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Abstract: Primary sclerosing cholangitis (PSC) is a cholestatic disease characterized by chronic progressive bile duct
inflammation and has a low incidence rate and poor prognosis in China. There is still no drug therapy that can change the course of
PSC, and liver transplantation is the only effective treatment for PSC, with a 5-year survival rate of 85% after transplantation. Drug
therapy for PSC is facing great challenges based on the current status of PSC. At present, drugs for the treatment of PSC are in the
stage of clinical trials and have shown certain application prospect, among which ursodeoxycholic acid is the most widely studied
and commonly used drug. In addition, there are many emerging drugs in the pipeline. This article summarizes the latest advances in

drug therapy for PSC.
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1 BEXSPEEE(UDCA)

UDCA & —Fp RARAEAE AT TR , 0 5% 32 (M 1
G546 RN 267 R R PR AL (PBC)
[—ZR 254, Xt UDCA 78 PSC (& il AT 47 AE 4
W 2002 4F AR BRI AT 2 2 15 v L, 76 PSC 3
H UDCA BIG 7 78 15 ~ 20 mg-kg ™' -d™", HERZUAHE
T FH R UDCA (B 7 o SR 28 ~ 30 mgekg ™ +d™) o
B 7t A7 — 2 ] % AN 7] UDCA #) & 1 AIF 5%, 19 A wF
553 AR UDCA (13 ~ 15 mg-kg ™' -d ™) AT i 38 FF
AARFE bR BEXT A A ITE R . A8 i UDCA (17 ~
23 mg-kg '+ d7) ARG ATAESU , A s LA e
LA, b SE—TRBEHL AU 28R R A 150 4
PSC H##,76 5 7 LA UDCA , 74 9] T L2287 . WF9E 25
6 4F , I UDCA (28 ~ 30 mg-kg ™ +d™ ) i 35 95 7 &2 XU I 4
2 R HE T2k RS A T A T RE Ak bk gk i
I PSR IET . A — T BASI 7 O HiF S
UDCA 7] 8005t 37 1 25 1 4 Fe 35 100 45 L I 9 XS 334
hin, KR UDCA B BRI 1L T2 — R s . — 0
Meta S HT 8 A T 8 A BEHLIG RIS, i 86+ UDCA 51
=013 ~ 15 mg'kg_l'd_1 .10 mg'kg_l'd_l\750 mg/d
300 mg(27%/d) .13 ~ 15 mg-kg ' -d" .20 mg-kg ' +d™" .17 ~
23 mg-kg'+d™.28 ~ 30 mg-kg ' -d”, XL I K UDCA
K522 Rt 300 G TG 506 LA, 5 BEE AR 5
UDCA ARt PSC i #E#E . H FTEEXT UDCA A5 i
R AR AE A TCE 1, (PR E b 450 5 1 UDCA )32
FHF PSC /B3,y PSC A 1R YT ok — 5 1 A 22, i B
HABEAS I — L ARSI ST . Ak, UDCA 5id &k
Fit A< 338 B 00 8% 32 AR (PPAR) B4 3h 37 B A 2 I & 17
R R — I VE KR R SO 4

2 24-3 H BE % & BB 8 (24-norursodeoxycholic acid,
Nor-UDCA)

Nor-UDCA & UDCA 1% £ 45 45 771 A= 90 , e o i) 54
L0, 5 UDCA 78 38 FIIE 22 18] 28 17 56 38 0 i A1 31
AH L , Nor-UDCA 7 JIH /5 241 Jifa 11 JH- 248 it =2 0] 28 1y BB 3
T, A S HCO, ™Y e AR T, BTG ARy Bz 454411
BEVE, ) IERF 4300 A 2o A 2 4 v 2 TR I N 1 8 4
BT LR x IR GE 2R S8 AT 254 A1, Nor-UDCA if B Ay
sy A EA SR FPTAF gL VE R BT E AR
Pk 3T Nor-UDCA BUME FIALE , — R FIBF 58 1
B o — AR J A MR AR P IR A 58 Mdr2 (</-) /)y BRUASE

b AT IR SE 4 F IR 86, % B Nor-UDCA ] 2 3%
ANRAREALMEIRAE & . Ji A —T0k | 12RO E K 1Y)
38N HLL R BEHLA BRI 361 (NCT01755507 ) L% 11 i)
=Rl Nor-UDCA (500 mg/d .1 000 mg/d 5% 1 500 mg/d)
5N PSC I A R e Pk, S5 3R W] Nor-
UDCA A] A 3G FEAIR ALP K-, HR I RAFH)& k. 45
A LAE Nor-UDCA (B Z5 5, H AT — IR B BEHL XL
B TG IR I R 358 (NCT03872921) IE ZE#EA T, Tl
T4 2% 300 14 PSC £ 2 2K L 42 Nor-UDCA (1 500 mg/d)
FLE BRI PSC AT R A B REAE I PRIA YT J7 I 1
HEA M ERIE B .

3 ERBEEXZMK(FXR)EFIRK TS F

FXROE — R IRV BRUIE A% A2 K |, 2 3RIB AR EA
JiE , FXR 25 A BRSSP RRT R A i %32 FEI
SR R AR OCHE IR, 02 S oK AL & W RIE 2SR
W, BEIA R SR IR YT AT B A OC B s AR A V8 1 24540
B HOR Z M e STk R I . B2 DLIHER (obeticholic
acid, OCA) VE R 38 25 IR 1) & BT A9, J2& FXR (1)
AR AE—T00 T IBEHL OB BRI IR 5
W, 32 IRE RERAHL IR 1 101, BT A R
#].0CA 1.5 ~3.0mgH; OCA 5~ 10 mg, 1 X/d, Al 24 JH
HINAYT o 459 R IE OCA 5~ 10 mg 1] FEAK PSC A 3% 4 1fiL
TH ALP, i WAS RS20 A i 2 vl 32 591 A DG 1 e e
(NCT02177136) o (HAHIIAYT &7 ] LA PSC £8 # ik 4
JRE A, 3002 W PR 45 J v A T R

% OCA 41, Cilofexor( GS-9674 ) J&=—Fli A 5 14 FXR i
S, ARG FEFIET PSC IR RCR . — 100 TR |
TE RN HEGRI6 2R ST Cilofexor 76 PSC H83 rh AT 251
Lotz At 5 b A2 105 B BE AL/ T Cilofexor 100 mg(n=
22) .30 mg(n=20) BB (n=10) , BF K AR 1K, F54k
1280 G55 R I A 3235 A A= A6 R I 3 &5 4
TR E PR 254 (NCT02943460) . 268 Cilofexor AN it
ZPE R, H O U PSC R AT A= Ak S IR T H IR BLE
Fro BEAN, HRTA —50 EBR A BEHL S R0t BT
W50 IE 7R HE AT, B 7E BT Cilofexor 78 JE T A £k i A
PSC 3 Y22 4k (i A2 M A &5 (NCT03890120)
LT A 419 B B3, 5351 T LA Cilofexor 542 /&
F, EERFSE L 5 R 24556 96 JE st B F 7 2 At 2 1)
S L, IR ST R O & 3 . (A — 3 1T b B
PRL B (NCT03449446) 13 B 2 % B Cilofexor 7 IF 15 K5
PR 7 1 i 98 (NASH) A G 45 ik b & BoR i fE 3R
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JERCH IR 50K 198 1] R NASH 3 2R #7F 12 47 4t {k
ol AR A A Ak 8 B BE AL 43 o0 22 T 57 4. | Cilofexor 2H |
Firsocostat( Z AT A 52 AL 51770 ) 41 S P 25 B 5 4
25 W % P Cilofexor Fll Firsocostat BB 1697 S BHL #5152 HL
() NASH Il PRI 7 W0 2% JF 1 A0 143 558 38 A, TP A
L2 N T3 ~ P B Ry <F2 WP EF i i o, e 5 .24
YEIT A EL, Cilofexor 5 Firsocostat BE & V4T HoA Hr 5k 25
WTE AL, B8 1% 20 A X NASH AH ¢ 1 JR2 31 P27 4 Ak A v
TEVRIT AR . BT Cilofexor X NASH JIT-2F 44k B 7E ]
2N AR PSC P IR U BT LIRS o (HARE A BHLAE
L E WL TR R R AT B — B .

N £ 4 40 A= K IR T (fibroblast growth factor 19,
FGF19) /2 W e 4 5 IRV FR AR A8 vh i 4L AR 43, FXR
HIBE RS FGF19, 115 FGF19 2k I i AE R Y 45
. Aldafermin tFK NGM282(M70) , J&—Ff FGF19 23]
Pt A TRRUE AR R e 62 4 PSC
H ALP JFE>1. SXULN (1 J8 5 W BEAL S 1 10 1, 43 i) 4
Z NGM282 1 mg.3 mg BUZ R, 1 /d, 4L 12 8], 32 2247
LG T ALP SR B4 12 R AR 4k, IR BRI IR 4 i 4
FEAR TR AR LT R AL G A bR S 2t . 53R K
P, 7E 12 AT, =40 22 ] B ALP 28 b A e 28 K S B A5 ik
FES A4 AR EWTE NGM282 167 5 1 2 2L
o PIIZIAE S 458 76 PSC 3 ,NGM282 1T A7
SNSRI R TR & WO FRAR T 4 A bR 59, (B4 ALP /K F
JC B 0 (NCT02704364) .

4 J 4k H i (all-transretinoic acid, ATRA) A L)
1% FXR, AR 2 04 & i, 2 — IR s . — 0
T #1f FR IR 56119 (NCT01456468 ) PEA 26 5 Bt UDCA
BX A ATRA (45 mgem™+d™) J 97 PSC IR . 458
/N, UDCA KA ATRA VAT J5 A LTS ALT #MA C4
R G AR R ZER AR bR ALP KV IR A B 8 FRAIK

25 b FXRIENH SR 51, £245 OCA | Cilofexor
FGF19 K2 ATRA ¥4 H R 58 #4838, 38 43 T LAk 35 PSC
FBE AL FR PR BT A AR R L (RIRYT PSC I B A 24
R IR . A AR BED | ASHERR AR ok 2R
FXR 30 H 5% 5 FGF19 A 5C 41, RB A% 4 PSCIRYT
R

4 PPAREzhFI

PPAR J& — ™ #% 52 1K K % , 1 4% PPARa, PPARB .
PPARS %5, PPARo 7E TR U FIE B8 L A (IR 4 41
AV v B SR TR, I T T LIRS R A BE Sy 4b

PPARa i A HT AR FrPE . B Il A 25 ) 4L DR nT 800G
PPAR. 7E—J3k [ H AR o, 7 45 PSC (2 11 R
AFL DU (400 mg/d) , 61 H 5 73 Hr ALT ALP  AST } GGT
(AR AL, , 25 0 2 B0 3 491 S5 3 TP /KT B, ALP FRAIR 28 5
LAV 40% Fi A o IZFFERWIZRFL DURE B AR PSC A&
F ALP A . — Tk [ -PUHE A e S o S A
T VVRFZEAE PSC A P A RO e 4k IZ s A8
FH UDCA 3897 HBIANSE 2 E LN J5 (ALP=1. SXULN) B
{8 1 UDCA 41, 232 DURRZE (AR5 DUEE 200 mg/d S AL 0
15 400 mg/d ) IETT 641 H B PSC H: 3, 45 9 2 I ALP /K%
K 419% JEFERER B E W . ZAF5E 4R UDCA 5 DURAER
BIRYT AT E X UDCA VAN 58 42 11 PSC i 34 1 A= fk4s
i S FEREAR , R AR AT RS PEDF At 1 — 2 Y kAl
—TREHL SR R B TR 40 A 30 461 PSC iR
H (L 190 5B 115, BEARBFSE AT H:32 UDCATRYT ik
Y20 25T 200 mg A DU, %F BEZH T LA 22500, 1 d, 5
264 H A5 R WRAETE DURFZH ALP 1 2 R AIG, T 47 M ol
EPSCHRF MG . HAl—WRGE (2 Hul BEPL &R
of R TR0 1 AE R A T, 410 2252 UDCA AR A AR
TRFR PSC AR, BT THEAT A 1 24 4~ A A28 FL DR
57 VA A RO B 22 4P (NCT04309773) o 3T LA Bl R
G, AT LA DURES AT AR PSC B ALP /K JUHUE:
5 UDCA B B FHACR B3 .

Elafibranor (GFT505) /& — ' PPARo/B # 2 7] , 7E
APOE 3eiden. CETP /] USRI o B0 Z81F 52, GFTS05 7] i
S/ NG S P R I S , 9 BH 1- 2F 2 fh k. (1
FLXF PSC B TR AN, B AT —30 A2 e O
B BEHL LRI B E AR R 5%, B VEAS GFTS05 7
BN PSC 83 H AT R B 22 42 M (EUCTR2022-002695-
37-ES) . — It 1T HIBEML | 22t 75 ek HE 3 56 A R 5 oA
T AR K LEE AR TIAR M T 98 553 v 1) 28 G B 3k
Bl T GFT505 #£ BN £F 4k b v i = A5 350 S BoA e 24
1E (NCT03551522) . GFTS05 1 PSC 147 B B 5 214 5
SN CPEAR LT AL B A 1R B

Seladelpar (MBX-8025) J& ¥ £ 1 PPARS i )5 , AJ
Aok Bl kA Ak K i i 5 o &% MBX-8025 Il R AFF
FE AL TR B B, B AT — 500 1 24 JE A9 1T HARERL AL
BRI Z o R 28, B R TEAG
MBX-8025 £ PSC & & v iy A 851k i 52 Pk J e 4k
(NCT04024813) , i 5% FEL 5 IRYT 24 J8 )5 PSC i
LT ALP 7K (R85 5w oK & 3% 75 H0 0 MBX-
8205 i — LA S HR L s
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T DURRE A AR PSC R ALP KA, HiAth PPAR
BBh ) BRI ITATIE B T 3RS 7 10, I7 80 e A i AN
i, BT — LR,

5 Touum sl 4k Bt BB % % i 4K (apical sodium-dependent
cholic acid transporter, ASBT ) $]1 1 5|

AN F 111 i A St 1) ASBT S 2 3¢ I 31 g 1 o WA 1)
AR IR X T AERAUARSPE I A B S L B
oK, ASBT A FAAE R il i G B | el BR - RR G #A3 11)
TS M2 A7 RO 2 1 G B — TR T
S TR ST R B ASBT 4016 5 145 lopixabat
(A4250) . odevixibat (SC-435) . marilixibat (LUMOO1 ) . volixobat
(LUMO02) 1 GSK2330672 %5 . H i — I i 5¢ 2/ LUMO001
TRYT PSC B F R PERE AR 1942 2Pk KA Rk (it 52 vk 1140
R E 258 1, 45 R LUMO001 7] ydi 4% PSC H & 1y iE
TR 7KV, AT Jd ok B i IR (NCT02061540) o I
Hh, A3907 1 Ry —Fh ik £ ASBT #1115l 351, WE £ 78 /)N R AR
U g E SR A 2800 R IR R IO AP I, S it — 20
I PRFF 23 G — 0 IR IR AR 35, H 3T
i A3907 78 PSC [ 35 h i 22 0k AR K 24080 2
(NCT05642468) . {HH:Ath ASBT #1115 , £ 45 A4250 .SC-
435 ,GSK2330672 MR8 AR 2D, Al R 45 A Sk o $ fit—
FE 7]

6 MAEZE

VL AEAIGE S B, 2 52 RH G JER g R 8 ol A 25 2R A A
PSC R R E LA, WEEWRERIIE DA
R R M P RS A OGS DR 2, R L2 AE PSC, ¥R 1) fUAE )
ZH AT RE 2 AR P 1 AR | DT A0 28 L %5 FH 1 ek e
P Z e e e R SR 25 Bk IR T T
{89177B 1= e A e T i M A R et 6 = T 1
% B AT A 0 HERR ) Kb SR AT
Al AEZAS PRI ke . HRTF R 2 bt A R HEH
fifsme ety dE R . WM T RIS I X A T N B R 15
BV N TR A A TNF-o (17248 I AR TE | f 40
JitL oy kA R R N 7, B R (AU . A IE
Sz RS A P, — 30 B AE PSC B 2 BB AL FR X >
L 80 9] 5 3 W AL 43 i UDCA (15 mgekg ' -d ™) B A
fil§ e o UDCA BBIRYT 36 11 o 45 5 % B PR g e 16 &5
UDCA 20 ALP 220253 B Ao 2 R 1K

YA P TR RAE G AR, TNF-a 2 —
Tl pl BRI A0 L A 1 20 PR, 2 M R )

UG 220 4 2 BE P 40 B 170 20 B 359 ] 3fl 38 TNF - 19 7
T 3 R R AR N 7 R N BR ER T IRAE [ R 4
I P SR P 5 [ st 9 LY R A TN -, AT
SRS o H R 8 RARMER 5 i i, 2R R e
JB RN | R P U S5 G 92 S IO P9 oA R D R B3 1
BRI . 75— TUHEBATE 2 v, 35 051 BEAE PSC
TR DAL 53 BC 2 PR 1 0 8 2R (125 mg 250 mg,
4% /d) B R (250 mg B 500 mg, 3Uk/d) , 16 12 8, Ji iy
FERALIMLYE ALP T REIR AT B 35 22 5, Wi me 4 O I 3%
225t BT B R T SU R T2 3697 TRl 78
152 11 R T LR D9, B 2 S S P B0 T
B s Re Sl b AE R = AR 2R RIER, L2 2
R 2 T e R SR T — I A R A
WF5E, (H R E s £ I, HoA 9/14 F19/20 19 AR A BE 58 %,
(NCT01802073) , S #& N 25 L i AR A A, i — 209 ATI 7R
a4ksz, Gy Hh—TiZ s 1 KIS (NCT03710122) iFE
FEHEAT , S W WAL 32 2 R ST W R 3R PG I
YAYT 6,12 .18 H I I 74 ALP (B & & A 3 1E % | Ak ik
TEAR HFEF 410 A 208 F 1

P A R AE PSC WG R I AT AEAE L, AL % R
AT O B FLRIAE B g FH s B T LA 0 1
S KU

7 BEETH

PSC 993 PRUBIL I 224> 16 R 58 4 I, (HAR 20 5% b
7N G 1) S WL 5 1845 B faie TR 3R o6, IR 24
22BN R I S — i R e A T HLAT a8 5 S
o, JIT LA B 3 819 R0 B A A B T s PSCo T R IR M
TR 2 B SRR R AR S PSC ) RLIR YT 24
Yy, BT ESE Z2 R G e I 25 9 CRLFE IR JE A Je A i s
T GRS PR 2 ARG 2 2 R TR At s 5
A ARBE= A RS IG R IR 25 . bR WA eI dIRISh, B
HIA —Fh B 25 %) -Vidofludimus Calcium (IMU-838) H #i
FENATTILEF . IMU-838 J& DHODH ( — & LR it &0 )
], PTG P AR T A AR A T, S BCIL-17 A INF-y
Wb, — IRl IMU-838 1A PSC 1y IHE C 42 5¢ 1
(NCT03722576) , ZMF 58 F2 L4 15 )& ALP [ 038, Ik 2L
2 AL HG HAD I E AR bR i (JHZEZR (AST M2 ALT) 1)
Ak BTSSR A B 27. 7% B G AR 24 L BLALP
R AL T 520 A, O R e R B R, ik
— BB PSC HR 3 IMU-838 [ 1o FH AR AL T S 45120, —
i 22 45 [ 551 K Meta 4347 O34 1 #0818 55 7 1 %) PSC
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AR A R, 25 SR 3 W A 1 9 3 500 R I 35 [ ALP K F-
EAS BE R 2 1E 5 K-, [R] I AST /K- JG I A, A
PEEL 2R KPR TE B 50 o AR Ok T 75 R HIAS T 51
7SR BEATRYT I [R] F B U5 I 18] EA T R S5 A 1 BEAL
X B, AN S eI 193670 PSC R AR

8 KEMEFME

A7 M2 2 — o 5 JHF PO S A O 32 A S R A 1 11
B T2 T EE , X6 AR5 R DG PR A 488, A1 I A TG X PSC
AR —IRTETE AEREHLIRI TR A 2% (9 me/d)
X PSC HE YT, 25 B R, VAR5 ALP F AST A5tk 252k
H AHXT LR AR BE BB 43 TC ] s e , BIAE A6
UG 50 M ) R D . — /NIRRT A 12 4]
PSC 8.3, FHRPEAR5ER AU (10 mg/d) FIAKZKALBE (0. 6 mg,
2WI)BRABIRIT IR, 5 R Z I, 5 AL L IR TT
AR IS R BT A5k . AT LA G T 28 [
AR PSC B R BT AR, R4 — 25T .

9 HAth&=HHlF

9.1 C-C #afk [N 32 14 2 B Fin 5 78 (CCR2/
CCRS)TESAE AEF A A rh KA H LR, )2 PSC T FEIR
J7#E5 . Cenicriviroc (TAK-652, CVC) J& — > ! CCR2
FTCCRS AU, B AiA — I 5 52 R4k 84>
BFFE S B TP IR R T BRI 6 | 3
A ALP>1. SXULN (A SO TER ST AE 1Y PSC B,
H RSB0 CVC 1Y%k JoA sk . 4558 % B7E CVC
1697 24 A5 A — 5 FEEE B ALP BRI, B i DUAE R R e
% % 57 Mk H A2 M R 47 (NCT02653625) .

9.2 CM-101 Extaxin-2, XFRiafLH F A& 24(CCL24),
Je— P AATER L T, CCL24 R Z IR D &
BRSO S B 1 i, T R A 2T A A . A
2, CCL24 BA S B4R CM-101 8 3E BH ] 98 2 R K A il
ZPIBRG FP ILF e i F AT I BIRERL U
LR BRI RIS TEAE#ET T, LLVTAR CM-101 7E PSC i
AT RE B 2 4P (NCT04595825) o A7 — 51 11 44
Z ST BT 12 8, LLEEAR CM-101 X} PSC 34 1
Ga Mk A RO I 3% M (EUCTR2018-004258-77-GB)
{EREN; (NP AR oAb A GEILE -3 G 2EL o AL & R

9.3 Vedolizumab( % % %k ¥ 3t) Vedolizumab & —Ff
BELIBT adB7 245 2 10 i 38 BE P PR e e A, 8 B i vfi
FHTFIATF rp 28 10 3 3 Sl 5055 P 425 i 2 A i 0 BB ),
{H 56 FHott PSC BT R I R B A D . — T 7

Cenicriviroc

SR PSCHFFE LRI AN L /58 H Ol T PSC
A AE 4 17 9% (inflammation bowel disease, IBD) 5 2 ) 5
P, X e R = /D2 T 3£ Vedolizumab (n=102, 141/
JTIFIE] 412K ), SREFEZE 22 Bifis W 1) (L2 IR A SET
SRR — S Vedolizumab J5 55 56 K) I R GERL, 5007
PRI AE AR AR A A A K5 ALP AR >209% 1) H
H B A5 BINE ALP R AL{E H ULN (9 1. 5445 T+
F 1. 6445 INLL Z WA 1T, 1 ALP KT FRE=209%11)
21 511(20. 6% )AAF#E T IR AL £ 35, 21 35 % A
ARG, ot % 48 PSC I IBD 3% 1970 br 45—
Ty B ALP FF5220% , {H 3% A4 WEHEIE R Vedolizumab
A5 T 0 3 HF AR AR SRR AP . 59 A — TR S
3% Vedolizumab 75 J7 PSC-IBD JL & 49 iF Ik 45 & , & 30
Vedolizumab 3 A BE M % L # PSC-IBD 4 1T A= fb 5 5
LI W] Vedolizumab %} T PSC-IBD H & HIIGYT i JCil s
JFFRIEAE A AR AR 25 51, LY 205 (2 B 76 1BD 7 1
9.4 HTD1801 HTDI1801 J& Berberine il UDCA [ —Ff
BEh R O R e R B RS
Kowdley 2 ¥ 17— 509 18 JAHOBFST , HISKIESE HTD18O!
TE PSC 1 (A R0PE M vk iz 3 40 A 55 191 PSC A&
L BENLAEZ L) (n=16) \HTD1801 (500 mg, 2 ¥)/d)
(n=15)E{ HTD1801(1 000 mg, 2 ¥X/d) (n=24) . 6 J&J5 W
ZLF| HTD1801 1 000 mg £ ALP B & R [, HLifit 52 1 R
4, e HTD 1801 1] B3 ALP /K SF- 3 LA 43477 PSC
() —Fh 254 (NCT03333928) .
9.5 Bexotegrast (PLN-74809) Bexotegrast /& avB6/av
1 XU 28 B A M R, 76 3 el o & 28 UE S, PLN-
74809 M BHLIWTHE 45 A F1Y TGF-B 3% 5 L i 21 4 1L 42
HET B AR, % PLN-74809 76 PSC i v i L H
A —TREAL XU | 2R R T a 90 EAE FH 55, L
PEAG PLN-74809 15 PSC /& 3 it 22 e T 32 1 K 254X
#1112 (NCT04480840) .
9.6 HK-660S (Beta-Lapachone) HK-660S J&—FfAH L
HRIEERS A% R (NAD™) 45857, 3l 35 m A4 i Ny NAD* /K
IR EIBLR P AERRIVER . H T3 12 8 11 IR
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