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ABSTRACT Objective: To detect the expression of PFKFB3 and microvessel density (MVD) in human pancreatic cancer tissues
and investigate the clinical significance and correlation of PFKFB3 with MVD. Methods: The expressions of PFKFB3 in 41 cases of pan-
creatic cancer and 11 cases of para-carcinoma tissues were detected by immunohistochemical SP method and CD34 positive vessels con-
sidered as MVD in those tissues were counted. Then relationships between expression of PFKFB3 and MVD, correlation of PFKFB3
with clinical characteristics, MVD with clinical characteristics were analyzed respectively. Results: The positive expression rate of
PFKFB3 in pancreatic tissue and para-carcinoma tissue were 63.41% and 9.09%, which was significantly higher in the pancreatic tissue
(P<0.01); the MVD of pancreatic tissue with positive and negative PFKFB3 expression were (49.12+ 12.04), (35.40% 8.12) respectively
(P<0.01). The expression of PFKFB3 was significantly related to the differentiation degree of pancreatic tissue (P=0.035), MVD was re-
lated to both TNM stage and lymph node metastasis of pancreatic tissue (P<0.05). Spearman correlation analysis showed that the expres-
sion of PFKFB3 was positively correlated with MVD(r=0.551, P<0.01). Conclusions: The up-regulation of PFKFB3 expression may play
an important role in the tumor genesis and development of pancreatic cancer through promoting the angiogenesis.PFKFB3 could be used
as a reference index of the prevention, treatment and prognostic prediction of pancreatic cancer tissue.
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Table 1 Comparison of the PFKFB3 expression and MVD between human pancreatic cancer tissue and para-carcinoma tissue

n PFKFB3 Positive ratio B
Group MVD (x% s)
- + %
Pancreatic cancer 41 15 26 63.41 44,10 12.59
Para-carcinoma tissue 11 10 1 9.09 23.90+ 10.37
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Fig. 1 PFKFB3 expression in human pancreatic cancer tissue (left) and
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para-carcinoma tissue (right)( x 400)
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Fig. 2 CD34 expression in human pancreatic cancer tissue (left) and
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para-carcinoma tissue (right) (400x )
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Table 2 Relationship between expression of PFKFB3, MVD and clinical pathological characteristics of pancreatic cancer
Clinical pathological n PFKFB3 MVD (xt s)
characteristics - + x? P Counts P
Gender
Male 28 9 19 43.29+ 11.74
Female 13 6 7 0.751 0.386 45.85+ 14.60 0.551
Age
< 60 years 26 11 15 43.96+ 11.59
> 60 years 15 4 11 1.120 0.290 43.33+ 14.58 0.929
Tumor size
< 4em 15 6 9 40.07x 9.2
>4cm 26 9 17 0.119 0.730 46.42+ 13.78 0.121
Degree of differentiation
High differentiation 8 6 2 39.87+ 6.66
Low and moderate
differentiation 33 9 24 4.432 0.035 45.12+ 13.52 0.296
Clinical stage
[ +1I stage 29 11 18 40.59% 9.46
[I+1V stage 12 4 8 1.495 0.221 52.58+ 15.40 0.039
Lymph node metastasis
No 23 11 12 37.78+ 9.01
Yes 18 4 14 1.856 0.173 52.17+ 12.03 <0.01

3 3 A[F) PFKFB3 3Rik58 B HR AR HA MVD ER LB

Table 3 Comparison of the MVD between positive and negative PFKFB3 expression of pancreatic cancer

Group Number MVD (xt s) P value
PFKFB3

Positive 26 49.12+ 12.04 <0.01
Negative 15 35.40+ 8.12
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