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Association of HMGA?2 expression with clinicopathological parameters
and prognosis in primary hepatocellular carcinoma

Jin Yang, Xian-ming Xia, Kai He, Meng-yu Zhang, Chun-hong Feng, Shu Qin
(Department of Hepatobiliary Surgery, Affiliated Hospital of Southwest Medical University,
Luzhou, Sichuan 646000, China)

Abstract: Objective To investigate the relationship of HMGA?2 expression with clinicopathological
parameters and prognosis in primary hepatocellular carcinoma. Methods The clinical data of 120 patients
with hepatocellular carcinoma who underwent surgical resection from January 2010 to January 2013 in our
hospital were collected. Immunohistochemical method was used to detect the expression of HMGA?2 protein in
cancer tissues, adjacent tissues and normal liver tissues of the resected specimens, and the clinicopathological
parameters were recorded and followed up. The relationship between the positive expression of HMGA?2 protein
and clinical pathological parameters and prognosis of the patients was analyzed. Results Immunohistochemical
staining showed that the positive expression of HMGA?2 protein was brown or tan, mainly located in the nuclei

of tumor cells. The positive rate of HMGA2 protein in HCC tissues was higher than in adjacent tissues and
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normal liver tissues (P < 0.05). The expression of HMGA?2 protein was higher in patients with hepatocellular

carcinoma in high clinical stage, hilar lymph node metastasis and intrahepatic metastasis (P < 0.05).

Multivariate analysis showed that clinical stage, hepatic hilar lymph node metastasis and intrahepatic metastasis

were independent risk factors of HMGA?2 protein expression (P < 0.05). The difference of 3-year survival rate

between the two groups was statistically significant (P < 0.05). Conclusions The prognosis of patients with

positive HMGAZ2 protein is poor, and HMGA?2 protein can be used as a potential index to judge the prognosis of

patients with HCC.
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PEHL 2010 4E 1 H—2013 4 1 A fE V8 1 EE B K
2 B I s e S IR BT TR Uk 04 i 48 A g A8
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1.1

A A A P A R R s . DIl R Bk ki
Vifa BAE,
1.2 K7

BT HM GA2 HLsiEHiAR ( SE[E Abcam A H] ),
B UL SP A &I ( € E Zymed 24F] ). —¥L
TAEMRE 1 100, 2 R IR M Diaminobenzidine,
DAB) BiXH & (R LEAY T EA R
NTEIDN
1.3 FHik

KA SR e, S PR E S,
AU, JBEY R, JREA 4pm. XA HS T
HRUNET . KAk, R E L ETOKIEE, BTN
e E ALY ER T4, 2 DU 2R R IR G B BT
J, ARG, BEREEZE M ( phosphate buffered
saline, PBS ) #jk, W40 100 w1 BHT A HMGA2 ()
1 : 100),4CUKFFREE LA PBS #1131, 2 min/ 1K,
WM =4t, 37CHAETFMFE 20 ~ 30 min, PBS #ijk
3K, 2min/ K. DAB W fh, JpAMEE YL, Bk, —H
B, RS R DL PBS 10— N B
ML SR A AR P2 2, DA A (0 5
FiAER HMGA2 FHPEARHE . Ye tasi BEIF43: JEUL 5,0 47,
TREE 140 A0 2 4 AR 0 3 40 B Ba( 400 %)
AR Y R BEALE 10 ALY, AL 4R 100 A4
YA, TR TEANAE & IR ANAE 0 B A - AN PR
BRI HO ~ <25%., 25% ~ <50%. 50% ~ 15% & >
75%, S0, 1,0 2, 3 R4 5y, L
JE O HIAME (=), 1 ~ 443 R5BAME (+), 5 ~ 843
KBEE (++), 9 ~ 12 47 MR BAYE (+++), 558 PE
M E SRR, M U m s, HaE
43R HMGA2 PHEZL R HMGA2 B, 43510 59 il
61 17,
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BRI MR SPSS 20.0 G4k F. 5B
R (%) R, W x5, #E—50mm
KH X aENL s WA, HECRH Log rank
xR 5 B2 R Z A 4 BT SR FH Logistic [l I 5,
P <0.05 NZEFA G E L
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EEAANFRE
HMGA2 BH M 2 3k 52 b w8 8 sl 8% 4 €0 41 kL
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2.1

R, A F R AN Y 40 A% 7E 120
BE H, HMGA2 76 95 41 21 v i BH 1 % 35.8%
(43/120 ), S5 A EUT I BHPER 15.8%(19/120 ),
TE IE F JF 40 20 1 BH 2 R N 8.3% (10/120), 4
XK B, 2R G R X (x'=6.558, P=
0.000 ), i 414 L IE H IF AL SV S5 41 2 . I
1,
22 A REEMEZTHAMREHLS HMGA2 R
RIZEKLE

ANV R 43191 BT Tbk L 45 7 B I T N o 5

A: HMGA2 ZEfFANRA LISV AL s B: HMGA2 fEFAIIREA LU KRR C: HMGA2 ZEfFalimdl 2t m ik,

= 1

o1 g AR A I HMGA2 PHE IR R I, & ' i
5, ZRA% 0% 8 L (P<0.05), HMGA2 fH ¥
FEIR AR S IG R A 3. AT 4 5 B N
SR T AN M R R . ANRER L AR i
Jo8 B AR T 40 R R R R HMGA2 BH R 36 3K R L 4,
Z X KK, ZR LG E X (P>005), W
1.
2.3 FFEBEALA HVGA2 FHERIZMN S EZE
Logistic 43 #f

A7 N I W R N 2 S E I R 20
A Logistic [n] 946 8 £ 17 2 P 5 70 A, 45 R & W
I R 43 3. B 10k 2 45 5 B B i D9 e A% 12 J2 5% i)
HMGA2 FH 1 3¢ 35 19 2l 57 f& B IR 3 (P <0.05). I
2.

2.4 THBEIFEETFEREREK

HMGA2 PHPEZL B3 3 46T 45 9, AfERN
23.7%, HMGA2 BIHE4L B #H 3 4F50T- 33 1, A7
H45.9%, % logrank xR, ZRAFITFE X
( x’=6.481, P=0.011)., WK 2,

HMGA?2 7ERT4RRfE AR R RIE

(21 x 400 )

®1 TREINEZTHEAR HMGA2 EEFRMERIAEILER

Lzl
Bk 79 37 (46.84)
0.820 0.395
Lotk 41 22 (53.66)
RS
<50% 55 29 (52.73)
0.515 0.473
>50 & 65 30 (46.15)
I R 43441
1. 10 55 20 (36.36)
6.659 0.010
m. Vi 65 39 (60.00)
Jihged LA
<5cm 61 31 (50.82)
0.136 0.781
>5 cm 59 28 (47.46)
FET IR 2555
f 58 39 (67.27)
14.674 0.000
7 62 20 (32.26)
TFNEER
el 75 46 (61.33)
11.846 0.000
T 45 13 (28.89)
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R AR BE 22k 529 %
F2 FHEAELR HUGA2 FHERILR S E X Logistic B30 HtHX S
K% b S, Wald x° OR s PAY
IR BR
I R 53-393 2.732 0.579 5.553 16.432 0.335 3.238 0.019
JEFT Tk 855685 2.534 0.961 4.026 12.642 0.091 3.920 0.037
RS 3.154 1.024 6.486 23.632 0.103 5.715 0.012
100 - HERPEA LU 2SR b, 3E—25 20T HMGA2
80 - FIK 5 A0 e e A I R BRARRIE 1Y G &R . HMGA2
& FIRTEmIm R . AT TR L 2556 7% SO N 5% 7%
9 A S P BB . HE— 2B B Logistic 171109
2 a0 BRI 2R 2 AT, S5 R BUIGH A T
R et SRR BT PIRE RS S B0 HMGA2 FEK 030
’ i 2, X 3R] HMGA2 3K 5% JH-4H i £8 25 1k L2 235
0 20 0 60 B N N R A sz, X XA A B R
HEAFIT /1 S U IR A R AR — B, B HE AT AR SRR Ry

B2 WMABEIFLETFERER

Wit

5 HAENE R — A, ISR PRI A R 5 DD 1
B Lo 7BL i AN e i A . R — B B
WIRZ MG Zed B, 2L S PR OE 225200, I
IR LA IFIXE . BB FIE A g R 32 7
HMG J2& i HMGA JEN it i — AR E A 5%, 1E
WAROLT, 76w B A B A AN g e b ik i
WA, HAE 22 Bl R b, SRk R 3 R
=1 5545 X 60 5] £ 45 i R I BRAR A HEA T A
A3, HMGA2 1E &8 8R4 2R H HEUP Y
BHPE R A3 0K 71.0% 1 4.8%, 254 Gl L.
HELMKE % " B 52 25 R W1, HMGA2 1645 17 93 i)
PR 50%, 1EIEHE HEUPLP AR, 105
T HMGA2 5 R4 G R BIRETE AR R A X6
A5 1B 3 B S R A % I (reverse transcription
polymerase chain reaction, RT-PCR ) X 103 151 {9 B 3
FARBRAKNE &, HMGA2 mRNA 7EATHE414
MR R IR F R 43.69%, 535 TIEH FHZ, Aot
FEWAI, HMGA2 FZEN TR, 5
TR, TEH SR 55 41 20 HMGA2 FHMR
BIAI%. ABEFE T HMGA2 FHPE A H A sCik s
AR, TTRE S ARG B AN ABRE . HEBRbRE S
N RAWTFER B e AU A U R AR T
RT-PCR £ X,

O & E R R sz A KT B 1R 5l
WY SNAIL . TWIST 5555 H 45, HMGA2 Al &t I
PHAR DG DR g F ik i) 1 B B 0 B R R e 5, itk
AN IR AR 2R TS 2 b B2 AN — (8] % Ak epithelial
mesenchymal transition, EMT ), T EMT 1FJ& I} 40 i@
R P P I 4 L AR AS RS FINR 28 RE ) i E A )
St AR Y. @ HMGA2 26k 55 g ifn 45 A8 s 1A
%o LIZE HRGEFR HMGA2 FE DN 2635 5 11048 N Kz 40
JadagE . EBAATEHBHDCER, B HMGA2 %Kik
(R LU M A o E R . R R ILRIVER, AH
HARHE, (15 HMGA2 BAMER IHR AN E 5 55, &
BN AN R AL

AEFEEERIG R . T TR L 25788 ST N e
5 HMGA2 [HPERIR B UG, X R HMGA2 [
PR BRI T REE T R, IR e, TS
W25, Nk, HMGA2 w] {5k 50 W7 i 4 i i
TG i — I TEFE bR

ZE Lk, HMGA2 AT i I8 20 i i 4 i A
FERIATIAL, BEmrAL, BRI
A PR GRS T Tk LS55 KT 5%
5 HMGA2 KK E VI L. HMGA2 PR & & Wis
A 2%, HMGA2 w1 A 340 W7 JFF 20 i i £ 3 10 1Y
— M TEE T
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