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1.1 4ilEshrE i

2 il A1 356 i (extracellular matrix, ECM)HZE 3 .
Wi . RO R 2SS 2R A ik, 17 L
B RPN Bz ) FEDE RS G, -6 4 M (m) 0% i ) e, Bk
R 45 R AL SE A S, VR S A M el 45 S i A% 3k
FRR P S SR 0 S e R e v R s = I
JERGE R AR R B RR £ R 2R A 1 A
TEIE WAL ET R, 4 A0 3 B8 ™ k% 4,
G A 3 2 B RN B B T A A ) R o, 4
FrAl SR B R, MFEMIE AU, FELe g fh 5L i
AP il ) 2% 38 5 D) B AR Ak T B4 M A0 3 T E A S
526 20 M ) 3E FS FN{RE 28, T8 ok R i 4 M A 5 B vh
A 25 1 A K D 0TS A ol e, T PR R A R
TR,

4 B &1 I o A T A7 O T B R 4R, a0
Ji 42 J@ 45 11 fif (matrix metalloproteinase, MMP) . 2%
TR 121 e 20 R 25 1 It 5 0. 00 i D R o oA i S Ao
A IS HE G | PR A A 2R RN AL I LB 5 . MMP
T iR 2 i vp P SRR 0 R AR, LT R I i 4
AN I Y 45 R R 1. MMP-9 Al MMP-3 B % PHi
o A A R BE B 9 (U0 E-cadherin 25)0(E 325 BR324 it 1
F1 I K - 18] i %% 4k (epithelial mesenchymal transition,
EMT)""!"); MMP-7 i a:f 7K i 528 {2 P4 T8 7 (U0 Fas
e A 368 410 ol PR 4 1 280 MMP(AT MMP-2
F1 MMP-9 55 )3 2ok ¥ figf i 47 35 T Ay iy 440 i A 356 Jo
Y B A AL TTRE B A, JT R A4S R A A O A K I
R0, TR a0 A A i, A R ol A
A3 MMP-9 38 BE VA 45 bR 40 20 b i BE AT A S 10
I Sk A Bl R Y Z2 R MMP 38 ] DL i if 4% 3
BYEMEENE, A SEBAIERTY, IS5 ik
EL A5 A AT B A R o 1,

#E 4 R (integrin) /2 40 i &1 55 57 55 40 3 8] 45 5L )
b, SRR —IE 0 o 1 B IR B 7 —
AR, TE IR 40 I R il 7 N e A R T R ARk,
M 2 G 28 441 B B2 Ak AR M ) D dig . 1 R 6 BT 43
THEZREARZIE, B RESN- M . 40
55 B A0 3 (8] A EAE L DA M A 3R 5 4y F A
SEE SR, MWMANMER . RN 28

i U I B 5 R RIS M RE W, (2 546 7%
) 25 By Bet R AR 22 AR aBs, aubs
T asPy S B A DU S 22 08 B AR A SR, 5
Je LA T A, L 1) B4 03 G BRI BE E B
AR P 20076 2 SR R e R R, AR G 1 25 W F A L
A I PR B 6 B B 2220, i A 3 T 1 A R
i 2 O R W BB G SO S R R U 2 AR R T T
ARAk, A bR 0 B I R 2 A R 9 AR i A 5 R
BEF27280, e 5 SRR R A 5 2 Pl BE TR A G0 MIMIP
VR 8 PR 2T 5 i JELUE ) (uP A I 2R 3K, 52 ) f e 4

fufze™!.

1.2 KA

JSCET 2 230 2 b 98 G B 5 5 i T 4 A ] ) i
VEE . IR AL AT 4 A b TR SRS, T
TE R 2 b, iy 40 M g 43 b 22 b AR KR - an
A K A F- (transforming  growth factor-B, TGF-B)#ll
i /N B YR A K IR F- (platelet-derived  growth factor,
PDGF) %, i Ji2F 4 40 i BT I 0 4k R L2 4 20
Jitd (myofibroblast), HIE A GEH) K A MAE, #H
SBEFR A I RS A G B £ 4E 4 Y (cancer-associated  fi-
broblast, CAF)"*%. CAF 2 ¥, K, JHHeR
ik a-FF WUUL 3 5 H (a-smooth muscle actin,
a-SMA) . £ 4 40 M 3% 7% 35 19 (fibroblast  activation
protein, FAP) Al ifiL /)N # I 4 K B T 32 1K (platelet-
derived growth factor receptor, PDGFR)%:*-1 CAF
Py L €2 tA S8 S PN R N X L AP R RN 00 B 9 i e
RV IO 56 e il ) = ORI, A S W 22 A A
Jo 2L (U A= R 2 145 A 08 I8 A B A 0, st 3%
Kk 22 Z B AR A . 21 2 Tl TS ) D MIMIP 45K i I
R M AP I S5 TS, 7 A L2 B A K BTN 40 i
TR A R A0 A A A A S AR 2R R R A A,
CAF I fE 1A 22 Fh 40 it 5 AR Bt 0 1457 9 J¢
H: K K F (vascular endothelial growth factor, VEGF) ,
PR 2 A Ea L B 1 - 1(monocyte chemotactic protein-1,
MCP-1)HIMMP 2%, A5 TR 58 v i oA 4 g an
FEANN . S A M AE, PR AR A SR E R, [
B fioRa () A K AR 04N,

1.3 A/

il Je8 SRR 5 R A e R LA R A, AT
3 590 g i gRE B (BB SR M HEBR R 1. Y MR AR
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2 HAKT 1~2 mm B, RFEHLIEEC ARE LM
IR 2 X 3 R AR UM R 28, A RO AR IS,
i ggE A AR IR RE, I Shy a5 A SR AL AR 1
Jed AR A I A S R UR TR AR A, RUNE A A
SHE 3 T wA R A = N RN 5 | =R R S It S SR E e i S
U5 448 B B8 b 98 T AR o AR T B, A AE T LRI A 1)
JER 2 908 B B g ek 13~ 31 i ot A% 5 PR 9 2 40
i) 240 R R U FBEAA) 8, PN R A R S A A Y
A, TRV Ry P R 0 R AR A KA 5 R ) S O
MR ESBRE R, mhEFaApmEKETF25: ;i
A I T LR 0 R A 2, A K, R A
S B A/ o R i, LA PN B A A A2 0 A A s A
SE MR T G AE, AN HICHES Y P Bz 20 i 2 BT i
A, 2T B TR R ) RS REERT JR A A g, /N il
A 22 TA)HH L A R R B I A R ) 5 A IR AS
AH L, e P R A I A5 AR RS R HE DR AD ] PF
M 2L, JE B AR T G, B AR LA AN AR A,
MAETEAR . A B SRR e Pt e A= el s, Ll i
SR AT R 4T R A A SRR A A R
VEGF-A | % £F 4 41 g A= 4 [ ¥ (fibroblast growth
factor, FGF). PDGF FIIfL% /4 i & (angiopoietin) 5%,
[ b il by T A E - ANA e < 1 B W B[RS
WA, T8 2k 2 I8 A T R A RS RN 4 At A R
JF 149521, g 40 43 i i PDGF, angiopoietin F1 TGF
SR BEAE F T TS AN, R i I A R e g B
0 10 N B2 #0012 (endostatin) | [fiL % #1l % (angiostatin)
I8 41 2R (tumstatin) 55400 ) PS5 D0 BEL A A 1 200 if 2
%\E[54~56].

i 96 Ak LA Pl L2 00K L PN B AN M LR, RO
SLAY B AL, AN R TG R A0 M ST i LA S
FEOTL I O AR 1) 45 4 Ry e g 4 22 4R AL T R %
P, KEMFTT I, A A e i3 ik B 45 e RS
76 Uit 2 A% et R v T AR TN bR Ak L A A A
FH i 968 240 i K 2 A 356 Joi 240 i 3 0 1 A A TR R 4
L VEGF-C fl VEGF-D fE I f it 3, BTk e
DAL B 200 L 2% 1T 4 00 PN R A K IR A2 1R -3(vascular
endothelial growth factor receptor-3, VEGFR-3)". 24
P H BB RS VEGFR-3 {5 Sl B F, itk e
LR U RS B i . b4k, VEGF-A, an-
giopoietin A1 PDGF-BB 4548 4 4z 1 e fie 1 b 8 74k
CLEAE L, T endostatin JUI AT LA ] 96k 0457 26 B0 RTAE
Ei‘ﬁf‘:%ml—vﬁﬂ.
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i 968 T B B T %) 0 2 B 2 B OR A, AE R
Ji& 1) 45 B B i FE AN TR A A D . 2 7 e B 92 248 i 4
CD4*HI CD8* T 4il il 3 % A B F s i US4, SE R
B P8 2 L 245 T 4R R T B, ER R 43 ) b
P P 20 R A 240 #4462 - 1(monocyte  chemotactic
protein-1, MCP-1) . fifi #/f & [+ (placental growth
factor, PIGF)Fll % 5t fiT 4= Al F (stromal cell-derived
factor, SDF)45:#1 55 2= Mg dl 2, st — otk E g
M. WZRAIA . TR An Bt . AR R AA . AR
P A B . Ih 2L 200 R B VA 0 ) AT B S 2 R A,
b DLW A R TE IR A 2 rh e i 22, R IR R AR
A FF 5 k2 00 o A S B 28 400 it — XL 8],
REBEVE M1 B 4u i, UM MR BT, Arms sl
ifr e A OO0, SR A bR A S < B Sl M2 L
YA, 51k GPEM 37, X L6 M RE = A R R i T PR
SMAEY), fEHT DNA, 5203 5 40 i & & il E
WM A FE R 2 AR T I am a7 AR K R AR K A
F(f VEGF, FGF #1 TGF) ., 4 K iy S8 52 1A
T TNF-a flHAZ interleukin) 12K [ B4 MMP il
A A cyclooxygenase) 5, Il i Jgg 41 MY i) 34 7
FIERERE Ty, BEMEILICNE, (2 F i iR28, JH % M
B AN G N M 5 A E S R 3 A TE TR £
Bove v, b AR . TR B SUm AN B A
Z e T B JORE R A

1.5 SR hshsi

AN TR) 28 Y 1) i 4 B 2 B8 ELA — 2 IO 2% D 4
Pk, BB RS kAR, 45 RS ERE
JF, LB S I LR R e X B A T 3 e Bk
X 158 B AN [ Jieb 98 400 B 3 7 O B B IR B 45 S, Rk
Y B RS O BE ) A AL B T SR I ) e e B 1Y)
B BT R, AR R AN R T, — LR
R AR A A S OB C & A A8 b, 2R AN
PR - B 1 i 2 oA, 0T A A S 5 A I A
A RS, Sk IR AN M B B AR A A A R A B
FREE”. {0, Hiratsuka 28 A U9 % 30 i 40 21 v 1)
MMP-9 7 i s B i 2635 TH ;. Kaplan 25 A 7VHF5%
FW], BRI VEGFR-1 FHM: 40 B 7 e 20 it /s
RO, BB HE 35 2 bR 4 i s % B Ah, OB 38 58
BLAY IS A OA 8, Huang 45 A\ U0V G5 78 28 (0 250 5%
FE R, Jili i angiopoietin-2, MMP-3 Fil MMP-10 33k
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R, A R, 5B A A FR 3 A A
fiE 13 .

2 BEXHMIR AT 2T ik

YT MR A E M A K S AL B rE
PZAER, Bk Z ST B0 T SR A B
BT A5, Bl Y R O B R ) 25 it S H
H¥h FEAFEEA . PUERRVN T IT 254

PO A L8 A2 25 W B & = — A FUE, EAT
S4B, BAEIGK LS —e ot DR
(bevacizumab), BT VEGF-A RYLATI &R, 2XE
55— ARt LT P R A B A 25, FTIRTT
e . R . FLRVE . PRI PO N B, AT R
JE (sunitinib) 1 (] 37 K [% 24 02 U B, G B0
VEGFR . Ifil/Mi A K K52 /& (PDGFR) . T4l Jity
752 A& (KIT)Fl Fms FERS ZRRIEG 3(FLT3)5 0 Ifl
BHi; RPLARJE (sorafenib) i £ I BN 4157, 8 o
0 Raf, VEGFR, PDGFR, FLT-3 il KIT A [a] 411l
iy 41 448 A R I A5 B A, 0 T B e TR U
20 M N R 30 2 (endostatin)J& & 4 PR R 4 i
EARFIZEZ Y, RSN ARG . ERIHA S
JHT-UR pogh i E CFDA - b h i B 3E /N 4 i i
I — SR 25

AR, Bh2E AT AN W 852 v FJE 45 4 b
FETT | T 2 20 i G 2 20 i S A B R S 2 43 i
. I I b TR A B RN OGS P B A SR TR A R B P
£ K (cilengitide), 3 i BHWr 4 & & 5 40 i /0 Hk i
B AR ELAE L, 0 g A R R A A A B, B RTIE
e Z2 P R B R v AT I R IR S . S e e B e S
oI, HF 58 8 (imatinib) 8 7] 327 A I 2 BR U4, BB
A A, B AT e ] v 2k I 2 S 1 L 2T 4
21 i A1 ) 4 ff 4570,

SR, DA AR BN 25 2 /Ny, BV
SEPUIRIZ Y, e PR NG IR 2 R rp 3 R 2k S et
IR B A, e T AR AR R A,
23 31 36 i g A7 B ) AN % X i g i R
I, B 5L A EE A B — Fh B AOKs 245 4 R R 2
SRR, A 2 e MR AT B SRR, A A
IEHE AL, FEHER P ER N B 1. s, B
I AR L 7 FH B b 988 12 W7 7 % 32 B2 4 X g A i A
ooy n gy, T LA b Jed G B 5 A it 1) Jirb 98 12 T i
Z ) RN TR AN SRR (A MEA, 4K EE AR R

TERMERAEN. T R AT A AR S
X OEREE, BEAT I ANG T 1 — e AUk AR

3 GUORMORHEN IS W7 i i v

JikJeE 12 W2 bR R T T B, BERR SIS 12
I, K e T AAR, RS A R A iR R LY G L, X
TR G BA EENE . BTk 15 2 %0
H5ROW R AL, FERRE I & A2 W & —
AW ETT S SR . T2 W e ) gl oK A kL E R
BEFR A b 88 40 K B %1 (nanoprobe),  H ij FH T i 988 A
R ARIRET EE 0 A2, — 28238 o 40 ) i e
ISR A AZ IR SE IS W, 55— S T2 38 3 %) 3 1k
FRBE e 07, e e GO R U, DA T S X e 1)
W BTTHEEARSK, GOKMREEGT IE 112 Wk 2 pE
Z W DIHE, DAL A S A i e R R ) e
ST XCF P9 ) S A B S A

3.1 RIS B RO R R AL S

JIek e AR 1) L 4 A S L ) R R S ). gk Bl
[ia] 38 55 2 ) D R O A ) R 3 1 R B O
(enhanced permeability and retention, EPR)%7 i —
FE RUBE B A0 KR -1 LATE I 60w 45, E 3t m)
DU 08 ) 56 P (/N7 . KRR e 2 i A,
Wi 12 42 5 B FE A K A R R T, (2 1 GROK A RLS
i 9 356 I A M v 20 B 2 RS AT, T SE B S
RS 4R

MR 3R B /% (magnetic resonance imaging, MRI)
SE— PG R R F B, HE5YPREARY A, ©
LB T —E W E . Harisinghani 28 A BOH] & 1
T A5 TE B I Y R I A8 Ak 2 40 K RL F- (superparam-
agnetic iron oxide nanoparticles, SPIONs)7E 5 25 &b
B RN, SCEE T GRS R 1T A2 W, Sugahara 55
APUTK: SPIONs # #%34 ik iRGD(CRGDKGPDO),
FHEESHRAEASR oBs/Bs MR BN M4 4
G, M S5 B AE W A o8 R B R R R EL
(gadolinium), HJ&—Fh& A MRI @&ZF, [FHEA]
DAREHE A BIFE DI REE A4k AR |, Crich 48 NP0
ELMEE R LBk A g ok s s v, DUAE 44T,
FE IR BT A LS IR 7 A AR G R AL R

X S WrE A (CT) BRI A Wy iR Y H 2L
TH, A2 2 | 4 s sl AR Py ik o s
4 3k B 1 52 ) S g KRR, SR e
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AV B o) B AT, ] LA i e Ao i 07 1) e 4R, ik
R, PR RGO PR . A ) e 24 L A e g
K A AU FR I LyP-1(CGNKRTRGC) B £ 1 T34 in
BABRAL (BiaS3) A KA 7 (i 2535 4l L 3R TR 32 14 p32
{10 o8 4 211 B 4R 1, BB R A SRS R G D4R
ftE s S RE CT BUR, T — DRI NAETT LG
U E RS

Ak, IE H & 5 B2 49 4 (positron emission
tomography, PET)ULiZ i 5 M2 WAl &, I8
A 1M A 2 TR SR #638 CD105, Hong 25 N ™R 1
i, K4 Ik A B4 (graphene oxide, GO)5 CD105 )
PUAZE G, WRESEARIC IR LA, X g R4 38 ) o
B, PR **Cu A MRS GO b, F ] Ll i fic {7
VEFES A **Cu, XFIIET GO A4 KA KL B AT 7 i
AL AE PET 55, DTS5 BEIMR (1412 7.

[] B Bk 2 AT B T B AT O 1 5 DR 1Y
GUKARL, BIAEPIRN USRHAR T4, SR 2 Wi
HEOTERR A SR E B, RIS, R4S
(near-infrared fluorescence, NIRF){{% 41 PET % if
W — X IR AL A B0 Chen IHEIZH BTV 2 ik
A AR T TR ) 1 22 Ik RGDAC T 21
HMAPEEY R} CyS.5, FRKE *Cu a8 LB 1 11
WHE, LAHAIH] RGDAC K bR 1] 21 g &5 47, Jf:
S35 NIRF SR A0 PET BG5S i 47 52 .
S UG RORE 5k — B 3, (H B3] LAy i
T R IZ W 7 v S AL Y S I

3.2 W R RGN R A R IR B A BE I 5

BT YK AR MRS, B TSRS, 5
— ol W S BT T PTG AR IR, X R ER T
A= A I 4 B A A T R SRS, — EL 3 K iR
BB, B TS B R R S A SO B R AR S, DT
AR

988 Bl A 35 3 R B R L IRR K P-4 a4
L) pHFAIKT. Crayton 25 N\ PN 2, — Bse B %
$2%] SPIONS (1) 1/ i MRI A9 & 52702 Wi s, it
YK ELAT pH RN G ZNFRTE, FEIE R AR PG IR,
40 K RE AN R T, — L fioh 2 bR 2 20 B0 fRmR
BT, H TR IE LAy, Y 1E L B G RRF 2 7E i
ST A5 55 I JRe A B e A A LR A e e S A TR
LA, MR T MRI {55

TR A O AR O R R A — AN R AE
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[] A AT A FH Of 18 3 g i 78064 ek FH T 12 W i g 1Y) &%
AR RE T 4 R R B (MMPs) s 2 B 8 4R
I B AR Y, AR 29K SR MMPs
M3, Chen BT BV FH IR 1/ 8 240 Lk R
H, WIHA BT — R A B A 28 6 FE A (Cy5.5) Fi e
KF(BHO-3) A& ki A, Horpgob 3L
it —Bt MMP i ()i IR B B R R iy, DLk
VE R R BRI A . T RE R LR B kb, 7E
IEHARAT, SR AR Cys5.5 4 FoEK 1)
RZS, YEREFEE MMP i =F & #4 B s 5 A7 (MMP-2,
-9, -13, -14 MI-16)A}, EFEFFEILM L K MMP
M UIWT, 30 Cys5.5 WERFIRMMIE, MEHHN, N
1M 7= AR 5, A 18 S 7 S #5065 bR 41 it Ja
SRR AR AR A4S 2 T BRAIE.

4 GRBARVERRE T b FCA R B U IR
R

I TG Kb B ) IR 0 YR T U B 2 R R AR
MAEGE /N T2 (IR R . B ES R AEY T
GRIT PR FRSE), L2 A FH 40 K Uk AR B 1Yt
AN AR, R A A TAEMGE. K259 n 4k
NGRS 1 B e Tm, LA KR T o 2R Ak
AR, o Al K 254y F HEEH T A
Yk AR Z 0%, B annT DL e m o7 sk
JEORE PP R e T UV gl R bRl T AR AL
WREMKBE ARG, v FER 2R X
MW TAEh E L 8UF, Wang 25 Al mPEG-
PLGA 4 KM T [7] B 32 28 B I Jeg 119 25 7K 1 24 4 Bl
R K E 250 BRI, 9K R 2 ] B by b gk A b
RN, KB T AP 25 IR T RCR (B ).

FILF A9 K 4 BE T 245 0 AN AN — PR (938 7 I
PR B SR, AR — N E A FOR, w LUK RIS i
LI AL. TRIEE, K e 4 e gy, I8 e
TR B35 SFe H0 ] e g, s 4 R B AR A IR 3 9 4R 1Y)
BT 1.

4.1 GORAPRHR I IR B PR BER g

L REREP RPN Y IS SR S v E S BN R E
IR Fp B 5 A M S AR I AL 28, X R R
AR BB EAT R S B Ao B B . MR T A
Ji A e A R R kR S AR i S i 1 A ik )
FUT B 9K BRI BT SR AL TR BB HE
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Bl 1 FURGRARLEH S M2 — B ™

[1) 33X 6 43~ ] LA 3G 0 35 5T 40 B G 40 DK A4 R 4 45 A
FF 9D X 1 H A0 M EIAE A, X7 A ST E R
ZiE.

(1) B0 pRs L P9 R . I P R AN i 2
i g T 58 1) B A Ay, — S 2 S ) R A N
R A0 B0 9 K R R T M KA. R ER
T %) 9 DK R Ak B i) S 000 ) g i A i A T ) 42 i
Wl A K 5%, xR HAA 2 ML
(1) TCZg KA AL v B Az ) Bt B 380 508 i 9 A2 0 DX 38
(2) PN B2 40 1) 35 A% A i 1 mT LA A AR A g8 = A= T 24
PR AR (3) R 1M1 457 P e 40 L ) s s A . A e
AN rh e Ak, H ) IR A 2 R — R BUE SR T Y
TT—,%[W]'

T T B — SEHGE IR ST, A R IR gk
ERIT ity ALIT 259 R S — e R I A oy T ok
Tt B ggE 4 i 25 4 O, FLAE 2002 45, Hood 45 A
R, FIHAEEAER oB; MAKR Fizdk—
ANGAR ) Raf FEP R I KA, W EON A gE T
Kpig iR Ak, ok Z Uik oy X, Kk by 4
(W5 Z K A2 1) . siRNA . JRITHEPLIR 19 90Kk T
&M F LRI B IR RGD Y ZE AR 78 S Be A, X 4100 i) 2%
B E o By PR R R I R R A0 i AR B T
BAFRIMER, RIRFREAR T 2% Ew A8 EE, B
WD T 2 LE R PG BRI 031001 ] R, — gy

KL - RE A 100 ] P e 5 A%, U B ) B A R INTRYT
T Bt 2 40 K A A 7E 1 o) PR A By T IR R A R R
B O,

— el K bR VEGF/VEGER AR K #8475 5 4 5
Jib e 145 A= A, @ A ) VEGFR SR VEGF 514
B 40 i &5 4 U7, Bl ot B8 1 VEGE M1 [ I
VEGF 5HZMpLE &1, 3 WA 7 i 24 5 i
S5 40 I %5 BfE 4> F -1(vascular cell adhesion
molecule-1, VCAM- 1)t & 522 (1) 48 A= sl 42 1K 5,
B AR T LA P R A M T, AE 22 R0 R b can
. e . FLARE . BORE . BaE . Bm e
VS 240 5 ) 0 A e 2 ik U010 S D B AT Y
Gosk % NMONRGE T84 VCAM-1 HiiRAYHE ik
AT VE FH T B e it P9 Bz 0 B, o P9 B 4 L B TR S
ek A vieAs, NS BA T YRR

(i) 00 ) vk P8 ol B 458 2 vk 968 40 L 7 ip 1) 9 72
JiyRs 2 2 ) — BB A, WA R o Bs A R I T
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Applications of nanotechnology in targeting and regulating the tumor
microenvironment

DING YanPing, JI TianJiao, SONG Xiao & NIE GuanglJun

CAS Key Laboratory for Biomedical Effects of Nanomaterials and Nanosafety, National Center for Nanoscience and Technology,
Beijing 100190, China

Tumor is an ensemble performance of tumor cells, the surrounding stromal cells and non-cellular components. Since tumor
microenvironment plays fundamental roles in tumor growth and metastasis, emerging studies have been investigating diagnostic and
therapeutic agents which can target or regulate the tumor stroma. Cancer nanotechnology, as an integrated platform, has the potential
to accurately monitor tumor for early diagnosis and dramatically improve the targeted, long-lasting and combinational therapy.
Compared with traditional therapeutics, nanomaterials can easily achieve the tumor areas. In the current review, we summarized the
characteristics of the tumor microenvironment, current anti-tumor stroma drugs, and the recent progress on the applications of
nanotechnology in tumor microenvironment-based diagnosis and therapeutics, showing our perspectives on achieving tumor specific
recognition and integration of diagnostic and therapeutic functions into multifunctional nanomaterials.
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