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[ Abstract | Background and purpose: Cancer microenvironment has become a hot topic of cancer research. It
is important in the initiation of colorectal cancer. This study aimed to discuss the correlation between the characteristics of
tissue culture in vitro and different cell types in cancer microenvironment. Methods: Samples were collected at different
distances from the colorectal cancer lesions, which were named as positions 1, 2 and 3 from distal to proximal. Tissues were
cut into 1-2 mm” for in vitro culturing. HE staining was used to observe the structure of crypts. Immunohistochemistry was
used to detect the expressions of Cyclin D1 (CD1), CD133, cytokeratinl8 (CK18), vimentin and a —smooth muscle actin
(o =SMA). Results: Position 3 grew faster than position 2 and position 1. As getting closer to the colorectal cancer lesions,
expressions of CD1, CD133, vimentin and o —SMA were increased while expression of CK18 was decreased. Conclusion:
The tissue structure and the expression of different cell types in cancer microenvironment changed more seriously as get—
ting closer to the colorectal cancer lesions. This indicated that the change of cancer microenvironment may contribute to the
initiation of colorectal cancer.
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Fig. 1 Position of tissues used in this research

Position 1: Distance from CRC lesions =10 cm; Position 2: Distance
from CRC lesions=5 c¢m; Position 3: Distance from CRC lesions=2
cm

112 EZZRXA

CK18(bs—1339R). vimentin(hs-8533R).
CD1(bs—0623R)FICD133(bs—0209R) Iy [ It 5T 1
BAREYHARARAA, a-SMA (ab124964)
I H P E Abcam 2y /], SABCK RIgGikH &
(SA1025)FISABCAIgGik 7l £ (SA1022) 11 FH &
WA TRARAE, HFRWRPMI-
1640(C11875), Hanks ZZ i (C14175), H &
FMIBERE R (15140)1 A 22 E GibeoAH], CO K%
FEFW H EE ThermoA ], 8] B A1 22 1 s
(DP70) F H AXOlympus/A F) o FEAl 35 77
RPMI-1640(F % £ 100U/mL, 58 E 100 g/
ml). HanksiZ%iif (% 552200 U/mL., 5 R
200 wg/mL). Hanks VR (& H %X 100 U/mL,
BERF 100 pg/ml),
1.2 FEFE
1.2.1 a3k

FARZPCHEHLRA, & T2 A Hanks
R SR . AT, Bl 3
MHERALAVLHLUREAR LBRIFFEL LY . A5 T4 2R
M#EEHE, M HanksPEW PR 100K, SR HF SR
BTIRRR SN, WA 8 85 KN 1~2
mm’ /N, RS IR E VRS, Ui
PR o s T ofLIE R b, W R ZRAK
W, FALUNRZAIE0.S em. 55 iF 5 TR
a5, BIET37 C. COMBSENS%HI G FRHH



(P DBEAER L) 20164EF265857H

603

i, 3 hE, FRALHGhSRMTIE, KGR
th, IAYEFRW, AZFEZE A L, TR
HE, PSR FE. B24 hERIEL K
7 dJE X HA LU KB T30H7
122 SIyEsgFam

AR Z4% Z R BEEE, WA aH,
FKH4 wmBEESY R FABLES KA, PBSH
Ve, 3% EALERTE IR AL, Tk
BE 15 min, MA—HTT4 CIR; FHPBSHE
2 minFE R 3K, THIAHN. —HF37 CHFEAR R
30 min, FAP B & U0 BHEE, R
HIDABR A, FRAKE Y, HMOBEEWIK, —
HREN, M IE R, BT B T s
ghE IR BEBIRR AR FHPBSAC R — i A BT
M2, N HIPP 6,09 38 BG4 B 34400 4% 41
G BHPE Py G BEAE (DA, 9k U0 7 BEAIL
e 6/ LT, [RIRHIN A2 [/]— 5K U1 B4l 2D
BAE RS 50, SN ) B DA 215 e DIE.
13 BIRAE I DIE(CODAR) ,  BIVA 2% B 7 1) 5
PRUEOCEEAE, SR )5 RFBEVE R ZFEA B COD
{H. HCODIEHAT/THT AN LLAL, DLk S g (A id
bR R Y (S R BN IR 2
1.3 ZEitFE

K HISPSS 16,058 14k {4 X &t 4 7 ab 22
B LB UL Fon , THE TR T 4R
HER ek 3 5% 7 22 934 P<0.05 8 25 R A 48

HrE

2 4 R

2.1 HREFER

HAEFRT dle kR, KREBHEAFERER
K kb3 5 g2 A K =, A
B2, Ho A0 A K R 3
PR, M1, 25 VS NG 2 e E g i E S
HE R3S AR(E2),
22 MFBELAREEHDH

S RRUES Y B R R W g kAR ) B
FE, BWERREE R E N WEIEIrZ
—, EWREMEFRESEES: LARKE
S LS00 EARBESE T, il HEYE (R 3 )
HROLLH A P RS B SRR IE I TS, TERE
Kkt i V3 2, B g5k
ARIEW TG B R, H9 % 55, WEH
RIEHR , HZ2ZHE5, iR/ NIER (KI3A).
MR FEAR [ 2 5 M R B B R B s, EAR
KANAR—, ARG SR, RS KH
K, HEFUHHT, B0 [a] o 240 M AARR 4 i A or
HEIM(EI3B) o A RE B R AR kil 19 3 5
PR S B s ik, AR AR >, AR
JS AN TE) BT A0 M B S 2, HESUFEY . ZEEL, 4
Mgy B A B ek AE . b 2 IR, 4 A%
K, RESmmAnE, BRERAIE, RS
HESWHR, ARRESEHTEEER, LR
HAUEH S5 (E3C).

2 fRoMESR

Fig.2 Culture in vitro

A:7d, position 1; B: 7 d, position 2; C: 7 d, position 3
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Fig. 3 HE staining

A: Position 1; B: Position 2; C: Position 3
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Fig. 4 The expressions of CD1, CD133, vimentin, CK18 and a-SMA in different positions detected by immunohistochemistry
(x400)
A: CDI, position 1; B: CD1, position 2; C: CD1, position 3; D: CD133, position 1; E: CD133, position 2; F: CD133, position 3; G: CK18, position

1; H: CK18, position 2; I: CK18, position 3; J: Vimentin, position 1; K: Vimentin, position 2; L: Vimentin, position 3; M: a-SMA, position 1; N:
a-SMA, position 2; O: a-SMA, position 3
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Fig. 5 Negative staining

(x400)

A: Negative staining, position 1; B: Negative staining, position 2; C: Negative staining, position 3
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