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HIF-1 #1 Racl FERTAHRREZE R RIRIZE R EHE X

IELERE?
(LARNHELTA¥RER, H I RN 430070;2. 4 A¥MEE —ER,#E #H 421001)

HE.BN FT8RAFFET -1a (HIF-1a )4 Ras 48 %4 C3 W A& /&4 1(Racl) £/ 4 ie & b o9 &k
BREREN FTiE SR H AT 20 4] AT AR AL 42 42 ) BT tm e R 4047 58 4], 5 A 6, 4B A 4k
BRAYEEYG - SENMEE L FANALR P HIF-1o # Racl @ik, ST EEXL G RBIEEIE
Wk R, FESGRTHHFIN., ER HIF-la TEARERIEEEE Racl e EE, HIF-1a &Y
e EH AT L P 6h b Rk % A 0.0%(0/20), AT ARG 247 2 45.2%(19/42) , JR K VAT 2047 25 81.0%(47/58),
E P S ik & 53.3%, 7oA 83.3%, &1 h 100.0%, HIF-1a &G & REAEEL £ LET
0 AR KR ITEH(P<0.05), AR X MATEMEL Y HIF-1la B A X KO EHEBA A, Racl FARAELFE
R4 g Fa b Rk % 4 0.0%(0/20) , 5% & AT AL A 27 4 40.5%(17/42) , B & Ve RFF 2042 4 77.6%(45/58) , &
P B AL E R R R 60%, AL A 73%, 4k 4L 94.7%, Racl F & B A A AR T W RKIRRIF
(P<0.05), M4 Racl B RE SHELEHSA X, HIF-1la Bk kik 5 Racl Haelfakkik
£Z EARA(P<0.05), £ HIF-1a .Racl 5/RABITERE T A EA S BALMNBEEGHEEAYT
) A S 09 R BAZ A TG .

EEIF: REAMAE;RAFFAT -1la;Ras X6 C3 AARY 1; LRMELEAF E

RE S R735.7 ZERFRIRAD: A

Expressions of HIF-1a and Racl and their significance in
hepatocellular carcinoma

Yun-que Wang?, Xiang-yi Huang?
(1. School Infirmary, Wuhan University of Technology, Wuhan, Hubei 430070, China; 2. The
Second Affiliated Hospital, University of South China, Hengyang, Hunan 421001, China)

Abstract: Objective To explore the expressions of hypoxia inducible factor 1 (HIF-1a) and Racl
proteins and their clinical significance in hepatocellular carcinoma. Methods Immunohistochemistry streptavidin-
peroxidase (SP) method was used to detect the expressions of HIF-leand Racl proteins in 58 cases of
hepatocellular carcinoma, 42 cases of hepatocirrhosis and 20 cases of normal liver tissues. The findings were
analyzed on basis of follow -up information. Results The cellular staining pattern for HIF -1la was
predominantly in the nuclei or cytoplasm, while Racl was positively expressed in the cytoplasm. The positive
rates of HIF-1a in the normal liver tissues, the hepatocirrhosis tissue and the hepatocellular carcinoma were
0.0% (0/20), 45.2% (19/42) and 81.0% (47/58) respectively, and there were significant differences among the
three groups (P < 0.05). The expression of HIF -1a protein in the hepatocellular carcinoma was closely
correlated with the histological grade, TNM grade and lymphatic metastasis (P < 0.05). The positive rates of
Racl in the normal liver tissues, the hepatocirrhosis tissue and the hepatocellular carcinoma were 0.0% (0/20),
40.5% (17/42) and 77.6% (45/58) respectively, and there were significant differences among the groups (P< 0.05).
The expression of Racl protein in the hepatocellular carcinoma was closely correlated with the histological
grade, TNM grade and lymphatic metastasis (P < 0.05). Spearman rank correlation analysis revealed a positive
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correlation between HIF-1a and Racl expressions in the hepatocellular carcinoma (P< 0.05). Conclusions The
expressions of HIF-1a and Racl are related to the canceration and progress of hepatocellular carcinoma, their
united application can be used to determine the degree and prognosis of hepatocellular carcinoma.

Keywords:
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S5 HIF-1« \Racl 7ERZHZ1h R IE L R4
Y2 E L SR SR A A IR B, 25 g i & 2
1228 K% . HIF-1 o \Racl 5 T2 ¢ R 9%
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RIS PR AR
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1.1 HRIH
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F] ), 4°CHRAT 16 hy A Y3557 (Envision H 7 )%
IR E 20 min; BEFRBTER / S A9 (Envision [ 7 )
ZIRIFE 25 min;DAB (VLA M = KA BRAF])
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1.3 ZHRHAE

HIF-1 o 1 Racl 45 SR FEPRAE - HIF-1 o 119
BHPEZRIA S A0 M A% S M B YL iR B £ . A Al
Bk (kT . Racl 8 H PEE eIk 320 T s 40 i
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LB 43140 P 5L < 10% 4 0 43, B4 A
0 11% ~ 25%°4 1 43, FHPEANAIEL 26% ~ 50%H 2 47,
FHPEAR AL >50% A 3 43 SRJEHF 2 it dh R ofe
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1.4 SitFEFE

BHEA PR SPSS 19.0 Geitk s, THECE R
LR (%) RN R x 2 R, P L3, 1 E 4G 46
K «=0.0125, #1153 Spearman S5 ¢ &
%, P<0.05 ZHA5iEE L.

2 #HR
2.1 HIF-lo .Racl FEEZIEEHFALMEL 4
FFB AR R

B AR R B  HIF-1 o B9
TR A 240 R A M e R B R (R AR £
Wk s ARAEAL e S5 AR AL K R AT 3 44l
AUh HIF-1oa #AHE, 2 x 2Rk, ZSa50¢
B X (x%=41.945,P=0.000)( L3 1), JEs7AREAL |
Jig 55 IR Ak K S & ME PR 2120 R HIF-1 o A BHPE
FERF 9K 0.0% . 45.2%F1 81.0%, 5 & 1 T 96 2H
ZUrp HIF-1 o« 5 198 25 0 A0 R 98 55 31 i 16 T 41
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10.038, P=0.002),

Racl 5 {4 BH Pk G (o 3 22 5 A7 T I8 240 el 1 20
M, R AR R A e or R A i 55 A
TR PR 3 4H4HZ0 T Racl Fak HUEe, 28 x 24
¥, 254 40T E X (x%=35.167, P =0.000) ( I
1), S ARREAL R 55 A Ak S 5 R PR R 4 4
1 Racl 9 BH 4 2 35 2 43 5 i 0.0% .40.5% FiI
77.6%, JFUR T PR 4140 Racl = T4 55 BT AL Al
it 55 AR AL T 2H 40 ( x %=14.293 Fi1 32.386, 1 P =
0.000) , % 5 AT B AL 2 21 Racl 261k T 55 R 1
FEITFA L ( % %=8.276,P=0.004).

2.2 HIF-la.Racl 5REZMFEMARES
SHRKEBEBHX R

FR G R 5 X R AT 40, T VIR T
T A S5 & 1 s v HIF-1 o0 B9 BEPE R 3K 2643 iR
91.7%(11/12) Fl 78.3%(36/46), 2 x 2 K46, 22 % C
Giitep s X ( x2=0.749,P=0.291); M . VA T .11
W R VeI T, Racl A BHPE IR 28505118 91.7%
(11/12)F1 73.9%(34/46) , & x 2 Ka 36, 2 R LG
7 X (x2%=1.725,P=0.189), VL% 2,

WRIGLL LA FE X B AT o0 4, K
F oAl HIF-1 oo 11 PH M 3% 35 5% 43 51 oy 100.0%
(19/19) .83.39%(20/24 ) F1 53.3%(8/15) , 2 x * ¥4,
ZRAGEE X (x=12.019, P=0.002), k. H .5

ﬁ\

A4 Racl (4 BH 3k #8535 94.7%(18/19)
75.0%(18/24) F11 53.3%(8/15), & x 2K, 2 H A
it X (x%=8.299,P=0.016)., W3 2,

FRAEIR B Z5 PR XT HE AT 0 AL, Tok e 4
TS RNk L 45 56 7 20 HIF-1 o 19 BHAE 2235 %45 51
“h1 70.3%(26/37) A1 100.0%(21/21), 48 x 2 Ky, 22
A G X (x*=7.704,P=0.006) , ik EL 455 7%
H HIF-1o FAPERIERE T IO A5 54 5 k2
SEIL R A RN oK B 25 RS 41 R R R P T, Racl 1)
BHAE 263K 30 91k 67.6%(25/37 ) Fil 95.29%(20/21),
2 xR, 22 R A SR (¢ =5.898, P=0.015),
W E5 R4 Racl FHME AR & T E 4545 %
. W2,

2.3 HEREEECAATELEEASS HIF-
1o 5 Racl RizgytEX M

42 {5l 5 I AL 2 21 40 21, Racl Fl1 HIF-1
B AL RIF IR P 14 41, F[E Feak B 20 41, R A
Spearman S5 2% A 4347, Racl 5 HIF-1a FEHEY
FIREIFAX(r=0.314,P=0.012), W3 3,

58 {3l )5 & VE R 414 b, Racl 1 HIF-1a M
Iefm] R M 40 5], :[R IR G 6 B, R
Spearman 25 AH 40T, Racl 5 HIF-1 o 2511
TR A (r=0.486,P=0.008), .3 4.

#1 3% HIF-1a.Racl PAMZMELE

45 (kS HIF-1a Y $1(%) X MH Pl Racl Bt 41(%) x°1H PfH
o ERT A4 20 0(0.0) 0(0.0)
P o Ak 2 42 19(45.2) 41.945 0.000 17(40.5) 35.167 0.000
R PR 58 47(81.0) 45(77.6)
R2 AEFREHEN HIF-1a \Racl EARIEMAMRLLE

o BUARRAIE B HIF-1a BHYE $i(%) X *{H P Racl FHYE: 51)(%) X *MH PMH
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IV 35 12 11(91.7) S o201 11(91.7) H1E 04182
IR
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MBS
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“ ” 21(1000) 7.704 0.006 20(95.2) 5.898 0.015
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AR . I IEH P R P B 2R A
PR TR T3S S T HBV e A G fH 2 —id k|
Pl HBV JERYL N i L5 [ 20 M & A 922, il A
AR IR YL K S B AT B A 24 K ) — BERst ] . P
UERT DA P 0 & A R B AR AT
HRIEHIZE R . AR, — iR E I HIF-1a |
Racl & H 5 P R %Y.

HIF-1 o JEHEIEH R T 3k, (R AR R
AT B 7 2R AR AR 2 G0 T R T AR R ARCIR A B
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H TR 28052560 1, Racl 5 A B R 1
K R BEXRRFY A2 PG T 2 RGA
B2 2R R A PN o L A R S AE R A4S R B R MO
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