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[Abstract]
years, the antibody field has developed rapidly. By December 2019, 79 monoclonal antibodies have been approved by FDA for the

The first monoclonal antibody was approved by the Food and Drug Administration (FDA) in 1986. Over the past 30

treatment of cancer, autoimmune, infectious and other diseases. Antibodies have the advantages of high specificity and less side effects,
and have become the mainstream of new drug development. Among the top ten biological drugs in the world , antibodies account for half
of the total. This paper introduces the novel research technologies, including antibody humanization, phage display, transgenic mice,
and single cell PCR,etc.
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i 51% 46%H1 3% , 1] W JEAL A4 N BB E 221K
FRIT PR R B E . AN TRARPUIA B A g
JEAPEAR A Py 3 I, A7 %0055 5 ADCC L CDC RN
S TR N IR AR 2K BT Y a] A2 X
5NPUE E AR TR S AP, HteP b/
Il a 5B Abciximab T 1994 4-94 55 [E & 5 R 2548
H )R] (Food and Drug Administration, FDA) it FH
] /R R A O R — s LR S, Bt
CD20 % A PUAFIZH AT T 1997 4R 5E [ FDA 4t
] T AR A A bk LR AR, O & IR T IR Y
AUk, S THRESPUR IR CDR A
ARGE T R T CDR X LSNP 5145 AR
CH R BT FRAE S v i B 0 S B W2 X 4E 4540 It 1Y)
PUNZCEZ, B AR T EZIRE ), i
BEAR SR B . 1997 4F FDA HEME T 55— ARk
FAHT——HT IL-2 Z G Daclizumab , 1] 75 B 7%
FEHER S, 85 2 24 ) N IRAE LA T8 1998 43K
H#E B HT HER2 BAPT Herceptin, MIHEAE DJR #2275 -
TR RS . BRI X LA AR YR VR
8 SRR AT SR AILA B[] Y5 AR A Ty vk AT LA B b
JE-BUARS S VISR, T il SR R DGR
PNIE R IR N A s s 2 = AT & s = i)
DA LA B R UAR SRR B , iy NPTHESR X 3K
P HUARBSFER A T HOR SRR 2R E it A
AL AR FE 1) T =, 41 41 Abhinandan F1 Martin 35 311
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TR U . R R BUARIE AT LU R
BEPUIAR (single chain antibody fragment, scFv)a¥ Fab F
Bt ,sclv i VH AT VLA, —35 2 ]t — A 1] 2 1%
R A FE JICRH % L TT Fab HAT RO e O RGE 1, L2
B HET) 5 R IgG HUAAR Y™ o T T A A,
N DY R AR AR R (110 pfu/mL) , PRI
LSBT AR R S s . TR MR A S s
AATAE H 1) e 8 Rl George D. Smith 5 Gregory

P. Winter JE[R]3EA% T 2018 434 DR fb~#42

Wik AT 4% % 7% SC 26 1 s PP AT LD Dt s B i
Nl sh iy haas , bl DU R BEPL CDR A ik i
S, HBLEEAS A K, # AT LU 2R L% 2 Fhdit
JERE R = R A PR GERU IR E RS ) . H
B, L BT AT Rk SCPR T 2 KA AR S e ), AT
FVFEF XA R BB R A TP TR . FDA 2 2&4it
T 1 9 i DI TR AR SR 7S S PR A i 4 AN bedde el
XA EHT (Humira) B U307 5 A W) BIF 5820 v R0 G 1
PO FIIF R AR — 305 B al
P4y I T AR P2 R VR BT AR (2002 4E ML ) , 1 H 258 —
RIS HAER 2 N BTG, BlIA R B4E 5T
074 I8 SR TE R - o, BV FH TR T 28 PR
M RIRPE T R, PAAR PRI A FEY
TR, 2019 S AR 196143570 ; SN HLIAEL
RIBWE AR TIRIT RGEVELLRRA ST BLYS )2 A
PR, 47 4% N Belimumab (Benlysta, 2011 AR 5
Dyax 23 w44 3.7x10" FEZS Y R AR Fab P2, i 3] 14
X 2% Jz A2 K R F- 32 A (epidermal growth factor recep-
tor, EGFR) | Ifil 3" PN Bz 41 i A= 4 R F-3Z 44 2 (vascular
endothelial growth factor 2, VEGFR2) TR EET 2
ABLIAR 1 (programmed cell death-ligand 1,PD-L1)%5#
H Y4 AP Necitumumab(Portrazza) . Ramucirumab
(Cyramza) Fll Avelumab (Bavencio) ; It 4}, Guselkumab
(Tremfya) /2 Janssen FF & [ IL-23 2 A $iik, >k A
HuCAL LR o 2017 4F , Guselkumab 3845 FDA it
TR B E e o

3 HEEZM

T BE A Sy e A NBUR R S— HE ORI it
Xof A 28 AT R PR R, o N SR A BR A 1 (1g) ik
PR S N I 1 BE A {5 SE Bl A S0 02 I g
g5 MNRPUAR . B HE /N ORI 1 4 A3t
A& Panitumab J& 31 EGFR $IL14 , T 2006 43815 26 [
FDAHEE,  H AR I T B A/ LY 4 A PTiA 2y
PR T IR 1907,

1985 AETERE B DA /N Bl b = A AN SR B A iy A 12
BB, 19944515 N Ig 582 P/ Elbk HuMab-
Mouse # A4 , S 1 N IgH Fl 1gK 7E Lg mlR /) Bl
[k (5 A/NEUIY A Tg P2/ T 80 kb; 1997 4F
R A IgK (<700 kb) 5 IgH (~1 Mb) £k A T 4%
{4, 1K (yeast artificial chromosomes, YAC) #{ 5 A /)
B, R IR AT RSB B, Bl Tz /b EUE
SE DX, BUMAR A I Tg S e 5 T A 0 5 A2 3803
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N T FOIREA b, e AR D BT E X, A
TS BRBTAR LN ) s A UR A SRR AR |
P ARAIINGEARE T, 20144F R Cre/loxP H4H,
HEST T A A/N R Cu il Ce X3RN VH-D-JH
1 Vi-J 5% 3R/ BR KyMouse , 1T DLEA TR 20 i 48
G, 7 AR Y N BR EUR s eo b 4 R
N TG (04K (Bacterial artificial chromosomes, BAC)ZH
BN Ig FEPR, FF i LA S 20/ BRUVR G T 48 i (em-
bryoinc stem cells, ES) g, A9 %E T A TgH Fl Tgl FE
PRI e A /N B TgH A T L 9 Velocimune /Nl

8 RS Al A FE B NBUT SEBL T B2y Wy ot
& : Abgenix v H] 1Y) XenoMouse . Medarex v F] [}
HuMAbMouse . Ligand 7 %] #)) OmniRat , Kymab 23 ]
1 KyMouse ., Regeneron 3 H] i Velocimune Mouse
Harbour JTiA2N 5] H21.2 Mouse . Trianni 2 ) [ Trianni
Mouse UL} Ablexis 2 @] ) AlivaMab 5. 2006 4%, 2f
— Ff 29 Panitumumab # #1t #E FH T RAS Hf A= 71 5%
LSS E e s [FIFER IR T XenoMouse - 5 Y I A
2l T A B S B BT B9 BT - TL- 17t i
Secukinumab P4 & 1L- 17R $T{4& Brodalumab, 43 51 T
2015 4F 12017 4345 5¢ [ FDA L] T8 8 i ia
JT ; HuMabMouse JT & B W A4 Ipilimumab (CTLA
-4 54K ) A1 Nivolumab (PD-1 HT4A ) i F T 2A (6, % 0%
WHIT AT 201 TAERI20144E 8k, P Nivolumab
ik T 2018 4F gl At o A T A /0N 40 g 5 e Ah
Ustekinumab 540 R UNTL-12 FITL-23 14 p40 37 .
Pz Gr BT 5055 LATSAR 2T , 1% 2 T 2009 4E 4
HEE 7™ B REHOIRER B A5 , 2016 AEw At EH] T
% R 5 Velocimune /N ROESS AR RUEE XA A
Pk NG BT & T IL-4R #7044 Dupilumab FITL-6R
PUAA Sarilumab , 7331 FH T 1292 RIS RO G55 R 11
IBIT X AN 2 T 2017 AR RIS E . A AFTEIA
R T 3 A SR 77 il R (coronavirus disease 2019,
COVID-19) 3477 ' Sarilumab 7] 8 FLA7 28 fi#t i 95 25
SR JIE K7 W ER] . e Ah IR H2L2 §%
LR/ BT 0 8 1 AR O™ A R 2y
% (RN ] % 2 (severe acute respiratory syndrome
coronavirus 2, SARS-CoV-2) JE& YL () IR 1% P i
47D11, 8 i) ™ o 2k PRI 2755 AiF 9% 55 (severe acute
respiratory syndrome coronavirus,SARS-CoV)HISARS-
CoV-2 ZIREEA X (receptor binding domain, RBD) ]
PRSP, BRI P 1Cs {53510 0.19 pg/mL
F10.57 pe/mlL, 37 AT X 35 [R] B & HE B IR VE H

H T2 TR B AN ] T Al AT AR DRt
AEZ 5 A SR YIE X R HTAR”, K
EDNFEIYORTEE IRl e R AR

4 HBHMHMEER

i AL e i) 24 38 B AR PRI sl S PR/ IV
BARA IR AR PUR A T R 0 S e
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LT, B AN B AR B AR eIt B B . B AT
BEXF ACIEFF B B AR I 5 pp6S PR etk
JREE VPO JE RN EE NS1 A HL S AP 4 i, £
AN EE AT AN S RE B 95 B (human immunode-
ficiency virus, HIV ) fi i £ PO LA B P o G A
4 1A 9% B (respiratory syneytial virus, RSV) $i 1K
MEDIS897 4534 IEAE k4T I Jilfs AR5 . MR
BEGOPEHEFP S AN ARAT BT e a0 288 2R (HD 1)
MHAA4549A E 252 7 1T IR RIS . Yetdihn
993 B A2 — PP R BOE M BRI ) i AT R
25%~90% , A\Ht mAb114 J& M FLA 7R 35 475 75k
YL FACL B AR LR ) R RO SR R
5 AR 250 T LLUR PR O i 2
2R ARG RIS . 1F 2020 4357 w2 175 1 8] , 1) FH 2
A PCRAGARYEE T 3 160/ ML BHPE Y B 41, A\
HRAR T 2 BRI RBD 57 19 P RTBT A CC6.29 il
CC6.30, %F SARS-CoV-2 [ H R ICsofE 43714 2 ng/mL
F1 1 ng/mlL, € BUA N B0 AIE 2 T Bk iy PR 984
A S | S 2N k11 8w 7 = S P I S| DA B
B Jiz BE IR B BAT , Horb O Fhi A RE A B R LY
S 7~99 pmol/L, &R 1] 454 SARS-CoV-2 ) RBD [X., BH
W HL 5 i A R K R e i 2 AR VR . b 2 Bk
45678 RBD A [R] X A 52 4 FR5T REGN10987
FIREGN10933 47 B2 41 s oA 2 im , ey s

U H4E Sk 3 i BN PCR 3 A KB AR 15
AT 7. SR, B AT 1k FDA 8 B AT b
WOt R A2 AR A TN —RIFEAR,
B R AR AR BB 2 0] LS —A 58 A ) T
Rt T H, BIRZEARRA AN, (B4
BVFZ A AR T Z G, flandtlsbric 5 19T
P R A SRR T, (AR A SE .
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