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M E B WIRERRIBE T 1 2K (colony - stimulating factor 1 receptor, CSF — 1R ) 75 & W i ) K35, I 00 H: g it
TR HNT, Ak IS5 -8F.6 - 10B CNE -2 NP69 i il #k , F 55 B 2¢O € & PCR A1 Western blot 3 K I 4 Fp 4 Jifg b rh
CSF — 1R By RIXIE N, 38 it 5 -8F 6 —10B .CNE -2 LA 40 itk 5 NP6O 1E K &0 I ¢ 4 bk o CSF — IR (9335, i i
CSF — 1R 755 2 5 4t M Ak RIS 22 35 4 0 Mk 5 380 5k 52 B 29 O 8 it PCRAG 0 195 ol 248 it o 19 38 4 X1 7 Cyclin D1 YA T2 A F Bel -2
Bax {2285 F [N+ MMP -2 ) mRNA FRA{EL, 467 CSF - IR WRBELWEHE XK, BR 5 -8F S M40 g bk
CSF - IR SR #iL/KFE(P=0.000),6 - 10B £ 14Nk o CSF - 1R 2 EKFE KK (P =0.000,P =0.370) ,CNE -2 £ 1
FE AL AR T CSF — 1R 3R 3A 5 155 Sl b J g bk 25 57 B4 ih 22 B X (P =0.057 P =0.481) , CSF - 1R S RE LMk 5 - 8F
MIIGTE RZ2E AR W R T CSF - IR {RK A4 Mfkk 6 - 10B(P #4 =0.000) , 1 4 T-fE J1 W55 T 6 - 10B 4 i #% (P =0.000) .
&t BEANM S IER & LR MMk Z A CSF - IR WRIAEF A G #E X, CSF - 1R [WFRA 5 4K F Cyclin DI 4
T Bel -2 J BAX fRZEBFHEFF T MMP -2 ByRIKA —& BAR M, CSF - 1R 3R /K VB , 40 M i 34 58 1= 28 5% B8 Bk J0 B
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Expression of CSF - 1R in Nasopharyngeal Carcinoma Cell Line and Its Influence on Cell Proliferation, Apoptosis, Invasion and Metastasis.
Zeng Bing, Guo Haixia, Xu Qingbang, et al. Department of Otolaryngology, The Second People's Hospital of Jingmen, Hubei 448000,
China

Abstract Objective To study the expression of CSF — 1R in nasopharyngeal carcinoma and explore its function. Methods On the
basis of clinical specimens experiment, we cultivated 5 —8F, 6 — 10B, CNE -2, NP69 cell lines, and then detected the expression of
CSF — 1R in this four cell lines through RT — PCR and Western blot. By comparing the expression of CSF - 1R of 5 - 8F, 6 - 10B,
CNE -2 nasopharyngeal carcinoma cell lines to NP69 normal nasopharyngeal epithelial cell line, we selected CSF — 1R high expression
cell line and CSF - 1R low expression cell line, detected the mRNA expression of proliferation factor Cyclin D1, the apoptosis factors
Bel -2 and Bax, invasion and metastasis factor MMP -2 in two cell lines by RT — PCR, and analyzed the relationship between the expres-
sion of CSF — 1R and the prognosis of nasopharyngeal carcinoma. Results The expression level of CSF — 1R in 5 — 8F cell line was over
expressed (P =0.000), while was under expressed in 6 — 10B cell line (P =0.000, P =0.370). But there was no difference between
the expression of CSF — 1R in CNE - 2 cell line and in NP69 normal nasopharyngeal epithelial cell line (P =0.057, P =0.481).
(2) The ability of proliferation, invasion and metastasis of cells in 5 — 8F cell line was obviously weaker than in cell line 6 — 10B all (P =
0.000) , while apoptosis ability was weaker than 6 — 10B cell lines (P =0.000). Conclusion There was a significant difference in the
expression of CSF — 1R between nasopharyngeal carcinoma cells and normal nasal epithelial cell lines. A certain relevance exists between
the expression of CSF — 1R and the cell proliferation factor Cyclin D1, the apoptosis factors Bel -2 and Bax, the invasion and metastasis
factor MMP = 2. The up — regulation of expression of CSF — 1R promoted the ability of cell proliferation, invasion and metastasis and re-
duce the apoptosis ability of tumor cells.
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EVERILIR F 1 ZAK(CSF - 1R) 2R R4
e EEHI N T2 —, B R S ¢ - fms S 65 1
A AT R - AR R AR A RS Y
T 1 DR 5% ) b g i — 2L R R . RN, CSF -1 3@
w454 CSF - 1R J5 B 5w R A, I W0 ek iz 1 i
fitg 3 . 55 R O A 32 IR A8l R AR B 2.
SRIG RN 2 1 1 2 T ke ik 1R Ak, 5| W 4 Jif
WAk o WIS I PR B AN R R G ] DL O 2R
AR At Py 1) J o) A2 o g A A2 R B
A A A B AR P JRE 440 L A 5 S5 o ik LA AR i gE
A0 12 2B RS . b Ah, CSF - 1/CSF — 1R W H 4%
sC R A M AR . BT, A 2RI R,
CSF - 1/CSF - 1R 15 4% F 0 Ak b oo 3507
A, Bafh% A CSF -1 /CSF - IR J& 55
M) d PR 00 JP A9 A G 4T o AR F 9 3 3 S A 9Ol A
i PCR & Western blot 3 M\ 4 Jifg 52 55 2 TH 45 1+ CSF —
TR 7E 5 A 9 A1 o i) 28 36 6 400 i 386 R 1 AR 2B
BRETT BRI . B3 A B AE S B R Y 2 T K TS
FR B — A7 %) U 45 bR LA BRI RE A S A e AR A Y
TRYT R AL

ME5HiE

X4 (1) 40l :5 - 8F .6 — 10B 5 I Ji 41 it ik
K NP69 7Kk A 4k IE S WA I Rz 40 i Ak - APTT 41 jfd
JBE,CNE -2 5 0 98 40 Jf bk e 28 2 B e 52 3 v o0 2
. 5 —8F.6 — 10B CNE —2 £ N J& 40 Jitd £k { F RP-
MI1640 153 3EIR A 10% G413 F 37°C ,5% CO, 1
FEHE h KGR, NP69 B A I Bz 4 B bk 6F R i A
0. 05mg/ml BPE fl 5ng/ml EGF ffj K — SFM 1% % 3 F
37°C,5% CO, iR iR, (2) EZLH : CSF -
IR i N se BEPTIA (ab61137) g [{ % [E Abcam 23
Al BRPT 2 vo e B AL — P [ P2 S8R A R
PEH AT & A P AZ &4 28 Fl s DAB R a7 &
W A2 A2 | SR IR 4 i g T A 38 B Gibeo
v ] RPM1640 3 filh 35 % 3601 7 58 [ Gibeo 28 W]
K — SFM 1535 314 [ 55 [ Gibeo 74 A ; 41 & RNA
P G B Kb A= RN A ] 5 B SRR &
H R4 4 YR A w5 29O € & PCR R &1 B
K7 E YR A A RIPA 2L B 3 = KA
FARBEFE T ; CSF — 1R St A B od BEHLAR I [ 3% [
CST Al Ryt 2 s BEHL R A il & 457 A Al
ELC B RGN A 38 = KAV HARBIE .

2. fiE A 24k 2 S0 G K W YA T AT AL 2 bR AR 1Y
CSF - 1R [ Ul R & F % F 42 LA 60°C %% 56

s 2h, YRR T W 2R R s 15 A
U, 3 3 R SRS 4% D\ e Wk R B ok B 1 L)Y, A R
WO R R T 86 B £l (L BE R BRI 2 100%
95% \90% 80% \70% ) v, 4> £ vh 2432 3L Smin,
SRIG FRZEIKUE 5 43 Bh/ ik, 36 3 Wk, 4% H PBS
VER S Ardh/ e, 4t 3 k. BRI ™ ks e A TN &
YEIIHEAT o B — LU S5 b 13 BH M B R A ]
PEXTRE o O 0 BH P B R A A ABCH BH P X B 5 SR
YIR R AR —$0 . 40, PBS AAE —HilE N B XF
W HEAT [ 20 Y r

3. SERF SO E B PCR KGN 2 0 ] Primer5. 0 5[4
WAt it 51 9, If i Life Technologies 23 ] & A%, -
CSF — 1R i#5|#:5" - TCTGGTCCTATGGCATCCTC —
3, RS9 :5 - GATGCCAGGGTAGGGATTC - 3/
Cyclin D1; 8] %, 5 - GCGAGATGAGGCGAT-
GGGGC - 3", FiEEI#9:5 - CCTTCAGGGCGGCTGT-
GGTG -3";Bel =2: B4 :5" — GTGACTTCCGAT-
CAGGAAGG - 3", FiE 8l #:5 - CTTCCAGACAT-
TCGGAGACC - 3'; BAX: [Fii8|#:5 - AGTAACAT-
GGAGCTGCAGAGG -3', Fiinl¥:5" - ATGGTTCT-
GATCAGTTCCGG -3 ;MMP -2 {8/ #:5" - ACT-
GTTGGTGGGAACTCAGAAG - 3', F il 4.5 -
CAAGGTCAAT GTCAGGAGAGG -3 ;GAPDH ; [ i3]
#1:5" - AGCCACATCGCTCAGACAC - 3", FiiEal 4.
5" = GCCCAATACGACCAAATCC -3', 5 - 8F 6 -
10B .CNE -2 NP69 4 4 4l g 73 5l 5 % 2 J5 {f ] e 2
1 Ak R S ol 40 S Y, P 0 B O B i ), B
AL 1 x 10° A4 1Y 20 i B B 55 7% 2 RNase — Free
(0 T, B O MR AN BT TE o A 25 R 7™ 4% Fic B
GV AT, SET P i PCR SEE0 45 R A
AANCT 5 J5 ¥, B KE & mRNA ff = 27227,
ACT = HEYHEH CT 6 - WS HEH CT ; A ACT =52
BfH ACT - Xf BZH ACT, S BIS - 8F .6 - 10B
CNE -2 4fifutsk ; xF BRI RN NP69 4 i A%

4. Western blot JE#: .5 —-8F .6 —10B .CNE -2,
NP69 4 FRANMI /51555525 1 x 10° AN 45, F PBS
UE 2 i, AR5 & A PMSE fi RIPA 2L ik 300l b
PRI, WRFTECT A 2 A W 50 o3 12 fah 4 B, 7o 200 L 2
5y B4 J5 14000 x g 5.0 Smin, B 4035 F EP &
FARFET - T0°C VKAF N . Western blot 3 52 6 4547 R
MHAALER A4 )5 , 1] Quantity One 4. 6.2 {4 i
Frocam b ¥ or by . BAREE X Rk & = HirEH
KB/ NS K EAEH, LA R 5 -8F .6 - 10B,
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CNE -2 4 bk ; %t R4}y NP69 41 i bk

5. Gt 0y v A B 4R SPSS 17.0 St
SERAE AT G 3BT, B (3B = AR 22 (v £ 5)
(47 a0 si , AS [R) 40 i Bk 22 (8] CSF - 1R KAl 6 A F
(8 2% 38 1% 000 09 LU SR FH 5 22 43 BT R ¢ R 36, DL P <
0.05 hERAGIHEE L,

g R

L. SEIf 2 5 ik PCR Al CSF - 1R ) R 151
LN 1R 1 s, KIS - 8F 4 g #k b CSF -
IRmRNA {35 W & T NP69 4l i #k (P =0.000) ,
6 — 10B 4 il ¥k th CSF — 1IRmRNA (1) % ik Bl B A% T
NP69 4 i bk (P =0.000) , CNE — 2 4fi Jfl # ' CSF -
IRmRNA [y A 7K -0 &5 T NP6O 4 ifd bk , 22 57+ o 4t

(P =0.057)
5-8F M 6-10B CNE-2 NP69

1 JE¥REEE PCR &N

%1 5-8F.6-10B.CNE -2 B NP69 40 fifl # ef
CSF - 1RmRNA 183} K&Kk F

241 b0 e n CSF — IRmRNA A%t KA BLE 2 -4 2¢T
5 -8F 10 7.01 £0.23
6-10B 10 0.09 £0.03
CNE -2 10 1.49 +0.19
NP69 10 1.00 £0.01

2. Western blot Z:45] CSF — 1R 1 F A 1E M . 0
2 foR, KIMAL S5 - 8F S0 9 4 ffd bk h CSF - 1R
HHFEILMM,6 —10B(P =0.370) .CNE -2 (P =
0. 480 ) Eu1H J 20 ffg Ak Kz NP69 1F # 20 F Fz 40 i kk
i CSF - 1R I RA B BN (K 2) ., 5 -8F 4l
FRAFXT T NP69 41 i R W &2 & B CSF - 1R 2 (1 & %
k(P =0.007),

%2 CSF-1R#ES5-8F.6-10B,CNE-2 R
NP69 4 i #% o B9 48 Xt % ik B b 32

£11Jf Be n CSF -1 M X RN
5 -8F 10 1.00 £0.01
6 -10B 10 0.19+0.03
CNE -2 10 0.28 +0.04
NP69 10 0.24 +0.01

GAPDH

5-8F 6-10B CNE-2 NP69
B 2 Western blot ;% # il 25 R

3. CSF - 1R 54558 K+ CyclinD1 (J# T- K F
Bel -2} BAX [RZEFHAL P+ MMP -2 {4 G H: . an
F3PR, KIS - 8F 4tk CyclinDImRNA {3
K B EE T 6 - 10B 4iEkk (P =0.000), 5 -
8F 4l i 4% 1 3235 1% Bel - 2mRNA 23 & F 6 - 10B
Y IRk (P =0.000) ,BAXmRNA LT 6 - 10B 4f
Matk (P =0.000),Bel - 2mRNA/BAXmRNA . {5 i
T 6-10B 4tk (P =0.000), 5 -8F 4 ifd #
o MMP - 2mRNA B3R5 KF- 2% T 6 — 10B 41 i
(P =0.000),

%3 5-8F56-10B Atk CyclinD1 Bcl -2 BAX MMP -2mRNA fJFIEKEXFE (n=10)

o1 i Bel -2 Bel —2/BAX MMP -2
5-8F 130.70 =7.38 0.01 £0.00 15840.09 + 1747.31 44.86 £2.72
6 - 10B 1.00 0. 16 1.00 0. 10 1.01 £0.07 1.00 £0.09
P 0.000 0.000 0.000 0.000
a it Z A& CSF — IR, & JE 41 g A1 45 & 3kl S ) el 22, 175

CSF — 1 J2 iy =gk 200 JH0 ol 2T A4 240 M R0 fieb 9 200

A5 A 3 10 20 B R0 B — > BT O AR B, O

PR eI A BB R AR I T Bl 45 A
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2 77 ThT I ) A0 007 AR O o ok — 40 % BT L BRSO R R
CSF — 1R 7 3k 205 i 9 v 2 3K S 0 19 &, JF HL7E 45
HRE R CSF - IR RKikm FIEH ALY . &
11T, 3 H R Ak 9528 35 2 B SRR AR E AR T
CSF — 1R 7 5 Wi 488 20 2 v 52 R v Gk K F . IF H 28
TN A BEUE W] Tk A KT 1 2R 38 5 S W 1Y
WG H —E W CHEM . CSF - IR 3 % 335 75 & I &
i 968 2H 2 A A A% T b, FEUR A A0 P B b A D
ik, e SUL S 45 3 o, CSF — 1R 78 8 i g o
B I & %3k (P =0.000) ., {H Sabitha Aligeti Z54JF 5% .
TR M VR MY CSF — 1/CSF — 1R 53 i 32 3k 1, B 519
0 1R ZRBE 1 (B T, DL SCRE S, i 47 8
AL/ NN D) | R

W 33 SE B9 )G 2 & PCR Fl Western blot 75 5C 56
KIS -8F bk rh CSF — 1R 75 FE PR /K P A 1 K
45 i 2 5 2235 (P =0.000 P =0.007) ,1fi 6 — 10B
A #k Hh CSF — 1R 7E L K VB B ALK K (P =
0.000) ,{H7E 17K V-5 NP69 1F H &L |- 7 40 Ml ik —
e R APk (P =0.370) . Ui 6 - 10B A
WA AE IR IR SRR KB R 8L CSF - 1R
fRFIRIRAE . A, CNE -2 4 itk b CSF — 1R £ 3¢
PIANEE UK 1 R A 2B S NP69 2 5 A K (P =
0.057 P =0.481) . KL, EH LI CSF - 1R &Kk
YAk S - 8F il CSF — 1R {K k40 i bk 6 — 10B 3
frift—2B W58 . CyclinD1 AL G, Him) S 1)
FeALmy R 2R, 24 CyclinD1 B R4 3G 1, 20 i 34 8
JEV IR 2 o], DA 2 22 ok 9o ) & A= o

AW KB, CSF - 1R Rl kk 5 - 8F
CyclinD1 fi 3k K- B i /5 T CSF - 1R ik Rk 4
Mtk 6 —10B(P =0.000), 360 5 — 8F £ i 4 40 g
WP AE I W W58 T 6 - 10B, Bel =2 Hu i T2 & F1 Al
Bax {2 ] T 2 11 7E 52 W g 40 it 08 T 8 45 o AR v 3
TEBEEM, W, Bel -2 4 T 40 i 4R
R b 38 2 Bl Zeonr R B A 38 O 1k BE Ok 4 B
2 C AR & PR TR . Bax WA i 5 4k
KLARIE | Bel -2 455 T8 R F IR — Rk, 2 51 5L
5 R A R Y FL I B, AT B IR B R 6 5]
MR C Ao 4 MM 1, Bel -2 5 Bax
F IR0 V- M B U 0 R A U T, R, Bel -2
5 Bax #y [ A (Bel - 2/Bax) 2 Il JR i 98BS 69 4R
Ez—"

AW 5T A B AR X T 41 Mo bk 6 - 10B 4H i %, 5 -
8F HyHT-HF Bel -2 B I 5 %35  Bax B B K %34

(P=0.000.P=0.000), 5 - 8F 41 ifi ¥k th Bel -2/
Bax & T 6 - 10B Zfi i #k (P = 0. 000) , #4135 ¥
CSF- 1R m R L4 M #k 5 - 8F A - /K F 1K T
CSF — IR IR KL A bk 6 — 108 i dgd DA Jit & At [ J]
P 20 ZU42 28 5 A 1 o e o 00 200 216 O fik 240 ik A1 255 ot
FERRE T B o 4 R AR 1 PR R AR X — 2 A v e )
THZAEN ., MMP -2 J2 35 5 4x J& 8 il 25 R K%
rp R i IV B R g R B 2 — o A 2 i o an sk
AL i FLAR CHT SRR LB A O R O R R R
HEBEEHC

AR R B,S - 8F Atk h MMP -2 {2 285 %
PR 2R 3IK 7KW i &5 T CSF - 1R IR 3R 35 40 M Bk 6 -
10B 4 fg bk (P =0.000) , 6B 5 - 8F 4 i (¥ 1= 28 7%
FEREJIIR T 6 — 10B i ffl . i@ o ¥ CSF - 1R &k ik
MKk S — 8F Il CSF — 1R (R KA kk 6 - 10B
CyclinD1 . Bel — 2/Bax , MMP - 2 ) 3 i5 /K 3F g 47
B, R CSF — 1R S RIB bR 5 - 8F My 4 =28
SR me ) IR N A0 LU TR I A ES . Mk, B H
T CSF - 1R & 2R3k 1Y £ W i 28 2 B0 45 By O A i e
HEJE TG TE 2 . 3K — 25 B IE4F b5 S0 i 20 45 i 4]
25 AW &, B8R CSF - 1R & RiK15E S B W
HE S EARALE 0 NS AT T2, E
BHET TR E X T g5 CSF - 1/CSF - 1R
MR 1) T I S 3 R A O H A i R F 5
O3 F 1 52 5 2 2 WA . Allavena 281 7 B Y R
/N BB B v B A 5T R B, CSF — 1/CSF — IR i K3k f
DA 2 i 9o A DG B 0 240 G 1 0 Ak R0 B RE 0 BT, AT
12 2 A oRg b E R EL WS g 2L Ik, B
DAE A (KR CSF — 1R B R 5 W i 297 (1) —
TR A

Zi LTk, S A 5 OE S L Rz 20 AR 2 )
CSF - 1R W RIXZFA G I L, CSF-1R £
55 40 M 8 5 BT CyelinD1 T2 F Bel -2 K&
BAX {2725 B I T MMP — 2 [y 3K H — & 0 56
PE,CSF — 1R ik /K V8w, 40 B A9 14 7% R 22 7% 7%
Al T, TR S

S % ik

U O R A 9 R D T 3 A R R R

[J7. o BE 2 B B2 4 ,2016,38 (1) :103 — 107
2 QAR RHR, A, S B G - CSF #I G - CSFR % ik

T LYY PR 52 0 B2 2 7 ,2016,32.(1) 80 - 82
3 fEAR bR TR SE. SRS RIMIN T 1 6 I A 41 9o 2%

i B HC B 9 B [ )] AR IR 2658 ,2015,37 (2) 1113 — 118

(F4% 149 W)
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