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ABSTRACT

KEY WORDS

Objective: To examine the expression of vasohibin-1, metastasis-associated in colon cancer-1
(MACC1) and KAI1 proteins in serous ovarian cancer and their clinical significance.

Methods: In 124 specimens of serous ovarian cancer (serous ovarian cancer group) and 30
specimens of ovarian serous cystadenoma (ovarian serous cystadenoma group), the expression
of vasohibin-1, MACC1 and KAI1 protiens were detected by immunohistochemistry Elivision™
method.

Results: In the serous ovarian cancer group, the positive rates of vasohibin-1 and MACCI proteins
were 48.4% and 58.1%, respectively, which were both higher than those in the ovarian serous
cystadenoma group (10.0% and 13.3%, respectively); while the positive rate of KAI1 protein
in the serous ovarian cancer group was 33.9%, which was lower than that in the ovarian serous
cystadenoma group (86.7%), there were significant differences between the 2 groups (all P<0.05).
In the serous ovarian cancer group, the expression of the 3 proteins were closely related to the
pathological grade, Federation International of Gynecology and Obstetrics (FIGO) stage and
pelvic lymph node metastasis (all P<0.05). The KAIl protein was negatively correlated with the
levels of vasohibin-1 and MACC1 (r=-0.500, —0.600, respectively, both P<0.01); while there was
a positive correlation between the vasohibin-1 and the MACC1 (r=0.518, P<0.01). Kaplan-Meier
survival analysis showed that the over-expression of vasohibin-1, MACC1 and the low-expression
of KAI1 protein were related to the survival rates (all P<0.0S). Multi-factor analysis showed that the
expression of vasohibin-1, KAI1 protein and the FIGO stage were independent prognosis factors
for radical operation of serous ovarian cancer (RR=2.185, 3.893, 0.413; 95% CI=1.263-3.779,
2.190-6.921,0.251-0.681; all P<0.05).

Conclusion: The up-regulation of vasohibin-1, MACC1 and down-regulation of KAI1 in serous
ovarian cancer are related to the tumor differentiation, clinical stage, metastasis and prognosis.
Combined detection of these indexes is useful in predicting the progression and prognosis of serous

ovarian cancer.

serous ovarian cancer; vasohibin-1; metastasis-associated in colon cancer-1; KAI1 protein;

prognosis
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Figure 1 Expression of vasohibin-1 in the serous ovarian cancer group and the ovarian serous cystadenoma group (Elivision"", X400)

A: Serous ovarian cancer group; B: Ovarian serous cystadenoma group. Scale bar is 100 pm

1 124515 1 I0 LB A L Fvasohibin-1, MACCIFIKANIZEHMFRIESIERFEE RN X R
Table 1 Relationship of the expression of vasohibin-1, MACC1, KAI1 proteins with the clinicopathologic factors in 124 patients with

serous ovarian cancer

s KA Vasohibin-1 MACC1
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AW %
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K
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B2 MACCIEB7EIN &R iR IEE zﬁiﬂéﬁfﬁ'ﬁﬁﬂﬁr A RI% (Elivision™, x400)

Figure 2 Expression of MACCI1 protien in the serous ovarian cancer group and the ovarian serous cystadenoma group (Elivision™,

x400)

A: Serous ovarian cancer group; B: Ovarian serous cystadenoma group
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Figure 3 Expression of KAI1 protien in the serous ovarian cancer group and the ovarian serous cystadenoma group (Elivision™, X400)

A: Serous ovarian cancer group; B: Ovarian serous cystadenoma group
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Table 2 Relationship of the expression of vasohibin-1, MACC1, KAI1 protein with the clinicopathologic factors in 124 patients with

serous ovarian cancer

Vasohibin-1 MACC1
A hE r
[ PR [k FHYE
KATLZE [
FAtE: 25 57 ~0.500 17 65 -0.600
FH 35 7 35 7
MACC1
Bt 41 11 0.518
FHE 19 s3
¥jP<0.01
R3 RRUENEEBENSAREFTST
Table 3 Multivariate survival analysis in patients with serous ovarian cancer
P B SE RR 95% CI P
FIGO43+#] 0.782 0.280 2.185 1.263~3.779 0.005
Vasohibin-1 1.359 0.294 3.893 2.190~6.921 <0.001
KALIZEH -0.883 0.255 0.413 0.251~0.681 0.001
¥jP<0.01
10=y Vasohibin-1 LOE MACC1 KATI
- negative -~ negative -~ negative
0.8 | L, - positive 0.8} — positive - positive
i -+ censered b — censered -+ censered
fé 06L L + censered fé 06k + censered féf + censered
g 1, E 1 g
5 04 L‘ g5 041 1 ] ;
97 7] . 97 -
02t Lk 02t 1
b e L&ﬁ LL\__%
0 1 1 ] T 1 1 0 1 1 1 1 : 1 0 1 1 1 1 Wy 1
0 20 40 60 80 100 0 20 40 60 80 100 0 20 40 60 80 100
Survival time/month A Survival time/month B Survival time/month C

B4 RiBMEMERBEEFRL
Figure 4 Survival curves in patients with serous ovarian cancer

A: Vasohibin-1; B: MACC1; C: KAII protein
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Jo1 4 g 25 11 9 (matrix metalloproteinase 9, MMP9)§§£
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PetafRi1p11.2, J& T DU S04 (transmembrane 4
superfamily, TM4SF)}JEJ'E"\ , R R R I 4
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vasohibin-1FIKATLE [ A9 328 35 Ay 5 e 2 i 14 B9 95
BE LTSI E . Spearman AN /AT 2
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