I KO0E 1.60
G4 eGFR H J¥ A 15~29 LEEIRYT, IRIT IR ROE 0.10
G5 5 R <15 BEEMT TFEHTHTHE & SOENTIRIT 0.03

P HRS Wi bR v A0 7 BA, BB S 2017 4E4 8k
CKD BEBEIZEE 6.975 (LN, o EREDE S
FHNE N 1.32 420 11512, E BE &4 5
BE DA 35%, Hrph[E CKD K & T4
BOFHIKF . dhndzE. B, EEREIT. HA.
S|pgaEr. B HAIE, EAENE, P W, SEE A
F&A I 1000 /36 CKD Wi f6l. 2017 4E, fEG9N
it 195 MEZEF, 79 ANEKE CKD 7RI
it 100 Y,

76 2017 4, CKD TEAERA 1) B %N
9.1%, HH G1 A1 G2 124 5.0%, G3 #14 3.9%,
G4 118 0.16%, G5 14 0.07%, iEHT 4N 0.041%,
BRHEEEN 0.011%. ZHERRREN 9.5%, &
BB 7.3% 0 1.2 £, (HERE 2R 4R
BENT OB R B RS (13,710 TN &
MEE (8.6/10 1A 1y 1.47 51,

2017 4t FHA CKD FIFET NBUAE] 120 15,
B T EESET CKD M LA, 50 140 JINET
FH B T A 2 3 R O TP, IR S B T A O

TR IME FE TR A 7 3 7O L BT 45 1)
7.6%. H CKD 5| 2RIFET I 1 A1 i 'S DhRe 240 51
(O MU PR SET R B2 A, {8 CKD £7%1) 2017 4
FET IR R4 12 47, 5A B H s SR AR 4,
2 B.L™ CKD YRR

CKD & — P Ry S AR50, RIMAFREE
VEPRI B RS S 8 Bt D e s 4, $0R
DiRetE S A k. B & AW AT I S I
Rediifh, o> BN ESRD, 7% EFE M A 5 Ak
BAUETT . 38 CKD BIZ MR, e iR AR
PRI A& T R 22 IR, HAthoog DR 0465 22 Y
EREE 2% BdE R CEIEERED. B & %t
Wi BARPEE . B A R e 5 R I SR i BH
e AR CKD HAMIAFE AT R AIA)T
ARSI, A CKD IWIRZ59 53 LR L2,
2.1 IR CKDIRTAY—BR-MEEKR-
#i4 [E i) 224t (renin-angiotensin-aldosterone system,
RAAS) %4
2.1.1 I 5K R R AL B 0 F ) Cangiotensin
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converting enzyme inhibitor, ACED) M IME K5k &R
II ZAk$5HT77 Cangiotensin 11 receptor blockage,
ARB)  ACEI Ml ARB {EAFERIKERH . 442 CKD
i R DL R PG R O LA R e XSS () Bl 7 V5
RRER 2 (I RAIE 4 2R Y, 76 RE Bl PR B 1 B PR3
5995 (diabetic nephropathies, DN) A AEHE KI5 B 5
R, ST REEAER RAAS 254, X
HRIM T BRI 6" /E Smart R¥H,
269 LEFSREAEE (KT 1 gd) BEENL A ECE]
16+ 64, 128 mg/d FIRIT4H, 4 7 ERHVDIH
BT, RORFIEAR EEIREARD T 33%. i
PRAS 25347 iR I 7 i A2, ACEL Wl R 1Bl
KRV, AR R AT R,

MAERKER 1T X IERA E g sh 712 A
H B8R T B ek i Bk 3R 1-1 B2 AR,
Z 5B /NER A gARRKA . RN, MERKE
11 381 2 5 B T 98 AE 40 B GE 248 B PR~ A4 [R5 1
S, R AE KK 7-B (transforming growth
factor-B, TGF-B). &gV EK KA. REAEKE
TR T A, B AT RAAS 225950 K 3K
137870 KRS IR/ B L AR B I AR, [ I A2 31
I3l PRI FE Hh IR B 4R A 3R -6 Cinterleukin-6,
IL-6)+ dickkopf-3 (DKK3) %&£f 4tk EWbs EXk
JE BB AR A ),

MIE EYE, 7E RAAS B &, @i LA
AL PR b 3L E] CZPE R D AT g SEILEE
WF G TT ROR . A2 LB I R 58, ACEL A
ARBs FIBCE 8 FHRIL S 1B A1) R 2 AR 2L
R, AL IR R R, RE TN RS SR
WA, XSO ML R E A ST, A
TBIT B IR IT I AT BB i R B v 1 i R
i, £ CKD ##J&. ESRD KALT-HIZ i FIH AR
P LS R . Ak, fE Pronedi k%4 DN
B DA S F 20 mg e DIYbIH 300 mg IS
YRIT S5 SR 40 mg FJE DIYPIHE 600 mg 124
BITHHT TR X B EREY 32 MR R, 34
23R R D EEBIARARL, A e I B AL
BN RZ i (1 22 e CRLAE B 40 0 AR s i IALRE D, 1X 3R
HIROZAR Y B AR 22 57, ik RAAS 254011
FRU BB 5 =,

2.1.2  MEREEAFE ST (selective aldosterone receptor
antagonist, SARA)  RAAS 24K E SARA TEImIK
T CKD B3 HIEYT, Z%I69T RIS n] A 243

il 2 R FIAESE CKD K& o Ifi R S FH ¥ SARA £
FEH 1 AR ARG RFIER, 26 2 ARSI R
Jo 3 ARAR AL MR AERRIER . S RIESE, A
[ 26 3o} 1 [ B A2 AR B AN R (e ),

5 Bk A, B R 001 AL
BELWT B INER BB« P Bz 403 AT e pn &4 ),
W% PR T AR 39 4% P B 8 14 £ 25 )l R AR5 2 P 1
. N A1 ACEL. ARB BX&ya77, WHEA—E M.
O R AR IR B AE . (Rt T e
A AT RS, 7EmfE CKD B, s xT
R PR T A4 AL R £ B s PR 1R B 7
2.2 45514 CKD BIT4Y
2.2.1 DNAJTZ5%) DN A& 5] ESRD i & 2 [ Ji
K2 —, Y= 1 BUOBE R B A — 2 1)
2 RUBE R g St g & DNUSL, DN s fg gl
R B BB RGN 3~ 12 50, W
BARTEIR YT I FE R P ) AU R 38 (Il g s I e
&), {H ACEI } ARB [1]5 454N n] k5 DN ()53
J& LA KB W AR 5345

B - & BE LR i2 8 1 2 (sodium glucose

cotransporter 2, SGLT2) #l#IFIFEA 1 P L BEHE
2y, AT TE B REAE FH DUAR 66 B I SR A E
SGLT2 #IfilF Al L@ — RFIHLHI PR E R 1K
JR BB DhRE B AL R XU, X S ) 455 B A ol
FEARE /RN AN S, OB RIEI AR, J b s
MR B RS, DT e R TR
¥ 51 T B PR T B, 5 22 B - b v 4 3
(ACEI il ARB) #HLL, RH#F1iF 100 mg+AniEd
PG F G G4 (LRI 95 LR A5
EREECL A FETD PR FEK T 30%. B4k,
P BEIEFEAR T IR B TR CRLFE O 3 B X
W AR 39%) P2,
222 WY EAAKRE ML % TR (autosomal
dominant polycystic kidney disease, ADPKD) A
ST 2%  ADPKD &5 WAL 1 B b, K
G FN 1/400~1/1000. 3= B2 B A SN 'S H B0
KANA—HIFEf, BERFAT R R, REMIN'E
NESE RN e S EARIE =l . B R KBRS,
ADPKD &4 - ZE il Jo 3 i« i P 20 Jik I8 A
O JIFE 3 5 5 26 5 bR B . ADPKD JRFER K, it
JRARNT RS, —METE 30 2 DL HBLEIR . %0 ]
RERENRG, WRRIZH, FTEAFERE
NS 3
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M m k& V2 %4k iR AR AR
(Tolvaptan) f#) 111 #ImpRAT 5T Reprise % 1 V40
WG AREAE, SENALT 1370 Bl (1) 4FHHE 18~
55 % H eGFR £ 25~65 mL/(min-1.73 m?); (2) 4
WY TE 56~65 % H. eGFR £ 25~44 mL/(min-1.73 m®)
() ADPKD RN, PFfh 7 Tolvaptan (45~120
mg/d) FEXS T BT RO 22 etk . EEA R
eGFR YT T I EZ/KF 5inyr R rxT tt. 8y
eGFR F BRI B2 2 25 /N T 22 BE5H 4L (P<<0.001),
BB T WAL g 2,

223 FATEIR'E W (Fabry nephropathy, FD) 67
2% FD & — PP UL X e R SIS AL (1 1A B
JWAE (lysosomal storage diseases), 55 P34 WLk
o FARRHLHLZ BT a- PR A FEERE S
FOUZHE LR oy B Ak, G EY =2
PWEIE LS IR (globotriaosylceramide, GL-3) FlAH
KIHHHENEE N SR T . HHAPREE]M, &
Sl — R A B AR B s RAE FD bt
W, ISR [RIAIFE 30 & /i h, FER
PN EIPEE AR (0.5~2.0 g/24 h), 5IHEE I
PirIpL R e aiE 4, B RTHT 7S 0802 GL-3 722
AN R E L SECT LAY B AT FD iR
PEIRIT TR HERE B A IR TR TR ORn
Afh), [FIN B RAAS 2R,

224 qF B I M R FOME £ & iE Catypical
hemolytic uremic syndrome, aHUS) VG J7 2%
aHUS =3 H S s ez i, /Mg i
SR Dl 2E v 3 DO N T SR — ZH I ACRE A5
T, 50%H0 3% 22 A Lk Jig 28 ESRD, Ji JE2 1K 25% .
2012 4, FEIA A B FORSHLEIRMA R S8R S50
Eculizumab #¢#t#EH T¥697 aHUS, fEA 1 # C5
A R4 7 2 B ATV IT aHUS MIME—254). 41
KB, Eculizumab s IS C5 KAk F|
93.5%-

2.3 CKD F&AERTTE5Y)

£ CKD KAEMKREIAF B, BT
HILZ R RORE, AFEE IR M. SBE. 55
A ZEELATE PR 4R HR 55 IR D e T AN
I g 7 W A L. HAT, 2T CKD RERERIE
RAE, BB T AR IR 2400,

2.3.1 CKD #IMiAIT 454 S MAMNAE CKD A%
HOR I A e, T HL BT R A AR B T RE Y B IE
Brygn, 4 CKD HEHENEE 5 WIR 3T 4k

Mo EHN 1 IO E IR 12 3B CKD #2311
RO E SRR, CKD 1~5 HE3E 311 &0
AN 22.0%- 37.0%. 45.4%. 85.1%F1 98.2%.
ENTHARENT CKD & 2R 707 98.2%
M1 52.0%. R 2 [ IMBOE T 810 R G0 A8 Al
N, HETRESE I RIS AR A B, dEE
BT B B FT IR TT K AR R A 12.1%°1.

B 1 BT L VR TT 245 .47 EE A\ AR £ 40 AR R
% (recombinant human erythropoietin, th-EPO). £k
AN HEBERIS PN, Hod EPO & B R i %
BITA4Y), BFERAAYT (Epoetin) AIEAR AT
(Darbepoetin) SR KU Z5 . Mok, REFH T
F & Bt 7R AL B 49§ 5 hypoxia-inducible
factor-prolyl hydroxylase, HIF-PHI) 831 2540
FT G HT AR A TR S 25, Forh B b E A
(Roxadustat) 2018 4F 12 H {7 [E 3G, H
TAE MRS 1 B 8 N SR 9L I, 2019
8 H, ZZFRMFENAE, HTARES UL
PEBR RN B VRIT T AL 2021 47 H, B
A CAERE . HAR BRI E BT (HIE
H & a2 5 B & #M )R (Food and Drug
Administration, FDA) > L& F1E AT 254 ¥ 123
2, MT 2SR, SRR HHEIZ YR
[ _ETi7, 24 HIF-PH #0500 K 1w R RIRH R -
2.3.2  CKD mBEIMEIRTT25%) ik LAE & CKD,
JuHJE CKD 4 AL b8 W& IFAE, AT 5
WER/R, iy CKD O 50 R A R RIS
TORMGIMA R . 2012 FFEHT PG 5 9 BB A7
( dialysis outcomes and practice patterns study
DOPPS) #H7t e, FHE (s A 8 1) ey 98 L
BIRFN 57.4%, NEIEFENT B b U Som %N
47.4%, 1M MBEEARR R 38.5%. MLiFE#EK-T- &
1 mg/dL, FET RSN 18%,

CKD = MUAE IR ST 25000045 4aiilf) (A
A B (RS WIRRE G (R4
W) FAEM AR A/ (RERHE) 5, 89T 259010
PTG R APIROL. 85, FRRSS
JR 7K T2 5 R 2R
2.3.3 CKD HURMERFFBRIIRETUHEIRIT 2454 4k Kk
PERUIR S5 BT Re ot R fR A2 e B DhRe A 2.
WA RERAAE Fanconi ZE A EA'E NETRF 55 4E
A D = BT LR . LSS, FR
S NRACHA 2 B MAT | I B8 B8 = i Bl () 8 4y
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W R RS MR, DRSS BRI
A —Fh 2 AR L IR R R, /& CKD &
IR RREZ — P,

THIT 2 TR R A R D R CH AL =
BTk BAEE . S EESE) . USR] (PUAR-R %,
PeRiRAO AT MAS 259, T 25
3 FEHARIT CKD HRERE

XFF CKD [ya77, BAREE 5 3= B ik {47 i
fE BEBE. P& BIRER B SR 2ol HE ORI fa i
W&, BT FBAMR. mhEasais. P
wis, AT ERRRYT, EERPEZATE CKD
MR IETT SR IS T BRIk, Rl rE
IRy, 2% CKD 3t A/ 8 (1 JR &5 5 97
MR . Bk, Ak CKD HEEHRE. FHE®RHE
DL IR 25 9 HEAT B0 2, % CKD IR T it
HriE
3.1 CKD HERRE. Fil

HRIE CKD IR AR A 3 ks F T
TR CRIK T PR SR CHRAIE” T,
(BEWNLE « K Fid#: “B%, 200, EH
H, KW, BNETREM, MO MR,
FoKMARW. BisrE, WETH, BiriET
R WARNTF RN, SMATHERT R RR, 2T X0,
TR, R, A2 T8, ZERK”. B4R
BRI CKD MR BRI “REsLded. &
REARSE”, IERNAR . IS bR Tie R H. B,
WRBIER, FrUlNEEE. BHE. <. <MW
REZ S5 bRl 4 KN E AR, FERCEHEIEIR
WOHHRE T MR S, EIER RIS, 280,
MPEANEL RIG KR Bk, B I, XE
ZARES, FEARJE AR, R kR (e T AER Y
3.2 CKD ##iEitia

44 R B L R T E AR A
& PHERAEFE, ¥ CKD HIPHIED N B IhiE
HW[eGFR=60 mL/(min-1.73 m®)] M2 FH ¥ 2 M
#.CKD 1] 43y CKD 5 T fig 1 & £ /K ik . CKD
B g 1E W ARAE K BE AT CKD B This T8 # 3 2.
CKD "B THREIE & £ /K e B8 2 5 A R A AR
KPR R R Tl B B 2451, ARARI R,
ZHREAMIEE 5. KM EHRPRE LS. 510
NZ M. CKD B IhREIEH A KMHE, hEEE)E
FrhBE PRV “JRI0 I, WRE FEE E AR,
HAUEZ & B AR FTEG 677 DU i 2 sl (g g

NE. CKD HIhfE R H & L ELHE eGFR <60
mL/(min-1.73 n?), WIHTIEMEE DiRe e, IARE
F 2NN BN B T 2P e . R T R
ORI CRERR T COCKE” CWIEET “REST M 1)
JamER PR B, FEERRYE CKD 1 E B HLA
PR RESEIA, SRECKMEAEAR, brasafein i sy,
AN IR H AR B ANGTE, Ik SERIERL K
AGUAE I er RN
3.3 CKD FZ#aTr T REER

2 E TR T CKD Wil IRIGIT A & IS A
Post, RE IR SE B R W] B2 2535 9T Re g i 2 1
% CKD BEMEMIIGE, LM ARE. TEY
P CKD A &M ESFFHIE R, FFRIE
ER. IR EZ A AlRM., BRI
2k, ATRRDKZHER. AR RS FEMIE
il 155

EHLUE B %097 CKD S S 94.4%, 1]
DA s BB . =00, (898, gESRER,
HHEA RIFHBEEAEN, HXTEIhaesmA
WIS, RWWIEARRMEERELE, &,
A ETT 7R BARHR BRI RS a2 i i P T
PR R E R R, IRIER 2 . gt
A SRR R S5 BRAE 4 s B T e R I
YEms, PR b US AR 9 AR T Ki%.
Fu M RS 4 J7 1697 ML B B, Wi R R AR
G 2% 7 ] A ARk St A S L Y R R L PH 8%
ER P ERIE R R I, Wb REE, RIPVEThRE, 1
MANLEI RS FRER B EBEH 2 (matrix
metalloproteinase 2, MMP-2), RNAHA&EEH
fiff 2 (tissue inhibitor of matrix metalloproteinase 2,
TIMP-2) [IFIEA P, JLk, SRk i Py
Wiy 7 i i FHAY SRV PRIR I B, 45 R o
WK ML VY0 RERE A RGO I . TR AR i
BRI SEEAR, 8 RS H A TGF-B. MMP-9
ERRIL, TIRBRIE SRR, X8 RIR I
R IAIT IR AL TR, SRR K AR
PO PRI M R A 2 4, HIRAWTA 77
PR G RIT 2, 45 R Bon B M7 e 24
T AT AN N 2 BB PR IR AR W s S8 BOEAR iz
PREEE, oot B hie A ek 8 A5 e,

GRONTH b = B 8 W B AR R T a8 B 7R 9T
CKD HIIRPRIT AL, 455 onReigft m il A B a &
B, WEFCME IR P PR DR
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MEAREE, T EENMEMECHIRSFERZR  receptor antagonist, MRAD i FUMER & T

AP, IR, MRS R R E LA TT,
FERA TR AP RERENE SN, IRRT s
BN I BHA 1R YT G B IR R BB KT
SR, JRIT A RFEN 90.70%, #1658z L
2y, FISEm. @, VR, AR, SRR
AIVEIMAGSE, TREEFI KA, 1251 R 3L R R
2 TR R HEE . R R, A
2y, EFEL M. AR SRR, FIEHEK
WA, R LABIBAAS,  RIME DAL KA. IR B
R ARl 5 IR 9T CKD RO B3%,
REl W UCE MEERR. MG EFEERA. M
T IV IR JE R I3 100 3 i e JR (PC-TTD FR 7K F 3,

BeAh, IEPHARMT SR B I s St
F CKD RIS, 30— 805 WK g |
FAS BES ) BoR tH % CKD — & 197 2o, s
ok T P R 45 A 7E CKD JR 97 B EVS T AR IR E -
HARWSIRI R 207 GER. AR, R, 5.
%) SECA AR AT S R B, IR
SN 85.14%, W3 B IR R ENIEF K, B
A FZRES U8 B D Re G AR IR , $2 /8 I R T 2%
HAWGRHET M. FHS iR E ARG 7 A ia )T
T R TR B s 7 I PR R L A B e, I
PRISAT R TEIE 94.29%, HLAE FINLHIAT £k — 5
T, BAN, &R FEE A SRV A YT 18 T B th
R BRI R E P
4 CKD IERiREH R AR Lt R

HAEl, &G 2R CKD HISEmZgmakit L,
WBIT T AFR N eGFR. JRE AL IFRAE, (H
SRR RN . 1990—2017 4F, O
TR JEE R0 L ZE 4 s () A BREE WS AR L BB T
RORNTHET 304%. 14.9%F1 41.3%, {H CKD )
WA 2.8%K) TR E, 5 CKD H 285BI H R R
TG, P T2 RIS RT3
AN, B R dE B T &4 ACEL 1 ARB
RO 250, LLK DN AT SGLT2 S5/ b #1254
CKD IR AL %, 92975 £ A 30 5 Mk o e 4 A4 72
H, XA CKD Uk 25901 K K BRIk
%, AT EIFHIES CKD It K, A Cxtik
PRI BRI 259 (BRFd g T 55 W21 CKD 259
BT T R4
4.1 CKD BY¥EEFHzaff &
4.1.1 R E R ZAEIE PR (mineralocorticoid

AR, 7T LB RS 5 B A s A e ]
PR AL R BRIk, PR 2 P AE TR B SN, B4 1
KA. M ThEE . NI T DU AR AR
%%, Finerenone A& — P Y i 9E $9 44 1814 MRA,
B 98 B FLRE S B b R R SR S A FE s i ok
M2 fh 28 B 5 . Finerenone 1T HAIlf AR 56 N\ 40
18 % DL b 2 BUWE IR 1A CKD, H 852 & Kiiif
%77 & ACEI 8L ARB Zi¥)¥697 1) 13 911 #i&i3%,

%181 1 bel B AL 2 BC 8252 Finerenone 8% %2 & 511)7A
7. FEF TR A S JH, Finerenone 54720 H I
B CFEl. 2/0 4 ] eGFR Ik T34k
KPR 40%, BRI R SESETD BIHAIME T
LRIFIH (17.8% vs21.1%). REL ST, JRIT
HEXTRRARLL, s R AR O I S A ) RS B A
(13.0% vs 14.8%)« TE22 A7 1, 1697 4L AT HEZH
A RN R AR AR Y, 6T )™ AN R R S
KAEFN 31.9%, MixTHEAN 34.3%. Finerenone
S A A IR AR DG RSN (AR o R 2 vy 2
£ (18.3% vs9.0%), (HEA KA B P = 8 M AH
FeHAERY,

4.1.2 RAAS Zj¥) DMX200 528 D ybH AP i
K& A7, H Dimerix Bioscience (Sun Biomedical
FIFATED FER, HTIRIT R B B /N ek g
{1 DN, 32 B 55 P B E ik R AR DLk
[KlF CC2R 1My &A% 7697 VE - Dimerix Bioscience 2y
AT 2020 4F 7 A E AR, AR BV B /N ERBE AL
a BRI B T F B4 SRR B . Z4A XTI
R, 86%HI LB T 29% IR R H KPR .

4.1.3 SGLT2 L& MbEHEFEK-1 (glucagon like
peptide-1, GLP-1) K#¥) {£ SGLT2 K&,

Br-RAESIEAL, 18K H A A S5 #8347 T DN
Il R 55 . 7E DECLARM-TIMIS8 S2ierr, k4%
FE N 10 142 i3, B NEE & 24T 3R R
AR B 1 5 22 TR B 1 B B D
15 24% (4.3%Vs5.6%), ARIETH kA S %
FIABEE TR AT TR Z> (6.2% vs6.6%). TE EMPA-REG
SeaG e, B A NAL 7020 ), 76 B HERE DS
Zpih, BASHIAT L BRA, SR E
JRRAER (12.7%vs 18.8%) IMLIENLEF G (1.5%
vs2.6%) KA EFAREE (0.3%vs0.6%).
PREE AR T2 7D KRB BRI
RO, TV RER I BLRE R 2 i 2 AR PR 1Y
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CKD &%, SGLT2 Zy¥)#8HAT — & 2L B Mt R
PAER, XFPE AN e B ost oo 42 i ok A
B, BRI RO B 4TS 75 2 5 2 i AR A I PR
KA AEPT,

£ GLP-1 25 i, AL Rnm IR i e R e it
N, NZHIY 557 9 2 BURE LR S, BEVT 1 4RSS,
Ft A B R 2 5 M e 5 2 AL eGFR 73700 344 31.3
mL/(min-1.73 m®). F$7 & kT KRR E A I
PREFAER) 5 R 1, eGFR FEARAIRE H B3k a6 5
AR RO, BEVIILI 104
J&l 2 BUBE PR DN B gomdt e, KR D EIK
XPRFEERPREE . LA 385 1) 28 A — 5 1R B T R
P IhRe . HALRIH S GLP-1 SZARBI 7 2549 th [R) R
JEAR T — 52 I B AR R R T8,
4.2 CIFFE SRR A

k2020 45 12 1, #ENIGIRI B S8 PEE
FHRIIFERE 25 22/ 0 100 &P, HA ok Z 5 Ak
TR B AR IR . X 51805 5 93 i [

X, HERINEEDRem = E A%, fEH %

GEHLTI AR s 254 R REEE o e G2 i gk e, 1R
MEXT I A SE PR O3 . B AR AR E
B H 28 K, CKD 15225 AOm L AR S E0w
RIZ B HIAR, FHM VRS CKD HIHHE s L&
SR WA R . T, RSO b T
AR RIGPT B, DUE IR G4 SN FEE S (2
eGFR FFE[F(K. IiE ¢ WIS, ESKD PAK B/
OIEBRRAE T A S HIFE R (A0 HT 2P B R 15 Ol
AT A

RETEIRRRIE BT B 258, A 2 50™ ik
THEEMLIIRES, W lofotase alfa. Apabetalone
MK3402. AMY101. Eptotermin alfa. Avasopasem
manganese. CXA10 %5, HAHGEAAMERK, Bt
REFHLHEIZIP7E CKD 1697 77 TH 2 RS
B, S CKD B RS .
4.2.1 FEF T E2 MG 2(NF-E2-related factor
2, Nrf2) Bud ok Z FEREEY, CKD 5
FAL NI % CKD B B IEH L ARiAR Tl e
W, R AEREE BRI, 2 S ECRARRAS R AT,
PR R RS A H A, (2 CKD fh &K . Nif2
TESZ BNEM ARG, 185 Keapl & H =t
ANHf% N, 5 ARE (AU-rich element) [75145 5,
RAEP T A NI EITER -

B % 2 & (Bardoxolone methyl) /& Bardoxolone

K EstL &9, BN Nef2 SOG7, NS
Keapl. Keapl & H A Wi N4 RO T2 ) Nrf2
M35 1%, Bardoxolone JHid 5 Keapl Z56, WiE
Nrf2 FHEHEI GG . /BN first-in-class 4T 28 5iE
), B2 R E RO R LA R A T e
MEEER~4, HFHAEmMESMRE1%. BE2ER
TSR HIE RIE N Alport ZRAE (—Fh 2R DL )8t 4%
Pk CKD), FEWFFLL ri2IRIT 100 J4 )5 eGFR A
XPIEZE AL, SRR R FE AL, EITA
¥ eGFR #0223V 7 2011 4E b R S 3,
2 3] CKD &9 2 BpERIN B E R E 22 52
JEIT e, BoRemK IR S R RN, BE2R
B n] BN rh 22 DN B () eGFR. {H72, 522 R)
HELE, EERERITHEDIRKAEREMN. AR
s> GERIE . ARFMEZ, JHEATZ L T
B, IR SR T e O B AN S,
422 WM S ERAWEE (soluble guanylate
cyclase, sGC) WEhifl BEFE XS CKD A 58 HIAS Wi
A MITEIE NO-sGC-H & & (cyclic guanosine
monophosphate, ¢GMP) 15 5 & 31~ 1] 5| K
CKD 5B WEGR - sGC 2k N —FhEH HERE
e g, AL S BETT UGS NO-sGC-cGMP 155
B, AT LA TGF-B A5 58, KAEERTIK IME
it /N SR A SRR 2R A AP A e SEE
AT RERCNTRTT B WEBR A X7

Runcaciguat & FHFE /R A 5] FF & 1 IR NO &k
B sGC WOER, Pl EOE sGC, ALK
c¢GMP.2020 4F, J5 5l T Concord IIfi K% T CKD
HIEIT, AT I ImREY B 2021 4F, SUEZ) 14k
S8 1 TR T AL R I A P i PR R o
423 MEIER Via ZAEEGUN M INERZ
N AR A 1 RRIRSRIER, 1S S A ) 52
PRZE G AT NAR MK EIRIL, RIFERH RS
FE MEMMARSFER. LEMER Via 214k
(v (1= = | N 411 R 1 R4 Y % L S =9 =S
A WOEBENERE C SGMA RN S TIRE, 2alh S
MW ARSI i IR AR I T B 4
M I ZR Via SZARFE G 5 2k BH e 2 7= A4
PRSI Rz, MARE KA, A2
MIREFE ERER, WAt — Dt 5T K
FERT 69T BT IV 0 3R 324438 3 B0 U
PEREPRI, LR PREIES 2 S )ik .

BAY2327949 & JF/R B 251 A A —RlogT L i ik
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PR IR R Via KU, Honrd 5§ hn s
WEREE R 2 B RSB IR R, X0 B R
HEABEM L, (FIEKIRE ERAFT 2020
12 H 2021 45 H, ol 1 I K
IRIRES .

424 S-REGEREEOISHG nack, EHA
Hh—se R RS AR R A KR S AST
FALRE I N BRGSO S-IREG
BEEAE N AP ) —Fh L XU ARG, e
VIR ERAE i A = e Gkl , T A =)
M IREN TR, TEVF 2R RIEE EEAEH . A
KU, S-MEAGEEE S I HHIFITE RN B 5L
252, KL 18MESORE A B T A

AZD5718 & —Fh 5-HR A & BgG b 2 Fk),
FH R 0 R BRI F TR 97 s IR B IR O ML R
o 2SR, fE2 EITRIEKIAE. 2020 £ 7 H
FRET I IGRRE:, UMEE8ceR. 4k,
29801%, HRIFRSEER#E 632 4.

4.2.5 HHNHLBIKFEEE (recombinant human
tissue kallikrein 1, rh-KLK1) 7 Afkdr, BiF.
JERIR UL PRI RO 2 B 55380 W] 43 3h N A ST R T Bl
KLK1. KLK1 {EF 2840, BAPI%. SeEmE
NN L IR R ve 7 W A D W B NI e (A
DM199 & —F rh-KLK1, A @i 5 ik s i i
(kallikrein) -¥fk (kinin) R4 (KKS) BBk,
FEAEYTIRIAE . PUa . BT A AN IR 4 i T 5
BRONE o N PR A8 S s i 2 P A 7 i HE B AP
fF3&E N AEZ —, DN T 2019 4E 7 H52/8 T Ib Wik
RIRIG N, BRI 2 e it
S Zigh. AEASIE LS.

4.2.6 HMMIGIT 5EKRIGIT CKD #fE 224K
S| E T4k, ANH DR 7 R S B
P, DLACE NEZHZ S5 R e Thae e k. B
DITERS B0 . B — R A R R IT I
TEOUT, AUV E N et I B AR IR YT S, RN
CKD 4 Hir 5 (i 78 g7 1 2 —°1,

TEA TG YT ARG T-4r M F0 N 2835 5 2 At 141
P2 B LA TR R0 AE,  (HOX SR gt [R B B
WKW EAESEMSE . WY Cendothelial
progenitor cells, EPCs) 7EMEEZAMUIILAE . {21 1L
BT REEEEEH . BTN R A
P B AL RE 71, EPCs A N — M A& a7
CKD (13497 FB&Y, EPCs AU AT LA AR BT 4=

M4, AT DUHE A B AR U 1) Ra e AR, MM
BB LR O,

8] 78 51 T-41 S (mesenchymal stem cells, MSCs)
TSR MR, SRIET IR R E F
W2, BT A NMEHLRFHEH MSCs, a1E
REWG Brisss, MSCs & B HEB s A =22 a 7 b
S22 At k= H AT, 2ERZH 1000
RV FT MSCs ¥ 77 RS, 1% L2l PR (1Y)
REFHYEERT, aiGy7 s BEARIE . I .
MAAEBRG  GE AR A, {EiX SR
w1, 4 33 TS MSCs 728 RS b il R 2 %)
Ul inRegen FH E AR I I P AR B Al 2R, %%
I B ATV NER AR 8 AL TR I AR %
2017 £ 8 H5em T 1 T 1 HGHE IR (RMTX-
CL001. NCT02525263), ¥4 eGFR HIMEKTAEHN
FEL ST . FHT 2019 F 8 A ¥ EiERE,
BEE T 1 I Mim R % (NCT04115345
REGEN-004), W %<2 4V Tiif 52V LA R W10 97 34

UnicoCell Biomed JF & [ 8 B T 40 Jfu
(adipose-derived stem cells, ADSCs), HTi5J7H
HFEAG R B 0 AR DG B 1T % - ADSCs 5%
M AN CE/NERIE R A b R 4T
PR AHRLD, TR v S I g R, A E] T
2018 4E 5 H, 3T 1 WU M0 FL, ih RN 36
2 565 CAVEAS IR 195 1 20 M 4 v 7 o B A B I
JRIVEIT (NCT02933827. CT31). M BT &
HHRDTH L 3 BT M, R B 3
B IR TR AL T AT AT O R, AT
FHOR B AL A B 55 3 WAL, 04 G s 11
M5B PUAMSEE IR TR RN T, DMER
I PRAR 3t 5 A7 4 38 T T BT,

BPNRITE R —MA W J1) CKD 258t K7
], IR RIIE S r FHR R, Wi AR 2A
(protein phosphatase 2A, PP2A). I/ V5K H
1 (thrombospondin-1, TSP-1) &5H 5K #R 5 CKD
K3k EAAAE—E /K R . Quark Pharmaceuticals Jf
K H) Teprasiran (QPI 1002) £} siRNA 254y, i@
] ps3 IRIE, YKE S I MEE LS, B
AT TX T OEF ARG S B s e B
{1 11 3911 A iR,

43 HEZAST CKD AR

CKD RIEIGIRRI & T HEE R KM “ K

IR PRI KR CMAIE” JulE, HARIERARE,



- 5128 -

¢ES 20214698 H52% H17H  ChineseTraditional and Herbal Drugs 2021 September Vol. 52 No. 17

ZUREPRE . AFES . AN, LRE
B PEEMARERA S R, RIEEREFE K
JRRLE G R E B S RS, BHATHHIERIE, A
BHEAT AR TT o RERZIRYT CKD A 21k
FERK IR PR S P A 3 THIESE, 7EGRAEIR . ok
EEINRE. B IEAIE. SR E TG T
KPR B AR HRIERE YA 1077 s
CKD I ARER, VARl Hp g R g & 1 77 50, i
B IERIER, 2 4 S N T R B R T R
W2 2 AN, ARG, A A
PR RN, b B R 25 4E U CKD IR TR
PrJ7 A B IRCR, BT CKD HARERA
AR A, AWK I 22 BT U B A
FIE R I PR ), AR R I R AR 2 0
NE . PEAEIRREEPRANE . KEHASE
JEA BEMISR, DR CKD IGRIGIT
24T R EELH 5y

filtn, fERPESAIEIRRSEE S, &2 7
—E IR B 77N 60 5] CKD 2~3 Hifi s
PR R IE B3 A AL A 2 G R 2 R BB B LR 24 1 S
HE T EIT A R EIR, BT HIESCE T TEE
PRGER . A0 IhRE 8 AR B DL B A BRAIE fi%
BB T3 IR, ZERERITFE L. 6
U ONEPRIE VR T 2 b, SRR B E
Lo 2 s I an B A BRI . R,
PRI AYR YT CKD, g B R R fl e F JEiR
T R
5 HEERE

CKD &8 i ™ B IT 1) R3AN A 2 1]
4FR CKD B EWIER T 6.975 12, BARIGK L
H RAAS. SARA. SGLT2 Z5IAJr 2% % CKD 3k
FEVRIT 2395, {H2& 30 4 [A] CKD ARG bRk
TR AN T 2.8%, AR THAE. O R45.
PR R G5R B 1 Ol . A HALE. B A
CKD G 25T &k C 4 BN 25 A JIHF R
G, BAERHS B XNHgE . P
F CKD F RRAL FHIER 16 7 TH G MRk B i,
e IRSE B 2 R ANSe s, L T4 R AT
o ASL—HTMPEERIAEX CKD £ HiGy7
R HTEE SR DL R Al v T AR R T, 7RI
PRARIG T B 2] Sl AT 10 gh, FERTEL T AN A= b
(I R 28 s L DA R B TR 3R as 1 o o L Hp B
B B 7ERIT 245 0 B0 R I 22 PR A YR 97 B T %

FIHEN CKD i RIAIT 4 LRI 53— I
BRI EEXT CKD [ BERAL. BHIEIRIR, IRRE
J7 7 IR R PG ER S AR YT SRS T A9l E 4, O CKD
(g R 25 1 I RO KR 2%

Wi E A SRR RIINRI, CKD AR HAEAR
KPR BE—8 BTt MR IER. H
ATAE IR 2501 R 5T, SR ARG . B s .
BESE 9, 0k B — R RS 42 i s PR S B rh 7 3L
KAE, KR EA 2EEIE- . BT CKD JE
IR R A%, AR 29T A I BE A b, 3 A0
B BB B N FE R 07 TS Z N RN, AR
Sk ERBUB YRS ¥ R 9T 2 ORI A B Jk il
UEAh, ImR EAFEAE CKD 2RI EE, s/ iEi St
— BT TR, W PR 20 B 23 T 5T 7 B — 2 N .
A7 CKD HImARSE R, = 24 8o BRI
735 R AR PRI VE B9 h o N IR 1
73 2 H TE% CKD WiEMZARTIRAZ
FAIREF BEERER, NEHITK. WX
PRRARETIER, TESFIRAE S 0,
B ARG TEEZRTT CKD IR REAT R FK
WK, A CKD HPEEZRIT I — N HERL. 3 4h,
HPGERSS EiRTT CKD Rl PR SE B LRl F 7E 34 Ak
TG BL IR h PR B 45 5 RO SERBT TT, R AN
EEig SfEgip EHEB AL S &K, X T CKD
IR IR R R AT 2
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