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[Abstract]

molecular mechanism. Methods: We selected SPC-A1 cell lines as research object,used flow cytometry to detect cell apoptosis,and

Objective:To observe the anti-cancer activity of McAb NJOO1 against lung adenocarcinoma cells,and explore its

observed morphological changes of SPC-A1 cells by phase contrast microscope. We detected the expressions of apoptosis-related
proteins such as caspase-8,caspase-9,caspase-3,PARP,Bax,and Bcl-2 by Western blotting assays. Results: McAb NJOO1 induced
apoptosis in SPC-A1 cells in a dose-dependent manner. After treatment with NJOO1,SPC-A1 cells showed shrinkage,and became
round or even fell off, which were typical morphological changes of apoptosis. Results: Western blots showed that after treatment with
McAb NJOO1,PAPR were cleaved so that caspase-3 expression was decreased,caspase-8 and caspase-9 were activated and their
protein expression levels were increased. The expression of pro-apoptotic protein Bax increased while the expression of anti-apoptotic
protein Bcl-2 decreased. Conclusion:McAb NJ0OO1 has strong anti-cancer activity due to its apoptosis inducing effect. In addition,
caspase activation and up-regulation of Bax/Bcl-2 were involved in NJOO1-induced apoptosis.
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Apoptosis rate of SPC-A1 cells after treatment of NJOO1 with different concentrations for 48 h
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Figure 2 Morphological changes of SPC-A1 cells after treatment of NJOO1 for 48 h under the phase contrast microscope (x 200)
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Figure 3 Expressions of SPC-A1 cells apoptosis related proteins after treatment with NJOO1 were detected by Western blot

DNA FBefb, W B e T, AW g R R
B, caspase-8 /R FLT - 32K 1545 Flcaspase-9 /- F
AR T BRI 2S5 T g ESUA NJoo1 75
5 SPC-A1 i T AU R

Bel-2 ZIRTEA M Tt B e 4 2 2
YER, S AEHT T8 U8 A AR TR R B, X sk
3% ) 42 5 e 2R AR i S AT R
Bel-2 1 Bax # 2 H AP EZEAPINRG . Bel-2 A
LI caspase /S AVAI LI 120 BAFAE T £
TEH A AN AR i — A E A BT TR
PR T H Bax AJ LIl Bel-2 54, #4il Bel-2
PIPCIRTIEE, FERTES/EAT , Bax it &A=
MG 28k BREAf AR ZE SR ALY, FEL R IR S BT
BGHTE S EERAR NARSCR T Rk 2 4 o,
T34 Bax L IR REIE L 5 AR r 2L, (kA
JRT0T FRATTULEE 2, il e 4 L 7E BT NJOO1 5
ST A2 T A A Bax SRR KR
P, MHTH T2 Bel-2 B T, 3 (e ik 2ok f4
JES3 375 M IORNG b AR A A EH

25 LRk A 5T R W B s BT NJOO1 7] 58
AT 32 A B RNZR AR B 2 iR E R SPC-

AT AT S35 o TAERR i /N U K 22
3 THMERICTEAL TR, ARk 2 A I 3 th i
TAMRIGE AL B, D n] DLHERR £MAS 5 SPC-A1
FETHIVER o ST BAHT NJOOT X ={E /N i 1 v
FrSePEMEAT B Sl 40 M 0 T 3 4
NJOO1 A B g —Fh o Al ) 16 7259, AR T
I Tl PRIGY T Z B i Z AT MR AR
AT T TSR NJOOT %55 SPC-Al
NI TR 25 HIL 31X BT NJOOT XFEE/
M A TR R T BRI T T B SER A
(&% k]

[1] Youlden DR,Cramb SM,Baade PD. The international epi-

demiology of lung cancer:geographical distribution and
secular trends[J]. J Thorac Oncol,2008,3(8):819-831
Cagle PT,Dacic S. Lung cancer and the future of pathol-
ogy[J]. Arch Pathol Lab Med,2011,135(3):293-295
Hengartner MO. The biochemistry of apoptosis [J]. Na-
ture, 2000, 407(6805) . 770-776

W I I, E OO ORI R B T R
PRl 5 MM [T ] IR B0 2% A5, 2011,29(3) - 216~
218

(2]

(3]

(4]



55 34 B4 7 )

-862- [ S PN 2014 47 H
[5] Pan S,Wang F,Huang P,et al. The study on newly de- [12] Yang XH,Zheng X,Cao JG,et al. 8-Bromo-7-methoxy-

(6]

(7]

(8]

(9]

[10]

[11]

veloped McAb NJOO1 specific to non-small cell lung can-
cer and its biological characteristics[J]. PLoS One,2012,
7(3):e33009

w1, A NS B TR SLIRTE IR AT T Y
LR )], FEPR e 25 ,2012,35(6) : 445-452
Subramanian S,Steer CJ. MicroRNAs as Gatekeepers of
apoptosis[J]. J Cell Physiol,2010,223(2) :289-298
Favaloro B, Allocati N, Graziano Vet al. Role of apopto-
sis in disease[J]. Aging (Albany NY),2012,4(5):330-
349

Kaufmann SH,Gores GJ. Apoptosis in cancer:cause and
cure[J]. Bioessays,2000,22(11):1007-1017

Abnosi MH, Jafari Yazdi Z. Low dose and long term toxi-
city of sodium arsenite caused caspase dependent apop-
tosis based on morphology and biochemical character[J].
Cell J,2012,14(3):161-170

Ola MS,Nawaz M, Ahsan H. Role of Bcl-2 family proteins
and caspases in the regulation of apoptosis [J]. Mol Cell

Biochem,2011,351(1-2):41-58

>

4 2R M RIINFOR

80x100 cm’,

[13]

[14]

[15]

[16]

[17]

(1) BUEFEE :5~10; 132 3x10°~8x10°, NAEE 1 3~8x10°;

(2) BB 20%~30% , NREE K, 20~30%;

(3) HAMR BTG - 1.5~3.6 mA ALEE 1.5 mA~3.6 mA;

(4) Mm2EIER . (25+1) CAB K 25+1°C, (85+2) % ANREE I, 85+2%;

5. BRPHE R SE B B AH IS 4 150 emx80 emx100 em, AREE i 50x80x100 cm, 5, 50x

chrysin-induced apoptosis of hepatocellular carcinoma

cells involves ROS and JNK[J]. World J Gastroenterol ,

2010,16(27):3385-3393

Dejean LM,Martinez-Caballero S,Manon S,et al. Regula-

tion of the mitochondrial apoptosis-induced channel, MAC,

by BCL-2 family proteins [J]. Biochim Biophys Acta,

2006, 1762(2):191-201

Hardwick JM,Soane L. Multiple functions of BCL-2 fam-

ily proteins [J]. Cold Spring Harb Perspect Biol,2013,5

(2):a008722

Garcia-Saez AJ. The secrets of the Bcl-2 family [J]. Cell

Death Differ,2012,19(11):1733-1740

Karbowski M, Norris KL, Cleland MM, et al. Role of Bax

and Bak in mitochondrial morphogenesis [J]. Nature,

2006,443(7112) :658-662

Hoppins S,Edlich F,Cleland MM, et al. The soluble form

of Bax regulates mitochondrial fusion via MFN2 homotyp-

ic complexes[J]. Mol Cell,2011,41(2):150-160
(WFmBEH] 2013-11-29

R H R R B R AR

LU T BT Ar 85 BARASAR ) T, $4007 BT A 4507

2.H AR ZIM 2R . T B NGRS |, 4 1997 EARES 1Y 97 4

3.t R T Y B T R T B R CT s 20 BT R B AN BEF T 5647 5/ NBUS AT
sl Je A 4 B 4 ) R N /INER R ) 22 sl ) A g 3 6 2
“ 7 BUERIA RTINS T, 01,50 .1.75 ,2.00” , R REE 415,175 2”7,

I IR, AT

(AT 945 AT



