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Anti-integrin 1 monoclonal antibody PSD2 inhibits invasion of human cervical
squamous carcinoma HCE1 multicellular spheroids into umbilical vein endo-
thelium cells

ZHANG Xin, WU Yi-lin, LIU Feng-ying ( Department of Obstetrics and Gynecology, Second Xiangya Hospital, Central
South University, Changsha 410011, Hu’ nan, China )

[ Abstract ] Objective: To probe into the relationship between integrin B1 expression in human cervical carcinoma
HCE1 multicellular spheroids ( HCE1/MCS ) and their invasion into human umbilical vein endothelium cells ( HUVEC ),
so as to assess the inhibitory effect of anti-integrin 1 monoclonal antibody P5SD2 on the invasion of HCE1/MCS into HU-
VEC. Methods: A model of HUVEC monolayer invaded by HCE1/MCS was established ( in brief, the HCE1 invading
model ). Morphology changes of the HCE1 invading model were observed under inverted microscope and analyzed by Motic
Med System after PSD2 treatment. The expressions of B1 integrin on HCE1 monolayer cells, HCE1/MCS, HVUEC mono-
layer cells, and P5D2-treated HCEI invading models were measured by immunocytochemistry SABC assay. Results: A
HCEI invading model was successfully established. The HCE1/MCS proliferated rapidly after culture, and on the 7th day
the invading area of HCE1/MCS was 40. 42 folds larger than the original HCE1/MCS. Invading areas of P5D2-treated
HCE1/MCS were significantly smaller than that of the control group after 1, 4, 7 day ( P <0.05, or P <0.01 ), with the
invading area after 7 days reduced by ( 84.68 +0.08 ) % compared with the control group. Integrin B1 expression in
HCE1/MCS was significantly higher than that in HCE1 monolayer cells ( P <0.01 ), and the expression was negative in
HUVEC. Integrin B1 expression in P5SD2-treated HCE1/MCS was significantly lower than that the in untreated HCE1/
MCS ( P <0.01 ). Conclusion: Upregulated expression of integrin B1 in HCE1/MCS and HCE1 invading model may be
associated with their enhanced adhesion and invasion abilities. Anti-integrin 31 monoclonal antibody PSD2 can partially

block the invasion of HCE1/MCS into HUVEC.
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Fig.1 Morphology of HCE1 multicellular spheroids
on the 4th day of culture ( A: x100; B: %200 )
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Fig. 2 HCE1 multicellular spheroids infiltrated into HUVEC cells ( x 100 )
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Tab. 1 P5D2 inhibited infiltration ability of HCE1 multicellular spheroids ( x +s, A/mm’ )

Co-culture time

Group

0h 1d 4d 7d
Cirl 0.12 £0.01 1.27 £0.02 3.20 £0.02 4.98 £0.02
P5D2 0.12 +0.01 0.72£0.02" 1.25+0.02"" 0.76 £0.01""

"P<0.05, ""P<0.01 vs Curl
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Fig. 3 P5D2 inhibited infiltration of HCE1 multicellular
spheroids into HUVEC cells ( x100 )
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Low High High
Group expression  expression  expression
(n) (n) rate ( % )
HCEL cell
Monolayer cell 28 2 6.67
Spneroid 12 18 60. 00
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Cirl 2 28 93.33
P5D2 27 3 10.0044

" P <0.01 vs HCEl monolayer cells; A5 P <0.01 vs
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Fig. 4 Integrin Bl expression in HCE1 invading
model after PSD2 treatment for 7 d ( x100 )
A: Curl; B: P5D2 treatment for 7 d
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