REYES#E www.shengwuyixue.com Progressin Modern Biomedicine Vol14 NO.10 APR.2014 - 1907 -

doi: 10.13241/j.cnki.pmb.2014.10.025

AR TR PTEN (Ki-67 Fl HIF-1o [ 755
SRR Z X *

2EM ¥ w2 RITHE BRED RELY
b T R BEES A EBERUR B Tk 75 05555032 S VUZE R KA SHARBE BEA A BB R 5% 710032;
3 AFITREEFRESFBE 12T 7 & & 05000034 F13K BUE FRAE-BE R RN 796 & & 050000)

AE BHY: 494 H PTEN A E Ki-67 & HIF-la 5 2 A A KM G o) Tkt R AR T Lo BatE R . KB %385 PTEN,

Ki-67 & HIF-1o 2 ASEIZ IR 98 P 69 R X B Ve R ESL, AR R B B TG MR 2 o FREFHLE A RIe& gy @itk
B ik A 83 B R A MANIR R BA LA AT Bt o E ALY k4 PTEN Ki-67 & HIF-1a 89 £ B 0L, F oL RiA
ME R AR F KGR SEENZ ARk, R A EF AL P, PTEN 694K ¥ A il Ki-67 694K ¥ A K, 10%
(1/10) 69 4£ A HIF-1o 84 &35 M £ ST 4m B F ,PTEN #9 & ik 2 5 %AK(P=0.001) , 7 Ki-67(P< 0.001 )= HIF-1a(P=0.001)
BRI RIE G, MM B EMAA) 69383, PTEN & %5 2 A4 4 (P<0.001), @ Ki-67 #= HIF-1a #) & ik 25 &2 % (FHH P
3<0.001), A8 % 547 & % ,PTEN #9 & ik 5 Ki-67 #» HIF-1a 69 %38 2 i A8 (r A5 %) % -0.289 4= -0.304;P 155 7 4 0.008 F=
0.005),Ki-67 #5 % ik &5 HIF-1a # % ik 2 E48 5% (1=0.833;P<0.001), &it: B ABHELREZ 5% L B PTEN B & e kL, MG AE
Kk A A Ki-67 o HIF-1a, 9554 B PTEN £ ik Y R & 7&, BB Ki-67 A= HIF-1o 8933 &k s R 9% B st & TTheAL ) &
#FEBW4EA, PTEN.Ki-67 fo HIF-1a 5 & 695854 3415 8 B A2 B Fo TS R 2 A 0 20 e R & L,

815 I % 5 s PTEN; Ki-67 ; HIF- 1oy %255 204%

RESKS:R7394 XEERIREE:A XEHS:1673-6273(2014)10-1907-04

Expression and Clinical Significances of PTEN,
Ki-67 and HIF-1a in Human Gliomas*

MAO Yan-bin', CAO Wer, ZHANG Zhi-huf, ZHOU Zhong-xiang’, LIANG Zhi-huf**
(1 Department of Radiology, Integrative Medicine Hospital, Ningjun, Hebei, 055550, China;
2 Department of Radiology, Tangdu Hospital, Fourth Military Medical University, Xi'an, Shaanxi, 710032, China;
3 Shijiazhuang Army Command College Clinic, Shijiazhuang, Hebei, 050000, China;
4 Department of Radiology, Bethune International Peace Hospital, Shijiazhuang, Hebei, 050000, China)

ABSTRACT Objective: Tumor suppressor PTEN, oncogene Ki-67 and HIF-1a play important roles in the malignant progression of
multiple human tumors. In this study, we mainly investigate the expression and the clinical significances of PTEN, Ki-67 and HIF-1« in
human gliomas to lay a foundation for the assessment of prognosis, the molecular pathological diagnosis and the treatment of gene
targeting in glioma patients. Methods: Expression status of PTEN, Ki-67 and HIF-1a was detected by immunohistochemistry in 83 cases
of human glioma specimens. Correlations of the expression between each other, as well as correlations between the expression and
malignant grade were also analyzed. Results: All the normal brain tissues showed PTEN positive and Ki-67 negative expression, while
10% (1/10) specimens showed HIF-1« positive. In gliomas, PTEN expression was significantly decreased (P=0.001), while expression of
Ki-67 (P<0.001) and HIF-1a(P=0.001) were both increased. With the ascending of the malignant grade, PTEN expression was significa-
ntly decreased (P<<0.001) but expression of Ki-67 and HIF-1a was increased (P<< 0.001, for both). Furthermore, relevant analyses indica-
ted that correlations between PTEN expression and Ki-67 or HIF-1a expression were negative (r=-0.289 and -0.304, respectively; P=0.
008 and 0.005, respectively), while correlation between Ki-67 expression and HIF-1a expression was positive (1=0.833 ;P <0.001).
Conclusion: Expression of tumor suppressor PTEN was down-regulated, while expression of oncogene Ki-67 and HIF-1awas up-regulat-
ed in gliomas. Down-regulation or inactivation of PTEN tumor suppressor, up-regulation of oncogene Ki-67 and HIF-1a may play impor-
tant roles in the malignant progression of gliomas. Combined detection of PTEN . Ki-67 and HIF-1a protein may play important clinical
roles in the assessment of the malignancy and prognosis of gliomas.
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Table 1 Histological types and pathological grades of glioma specimen tissues

Histological types Pathological grades Cases
Pilocytic astrocytoma 1 17
Diffuse astrocytoma 1 13
Oligodendroglioma I 3
Ependymoma I 4
Anaplastic astrocytoma 11T 2
Anaplastic oligodendroglioma I 3
Anaplastic ependymoma I 16
Glioblastoma v 25
Total 83
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Fig.1 Expression of PTEN (A), Ki-67 (B) and HIF-1 (C) in human gliomas (400% )
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Table 2 Expression differences of PTEN, Ki-67 and HIF-1a between normal brain tissues and glioma tissues

PTEN expression Ki-67 expression HIF-1a expression
P P P
negative positive negative positive negative positive
Control 0 10 10 0 9 1
0.001 0.000 0.001
Glioma 46 37 30 53 27 56
Total 46 47 40 53 36 57

Note : Control=normal control brain tissues; Glioma=glioma specimen tissues.
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Table 3 Correlations between expression of PTEN, Ki-67 and HIF-1« with pathologic grades of tumors

PTEN expression Ki-67 expression HIF-1o expression
low high ’ low high ’ low high ’
WHO I 4 13 14 3 14 3
WHO I 7 13 14 6 13 7
WHO III 13 8 0.000 12 9 0.000 8 13 0.000
WHO IV 22 3 5 20 7 18
Total 46 37 45 38 42 41
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Table 4 Relevant analyses between PTEN expression

status and expression levels of Ki-67 and HIF-1a

Ki-67 expression

HIF-1a expression

PTEN Cases P p
low high low high
Negative 46 19 27 17 29
Positive 37 26 11 0.008 25 12 0.005
Total 83 45 38 42 41
5 Ki-67 RikER 5 HIF-1o RikKFHEXED

Table 5 Relevant analysis between Ki-67 expression status and expression levels of HIF-1a

HIF-1a expression

Ki-67 Cases P
low high

Low 45 40 5

High 38 2 36 < 0.001

Total 83 42 41
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