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hE R AR 20174 H47H B 1M
F1 BBENSHEARERERR"
FE i )E i 4 i S A Wes 163 96 T P iR AR T2 K 2% 3Lk
1965 Frog Renal adenocarcinoma - Tadpoles [10]
1969 Frog Triploid tumor cells - Triploid tadpoles [11]
2003 Mouse Medulloblastomas - Embryos (E7.5) [12]
2004 Mouse R545 Yes Adult mouse [13]
2004 Mouse F9, P19, METT-1 Yes Embryos (E14.5) [14]

a) R545: A Z Y1 ; F9, P19, METT-1: JIE i /8 41 i

N N = A R R P R I = A A e
M RZ AL AN R F iR P b, [FIAEES B AR S, DR
{4 1) = A PRt} 55 2R 8L, 20034, Li%e AR/
S (Mus musculus) 5 T WAFE] T L 25 . H k40
MR B A, AT R IR E Prel™ /N BRI B 4 4
AR T DA SCREE R TR B IF TR R IE, By B ()
Je, IXELFE N AT DUE i AT SR = IR 2 25 M R 5 K
SRR AR T ELAS 7 AR AR AR, 1K e S 56 I A g B
Tiffy M 2 ) R O P 4 L 1) D 2 >R B T R A e 4 i
R E TR AR AL A, 54, Em s e e R
(788 At 7 ] R A2 HH A e F 0 2 L BT 1) R AR 5 .
N T RVIX S T REAFLE ¥ 1] 7, Hochedlingers AR
F 7B U BP0 v B SR 7 1, IR & 43 R 26 B
B Lk 5 JE K] 2H 2% 22 (comparative genomic hybridization,
CGH)E AR, H 5 Bt AA /) B H A AH [A) 35 B5 R ) /N B R
F AT AE A A ot BEAE T35, AR B 17 e o A A i
K F A0 A, HERR 1A SR R BT AR T R,
T HL 58 % Xof 55 4 12 5 240 M AZ (1) % 8 A0 M k47 5
TEAH IR 23 B, A A0S 22 Pl 20 BLEEAT T A e A% SR,
R bk R 7L e A A AT DA SRR IR
& PR AT K B I8 B3 AE 2 AN 5 7= A2 W fig 1 28 i
(embryonic stem cells, ESC)FEAH . M RASTS T 1 B4 €4
I A A% AT LU s ZE IR T HLBESS & HHESCHRE4
Ji. IZESCHE 0 B A4 N AN BE 73 A0 B 22 Fh 2 i, 045 78
RGN AN BT SRS M T ELRETE UK & 1A
ANERL SR, S AR RN RAH L, kG R R E
FSCER) PR B A B i R R 2 1, SR IR AR SRR T
HIRIRE . 55 46, XHZESCHEZN M 2 ¥, Hochedlinger
SNWRW T AT RE: EATRER B — B
A B R A . AR TR P IR AN AL
20044, Ry 7 HE— 25 VAL E T 45 00 20 M SR PR Rk
BIFREX — R, MR S i A% O R H s e

JE£, Blelloch5 AR L if e 4 D R AT 1 A A 5k
% SEHRBL, B AR E L EUR T RE K IR R 7 41
2 (F9, P19, METT-1){E A% 7 J5 241 g 52 B 39T O AR
fa k&, P A IEH R FER, IF e i Boh ™ AL ESCHE
. SR, EBUR kKR A AT O T XL AR
VR HTESCREAN L 5 At 1125 B B BL AR IR i 768 20 i B AT
MR RE, X5 DUE M #R0E IF4F— 2

2 iPSCE AR T E L

AR b, RS AT 105 40 M % g 2 1 R O
SRR Y, T HIX Leff S AR A R BRIE S & L. 2006
120074, Yamanaka [4] BA!">'38 i35 Oct4, Sox2, Kl1f4
Flc-Myc 4/ 5% Kl (Yamanaka K 7-) 56 J5 5 A/ B
FHN Y AR s 21 4 241 i e, 1) 44 3% 8 2 7044 1 248 g =
YA NESCHE 1)1 1% 2 5 T- 4l (induced pluripotent
stem cells, iPSC). iPSCE A [ ir] 9Bt 5t #1192 4t 1
— AN R T VK T2 AN (R 2 A 4 e ik
TEWAE, K AR (22). ZH AR A A
IR A BE 2 TP R T 3 20, 1 HoN W 70 e e 25 R
993 [0 2 WEE % B2 (4t 7 AR T ARG 57 B L R ) ik

2008 4F, Lin%E N7 F| I miRNA-302 1 X & %%
(2%~5%) HKE N 1) 5 €0 298 RN T 5 Risdes 40 B 2R S 4 2
NEH ZERCIRESESCREAN M. B 4nfe 5 4 il A
X B ESYH M A 5% (1 bx &, 110 HL A4 A 8 ¥ ok e i 789 .
20094, Utikal %5 N FH /N B SR R RA1 IR R K
P4 84 1) Yamanaka [K] T tH 58 /- 5 22 €6 2 J88 40 i ) £
Y FE, 1 H 48 HSOX2xf TiZ H g fE & JE L FHF . 2010
4, MiyoshiZs N\ "F FIiPSCH AR TE N B i Jes 40 i o
JETF T M E IR FERT 7T . AT R B, 383 s i s 0
5 Yamanaka[H 7SN, A IAEEERE. BFE. H
ol FHEZE S ImiE i & b 5 2 REIR A A

1205



RS A E AR W e N S X

2 IPSCHEREABERBHRT"

F s et 440 D 25 7Y g R Tk WlGRIE AW ZEER
2008 Human ColoF1PC3 Retroviral miR-302 Yes - [17]
2009 Mouse R545 Lentiviral Oct4, KIf4llc-Myc Yes Adult mouse [18]
2010 Human Gastrointestinal cell lines Retroviral 8% Lentiviral OSKM - - [19]
2010 Human KBM7 Retroviral OSKM Yes - [20]
2011 Human CML primary cells Episomal OSKM, Nanog, Lin28 - - [21]
2011 Human A549 Lentiviral OSNL andnondegradable HIFo - - [22]
2012 Human CML primary cells Retroviral OSKM Yes - [23]
2013 Human MCF-7 Retroviral OSKM - - [24]
2013 Human JMML primary cells Lentiviral OSKM Yes - [25]
2013 Human PDAC primary cells Lentiviral OSKM Yes - [26]
GBM neural stem (GNS) .
2013 Human . PiggyBac Oct4 Ff1KIf4 Yes - [27]
cell lines
2013 Human Sarcoma cell lines Lentiviral OSKM, Nanog, Lin28 Yes - [28]
Acute myeloid leukemia .
2014 Mouse 1L Dox-induced OSKM Yes Adult mouse [29]
cells
Myelodysplasticsyn- .
2015 Human Lentiviral OSKM Yes - [30]
dromes (MDS)
2015 Human CHLA-10 Episomal OSKM Yes - [31]
2015 Human LFS primary cells Sendai viral OSKM Yes - [32]
Acute lymphoblastic .
2016 Mouse Dox-induced OSKM Yes Adult mouse [33]

leukemia cells

a) ColoflIR545: A0 ZLR AN, PC3: Tl 41 JJ 41 i ; KBM7: 181t &8 2 (1 M55 41 ; AS49: il 41 ; MCF-7: LIRS 41 e ; CHLA-10:
33 G PR 41 L ; IMML: juvenile myelomonocytic leukemia, 4/J4F- 2 # - B AZ 21 il (5 IfiL )i ; PDAC: pancreatic ductal adenocarcinoma, i i 5 it
J%; GBM: glioblastoma multiforme, 22 7% 14 Jiit 53 £ 40 g 8 ; LFS: Li-Fraumeni syndrome, Z=-fif 3¢ J& 43 & if ; CML: chronic myelocytic leukemia,

1 PEE & A

KEHMERIA, i Nanog, Ssead, Tra-1-60F1Tra-1-80.
7535 AL RETE RS B (1) = IR 2 S5, T R & &
) Do e 24 i U AS L % X R R ). TE AR AN A SR R
75T 5 4 i B A 2218 8 TE I A, IF B ki =
YEIT U R 0. 7E A N B8 S I R BN, BUR 1
N BE. ] L, ik iPSC AR BT DK JEE 40 M AT H g
&, HYImfE )G rm Al IR 13 1 — € £ Rt 1 HoB Ak
TRIEBEAK. J5 R A &K, YamanakalX T/ 5 #JiPSC
FARE AT UK N R LY R e
AR A S R R 4T 3 AT E SR R

Al 55 9 1 2 g B T 0 B4 Hp 7R T LV
J 1. Carette5 APV 2 %+ A\ B9 CML 20748 11 41 i &
KBM73AT T EWFE. HFF R, RAEFEBUR R R R
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A5 AN AT SR e S 2 ThREIRAS, B2 ()02 J ok P A%
WA BCR-ABL EU FE K] i) CMLYE 4w F2 2 J5 B ARATY
FIEBCR-ABLE & & A, (HHI 2 % T Xt BCR-ABL YK
I, X P G 3 8 A BN FERRURR. SR A R I, KX
L CML V5 1)iPSC(CML-iPSCs) 175 5 73 4 i it 1 49 i
Ja H WK E T 5 BCR-ABLWI K #itE. CML 2 A #AA: 4%
HH I 20 P 2 AR BELY, (H B R AR IS A ek 2 T ke
J7: A PN S BE TR R G R, REAS I 2 ST 1 = iR 2
GERL; PR A SIS RE TR AR A, BRI 2 R AT
k. J5 3k, Kumano2s N\ PIE %t 5 AL CMLZH i 25 2 F5 1)
W AR 3] T 2R S5 8, it — 5 X% CML-iPSCs
SIS & R H BT T 0 BCR-ABLIS Ifi
I B ) IE A AP K RERK 1/2, AKT, INK & STATS ) ik
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i ik, H A ERK1/2, AKT, INK## R 1L %} T-iPSC % ESC
(10 24k 45 th 1] 2 B2, 17 STATS B R 14 7 1E % iPSC A 4 ik
WL WP, £t S B JE AL PL)S, f/ECML-iPSCs Y,
ERK1/2, AKT L INK HIBERR RS I R K AR e, T AE
CML-iPSCs K ¥l )& 1L 48 i 35 gk 2> . STAT-5 (1 IR
AR & 35 ) R B ax s LR W, 7ECML-iPSCs
o YEFFIPSCA A7 I IX L4455 (ERK1/2, AKT, INK) ] fig
YREN T L JE 4 BCR-ABLIFI | AT 53U BCR-ABL
WivEE 2. B2 T CML, IMML™, & 8650 4 5 48
1IE (myelodysplastic syndromes, MDS)*" 1 5 Ji5 4 75 5
T HEGE.

I e A i o R A A A B ) R e T S
B RR. XM RN FHEmES FEIER
YA N, AT 5 M 5 R 3Rk B o608 e o R B, AN
PR RS T TR R ST R e PR S FH . R 1 g 7R
oA IR 57 21 AL, HuZs AP FilMoore 5 A PR
Episomal i Fi /1 5 [ JE 5 & M 8 g FE B R 26 J5 AT CML
J I3 IR Al (Ewing’s sarcoma, EWS)HEAT T HE 4w FE.
Stricker N7 I JE %8 & 1 (¥ PiggyBac J8& 1 & 2y %ot
GBMHT T EIwfe. Al Gt N T AE B A 1t E o
2. 20154F, Lee® NP HIAL & 9 8 X LFSHEAT T 4w
FE. AR T PP X 2 AN JSPSCE REME R R 1, BLAE I
ANTEHE RE SR/ BRI — PRI I 1R S R S 50 B O 5 4
M2 S 56 K B g FE IR 4IRS 5 R L IE I 2 REIR A,
JER AR T P 4 v A T A 2 P R B A 8 15 1 T A 1)
PR, AUEAR SIS = Ny 1 — NSRS &R L (acute
myeloid leukemia, AML) R 32 45 8 75 5, (1) 48 1f 41
i i B SRR NSRBI A & M AFI(MLL-AF9) il &
FEDR. %6 I 40 M 52 2 75 35 2R (doxcycline, Dox) % il 3
%1 Yamanaka R 7. SZ36 & B, ¥S INDox £ 15 75 3L, M
1975 441 G f6 e T 42 b % A5 RGPS C, S HL BT i W ity 98
R AR, A BEZ, K2 HiRE /N RAEHAHA W
B R R E R E R 2R A AML. 1 H R B, Aig 2 E
S T2 200 3 S A R 1) F L9 4 S A YR T R A 1
1 M5 7S G 4 B 122 26 B — IR R B, JEAR g At e T
DA 5 g 12 LA BE TR BRI BR 1) 42 BE MEPSC.
588 2 1 I A B, 9k 2R I A A T A A g
TEAF —HR I A2, U A A S Dot B AR S Ttk B2
4 ff 1 I (T-ALL)4H i dE AT 1 4 2, H 92 5 1)
iPSC H A A e, AN RETE Rk B 1 987 17 L 1, B8 T B dik

RS

3 HAE A FHELRE

19754, Mintz Al Ilimensee"* T 44 A1) F R ¥ 9% 5515
SR 709 40 B ) FE . A7) e B U I e 40 M v S
FI[F R BRI, B8 7= AR AN JHORE B i A A /N B
M HLiZe N RO LA 1E 5 SR D RE ARG T IR TR UG
fR.19764F, fliAl] XS E 3 HEAT T 5 I e 40 e A
YRR S SEG, HE— 2D UE T S iR e 40 M 7 2 4 A S
SRS T AREMERY. AN, IR R B, AR kA
W BE A 59 40 AL (1) FE 2w 2. 19784E, Howell il Sager””
il R B 4N A 55 1E 4 il R DA o 41 R R 250
PEERAL.

4 T 0

4.1 EEPUERE A AR

Ja RE A TR P R L TR A A B R E B, Y
A RE A AL 268 K 2 40k B T 85 & B IRR (9 AR
T e LSRR A AR AR L I S AR AR S G U e R ) A
5t A AR A 1R N AN AR, EL 0 T0 V2 3 R B S0 g 0 )
JRAF BLC. g 2 i B g R N U RE OB TR T
BT BM& R, o L BUEE RS, RN
HRRIE 2 T 1) R R BT S AR TS B 22 1)
JeeIE . X R I R R P A v, THUS R 22 B2 i AA
JT AR R M. 48K 22 501 i i I PDAC. Kim%: A\ P
7E X PDAC 5 4 F2 [ i 5+ K 31, PDAC K Y5 1iPSC
A DATE G Y28 5 e /0 B PN R A JBE IR 7 P 983 4% (PanlN).
PanIN/ZPDAC [ HT AT B, AT LLIZWT 7] 12 2% 14 B B i
A5 N PanINFELN ik — 45 55 55 R I, A 168 73 MR £
SRt AL AL HE B BB b R,
XU [ 1) 52 5 5 KT HNF4a i 1% . HNF4osZ — Figr
(KL 53 R T, 78 LLAE IR PDACHT 58 o 31 3% A 4 R B T8
2 HNF4afE N 1) J R i3k F i 72 vh o 15 B A7 E e 2
N IIPDACZL 2% 51 3 W, HNF4aks 5 17 4E T PDAC
B AR Y B, 75 M I PDACH 4 H AN AE.
AT AL, e 4T AR EE g FE A Y 1) 2 ST AN e T B g R 3
IEFE, 1 REFE BhER I Er 0 AE kA G R 5 R
T A I T 96 R 1) R BB TT .

4.2 PRITREAE B W 15
IR P 7 2 P i 2 i D 43 PR B A AR LA 1

1207



RS A E AR W e N S X

R AR R WA A 1E 1E 40 B R B R I G BT
BRI AR IR R R R 45 S Rl k. 5 A, 75 Mg
A AR R, e AT DAJE YOS B0 R DAL, UK R ) 3
DR SR R M 3 . 4 9 T R i S e A Y.
W1, P16FAVHLEE e $0 i) 3 PR 78 R o 3 (R s 3l 7 X
R AT T ERY. R AR R4 2R (1 A8 1 24 0 ] LA
1) e 96 200 P ST P B B, IX — 1 A At S TGS N
IR 0 ) 35 DR A SR 10Tl 0 30 e 2 WA A ) T
e Ji S g A B P e 0 o B R SOV T T
AT LR FUIIE O FWL R P ML, R T iE VR TT A
RO i 2 4 AR R TR U RE R 4 1 — el
PR T B LA IR AR AEAR R DA LI MLL-AF9
AMLAE RS H - 1L j5 41 A o] BA#E A8 BRPSC, iPSCHH 1]
LS AR B 75 40 . RNA 20 B & B0, 763X e )
DURH B 36735 () [ 95 F1iPSC 2 8], %M B A 584 w)
WA R R SRR v O, B R R A X — S R G
P O 0 HLRT 0, AR R DAE — 25 TR IR 1
RAFNG L R 2. BUE R MLL-AF95Z LTR )5
BT IKE. fEESCH, LTRJE 1 i% 1 7l PA# KAP1 8
DNA F AL T i8R, Wi, £ AML R IE iPSCHr,
MLL-AF9-GFPH- A Kk, K HIEAMLKIEFiPSCH
MLL-AF9R . T ULER. FEX MLL-AF9 3" LTR 347 &
V155 188 2 5 PRI L0 5 0 M I R, 55 DR A 1 L 95 400
Bl A I 40 B A Bk, AMILSRJE AiPSC LTRIX K4
TR AL X R P MLL-AF9WI DUER f& HLTR
R S 8. BARIX —HLHI FEA BE R B B L0 K
A B SEBRAE L, (3 AT DLIRNAR R RE 5 28 IS A% 5L
ot R B L% 23 ML, 320 T 3-8 1 1 I v
J7 B

4.3 B oR T 40

S R 52 5 e B 2 24 A I DR THD I 7Y — IO K
ME . 7E R 2 2 AR TR — /NI A B T A R R
(20 M R4, BT B TR AR 0, B AR O iR T
AT S B A SO AN BB, DRk R i
I IR ST 5 AR T B 80 e - P, SR N T
gk e 98 - 200 PP A 40 2 AR P R HE TR T 4 S e
YRIT 2, KT RRE YR B CEK. AR, BT R
T (AR 2D, BEAR TE A PR B I 43 B9 H X AN 0L 2
AR TR M P s 200 o 2 2 g T8 B e 8 T 2 PR 1L T —
PR EF 1 7775, CMLs2 — 28 HBCR-ABLf# & HE A 5 /2
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PR3 I T 400 P S e o e S s . B B AT DAE
53Kk CMLAZH i 45 &, X6 CMLA & IR I a7
RO, B — B 25 A i 2 R, X RCMLHF
TECML 40 M. $RBNXFETA0M, T XA E
P, X TG CMLA %5 B B 5 Y. CaretteZs A48 H,
CMLKE 1iPSC(CML-iPSCs) %k 2= T BCR-ABLIK#itE:,
AT E B e 1) AR EEAS PR AU B IX SPSC 1A
I8 AP, F R T 6B 1 B Je A B A Uk . B
NA BRI, KumanoZs AP HE— 5 #5 Y, CML-iPSCs
SRR P 3 I 40 B A A R L4 e (C D347 CD45™)
7 BE VK 5 0t A7 5 e A B ) AU, T A X R AN
B EA ) I 28 D (CD34 738790745 ) % £7 T %5 J& A FAT5 4R
AU, CMLT- 41 g 5 CD34 38 9045 1X B AN 1l 24 )
I 4 B AE % AR ABL: #R R I BCR-ABL & F IR, {H #13%
KT 5t BCR-ABLII RS I, %ot (7 I B JE A BEAS P A0URK
1 3% J Ak B fS STATS B R AL BE A, {H H) A 520 AKT
BEIRAL. W W, CML T4l 5 CD34 38 90745 X B A ik
FALP) I 40 B 2 8] AT BEAFAEVF 2 SE [E AR A ML) R
CML-iPSCs K5 [f1CD34 38790 45 4] Jif 5k 11 E 8 4 3t
1B EECMLT- 44 g, 3351 2 F- 3R CML i 25 &2 &% B HL I,
T A R AR B AT LLAR 6 CML ) 7 7.

4.4 fIn3d HU g 25 Y W O 0 AP

iPSCI) H 358 A 2 1) 73 A0 e N 2450 1) e e 6
i e S BEME SO ARAL T — AN RIFITEM. E T
Ja ST S R e 1 P S O i AR Y, B e 4 ] DA gk
2R PR 4 B AT 40 4. T B B R PGPS Cite — 22
SRR, AT AR5 T A &), tn4 s 4
Sz 3 YE R 6 2 B4R (A I 97 (acute promyelocytic
leukemia, APL) {74471 T % 308 3 H 5] &2 f1iPSC
[F) B — S 4 I B2 43 A B AR Y, AT DA G AH G 1Y
INGR - E AN P FE R AE . IMML 2 —Fh 2 WL ) e
P 3 L 200 P G A S P, A I A ik R - PR
& )38 X T (granulocyte-macrophage colony-stimulating
factor, GM-CSF) /= & Uk, 3t 1 5 2ok 88 2 5 40 i K
& HREK. XM R mBOEE, i — %
(Y6 @7V s T AR i A 8 048 1 IMML
SRR IIPSC 434k i ifi 20 B 475 58 B A& IMML [P 45
M BB R G R AL, RREEIE S GM-CSE. F X
— AL, WS I 0 3k A MEK S ) 71 PD90 1
BE P& (X GM-CSF i U, b b & A, w0,
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T we i AH S IPSC o A5 0 1ty 3 37K 2 (2 kB e 2540)
IR A

5 B4iERE

Jee: 4 R FE G R I FE A — S M N i R A R
JRNLHIR AL T — R (O BF 000 7, T R YA 9T
iR T HTHE . Kim%5E A\ P@ it % PDAC ) 4 72
Pl T PDACH) % 2E Je 3k Jg 33 72 Carette 2 NPV CML
HY EE Ym AE T 72 B3R B CML T 40 i, M1 AR v CML;
IMIML f 55 4 FEAIF 7048 05 e 3 — 28 WL 56 1) 24
Yir R, SR A EE A R E T IR AE IR 2 1) 1
Je AR A (g8 A0 P AT T AR B 4 2. 7EHochedlinger
2 NP 7E R AT B 3R A% T DA S AR, 1T
SHAth T 4 A% B0 R BT DAL X AT A S A0 AR 1 25, A

6 BT Adk (%) JE 1R DL R i 4 i o A ) %) 6 R MR A Ok, B
VR, 5 15 5 2 0 2 2 R AH EL, g8 4 PR R 4 B S AR R
PRAR, T H 2 R A A 58 4 E g . 4K 2196 2 o =2 4 72
TR A B A, X — D P e R AR ROR DL 5E
A E g FE A B R L. BN, k&R AR e AR
B, I AR R AL g & I T2, NF-xB, DOT1L A
LSD115 5 18 % 1F /& T-ALL 5 g 2 10 72 o (1) < B 5,
I3 T A IX L5 508 B 5 Ae 52 = T-ALL 5 9 F2 11 2%
FKgLAh, B AR A AEAR 22 HoAh e 5 R T VAR
— . Y P 40 L ) RS VR AN DA R B g AR S 11 4 i [R]
PG BUR 55 X L 0] J A 2 — 2D LR R R
e, AEAT AT WAPSCHE A 138 K Fl 8L % K K ek g
YT B g A2 B T AR T AN EE AR I IR AN
BIF F0 A 245 TF i N 2R B i E T B b 1 — AN B R

25 3Rk
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Cancer cell reprogramming: methodologies, applications
and implications

SHEN Jun & CHENG Tao

State Key Laboratory of Experimental Hematology, Institute of Hematology & Blood Diseases Hospital, Chinese Academy
of Medical Science & Peking Union Medical College, Tianjin 300020, China

Cancer, as a major malignant disease, has aroused widespread concern and attention of the society because of its increasing
incidence and mortality. Cancer research is becoming increasingly extensive and deep. However, due to complexity of the
development of cancer, it still faces a great challenge in thoroughly understanding the mechanism of cancer development
and exploring the effective treatment strategies. In recent years, with the development of cell reprogramming technology,
not only normal cells can be reprogrammed into a pluripotent state, but also cancer cells can be reversed. More and more
studies have indicated that there are many similarities between carcinogenesis and reprogramming. Reprogramming
cancer cells will provide us a unique approach and idea for exploring the occurrence and development of cancer and its
treatment. This article reviews the methodologies, applications and implications of cancer cell reprogramming.

cancer, reprogramming, nuclear transplantation, induced pluripotent stem cell (iPSC)

doi: 10.1360/N052016-00330

1211


https://doi.org/10.1360/N052016-0030

	癌细胞重编程: 研究方法、应用及意义
	摘要
	1 细胞核移植介导的重编程
	2 iPSC技术介导的重编程
	3 其他技术介导的重编程
	4 癌细胞重编程的应用及意义
	4.1 重现癌症演变进程
	4.2 探究癌症的表观调控
	4.3 追踪肿瘤干细胞
	4.4 加速抗癌药物的筛选和评价

	5 总结与展望
	参考文献

