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[ Abstract] Lung cancer is one of the most malignant carcinomas worldwide, with extremely high incidence and mortality. The
factors that affect lung cancer initiation, progression and metastasis are complicated, which could be roughly divided into two parts,
from either cancer cells themselves or tumor-associated microenvironment. On the one hand, genomic and proteomic alterations in
cancer cells determinate their characteristics. On the other hand, tumor microenvironment, including both immune and non-immune
microenvironments, significantly affect tumorigenesis and malignant progression. Studies in lung cancer and its microenvironment
help improve the understanding of molecular mechanisms, and lay an important theoretical foundation to the clinical diagnosis
and therapy. In this review, we summarized recent progress of lung cancer genomics, proteomics, phenotypic plasticity and
microenvironment, and discussed potential therapeutic strategies for clinical treatment.
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JiL, o eh b R A0 e 7 S SO R A O AR I Y
— PP o MR L Sy R AR R AR
J T TR L 25 S b A B, AR . JHE . E AR
A WFFERYT, WOR RN 1) F 28R R . ik
ARl T A RS K DL R R Y ™ B
15y, MR O 2o o R O A e A, ™
U A

MR A 22 22 5, i mT SRy /0N 24 i 9
('small cell lung cancer, SCLC ) FIHE/INH it fifidas
( non-small cell lung cancer, NSCLC ) P kS,
Horr, NSCLC /i i85% A4y, nlit—400h
Jids . SRIR 2N L RN R A o b R L2
RUE M, W RIS TANEMAL; Hk itk
MfdEE, MG TAUETROL, TEMRE b IS
FANLIET 5 RANMIHR 9 & A MR R,
MR, AR, ORI MR
7

SCLC, XFRJy “FEZAMMLIER" . 295l
FEI15%, TELHSUNEE% |, SCLCE B4 ik
BUN, MDA 65 UoBoRoR 1
AN F BRI, o R R 2 WA A
T HAERKSGEE  EHREE . RERIRA
W Gy 77 AR T T 52 5545 A0, SCLCA JIr A7 Jili
M BOCRE SR, FEAS TIRITEL
T, SCLCEAEHIT LN HAT2~44 1 1
A BFSE & B, SCLC = ZE I T il ) b 22 P
SRIBARRRLRE . PR, ARPEHARMAR R, SCLC X
R R il pp 22 N 3 Wb i Jeg (lung neuroendocrine
carcinoma, LNEC) .

R Tl R AR IR REAS A, SR L 2
FEREWF LT EEAR . X T YNSCLCE
HE T WISCLCHAEN =, h TRz,
FARYIGREFE AR B EARIT I 5. Bk, X558
B AL AAR XS, A 50 AR X 1 FH I A e g A A
AT RHIT TAE . B, 8 37 A] B 52 i it 3 2 g 1
IR A A R Rk AR A S A R AR R
LA, — RN P TR 0 1Y)/ BRI T 5
RIE 2T, A FENSCLCH K ras®” (KRAS) |
KraSGIZD/Trp53lox/lox (KP) ﬂ:ﬂKraSGIZD/Lkbllox/lox

(KL), AN SCLCHELHIRDI '/ Trp53* (RP) |
Rbl1ox/1OX/Rb210x/1OX/Trp53lox/lox (RRP) *uRbllox/lox

/Trp53'"/Pten'™"™ (RPT) 45, %2t/ NR A RIBERES
P B HBEAUAIG PRI 0 K A= . R e S i A ik
T, KRS T IR LR AT A SOl M SER
ey B IR TR KR O R S AN
[R) F % E i I R A 8 R g A O 2 S a4 7 ] st
PR, I TV R AT R

1 MEEREFEMRHE

it S5 W AR B DIAHOG , A2 988 1A i A e 1) 20
BOLEMIE 2 — o Wil v oA e B PR A2 S5 i 1
fif g, A BT AT MIRA T X — B sis .
NG THM AR TN, DUA XA,
W ATH B it 9 B B A 8.0~10.0/1 2848, 1T AN I R £
FAUH 0.8~1.0 578 0 il SL I 4 1 52 b
ARSI K i G (0 AR DRSS S D L4
FRAT 30 I AR T DL E A 8 e R 2
PR XT A9AR 5
NSCLC & 1y Hk R 98 28 40 4F $ios JE H

P 384T 2 72 AR g R TR g 2k 3 g Y
H R UL R B R N o AR AR AT R AR R BLA
Jea I 7 B A [R] Y5 ( Kirsten rat sarcoma viral
oncogene homolog, KRAS) R . £EAEK
N F5Z{K (epidermal growth factor receptor,
EGFR ) JEB | /B AR 9 B i SE X [W] U ) B
( v-raf murine sarcoma viral oncogene homolog
B, BRAF ) B[ . Al ot JIL e - 3- 5 it e e I 5
a ( phosphatidylinositol-4,5-bisphosphate 3-kinase,
catalytic subunit alpha, PIK3CA ) JE[H | METH:
PRI DO R TR 4 3% A A 2R A g
# 53 (tumor protein 53, TP53) LA . FiL
fifB1 (liver kinase B1, LKB1 ) H:[H . Kelchkf
WEEN LM EE N (keleh-like ECH-associated
protein, KEAP ) KL . 18I & 2F 4Ry Hi iR
( neurofibromin 1, NF1 ) K& . 0 X IS4 i Jed
17 ( retinoblastoma 1, RB1) F:[A . 4t & W&
FR A S I 1 792 A ( cyclin-dependent kinase
inhibitor 2A, CDKN2A ) JEpH 4 1) | ik,
— S0 B e (3, 5T 5 1 B BB 1Y) BE A AL 35 SET 45 14
I 2 ( SET domain containing 2, SETD2 ) %t
. ATFEE4 M 1A ( AT rich interactive domain
1A, ARIDIA ) %[, SWI/SNFAH 3 i S ik
JILSh 2 AR S (5 BRI - K 4 (SWIY



(F@BBEAERE L) 2020453045 103]

761

SNF related, matrix associated, actin dependent
regulator of chromatin, subfamily a, member 4,
SMARCA4 ) K DL RNABYYJEL FRNAZE &
FLFFHE 10 (RNA binding motif protein 10,
RBM10 ) JEHFU2/NERNAR I F1 (U2
small nuclear RNA auxiliary factor 1, U2AF1) %
P4t 20 4 R A s o SO S D R AR
FEXT T g A ML R A 16 2B OC EE e, PR T LIAE R
GrFHEFR I T Im KRR MRS, Horh R A
il WEGFRZEAS . 25— X EGFR % 2 2 5 it 417
57 ( tyrosine kinase inhibitor, TKI ) i@ Py
PERCARTE S PESS G EGER, 4100 % 22 R UKt 114
fb, FFMBHWIEGFRIF 5% Sl i, 46 E%F
Je. (gefitinib) | JEIKEJE (erlotinib ) M IRTIFF
Je (icotinib ) . Pk JE (afatinib ) Flik wd#F
J& (dacomitinib ) /&% " fCAYEGFR-TKI, [k—
Y A MRS B 1S a9 e, SR, 48K
o it R AE—10. —AREGFR-TKIIGIT 5 43
FEAETE 2, JE PR AR R PR 25 TT90M P
WEJm , BATEIEEENE . AR BT TT90 M 25 58
5 = AREGFR-TKIN B M4, f145AZD9291
( osimertinib ) fICO-1686 ( rociletinib ) ,
9 5E IREGFR-TKIZKAG VETm 25 HF 5 T 48 1)
(R

SCLC/EE R WINZE AL RBIMITPS3 ,
1$90% IS CLCllfi PRAEAS H A7 78 13X 1 /1 3k P 3 [
R AR LR TrpS3 LD A LT
Anton BernsSZI s #2003 4F s DA % T SCLC
SN A (Rbllox/IOX/Trp53lox/lox, RP) , HKH
SCHLEE L T I IRSCLC R A . KR K 1)t
T N BRI A 25 4k R 7 5 LSCLC
FEAL Y FE AR S5, 4G 105 Je o ik sk i i
% -5k 1 85 1 IR JRY) ( phosphatase and tensin
homolog deleted on chromosome ten, PTEN )
HE R . NOTCHME A K15 & B MYCLJ
JEEE K (MYCL proto-oncogene, L-MYC) "
B VST SR, FERP/NE R R BRI A
TPTEN=P130 (RB2 ) 2z i fired ) ek ik
JE& L eAh, Hedgehogil ) 5 T 5k
M+ 1B (nuclear factor I B, NFIB) i
Tkt HESCLC A K aisefs 17 L #Fge

AR, RNAJEE LN S -3 1% 0% 1R A1 V) il
( 5°-3’exoribonuclease 1, XRN1 ) }:H, KEG
BB Z R m B TR GE AR5 %
P77 (regulator of G protein signaling 7,
RGS7) FIHEEKZ/A&1 ( formyl peptide receptor
1, FPR1) , PARrpoCo R #2 R 95 A A 21
2EHF (assembly factor for spindle microtubules,
ASPM ) ELAFIALMS 14 F S IR AR OC 2 1
( ALMSI1 centrosome and basal body associated
protein, ALMS1 ) BRI 2% 7ESCLCH & 4 5
WA Y R X e L N L T fEAESCLCHY R
AL R E R R IEER

NZEFER BT 58 18, A iie 5L 20 27 bif
GEBARE T IRSLELA
2 ERRAFMRHER

TE19944F, Marc Wikins B Je4 ! T 8 14 4l
¢ (proteomics ) MM, & BH ¥ LIEN
BRGNS, RGN . s Yk
SRS e S GRS N T WA R SR E S K S e S
e, H B BT i DA g 45U ) 107 FH LS )
R, A AR R TIF 2R
ToEFONRIME R, EAEE A BB . RIAK
VS MRIRE D R H Bz M A EAE R A B
HERAMAFEARNERE, FE2EARSTOHK
HBCH I I ey, Horp—2e 8 o SO
IR A3 [ 2 L R ) it e e 8 1Y) S SR By
5=

il () o FAR S RS Wb B AR
FLAVE R, LR R R 0 2 R e I PRI2 B 1
ATEEME . L, FHRABE S R ELE
Yrbs 0 © Rk BB B i g A 9 1 B AR 55
Hrp, NSCLCiZWr W e/ F RS et ok
WEREA. BB MG RAagekE
HAZR . 14-3-3n . MRERP4. 2R . ML
AZEGHEN . R ERE AR SIRA L g6
FC2 SCLCLWHYBAE > T AR Y 4% -
Coactosinff#E -1, Hlsh&EHyl (actin gamma
1, ACTG1) | o-fl'EHEH . FEREEHAB,
REAME2 ., RIRNAEL . B-IEEND . A
#HH73 (heat shock protein 73, HSP73) . #&
A 90 (heat shock protein 90, HSP90 ) .
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BAZEAB., WEMMEDR . 554 H A
(S100A6) 27,

HAT, &A= AR O 2] LA IMEd
AURE S A P R B G B, IS B
PR AL M SRS A ARSI o A I R g
AN P 1 3 £ B T A 2 RN S B R SRS
Y8 AR GRS, I R IR TEASHEIR YT
BEER, AN ARSKRIEIE BIG R IZ W AR 7 B9 T 5
Tt oS53 A 3IGUF 5 X il B R AR R AT T R RASE
() 2 24 AT o 3 S X 103451 r [ AT il
NS LS T2 I S B S e ed = D
ZH)Z T B THE > 3T A, I Hox sy Al
SRR B YIARSE 0, I AR g
HSPOOBH] LUAE y Jili B 95 0 v e TS AR 5 . 55
Hh—TGUIFFE 5 2 8 L AR IR AR ) R I i3 1 PR
FEARJRIF AT, o T Il 0 A It R4S 1E Fn stk
SRR T L AL TR R
()43 00T DL X 3 H BT EGFRS 7S (1 A 30 /4 1
FRIE, X ARM R B i2ih B A IR IR
BT A — TR 11O A [R) AR R
IR 285 P it s S5 3 A I AR ARE A FITC X 1) 9 55 4L 21
TP T ZHFREM S, m TH I 1k
21 it 2 AR 45 5 PR 2 TR RAR 1 R i A e T Rg, IF
WeE W5 KRAS . EGFRIZALKA VARG Y7
PRV BRI R A S R THE /R T LKBI
J b 40 P SR B S IR S R
AU, AR R 2 SRR A A A N B 2 4 2
A HTRAKBIRI TS, Rl BhIRATE
ST HI AR IR, R AR liges 1) s ARORS 1 R 9 7 12
P S B RT [0]

3 FfEERIZEME

i LA v B S I AT S il S o
BB E0 45 AN [l BRAF 2R R i 22 ) () 25 57, i f dis
[ 7 e PN AN [) Ao 4 B 2 [ 1) S o o T4
() SR AT R FE 3R TR ST, i 4 M 2 A AR 3 i
ATYAME, AITE—E SR T AR R AR R PRk
R EEAR | P ITNSCLCBESCLC PN A [ 7 #8427 [id]
HEEAS , PLENSCLCHSCLCZ A AR L AL ALY
3.1 NSCLC™# /%

JR R S I R DL A AR, 5 A TR
BRI 60%~T75% 70 . ZIWFsE R, i

Bl e YRR TR PN P i R s S o A A LA [T
s S B PR RS T REVE . IF
H I PR i s 280 i il s ) e B A A8 1A 5 1R
F IR TR 2540 5 2 N U AR L A AT 5T
R, TEKRAS/)NF R LKB 1K PN 9 25 1l
TR A . R, B FE T AN RS
JRM A, AR S R e R S
PR 0 RIHCRINT 7, KRASHIKP/)N U
W Ry A i g o N S L R A g
FIBWIEKRASTF FHLKB 5, M 2R/ INR K
T RS R A R T, $URLKBIAE
Rt gea % 434k (‘adenocarcinoma to squamous cell
carcinoma transdifferentiation, AST ) 1IFEi %1%
HEREMEH L LRI kB, LKBI
14 % T 2 400 o) I R VA Y 2R U ( AMIP-
activated protein kinase, AMPK ) -Z [tAHiEFA R
fEBffa (acetyl-CoA carboxylase alpha, ACC) {§
S X TR IR B4k ( fatty acid oxidation,
FAO ) 38 B AU0E o XHE, b 40 B sk JC v A
A5CHR BR R S W R 7k 72 ( pentose phosphate
pathway, PPP) KJH5EMROSEM, MiS
BRI I A, e AT A5 I IR 1o i R 6%
BRSSO 40 A I PR R 24 4 A
piperlongumine fllphenforminZsi 3 | R OS 1) 5+
AR SR A TR PR TR, TITROSHY
TR ER AT e A it 38 43 KL It i 98 2% - A o it 698 I
PRI AZ . EHEN R B LKBLRIE Y
IS g A T R kA 43 A A M e ohe 2 i B 2 A
[ e A R 25 R

Nt 5% 95 b LY e o 1R P B B e X
( sex determining region Y-box 2, SOX2) #9
PR B R L, AELK B 1/ B
b Bz A FEak SOX 24 7 AR il IR, X
S 1 i 2% 3R 38 IR B AR AR W R AL AR OC 1 63
( transformation-related protein 63, Trp63 ) . 4
M fAE S (cytokeratin-5, K5 ) FIZH A& 1
14 (cytokeratin-14, K14) ' #RSOX2H A
A RETE B e A b R E T . o —TibF o
UAE Pten”/Cdhkn2ab™ (/)N R Z B0 M (£
5T 2 Jo A4 e A T AR 9 b Rz AR A ) b 3R
SOX2, Wn=A i, H—UESE T SOX27E
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R 5 A R A E B 0 IR S AL
FEIG RFEA gl o — 25 E 5L, 293 % 10 I i
A [) B 2 35 il B9 3 b 2 4 IR IR B S PR 7 1
( thyroid transcription factor 1, TTF1 ) Hifiiifiias
f 2 THRETP63 M L A B4 I RIS 4 31
TR IRGE, FR A il g A R A A v [R] s
FER X PR B > RS

EGFRZEE & ifi i vh w8 Wy 5748, #53k
50% 1431 5 5B E FEAS RN ) T EGFREE7E 19
I, EFXTEGFRIEAR I TKIgE) 12 W F IR
ARG =ICEGFR-TKIC W T & ok, I
IV 565 — AR SR AR 245 W 2 1% il i AR 1)
G RIGYT , B4 F B AT R /N mT ik G i HH B4k 2
AR FNZG YN 57 o 1 L Jili it da £ 4 FE # Z EGFR-
TKEAIF G & K, PTG R & BE e, O HL
T L it 655 e 55 Fe W12 W %) i R e R A (R Y
EGFRZ7%, Ui FH il B 96 5 0 fb 2 EGFR-TKI
TR Y

/1N BB R I AT 0 445 AR UE 52 1 il i %98
O RIAEAE, IF ELXFP L AL A AR 5 i I IR
IRIT I LRk B M2 W B2 A G . FEASR I
WRIGITH, TWERSHEXENE, HiTEAH
AT AR, PEIERIAT TR
3.2 NSCLCL5SCLCZ [a] #45451%

AR, PR B T NSCLCE /Y e
HA5 SCLCHYZ M 0, 4 EGFRESAE I i
g S E B2 EGFR-TKIIR YT Ji & R JF i 2y, 7
YR Kz & IR 43 g 22 Ik SCLC Y 43P aks
PEom s B 2R R AR L 5 il R 98 e o Ak —
FE, DR AR b 55 il iR 98 I EGFR-TK IR 2 1K
FEYIMC, H—L LT A FEGFR-TKIRY
[RETIK T R7N 5 R 1: 7 S 13 S R 7 =<2
95 M SCLCHEAS Fg 4] > . EGFR-TKIT 24
Ji % 78 S SCLC W ik PRASEAS K 3 ST 1) 40 i R 1) 4
Br&RIL, 5728 5 BREAS Tl i 30T RB1 LA (19 5k
g FE—EFLRE b B TNSCLCI5 SCLCH:
AL

I R FE A 43 B % B8R 2947 1/3 W IR S IN R

“ali” fSCLCH & A NSCLCIE ZHRE 1 40 i,
A7 6 g s kb G 2 58 2 Wi NSCLCAE A 41 i X
B 195500 e e L T2 AR YR I SCLC

B, PR 2T i A R AR
ARSI 20 B 855 37 S B0 R E SE T A fE Y X SCLC %]
NSCLCHAS [0 7 3 o2 ARG IR |-
NSCLCHISCLC 2 [i8] 1) R A4 e A2 55 245 1y i )37 B T
A, AR T IORS HE R I AR TA T 2 R A Bk
i o
3.3 SCLCYT#/MA

IR 5E K SCLC o & LAY ( classic
SCLC) FI7Zs 5 (variant SCLC) , J5# X4
WAL ZEAE TR AR TP 00 Hi ) ke
AR S SCLCHN i 25 2k sl FEAR T 22 B i #2 iy
( dopa decarboxylase, DDC ) . #H& cHs ks
lE{kfi# ( neuron specific enolase, NSE ) . ffi£s
I ELERT /1 (neural cell adhesion molecule 1,
NCAM ) %z WA WbR g i ek > 1
B S A SCLCTETE 23 K A MY CHE I 14 5 DL
B FRIRAK RGN, IF AR RSN R Il RE
R IR, R MBSCLCRIML %75 5
RISCLCIEMR AN I SR P AR i B A I . 22
BT SCLC M L ZH209 1t Fe3AMYC, A LAfd
JEUAS S BT AR R ) R R AR AR Sy e T R P U
AR, R AR SCLC A AR 5+ I SCLC Y
gt

Bifi# SCLC/N BRI IR AT, ZFPSCLC
RSB B2 % ok . 201 T4E i IEFRSCLCH
FAEM 2N A ( neuroendocrine, NE) Fl9E
N Al (non-neuroendocrine, non-NE )
AR A AR ) . NEZIHI A A8 3 o5
ISP N IO 7 Fhniks, FENCAM, &
fikz ( synaptophysin, SYP ) HIJCNIEEEH L5
IRTRIEYIFEL (achaete-scute complex homolog-like
1, ASCL1) , Non-NEZH g VB D) 32 55 3L i 41
MIAH G AR, WdEPIE&E A (vimentin)
HMCD44, 3 H , non-NEF#E ] LU BINEZ R
PATIRAN RS L2 RIS BTSSR B, NOTCH
38 A U0 AT LAGE #ENE S A [ non-NE Y #f
BEAS I AR T o IR A T RE R
HIASCL Y A a2 ik 4m k) 1), sz 4
WA FE % FF (REL silencing transcription
factor, REST) M3k iS5 .

A, W5 & B 5k I F NFIBZERP /N
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MSCLCH 2R EKIL, HRIANFIBAJSCLCIE
BHAERmKERAE N T PR &
B, NFIB@ i 3 e @ sor itk Bl 7 Bf
P& % B A T B bl 22 A OC 3 R SR 3k, 3 T A2
PESCLCHR: RS 1% o BRstik &K ¥, SCLCH
CD24"CD44"°EpCAM" ff 41l ifs T 7 H A7 191 14
BRAE S 1 L XA IR R R [FAISCLC W fEH
A AR 3G 58 SRR e T, FIREFESCLC K )
ANTF B B K 45 R R DI HE o B i SCLC
V2 L 2R 1 DR RS 43 AT K S CL CAR 41 G B 4 i
BRI TGO A ERE, RIASCLL, #
ZICREA 43461 (neuronal differentiation 1,
NEURODI ) . yestH&F M F1 (yesl
associated transcriptional regulator, YAPI ) .
POU2F3 ( POU class 2 homeobox 3 ) Wik ™',
XA [ B ] REAR R4 SCLCHE i B AN [ By
B, MMYCH DA [ R4 S0 (a] (4 B e
L

g5 Rk, i A B B R S PR RN AR
BInTEAME . RS EY) FIIRERUE . BRAN M 3 BT 4L
AR B 2 B A5 2 Fh T BORAE I b 48 591 it s 1) IF.
B, ATDATRARRT It Ao A L i B e R AL A 2
fi#e, IR S AT AT SE A AR -
4 FEREAE

i 8 i #A 5% ( tumor microenvironment,
TME ) FZEy g 4ufd . Mg f LA . dn st
FEFT . AT AR . e A DL RS A A B R
A T2 IR AR a] L3 il D) S 4
JH Ry = B B B TN R A A A oy = B 3 e
WA, IR SRR Z B R B TR 5
TSRO ER o M 20 B ) LB A T B A e A
B, MU AR RS, MR R
WRHFEAE R BRI 7
4.1 MR R IEAMIRIR

i TEE B PR P58 3 S P VT 1) e N 1Y) B s
A ifL K A PR - 2H B, S T, B, H
SRAM (natural killer, NK) ZHf, A& #0515
YEHIRIR SR 40 (dendritic cell, DC) | HriAi 2
fits (neutrophil) . EWEAI Y (macrophage) VL A
BEAVE PN 64 41 (myeloid-derived suppressor
cells, MDSC) %5, X4l AR Hr & B, NSCLC

BE MR AL R R A R 222k, T
M2 5 E]—F (CD4" T4il526.0%, CDS" T4
ff1:522.0% ) , B4 516.0%, FWEAIME5H4.7%,
NK M1 2454.5% , DCZYi2.1%, Tk 42y
8.6% 7. HALIMLIN AR 9B FHIIESENSCLCH
S A 10 400 R 8 SR SR s
FEIER AR BAEOUT, e RS ENUA T &5 E
SR B A T e, BRI IR SO B v 3 0 S g 2
i Ke L4 0 DRl A T B8 B Aok ke A1 2 g 1) 0
ﬁ)ﬁ[74—75] .

ii 98 1) 35t A 5 AR L AR R, R EOR i
TOTPUR R A, SRS Mg 3 1 T4 i iR
o JibEg I CD8™ bk I 41 it T LAl ik i 4 %
31 P SR 00 o g e o B 7O TR R T
I (regulatory T cell, Treg ) N5 L3 HIHLIA
P G882 7 S I P e F e T e
AR, Tregif id 12 fil A sk 3 F 12 il O R AL
il S B0 G eI R A TR s SR 1 B i 1
il 32 EE 30 A b 9 A M TR O 4 A DG 4T 4

(cytotoxic T-lymphocyte antigen 4, CTLA-4) |
R EsET [ #5H ] -1 (programmed death-1,
PD-1) /FFHAET [ 1 | BifR-1 ( programmed
death ligand-1, PD-L1) . LAG-3 ( lymphocyte-
activation gene 3 ) . ZMIIEFREFCD39/73 FlI 5
W21 (neuropilin 1, NRP1) fyFRIANLH;
T 2 R e 9 40 ) DU) 3= 2 3 Ao AR 1 1 4
i/ 2Z-2 (interleukin 2, TL-2) =% Srefmifil o+
YA 2=-10 (interleukin 10, 1L-10) . #{bAK
AP ( transforming growth factor beta, TGF-B) . Hj
HIRRZEE2 (prostaglandin B2, PGE2 ) S5/ ASE
BT R WISIESE, A B L PN B 22 ol
ST H Treg ) SARH S b B I e sy, AT
SR B 5

ZIRFSE R, I AS b i iR 2 Ve B 4
Mo, FEMiE kA . KRR b kA R AR
o BCABYN AR A7 AE A AR5 0l g £ 1Y R4
UG B BF g R B, g i= i B AT
JAENSCLCH AT LR AP R 3B M Tfg, 4 Mg
MR A CDAT T 2 TR 1Y
IR ABAAM (CD19'CD20°CD69°'CD27°CD21")
AT DA 2500 T 40 M () Dy Be L 1 FE 95 24 B 41 i
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(CD19°CD20°CD69'CD27 CD21" ) Pkl T4

M shae 2, BAh, T RIBLIM ( regulatory
B cell, Breg) &4 WAy M40 i [ F-1L-10
TGF-P A5 &30 T 240 M 55 [ 5 s 0z 14 B 4 i 1Y
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