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This research focuses on the overall evaluation of tumor protein (p53) and cell growth marker (Ki-67) in
their functions as carcinogenic factors in both a HPV-infected group and in a HPV-noninfected group with
the precancerous dysplasia of uterine cervix. Histological grades were determined by the H&E staining and
the expression level of p53 and Ki-67 were tested by the immunohistochemistry method. The results were
as follows. Among the total of 66 cases, p53 (+) was observed in 19 cases (29.0%) from the mild grade
group, 22 cases (33.0%) from the moderate grade group, and 19 cases (29.0%) from the severe grade group.
The values correlate with the increase of dysplasia intensity in HPV-noninfected group and showed significant
correlation (p<0.05), but there were no significant difference from the HPV-infected group. Among a total
of 66 cases, the mitotic index of Ki-67 (+) were observed in 19 cases (29.0%) from the mild grade group,
22 cases (33.0%) from the moderate grade group, and 19 cases (29.0%) from the severe grade group. The
values were significantly different against dysplasia intensity (p<0.05), but showed no significant difference
from HPV infection. After cross comparing the statistical parameters of p53 and ki-67 in their significance,
p53 was shown to be statistically significant with Ki-67 while there was no statistically significant difference
with Ki-67 (p<0.05). Taken together, tumor protein (p53) and an index of Ki-67 observed in cervical
dysplasia and in HPV related dysplasia of cervix uterine did not have any notable significance with HPV
infection. The incidence rate of p53, however, had some significant correlation with dysplasia while Ki-67
had no particular statistical significance. As a result, p53 and Ki-67 can be considered as effective diagnostic
markers in predicting the disease progression of dysplasia to cervical cancer.
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Fig. 1. Hematoxylin & Eosin stainings for grading cervical dysplasia(A, B, C) and HPV-infected dysplasia(D, E,
F) (x 100). A; mild dysplasia B; moderate dysplasia C; severe dysplasia, D; mild dysplasia with HPV, E;

Moderate dysplasia with HPV and F; severe dysplasia with HPV.
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Fig. 2. Immunohistochemical stainings
dysplasia (D, E, F) (x 100). A; mild dysplasia, B; moderate dysplasia, C; severe dysplasia,
with HPV, E; moderate dysplasia with HPV and F; severe dysplasia with HPV.
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Table 1. Correlation between p53 expression
parameters in cervical dysplasia

and pathologic

p53

Positive(%)  Negative(%)  p-value

HPV 0.530
Positive 30(91.0) 3(9.0)
Negative 30(91.0) 3(9.0)

Dysplasia grade 0.009
Mild 19(29.0) 3(4.5)
Moderate 22(33.0) 0(0.0)
Severe 19(29.0) 3(4.5)
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for p53 expression in cervical dysplasia(A, B, C) and HPV-infected

D; mild dysplasia

Table 2. Correlation between Ki-67 expression and

pathologic parameter in cervical dysplasia

Ki-67
Negative(%)

Positive(%) p-value

0.219

HPV
Positive 33(100.0)

32( 3.0)

0(0.0)
Negative 1(3.0)
Dysplasia grade 0.001
Mild 22(33.0)
21(32.0)

22(33.0)

0(0.0)
1(2.0)
0(0.0)

Moderate

Severe
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Fig. 3. Immunohistochemical stainings for Ki-67 expression

in cervical dysplasia(A, B, C) and HPV-infected

dysplasia (D, E, F) (x 100), A; mild dysplasia, B; moderate dysplasia, C; severe dysplasia, D; mild dysplasia with
HPV, E; moderate dysplasia with HPV and F; severe dysplasia with HPV.

Table 3. Correlations between expression of p53 and Ki-67
in cervical dysplasia

p53

Ki-67

Positive(%) Negative(%) Positive(%) Negative(%)

p53
Positive - - 63 0
Negative - - 3 0
p-value - 0.001
Ki-67
Positive 63 3 51 15
Negative 0 0 0 0
p-value 0.001 0.068
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