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Expressions of ADAMTSI and ADAMTSIS in esophageal squamous cell
carcinoma and its clinical significance
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[ Abstract ] Objective: The present study was undertaken to examine the expression of ADAMTS] and ADAMTSIS at
mRNA and protein levels in esophagus squamous cell carcinoma ( ESCC ) for exploring their potential roles in the develop-
ment and progress of the cancer. Methods: Tumor and adjacent noncancerous tissues were collected through surgical re-
section from 72 ESCC patients admitted to the Fourth Affiliated Hospital of Hebei Medical University between June 2008
and August 2011. The expression of ADAMTS] and ADAMTSI8 in ESCC tumor and adjacent tissues was examined with
RT-PCR and immunohistochemistry to detect corresponding mRNA and protein. Results:(DThe level of ADAMTSI mRNA
in ESCC tumor tissues was significantly lower than that in adjacent non-tumor tissues ( 0.394 +0.123 vs 0.895 £0.276 )
(P <0.01). Moreover, the level of ADAMTSI mRNA in ESCC tumor tissues from patients with lymph node metastasis

was significantly higher than that in ESCC tumor tissues from patients without lymph node metastasis ( 0. 482 +0. 157 vs
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0.298 £0.102 ) ( P <0.05 ). @The expression of ADAMTSI8 mRNA in ESCC tumor tissues was significantly lower than
that in adjacent non-tumor tissues (0.361 £0. 115 vs 0.879 £0.265) ( P <0.01 ). Further, The mRNA level of
ADAMTSI8 mRNA in high/moderate differentiated ESCC was significantly higher than that in low differentiated ESCC
(0.496 0. 153 vs 0.232 +0. 088 ) ( P <0.05). 3 The immunohistochemical positive rates of ADAMTSI and
ADAMTSI8 in ESCC were significantly lower than that in adjacent non-tumor tissues [ 38.9%( 28/72 ) and 34.7%( 25/
72) vs 94.4%( 68/72 ) and 93.1%( 67/72 ) ( P <0.01 ) ]. Similar to its mRNA level, ADAMTSIS expression in high/
moderate differentiated ESCC was significantly higher than that in low differentiated group [ 45.4% ( 20/44 ) vs 17.8%
(5/28)( P <0.05)]. @There was no significant correlation between the expression of ADAMTSI and ADAMTSIS in
ESCC (x* =1.338, P>0.05). Conclusion: Aberrant low expression of ADAMTSI is associated with the development of
ESCC and it lymph node metastasis, whereas reduced ADAMTSI18 expression is closely related to ESCC development and

its differentiation status. There are no correlation between the expression of ADAMTSI and ADAMTS18 in ESCC.
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Pro Analysizer 3. 1 B4 %5 H, UK K% H ADAMTST K
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B A AR PR TEOC( P >0.05 ); 5k
SRR L, A R EL A5 2 A M ADAMTST mRNA
X R G5 & W W & [(0.482+ 0.157 ) ws
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W2 5000.402 +0.131 )ws( 0.385 +0.108 ),
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A
bp I 2 3 4 5 6 7T bp
GAPDH 500
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ADAMTSI

134- 100
B
bp I 2 3 4 5 6 7 bp
GAPD. —500

342—

ADAMTSI
114 —100

1 RESHRAMBAARBEEEHRAH
ADAMTSI( A ). ADAMTS18 ( B )mRNA ik
Fig.1 Expressions of ADAMTSI( A ) and
ADAMTSI18 ( B )mRNA in ESCC tumor
tissues and corresponding normal tissues

1,2,3:Tumor tissues;4,5,6:Normal tissues;7 : DNA marker

7 Gy “ ":’ i
Col A AR T %ai
T o B D,

2 HESPRAMBALA S ADAMTSI
#1 ADAMTS18 HJRIA( %400 )
Fig. 2 Expressions of ADAMTS1 and ADAMTSI18 in ESCC
tissues detected by immunohistochemistry method
A : Positive expression of ADAMTSI ;
B: Negative expression of ADAMTS1;
C: Positive expression of ADAMTS18;
D: Negative expression of ADAMTS18
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Tab. 1 Protein expression of ADAMTS1 and ADAMTS18

in ESCC tumor tissues and corresponding normal tissues

ADAMTSI1 ADAMTS18
Group N
n( % ) P n( % ) P
Normal 72 68(94.4) 67(93.1)
Tumor 72 28(38.9) 0.000 25(34.7) 0.000

ADAMTSI8 mRNA [ 3%35 5 245 Wi i 35 i 47
W PERNTES( P >0.05 ); Sk AR A L,
H IR LR LI ADAMTSIS mRNA Fik &I i &
#Z5[(0.351 £0. 110 ) »s (0.372 +0. 114 ), P >
0.05 |5 5 1% 43 1k 8% 9 20 41 L, &5 v o A 5 98 41
ADAMTSI8 mRNA ik & B F F- & [ (0. 496 =
0.153 )ws (0.232+0.088),P<0.05 ]; I + T 5
I + IVIHZH ADAMTSI mRNA (AAH 3k 8 0 %

Z5(0.378 £0. 112 ) vs (0.349 +0. 103 ),P >
0.05 .
2.4 ADAMTSI % ADAMTSI8 & & £ ik 55 K7
b T UE S

GEit oM a5 H( 2 ) BN, ADAMTS 8 &1k
5 ESCC BE AR RS A Ik 5555 . TNM
A B BRI TE (P >0.05,% 2 ). il
JE GBI K I, 72 B ESCC 4l s/ harfk
44 f5], Horr ADAMTSI8 A ik 20 ;{1 431k 28
i, Ho ADAMTSIS PHIEZRTE 5 B, 5Kk
ML, F /A B 41 ADAMTSI1S 25 1 A9 BH 1
TR EF 45 1% (20744 ) vs 17. 8%
(5/28),P <0.05,3% 2 |, #fE00 5 645 i g g 38 53
ALFEEE IEAHSE . ADAMTSIS 8 1Rk 528 e
SEE AR PR A TOHk S5 R TNM 2 138 06
F(P>0.05).

®2 RESHRMAMESZIRKFRERFIES ADAMTS1 ADAMTSIS EERIAHX AR
Tab.2 Relationship between the clinicopathological features of ESCC patients and

ADAMTSI1 and ADAMTSI18 expression in ESCC tissues

ADAMTS1 ADAMTSI18
Feature N
n( % ) X P (%) ¥ P
Age( t/a)
<50 17 6(35.2) 0.121 0.728 5(29.4) 0.277 0.599
=50 55 22(40.0) 20( 36.4)
Gender
Male 53 20(37.7) 0.112 0.737 17(32.1) 0.621  0.431
Female 19 8(42.1) 8(42.1)
Lymph node status
Negative 27 7(25.9) 3.055 0.081 9(33.3) 0.037 0.848
Positive 45 21(46.7) 16(35.6)
TNM stage
[+ 1 40 17(42.5) 0.494 0.482 15(37.5) 0.306 0.580
m+ N 32 11(34.3) 10(31.2)
Differentiation
Well/ moderate 44 19(43.2) 0.877 0.349 20(45.4) 5.750 0.016
Poor 28 9(32.1) 5(17.8)

2.5 ADAMTSI 55 ADAMTSIS8 % & /£ ESCC 4147
F & LpE:d
K (% 3) WoR, 72 & w41 4,

ADAMTS1 2K 1 Fil ADAMTS18 2K (1323534 4 FH M 19
HAUA 12 B, ¥ A 4H A 31 5] ; ADAMTSI
FHPEZE A T ADAMTS1S FH: Lk 4H2UA 13 4,
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Tab.3 Relationship between expressions of
ADAMTSI and ADAMTSIS in ESCC tissues

ADAMTS1 ADAMTSIS expression
2
P
expression + _ X
+ 12 16
- 13 31 1.338  0.247
3 i

BB FIHALIE R GeH DL R E I 2 —,
FUAT I i b, TR B R AR T R s v R
ER. KTEEENAMILEH IR 7E 2, it
X125 ESCC K4 R BB Fin & Wity
W BA L E L, ADAMTSAK G & T Zn®* HEHiny
S3 U HY 4x & A B 5K , ADAMTS18 137 T 16423, 4
& 1222 A& EE MR 1 & H B, ADAMTSI A
ADAMTSISFER mRNA s/ fIE X IEWER S L
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IKOFE-F235, HH A5 B ADAMTST 1 155 7K - 32 34 1
Tl 4 1 A £ 2 11 T B 5 T B 25 L R S
W22 TR 5 75 3k S0 20 M 5% 7% &t Hh ADAMTS T
YRR 3 i TR L ™. ADAMTS] BiiE
SCREMERERE ECM A E H R H1EA-1/2),
A B A1 AR 1 (A 96 28 3R AR K R RO
EGF 2 A i WUJR 2 11 ) RO BETE- ", I3 1o [ it B A
KA M syndecan-4 171 [ AR 41 it 26 B 1 412 32F 41 g i
F' 2 E AL AR BB ST IIE SE ADAMTS1 78 4%
9 S B R AR Z v, L R R T TR B A T 1 5L A
0 B i A (R 5 A 2 i 1 e ) g 4
FIER, BA — & AU S > A >
R, SERE ) ADAMTST A] 42 38 /N R TA3 LR I8 1)
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B R I Ea F ABFSEIESE , ADAMTSIS 15N
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() A e, s K- 3Rk AT g s 3 ESCC 1 &
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