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A brief overview of innovative biotechnological drugs
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Abstract: The development of the biopharmaceutical industry is inseparable from the drive of new biotechnology.
Technological innovation promotes industrial upgrading. In recent years, innovative drug development has shown
new trends with the continuous innovation of biotechnology. This article combines relevant literatures and databases
to review the latest progress of antibody drug conjugates, bispecific antibodies, mRNA drugs, and CRISPR/Cas9

gene edited drugs, which have been extensively studied in recent years.
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1 #id

BEA VIR R R, A 2B (antibody-
drug conjugates, ADC). XURFFPEHUA (BT ) 24
mRNA 2%, 4254, K 2595008 A+
R ES K. KLY R BERME T 21
[PIGIT IR . 2020 FE R4, ADC Z5%). XPiid.
mRNA 254 L K CRISPR/Cas9 % [X] 4 45 25 ) 30 5k
WOk . Bl AR HR AT AL, ADC 259 R0 X124
VIR ERA BT, IS 7R I R T A B Y
SR B IR 1B HES) T mRNA 299wt ke, {#
FCAEA GeIii g R I e AT sk e e U
CRISPR/Cas9 i K 4 45 24 ¥ 1£ 2023 4F 7 I3k i,
AT Bt 2 AR AR KR T, KRR
FE 22 AN P95 AT ke ) v 1 v A5 TR R SOOKs Rt
ADC 2. XA 2% mRNA 254 DL J2 CRISPR/
Cas9 Jik K 9 48 2 V0 1) 5 ot ek e b AT VE4E A 21

2 RERMEFEDRAGYM L ER

2.1 ADC#HY)

ADC & — K [FI &5 & 7 P F0 4 i 25 14/ 75
THE SR . S5 4N E 29 AH L,
ADC BASE MM #ERIE /NS A, 2R
B G P28 P93 S5 VR T AR AT T R R S R
BZ 2024 4F 3 A, 3kl BT ADC 29907 14 3K (A
AR ), H 8 KA T uikm, 6 M
TR, W A R bR EFE N R A K%

S HER: 2024-04-18; 1&EIHEA: 2024-06-11
ESWE: LEW20244F 5 “RHQHT 3017
BEE IR IE A0 25 E bRk R R S B AR
WA ——xF Fdg R E s il mER”
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{7 2 (human epidermal growth factor receptor type 2, HER2).
B 40l AP (B cell maturation antigen, BCMA)-.
R KN T 524K (epidermal growth factor receptor,
EGFR). MF25214K 1 (folate receptor alpha, FOLR1).
EFEE A 4 (nectin-4). 20 2K F (tissue factor, TF)
Fiigg 7% |2 4 B 2% 11 1 )5 2 (trophoblast cell surface
antigen 2, Trop-2) UL & 7% 43 4k $t J& 25 (cluster of
differentiation, CD), %1 CD19. CD22. CD30. CD33.
CD79B %,

o BT ADC e gt vt B & 17 =
WAL, % — 4 ADC 254 L Gemtuzumab
ozogamicin NXF, HEEMAAEE KRR, Pk
o f% JE VR, AR MR PR R ANRRE, Bt
I AEAT S B R BN T R R . 5 AN ADC
24 ) LA Trastuzumab emtansine ( 7 & 44 : Kadcyla)
FREE, %2 ADC 259 FH N IR ifk, S8
B, e g e m, (BANAELE AL
Y& X (drug-to-antibody ratio, DAR) A 5—. ¥RJ7 &
3 A8 45 i) ji, 25 = X ADC %% LA Trastuzumab
deruxtecan ( 7 #h 4 : Enhertu, DS-8201) A 41X 3,
%3 ADC i 4515 2 amiiie, A2 N
PSR FEAC T2 S5, SR B SRk I8 1K
RITREL B2t —, DAR KR4 ~ 8, MR
HE AR e AR S SR P i b
78— T I PR R 5 (DESTINY-Breast 03 iff 5% ) o7,
DS-8201 #H%% T X} [ 244 Trastuzumab emtansine 1
2830 HER2 BH % L M g i 3 1 o Az Jo ik e AR A7
(median progression-free survival, mPFS) #E: T 3 £
PLE, XX HER2 PHYVE R MEFLRE R IT R U2 B
KEIFEME P 78 55— W I K 3% % (DESTINY-
Breast04 fff 50 ) *, DS-8201 ¥ ## % % #& (hormone
receptor, HR) FH 14 1] HER2 Ik & 1A L iR g &8 & 1)
mPFS K% 10.1 ™MH, HERAEFERGT T RH
Z 474 H Y AL, DS-8201 thAF1E— i ) %
A1) R, g LR 2 A P A D 1B M TE N L
H:1, ZANREDE, BB (interstitial lung
disease, ILD) £ AHGHE KA R #44, /£ DESTINY-
BreastO1 AT FiH, 15.8% fIEFH (n = 29) #ii2 N4
X ILD, Hr12.7% (n=5) K54 ", 224k
UK 4K ADC Z9MfE it B 7R Z 5T I R .

PR, #F 2024 F3 H, LTFIHK
TR MBI ADC 25906 266 4>, $#&58 _L i g )
A5, AT IEKRIBHERA 20 4, kK A
98 /N, ImIR T BAMIAE 143 Ao BEARARRS #4AT TR S AR

fUF5 HER2. Trop-2. EGFR. Claudin 18.2. CD276.
(B b Rz 4l % AL R ¥ (mesenchymal-epithelial transition
factor, c-Met). HER3. FOLRI1. Nectin-4 fl 2 7 4%
NAIAET-BLAR 1 (programmed cell death-ligand 1, PD-
L1). 3 15 T AT im R s 9T & BB ADC 24
Y, XY BAEARKR VRS HE, Hh i
[ A\ B A Bk —2F . £1X%F HER3. c-Met. Claudin
18.2. 45%k 2 1 6 (cadherin 6, CDH6). CD276. &
& 05 A OC 48 i & B 43 1 5 (carcinoembryonic
antigen-related cell adhesion molecule 5, CEACAMS)
152 A 1% 22 R Bl A )L 32 48 1 (receptor tyrosine
kinase like orphan receptor 1, ROR1) J¥ &[] ADC %
Yok 2 BE N PRITDY A ST E B Claudin 18.2 /&4
xS e AR Y, H AT £ A EE A Claudin
18.2 YT VEAEHEAT FH . B I RS, BAE B, XL
Pi. CAR-T J7 ¥& FIl ADC Zj #). & o W0 A4 9 11
CMG-901 F{5 1k A= 9 1) 1BI-343 #7E EAT LA PR
R E T WK (KYM901 #F 5t ) 1, CMG-
901 Y477 Claudin 18.2 FA1E: F i ul B &8 45 & B e
5B % WL 22 fiR % (objective response rate, ORR) A
33%, JFlfEil# (disease control rate, DCR) N 70%.
It4k, Ll Izalontamab brengitecan A1 JSKN-003 A4t
FHWHT ADC 2547)t 75 B i PR 56 P il HY
Rz st Ryy e M. A T B i T o
Ak, SERmT 25 PE, ADC 5 H At 25 W Ik F a8 %
i, Hr, H5RETkikE 2 Hil ADC Z9EkE
JPER — PN EERIRR T M. 2023 4F, EEE MY
i B & # 5 (Food and Drug Administration, FDA)
Jin % 41k #E Enfortumab vedotin ( 7 & 44 : Padcev) Bk
4 Pembrolizumab ( i % : Keytruda) 17, H T
ANFFE M7 26 A8 1) JR) 350 W S sl 2 P PR B 1
Fe g B —2R3R 97 . /£ KEYNOTE-869 (EV-103) i
3%+, Enfortumab vedotin %5 Pembrolizumab 75 J7
PR b B9 S35 1K) ORR A 68%, 5642 A 47 22 iR
AT HIA 12% F1 55%.

bEE A BR AR R (32, ADC &4
R TGN Pk + BT + BN 17 B
X, I T &P RARECAY), 2 IR
¥ (peptide drug conjugates, PDC). iU A% 2= 8 Bk
Zj¥) (radionuclide drug conjugates, RDC). /N7r1-18
X254 (small molecule-drug conjugates, SMDC).
A4 4 925 ) 0 BX 245 %) (immune-stimulating antibody
conjugates, ISAC) HT/AFEAZ 1 IR B 4 (antibody
oligonucleotide conjugates, AOC). A& F B Bk 24



11 IR, & QAR 2 R 1323
1 LTl REIAF LM ERIADCZI4)
ESLY BN R B JEE A &N AL FR
Patritumab deruxtecan g Eh HARZE—=Jt /N it HER3
Trastuzumab duocarmazine il i fir2:Synthon Bv  FLE HER2
Trastuzumab botidotin Mg BT EEME 2 FLI HER2
Sacituzumab tirumotecan HE LW PERBMEZ = AL Trop-2
Datopotamab deruxtecan ik bl HAE =3 FURRIE . AR/ B it Trop-2
Telisotuzumab vedotin IR SEHE L Ak BN o) c-Met
DP-303c I PRTIY o A 2 7 FLERE HER2
CMG-901 WGPRIY P EREETAEY A, §E Claudin 18.2
Depatuxizumab mafodotin PRI 35 S A 4 Ji2 SR RFA IR 025 B 5T A SR EGFR
Raludotatug deruxtecan ISR HAEE— =3t NGRS OF S L DR CDH6
Izalontamab brengitecan IGPRIEA [ B R 250 EBRIRA M SR EGFR. HER3
IMW2821 IEPRIE o G A= SR T R Nectin-4
SHR-A1921 PRI [ E G R 24 Y i Trop-2
DB-1303 PRI [ e S A= 4 LR R R PRI HER2
IBI-343 PRI o SR A ) it B Claudin 18.2
Ifinatamab deruxtecan IRPRIIE  HAH — =1k NI i e CD276
JSKN-003 I PRIIY e 2 Fi FLERE HER?2
BL-M07D1 I PRI 7 R 245k FLERE HER2
Trastuzumab vedotin IGRIIE R ESERER A JRER BB, B rElim. FUYE  HER2
Zilovertamab vedotin IR SEEERVD A& SR8 K B- 2 Ak LR RORI
Trastuzumab monomethyl auristatin F IGPRIIY 1 [EE REZ FUIME . R ML HER2
Trastuzumab rezetecan W ARIIA o ol s 2 24 . . B, AR, HER2
v ALUIE . HREH M 3L e
Tusamitamab ravtansine WG PRIY L 3% 38 AR/ INT i i e CEACAMS5
Anvatabart opadotin GR35 E Ambrx Inc . BiE. JE HER2
MRG-003 IGPRIE R E I AY) Sk SR 40 f EGFR

¥ (antibody fragment-drug conjugates, FDC) %5 i /14
HERZ5%). SMDC 2% PEN866 H T-RVAIT C 4
BRI, AOC 25%) AOC1001 HIF55 EPEL
B RA 1 8 (myotonic dystrophy type 1, DM1) %
TR YT WAETT RGBT 7K o
2.2 MUK EHEFRMEE

UL e [ s 38 o) 7 A 470 iR e — AN B A
ANFIZRAL,  BERS £E SEAH M ) PY AN Th e 73 1 2 [A) B
A0 HAB AN SRR 2 (B R A, e
LRCNMIE . B B G M AL G 45 2 Fhog
WITHIRT R 2 — M, e 2024 43 A, 4R
Wi B B3 RGP (AL E TR
Catumaxomab), FRHLIENUEP & 2 ANk, F
PR 22 R M BEE R L RN i L S
FRRIBPERTT R WA MDA . W R 38
PEAK B AN ML A A 55 . 2022 4, “First-in-class ( B
)" R EIMAET & A 1 (programmed cell death
protein 1, PD-1)/ 4 Jfd #5 V4 T bk (248 g AH OC B i 4

(cytotoxic T-lymphocyte-associated antigen 4, CTLA-
4) WPL4REZJEM HHT (R4« JTHEJE ) SRtk
B, AR BEAE R 2 S T R I R R
BRI E i B, fE— I I R K
(COMPASSION-13 it 5t ) o, R EEJE FIERFLIE & 45
VR TT (M7 +/- DUARER B9t ) F T B R sl # 1k
B30 — 2R 7T B ORR ik 92.3%, A B4 3
i B Kz A

ST AL IIEAE T RO 22 4 AR S, [
AR 2y Dy A Ry WAL R 4 25 P P, LR
2024 4 3 H, R FRIGIRIETT XIS i A 357 4,
Horpr, 4 AN BT, 2 TimRIBNEA 19 4,
PR YIS 110 A, mR T IR 223 4> Xt
25 W) W 7T AR 6 AT I BE B AL $5 CD3. PD-LI.
PD-1. CD137 (4-1BB). CD47. EGFR. HER2. #%
WA KK F B (transforming growth factor-B, TGF-B).
T 200 i S 2 3ok B 19 R 6 58 52 K s U R 41 1) 68 e 45 4
35025 M1 (T cell immunoglobulin and ITIM domain, TIGIT).
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BCMA, IX %8 J1 P-4 & H i 8 2 Vi i s (i #4417
BEbR . HATEE NGRS BAF R B B X2, B
MAS-825 (G&ERSE « H & G VEk 40 f i A 255
fIE )y Mim8 (& MIAE : LA A) Al Gefurulimab ( J&
NE « BERELIE ST ), FHARERH T MR IT (3K 2).
% [ 2 # | JF K 1 Delta ¥ B & 3 (delta-like
ligand 3, DLL3)/CD3E X $ii 2§ ¥ Tarlatamab 7E V& J7
/NG BT e R PR 11 A 058 (DeLLphi-301 5% ) 1,
LRI 22 BIRIT AR, fE45% 10 mg Tarlatamab
HITIEE 2, ORR 1A% 40%, DCR A 70%. DLL3
/& Notch FLAR R — 4, A& —Fh 35 £ 4 e 3R 1
s A 1, TE 85% I/ 4H fg fili i h =y R I8, 7E
IEH AR R DR IE M HAl, 4F%F DLL3
FERIZYRAE ZF0, ¥R, ADC. CAR-T
1 CAR-NK J7 1525, Horr, Tarlatamab A /% 1 i fe bt
B EBCNIXAIE ) “First-in-class” 254, JE 2
FIAER BT P i NSk, HER2 XUt
Anbenitamab & HER2 BH 14 3Lz b B F B 497

A2 4=, 1E Anbenitamab BX& 2 P fth 38— 2k 3E
J7T HER2 AR A /6 F e L e () 11 30 PR a6
i (NCT04165993), ORR 4 76.4%, mPFS 4 27.7
/™ H . EGFR/HER3 {1 Izalontamab 1F Sk 201 7 4 bR
21T AR =N A4 B it e S50 R R A T AR S B
BT . BEAL, BT PD-(L)1 ) 5 A B TEH
SMERNRE F3RG S PD(L)1 SR E Rk, BE
ARG R, Ik — P s Bh R 25 M AA R %

1T A1l R IR 56 (NCT04736823) 1, PD-1/ L% P %
A K A F (vascular endothelial growth factor, VEGF)
XL IvonescimabBX A LI T 7E 3 AN (BRI 1:
EGFR/ALK RAZHIHIVA M NSCLC 3 ; FA%I 2 -
BEAE EGFR-TKI 5 97 2K i B 3 NSCLC &% 5 BA
H 3. BEAE A I $1 PD-1/PD-L1 Hi4& F1 & 4A 4097 4
7 IR R NSCLC B35 ) 11 83 44 /3 iR
W7 8R4, BAFI 1. 2 A1 3 HifiiA ) ORR
I3 HIN 53.5%. 68.4% A1 40.0%" ",

R2 AT ImKEIF & M BB 2419

L UEZR S R B A E] T& NEIE HEFR
Ivonescimab g LT FRE T AR I N PD-1/VEGF
Linvoseltamab 2R i) EH AT Z KB REIE CD3/BCMA
Tarlatamab Mg bh RERE /INEHH i i DLL3/CD3E
Odronextamab  Hii§ i EEFEETG B-2 bk 208 . BRI bk R CD3/CD20
Catumaxomab  IEPRIIE  rhEEEEY i EpCAM/CD3
PM-8002 ISR R EE KA A4 NP N e NAfRfE PD-L1/VEGF
MAS-825 WGPRIIEH i LA B B fo g2 Pk BRI  A £5 A AiE ILIB/IL18
Rilvegostomig Iifs PRI o [ [ 37 ] o JH & e TIGIT/PD-1
Navicixizumab PRI 5[E Pk JE R DR S SN VEGF/DLL4
Tebotelimab I ARIILEA 2% [FMacrogenics BiEE. BiE LAG3/PD-1
Volrustomig I ARIIE o ] By H ) SkEER ek A . M A, 4 PD-1/CTLA4
N S
Anbenitamab I AR TILI Hp [ R e A Hf M. B, B HER2
Izalontamab ISR A EE R 2 RN L AR/ i e EGFR/HER3
Erfonrilimab WG PRII o [ B 7 2N Jo e . TR AR B PD-L1/CTLA4
it
Alnuctamab GIRIIE 35 Z R B R CD3/BCMA
IMC-F106C IGARIDYE  JEEImmunocore S CD3/PRAME
Mim$ IGPRILY] P22 i A MAEA F10/F9
TR-009 IR &5E Abl Bio JREEE . B . I DLL4/VEGFA
Gefurulimab I RTITHA 2% [# Alexion Pharmaceuticals  HEHEALL S C5/Serum albumin
ABBV-383 IGRIE SR Sa4E EY, Lia=guit CD3/BCMA
Bintrafusp alfa  IG/RIYH  EEERE RHAE . e /Nl E 3. Bk TGF-B/PD-L1
I NN O T
M-701 IR R EAZ A SiE . YR, SR, BE CD3/EpCAM
Zanidatamab Iifs AR TITH % K Zymeworks . SER. SEE. BE HER2
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Ak, HAToA =R R EduE (=90) TR
SPEPUA (PUPT ) S5 [ I B ) 22 B S5 R AT 1 2R
SHEFURZTE NIRRT R B ™. SRR =P
R AL TR BB, Mo kit BT, ik ik
P =P b T THAIGIRBY B bR - =$1254)
BF R S AR T A VL B TE . S [E BRVD AR 356
Eomd. FEEAEY. SR4EY. HEAYEEN A
M AE =PI R ARG A R 2400, IRRTE
W =306 214, HA b TIgR A 94, Ik
IR THIA 124, #HTMERT. Uy
R, BRZ A 3 RmIEENIRR B,
#]J& GNC-038 (PD-L1/4-1BB/CD3/CD19). GNC-039
(PD-L1/4-1BB/CD3/EGFR VIl ) 1 GNC-035 (PD-L1/
CD3/4-1BB/ROR1). GNC-038 & 1 F|Z4)l. GNC (guidance
navigation and control) - & "~ & N A R {5 i
25, WRAEKE RIS R YT, %245 H
R IEAEBEAT 11 331 PR 56

LR U R —E R, R &R
Ji R S TR TR L BG5S R 4 S B D Re . BELT
i gRa 16 36 S5 P [F) N, AR AR AETE — 58 H R BR %, 491
L FE I e % & e ] e gl Ok A IR TR IR S
1 (cytokine release syndrome, CRS)*”. 7E CRS H1, #F
Z T 2 A I 0, 5 3504 % 20 Bt P R s 4
PR 5 51K RAE o
2.3 mRNAZ§4]

2023 4 DURA 22 B0 R 22 232 T RSBk - %
HR} (Katalin Kariko) FIEE - F547% (Drew Weissman),
PR AATTE mRNA 28 B4 AR 5 T fF i ek #Ys
mRNA JTVEFRTEM AN T & R E 1 mRNA, &0
FFEIAG A G, S 24isis
RO IBIET NG M, AL A4 20 8 8 7=
A ARSI ER T, AN IR B TR BRA TT 0 I H
B B SRR R B G R O ), 3B M o / 4 [
BioNTech 1% [E Moderna 2> 7] Jf & ] mRNA %
AR R D) T, B RABPRERT+EE
(R OR 2 A PR ), A 85T mRNA
BRI R T R T Y2 Ba e 7 Bkl PR T
7 [ Insight B4 FE, A E 2024 423 H, #EAIRIK
W BT B mRNA 72 i 205 4y, gk B
A 14 A (BB BERm EE A | ), -5 B e
A 24, AT IRKIAMA 19 4. HaiEr
() mRNA $5 AR 7= i 32 B HE AL Y 2 0 g
WAV AR BATIRSS, WA . O
B AR B8 RN, BRI

WA R TT AR P

[ Moderna f17% [E BioNTech 1E A mRNA 4t
BMERN, ERELEE. FEE. EE%
AR SEEE R L. S [E R R A [ 2
W2y 2347 Ji) mRNA 259 & . [E ) mRNA €15 24
TERAD M, B bR #, K2k T
I R B, 3% 3 B T 35 AR M I R AE A 1)
mRNA J7%, BREEGYREN . . o
RIRORBE 258, AUiT . AR BT IR A UA
TS o mRNA JTVELE AL YL Atk R it 7 i3k feg dme e
HEN G RTTAR FEBY B 7= i 2, E X R IRGE £
JL97 5 1) mRNA-1345 S 58 LT HiE 5 Jilofsd 4
1] mRNA-4157 AL NTLA-2001 1 2k A
I RIS P90 mRNA-4157 J&— 3T mRNA 357
RV FE L T, gm0k 34 FoBifi . 9%
W ENEE RN G, SR RFRNAERE T
T BT SN . £ mRNA-4157 B:4 Pembrolizumab
BT B AR I R 5 (KEYNOTE-942 fiff
T H, EERESE A V)R S B R AR I R R
H£¥, mRNA-4157 B4 Pembrolizumab V597 20 [
SHORHEAFZ (RFS) NS, ShnERYT Pembrolizumab
AL, Zad 2 EMBETT, BRI B
ik 44%™', BNT111 2 % T 4% [F BioNTech [f] FixVac
FEFFR IR, HgmhD 4 Fh 2B R A Pt
Ji (NY-ESO-1. MAGEA3. TYR. TPTE) ) mRNA
PR s 7E BNT111 6 97 6 3 28 65 3598 1) 1 A1 PRk
5 (Lipo-MERIT #f 5T ) H, BNTI111 Jgig /& H A Al
& & 541 PD-1 Uk BCA &R T 58 300
U AR S EBUMR S %, BoRH T RIFIM %
eV RR] G PR OR B H AT, BNTILL BEA
Cemiplimab ( 5§14 : Libtayo) ¥597 #1 PD-1 J7 %4
Vet B MEA R Y) B I #AEE IV 1 2 2008 2t
NI HAIIG R . Descartes-08 /& — 3 mRNA T.f24k B
& CAR-T J7i% (tCAR-T), 5 7E % 5] V4 B4 2% 40 o vh
¥ BCMA & A, BEHR=40 896 E 0Pk, H
TVRIF EAREALIE ST . — T Ib/IMa 1K AR 56 (MG-001
WS ) N4 14 Bl 4 S PEEENCE ) B3, %6
K Descartes-08 J7 £ B V6 J7, I 45 & 2R,
Descartes-08 Mif 52 14 R 4F, JEiflE R EEENE. CRS
BRI 5 7F 4 NG IGAE I EIENLE /1% 1
SR, MAMEN L A 36 RENTE
PRI IR e A B e AT R, 54 2 BN ATAK
WK MRk R R R E ARIT M B A
Descartes-08 ¥4 J7 J5 AN 75 Z % )7 . mRNA-



1326

GRS

364

3927 & —FE I k4T 25 iR BTANK UKL (lipid
nanoparticles, LNP) £, 2% () % mRNA J77%, #id %
fty PCCA H1 PCCB V4% £ [ LAV S JH I Th sE 1
Tt 44 i A 32 1L % (propionyl-CoA carboxylase, PCC)
W, T 1RITNRRILAE (propionic acidemia, PA) ;
FE— 00 VIL Il ARG, mRNA-3927 i 52 7 R 4F
H B IR WP e R IT R s 164 ik, A 16 4
Z 5HAE 5 DRI T % % mRNA-3927 V677
H, 11 4255508 R%IHESIN 7 IR
YR, A5 %255 7 mRNA-3927 [)ia
JY I — 4, fEHE/T mRNA-3927 B¥T R, K%
A G A AT 12 4 H N R ok AR R AR
(metabolic decompensation events, MDEs) K] 5 ¥,
FEIRYT J5 MDEs K AEFARL A K 4 MDEs.

N A mRNA 2590 K B B8 Al 3 2 A
RPN EREKRZ . HEAY . BEEY). R

PHIE. W LEAY. i E A RGN
JCXH-211 &% fh 20 P51 -1 5 48 il ) 3% -12 (interleukin
12, IL-12) () mRNA 25%), HTi6097 54698, HAl
IEZEBHATIRR T HIRES . 2024 4E 4 1, F 254 RN
W T A M9 BF mRNA FE B 1 I AR R 56 i 3R 45
KA B E R, BONE N 3 KRR
) I 1 T8 45 95 B mRNA 5 1. [ A 2454 B4t
DRAB AW A TR BT 3 90 2 0 1 T R T O
mRNA & H FIE R g B O 23R 52 3 .
2.4 CRISPR/Cas9E E 418754

1987 4, CRISPR 541 1 i i id . 2012 4,
Jennifer Doudna F1 Emmanuelle Charpentier ill-# CRISPR/
Cas9 Z 4 0 1€ 14 4k V) %) XU DNAPY. 2013 45,
George Church FlliK#e55 AAH4KIEY] | CRISPR J74)
5 Cas9 BALE GG, PRG0N A v st 2 47
B AME 3k R 4 7Y, bR, CRISPR AR M IH

=3 IRARARKERMEmRNATTE

P A, 2514 T WERMB R AF TE BT bR
&35 mRNA-1345 i ki 3£FEModerna WPIROE A M R -
mRNA-1647  If/RINY] 25 EModerna 5 2 s 1 -
mRNA-1010 5RO 2£EModerna i R -
BNT-161 IGPRINE] 4% [EBioNTech DI B I -
mRNA-1893  If/RIY  25EModerna E SS Rl -
SB-728mR-T Il FRITHA % [ESangamo Biosciences HIV/E L CCR5
mRNA-1944 1[G R 2 [EModerna FEFLH e -
B mRNA-4157 IfRIIE 3 EModerna SEARYR
BNTI11 IR 44 [E BioNTech BT
BNTI122 IGRIDYE  f&[EBioNTech JiR e
BNTI113 IEPRIE 48 [E BioNTech 3L Fige
CV-9202 IGARIBYH 7% [E CureVac /N i it e
CV-8102 IGARIBY  f8[E CureVac RO BRBRR TLR-7/8
YU Sk
RS RRFETE
T
Descartes-08  IFFRINY]  3£[F Cartesian Therapeutics ZRMEEEEE. &8  BCMA
HEEIENT 1. &
GPELL BRI
MEDI-1191 &K B[] 5] 47 AR IL12
mRNA-2752 15 pRIH 2 [FModerna SRR OX40L. IL-23. IL-36y
BUEEACHZOR  NTLA-2001  IEPRIY 25 [EIntellia Therapeutics O HFRRE  TTR
FiaWEHTEMFE
AR
mRNA-3745 IR Z[EModerna U AR G6Pase
mRNA-3927 GR35 [EModerna TR I
MRT5005 IMPRIDYH 52 [ Translate Bio LY -
AZD8601 &R SE[EModerna/Je [ERTHIFIHE 0 JixEvE. 20HERM  VEGFA
mRNA-3705  IGPRIY  2%EModerna FH L P R L MCM
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K&, 24 BAREE DRe 1) Cas9 48 A4 45 e Hi ok
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ARG, Huark T G R B, 75—
IIf PR T 3138 36 (NCT04601051) t, % % &% B it
R UER AR O U B, BIRVESS 0.7 mg/kg
8¢ 1.0 mg/kg ] NTLA-2001, 7E55 28 A i 3] i 35
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