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Abstract: Objective ~ To investigate the expression of Livin and Smac proteins in esophageal squamous
cell carcinoma (ESCC) tissue and their relationship to the progression of ESCC. Methods Expressions of
Livin and Smac proteins were respectively detected by immunohistochemistry SP method in 62 cases of
ESCC., in 31 cases of paracancerous atypical hyperplasia, and in 62 cases of normal esophageal mucosa.
Then the relationships between Livin and Smac protein expressions and clinicopathologic features of ES-
CC patients were estimated. Results  Of the 62 ESCC patients, ther diagnosis of ESCC were confirmed by
histopathological detection, 15 cases were grade | , 25 cases were grade [[ , 22 cases were grade [I[ ; 20
cases have lymph node metastasis; and 7 cases were followed with invasion of mucosa, submucosa, or
shallow layer, 14 cases have invasion of deep muscle, 41 cases have invasion of fiber membrane. Livin
protein were lower expressed in normal esophageal mucosa, but high expressed in paracancerous dyspla-
sia and esophageal cancer tissues, and the difference among the 3 groups was statistically significant (3
=22.742,P<0.05). Smac protein were overexpressed in paracancerous dysplasia, but less expressed in
normal esophageal mucosa and esophageal cancer tissues, and the difference among the 3 groups was sta-
tistically significant (3> =9. 688, P<C0. 05). Livin and Smac protein expressions in ESCC tissues were not
affected by the patients” gender and age, however it was significantly correlated with the histological
grade, depth of invasion or lymph node metastases (P<Z0. 05). The expression of Livin and Smac pro-
teins was negatively correlated with the progression of ESSC (= —0. 426, P<0. 05). Conclusion =~ Ab-
normal expression of Livin and Smac occured in ESCC, which suggested that Livin and Smac play impor-
tant role in the development, invasion and metastasis of ESCC.
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Tab 1 Protein expression of Livin,

Smac in esophageal mucosa tissue

Livin Protein Smac Protein
Groups n ¥
-+ttt

- 4 t4tt+ K
N9 ¥4 7

Normal mucosa 62 38 5 10 9

Precancerous

ol b 3 25 68 2T L 68 7 o6
ESCC Q117 12 49 7 5

* P<<0.05
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la: Normal Esophageal Mucosa; 1b: Paracancerous
Atypical Hyperplasia; 1c: ESCC
1 BEFEALAF Livin EARRIE (SP X400)
Fig 1 Protein expression of Livin in esophageal
mucosa tissue (SP X 400)
2a: Normal Esophageal Mucosa; 2b: Paracancerous
Atypical Hyperplasia;2c: ESCC
2 AEFHEHAL TR Smac EHMRIE(SP X400)
Fig 2 Protein expression of Smac in esophageal
mucosa tissue(SP X 400)
AR PR T, A B P B AR ar G 2 — 0
PRFFH L R R AE B A KA T B . 40l
THT- 18 B A p53. c-myc., bel-2 ZEji% . Smac, IAPs &
TP A 5 e G 55 T B AL FI— A SR 2 A T 2% ) R T
R EREE e
N IAP ZEHA 8 Db, Bl NIAP, XIAP
(ILP 1/MIHA) . cIAP 1 (HIAP 2/MIHB) ., cIAP 2
(HIAP 1/MIHC). survivin ( TIAP ). Apollon
(Bruce) . ILP2(Ts IAP) 1 Livin(ML-TAP/KIAP) ,
Livin /2 TAP S5 #5851 » HAE Rz G o {4
20 q13. 3,424 46 kb, A o e B IR A A 53551 2
iRy 298 Je 280 AN AERR AR . TR
O eSS B I e R A S A
LRI P ) Livin FIHT Livin HU0R 55 3R
RIS HRAE . F HLIACA Livin X 974 3 28 i i)
S A —E B (8 A 1T RE R e 26 g 12 W FR
ISP — DB AR A
Smac 42 DU 25120 W\ Hela 40 ffg 45 55 Hy —Ff
BRZRLAREE 5T i 44 B 2 ALK AR B b
K& H 757 (second mitochondria-derived acti-
vator caspase) , [All}, Verhagen 213 ) 293 T 4y
H S — P 1 B i 44 D MR A H R T R
1 (IAPs) B #2454 % M (direct IAP binding pro-
teinwith low PI, DIABLO), it X} L4 #» Smac
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Tab 2 Protein Expression of Smac, Livin and clinicopathologic features of ESCC patients

Livin protein

Smac protein

Clinicopathologic features noTT Percentages/ (%) X — + Percentages/ (%) X
Gender
Male 36 6 30 83.3 1.073 24 12 33.3 0. 011
Female 26 6 20 76.9 17 9 34.6
Age/year
=60 33 6 27 81.8 0.062 22 11 33.3 0. 009
<60 29 6 23 79.3 19 10 34.5
Histological grade
Grade [ 15 7 8 53.3 11 4 26.7
Grade [l 25 3 22 88. 0 7.030° 11 14 56. 0 9. 835°
Grade [l 22 2 20 90. 9 19 3 13.6
Invasion depth
Within mucosa, submucosa,or shallow layer 7 3 4 57.1 3 4 57.1
Deep muscle 14 5 9 64.3 7.298° 6 8 57.1 6. 354"
Fiber membrane 41 4 37 90. 2 32 9 22.0
Lymph node metastasis
No 42 12 30 71.4 7.086" 24 18 42.9 4. 694¢
Yes 20 0 20 100. 0 17 3 15.0
“ P<<0.05

*3 AEHRALD Livin EE Smac EARIENX R
Tab 3 Relationship between protein expression

of Livin and Smac in ESCC

Protein expression of Smac

Protein expression of Livin
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