8l
=
i
E
il

J Med Res,Aug 2017 ,Vol. 46 No. 8

BIRMEARNESRESE n KM A

G

Hul

M R

W OE PEEFME AN (circulating tumor cells , CTCs) & pl 52 U Jif 98 1 7 22 M0 900 35 b 5 16 6 10 240 M 285 S A W 2 hn i6 )
FEAE 22 5 B IR A I o 2 T JLEORE (A0, B S AL M I R e, AR XY T SRR A, H A8 15 802 K. H CTCs fEMR IR RGP L
D WA IR XE . CTCs & S A% E T Be iy R0 A B T i e B 1912 Wy B0 1) 36 5 14 977 8000 W7 I 0 1 i o A SOt 9 16

i 96 400 D ) S SRR R R R S g 1 I PR R P B — B
KRR EAMBEMNE RWEAR AR
HESES RT3 MERERIRED A

15 24 i 958 41 Bt ( circulating tumor cells , CTCs) J&
& R R B RS T 45 A T s S A D R kb B A% Lt
AL WRAE 25 100 i 988 40 M, R 2 A T, 2 B i
AT B , R R SR R R A

il CTCs 2 VA TG A 1) — b 5 =, VA 37 A i
A5 K5 I 4G 4 Ak 98 DNA  ( circulating tumor DNA, ct
DNA) FlAM A A (8 A6 D o A 358 6z A A — ol i 19 52
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B 7 AN PR i g A0 L A, 3 A B LA B A R A0 i
5 A B AR A 008 A e 96 40 S T B 70 B R R 1,
Horp g fEny BoAT B 338 73 1 18 CTCs FR A 115 26 i
I8 T 48 M ( circulating stem cells, CSCs) 41 CTCs 4H
MR PURAREY 5 E AL Rk ER, AR
Mo FEE, RA B ). CTCs =M 3| & # 5 K
5 W 41 B ( disseminated tumor cells, DTCs) ,— H.

YR BAAL :310009 AN , W VT 27 B2 27 g B 55 — 1% e o B
T IRAE PR 2R, 18 42 S0, B 75 4« chenlr999@ 163. com

- 194 -

DOI 10.11969/j. issn. 1673-548X.2017. 08. 049

K 3 DTCs, fih 6 52 5 e # AU 1] g 7t o

M 25 ok &z 18] 5 %5 ke (epithelial to mesenchy-
mal transition, EMT) , 58 i 24 fifg #b 55 o i A 50 A il
JEFRRLA CTCs o EMT B CTCs % 1 [ 7 41 i
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