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[ E1 HI: WAL HRALSRMME D ATPase Fla f9755%, HHRITHE . J7¥5: BHI S04k EnVision 2
B WCAE F AT EEBE 2007 4F 8 A 2 12 A1 44 Bl25 E s A4 Foa 52 A F- R YIBRAR AR ' ATPase Flo (93235 ;22 & RT-
PCR J5 A6 8 514 B g i S 55 2H 209 ATPase Fla mRNA B IKKF . SRAMRBEDI LA ATPase Flo 7ENL5 7 Lo-
Vo 4HMAK MR Z25K ; SR CCK-8 1 40 AG 4T ATPase Fla FiAXt LoVo 4IMUSETE AN/ . 45 R 44 G145
FHAZUH ATPase Fla 3R 0 2 & TR FHL(P <0.01 );44 Hl45 HFiE A2 b ATPase Fla 9 & B Rk A 35 4
(79.5% ), 55 BOXT LU P = B 22350 15 00 34.1% ). 8 BIZ5 41 ATPase Fla mRNA fYFIAH I & oo 4 240
(P<0.01), ATPase Fla TE45 B 20 2R b () PR 308 285 T HUE R AT IZE CEA FHPEZE( P <0.01 ), 115 S 4RI 50 i
S I PR A3 101 R L 556 B G A A% R AL AR EESF I TE (P > 0.05 ) 459 LoVo 20K MRS b mT D0 JURR 43
A7 ATPase Flo, ATPase Flo HTFRXT LoVo 40 BHE GG PEA ] B AGIIHIMEIIC P <0.01). 4518 A% ELi i 4 SUR 20 bk
BIR435 ATPase Flo, HAENMRHLI , A 0T AR RN 25 EH AT TR MR 7 0BT AT .
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Expression of ATPase F1« in human colorectal cancer tissues and cell line and its
clinical significance

LI Min-yu, ZHU Hai-mo, ZHOU Jun-ping, LOU Guo-liang *( Department of Special Clinic, Changhai Hospital, Second
Military Medical University, Shanghai 200433, China )

[ Abstract ] Objective: To observe the expression of ATPase Fla in colorectal cancer ( CRC ) tissues and in LoVo
cells, and to discuss its clinical significance. Methods: Expression of ATPase Fla protein in 44 CRC specimens and
their adjacent normal tissues ( August 2007 to December 2007, Changhai Hospital ) and ATPase F1a mRNA in 8 colorec-
tal cancer tissues and their adjacent normal tissues were examined by immunohistochemistry EnVision assay and RT-PCR,
respectively. Expression of ATPase Fla on the cell surface of LoVo cells was observed by immunofluorescence. The inhib-
itory effect of anti-ATPase Fla antibody on the proliferation of LoVo cells was evaluated by CCK-8 assay. Results: Ex-
pression of ATPase Fla in the 44 CRCs were significantly higher than those in the adjacent normal tissues as detected by
immunohistochemistry ( P <0.01 ). Thirty-five samples ( 79.5% ) in 44 CRCs and 15 samples ( 34.1% ) in their adja-
cent normal tissues showed moderate to high expression of ATPase Fla. Expression of ATPase F1lao mRNA in 8 CRCs was
significantly higher than those in their adjacent normal tissues ( P <0.01 ). Positive rate of ATPase Fla mRNA in CRCs
was significantly higher than that of CEA in the same patients before surgery ( P <0.01 ). There was no correlation of AT-
Pase Fla expression with the age, gender, tumor stage, lymphoid metastasis, remote metastasis, tumor location and tumor
differentiation of colorectal cancer ( P >0.05 ). Expression of ATPase F1a was observed on the cell surface of LoVo cells,
and anti-ATPase Fla antibody significantly inhibited the proliferation of LoVo cells ( P <0.01 ). Conclusion: ATPase
Fla is highly expressed in colorectal cancer tissues and cell line. As a tumor association antigen, ATPase Fla may serve
as a new target in colorectal cancer immunotherapy.
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and its relationship with clinicopathologic

parameters of colorectal cancer

ZEHARE ATPase Fla EARIZSRIBEFEZ BIHX R

Tab.1 Expression of ATPase Flu in colorectal cancer

High expression of

Index
ATPase Flof n( % ) |
Age
= 60 19 10(52.6)
>0.05
< 60 25 15(60.0)
Gender
Male 25 17( 68.0)
>0.05
Female 19 8(42.1)
Location of tumor
Colon 19 10(52.6)
>0.05
Rectum 25 15(60.0)
Dukes classification
A and B 23 13(56.5)
>0.05
Cand D 21 12(57.1)
Lymph node metastasis
Present 20 11(55.0)
>0.05
Absent 24 14( 58.3)
Remote metastasis
Present 5 2(40.0)
>0.05
Absent 39 23(59.0)
Histological type
Adenocarcinoma 35 22(62.9)
>0.05
Mucinous adenocarcinoma 9 3(33.3)
Differentiation
Well differentiated 39 23(58.9)
>0.05
Poorly differentiated 5 2(40)
P53 expression
+ 21 11(52.4)
>0.05
- 23 14( 60.9)
CEACpy/ng * ml™")
>10 10 5(50)
<0.05
<10 34 20( 58.8)
CA199( py/ng + ml™")
>37 8 5(62.5)
>0.05
<37 36 20(55.6)
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B1 SEANKNALS

JEREEHL S ATPase Fla BIFRIA( x200 )

Fig. 1 Expression of ATPase Flu in colerectal cancer tissues and adjacent normal tissues

detected by immunohistochemical staining ( x 200 )

A:Rectum adenocarcinoma; B : Colon adenocarcinoma and adjacent normal tissues;C:Colon adenocarcinoma and adjacent normal tissues

bp NI T1 N2 T2 N3 T3 N4 T4 M bp

ATPase Flu(668
B-actin(368)—

T5 N5 T6 N6 T7 N7 T8 N8
AlPase Flo—]
B-actin

E 2 RT-PCR &MEEGEARKRIESHR
F ATPase Fla mRNA H5Ri&
Fig. 2 ATPase Fla mRNA expression in colorectal cancer
tissues and adjacent normal tissues detected by RT-PCR
T: Tumor; N: Normal; M: Marker

(A) (B)

B3 Wikt aiERill ATPase Fla
7 LoVo ZHRAARRAIFRIA( %200 )
Fig. 3 Expression of ATPase Fl« on the membrane of
LoVo cells detected by immunofluorescence( x 200 )
A: Control; B: ATPase Fla
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PESOCHREE )T, ATP & Y F1 353 22 e 4N
PRI 2 1) 5 i ol ULEE 34 T B R 2
BTN AR AL AR L 05 PN R AR 5, R A 3R
iKY FIFO-ATP 5 BB [R] 46 38 2oF 55 ATP 7KF, /]
YER Z RN 32 R 2 5 & Fhad B2, anid 15 g Bt
IR o8 L E4 11 02 T RN I 211 IR s el LA R
FER B A A SRR ATP A Y Fla,
F1R AL 22 R o8 4 Jf ik v b & B0, L3R 2
TG FEIRIN , J0EIL 40 HRR( K562 )0 i 88 40 it ik
( A549 (H1299 )**' T 4 i kk( HepG2 ) ¢’ K Hif %l
J95 40 M RR( PC-3 . DU145 .LNCaP )+,

F*2 CCK-8 E#il ATPase Fla B 5T
XF LoVo 4 A1t 58 #1116 A
Tab. 2 Anti-ATPase Fla antibody inhibited proliferation
of LoVo cells as detected by CCK-8

Mass concentration Do x )
Grou xxs
P (py/ng * ml™") oo

Control 0 0.782 +0.010
Anti-Fla antibody 62.5 0.602 +0.035"
Anti-Fla antibody 125 0.525+0.021""
Anti-F1o antibody 250 0.243 +0.012" "
Anti-Flo antibody 500 0.186 +0.015"°
Anti-Flo antibody 1 000 0.126 +0.006" *
Anti-Flo antibody 2 000 0.089 +0.023" "
SP2/0 62.5 0.618 £0.016
SP2/0 125 0.601 £0.0244
SP2/0 250 0.582 £0.01944
SP2/0 500 0.480 £0.006"*
SP2/0 1 000 0.390 +0.004°4
SP2/0 2 000 0.320 £0.0194%

*P<0.05, ""P<0.01 vs control; *P<0.05,
44P <0.01 vs anti-Flo antibody
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