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Expression of S100 calcium binding protein A13 in hepatocellular carcinoma and
its clinical significance

ZHANG Peng, HUANG Peng, GUO Xian-wen, LEI Rong-e, YUE Cheng-si, LING Min, LIN Wen-zhen, CAI Dan-zhao,
HE Su-jia, TANG Wen-jue, ZHOU Su-fang ( Department of Biochemistry & Molecular Biology, Guangxi Medical Univer-
sity, Nanning 530021, Guangxi, China )

[ Abstract ] Objective: To explore the expression of S100 calcium binding protein A13 ( SI00A13 ) in hepatocellular
carcinoma ( HCC ) tissues and its clinical significance. Methods: Thirty-four HCC tissues, 18 corresponding paracancer-
ous tissues, and 9 normal liver tissues were obtained from First Affiliated Hospital of Guangxi Medical University, and the
high density chips of 197 HCC tissues and corresponding paracancerous tissues were obtained from commercial company.
In situ RT-PCR was used to detect the expression of SIO0A13 mRNA in HCC tissues, paracancerous tissues, and normal
liver tissues. Immunohistochemistry was used to detect the expression of SI00A13 protein in HCC tissues, paracancerous
tissues, and normal liver tissues. We analyzed the optical density of immunohistochemistry results by Image-Pro Plus.
Results: The expression rates of SI00A13 mRNA in HCC tissues, their corresponding paracancerous tissues and normal
liver tissues were 70.21% , 51.06% , and 33.33% , respectively. SI00A13 mRNA was mainly expressed in the nucleus,
especially in nuclear membranes. The expression rates of SI00A13 protein in HCC tissues, their corresponding paracan-
cerous tissues and normal liver tissues were 55.84% , 38.96% , and 26.32% , respectively. The highest average optical
density was found in HCC tissue (10.038 £0.051 ), followed by paracancerous tissues (0.022 £0.034 ), and the lowest
was found in normal liver tissues ( 0. 01 £0.009 ) ( P <0.05 ). S100A13 protein was mainly expressed in the cytoplasm of

HCC cells, occasionally in the nucleus; the secondary bile canaliculi and some inflammatory cells also showed high
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S100A13 protein expression. There was no correlation between SI00A13 expression and the sex, age, and tumor grade of

HCC patients. Conclusion: SI00A13 protein is highly expressed in HCC, and it might serve as a potential target in HCC

therapy.
[ Key words ]

S100 B H K E—A 1 21 4~ Bl 51 41 A0 A5 45
G A a5 5 - 0 R e S R A
HER, KIEL MY mEAEN
S100A13( S100 calcium binding protein A13 )& T 45
AR AR — 8RB 5L, S100A13 i H: il
S100 & K B [ IR FE 50. 5% ~59.3% . £ T
BF5E 2 W, S100A13 15 20 2198 i KV 3 7 Js 4%
A B M AR R RS R ) . ARSI
HTH R SEREX # A & M ARG T 41 cDNA
SCHE i 22 I AR DG BT, I &2 3 S100A13
551 41 ff9 9% ( hepatocelular carcinoma, HCC ) # 3¢,
H AT E PR S1I00A13 78 HCC K AH G 2L 1 3
IR A R L SCHRIRGE o ASBFSE A S el 2k 25
ARFFEA, RT-PCR H AR E - A PR S100A13
TE R S R 38 , PPAL AR S IR 2 W fNG T
AR o

1 #R5EFEE

1.1 E&ZFEHMA

AR 4 T FAR A 231 5] HCC KA I 9 55
LU A 34 BIICEE AT PY BRI 2R — B s B B
JERRANEE, 3f-F )P0 BB K 22 B 2 5L 3 o A7)
R 53 A 197 (50 A w0 1 S B A 7 9 55 s 4
JEHLUN R, EEAIZ 15 A P AR A BRA W) & it
YR A BR A SR, A 231 i) HCC 4
BUBRAGE R T I , L2 B B T A ; B R A4 oK
BT HARST , AR Ry 25 ~76 %, Hoh B 1 208 1] 4
P23 i, FE50HT SI00A13 33K 511 PR Jg HL 7 2 22
TF] B4) 5 ZR S, A BOHE e 132 {510 8L 9 B 5k 55 4
#, fudE Edmondson W PR 2% 1 ¥ 17 #] 1 &
100 ) M 15 B, 18 I 1E H HFLH U8 T 11 IR
JHFZE ] WSS B )V BR R R 50— B s B B R
Digox-dUTP 14 H € [l ROCH /A F], Mouse Anti-digox
IgG-AP I A RIS 4 98 7], bt A S100A13
ik [ R =8 AR /ARl . RT-PCR ik
FI &g 1 MBI 2w, BRI — 0k AR )
R £ RU B —Hi ke Il R 48 ) B db 5t A2
W EYFEAREBRAT . SI00A13 514 A9
TREA BRA A A

S100A13; hepatocelular carcinoma ( HCC ); in situ RT-PCR; immunohistochemistry

[ Chin J Cancer Biother, 2011, 18(2): 206-210 ]

1.2 J&4& RT-PCR # M| AT /& 42 27 F S100A13 mR-
NA & F A

J5fii RT-PCR Kzl T 43 231 f5] HCC K AH i
SRR N EbRAS Y 47 1) 4235 18 I 1E 5 Tl 285
Ay 9 ], KSR E R PR HCC 8] R, H
DNAse [ {Hbid % )5 , #£47 RT-PCR J2 b7 , 1 4 BHAE
XTREY) 5 5 BH X B A TR Y HCC d1839) B AR
DNAse [ JH 1k, BHE:0F173 38 PCR b, 7E N B PE
XFREY) 5 2 B R A B T DR A B e L 22 S e
S BAME TR B . BLAR S IR R R .
IRJ B B CREN K, 1 AR TS A6 LA Oligo
(dT )18 F¥ f AMV ¥ 5% 53¢ il , 42 C .60 min 1% %
SEIIY 370 °C 5 min KIE 5 SERES , iIn A PCR &
RIEJRAL PCR AL EHEFT PCR. SRJGHH 1 x SSC I
( #0.2% BSA )52 C VS A 5 min, JiNi&E & 1: 300
Mouse Anti-digox 1gG-AP, % i ) 7 30 min, BCIP/
NBT 2 ¥ V&85 7 1 min, BCIP/NBT % (4% 37 °C
A 65 10 ~ 15 min 2155 H B, Z818K 20k =
I HEAH
1.3 Sz a 240 AR M AT & 48 220 F S100A13 & &
4 F A

Gy 2 2= R 456 231 1] HCC K H AR
FE o4 A0 18 B IE H P4l 4. Hih HCC !
A 132 Bl EE RS 4, T S100A13 ik Sl IR
S BRI R] OC R B 43 HT o

HCC 218 Fr 48 Z H 2R LI, 6 B RS 7K Ak
i PR IR IE R R S TR B = . 2
JEfH 3% H,0, Wil AN IR ALY 10 min,
10% TBS 111 1M 3 P AE AR 5505 30 min, TBS At
TP S100A13 —Hi( 1:200 )4 CHFH TG
TINASEST R =5 RUAH D), K R 4 = iR E 30
min, TBS ¥ ¥k 2 K, K 2 min, DAB .2 5 ~ 10
min, ARG Y ok WAk, B RS I K, —H
B, B R AR . X B Oh = S e BE
() HCC dHEWY) F, B X B A 5 BH 4 X B AR [R]
LA TBS AR —Pi 3 Y (TR T B 1 %o JH0 1y BH 2
PHH: 5 55 LA 35069 FE (B R M
1.4 %itsae

K] SPSS16. 0 G it , LA x* K45 Fil Welch



+ 208 -

o [ R A iR Y 24,2011 AE 4 H,18(2)

PRI 22 0 M AT g it 22 0 M, P < 0. 05 8 P <
0.01 FnERAGHFEX.

2 # R

2.1 JFHLL P SI00A13 mRNA # &k

i FH A, RT-PCR H ARG S100A13 mRNA #£
47 5] HCC B AN 55 4120 .9 9 1E % P41 210 R ik
5347, S100A13 mRNA FEA0 b 2 BEAE S A% 35, O
ZRIFTHRCE 1), KA gihf 33 fl2

PHIE A, 14 BB R, FHYER S 70, 21%( 33/
47 ) s U 24 B R BHTEZR IR, 23 FIBATE R
5 BHPER K 51.06%( 24/47 ), 1EH HTFLHLUA 3 1)
FHE eIk 6 1l BH 3k, BN 33.33%(3/9 ).
P LA, IR 20 5 1 % 4 S100A13 mRNA ik
B RA Gt 2F 22 55 (P <0.05 ), 7 415 HAR R
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Fig.1 Expression of S100A13 mRNA by in situ RT-PCR in HCC tissues, HCC paracancerous tissues and normal liver tissues{ x100 )
A Positive control ( normal liver tissues, DNA enzyme 1 free ); B: Negative control ( normal liver tissues, digested by DNA
enzyme I, no RT ); C: Positive expression of SI00A13 mRNA in HCC ( digested by DNA enzyme I, RT );D: HCC paracancerous
tissues ( digested by DNA enzyme I, RT ); E: Normal liver tissues ( digested by DNA enzyme I, RT )
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Fig.2 Expression of S100A13 in HCC ( A ), HCC

paracancerous ( B ) and normal liver tissues( C ) ( x400 )
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Tab.1 Relationship between S100A13 protein expression

and clinicopathological features of HCC

S100A13 expression

Feature [n( % )]
Sex 231
Male 208 115(55.3) 0.61
Female 23 14( 60.9)
Age 231
<50 159 84(52.8) 0.17
>50 72 45(62.5)
Tumor grader 132
I 17 7(41.2)
I 100 57(57.0) 0.48
[} 15 8(53.3)
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