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BUIAR B33 2R 50, 30 R0 2% 405 i T 200 B 1) 7 2 Ry B e
TPEIRIT o IR eI T 2 2 i IR IR YT s b i B
H SR ST 7 ), A 458 A0 M G273 e 928 1 R fhe s
o AR R SRR ST I, YT RS TR Z B )
FHATSBIEFE R (B )P, 2017 45, g o ge 7 7240
ST G, F A Y A5 PD—1/PD-L1 15 AR T,

Wk H 39 :2017-12-20; 48 11 H 11 : 2018-01-02
SL&TH - EPRERE A RIS R RHE L0 (XDA12050201)

VEF RN 25140 08 B B9 0 250 G 30, 01548« zyli@simmuac.en; BIEE GEF 1)  WFFE08 B, B8 7 1 R WG 3040, 115 48 < 1b-

gao@simm.ac.cn

TR AT, SRR, JRIWRAL, 46 . AR ROR 250 R SRtV , SRS T A TIEAE S 25 W0 BB ——2017 4E B 25 B R F R R (D). R4, 2018, 36

(1): 116-125; doi: 10.3981/j.issn.1000-7857.2018.01.014



—t

R S482018,36(1)

www . kjdb.org 117

AL BE CAR-TY ik 1 AR BTl o B, Bt Ak
Py ac B A B SR U5 DX o B4 e g PR Ak 25 W At
I B AR BT R , N R i T U AT A B

EiliRaes i d
P
CTL,Th o

NKNKT,yoT

TRALTAL -\ PR-L1 PD-
TCR,CAR
or cell Teell
P
®@®

Treg  MDSC

BRI o gE o

G RIRIT

SRR T i IR BE v e S ERG A R 3 FhOT R MO T2
DRJRE SN F £ i 983 240
K1 RSP ioR &

Fig. 1 Cancer immunotherapy

1.1 PD-1/PD-L1 I BARHA R

G PEREAT A5 (immune checkpoint) J& 48 %% 2 40 H
FEAE B — SN P A5 5 3d %, N2 MO 5 T bk L A AT G
Pt Jit 4 (Cytotoxic T—lymphoceyte Associated Antigen—4,
CTLA-4)  4H i 78 /5 1 JE 1232 1K 1 (Programmed Death
1, PD-1) Fl 4 Ja 72 )7 P SE T BC A& 1 (Programmed Death
Ligand—1,PD-L1) ., HUATEIERTEOLT , Sofedi £ s m]
VLTE 3 ] 1 B G028 SRV 1) 54 32 ke A4 SR i T 52, 15
PUAAE 32 B R = 22 I, SR e A6 A s 0TS ml il A
By AR T I an i AR KAk . Hoh, PD-12
— PR AR TG AR T 20 A B 4t A NK 28 ffd 25
TET B4 0By 1, 2 A KRR 23531 2 PD-L1 1 PD~

L2, 35T vIg 240 R AT I sk 2 4, 38005 PD—1/PD—
L3 0r 5 ALY T 40 A S 1) P44 AR T 40 i
e, R EE S HIET . Rz, BLWr PD-1/PD-Li# i i)
AR5 T 48 35 P DATK B g S ied 7 R RCR . PD-1/
PD—L1 A1 fil] 51 2 305 4F 2k i g S 52 36 7 B9 = T 40
S, E RS P P e 2 7 5 PR 3R /N2 it
9 F AR Mg BRIV AF o 2017 4F FDA SUHEHE T A
PD-L1 451, 43 512 Bk v/ ¥ 5k 1Y Bavencio (avelumab)
1 BAT T A B 19 Tmfinzi (durvalumab) . 82 HHET, A 6
ARG AT SRR A BT (R 1),

S 2T PD-1/PD-L1 A0l 57 A9 15 A i, (5
OB AT 2 AN 453X — 7 [m) wil e 1 41 PD—-1
B AT S T A RS ShET R R 248 B A B2 I 25 B
/NERBFFER I X R S AR T T A S S B dE
HEFES; PD—1 40 50065 T 40 g 3 2 A 48 K L9 (T cell
non—Hodgkin lymphomas, T-NHL) JE{H & A 24035 | 2 fif
ABACROR /AR N0 45 2R B, R R PD-1
gl fdf T PD—L1 40 1 57 P {8 25 47 & T- NHL /N BURY 77
A TE 2017 I AE SR T S b IR E R
Y2275 9% Kevan Herold 45 i , Sy ki £ 410 59 7 45 3k
Jee I o N A= i ) [ e 25 15 RS 32 4 IR R L 45 W 4%
1 BBE PRI S5 P O DR 2 , SO IR T B A B
HLVW Gy ™, PRI, SR G A A ) 550 18 7 FH bz
i 250 i SRR R 2 AR R BN Y
JiJgg S R A [R] R O RR IR AR WA 0 ) T R B AS H
2, AT, £ PD-1/PD-L1 0I5 A5 & F 255 H 2
HEAG RAFSE B, JCHSE IDO # il 71 F1 PD-1 254 1)
M, IETESEAT i im PRAVE 5 A B, 5 Bk FH T ARG 24
Pragt. oAb, fdt e A% iz 18 TR R 502 D) RE T SR 5 A
A AR 7 AL 2 Y, PD-L1/PD~- 1357 HI1R]
TSR R A IR 25 7 A

F1 M FDAHME T G a7 il )
Table 1 FDA approved immune checkpoint inhibitor

[GELES Vi Al TE VRE ARGy LIl
Imfinzi Durvalumab o] 7 1] B AR NN R At B e | Sk S 45 2017 PD-L1
Bavencio Avelumab PR/ T BRTE R AN AR/ N e | e | O L 2017 PD-L1
Tecentriq Atezolizumab B JsIhedas , A /N it i g 2016 PD-L1
Opdivo Nivolumab [ELES st SRAZRI AR/ it 5 2014 PD-1
Keytruda Pembrolizumab VAR SR ZE  AE /N R, Sk B0 A 2014 PD-1
Yervoy Ipilimumab [ELINE S e S ¢ S e S 2011 CTLA-4
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1.2 2IREFKCAR-T BT EKR# LT

2017 4 25 YT A U ERER T T b L iR B
JEAZ R T 4 42 % 97 12 (Chimeric Antigen Receptor T—
Cell Tmmunotherapy, CAR-T) HU15 1) F K 28 il 44 %1 1
i, CAR-T Y7 i i 4k bk T 4 ify 7 7 ik b i —
Aol e o AR () B A CRe D50 1 T 200 A A S bk
Frokas , PR AR A N 7 T A0 ML 5, B 1 L i
P 1 e 200, DA e K g 1 B e 1 2 o At
BLAY L RN T A0M R A AT T 41 A2 & (TCR) FgT
PLIHRG U2 A NK 41 (CAR-NK) S A

20174E-8 73 30 H , &BKF K CAR-T 7 fh—— ik 4
/N B Kymriah (tisagenlecleucel , CTL-019 ) 38 FDA 41t #E
BT TR B R s P L T 4R (25 2 L
T ) B2t i 2P 98k U 248 i 11 10995 (acute lymphoblastic
leukaemia, ALL)"™, FDA F20174F 3 H 29 H 52 # Kym-
riah #Y_ETTHUE  JFR T OUEH HETEMS 2017467 1 12
H BT IR 2 bl B TG RBFSE (ELIL-

ANA ff75 ,NCT02435849) 25 52 , FDA s 254 & R %
WZE G20 10:0 A2 At e,

2017 4F 10 H 18 H , CAR=T ¥ 12 14 Y 340 3k F 5% 11
B, FDA TEHEE T 22 BK5 21 CAR-T 7 il —Kite
Pharma 73 7] B9 Yescarta (axicabtagene ciloleucel, KTE—
C19), Yescarta #1[5] CD19, JH T 1EdEZ 2/ 2 FhEAD
IRYT 7 58 JE Joe 10 B A AR A AL K B A L bk 1
TN BRIT o (B — 4212, Yescarta f2 1 53K
it H F3R 97 e 28 8 AR B A 4 Kk BB (non—Hodgkin
lymphoma, NHL) f¥7 341", 2017 4E JCBEEL A CAR-T
ISP R Rt B OCH A — 4 Y HNC A 2N 17
IEFEWER (R 2) o S MET R 1 BT 847 kel
KIIFE L CAR-TIFIEMRIRATAETE Z PRI, Al S %)
SHEAE A 1 A8 R 5 s S TR TP TR L7 T R A
PE S T SRR ISR CAR-TYT L M i
25 SIeUE, T PR BEA R0A T T 2 19 AR,
I RIVE

F2 WA TG RPFS B CAR-T Y7 1%
Table 2 Selected CAR T cell therapies in development

(AT AR I8 N AE & Bt FEEHRFAE
CART-meso (i) Mesothelin 45 FP 3248 TGRS0 g S v LR 4 bR

MB 101 (Fortress Biotech) IL1I3Ra2 B HE 2 iR TR IR 0 ]S44SR vh o b S
JCAR020(Juno Therapeutics) MUC16 i B4 5 P R DRIR 1L 123655k

BPX 601 (Bellicum Pharmaceuticals) PSCA SR N DGR rimiducid #06  “ -7 ke ik
UCART19 (LaboratoiresServier/Pfizer/Cellectis) ~ CD19 2 MEHEME A AN UVIIGAR W78 0 CAR-T i

EGFRVIII CAR T(NCI) EGFRvIII

B8 S5 B2 R SR BT AR /LA DR 0 o SR e S P

1.3 £IKFFIREWIRIC Y AR KIR X 5 B 5
BT AR AL

201745 H 23 A, 24 [E FDA $#t#E 2R VD A 14 Keytru-
da (pembrolizumab ) &1 % 55 52 4= Wi bn &) Civ A 1 B2
AFaEME S (microsatellite instability—high , MSI-H ) 54
fid 6 &2 B3 (mismatch repair deficient, d/MMR ) f)) DNA)
SR R B IA T, Keytruda 5 5T 2014 4 9 H
B FDA L HE ] TR BB R IIRYT , 5 SO
THERGYEAR /NNt 2 A PR R A A Sk B HEVR
P28 U 7 4 90K U R PR B B AR E R B IR
57 o (AR —FE 1Y , X I 3 (5 FDA HEE M) B FOR KR
i SR, T K BB A Wb AR AT X A3 B e R o
o, HoA AR 2 S

1 TLAL (microsatellite , MS) & A7 7E T4~ F R 4]

WEEE R, DR ARE M (microsatellite insta-
bility, MSD) & FH T 7E 4 i o3 24 FE v il T A0 M AE B R
FEAR I DNA 41 7 T AEAE BB, S 80 12 F 2 F5
PRAEPEAS AL . MSUE IR # WAL s 2 — , i A
A A Y T DNA 45148 &2 R 5t (mismatch
repair, MMR ) ikt [ it 5 35 19 &2 il 4t i .- MSI-H/dMMR
M 573 e 3 XoF G S A e o LT S SRRV 2 BE AL S A
FEAE B LR T A M R 51 MR B T S e
;I IeE 20 B T Wk S R4, B T PD-1/PD-L1
{5 1l B% , Keytruda 152 S0 52 46 A s 410 5] ——PD-1
P, BHWT PD-1/PD-L1 {5 538 i , 1L 0 R E )
i (/& 2) M, &l 2 fiF 7R, DNA (1“5 i 18 B BB
(AMMR) " FESE A i R i = A T 98 8 A . A i
e Ry r i (81 2(a) ), PD-1/PD-L1 i %1% 18 , 428
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NS 23 T I AN 5 24 PD—1 04K (L0 Keytruda) 7
FERF(E 2(h) ), PD=1/PD-L1 38 F& W 1 , G5 40 il 1%
P, ARFEIEANAE . 7 A5 MSI-H/dMMR %t ¢ () i 98 43
AR Tz AR o, B 25 Fh R A7 AE MSI-H.
PRI I, 30 o g5 A% 728 SR R AU T R0 i A0 F IX 431X B 9
9, X TRIT A AR o K Keytrada £1%F
i LR AR AR ) MSI-H/AMMR $4tt 11 TS0 4098 5 3 1
IRIT I T — T 149 7 IhJeg £ 35 (¥5 J 15 A s ik
S, YA MSI-H/AMMR FRic) 25 IR RIS . 25

R, I R B R R R 2 i % (objective re-
sponse rate ) I5 2] T 39.6% , 45 B I BE M 36% , HiAth

14 Ff e £85I B R B 2% 2R 46% 5 Hoh iR 4y 2%
B 48 N, SR MEA 11 IR E g h
It T8%y T RS 64 LA b i 7 ik M RS e
IT I S M PR

(a)

(b)

T Sy i Anti-PD-1

AR ;: TR "‘;
o ~
7o T —p———— 4
AR FLBTPD-L1/PD-1
PD-L1/PD-THEE
WL TR L

K2 Keytruda fEHIBLEIREL
Fig. 2 Proposed relationship between MSI status and

immunologic response

2 BEREZmERARELRGRIFIIE

e DR 2t R 2 A A A A R R SR 114 T LR 2 TR 4 e
RHR A ) — R B, n] 58 RN 58 R (A L2
A i R s SR 78 /N BEAG I R 25, mI 7 3 PR 4 K- |
PEATAR IS N G o 3 BN A B8 PR I (zine—

finger nuclease, ZFN) | % 55 P % 16 8500 R 4% 192 Ty
(transcription activator—like effector nuclease, TALEN) ,
SEAR AT B R ] B 4 5 1] SCH A P81 (clus-
tered regularly interspaced short palindromic repeats/
CRISPR-associated proteins, CRISPR/Cas) CRISPR/
Cas 4L, CRISPR-Cas REGLHN P HMIRA, 5 — KK
CRISPR-Cas F ¢ th 2V HE 20 W9 R0 52 5 1) K 45 )
Al 5 55 RIS BN 8500 2R 11 (40 Cas9 . Cpfl . C2cl
C2c2 55 ) R B4 YIfe . Hr  Cas9.Cpfl.C2el ¥ HA
RNA 415 1) DNA R 2 3 D) B35 1 | 1M C2¢2 S — 7l A
RNA 23 ) §8 1] 3 A% RNA 1A% 02 N VI , A R T
KAEH RNABFFE T A, 7 /€ CRISPR R GUAEHE I Hi i
Jy i IE FH
2.1 CRISPR/Cas BEAR#EFBMELME RS HAE

EEMiRE AT

2017 4 , & [H 4 48 CRISPR 43 35 7 U< 30 A FF 2% 4
), AR F A ANZBORATE B bR R BRI I Cell)
(Nature){Science) I & FHUR HEZ R, P45 . Al
J1 CRISPR~Cas9 £ A4 # HEAT A1) CAR-T 40 /L, I-7E
ZINERCPP R SR T TR AR s B A SR Tk P Y
DCHEREP ™ 35 CRISPR H AR & B ENL 8 FIBT7E 1 1L
o AR TP B AR A, O R BET 4104 57 2l T A
BRYT SPEREYE I 5 B CRISPR/Cas9 JF & HYHi
R J5 e /N P R DL T i B R A e, 3 T
— A R 9 PD— 1 AG A s 10 50 A7 O R BT 2 A
s——Ptpn2™; JHAh, 2017 R4, 3 [ 5B e K A
QAT TR 20 e - BL o AC RS B4, B B x ik
DRl it NS T B, R GRIAS B 8L, AT A Y
BRI IXURE PPAL R 7, BE D B B T LR e A 2R
A AN RIRR . 201748 1, Z MR E R GRS
Y bR ] CRISPR/Cas9 Z2 e 76 NS R fif v )
ST RLO WU A RE I RAZ AT T 2B B, 1
B e A B B L DN g B T BT T A R
T, K2 N RN BB tn S P R AR
AIEIRE B 7 AR A 2
2.2 CRISPR£ AR BN & R B L £ [F 07 ik hnik Ah g 48

EZHMFAR

X T4 e ) AN BE DR, AT AT — > A S A
A AN AE T, 17 3 ] P 58 722 gl 2% T B i
FET, X RGN B MBI, 4k, & B E
Vi LR I 5 — AR TR R 1] 25 ) RV TE SR . Y R
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20 i v e — 2R S R A T R A I
KT P 2 T BRI BT T BT R R R
BB AL 5 G W (PARP) #1157 Olaparib ( B4 M
JED BT b, S U 19 ik A 1o T e S i e
PR (EI3)P 201743 H 27 H, i Tesaro 23 Gl & BY
Zejula (niraparib ) 3 32 [ FDA fib v, H FHE00EA25 259
TR IT J5 56 42 2 R A3 IO 28 1 52 R P LN B0 B |
I O A R R D R R B g SR R 4EHRIR T .
Niraparib /& 5% 3 3 [7] 117 37 (1) PARP 411 il 571 , ‘& /& FDA
HEHER) E A TJCH BRCA S8 5 H A A= W br 5 W06, 5t
A FHTFRIT R PARP A5,

g
]
MHPARP — = (R
BRI I 152
3DNAEYE &~ ——— S
(DNA DSBs;
S0 U

| ENARIRESZSR HRGHAI A (BRCAGH) |

.. | HR4r2HDNA
ML | o s bR

WA AR (A RET)
| |

HRA S MDNAS S | A HEAFE

P13 PARPAMHIFRIXT BRCA1/2 e M2 )
Vet EIEIEH]
Fig. 3 Mechanism of synthetic lethality between BRCA
deficiency and PARP inhibition

CRISPR 2 [F] i 48 1 AR J5 31 (14 BUEOE 2 [ 6
AR FE 1) 259 9T &, A5 BHIFA B FH CRISPR
FRAE 20PE B 88 H 1L 9% (acute myeloid leukemia,
AML) 4 Z & BT S0 SE ] Ras 1A BEGELK A3
L ) R TR AN R A A Y b R ][]
TSI A W5 5L R CRISPR/Cas9 3 [H 25 5 47
ARAE /N BB v 75 8 1 46 4> 5 AML 40 it A 77 %5 U1 AH
K HITEAE LR, o METTL3 3[R d5 o Sk i e %+
TEH LA AR DT, MR B SE A ) B B, AT
AMLRYT B 24 B E B AR

3 EEITEEGHTIHE R =T
2017 42 H 21 H , MIT Technology Review 1 [E Hi

DA G AEAKE: DeepTech TRBHE A 1 (bR BT R}
FATIE)2017 AF2ER T RRBAMERAR B, L7k

2.0(Gene Therapy 2.0) ABEH AP, J PRT k0 SEAAE
SR A A TE A 2l B8 L D) B LTt 15 ik P 11 e 1ok
PP BUE I DNA B3R5 . 10 Z4EHT, AT G T
FEPTF i 20 BRCRIP A A, AR, FE DK G
R UK SR AE Sl L KA Y T AU e

20174F7 H , 5 E FDA %% Spark Therapeutic 2\ Fl
Y Luxturna (voretigene neparvovec ) i% £ 4 il 351 HH 18 1F
AL IR T HAAL S AR ™, 2 i B X IR st
95 1 R 125, FH T RS i TR RPE6S 28718 3 30
(14 35E 12 P AL I FRE 722 (TRD) 1 7 382 2% 1Y) 28 8 VAT o
2017 4F 10 A k) FDA 57 % 58 /N 26 ol PR
ZE DL 160 ¥ 238 13 X Luxturna PP H , BAE 2018 4F
112 HZ R SO 25 RE A B AR A, X
BT AR N IE NSRRI 97 0k R 2t
Y R AH 0% B (adeno—associated virus, AAV) KRFfEEFE Y
RPE65 K 5| A E A, Lk A B A T Thig
M, B ™,

20174F 11 H 15 H ,Sangamo Therapeutics 2 7 Ji 3l
SB-913 F {91 A Ml RIS , 253 aod R P e DX 4 4
AR IR A5 A% PR 7 55 G £ B 1E (mucopolysac-
charidosis type IT, MPS 1), 45 QLR H 2014 1 B
= SR A 2 B R T T8 (iduronate—2—sulfatase , IDS) 3
%R D B0 5T G 03 Al A RE B OK AL S W G il —— 3
ARG FRTR NG . T IDS LR BUL , S84 A B
B R AL AR 40305 o & IE A% . SB-913
AAV FEFE TR (zine finger nucleases , ZFN) Mg L1
PR 1Y IDS BE K 3 BT AL AEVRYT LR T, AAV
VE 384 H5H A BEE AL R T A — > 1 TDS P
R NPRIFANM . 2035 BFR A0 NS | B 4 A% TR il 4
S HUE AT AR N JE 2, RO 25 A DTN IR PE R
R 5 (Endogenous albumin gene locus) . 1 FH 41 iy
KA DNA BB , 40 o] LASE 2 % 1E 5 1DS (1Y
BEDA A A BNZ AL A, 58 A B 52 (K 4)™, SB-
913 BB B YR YT RS, H 2k B — LR SR AR
ST FESMIDS [, HAT,SB-913 T4 3513 FDA #2271
POLZ NI LBHR A E , W FDA £ 7 PR 18 Je
— T 44 >4 CHAMPIONS (NCT03041324) 1 /1T 1 lfi PR 3
BrHE . F TR R X 9 44 B TR
J7, T L% SB-913 1) %2 A 1k (Tt 52 M L W) 28 A 3%
PR
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Fig. 4 In vivo genome editing of albumin: harnessing the liver’s mosthighly expressed locus

Luxturna [ 3RS 25 55 PR 7 72 5ty SR g i S L,
PLENAT B 56 I S T I8 A A B TR 7 1% 5 SB-
913 [l PRIFFE L R4 AT, (H AN AR 22
SMEFORAL . AN, AveXis 23] 1) AVXS-101 2R H]
AAVO ZR AR F 1 B B8 1 L5 4 iE (Spinal Muscular
Atrophy type 1,SMA)RYT-ULAE I AR 1 Hh IS SE M 14
PERER, FELR A, R H AT R NS, £

AP FIERATF FDA SRBEE AL IAE (32 3)  BAEROR
JETAT, 3 R 7RI T 1 22 PR, QAR B e AT
AL FIR GRS 53 TN X T
SESTIET S, bR R AR AT DL BB AR RO 5049 4y
A YA, BRI AT LAY REE PR YT Y 55 110 il
L0 (3 LY N by S BTER  BURS RS SN D E N
FELEFE RT3 B A =22 8 T XU

%3 FDA ATFAOBIRIEEIE R AT P2
Table 3 Gene therapies with disclosed FDA breakthrough designation

STk 7oyl WA BB T AE A

Voretigenene parvovec Spark Therapeutics ey RPE65 /-5 iy s A P 40 9 g BRAHDCH =
Lenti Globin WY NEE[ZR B AES 1ML AR

Vocimagene miretrorepvec Tocagen T/ 3R I PR 52 MR I g W ST
Mydicar Theragene harmaceuticals LB R BN IREANPAE =275 JIRAH K 7
AMT 060 uniQure TG IR BRI AN JRAH S
SPK 9001 Wi Fii/Spark T R BRI AR JRAE IR B
AVXS 101 AveXis LGNS BRI HRASCH

4 AT EREXRWIEHERIEELGYITR K

20174, A T4 HE (artificial intelligence, AT) 4
PRI, e [5 A SR P22 A g A% & (Nature ) & 3R
L S, GE T “BEEIC (AlphaGo Zero) " A MR Y
FOl k3 REg24 2T, 5L 100: 0 65 M0 —A4% ATF= & Bl
217 (AlphaGo) ™, T J5 # 18 £ LA 4 1l A A SR A8
TR, IR K RIERE 2 TGRSR R, 252
BHIE N 51 0G0 1Y 2, BT 0 " FH A9 R B2 2 2] (deep
mind) 75 75 K 5 22 AT RE 00 S R Bk BB A TR
I S A AR A A AR R AT K B 5 T EE B A Ut

N

PR L8 AE R — PSR BB S, AR 1
S a4 NG 1) 1 22 0 22 TR A% 32k R0 A BRAT B A5
X FAE 19704, Hiller SEIRE 1l 28 25 N H T 25 K
B, At i 145 F Rosenblatt A& BH [ perception 33223k [X 43 B
R 1, 3- 0B A AR BE . BT 20 142 90 4F
M B ALY o T 5 R Z A 1 A R OC &
(quantitative structure—activity relationship, QSAR) B 5%
TR B T, A0A IO A 28 X 48 AN AU RT AR AN [] 2k
RS Y Ry iE e, B AR & e v 254030
D35 PN 7 T AT B8R AR FHE, 2006 4F, Hinton
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P&t TR BE A ) R 28 I 2 MR, TR B2 ) 2 H T
PRAILAS 2% 2 N T2 e IR N B A A T I 3 B T
P28 W 28 A B AT IR B B A T | B BT
B EAE RIS AT 22 5080 ) 2 SRR S5 6
SR AR T L ATCRR 2 TR 557 2T ) T 25 WU e s,
FEALET [ A 1 2 )

WA TRV TE 25 02 ALFE 25 it Sk ) o
BN 5w, SRS AL B 25 W) Bt 7 A AR
o TR B ) WA T3 TR TR B FIEFE 22 56
AN E FR RIS AT 8 A ) A S S 2 A
brIZs G 7 3 R INIR AN ] DLl o ik 7 S 4L i 25
A RGBT 22 E I TH 4 11 Y Atomwise A H]
HT IR N T4 LN TERT-&, i H

HITF & B AtomNet BARF- 65 , Jl i TR 27~ T i Eicdie
SNSRI LS. 20174F 4 H |, Atomwise 23 F) #fE
N T8 BE 49 F i ¥E (artificial intelligence molecular
screening , AIMS) 2 Jily i1, 5 126 22 195 g S0 14 95 7
258, gE— A M AtomNet 3 AR FE4 . HET, Atomwise
A TSR RRHIT LA RN 245 28 7] 20 52, f 45 TE
FERA IBM BRIP AR 2555 0 B T HUNTTEZ 2 5h,
ATFRIE T LI B 25 0T B H g R seqk & ]
PABHERR , n] BEAT B T oless i 254 7 lb e KA ) il ——
e RIS o A B 24 OB 0 2 3 R SR i & 1 il
ZGTERT AT 68, 2017 454 24~ AL A R Sl 24523 w) T
JE3it H AR (e 4)1, ALY S TE R 50k 25 W9t &
A A UL

F4 20174258 K AT () B AT ST H

Table 4  Al-powered drug discovery captures pharma interest in 2017

ALA RN HR ARk T8 N HiE &5 H
X - il \/T\” # ‘;;[:/A‘h g.m.}
TwoXAR ﬁ;jﬁﬂ R AR ) SR (HA) FOLR 201742 H 23 H
Wit 15
T 24 ) e BUBCH R A LA 1 1Y
Exscienti it G P95 201745 H9H
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Table 5 Drug registration regulations in china in 2015—2017
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Hot topics in drug research and development in 2017: Biological drug rapid
growth, breakthrough therapy certification

LI Ziyan, HUANG Yaoqing, ZHOU Yinghong, MAO Yanyan, GAO Liubin

Information Center, Shanghai Institute of Materia Medica, Chinese Academy of Sciences, Shanghai 201203, China

Abstract Drug R&D focus on breakthroughs and new progress in the field of life science and biotechnology. At present, drug R&D related

disciplines become increasingly intersecting, new methods and technologies emerge rapidly, constantly improving the efficiency of drug
R&D and innovating the way of disease treatment. From the perspective of new drugs approved by FDA in 2017, with the biotech drugs
developing fast and the breakthrough therapy certification promoting drug innovation, unmet needs in the clinic are turning into the pursuit
of the industry. This paper reviews the breakthrough progress and research hot topics in the field of drug R&D in 2017, exhibiting the
direction and new trends to people in this field.
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