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B-LCLs and its application in the production of monoclonal antibody
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Abstract: B lymphoblastoid cell lines (B-LCLs), which can proliferate indefinitely in vitro, fulfil the requirement of
constant supply of starting material with matching genotypes and phenotypes for variety of assays, substantially
accelerating the process of biomedical investigations. In recent years, its utility for producing monoclonal antibody
and analyzing the whole human genome has extensively been documented. B-LCLs are increasingly being

considered as an important resource for genetic and functional research. This article reviews the B-LCLs and its

application in the production of monoclonal antibody.
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B itk L BE 4 iy &2 (B lymphoblastoid cell lines,
B-LCLs) s& EBV (Epstein Barr virus) /& 4% B 4f ity
Ja KA RSN G 7 B kR4l i &R, FIAEAARSN
PRIGHE . IT4FoK, B-LCLs E NistfL B IR T REwT
FUI) BB R B2 B AL, BN R BE R
M NRIER R SL . B0 FE AR 1 i) 2%
4 %] B-LCLs.

1 EBfFE

1.1 EBRBEHER

EB ¥ & /& i Epstein fll Barr T 1964 £ 15 Ik
% Th b AR A1 B 5% 5% Burkitt JEI ) L EE 6k B8 48
Ml (X4 EB 20/ ) o sfs 2], iz s dn

4, Epstein-Barr virus (EBV). EBV "' & 4 &l y
I, S E 90% LI A#UEY EBV, —H
ARG, T8 ERASHETREE, TTEMIIRIER.
EBV 2 4% 3 S0 A5 P g 72 A 1) 2 Fh i, HE Ao
7 F 2% MR k4B S EBV /R P, B 4
MRESSEE . 254 NK/T 4HHtk 208 S . B 5.
o (R RE T 8 RO Af T, REREEAEA 11 )5 ~20
JIEE EBV MG B P
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EBV (1) 4 4 Ji B 73 T8 AR R AR A B B
TETERBY BY, 73 5 22 DR 4 DL € 53 A 25 4 5K
A0, ANRIEDEIER . ARIEE R BOHR =Y
WARE, 45 R3ADEZEBREE (KD BRI
W ORI F AR eiZ 8 /310 i B 4l ) R
Fik EBV #0805 1 (EBNAL) 5 34k T (&30
TR0 B 41 ) 321X EBNAT FIE R I 5
(LMPs) ; &4k 1T #1 ( & BT EBV 4L 1) JR 9] B
Y A0 ) Bk EERELH R ) 2602 G 10 2R
FRIER . 5 B 1) S AR 18 5 J AR R SR L 1Y) B 21 i o
oK MM R, fEREIN B, a4
RV, EHIFFHBE R R T, BRI
BB GR 20 A R T4 4 R T BB T
1.2 EBfRE#BAMAINE

EBV 1] DU Ak 5 ERAS 11 B 40 i A 6 R 38
PRI R . EBV 32 B8 5 8 % 1 1M & A
gp350 5 B 4il i K 1HI 1952 #4 CD21/CR2 254 i 2% 4
B4 ™, RS — MR gpd2 LAKA
PTIR (HLA) 1B N2 ke B 41 .

B-LCLs J& T {k Il ] EBV &4y, Rik—F
B9 5B R FE . K A EBV B 4L B 4 g 2 3L T
LMPs F1 EBNAs [#] ¥} [ /£ H. LMP1 /& EBV #% 1k
B 41 it (¥ 850 1o R o U AT A R A AR T,
Fx LMP1 n] & p B 48 i % A4 F1 LCLs 35 5% (1) 25 W
LMP1 1) e AL T 2H i PR S0 I e TR BB R - 32 4
(TNFR)—— CD40, % B 412 i) CD40OL 15 5 il
# 1 LMP1 58 Z1805FE NF-xB . p38 Fl INK 12 5 i# %,
. NF-xB {5 5 18 8% 305 2 B 41k 2E 4k 2 75 1 s
LMP1 & 5 5 40 JfL 3 170 73 F (40 CD23. CDA40 F
CDA44) FIgHfuZE 52+ (41 LFA1, ICAMI1 #1 LFA3)
e 3 8 A Rk 1Y, X ey FEA AT EBV Y
TR B 4l g 7k A4k . LMP2A A A77 2H Bl M
L) B 4 sz 44, @R A TS SH2 45 #35
(1) I 2 B e, 4% Lyn A Syk, {2k PI3K [1)7%
P U, LMP2A AT LU PKC 3% 11 389 8 i P 455 25 1

PE U5 B 41 i i, LMP2B | T B /b 324 Lyn FI
Syk f) N A5 #38, 7T LA LMP2A figtk
Ak, LMP2s W1 T EBV B3R G

EBNAs i [n] — R 5 AP 2 #, GFEREREE
A e RE ) A B A R 4 4 . EBNAL BT ) Ui
B g EYe ik, JETE S WIZE4 DNA 2, M
A FIF 95 5 DNA ¥ 6] "o EBNA2 il 0 i 9
FWRW C 3307 LMP2A B3 THIE%, M
A I0E LMP1 AT LMP2A™ EBNA2 i #ill # c-myc.
CD21. EBII & X[ () %1k, {H 2% EBNA2 H 3
BRI A ER IR Eam ., REFAEEZS
DNA #54, EBNA2 it [5G DNA 454 8 CBFI1
S OTE B ) 3L . EBNA2/CBF1 8 & ) i it
EBNA2 C 7R iy [ 1 P00 25 0 4ok 52 48 366 R 3 SR L 8
1414y, 755 Notch {5535 1% "9, EBNA3s B 1]
BEANTE G AL A, HI ) EBNA2 BE ) 2 (A
B 24 S A i 1 ARG P S A ) 55 p16INKAA 1
TS5 S8 E Bim, ATA R T 40 9 58 A7

EBV %ifid— & Z dE4i % RNA, 135 miRNA,
XL RNA 70 T4 EBV 178 AR TR L B et i 4% 8
BAEH B, FEH P RGRE EBV KR
4 AL NP EEE EB R R R AL B 40 IR S AR L A
EBV AHICHR K14 T B2 B BB S

2 BikE B4R E(B-LCLs)

B-LCLs fI/R4i 848 % A5 0.3%"7, FE 7Y
R S LT 0T LRSS, [F B R 1
WBERE /1, AT CAERR #1332 it DNA. RNA. & H
JREED DT, N FRIThRE IR IR AL R AP A4k
WAL
2.1 B-LCLsBY%:#1F45 =

LCLs fIZR i br &R AN CD19'CD3'CD56°,
5 £3% ¥4 B 7] (population doublings, PD) 24 24 h. H
F AR 5 T ohfe PR 1 (LFA-1) FI40 A A &
Bt 4> F 1 ICAM-1) [ R IE M, 40 i ik % 4

K, MIfAME] BCR {55388 'Y, 24 BCR 2 X% RIVUB BRI, WIRAT LK A aEE.
=1 BRI EREBVIEX B R B EpFE

R EBVIL[H 3£ IA FH I

I3 EBERs EBNAl EBNA2 EBNA3s EBNA-LP LMP1 LMP2

I N ; _ - - - Burkittyp 8

I + + - - - + + SR A2 PRSI PEEBV K Y

m  + + + + + + + LGN SR A IE 20 . RO Ik I IR

e o4 BEREERGE; - ERARIL.
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4 B-LCLs [) PD 1R K- 4 #F — 5 A% 8 H A B0%
W, A NH KA R . SR, 4t B-LCLs
KA Y R AN UER, [RRK 2 40 B-LCLs #
AHERSHOTS, DR i o BTG A0 L S o o o 400
43 %4 1M A% 45 1) B-LCLs % AT 7K 4246 (preimmortal)
B-LCLs ; A/, s il i 14 i I fe il 5 S ek K]
(K] R VAN 22 1) B-LCLs 7 N g 7k 24K (post immortal)
B-LCLs. Jak4:4k LCLs ( > 180 PD, H. A &k
FEE e ) AT A 1. 2 (FE3R IR IR RV ) M
3 (TEBUR B0 R v HAR RS0 ) = AN B 1
B-LCLs #E 778 FI I Ky 2~3 A 1, i i T~ 180
PD, DL 55 41 Mo 15 77 1 72 b 1) 388 4% A Fe e v A
EBV i 7 (1 oA s s 6 45 S i sz 1,
2.2 B-LCLsTEiEfR 5TEEM R PRI A

B-LCLs A DAYEARAMC ARG 77, HRFF SRR
MR AR AL, R, B TSR B AR 7T
. 7E PubMed %4 2 i A G 1A] “lymphoblastoid
cell lines” Ko Z k%) 8 500 £ 55 SCHk, (H Zixisr
BRHE 10%~15% BHRIE & 5¢ T T 48 i 5% HAd bk
Bk JE A 4n i & 2. Rk, KT 7 000 & EBV
#H2C LCLs ) SCHRHRIE -

XSk, A4S DL B-LCLs fE A K4 T
KL, 1 DNA (&2 ki f& DNA). RNA FlIE )i
HEAT A 95 129, W\ B-LCLs 143 55 f#] DNA |72
I FH TR A8 53 M, an ) FH e 46 2k 58 R UE ) B-LCLs

] DNA i PRKN JE [ A DJ-1 % [ [y 5248 22,
% 7 DNA, B-LCLs [fJ RNA b ] T 58 38 f) i ik .
B-LCLs ) RNA 1 4 F R AG I ALS2 JE [ (1 By 42 5%
PN fE—ANEH HRERF O, 3 B-LCLs (i) RNA
FF 38 A 40 [0 B0 00 i i 3 IR 3R 0k 2 S PO
B-LCLs Rikth & o R Z B H, Wb A ar ik
HH (APP), o- Rtz ®EH, HT B-LCLs 5#£&
TT 2 8] i 1 e [R] 2 325 AR 5 A9 AR ALY, B-LCLs
YONTE A RGPBIRIE T R Y, B
2 A, &4 — 3R 18 F B-LCLs Il £ DNA $i147.
BE LT P, Hussain F1 Mulherkar *” 1\ A, X
A3 AT 65% DL B-LCLs AR AL BT IO AL
Hofth 35% st —LE B AT BRI Tl X LR SR
R CLE H, B-LCLs 7R 25 H4E B3 T
Z WL, B-LCLs 7E Bt A4 AH 5C 47 35k 1 15 21 25 22
M (E 1.

3 B-LCLs7E R 5 g inif I

B-LCLs £ G B it % 2 U8 AT 2 I B A -
EBV AH J¢ 5 0 19998 U5 2 BF 7. 2 st 4% 50 11
DNA s IR, NREEF EREL. B rEd
PRI ] & FIE B S 40 . R A B-LCLs 47
TR S GRS ROR . W AR ST R
AREEMEL,  HRIIUERAE T IR REAT R 7 G e B m]
MM B g4 R A A oLk, wiE—Efe

—=&— Lymphoblastoid cell lines

—o— Lymphoblastoid cell lines and antibody
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FE I I e G 28 7 25 PR R S R R 2 A 1
3.1 BREMEMRER

BN EE N UL A 53 85 1) 2 v B A
A DLRHIAR S 2R I R, X — s 2T
PR TR ARG PO 1975 48, fE[EF#% Kohler
FE [E Rl 5 Milstein F) 24 28988 1 AKs 72 AR B dk
(1) B bk 20 [ B R A M R, R R T R
TCREGUAR]EHEAR B, T N TSRS
BEPURIDEI AR, PR R AR Rtk s, 4
f AR B AR HLA) K E A R AR
25 BB T B T B AT A A RS ATIR  EOR TR,
PR IRAT 1984 =1 DUR A 22 B B 223

R REPUARIIR BT T RIEPUA. NRIRS
ok NIEAPUA, PUik s 7 BEE A R B B
2000 LAk, BEE > T AR AR MED) R R
P8 2RI FUIIIR N, B BE RN BRAE P2 NI ik
FOR & FIWR B AR Je /R S RO (R R, A4 N e
BEPUIARS & IR R R 5ol BEPURME T 7 T 2K
KHEE T A Bl 2= ol R g, AE N —REE R
ARSI i, A TR 12 R I T AN ] B
BRI MF Bz —. fEid 2 1548, FDA &4t
#E 7 31 MR yT MR e BB UA LY, A B 2 F e
252 3 WG, 7E FDA Sl B ; 4 N BATupEHT
IR AETT KRR, WRRA R RNAYZ —,
3.2 B-LCLs7E 8 mERAE = HI RN A

H A0 A= B S FE BRI VAT A3« 25008
WL BUAK B R SCPEVE. B 4 M T I 14 Bl vk A B 4
Jfl PCR i%. B-LCLs 7£ 5 ba [ 14 1] £ 1 AN 5] 732
AN, AT AR AT T A R R,
ATCLH T B A P s BE PR, VR Dy BN RT-
PCR J7iEH 40 KI5

Rosen 25 B 3 46 % 1 EBV 7k 446 B B-LCLs
A CAfE AR A= A 2 o B fifk . B, Steinitz 2 BY
R I EBV AL B-LCLs 74 [l 34k B B 5 =
P, 1X4 B-LCLs 7 . 5 F oA A2 7= o 1 B FH 24
T %Ak, Kozbor 2 P14 2 A BUmk 4 R85 & Pk
EBV #4k B 41fi % B6 5/NREBRAMMat &, I~
A IR YN P AR S Hb A3 A T 10 5 S5 A 41 B R R A
REEEPUE (1gMK). Yu 25 PR F B gl & B KB
BER M HMMA 2.5 5 B-LCLs il &, PmARRAE
PR W V9 o TR OO R T 9 JA R 1) A N B T BE PR
Smith 2% P 28 CpG. ¥f #1 % % (cyclosporine) £l
Chk2i 251F 1, F EBV #4041 A I #.4% 41 il (PBMC),
il ELISA K it =X 20 i A 0 i HH 6 o #49 75 B 1

IR, RIS HMMA2.5 Bler, 424280 4
PRLF= AR T U AP E A A B I B v BE LA . R 2%
AT HEALE 77 B TR 1) 32 B R PR IR T
RARB 4, fRE T A KPR E L7 51 F1 DNA
Fext B (R, ZASR R ARIRAEEIR Z 805, sy
HEK. AR BIEATESE.

B 4 v B B BE L S R A R AH B, B
BRI = R A R R AN . EUR (. i EhE
NEEAR AL, BV EBV A] RLK A A6 A0 A If B 48 i,
B AF AR K A ORAR, BUAR P2 R 25 o) R B,
Traggiai 25 " & BLAR N CpG AT LA w0 3 4b 2k %,
[Fi) B 368 ok 2k AL 5K i Y 1gGT e dZ B i, 7R
CpG A1) 7% 40 J 1) 26 1 ', EBV sk 4216 B 40 Jig,
ff B-LCLs K& 1§ 5H, B0 # A& P4 1) SARS
TR EEPUA, SOt T — P AN G g% AR 042 40 i
Hh PR R Rk PR LR 1 1% Bl S, Traggiai M
NAVEIR 71X —J7754E B 40 B 53t B B s FE LA 1)
Hl 4 R BN . A REH, Simmons 25 3@ i i R
4y ik CD22TgM IgD IgA B 4 fitl, 7E CpG Al 1 7% 4
W44, EBV KAAL B 4, 14 d 5k 13
H H5NT & B 2 P b vE . 25, B4
B EA R AIEYER B 4ifu kg, Al IEIRuE %t
ANPUARTLE /N B B T AYE 9T 2R . Wang %5 il
I K AR 57 & B-LCLs B 7% 9 HA B A f1iE 1,
Az 7= HINT i85 23 (1 7 Fl i fAs . Harada %5 ™9 FI|
IL-6. CpG F11 CD40L $ ¥ EBV 7Kk £ 4L 1] B 4 Jfd,
18 LA AR AN 28 (75 3 40 I AR = L S P A
Ao FIFH B-LCLs .50 BEHi ik o] LAPE =4 K&t
s, PEAERIPUARTT F T ARSI RE S, R SE S
FAE 7= 5 5 e B AH OGP, bt i B & R
M fE P, AR, A EBV sk A4k B 40 AR
ORI 5K M) BAE T4 B A B i - A 283607 ™
HR A brbm v v T7 PEPUAAR 1 A P2 4 M AN RE 5 EBV
F HoA N80 # . b4h, B-LCLs = A (iR I A
FasE, HETEA KW=M AER, HigKiEREE.

FIFH HL40 i RT-PCR 15K 1gG 1) B 55 2 4
BR] 73 ) 5 F 2 R IR A, AR S T N A AT AL 4y
B, NI AR 77 B 5 B B A4 A 2008 4 LLSK I — AN

MaEH A, JEIR 1gC &R, SREEHH TR
Ky FPEAERFREIEASR B Hik ™. shsh, 7EREN
USRI EATT R, FARC e 7k B 40 f
AA[4T B BT B-LCLs Al LLKEI5E, Hr=tE4t
XFE € BUE I BiAk, B-LCLs AR % B 4 fiil i3 17 RT-
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PCR SE 46 AT DA AR K Hh 32 5 2026 F o 2> T AE &
Warter 25 B 25457 B 41 3 P 4 FE VA R4 fild RT-
PCR %, EBV KL% CD19" B 40l 5, A4 45
GORIHRRISEEG, B o B AL AL R B PR BH 1 1)
B i ff, HE#% RT-PCR 3R1GPUIA 1 5 5542 BE S
A, 3¢ F% % 5 K pPMhIgG1 3£ %% 4t HEK293TPMI
Y, e — R D) RE S0 I8 U H B A TR R
Y. Hu %5 " 78 EBV # 6 A1 50 [ 4L 5, RT-PCR
8% VH. Vi AL VL JE B 25 5196 N\ 300 R & pMT/
Bip/yl. pMT/Bip/x1 A1 pMT/Bip/A1 4 2 & 55 Fl 4%
BER LR S, FRIRE L) 3 A AT 3G 4 . Maskus
25 SV 18 EBV B4 AL 5 ¥ 1gG 2585 A% % 7T 28 [X 7o [
BHYZIEEAM, R, I RE TR
[H125 H 10 (MSP10) HiAR H)Rr FtEASE A /). Nogales-
Gadea % ™ L5 i 22 1 sUHE & 7 M PBMC 3k
3N 1gG B BEHUAR 1 7575 B-LCLs 1E v H40 g
RT-PCR J5 5 (A M SR8, AL AT LLAr i K&t
A, T HFFLEERIA BCR 5 [RIE AT LLRAS [F] 7 VA i
PR R, HvoR K EBV K440 B 40
R AE AR S AR IR B

H A1 78 70 R A B A 35 [ i P SR AT P A J2E ]
W ITERZ o MBI R GRS PUIR RN, FR
ZRNRBAEE, FERTFBA RSB B 4l
BEIEA AR . B4 RT-PCR $2R M & AR 4A .
FAN LA RBPUAE, o] LU WS B A SR SR I
%, HERAETE, FIHAEME Sk
HAE ., FREETE R RIAAER, i X Pk
BERNREE, SRIFHE R 00 B T PR Tk B

FIFH B-LCLs 4= 7= B 57 B P AR TE 52560 2 HF AL
BLO GBS g, (HRA R VA7 — 2R
RO B R, ATh TR EE T4y A N BT L R A e
PRAFPUAREE . PR, @A B-LCLs J¢ S8 B-LCLs
fity A i Ak 85 9% 2 I B B-LCLs A= 77 8 5w B B AR 1)
HEARSAT, AR E TR B-LCLs il % B v [ BT
T & Rt T A

4 HiLE5RE

B-LCLs, 5 EEZA L 40 i ££ 73 5 A1 2 g _E R
RN, AR 75 BH0R) 2 BT T S A A
TR TE . AR, AN[A SE36 % # 537 B-LCLs )
LI SRAFRTTIEAE, R, H L EX EBV KA
A A I B bk A AR BEAT AL, AR
X ARAEL R R, X0 TSR AT 7T B itk
EL G g B A B R R S BR N A AME, AR T

B-LCLs = 4 — R T8 5 7 78 3188 1% 4o 15 5 2 1) 27 90
R, AR A B-LCLs A2 77 B s FE UK
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