0680

PR Bt 2012 55 39 5% 1 1

DOI:10. 3971/j. issn. 1000-8578. 2012. 01. 017

< = D
usp22 1 ki67 72 K fm A 4 H R 8 L H
A ==y )‘4
I PR 75
A kL ERELNER . NER AL W &
Expression and Clinical Significance of usp22 and ki67 in Colorectal Carcinoma
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Abstract: Objective To investigate the expression of usp22 and ki67 in colorectal carcinoma and to study
their correlation with tumorigenesis and progression of colorectal carcinoma. Methods The expression of
usp22 and ki67 in specimens was detected by immunohistochemistry. The correlation between expression
of usp22 and ki67,and the relationship of their expressions with clinicopathological factors was statistical-
ly analyzed. Results The expression of usp22 and ki67 was upregulated with decrease of differentiation lev-
el in colorectal carcinoma(P<Z0. 05). In colorectal carcinoma,the expression level of usp22 was positively
correlated with that of ki67 (»=0. 4066, P<C0. 05). Conclusion In colorectal carcinoma,both usp22 and
ki67 was upregulated, meanwhile they are positive correlated. These findings suggest that usp22 and ki67
may play important roles in the tumorigenesis and progression of carcinoma.
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B, Ak RARBRALNAEEEN usp22 F ki67 EX BB EFMARTHRE, BR EXHE
Fousp22 (AR A ENR R ERENMARSURE G BIRAm ZIE LA H(P<0.05), ki67 4
PRk ik R 4 AR B 0 AR 2 ILE A (P<<0.05), usp22 5 ki67 ¢4 kA BRI EA X, &
W OEXMBART usp22 9H KA E k67T RAA BRI FEBEEERX, A RBREHLELEAR
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Table 1 Expression of usp22 in various pathologic

colorectal carcinoma tissues

usp22 usp22  usp22 .
Items n - P
(+) () positive rate

Gender

Male 78 45 33 58

Female 48 25 23 52 0.37 >0.05
Age

=60 49 25 24 51

<60 77 36 41 46 0.218 >0. 05
Size

<3 cm 37 20 17 54

>3 cm 89 49 40 55 0.01 >0.05
Differentiation

High 0 5 5 25

Middle 70 25 45 35.7

Low 26 20 6 76.9

Muscus adenocarcinoma 10 7 3 60 8.66 <0.05
Dukes stage

A+B 85 25 60 29

C+D 41 20 21 48.7 4.51 <0.05
TNM stage

1 38 5 33 13

I 46 12 34 26

! 40 20 20 50

v 2 1 1 50 13.12<0.05
Lymph node metastasis

No 84 17 67 20

Yes 4220 22 47.6  9.66 <0.05

SRR AR IR G A, g R R 2,
ERREH.EZFEARITHEN. BES LT
WA REEBZ AR BEEZRERITHEE X P
>0.05),WFE2.H 2,
2.3 KB usp22 Fl ki67 EHREHIRXR

2 Spearman ZHAH L K usp22 5 ki67
Z [EFETE B B EAH 6 (- = 0. 4066, P =0.05) , I,
=3,

la:low level colorectal carcinoma tissues;1b:high level colorectal carcinoma tissues
1 usp22 EXBERRIE(REHLNE X200

The expression of usp22 in colorectal carcinoma tissues (IHC X 200)

Figure 1

2a:low level colorectal carcinoma tissues;2b:high level colorectal carcinoma tissues

B2 ki67 EXBFERRIE(RREARLZE X200)

Figure 2 The expression of ki67 in the colorectal carcinoma tissues (IHC X 200)
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Table 2 Expression of ki67 in various pathologic
Colorectal carcinoma issues

ki67
Items n — . P
+ -~ positive rate

Gender

Male 78 51 27 65

Female 48 26 22 54 0.0124 >0.05
Age

=60 49 26 23 53

<60 77 33 44 42,8 1.25 >0.05
Size

<3 cm 37 16 21 43

>3 cm 89 52 37 58 2,425 >0.05
Differentiation

High 20 6 14 30

Middle 70 55 |5 78

Low 26 21 5 80

Muscus adenocarcinoma 10 4 6 40 2217 < (.05

Dukes stages

A + B stages 85 45 40 53

C+ D stages 41 23 18 56 0.1109 >0.05
TNM stages

1 38 7 31 18

I 46 16 30 35

I 40 22 18 55

N 2 11 50 11.49 <0.05
Lymph node metastasis

No 84 21 63 25

Yes 42 17 25 40  3.18 >0.05

F3 KIHEH usp22 71 ki67 EERZEHRXR
Table 3 The relation of expression between usp22
and ki67 in colorectal carcinoma

ki67
usp22 -~ . -
- 18 10 19
+ 38 5 11
+ + 14 4 7
3 itig

usp KR, W RMEA MR K, @S LRI
REWHRZ R R — R4 MALH AT A .
A KN4k 40 R B R L R TR AR L RS A
HomR%ERT ) usp22 R ET KW —F, R R
FEARER, 2—MEENTHRE T, B FRIE
FET-HIRERA , 5ME A E N BUS B ML, Bl
4 i JE A 1E 8 B 42 4 4 B A A R R e
JErEAEME R, LWAIMN usp22 HAEIET KA
HRBAME, HRE 5 MWE SR EMA TikE g
% .Dukes I E EAHX, IR WE QKT ERS
ERGERRIBRPRE—-EWER. K usp22
AT RAT e 2 S B R R T 2 M S R
56 988 0 5 . B9 12 W 0 1 20 % B R 40 B T BT
BT REPLIA ki-67 BIBT IR IR B Y (ki67) , &1 A= 41
FREMEIRE. BT Gl G B, ki-67 JLJRTE

S B B — BT BIA O R 40 M A% 3 A B X
PURAM . —2BFRIAh S B K 5 Mg & 4 fpE
AR AR, RE M K60 WM & E L
U EFRB ki67 Rk ME, MR EENE, &
LN ki67 ERBIBHR F R FRE, MAEREFIE
HRBFEALS P AAERE GRBEE<20%), 8
Wik K kie7 MR RBREHFTHEHEE. ALE
® BN ki67 B RIKAKF-BE 50 R B RER, R B &
FrE. ALEH kie7 WRESHELMELEHBTL
X, R ki67 FE R E B Ef T e 2
EMFEER. 2R AR usp22 5 ki67 RiKR
BE R IEAE 2 (- = 0. 4066, P =0.05) , XU T
R FR IR usp22 FY fith J5E 4 A L3 FE BB 158 L 3X 5 Poly-
comb/ ¥ iE T 4l L5 5 7T LA v 5 T 00 %% 2 e 988 400 g
B KOR ST BB — B
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