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PPAR«/PPARY R & # 3 7| -Saroglitazar 20205 /& ¢p & 3% $ik

* Saroglitazar 202043 F| ¥7 B 24 £Zydus-Cadila Group /& ¥F B3k #t X FSaroglitazar ANASHE B 4 69 LW k42 p 06 KX L R (NCT03061721,
LEFAEREREIFREN FEN—KGYH. B ATAFETHEMR & ARILH) @
T QL35 3E B AF PR RE By BT % A 3E UE AP G B BT RAE A 69 A5 AN E ¥ B NAFLD/NASH
FE (QRAE R BHih S B . R RIS FFER)) . AEAK 106
B MZAEHAREER, KRAf 0 AFERHE KB, NBEEF R
a 1 v s Lo L » %HHNERAH 1 mg. 2mg. 4mg; 16)3
« & —#PPARa/PPARYH R E s H], & TFTAAYEIRIGHA Y : — " ‘ N
. . o T = vV 2 B%E SH16RJE iEALTH TAE 4
/‘%IPC 'EC'TZI& (PPAR) %759& é/‘a % g EX—Q‘D‘!. ) 7//3{ ¥6:“‘VL—7 ):]El }]7;/13(4 75%‘\ %/pc i%& kg_ék x v /}L(_g_é{(';‘ 16);‘{] ALTF%{L%E—_ 9‘250/0%3500/0 é{:, l%;g- HCA'?‘] ; 16}3:] }H‘}]E:
MR R R %, CERSZBZATHARMEERGSHYH LW, RRFS | peprag (LFC) BT otk 168 FF 5 HeAbif 589 TALE
b KI8# A4 9 T4k
% B R v B BI6RAJE, wiFEALT 7 (1, 2, 4me 4R it X A& (-25.5%;
£ ; ’ ' A RO 27.7%; -45.8%VS 3.4%ZRH]) ;
Bllypsa Saogfaza f % v AmgH] F 4168 )G 2E FAK TLEC (-4.1%V819.7% % &7l 41)
the only approved drug o~ o~ o~ oA
| & i R ‘ S9OLEEAZAAETRRREFN, AREERET "ERRFSHRT
> & R andt *el W8 RERE AN, oo 3 A Ko
i : & N IE Ik AL 26.60
Saroglitazar 2§ HINASH £ 5 5% I SR AAT K B Sacogliczarti B 51 (577 % ) (+55.3% >
B E— 3 5y, S Epe —
_+141% »
NASH g b £ 8.7 10.26 11.04
NAFLD T 216 & [ 543
NAFLD 11 2715 & £
NASH 11 2715 & £

2017

FAF &R 1. [1] Zydus-Cadila Group’® W ; [2] Saroglitazar, a PPAR-o/y Agonist, for Treatment of Nonalcoholic Fatty Liver Disease: A Randomized Controlled Double-Blind Phase 2 Trial ; [3] 2@k =438 & ; 2. %32 ) 23k 514
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7 X% B & “first-in-class” NASH?4 57 254 Resmetirom 2024 -3 A 3k FDA$t /4 L

+ Resmetirom % Madrigal Pharmaccuricals itk

INE TR — O RP RIS E T EX 3 3§ 26% (p<0.0001) 30% (p<0.0001) 10%
-8 (THR-B) WFEEEF, Aot ERALR2 24% (p=0.0002) 26% (p<0.0001) 14%
Rezdiffra, 202443 F 14 H 3 & EFDA LDL-CH 4t % b (24
Sk po e T bl o - N weeks) -12% (p<0.0001) -16% (p<0.0001) 1%
ﬁ iﬁuﬁ;‘? ﬂ—%‘f iﬁiﬁ? . a‘:ﬂﬁ: Rezdiffra: (R &%)
U_‘ AR, 67 &R T E AT ’i— from) tablfs EERRFHLE 11.8% 12.7% 12.1%
g (F2EF38) 69 3ERFAAL IR IR o mo e R RE R
H PRSP AT X (NASH) B A e 28% 7% 3%
1 o b 32 )24 fr A4 2 & Madriga 30 Tables
Wo 2k 25 ) RFDADLA 49 B 3 S B bk sk, EARE THE G RF AR, FEE T KARBHRIT A E G, Lo
NASHYT 3, AR& A AR — A & e 00 RIS e iR s (MRLPDER CAPRISURAE) 3k
P AT,
Resmetirom & £ A E R & A Xk A2
% #Resmetirom ¥ ENASHE 5 5 £ 7 69 £ 4216 KX B
(MAESTRO-NASH, NCT03900429, W& &KIII#g) @ ¥ QA HMAA  BARF O REAR IRER NIBER  vREET ALV
ERE NASHAE AT BE £F 4218
N A K #2000 A NASH
“HHNERAH 80mg. 100 mg; 52/-544H; vk . . »
V SRR EZEBRAE: INASHAM (ZMLR0%, Jm0al PRAITAL (B (kR
53 ANASIEN £ VK25 ) B MAFA A4S B ABAL; 2.5 ) —
AN BT L AL B EFoNASTE 5 R IE1K NAFLD
FRRRELE |V ANMAEZELE: OEARRT R HESHEF T KIFEFH (AT
kRAE) « MR FHIE AN, MELDS $A<123E K 3] >154 S E A (F+%)
P8G5 ok 25 2 =
v 52 kB b 24 0F, LDL-CHH 5 AL H

FAF &K 1. [1] Madrigal Pharmaceuticals'E B ;  [2] clinicaltrial; [3] Corporate Presentation. Retrieved March 1, 2024 from https://ir.madrigalpharma.com/static-files/cb87e7a4-4395-4621-9a48-87496cf4e54f; 2. %32 f 25 7k 5-14) 15
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| EEZE N .

R AKR10-15F A, HAH10R2FNASH 254 3 o
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Higher liver fat on MRI-PDFF is associated with fibrosis progression* in
NAFLD
B

// Median follow

‘; / up 1.75 years \ //
\ { ‘I‘. } //

“Fiorosis progression defined as a trangiton from stage 0
fibeosis Lo stage 1 or greater on follow up liver biopsy

h

Odds of fibrosis progression

KAk, EANASHIE RXIEF, &2l
T E A R 2R AR Ay 97 A

PRI 641 fed T HSEAN, F4e5EHRAEER
it AR A 5] L,

s T ERGERE, BMMCEFLE—
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FibroScan+#4& A Bk B B 5 b = 45 440
MRI-PDFF »} AT B fig By 3t 47 = %, ARFI
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° sem agl ut|d e }—a&'i% ﬁ\:l 'i% /f,‘% 97‘ i é(] b %}Qﬁa \67 G LP' 1 R éﬁ '%)T ﬂ "l/( ;}iﬂ% T—‘% A Resolution of NASH with No Worsening of Liver Fibrosis B Improvement in Liver Fibrosis Stage with No Worsening of NASH

(primary end point) (confirmatory secondary end point)
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Lanifibranor, 800 mg 29 34 }—H—{ 1.15 (0.72-1.85) Fa235% (ZREF 28 49%) o Fa b= 9% K 3| BT B K- A,
Lanifibranor, 1200 mg 29 48 v p——-o— 1.68 (1.15-2.46) e K o - 3 T 4 2
Composite secondary end point: resolution " %“b‘ HE })ﬁ‘— N j\\ﬁﬁﬁ é;]" é’fi’”ﬁ i 4—5] #71: ~ 4—5] 7]£_:F_/r%'- il] Bi%o
of NASH and improvement in fibrosis .
stage of =1 i
Lanifibranor, 800 mg 9 25 : } { 2.57 (1.20-5.51)
Lanifibranor, 1200 mg 9 35 . e 3.95 (2.03-7.66)
06 08 1.0 2.0 3.0 4.0 6.0 8.010.0 S S P N S ~
' Py VORR RAFO R A A . <SR EXELET ARFMH, £
Placebo Better Lanifibranor Better % éﬁ Z: R $ ,f:i—_ @i%ﬂg/g . IJ\‘E: NN 5;]\ )’wﬂ 7]();]';1) . %ﬁﬁp 42{&§ i%’lq Z’]U

KA B 1. [1] Inventiva SA'E M ;  [2] A Randomized, Controlled Trial of the Pan-PPAR Agonist Lanifibranor in NASH;  [3] 25 &k = 4% 5 2. 832 A 2hak 514 31



¥ Reproduction
A Circadian activity

gmmene Blood ... AN Vascular protection

vessel

N Gluconeogenesis <4—HPA axis
N Cholesterol excretion <«
¥ Cholesterol biogenesis

N Lipid clearance

N Insulin sensitivity

W Ceramide accumulation

A Lipid clearance
A Insulin sensitivity

N Glucose uptake

W Lipolysis

» M Energy expenditure?
» M Adipogenesis

N M2 Mg polarization

N M2 Mg proliferation

AR PATREN %%ﬁ‘”}/?ﬂa AR Q/J’VF

=
G
oy
v

[l EETT TP Adipose ===«

* FGF21 2 —# N R XKML &,

B o FGF21254 & S i U AT DR 47 440 69 77 2. AT 77 238
B AR IR F0Y

Vo Bk, BERERM, RS THEEITHRAG, N m AR R 3
TS

v 3k, FGRIZ A m A mis B E, AL —F M Ia
LB E, T AIPRIAT G K Aot

o R T AT RE 694E A 4),
ZERAKE IR RGO E BE), ST ERpEEd .
TR IR

1 89bio Inc'BE B ; [2] Shak= A5, 2.5 A haksin

FGF21 2. AR E B T VAREAK 4 & A8 L KT (o

W & AR 3.5
pegozafermin FGF21;FGFR
BOS-580 FGF21
efruxifermin  FGF21;FGEFR
NNC-0194-
0499 FGF21
MK-3655 FGFR1;KILB
pegbelfermin FGF21
FGF21;GLP-
HEC-88473 1.GLP-1R
B-1344 FGF21
fibroblast
growth factor FGF21
21
YH-25724 fx}FiEf}LP'

By ER

X ES
LRV
R
R
LRV
LR

AMY

X

R E

LR E

ERRHA +FH RS

ABB&
1T #71& R

I 2816 AR
TTLHA 16 R
I 39 1 R
I 8 116 AR

I 29106 R

I 2706 R

I 2906 &

[T #7116 &

[ s R

OB i &2
/ 89bio Inc
/ Boston Pharmaceuticals Inc
/ Akero Therapeutics Inc
I 406 & Ak
IEGEEYS KA
/ B I XETE
02105 & H G R AR 2R R

3

PIRGE KL E 2 ERRAA R

ZRE G (L) AR
Al AR B KK 2 Ak 5 A iy FOIRAK A 25
A R ]
S A& B AE 5, Yuhan

Corporation

32



* Efruxifermin 2 Akero Therapeutics/» &) 7+ & #9 — 2 K 2L FGF21-Fc gk
kG, BB Yok KA FFGF2189 A4 & AR A T
FGF212 4Rk, JERTREAn G By 4148 F 4% i 45 4 69 Fo T H78945 5 KR
TR EA3ARGERL, TERER — KK TEH

* B AajEfruxifermin & 2 7 8 R 16 &bl KAF %, ELEFIT—R

7 #7136 )& 69 NASH 4k BT 28 4%, 69 )& SR Ib s F AT 7, B 48 % 3R E0 16 &

R 220235 T ¥ F B30

efruxifermin ITbA7 16 KX 75 £

v kB 5 NASHE MR BAF4F AL BARBA; BERG;
MRI-PDFF;/k & AL 5 £ N5 47

(NCT04767529)
ER R NASH ¥ F2-F3; NAS>4; AfBifgh (MRI-PDFF) >8%
AN A 128 A
b 2L 28mgAe50me A Bl — Kk 248 ; R TFiEH
V 24 2 BHR B 1LE Y —ANFBIF LK EFNASH R B
i%&&%%";‘ (NAS‘l%éJ\‘:Pé/JkE\ 5@}«1’&#%’7){2:}»%’?]]11) 5

FH R B: 1. Akero Therapeutics Inc'E W ; 2. %32 f 25 3k 514

Fibrosis Improvement 21 Stage NASH Resolution?
& No Worsening of NASH' at Week 24 & No Worsening of Fibrosis at Week 24

*

*
% 80% 7 6%
39¢ /o* 4M1%
*%k
47%

20%

15%

Placebo EFX28mg EFX 50mg Placebo EFX 28mg EFX 50mg
N=41 N=38 N=34 N=41 N=38 N=34

24 BF, 28mgFeddmg L A 39% Frd 1% & A B IK B AT 4F 44k i &
HNASHREMW, BFATFEL, REMNEA20%; [F it
28mgFnddmg Ll A 76% 47% & 4 ik 3| T ENASHLE i BLAT 4F 4
WE B AT, REFMBALIS% . 23T I EEE—NEa
REHE . TR, TEET — QG 8B A N 0 HAbTE AR
B RATHY &t fedi o dE L efruxiferminig 77 89 &4
AR KT B R FAH 2%, RESH ZH, SRR EA
0% AR T%8 EH B AT R FHIF IR, Z/EH AH0%. £
L TRREREARE, By, "Reb,

33



PegozaferminA8 ¥ ¥ & #1, 4 FFGF213¥e %8 & 77 7|

Fibrosis Improvem_ent 21 Stage Without NASH Res?lution_With_out
* Pegozafermin /2 89bio Inc & Jil glycoPEGlation # K #F & #9 — #FGF21 g | UESRN g EPRINECIERE
MWy, TTVAIERIL AN EHETE, B RRF R AFGF216) 4 5k ol 8 P=0.008 : o roon
M, £ EENASHE B B, Pegozaferminif BLA £ 2 &K H b = B5 o . —

1
30 —] 26 20

4 3R

' 27 37
22
20- 30 23 26
* NASH 3 J% 47 32b 1 8, +F %2023 T 4 JF 45 34738016 & ol 3 I I l “ I l l
’6}]——%0 0 10 4

Patients (%)
Patients (%)

o

e " el Loyl bl e B el
chozafcrmin IIb% )]é'z Rﬁgﬁj Rel.ari;/;/ro.sck| 1 : z 1L : 123’ l708 :,; e Relati;;y:iscli 1 u] 1 1;293“
( NCT04929483, s j&ITbgg) (12

1 B AE NASH #F2-F3; NAS=>4 ‘ N
AN AK 220 1 © 247 nf, 30mgFeddmg iR 26%Fn27% i) ARE K B AT 4 LA I &

o s - - - HNASHR B4, AA %3 &N, 2RMNEAT%; 15mg.
HHNERAM 15/30mg, #8—K; 44mg, HFJF—K; 48K ; H T4 30meAedamg e A7 37%. 23%F26% 8 A Bt ik 5] 2 2 NASHE 2 i
V 4R BAEBLE: 1LE Y —ANF YOI LR EFRNASHE L A4S B RTN, ZRAMEA2% ; L3 THNET L BLE,

& (NASIFL ¥ 89 RoE ARAFLARIGA) 5 2. TIERIT A ez o, B ET — IR RIS AT

B S ENASHEE i (JC Mg s BT SIS 49 18 J B 2% 3 4 B iy 2 b . ) j o . ‘
FBBARBLEE | LMW RENASIES ¥ KEFH A0-15, LHAELFS A0 o BA RAFH R AW FnT 2 3% Pegozaferminig J7 69 B H P,

o, AET R b kiR ) O BT A A F AR B >10% B2 RN TEWMERRRE N, T 28 RER M HIE
vV OREHE NASEE =24 B YT, — I3 AT 0# A HILT BN R A R F 49 A R By

BEisAE (BBRF, AERLIG, 4F4Ibiss) 5, B, vRebo 209 EHAHIAT FERRAR, ¥)/£44mg
il I d:

AR B 1. [1] 89bio Inc’E M ; [2] Randomized, Controlled Trial of the FGF21 Analogue Pegozafermin in NASH; [3] 25k = 338 & ; 2. %28 f 2 3k 514 34



R B MAeishie, FXRY3ZNASHA #IIAF R e 5.2 —

9 B AR 325 HYER  LAREGALAHE TERSALHK Bt B A b
HPG-1860 FXR i 25 11 27 1& A& I #0& & M EHHA (L) ARAF
TERN-101 FXR 52 I 2716 & & AR AT Frg- 3
cilofexor tromethamine FXR 2 I #70& & / = F 15
tropifexor FXR 2 I 2706 & I 2906 & ok
cilofexor + firsocostat ACC; FXR = I #70& & / + A i&
HEC-96719 FXR o I 2916 A& 1T #7116 & )7 AR R B2 A FR F)
omesdafexor FXR =7 I 2716 & / Metacrine Inc
vonafexor FXR = I 2706 & / ENYO Pharma SA
MT-2004 FXR 2 I 2 E R IRy 3 Xian Aolitai Technology Co Ltd
ASC-42 FXR g2 IR Y/ WARIE AR FALE Y
SYHA-1805 FXR g2 [ BlE R [ #lE K BHERAFHFHNAER (BRE) AMENF
XZP-5610 FXR 132 I #9) & I H76 & A A A B AR R TR 3]
TQA-3526 FXR 5 2% I #16 & I #96 &R IE KK B 24 e 4R ) A A PR ]
1ID-11903 FXR = IR0y 3 / Ildong Pharmaceutical Co Ltd
INT-787 FXR = T 29E &R / Intercept Pharmaceuticals Inc
1ID-119031166M FXR 2 T 205 & / Ildong Pharmaceutical Co Ltd
ASC-43-F FXR;THRB = 1 2906 R / Gannex Pharma Co Ltd
AGN-242266 FXR 5 2% I #s & / X Ah 4

TR RR: 1 HRREHIEE; 282 8 Bk 35



-0 e 8 3B R Wl KRR BUME ST

% i AR Resmetirom Semaglutide Lanifibranor Pegozafermin Efruxifermin
W RIXIe %5 NCT03900429  NCT02970942  NCT03008070  NCT04929483  NCT04767529
e AR IR e Y- B! IIE: 1124 IIb#A IIb#A IIb A
AN A KK 7 312000 320 247 222 128
2250 & Fa i £ 100mg 0.4mg 1200mg 44mg 50mg
2 IR & #FR—R P — R FR—K B — R P — R
RN 2 R BT iEST 2 R BT ES )R
76 97 A 528 721 24 ) 24 ] 241
gy VASHEUR, REREL 30% 59% 55% 26% 76%
YA R B AL (10%) (17%) (33%) 2%) (15%)
1 : 2z 0 0
A2 Bjﬂ/ijii% e 207 (330/3? . (29%)?8%%& 2l v
o (14%) e 2 5 = 2 5 (7%) (20%)

RiE: 135 L@l KR53 B 66 R, FRRIZGY ST RN 2/3. 8B 16 R4 ERBBMA 257, AARMEFILAT R RIRIE. 3465 AARBALLER; 5507 259, LR LARIFEER

FA R 1K G Hhaksn 36



nnnnnnnnnnnn

NAFLD/NASH#: 3 & & Z /-2

NAFLD/NASH & j& U] B £ &6 J7 7 &

NAFLD/NASH /& 7 AR B AR A b B 24 F %485

NAFLD/NASH % J7 4R 38,37 2§ & 3K & B ZH ot X485

NAFLD/NASH & AT # 11 $2.8 & & &5 fo e SR X I 18 97

2



c ERMEMED, BEXS, EFEAEREKX:

V AIRA B AN S Feds L AT A 2 &, A Madrigal Pharmaceuticals Inc 2 JR /s 4 -F 254
Resmetirom B, Z 3 FDA i F1FdbE L, AR A EL T 5,

VPR, £EH. REXTEARIEM G R IR I T EIE T e R SR IGAR, A RAIFARRIELS
BATIT AR, e NALBR A2 N 695 % N5 18 R B - BaAl 4k kAR 3

38



Pharnexcloud

kR X = BB :

COPYRIGHT NOTICE:

ARERRBTEHRZAFRR (RE) BRAE, HRERERF.
®E, MERAFHRCHAXERARENFREMRD, MER “FiF: GRBFRE (RE) GRAT" .
ERELAERE, REBEREAXZERE.
The copyright of this report belongs to Yaorongyun Digital Technology (Chengdu) Co., Ltd. and is protected by law.

If you reprint, excerpt or otherwise use the text or opinions of this report, please indicate "Source: Yaorongyun Digital Technology (Chengdu) Co., Ltd.".

Anyone who violates the above statement will be held accountable by the editor.



	幻灯片 1: NAFLD/NASH治疗领域市场和研发格局  分析报告
	幻灯片 2: 概览
	幻灯片 3
	幻灯片 4
	幻灯片 5
	幻灯片 6
	幻灯片 7
	幻灯片 8
	幻灯片 9: 概览
	幻灯片 10
	幻灯片 11
	幻灯片 12
	幻灯片 13: 概览
	幻灯片 14
	幻灯片 15
	幻灯片 16
	幻灯片 17
	幻灯片 18
	幻灯片 19: 概览
	幻灯片 20
	幻灯片 21
	幻灯片 22
	幻灯片 23
	幻灯片 24
	幻灯片 25
	幻灯片 26: 概览
	幻灯片 27
	幻灯片 28
	幻灯片 29
	幻灯片 30
	幻灯片 31
	幻灯片 32
	幻灯片 33
	幻灯片 34
	幻灯片 35
	幻灯片 36
	幻灯片 37: 概览
	幻灯片 38
	幻灯片 39
	幻灯片 40



