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The mechanism of stromal cells in tumor microenvironment in the
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Abstract: Due to its high incidence and lethallty rate, lung cancer has attracted researchers’ attention
worldwide. Tumor microenvironment has been considered to play a critical role in the development of lung
cancer. To our knowledge, tumor microenvironment consists of tumor cells, surrounding blood vessels, as well
as the extracellular matrix, signaling molecules and some other stromal cells. However, the specific role of
stromal cells in the development of lung cancer has not been uncovered thoroughly. In this paper, the role of
stromal cells in the tumor microenvironment involved in the development and drug resistance in lung cancer
and their active mechanism and even some other related research progress are reviewed, so as to facilitate
innovation for the early diagnosis of lung cancer and improvement of the prognosis.
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Az R R
Ji I8 A 5 (tumor - microenvironment, TME)
EH firh 96 A G 4 B R 5 5T 40 R 2EL i, G R TR
WA EAERT, XF R A RIS K%
TR e 1) fob e SO B8 G e At .
M. MAANERT . FEFai L& (5 507 H
wh, DT A i S Eh LT 4 I A R Jo K 43T 2H R )
W25 ) — RV AN AL R ™). A g @
1B S8 T ARy e M s A e i T 4 i S 3 Dy N B A
M AT AR AN DA B S e Al = K2R, R AR
16 L 5T 41 g 0T i e ) K R R AR A O B E AR
FRLOT, SR T 3k 2 5 i 440 i ket e 1) R e 3 K
PRk B A A ARAFAE W BRI, 7870
WL G0 5 Ml A X R BRI NEE ., K
S ] R R AP 5 e P i 5 4 i 5 e TR
R H A FIPLHIE— 2RIk

1 Sl B S s

o T2 20 53 DR e R M B 2 4 R R 3 8 M g
UM KK, Je RVE S i 6045 BV n i . fié
PEPEAR 40 H ARG 40 (natural killer cell,
NKAHE) AERGH A DA A A R 4E i S s o B 1 S
P25 200 it D00 P T B DA R Bt L ) o R A B
HH PR IR T 1 G % 2 AR AN SO0 IR B AR KRN i R R
FEVEF, X0 IR 97 45 SR DA RS I s 7
A R,

1.1 PhyEEHE 5C B k4 B 5 il g

i J8g A0 9% B Wi 41 B9 (tumor-associated
macrophage, TAM){ERN—FJe RYEGREdM, A
B BE TR, HL AT AR A i R TR 55 R B Ak 1)
o AN T ] 2 AL 1 A 53 ) AN ] T i A% 4 Bl R
A, WITAMAEAS B PH 7 RIS "R R R B E
Wi A B (ML AD At 28 B B 4i g (M2 2Y) . Hor,
M 1Y I 2 i To 11 52 4 I 44 (48 B4 T 22 B ) B
Th1 20 M A7 an 4L & i R 12 I SR - -a
(tumor necrosis factor-o, TNF-o0)2% Hl ¥ J5 WAL T
Be AR S M A A g AN AT DK HE =
S RE T, W] Gy W A DA S 4 B BN - (W TL -
6. IL-12. IL-23FITNF-o) AR FEGUMIR G 1
M2 8 [ 16 40 i JU) 5 Th2 40 B 477 A= 1 440 P AT 5 300 3
JEMALTE R, Ak JE M2 2 [ e 4 i ] 3 5y i

(=R i S = e o s o e = e
B, ik W] Ak G % ] e 1 DA g R A
KU R TR, ML AR 2 R ) A
IR AL G882 55, AH e M2 Y B 4 i
A B TR i3k S AR (it R R AR K AR . A
A Gntl, M1EAH R 2208 mT DB & e B 1
SRR, TIM2B G0 I = 1A W 2 R EURE 2
A A7 BRI AR

br ERIERIAN, Z0iWTFRERY], TAMIEA]IH
Ao 5 T ML AR B (R BEM2 B R 2 I A DA
Je At b F7 - 18] 78 5 %% 4k (epithelial mesenchymal
transformation, EMT)%5 & 12 KA it il Jes 410 o ) 184
. . REED. 5, RV, SRE
TAM AT LU R 13 5 7 FIDN A5 45 14 15 S o 2
[ 1(regulated in development and DNA damage
responses 1, REDDI)IFKIE, N FHEMNE R
(IR LB #E bR (mammalian target of rapamycin,
mTOR) B, 2 1T A5 W3 1 A I 2 i i 1
EIERNTER, 280 ME K, &
Rt fiieg i RSB R, ATERRIL, VR
WA -1 n] Rk B A PR 55 8, R BR A% 4t i [
M2FETAM b, WTT (2 338 Fidess ) 5 A A A U2
R, BFFCIEZRAE, TAME L 73 W5 5 4 J8 5 A
¥ (matrix metalloproteinase, MMPs)if 5 [J{J& 41 g
HEMT, #2540 i Il (0 42 28 i
BUY, Rk, TAMYE i & 4B K R (F i 72 b Rk 45
HEAEM, JUHEM2A B VR0 i B i A 72 Hoh
PR R BREMAER, AT A Rk M2 8 A
LR AR AL, 185 T e e A 458 P ML Y I 4 i 1
H DL K Aa] 3 20 EMUT 19 1 K 17 2580400 i) it g
MR . MRt EE R A EES Y, Wk
SRAJF T 1) E 7 [A)
1.2 TR AP 40 RE 5 B

HEJR M7 41 B9 (myeloid-derived  suppressor
cells, MDSCs) i T & H HA S 0 i 3 4%
MDSCsH] 73 AP RH : RBATEE b5 ki
41 AH AL PMN-MDSCs(CD11b 'Ly6G 'Ly6Clo) LA
J 55 B 40 AR AL M -MDSCs(CD11b Ly6G™
Ly6Chi)"*'s MDSCs# i 181 JRE . K
OGS e AT 2 A Y. HRET, MR
CUAIIE, MDSCsTE ififie A A 5 Ji& b A 4% 5 22 4o
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PERTER . A ThRe . WFRIE KRB, TEKRASHRE) K/ 5

B, MDSCsHE I 540l #ex A
T1E TS TN S BUE R 13 (transcriptional
factor signal transducer and activator of transcription
3, STAT3){E Filis. #MbA LA =42 CCL11%6 4
R 38 A TN A e ) AR (BI2) . A BT FUAR
MDSCs Al i i =R Qs S TAR L Dh RE: (1)#
RIRME-1HFERER: QF S S ARG 4
MR Q)RR A E T (0) ML i
S SR A R A AR A SR I R TR g
PTG R IR AR R, STAT3(E 5l %
HIBE T DM 3E B T2 36 K Belx L c-myc A0 JA
W EADIRgFRIL, 0] R 4 e 0 R T Ak
N BRI, T A e R AR A S ) T
STAT3. ERK1/2F1p38 [ R fk 39 /> CD4 " Al
CDS8" THIMMIAE . RN, TEAERE AN AR
17, MDSCsH] I RN A ARNE 58 T IL-13 19 3%
I, AR a2 B Y2 A0 ) 240 R Th2 B T 4 A i A
A, BET 8GN A AR T A B LB e 1 i e
B, HHRIESE, MDSCsi= 4 fICCL11 Al jfit
PR ERK M AKTAE 5 1 % DA K& 75 FEM TR A2 2 fili
SRS B ET L, MDSCs it 2 F7 3
I i i, FHITSTAT3(E 5l M Jsk>oh il
PR LS CCL A5 5T 1 7 A= 35 W AT S8 4 e ) O
R
1.3 BARGHRE S iz

NK A0 A — b B A v B 20 B 4 1) 2 R AR
CLAm A, B AT DU 5 A 0 S 40 i T A 40 5 R e )
“EIE” g™, R PR G 5 — I
2. HAETINJy, NKEAHM AT 2 i e 7048 DL
SRR CEINARR N EIFINE & L SEAN b DR
L ARRNE 0TI AE i 8 PR RS IET L R Rl 5 A
WA GENKYH M D) R R As , H 32 BRI 4 i
PEVRSS SRR FEAR AN AE AR RE ) 2400, T &
5 SONK A M 1 B 98 S 2 250 R AR 76 LA AL
7T, N DR B A I 4 61 DR e A A K R
“-B(transforming growth factor-B, TGF-B)3RiA/KF
Then BRI D RERRAT , 50 i 2 (1) .

FE 1B AQU 5 i, BB 2 O R M S 4
(group 2 innate lymphoid cells, ILC2)i% S IR 14
L PT a0 R NK A AR AR, B R HINK

Jd, TMEW 7K P I TGFE-B ] 5 SINK 40 g 53
B 1,6 XU T35 2 19 £ 11 1) 5 2, DT 40 N 4
PRI, PRARILAnf G, & S EINKY IR
g, ETGF-pi@s, Donatelli%s™ & FL, A
Mg OA B2 T TGF-BAKCE T iy, [R] s i3 AH 5%
NK4H M HDNAXEE & H 12(DNAX  activating
protein 12, DAPI12)FIAFFAK, @kt — w5tk
SETGF-Bi%5 5 I miR- 183 1] 3@ ik DAP 1 26 Ky Bk
NZENKAAL, 5 B0 FH OCNK A L ) ge R,
AR R . T . 45 BT, TR
G A B T NK AR A T RE RS, AT STNKH 1
PR A FH B R0 Es , kS SR i — P R
Feé o BRI, G fe] 75 i I8 ok o 5 92> Bk A G
HINK 4 i 2 i B A5 75 A K B il i g F 7 o 206
HIE,
1.4 TZH A5 FieE

T 200 0 2 200 B e 925 A4 A G 92 1) 29 75 [
T, WRETHM R ZARMNES, ESMTE T
7y NCD4" THLL KX CD8" T4HM, I AMHCRR i
MK B SR B9 AR R R TAn Rk
F7, AU ETA M (regulatory T cell, Treg)t
TSN M (helper T cell, Th)fZCD4™ T4V 7
5 e AH O ) AR AL . 1, Tregnl it
FIEFox P35k Rl X il T- e i . 1M Treg X
ATRRARE A 75 52 B 507 A R AR Treg(nTreg) A4
AT F Treg(iTreg), HHiTregfE IR A 53 &
1) e R s 2 25k (4 T T T it = 2558
A HIMHC22 5>, ik — 2 5TCRAH B AR M
B o WS I ThEl B 32 224 NThl. Th2FITh17
YUAR, T =SS Thd B ¥ 5 Bl e 1) & F8 R 4% 45 B2 2L
PR (E2).

G, fETregh, AMFARN, mRIEKD
2 A H A F-TL- LOFE /N 240 M fir 82 Fie 988 1l 28 35 ]
IO STAT3 I ER 1k DL K I PI3K -AK T
(1175 2ok A% 5 5 AR IR T Foxo 1 5 A7 1 41 g #%
W, AT Tre g 40 M 16 2 46 o 1T BE A2 BF 72 K
I, iTregt i v d ik $11 FH ImmTAC-NYEE 5 [A]
(17 20 B 5 P T bk B8 400 i 9 5 SR A2 30F b 98 G 92 6
WP, JLUk, TEThie, Thi740 M Ay @it 5
TL- 1738 Joi il e 40 e R EMUT K% 12 33E fii Je 411 P ) 3
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B, R B AR 2R, BRibZ Ah, Thidnfugs ki
KA TBX21 Al I8 I 0 5% 3 TBX21-1L-415 5 2%
PR AR A e e o A I s 00 A R 40 P s i
PRI FRE, AURERW, B HETZ
{A-1(programmed death receptor-1, PD-1)/f2/7 44t
T-Hi4&-1(programmed death ligand-1, PD-L1)i# %
A Jif R PR S S5 A IR 3R AR R R RO
MR Th G SR, 3 T4 4 e F e 751270,
1.5 driEi g i 5 fdeE

e MR 20 1 2 N A A T I 4 i P S
oy, HEAMNT70%, RARBURGLRI4ERRH LR
BRE—TEY 2. IR AMRIE T o588, Hik
40 fIE 0 AT k. o, A PR AR v R
BRI 50 e P RE 40 0 A2 il 22 G BB, 73l 2 R 4
g -4 7% ) 384 X -7 (granulocyte-colony  stimulating
factor, G-CSF)HUKL4H L E Ik 4H Jfa &2 v 5 ¥ Al 1
(granulocyte-macrophage colony-stimulating factor,
GM-CSF). [MAEME RS, R RIEIIG-CSF
A B PN O I ) e ) R RS, S ECRA
328 H00 1) AR A 1 R A R R P R A G 22 .
A, PR Bl 5 AT A I GM-CSFAE it i3t 5 Je e 3t Jg
HH S B e A 200 i B JFCAE 20 e ) 7 8 o B 2R AL
PR R R, R 40 A5 vy DA kS R P
JHeg AR KRN A R A5 o BRI A, 8 g0 v R 2
W EA G ER .

FE AR il 2 R 75 T, o vk 4 g T
75 3 SiglecF sy H PHRL A i T B BA A2 A1 1 At firb 8
%) il DA 5 R e A 5 A A SR AR M e 1) AR R R
(K1), 1E15-FSiglecF o VKL L T BCS ,  filies
90 & KPR AT 5 S B R A R R
Ocn U R IE KRB EHUE, H FE = SiglecFR
325 v A 20 P E il AR 2R o SiglecF e H AL
20 0 T e 4 A 5 o R i e R A O ) R PR AR
is, AEIME A R(VEGFa. HIFla. Semadd). ‘&
BEYH I > AL AN SE4E(CSFI. CCL3. MIF). #HjE sk
R E B (Adamdecl Adaml7. EMHALEH
&) #0i T4 S R.(CD274/PDLI FCGR2b-
HAVCR2)F1 e 40 M 38 58 A A K (TNF . TGF-BI
111a) L B 5 40 i B A DG DR 1 2 BAIE 1 e
M BT TR I, e g v e A T A R
1ok 67 2 R AT AR R (1 Glue L 386 eb P 20 i A7 TS

R, 1 Glut R Ja 3 e g8 H i v 4 R 41 A 5 B
PIINIE, FHb 7Rk SiglecFITANT 45, &
SRR A KD, USRI R RCR 5D,
13 iR 7 €2 A S I oS PN R i B i DO M R |
Glutl K MR B iy, 98082 Hh PR 48 i 5 5T
T JE I NI SiglecFITAN 48, #4214 i
Je I HE R . BRAKBOT 2 e . ok, fEfR it
Al Jifr e B4 il N S AR R AR RS X — AR, BRAET AT
R, RFEE B 2 0E 7] 5 5 b Mok 4 B R A B
(neutrophil extracellular traps, NETs)HIZ L, P
NETAHH 5 85 B PR A0 200 i 8 1 2 11 g ATMIMP-9)
WxVIERREED, S #E S Re-3p-113
T AL T 5 T MG R T g R i 2H 2R AR IR
RN “PREE” AT, BRIz 4, BETTE
RIL, Je T B8 R TR g L g 1 i
EREA R AR, H3 Bl S MR N2
PR T B 9 B RS BT AR S AL, R ESTAT3 B0
HDNPAS R i Vi IR U S 9 =R A S PATOE =i QI i
5 e e 24 P U] 70 ot - R AN, DT AR a3 L e
[Pt PN R AN B 1 AR, B & B R T 1 R
AP BT R Rt LR I R L b, A
TR R I, IR AT A FINAMPT RJ LA 75 5 /g A+
KZHE MR MM (tumor-associated aged
neutrophils, Naged)/Z ik, Ffidid I ICHE: 5% K1
SIRT 175 5 4 R4 188 75 14 % ¥ LI (T, DURE
TR R AR DN A H- 3 BUZR AR P B ZENE Ts 1
B, bR SR B AT A S R, AT
ol s A

5 bAH S, AEBUMOIE T, A R4 i AT I
AT Al iR R S BUMIEAE . BFUR I, T
SHBIT 51 R FR 2L DN AT A3 f5 A 8 ik i [a] 44 i 4 7
A IAFTCXCLL. CXCL2FICCLSIRIE, i 5]k
RAEGUMIEER R A 54, s Enh
AR 200 T R 4 A B A T bR 4 i 1 B G o
BWOEIRAS, [FN L A id ROS A T I PI3K/AKT/
Snail{g 5B MHEIEMT, 8 & 2 bt s 7
FARO . R AT LLR B, e R i ot i e
I8 (P42 e A FH 32 252 1l i SiglecF /&y A 4 % 41 g LA
SIS T NE TsAE 1t FL e i il ]9 7% #% . B8tk dn
AT 8k 2> SiglecF i A 4 4 4 Ffd 1 T s A AR 58 DA K¢
NETSs T A2 5 SR 5T 16 7 i 7t 1 G
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1.6 B4 a5 i 0 168 2 A 0 EE A ML A, T AR R 4

BAH 2 N AR G 5 G b 1) B S A R Al i
—, BAREMPIIE KON EEH . E A
Pz Z P RS, WA . R A AR A
AU PR 7 AR Y . BN AR B0 R 7. HoAth
Cibieaiifi U

FEAR MR 77 1, BAH A 3 B8 BOE T HiBreg
SHAE 0 BE AR DL R R I A R I AR K A
et it e 3k AR F (B12) . AR, M| i
2,3- XU AABEAT AR 1) € g BR A P L- R PR 2 IR T
% 75 )& 52k (aryl hydrocarbon receptor, AhR), i
AWRE G 2IBA Y, LLIKS)BYH /54t
HNrEAEIL-101Breg2i i . H Breg4 i n] it i #7455
CD49 & i) Treg 4 LRI CD8™ THH A {1k il I8
A KBV, Breghk 1L bk 5 2U{e ik v it R4
AT F4IHECDA” TANMEAR AL HFOXP3™ Tregi i
AN ASIL- 1O Tr LA ML, AT i 32 7L i feet i3 8 LA R
IliEERE Y, fEAmEREIRI G T, AV iR, K
AL JE I B QS B RN AT K N I S & AT T
54548 H 1(AT-rich  sequence-binding protein-1,
SATBI1), MR/ STAT6 5458 & CyF R JE 5 1
Hgsa, SEUEEIgGRIBANRY, &4 5]1HEIgG
= A gdkb . HodlgG, JUHZIgGL, #ffiE K
BN AA AR 40 B A 5 T 40 B 1 A S A
FRET ke, FASATB1 S EBAH = AE
Lg Gk /b 52 51 2 B 4H i 57t i 96 ' FH ok 55 1) 2 22 )i
Blo [RIF, EAZREM A A7 i, CXCLIAMICCL2
SERURE T T E O R T el Rk, FF
i JL AT A CGHC 45 #4380 55 STAT3 N i 45 1) 350 AH
HARRI SR STAT3 R AL, Bt 5 5 BB 4A A v i 7
W JZ A K [KF-(vascular endothelial growth factor,
VEGF)&E A i, £ 215 33 e s 58 DA
Je i A ok it A et

AAN, FEPUMIE T, BARMA T PR A
A3 I AR OB A A S A R AR . B
A AR 8 A1 240 i e W A D DA % kI A 4 i A 400 i 12
SKABCI R AN . IR, 5RTANSCLC
MUY Fh ) R AR T 2 AR AR B, bR R T B bk TS 2
(tumor infiltrating B lymphocyte, TIL-B)J45i% Al
SN, HAERE R NEE. #— PR
RI, AEAE/INGH B i oR TIL-Bs o] 4 A2 A Co R 4

7, T %105 R0 40 B 3 s 0 R 2 9 4
CD4" TIL™, [k, BANARIE N AR GsE RGN E
Sy, WA R W EAE ], St R RIE
FCHURRVE A L ek b B R 1 I R A R ROk
W FCRI 7 A
1.7 BB X 4R AR5 Rt

JEK 40l (mast cell, MC)J2&7E B B A7 4
FE SRS . MCTHT LUK 8 i Ak A7 B (1A
[ 53 NP T4 AFAE T B IR 5 A 1) 25 4 4.
ZUM RMCHIAEAE T B A B REBEMC . 17 75 it i
IR OA ST R, BB R4 i S ] AR CD1033% 1A
5% 4 NCD103" 98 A 5 IE K 40 B (tumor
associated mast cell, TAMC)AICD103~ TAMC. 5
CD103" TAMCAHiEL, CD10" TAMCEiRIFE4H. %
EBARIK P IICD 11 7HIAH 247K~ [ FeeRI, & A&
X K IIMHC226 73 7 CD8OAIICAM-1, 2
IS Rl A R BRI s PR B e ) . BRIk
4, CD103" TAMCIE FIE K &K1 1 E M &
U MR DLEAT T, MOX T it (3t gt 2oy
MEAEH

FEAR iR 5 T, MIC 3 B e PR 47 2R o
(tumor-derived microvesicles, TMV){i i3k fififez (1)1
JE (B, BRI, JE A AR NTMV A% S
AE KA AR CCL1S, 4k 75 5 N 5 4 g i) 4% LA
K W Bz - 18] 78 i ¥ 4k (endothelial-interstitial
transformation, EIT), @i AR, EM (2 i
R BRI R, SRR TR TR H, TMVE 2
i AR s Ak BIMCHR, JFil iE MAPKAS 5
WEEIEMC, M2 AETNF-a ' i F TNF-af2
i 30F Py g B 1 — AN B D &R T kAT LA B
T, MCH# TM Vi S 3805 Jo B B TNF-osk {3t i

FEFUIIR 7 T, MCs R I = 26 11 9 iR D2
(prostaglandin D2, PGD2) P & i 348 55 H 1 1
A ORI R EYE . R, BFUIERIL, MCHT
A IR PGD2 AT Y /> TNF-aff) £, 33 17 B 12 i 8g
SR, R Ah, TollBES24K2(Toll-like receptor
2, TLR2)BHEMCG 1] 5] 2 fitife Bl S A 58 v B A%
11 it 932 5 P 28 00 AN It A A R R 2L 3 T 0 ) A
KW, H, WRIEMCiEmR T, Rk
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PI3K/AKT/Snail

NKEZRAE . Fp i 2 At Bl e 2t e B 4 PR AL

&2 MDSC. TZAf. BRI FhEi#RAVIERHLE

PLIE I 90 TMV (1 77 A2 B IHTMV 1995 #8 DLk 2>
HBEEMC, gEmmHnHIMCHIfE g .

2 WA HRE
W 7 4l i (endothelial cells, ECs)s& ML G

R T SR EAR IS bR, AL TR
A I EM . BCsUAas B e P 7 242 i i A0 4

FE 41232 1] (AR S A e, AT A6 L6 471 A I 6
P B = 2 T R PR S E E BR . TTECS RS
DL R R ME A, KR ZE A A A
IR EE . MR, 2= E L KA E S
o 2 1) BT TR il AL P R LR P B, AR
FETMEH IMLE £HLE — R H IR, BIA M4
TRAL A B0 = A7 A S B DL B 3 Je B 3 8 K 1
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Jlﬂﬁa
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M
@

E3 EC. CAFXtfhEi#RIIIERNLE

T 00, T B T A S L R B TR T R
B, FEAR /NG B I A LR 2 08 100 A 5] 1 i 8
MW MR, WSS e, kA
M 5K 7 Bk P B2 20 M2, 5 4 i 55 4
2] 2P A R I T A O PR B 4 I S e ik P R 4
WA, LLRZEN KA. )i =B VEGF-
A5 5L SR T 0 pR AY 0, R RHZ AT R R
L, KPR I A R To G P 7 20 AR 7 T
SR/ Nl e B B AR A A R R AR P,
Bk, ECsTE i (1 & J i 78 o #5 B BEAE
M. ECsEZAEMMLMIEHE: FMSLIT2 XPD-L1
Feak o R 3R HT A A T B DL K g3 A R R T (I
3). ALK, AR AR dsSRNA T 3
TEECsH [R5 R RN AL BOE B, M % S
SLIT2/) s TN R RIERISLIT2 88 H 5 H 52 4
ROBO 145 & mJ {12 338 il e 41 B 17 P B2 2 B DA R ot

WA, BT SOE R B, S L Y B2 T
i #ikFasL. VACM-1. PD-L1. CD735i| %1k

o2 5 P00 R R e R . o
VEGF. [iL/IMRAT A K R 52 44 (platelet-derived
growth factor receptor, PDGF-R)S AT 441 il A= K
[X| ¥ f&-R(fibroblast growth factor receptors,
FGFR)I{I B {0, T4 i AK IR 26 138, 30T L9

VECsH'PD-L1[1J5R1L, #IHICD8" T4 A i 4 i A1
WO, JFIG9EFoxP3” TregdH i)l LhRe, M4
0041 e 968 it T 45 T I S A B AR, AT R B AR
BEMORI NG TE . 1R 28, FERSMIE DY, TAE
PR3 A LA TR BT T, WF SR B, 3 AR A 1
TE AL SEASR AR K FE P RO B, IS
9N IT RS VR FB S e &Y. L, YAPTTTE
EVsHI1EH T MR 197541 fif4 i 2ECs, #E
VA ECSTE M b E Y R, 765
LR 771, ECs 3 ZL@ I IL-6 FHIL-8TF AL i Fh
BRAR AL, AT 3 =1 /0 240 it s 4 17 38 i A
WP R BB AT AD, ECsK T IR
iz A EEER, FX @ ECsA F 11
i e 240 B B AT 75 S AT IR NI 2 o

3 PRt K BT A S Bl

Ji 988 AH 5% Bl £F 4E 41 Bl (cancer-associated
fibroblasts, CAFs)/ & 3R 358 o (0 5 B 21 1 78
gy, FERIET IEH A4, [ Bi8 AT Sk YR
T H AR T A R BE ) R T AR, b A
ML, gm0, P UL . 2T 4E 40 i Bk
FEIR LN M an R R R A M . [, CAFs#l A2
—Fh i A e H AR S B s, Hod
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B WL ZPDPN(podoplanin). PDGF-R. /&
H. o-FE VLS5 H (a-smooth muscle actin, o-
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