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WE. B ot A -1(Prx-1) & P ey ik SR L EF BT POl ANE, FiE X
J S R 4R A Ty sk B IR A R e 4R P Prx—1 89 RGA | BEEE 5,95 R i (ELISA ) A fo 7% Prx-1
KF, R AHEALFLE R R, Prx-1 EAFEALE FH R EL A 754%, 5 THF227(36.8%)(P<
0.05), Prx—1 & A 5 pPJG 4L 48 P ol e B A & K B F (VEGF) e & % Z (MVD) 2 EE48 %, ELISA £ R %90,
L ot R E B A LA TR B i Prx-1 KT £ F[(31.2 £ 13.5)ng/ml vs (13.2 +11.9)ng/ml, P =0.000).
Prx-1 i 5 T KRB AL ALK, ik Prx-15 AFP 25 4-5F, 28 T @A (AUC)H 2 & T 3£ 1k Prx—
1, M Prx-1 £ 5 R R & A BB (OS) E LA H % % (DFS)A A48 X4 (P=0.002 # 0.000), % X454 AW,
Prx—1 # &% R B OS & DFS #4%k 3 & #4724 (P=0.035 # 0.000), Z5if I &4 Prx-1 A& K-F B Z 4
%, Prx=1 &k LA i g dn A R B AR & A B R A AT SR B AR TG 69 ARIE .

KR, MR IR -1 fRAZLT  hE AR AERKRET

FESES: R7357 SRRFRIRAD ;

Expression and clinical value of peroxiredoxin-1
in patients with hepatocellular carcinoma

Qing-song TU, Jian-tai HE
(Xiangya Hospital of Central South University, Changsha, Hunan 410008, P.R. China)

Abstract: [Objective] To investigate the expression status of Prx-1 and evaluate its clinical value in
hepatocellular carcinoma. [Methods] Immunohistochemistry was used to detect Prx-1 expression in phepato—
cellular carcinoma tissues and para-cancerous tissues. Enzymelinked immunosorbent assay (ELISA) method was
applied to detect the serum Prx-1 levels. [Results] The immunohistochemical results indicated that positive
rate of Prx-1 was (P<0.05) higher in hepatocellular carcinoma tissues (75.4%) than in para-cancerous tissues
(36.8%). Prx-1 expression was positively correlated with vascular endothelial growth factor (VEGF) and mi-
crovessel density (MVD) in cancer tissues. The ELISA results showed that patients with hepatocellular carci-
noma had a higher serum Prx-1 level than healthy subjects [(31.2 £13.5) ng/ml vs (13.2 £ 11.9) ng/ml, P=
0.001). Prx-1 expression was correlated with aggressive clinicopathological parameter. The combination of
serum Prx-1 and AFP, the area under the curve (AUC) was significantly higher than Prx-1 separate. Positive
Prx-1 expression was correlated with disappointing overall survival (OS) (P = 0.002) and disease-free survival
(DFS) (P=0.000). Multivariate analysis showed that Prx-1 staining as an independent biomarker of poor OS
(P=0.035) and DFS (P=0.000). [Conclusion] These findings suggest that the levels of Prx-1 expression are
significantly increased in hepatocellular carcinoma. The up-regulated Prx-1 is closely related to tumor angio—
genesis and acts as a promising tumor marker for diagnosis and prognosis of hepatocellular carcinoma.

Key words: peroxiredoxin-1; hepatocellular carcinoma; immunohistochemistry; vascular endothelial growth
factor
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XMELL 2 B 5 & A e iR AR TS 22, 3L
FEARERAT o A T B R EBUAY T it , 5 4F
FEIE 8 <50, BARNIFENGYT C S — e B A 1Y i
Ji& AHR R B 5 AR AT R 4T) <5%P, BE TS
AR FEZ R 80% [ 8 E B2 I AL T
W9, B R T R i RN v e 7%, R B ARIE TR
L2, L, SR RS MR R @S bR
Ve Y522

1AL Y -1 (Peroxiredoxin-1,Prx-1) J& T-5%
S SRR ARy 3 LI RTEUE =R Wi
W A5 T T, Prx-1 S5 4045 1k
FPT- 4 Z R A YD s rg IR e AR RS R,
Prx-1 7EFLAR i 5 PR 2 G0 1 B i 25 NS g v ik
%:‘dj'[g—lﬁ]o

SHEN S5U7058 1o — 2 5 e rpL Uk BT 3 430 & 21
JiFE Prx-1 2R3k B (HJE Prx-1 3235 LiRXTH R
PRI DA 2 S v AN T BT o PRI L, AR SIE R FH Bz 2 2k
VR 114 1) 835 T 9 4 20 0 LA 1 9 55 A1 21
H Prx-1 WK, 55 AN I i A1 2 b il 45 T B
H: K A (vascular endothelial growth factor, VEGF)
1 CD31 (%35 ; 34T Prx-1 355 VEGF it
9% % (microvessel density, MVD) . Iifi A9 AR AE K
SBF AT R AH G o HH T K A 923 T B35 (en-
zymelinked immunosorbent assay, ELISA )il i 24 Ifil
T Prx-1 F i RUHBRE ARATINGT Pre-1 7KF 51l
PRI BRAFAE A9 A OCHE | PPAL Prx-1 78 -9 07 2 v iy
YEFIH A
1 #EBRERE
1.1 ®HEITH

WEHL 2010 4F 1 H -2010 4F 12 H ¥/ 4 i
= [ = e 8 9889 1911 , 114 B F9ea 2Lk AR, B i
BT TFARIGIT , FARBIRA T S AC2EYRRTT 4
RIS TP, B AR IS 29 ~ 63 &, iR 4F 1% (48
+2.1)% . 114 PR G A% =60 27 49 i, <
60 % 65 fil; MhEE 1R <2 cm 3 65 fi, =2 cm &
49 B s L 27 5 Gbm S BEH R P9 I AE e
SR A2 (B T A4 2T 2000 4F45ifE ), 41212
Gy % 21 B, G, 9 39 i, Gs g 54 151 ; 9 4330
PrifES: IR 2002 4F f 36 [E 9 RE K & 25 51 25 (Amercian
Joint Committee on cancer,AJCC) #r#fE, TNM 433 .
1 I0399 72 490, I IV 3 42 1) Firfs s rp AR A ik
455K 68 19, TLik 45547 46 19 Iy ‘A 452

WIKETT , B2 AT BB 45 (2014 4£12 A ). W
BETII N 33.6 M H(6~42 40 H). BEEMEZY
A GRS, WA WA BEIEA T CT 4. AR
(overall survival,0S ) 248 F- AR ZEFET Y IA]BE AT a] .
1.2 REALLEX

G RE AL Lk 27 T Y (0 RGO 9 e LR 1 8 55441
gl Prx-1 VEGF %z CD34 [)3e1k . YIBURH S I
S LU E H A S AR IR AR SE 24 h RS B
K, A LI SR S5 i A B0 R, R 20K,
1% £k 2% ph % Wk (phosphate buffer saline, PBS)#& ¥t 3
min x 3; 3% X5 7K H,0, #1141 30 min, LLVH B 5P
AL, B R AR R S Y 6 PBS PR L 3
min x 3;3 mol/L bR ZH 1k 30 min, 5500 B EEUAR, #F
BEIRIE 5, PBS HRUE 3 min x 3; JHUELNHE T /5 & T8
BN, 37°CIEH I EFH 30 ming A0 3w g/ml —
P, BT ACUKRIERGEE 2 KBV A BUL G 37CR
Y 30 min, PBS #E¥E 3 min x 3; TN 4, 37°CiE &
NI 30 min, PBS JRVE 3 min x 3; AR - 4=
Y& - i ALY 2 49 (avidin-biotin-peroxidase
complex technique, ABC),37°C i & N I% & 30 min,
PBS #&% 3 min x 3; — &M (Diaminobenzidine,
DAB) .1, 20 min, FI /K FE 3 ik, IR R ZRIR YL, I
KRR B B A
1.3 #RHAE

SRR oS P2 SR . T e 21k~
Yt 55 P20 320 1) R A8 I Jeg 15 o 7 o7 g B 1) 8B
SEHIRE o Prx=1 B TR 4L 8L rb R 40 Az, BH
PR RRR B, DB N Bk D) A BE U A A
ZH 5 A EE LS (% 200) , AR LEF 4 100 40
o 20 REAZ S A R A SR L A AL >10% 0 BH
(+), <10%z Jo & (B A IPE(-) . CD34 F1 VEGF LA
YA TRD / SSOEAZ P B G ROk Sk B . A
BEWLEE 5 S HLIET I W bR o - Ak 2 (0 20 P >5% Sy FH
PE(+), <5%IEE O ABATE(-).

1.4 ELISA %

K FH ELISA A DU JH- 98 28 35 135 v Prx=-1 &
R &0 A 22 E R&D AR, R & vl ik
TTHAE
15 Sit=FHiE

K H SPSS 19.0 etk kA TEH 43T, Tt e
AR + bR 22 (x = ) Fom, e KR s [ 3
Ti 22500 BRI R IR L x 2 A5 56 Al Spear-

man AHSEK B0 b S iE 2 AUk e A R (2



T E BB A

o5 25 %

TAERHE 2k (receiver operating characteristic curve,
ROC) /37 i 113 Prx-1.CA19-9 Kk &2 Wi fiT
FERITE A7 o R 22 Meier (L2 EAE il 705
BRI BT ERRAG 35  fFH Cox [ AR RYR e AR S5
JF s R SRS BUS IR . B A e R SR 5, P <
0.05 A ZFA G FE X

2 #£R

2.1 Prx-1#1 VEGF fEHEALAFHRIE

G AU A 25 R BoR N R e s 1Y Prx-
1 BB AAAE T An 2 i s b (DL 1) S5AHAR
BRI ZH 2 e85 (42/114,36.8% ) , AT 2HZH Prx-1
(86/114,75.4% ) FHH: 2 Ik 25 F1 = ( P <0.05 #b 7 HAAK
BRI 2/ NS S 3407

114 A v, 75 5] JH- i 20 2 40 j 5 v AE A
VEGF BHPE14(65.8% ) (ULIE 1) Spearman FkAHG
Kb F0H , BigaZH 2 rh Prx-1 5 VEGF 335 1EAH
*:(r=0.315,P=0.003), .3 1.
2.2 BHEALLAF Prx-1 Rix5 MVD gyt E M4

CD34 YLtz JHLR , P-4 MVD iy 13.9(2 ~ 37)
(DL 1) Prx-1 PHMEZFRIAA A1 MVD B &
T Prx-1 BIMERIE M I A1 40 [(149 £7.7) vs
(10.9£7.0), P<0.05 #hsu HARE R I B8 22/ NEI
J& 31). MVD=H{EIN N2 E MVD, i MVD< #J
N K2 MVD, Spearman Bk AH 56 46 56 b, i 7
Prx-1 35 5 H 4 MVD 2 IEAH G (r=0.241, P=
0.026)( W3 1),
2.4 Prx-1 Rz 5lGKRFESHMBEXME

Prx-1 Fik 5 L3 LR R LSS
% I3 CAL19-9 & TNM 43-HA4 #5561 (P =0.016
0.004.0.007.0.025 #i1 0.003) ., fij Prx-1 Fik 5445

- - ¥ i
- X =

Rt T r
A T -
& s

- el - z

; o

i foy s B

L

N P T
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A B

C D

A:Prx-1 TEFR A LU B MRS B Pre-1 FEAFRE A 0T PR %
%5 C: VEGF 7E/H 414U I M 335 ; D: VEGF 1E/Fm L b H M 3R
% ;E:CD34 5 21 41 h B 3 3k s F: CD34 7E a2 2P B 3%
%
1 Prx-1.VEGF ¥ CD34 fEHEARAHHRIE
(x200)

%1 Prx-1%i*x5 VEGF.MVD gytEEME  #

J—— VEGF MVD
PEHIAMNEF .
- HH+ ofH PE MK & i PMEH
Prx-1 BH: 22 9
0.315 0.003 0.241 0.026
Prx-1 BAM: 17 72

PR bR AL R AR TOA G, IR 2,
25 BHEEENE Prx-18E

ELISA Z5 48R, R - L3 Prx-1 7K T
1EH R #(31.2 £ 13.5)ng/ml vs(13.2 + 11.9)ng/ml,
P=0.000). Jf H M3 8 G Prx-1 K-V 5 5
(W3R 2). AWF5T i 251 ROC i £k VA 107
Prx-1 FENFEZ2 Wb 9 MERR R S PE . 1Prx-1
TR IX A e fid R SR AT e [T i
(area under curve,AUC)=0.839, (95% CI:0.754 #0I
0.923)]( WLl 2). 517 G £ H (alpha-fetal pro-
tein, AFP) HK G4SN GEH2 =7 1M0L3 Prx-1 2 W i 11
fit 11,[AUC=0.913, (95%CI:0.863 F1 0.963)].

1.0 -
r "o
i /' Prx-1
0.8 1 |
- = o AFP
: Lf /,

e ' Prx-1+AFP
:;EH 067 : '/ SHk
= | . 752K,
2 P
E 044 .

i ",
il .
0.2 1 e
l_.-"
F
0 = T L] L] T
0 0.2 0.4 0.6 0.8 1.0
FRsrE

B2 & Prx-1.AFP & Prx-1 B4 AFP
SEIATFER ROC fiZk
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1.0 1 Prx-1 B4 #%35(n=28)
0.8 1 AN
0.6 1 1
0.4 1
0o o Pl FHPEZR K (n=86) -
P=0.002
0 1 L - i - Ao
0 5 10 15 20 25 30
AffE) / A
A
1.0 7 .
_ Prx-1 AR (n=28)
0.8 1 1
0.6 1
0.4 ' '
Prx-1 FH4: K (n=86)
0.2 4
P=0.001
0 4

0 5 10 15 20 25 30
Af1a] / A

B

B 3 &L Meier HZ4 17 Prx-1 Rix

STRFE B OS #1 DFS FixHI 200

*3 BEEZEZMWATESSE OS 1 DFS WFEEZE

K2 BWRBESHSE Prx-1 RiEMEXE
72%@( H?J,:T;,Zﬂgﬂ Prx-1 %E / WJ lﬂl{% Prx-1 é\% / P{E
Z _ et Pl (ng/ml,x+s)
AU
<60 % 12 37 32.28 +6.49
0.316 0.529
=60 % 16 49 30.94 +5.28
4531
5 19 53 32.17+8.35
0.427 0.637
& 9 33 31.46 + 6.73
Jiye B A%
<2cm 17 48 31.88+2.94
0.459 0.622
=2cm 11 37 30.12 +3.15
S EAAtE o v
G, 11 10 14.29£1.85
G, 12 27 0.029 2478 +2.97  0.024
Gy 5 49 39.62 + 3.52
RELEE R
= 3 65 40.23 £5.82
] 0.012 0.009
& 25 21 22.67+3.16
TNM 433
.1 27 45 28.27 +4.43
0.017 0.011
m. v 1 41 38.53+3.76
AFP &
<40 . g/ml 21 21 27.64+2.71
0.008 0.015
=40pg/ml 7 65 39.15 +3.48
FUEY el
= 3 55 37.42 +6.53
0.021 0.018
& 25 31 28.44 +1.78
26 EFSH
K HIR 2= Meier fhZk 1550 B Prx-1 F2iE%T

# 0S FITCi 2E 771 ( Disease-freesurvival , DFS ) [ 5%
Wi, 25 SR, Prx-1 BHPE eIk P i % OS B i 48
Prx-1 BIvEZFR R (111~ H vs 28 1~ H ,P=0.002).
Prx-1 BH: 235 179 & DFS B i 4% Prx-1 PIMESR
k(64 H vs 214-H,P=0.001). WL 3.

PO RIIHTRIR  Prx-1 63k HLUE M FHL
1RA0 BV S5 RS I3 AFP K2 TNM Z3301%} OS #il
DFS B HlJG sZ MK . 278 S A Attt — 2 3R,
JiEg Prx-1 BHPESZ 8 5 OS S DFS AN R i/ (1)
FRic ¥ [HR=3.126, (95%Cl,:1.425 F1 7.018), P =
0.035; HR,=4.805, (95%Cl,: 2.136 1 10.812), P =
0.000]. 3 4h, 4LV 43 4% LT AFP K TNM 4338
& OS 1 DFS fyhay sy . L3k 3.

N 0S A AE DFS H s A=A
%% A |
2R w1 P Ty P
Prx-1
PR 29 22
0.002 0.001
R 12 7
AR
<60 % 16 7
0.378 0.527
=60 % 24 9
P53
B 21 9
0.421 0.674
Z 23 7
Ji e E A
<2cm 22 7
0.385 0.426
=2cm 16 8
EEEAL 5 7
G 32 18
G, 21 0.026 11 0.017
Gs 8 6
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o5 25 %

&gR3
% 0S h i A7 DFS Hifyi 447
H¥ X |
ZH w1 P Ty P
L2554 RS
= 10 5
0.034 0.029
7 28 18
TNM 233
.1 25 19
0.015 0.009
Ir. v 7 6
AFP & i
<40 p. g/ml 29 19
0.012 0.011
=40 p g/ml 10 9
FUER T
I 9 7
0.016 0.008
7 28 21

x4 SEESWEIFESRE OS
70 DFS WFiaE =

0S DFS

ZH 95%Cl 95%Cl
TR B "R TR R 4

Prx-1 3273 1536 7.129 0.036 4.916 2.247 10.923 0.001
FLURAMR 0269 0188 0425 0.029 0461 0.204 0.677 0.003
AFP &4t 1956 0676 5778 0001 1.892 1.026 5.652 0.004
TNM M 2.851 0764 7.682 0.003 2544 1.385 4.782 0.002
3 itie

AW LI, Prx-1 FE Nl B 9 A
RS 22 P NS v S e AR, A R R
IR 414U Pro=-1 35 01 g s F AR R 52 41 40, &
DIFERFSR 255 — 3, S SRR K3, S 2 ik
H LR T R S Pre-1 2 i 2 $R R i
T8 Prx=1 7] gk A2 W I 09 A A0S FRic ) -
R AFP .y — A5 21 JIK T 356 1 1 D5 i 37 7 e
W TR R P K B 1 A 2 A TS A e T R T i
W, (E R R B, 350 S 7 1 R R R S
PERAREA, A I br i 4 v o 2 8 e S
ST U TR S Y

il B BIF T IE S I3 Prx-1 & B 7 g2 i
YrE, B3 T Prx-1 WA 2K 3, 5 i g
CAL125 HK Ao FH Bt AT 44 v By 3098 1) 12 sl g .
M, ARBFSEIRERE DT Prx-1 762 Wb B M .
ERFW] MR ROC iy AUC fH, I Prx-1 5
AFP 2 W7 T B 5 Sk AU L 85 22 % e S it

227 I Prx=1 A1 CA19-9 BEA (I, AUC 1
2R TR A, BRI Prx-1 55 HAth fih
AR IC Y G BB HEA T R i 0

A 2 O IEYE 2 1, Prx-1 7R K A kR
B S ZAEHS, REN SEPHRIE /R M AH G
PUlE, Prx-1 Al {2 7F £ 4 SR A M N etk . HA
GRS IR AR A D i IR Prx-1 E i
SRR B 1, i Rz R B4k (epithelial -
mesenchymal transition, EMT) . EMT #{IA A S22
JRFEMFE R AP I E A . EMT ad b,
TN bR A R G S L R A R AE , B AR ) FE R
YA LRRAIE , A by o] Rk L g ) e O
BT 14 50 240 0 A7 356 I A A P 2 R ok 7 Tl B B 1K)
007 H EMT o2 iR il A B iy S5 . e
THEREE AR [RI B A EMT SR AR e A5 R E28, AHf
FARFW, Prx-1 L5 B A Y R AR G
LA R T UESE , Prx=-1 76 T8 F e v B B
KT RESE PR A M N 2 — , AT REN
I EMT KA RE  Prx-1 25 EMT [y
ML, FLAE e (R B v (0 e A AT e i — 20 R
AW

i i A R SRR I TR A A R R 28
FEERE R 2 CEZ M EH™, 40 MVD i,
078 A 5 9 5 EG b e ) 2 J RO B T
Je A ARG, VEGF S22 45 A= i e kAR
PR 7, DA kg 2 ek g i A5 A4 i 14 o S 3 4 B,
DIMERFE R, 75 R 58 5 B AH G JH- 4 i A S
FErh , VEGF 5 MVD A A CHER, AF58 & B0, T
FELHZUT Prx-1 %355 VEGF Fl MVD 2405, 15
TR T e 1 45 A R VR T PT REV S VEGF A%
) FifJeA I A A 8 L R S 7 1 40 B AT s v
Prx-1 ]S VEGF Ji a7 P g 1fi 45 A 244, (8
J& Prx=1 78 9 B g i 45 A pig A i ELARFE AL 4
ANERH A 2R A

B FEIE SEAN [R) 281 i v Prx-1 1K1
Wi ., 4 KIMESIF] YONGLITTHIPAGON Z5:19f
5T R FEAR G s i 5 v, Prx-1 282 I &2
K AR R0 S BN R bR o LI SEWFSE 3R
A Prx-1 K355 OS F#EIRAH G, HAERR 9 8 4 rh
ARSI AN R TS R . HAAPASALO “5475H
Prx-1 ik 5B RAFTE A OC, v] BBTE = 4 I
TG VAR ICITER . ABFIR A 48w, BHME Prx
-1 RHHA K 0S Fl DFS, Al /E A K HUS Bl 7 bR

<10 -
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180 T Prx=1 XF S8 LS A RIE ], )42 W
DR TR G 2 JH 9 0 1 e P R RO VR o (E R Al A AN [
HIBIFFE 25 B B WFFE R I, Pro=1 S2 BH I M i 2% 32 1
FLARIE B AR TS RS bR e, BRI, ASFoT 45
ST NG N T Ao .

M2 ARG K IR Pre-1 TENTRE AL R T R
M Pk THE . Pre=1 [ -5 Ao ifn 45 2F i i
HEREBEYIR G G Prx-1 BEA L1 AFP A 42 & AT
FESWRE ST . RJE BE Prx-1 BPERIB W /E AR
OS 1 DFS fy A= MIFRICY) o Z K BRI — AR
T Prx-1 5 28 AR PIAH G FR LA
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