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Research and development progress of antibody drugs for
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Abstract: Idiopathic pulmonary fibrosis is a fibrous disease. At present, its pathogenesis has not been fully
elucidated and there is no drug with definite therapeutic effect. After four stages of development, antibody drugs
are becoming a new hotspot in drug research and development with their own advantages. A number of drugs have
entered the stage of clinical trials. Based on this, this review summarizes the antibody drugs for the clinical stage of

clinical research of idiopathic pulmonary fibrosis, in order to summarize the development of antibody drugs, and

provide certain bases and ideas for the development of antibody drugs.
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Y JL 3 A (EMT) 27 U W AN A2 S 6 247 2 2 3 0L gt
G2z AR 2 AL, RGN gl B alds kMW AT 4E L 7E
254, X6 T B G Ml B g b s (RO A S T T 5 A R, B
FHENESE L.

LAk (antibody) J2& FEHLAA B T4 S5 1 s S 7= 2E
MEARPIEAMEE . ©~&—F H 240 H (R
B 4HH) 73 b, B 50 % 2R 48 F RS0 5 R AA Sk Y 5T an
S B o TR S OR AL Y TR B L, AR R A AE TR
S 1 IR AR R B A M i 4 B iR SR Y. B
PR 254 T0 5 R 24 T 25 R B R, b s BE T
A4 245 W DR FL o e M B AT A v B R £, BN H T AR BR
PUARSR LW 0 0, BHIFF R B R e AN W 4t 20 o v [
Prak it . By BE TR NIEAERE A T RRIRPE
N BRAR G 1 NV A AT 2 NUR 4B B BRI 18 5 e
B HUAR R FH 2 3898 i) & 1R, B 5l N B/ BR BT
M (human anti-mouse antibody, HAMA), H AN Y 2 [%
R b BEBTAR IR0 S B 5597 280, 38 2> 45 BB 3 s R ™
FIA R NP, B A TE A YR AL BT B AR PR A T
SRR EE A, [E) I 0 B AR T HAMA B & 2%, BE 0% 1 $1
AR S AT SR AN 0 BE AR N TR EI T AN TR N
By FE U E N A NP B o A N 07 30 52 AR SR FH ik
PR PR PE R R SRR RN REFRY. H
HIT, B O o R A it 21 AL AR 25 W (R W R B AE 14T v,
O A 2 AR AERE 25 AR FE I PRAREE AN [F] B B, RN, I
PRSI 2 Hp AN = R M 22 491 o BRI, B 98 N BB
12 24 T AL T R I B B P AR 25 P i s 2, DA
FOF bR PRSI A S IR N . BTk,
AR SCHE AT 2010~2020 4F IPF I PRI IR B B R P4 25 47)
AT R 4h .

1 R RAMIE RS

ghia A KA T (CTGF) 2 —fiE & LR
(15 WA YE 22 K, 32 B 2 Bk 2T 4R 40 i /D Bk & iR 4
P R 00 il 2 24 &4 e R f /P LA A 52 )
AN 5> & . CTGF 2 — i anig &= A, &
Wi theedEwm Bt . CHEMIARY, LA L
S E I, S R AR RS | I AR R LR T 4
Y B T < A0 B A0 R AR R L X e SR R] B 4
EIRERIESR fA

Pamrevlumab (FG-3019) & H £: it (FibroGen)
N R I —FP LS CTGF 4 A5 8 2H 3 v FE ik
FE2013 4 8 H 222017 4 7 7 WA #EAT T YT PR 056,
103 4 B E WML I (50 A\ f# F pamreviumab, 53 A
ER 2B 2d. % RER, 48 K pamrevlumab
11 5 o gk g LL I T 2 S 4 . Pamrevlumab 41
fif 52 V£ R 4F, 45 2 BRI A AR L. itk ay %,

pamrevlumab 7] 5 4% 45 K VE il 28 4E A 1) 1 Jg, HLIfY 52
P R 4. Pamreviumab B T T &b - I3 I PR 3K 56 B
B, B BB RO — R B | 2 A B RN R 1 i A AL
BITAYY .

CTGF J2 2 21 B S A 21 S Ab (i o A 5L, 9 J )™
A AT A R, R A B R R G . XL
PR J7 (1) RFAIE 2 RF 22 0T BEmR AL, 58U DD Re bR
TG A v, Horh i 2 500 JL 7 %A A BN E 9T S,
L35 IPF  JBk i L FE IRULE - A R (DMD) 45 . ILAE,
pamrevlumab 1E 7E #£ 4T 6 97 IPF 1B i g ) TIL il IR
I MG T RLE 77 A R (DMD) H I I PR 8
5. H 7, pamrevlumab C. 28 3K 45 76 97 IPF . i i g Al
DMD HIAULZG TR IAE, IE3RA5 1T 52 [ £ 5 24 i e B
LR (FDA) $ T 3697 IPF H J5 35 W 30 A AT 1) B Jik
Ji s B 3 () PR T AN . 7 DL B PR ES HR
pamrevlumab 45 2RI T R 47 19 22 4 P AT 52 1%

2 ImARIRIELERIAMINE (BIFLLEIER) 245
2.1 GS-6624 (simtuzumab)

A T E AR B 1 2 (lysyl oxidase-like 2, LOXL2)
M I E A KRR R 2 —, e s RS
o i D A 1 R 8 B 1 AT B P A T A, FE A AR Y
F B Snail i AT EMT 2. LOXL21E NZG)
BUSIETEME V2 WAL, 7E IPF 838 R B LOXL2 1)
KT, B TN NI LT it o R FEEEAEH

Simtuzumab J& %5 F) f# (Gilead) #F & 1 — Fh 41
LOXL2 7 N YA 5o B A, 5301 At 7 Hodls o B
B4 1. IPFEE T 2013 F 1 HE
20154F 6 Hfi 5. B miayT NBEELHE 544 4 BEHL 73 i
HIEE (AR 272 4 838, HAETE2016 F AT
AR R WE 5T 45 3 o, simtuzumab 597 IPF = 57 %%,
IRl L AE 90 2% 1 B0

T FI 4 8 T A simtuzumab 25 J5 I RE 5 A 1L IR
RIRIE T 7T, BRI simtuzumab V& 7 i IR i L 45 B g0
B REL4EAL IPF IR LR 4R g # H T, i
Jei A1 IPF 1) 2 AN TR PR R ES © 48 2R I, Fo AR 1l R ik B
SERE UL,

2.2 STX-100 (BG00011)

A K (integrin) & — P I & H, 7 LA T 40
o - 241 B 4T B- 41 B 2R 3 5T (ECM) BB . G 28
it 5 ECM BLR &4 &, T & 1k 4 58 115 5 57 S s 17,
AT 40 A B T RS A A S 2 M AR S TR . IE
M2 avpe BG =R IEA T, H G Rk il
T, IS avpe B F AT 1) TGF-B B0 Xl £F 4
IR 2 R

% [H H i i 25 (Biogen) JF & 1 BG00011 /& — 3K
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1) oo B6 11 N IR AL B 5 B T A4 2599, T DA % 1 b il
il TGF-p i it , o 7E 2 P 455 B A0 T8I PR X 56 1F 7
BonH RUFIIPUAF 44 7. TG IRBT S L3R5 T
109 % &8, 2 5FMEHEZE A 1 XE)E T ES
BG00011 82 &5, 3L9697 52 . BRiF44H BG00011 5
AT R0 A2 B s A, 1% A6 B IR H AR IR RS
TR 3 i35 & (FVC)~ JCik & A 77 2R JIPF B AL K
AR FVC 40 T F3RIE 10% LA BRI . IR
&, RIFLE 2 A 1) 3, H @25 F 2019 4E 9 H EAT L
1E TR I R 56
2.3 HIL-4/13 B 5apEdik

HAr & (IL)-13 & — AN Bh 1 2 (Th2) 4 f 5+,
1E 3 ) B BY 1 ot 90 R A O 5 0 i i A i B
FL2 R AR 5T o, IL-13 AT IL-4 76 b Bz - 4T 4 2
MuAZ Borp R R AR .
2.3.1 Lebrikizumab Lebrikizumab /& % [X (Roche)
N FVHIE R B — Ff S 1] TL-13 i N IR AL A58 B ik . 7
LA R RS, F 4 8 B2 V5T lebrikizumab 250 mg,
AT 52 . g5 R EoR, 522 B HLEL, lebrikizumab
2G0T IPF 3% FVC 5 FUTHE 0 3 43 b B G B
ZESE, SPBET A TR
2.3.2 QAX576 (dectrekumab) Dectrekumab & 4
(Novartis) 2 =) Bff A ) — P () TL-13 #4051 v [
PUAAR, T 005k Jils - 24 B 441 B R T TR AL 4 o s e TR
T (Z T B A 55408 1R MR 4 J F0 Th2 40 g LA & %%
S o AR IR TBORAE F) DA K FAIG Th 40 B g v 0. 3
HEAT T — T HABE ML XE I AR 056, W %% dectrekumab
76 IPF 2V N 5 58 3 1) 2 A Pk it 52 P A sk, (HZ
WF AR AT 220k, TR A W ARaE! .,
2.3.3 CAT-354 (tralokinumab) Tralokinumab /& [
Wil e (AstraZeneca) 24w ifF A& B — P& [a) TL-13 (1) 42
NI e B LA, LTI PR 45 R 2R, W)1E 5
IR FH 5 TR 2 B R 4T, {E0] il 41 4 Ay 7 24, DRk ]
7 R BE & A 2% 11 tralokinumab 7E IPF 4% 45 /) 3% — 26
R gEls,
2.3.4 SAR156597 (romilkimab) SARI156597 /& #£i%
3k (Sanofi) W /& () X6F TL-4 F10 TL-13 f9 N U5 Ak R4S 5
PEPLIA . SAR156597 9 2 Fi 1gGs AH 45 & 1) 7 VU SR A4,
A S5 M Al 080 T4 0 TL-13, BRI 430K A DY A XU
4 55 Bk Ig (tetravalent bispecific tandem Ig, TBTI). #ff
FLR o, [R5 BH I X 2 Fh 4 A 8 - <= 30 1) Th2 24 41 A
A0 5 11 1 iR A AL I 1 BT (TARC) BE T, 3642 R
Th2 7Y 41 ffa 75 fili 9 55 45 S TL-13 FIL-4 {0 AR U0, 3§
W AET 2017 4E 5E B T SAR156597 3597 IPF (1) 11 #13
5 (NCT02345070). 7E 56 B 1GR9 ), L4521

AP, T 2018 FFEWIZ 1L T IL-4/IL-13 ik 254
SARI156597 I FF R I H .

3 KRR RAFERIE RL

3.1 FZEE B (rituximab)

W FLIN A IPF [¥1 & 95 7T 68 A0 B A0 AT 5% . AH Ot
FU2 7~ IPF 8835 1R IfL37  ifi Y6 38 WE M (bronchoalveolar
lavage fluid, BALF) Fl fili 52 i H A7 76 B 41 i 7 %,
I % B bk T 40 A i ¥ K] 1 (B lymphocyte stimulating
factor, BlyS) ¥ & BH . w7 T 15 i %o it 25 A 3L Ath BH 2 14
it 2 . T HL, BlyS = iR FE 1) IPF &8 35 16 1 45 2E
17 AT BlyS KUK B IPF £ . R, 4040 B 40 i
RN IPF AT T2 —.

FZ 5 s ht e | S 25 Y KA R BEA A, 2
— N BRUR & 1 BT CD20 (1) H5e FE po A, H 5 B 4i il
R CD20 Bt 45 ), JE B A5 B 2 M I R ) G
SN o 2 BT 2 AN R R 2 Rl SRR BE A A,
5 N2 1gG [F 7 1/kappa 18 5 X 350F0 B, ] AR [X 35k, F 2%
H UK H Fab 385 CD20" B itk B 40 i 45 &, 38 i
AR 6 14 200 i 5 1 OB A AR P 4 AN R e R 5 kS
B 21 AR, 51 R 4N TR A R e . B,
B G U 9 AR TPF [ Joi P il 5 5 A6 kRO vE 4 ™7

2014 4F 1 H, —TIXCE IR R5S, 76 4 AN BT
Hly (PR2E 88 K% 2N K% 55 A& BT L fR
R 2E) ) 58 AN T2 IPF 3 JETT, iZ 0 AN
Xf BN B AR B PR R, Wil 14 KiEsk
i R 2 8 B, VP AL R T 481X — K IPF R 7l R
AR, H Al A AR IR IEAEJEAT H, AR G645 ik
KA.

SUEINE (AE) 72 IPF R I, fEHOR 250 N v
W D) RE IR B . AN R R Z) L TPF i A6 T N
12, 3 HXFIE 4 NI 2R M i E i 7 B L. K
B W15 58 BoR, AE-IPF fh 7 76 B B 40 M 5
A Sy, FE5RPEEREMAC. kREEEILZE
BRI FLE TR T — TN RE AR PR 3 1 1) i PR AF
Fi, 4T 11 AE-TPF & JA )7 M 1 28 B # (TPE) F1A7
ZE PRI, AN R E K R ERE E (IVIG).
W FL X ARG 45 R 5 7 2 | 20 5] AB-IPF i35 2
SZH RN B TR IR T IR IR IR 5 45 SR AT T
(NCT01266317). 455 2o, 5411 82% (9 #) &%
YRYT S T AR AE 3 15 38 50, 1T g St B2 ) s R
R 5%, RIS, Rl s huel x4 S RE . Rtk
T A E AN &85 4 2H 2093 S5 3 IR I R iRt 7E g o
3.2 VAY736 (ianalumab)

i 988 SR B R 7~ 5K ik B Al v AL IR 7 (B cell activa-
tors of the family, BAFF) 7E B itk 4 il & & F1 A7 &
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EECHEAEH . BAFF HH % 40 i | 5 2 i L v 2R 4
Ji A R R A B AR, — S T bk B A i T RE R AR
BAFF. BAFF 1EH T4 A B itk i fi, 175 B ik 20
gt 1R K /INFR D e, 2 it B Ik B A AR A I L 3G B iR
S DL 1g R e A A, 2 B B e B
U5 48 A 189 A R B A ™= AR B T AE SR B Rl . BAFF %2
JE A2 AR -B A 5 AR T 3248 (BAFF-R) SRS 5
9 Jf AR K R AE S B DA OG0 B R IR UL B 3- B
(PI3K)/Akt/mTOR {55 5 i %, 1 5 B ik EL 40 B v5 4k 3
BA AT FIPUAR P2 AR SR ThRe, 76 Bk A4 M & & A B itk
A0 R R kS B B R A .

VAY736 (ianalumab) & — Ff ¥E v B 41 i - [H 7 B
4 5 A4 IR 7 2 AR I A R B 5 FE o AR, e T4 s
N FI T K o Tanalumab A] DLE I B 24% B 41
HIBE W BAFF N 52 4445 55 300 S 3 AL 1) >k 5 447) i
TH BRI I B 40, 2 G R B R R AR AT SE 5
FEARbR . — TG T VAY736 1E IPF &35 (1 2500 L 24
BN g5 2 A VRIS 32 PR FEAE 2017 4F 12 H 5 3),
IR T J90 e PR B0 T E R 5% 1 84 A IPF B 4%, IX Ui 4L
B4 AT (subcutaneous, sc) Jiti FHl VAY 736 %
EMEAE N, FFS 48 . MRE RIEKR KA. Sk
[A] B, ianalumab %1 X 28 XU O 5 28 L Jf &k 1 T o &
fif (primary sjogren syndrome, PSS). 1% 4 7 B 41 g A
975 A1 28 G0 14 21 B AR (1) 1 PR a3 1 7 [R) 20 A7 v o

TESEZ AT, — OB 22 A0S HE e 103 58 O A
RETFRE, 8 75174l ianalumab X1 % 85 1 PSS B & K7
WO 22 k. 45 3R, ianalumab B 2 H #4211 B
Y M FE 3% n] O PSS B RALAST ai kb, HIEE KAR
&@[19]0

IR P BUAR BT A T H JE 2010~2020 - 4[] iy
FIER R S8 GR D, N B gs ReTLUE &
XT IPF $o A4 25 ) it e FE 72 LU A K| . 1E 5 M 1k,

W FibroGen 2 & it & 1] FG-3019 (pamreviumab) i
A T HUHIG RIS B B fR 4 DL A5 R, #5038 T A

S 5 L b R, DLRE G i R SRR R RT IifG PR 8
S,
4 RE

IPF 1) I AL DA 1 57 1) s 5230 i PR 453493 A
FRAE, 5 SO AR5 UL T 2 4 o 35 4 A0, 3k 1T
SEURH ARG A R SR I 3 SR UAR RN 3R AT 1 T 4
tho JERE A G AN A TE TPF [ 998 LA e 1 5
YEF . 1€ IPF & 3 R SZI0 s A Y o SR, il 41 4k 4k
HR2 T JORE I FE R IS . 2 TN AR IR 7 3 B2 B Th2
211 A A 2 78 2 R bk L 400 7 AR ) 40 IR A 3R TL-13 R
IL-4, P& B A A TE AR e fb e EEAE R, BT
2 Y G P AE AR A SN R Wity P G 8 9 B o Ak T e 0
Br, PR A & W 80 ) TL-13 A0 IL-4 & 0T & T 8
M 224, {HZE IPF A, #E10) TL-4/13 F B 50 B AR 254
W R T H 21838 7RI, AT fE IR 28RE K &6 TPF &
G BRI BN, BB RO AR S I 2R
PR o AT UL, 7RI R ST I b R R 980 R ik R
B, TR T2 5 R AR R

B oF ] — S A5CA [ 595 10 B2 o B L A7 1) s PR X 6
AR IF R . LLFG-3019 (pamreviumab) A,
DMD & H# = HLIUE 24 R 8 A 51 S 1, WLEF4E 5 i
T BUOVLRL LT 2 40 M 1) FF 2235 4 R ECM 2R [ 1) 578 7
A, SECEBIP R Z A . BIRS R R
(PDAC) Il # R UL H & B 10 4F 4 36 A, R EAE T
2 (P2 2 L2 [) JS AN T 1 ) CTGF /K F o 3X 1 Bl
5 IPF BIAHAL 2 A 75T, 3l CTGF ¥ s Rk H
RIE TR 44bAE A . R, FibroGen 2 &) [7] B JF g
7 FG-3019 (pamrevlumab) XJ 3 Fft 5 95 17 11 PR 8 560
A NJRE 152, 3 Tl R 1R 56 340 13 J WA, 76 2 56 & 1)
T/IUA I AR 6 o, S N PHPE 45 . AR BIA Pk

Table 1 idiopathic pulmonary fibrosis (IPF) antibody drugs under development are summarized

Antibody name Antibody target

Research status Classification

FG-3019 (pamrevlumab)  Connective tissue growth factor
(CTGF)
GS-6624 (simtuzumab) Lysyl oxidase like 2 (LOXL2)

STX-100 (BG00011) Integrin avp6

Phase II result is positive

Fully human antibody

Phase III in progress

The results of phase II showed lack of efficacy
and ended

The results of phase II showed the termination

Humanized antibody

Humanized antibody

due to security issues

Lebrikizumab Interleukin-13 (IL-13)
QAXS576 (dectrekumab) IL-13

The results of phase II showed lack of efficacy

Humanized antibody

Phase II experiment was terminated, the reason Humanized antibody

has not been reported

CAT-354 (tralokinumab) IL-13

and ended

SAR156597 (romilkimab) Interleukin-4,13 (IL-4,13)

The results of phase II showed lack of efficacy

Fully human antibody

Phase II experiment was terminated, the reason Humanized antibody

has not been reported

Rituximab
VAY 736 (ianalumab)

B lymphocyte
B lymphocyte

Phase II results have not been announced
Phase II results have not been announced

Human mouse chimeric antibody
Fully human antibody
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VIR R B4 T AR I 1) B, SR RIR AL SR AN
[F 0, IR —HAR 25 F R A | ) s PR 5, v g 2
— Pl I PRAR S e T T &
5 RBE

T i A — AR 2 2 FR AR 2 10
12270, WER WK 10~204FE . Fiik 25 8L 25 24
SRk, HIF R IR, FERMBE R R & E L, kT
W2 (R 75 BEFE TR E RN 3 75 (BRI {E
BB, PR A EAERS: FTH. A
T EPR Y R BRI, EERPUA 25872k 2k
BITFAZETEA . FEA TG, 2019 FEHUAR 25 P4
BERBUEF 1 592710370, 2018 S48 E AT+ 1IZ45Y)
HH 8N EM ], SR 2 6 4. DL EEdE B
B, PR 250 2 75 R SR 1) 25 0t e AR e A o 4 e ok
HE AL

&g H T EE R I IPF Hiik 259 22 R B, 466 K 2 $4
2 o AE T I PR AR 56 2R W, Jil DR — i 2 A M i)
FEURITT 2340 I L . X P 1) R H AT Bt A R i
BB I BRAT o X2 A P e ROR U, PR T B B AR BT T
A A5 — B [ 1 5, X b AR R TR [ B 2 AN T
T G b 5 T G B S ZE A P ) FE A T R, IX T RE R A
P v 7 A ) R R R DR, BRI RO T 2
VIR ) E B3 BB g il R e T A 44
J2 ULV A 28 4/13 D B 5 T TR TG, TE— 191 Ah
2, X LI RIS I AR UG Dl o R O, B Ak
PEAE IPF T 251 R I AR PR AR LA . 0P RUPE R
Ui, BT H T ICIEXT IPF 99 R B2 5% 105N, 580
BE 0T B —BE U 2GR MR T R . DL A K 4/13
A S 2R R I R, 2 K B R U E S
VBN IPE B 250 /& IO 5. DL CTGF J9HE 5 (1 25 it
ROEHIAF T BB 2, & 78 0t 78 4 7E B TGF-8
AZ O B B ER U, A REAELE A IS R AT R —
A5 HAIE 7, JCTURA S50 1147 BH M 25 SR A1 45 L 0k 24 9 (1) 1F
KA R T A [FRHMEASE R, 7RG T 1T
Fo, FET BRI I R iR IT R R R, 3220 %
FHOAH 30 Z MBI EBUA LY RE BT, o RS
A TR BT R N S MR T R 3 HL R A H B 245
Wz —®, IR, 4 IPF HUIR 259 0T Kb, IE4 i
K2 TR #H S5k, XM W R RS
W 5 KU S5 P 04 T A A B 24 0 45 7 2% 1R 328 T
A, SRR 2 (AR R T SR B R R B AT R I
FEAE AE AN IZE (145 K, TPF $70 44 25 W) 1) B Dh Wt ok 2 465 o

EE TTAk: B S RSO o, 28 B S oSl

FRER Y 130 B AW IR AR AT B AR A
FEBIE 250 %0 182 BE 505 Ty 168 FH 25 360 IPF (R R0 BLRD A A 0 &
WFUVR R 2= A DL 5 5K 3 9 Dr & SORSIE B sUig ok A 4
W W 5 H S T TPF B AR 72 F 25 10 1) i B2, 3R (R ER3 1Y

A R RN S VR S5 R
FFRHZE: T 28 58
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