B EF CXCLS 5k CXCR2 fEFF4H Y=

HHRERESIRATEHIXER

# OLLERELE #H' FHLx MLERE!
(L 7P ERFR2E WS MR = e, 718 7T 530021
2 3k e B E, Il R 2E B R Sk BE BE L )T AR sk 515000)

B E.[HM] Wik E T CXCLS XAz & CXCR2 5 48 it (HCC) A I 9 3R RF AT Fl
RIFERWRFZ [ FIE] ARGEREU SR, o RS R4 AR RS R AT R4l 38 %
J6E B PCR A 3 2 8 o 4140 CXCLS A1 CXCR2 By AT #e ik & [£5 5 ] CXCLS 78 7
1152 % 4 B0 R 6F 205 i T R R 4 (P=0.011); 5 116 JR 43 391 A0 HBsAg R 2545 56 (P<0.05) .
CXCR2 7E 40 & % 4 B M 32 ik B T 0 & % 41(P<0.001), [l it 7 Tl L 301 & % 40 (P=0.005) ;
S5l R 4380 R B 45 A1 HBsAg IR 45 ¢ (P<0.05) . CXCLS-CXCR2 F:[al i &k g 1y 5 4
BRUETE R B AR T HAL £ (P=0.005). [45i£] CXCLS F1 CXCR2 76 i i 21k, IF S I AR
R BLRRAE AN AR 5 52 76 55, CXCLS F1 CXCR2 A B8 0 T8 A 5 10U I 0 H8 45

B R Ak R F  CXCLS ; CXCR2 ; B

MESES.R735.7  XEFIREG A XEHS.1671-170X(2014)08-0659-05

doi: 10.11735/j.issn.1671-170X.2014.08.B010

Expression of CXCL5 and CXCR2 in Hepatocellular Carcino-

ma and Its Relationship with Prognosis

HUANG Shan',HUANG Sheng-xin*, WANG Qi', et al.

(1. Affiliated Tumor Hospital of Guangxi Medical University ,Nanning 530021, China;2. Shantou
Ceniral Hospital ,Affiliated Shantou Hospital of Sun Y at-sen University ,Shantou 515000, China)

Abstract: [ Purpose | To investigate the expression of chemokine CXCL5 and its receptor CXCR2
in hepatocellular carcinoma(HCC) and its relationship with clinical pathological features and prog-
nosis. [ Methods ] Based on the results of follow-up,all patients were divided into early relapse
group ,non-early relapse group and relapse-free group. The relative expression of CXCLS5 and CX-
CR2 in the three groups of HCC patients was detected by quantitative PCR.[ Results ] The relative
expression of CXCLS5 in early relapse group was higher than that in relapse-free group (P=0.011),
and it related to clinical stages and status of HBsAg (P<0.05). The relative expression of CXCR2
in early relapse group was higher than that in relapse-free group (P<0.001) and non-early relapse
group(P=0.005),and it related to clinical stages,diameter of tumor and status of HBsAg(P<0.05).
5-year cumulative survival rate in patients with co-expression of CXCL5-CXCR2 was significantly
lower than that in other patients (P=0.005). [Conclusion] The expression of CXCL5 and CXCR2 in
HCC relates to clinico-pathological characteristics and postoperative relapse. Therefore, CXCLS5 and
CXCR2 can be expected to become a potential index for postoperative prognosis of HCC.
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rence, ER)25 ], HIARJG 2 4F 4 G BT A bR 2 %
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MY HEEERE ( HI) R A IR A ARG L., b T
13 AL T L PR A S Ah S N 1 XL
wEGY L 2H DNA, 8 K B-actin (BhE
F1)VE R I 21 (Table 1), Trizol & RNA $2HU
A Invitrogen A H] ,eDNA 5% 55 & H Fermen-
tas A Al , ¢ & PCR K57 & SuperReal PreMix
(SYBR Green) 14 H KA LB A R F] ,StepOne
SEE fE PCR &40 A S W AR R G A F]

1.3 SLWAHE
1.3.1 #a22% RNA #2 3

PRI L5 A% 24 200mg, Jill A 1ml Trizol , ¥ I8
Ui U] A5 A0 BRI B ZUFR A L RNA, Fird 2 RNA &
L O G BE TR T B Al R
A/ Ao B FEAE I AE 1.8~2.0 JE I P, Ui W BT 42 B
A RNA ZHEEUF . 28 Bht i W R JC Pl Dk S 30 S 7, 34 T
UL 5 A 28S . 18S W45ty , UAHHAL RNA i 4f , oK
WEf, —80CERAF#5 H
132 %8 3% 4% % PCR(RT-qPCR)

FR A 58 A0 23 6 BETH I A2 1 RNA YR, B
RNA FEA &, F LR FE B B RNA 4% 35 54 5%
TR G UL A8 5 S A cDNA, 2862 i PCR I
K 2 20l : cDNA #ii 2ul, SYBR GREEN PreMix
10ul,50 xROX  2pl, E FUE5I 4% (10pmol/L 4%
0.6pl), JC RNA i 255 77K 4.8ul, K4 3
WER S 3 ANEZALFEBF AT, T StepOne 5% 2 it
PCR 4% il AT , SOBR 2 3k, kbR 55—
FAS P 95°C 10min, 1 MEX; 55 =20 PCR ), 2%
PE 95°C 15s, 3B K/ZEfH 60°C 1min, 40 1§, PCR
S5 TR R VS A 1 2 o L7 W R S o SR R AR R
FE R 2700 sk X 9 Ot s i PCR SR A7 4811, BRI H
() BE A X ik =270 Horp ACt = Cr(H iy 3L H)-
Ct(NZ ), AACt =ACt (T 41 8L FE AR)-ACt (1
WIFHEAREAR) o [FH H-AACt=2 % LA mRNA
AR A, ~AACL<2 & N HHRHE R A
14 SitzseE

N SPSS16.0 #4748 340 A1, 1% L PE AR &
R ] H AR 5 22931, o0 A8 i R AL ) 1Y
ek HI R O R 36y i DR 3R R 7 i R 4% 348 A o 119
Z5 R K5, R Kaplan—Meier 4= 17 fil] £& F1
Log-rank 5 5 i 17 42 47 53 #1 , P<0.05 R 2 5 A 42 it

RURE"SSN
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Table 1  Pri f stud
able rimer sequence ot study genes 2 z:él: %

Genes Sequence(5’ to 3') Bases fr:gerrrllitnht ((l))fp)

B-actin - FW TGGCACCACACCTTCTACAAT 21 180 21 ZHFFERERE CXCL5 B CXCR2 i
RV AGAGGCGTACAGGGATAGCAC 21 T 5 1 B b

CXCL5 FW ACCACTATGAGCCTCCTGTCC 21 191 N

CXCL5 #1 CXCR2 *t SEILLTES S

RV ATTTTGGGATGAACTCCTTGC 21 e o F o i ';'@ )%7%

CXCR2 FW GACCCAGTCAGGATTTAAGTTTACC 25 245 ToeHE, UIIASEIE h A W 9
RV CCAGCATCACGAGGGAGTTT 20 HAEFE =Y T, WA R —
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Figure 1 Amplification and melting curve graphs of CXCL5
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T, {EAH I (Figure 1),

B kd AFRME KA LE KA T CXCLS

W E, CXCR2 1F B 4% = 5em JIF 9 i) A X 6 35 &

BH (P=0.027) , 5 & & AP £ LR AFP 3 DL K

Fl CXCR2 mRNA M5 A A I # P42 T, 0.05) (Table 3),

=[] Y R GA i 25 R TR T
G 2= & L (CXCLS: P=
0.036; CXCR2:P=0.001)
= AR U7 2= SRR P<
0.001, k] Games-Howell
RTINS, 45 R
/N ,CXCL5 1 CXCR2 1£
TE KA SR WE KA
Fikg ERAEG I FE
X (P=0.011 A1 P<0.001),
il CXCR2 mRNA 7£ R34
KA FB RS TR
52 %240 (P=0.005) (Table 2) .,
2.2 CXCL5 % CXCR2 &
ZESIERFENXR
CXCL5 #1 CXCR2 1y
Fik it 5 g
B2 VL K HBsAg IR 75 A7
M e (P<0.05), 1
BCLC B ] 1 HBsAg [l
PE I 98 4 2 CXCLS
Fl CXCR2 1 1 X 2% 3k &t
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Table 2 The relative expression of CXCLS5 and CXCR2 in all groups

I A TERE AL 25 I PR 4 b 18] A 77 2 AR G (P>

CXCL5

CXCR2

Groups N a0 F P

-0y

F

P

Relapse-free group 18 4.70+6.11

Non-early relapse group 20 6.56+8.00 3.481 0.036

Early relapse group 25 11.58+56.26

3.82+3.33

4.23+3.02 8.094 0.001

7.37+5.88

Table 3 The relationship between the expression of CXCL5, CXCR?2 and clinical
features in hepatocellular carcinoma

Factors N CXCL5 t P CXCR2 t P
BCLC stage

A 12 5.045+3.362 2.846+2.397

B 51 8.086:4015 202 0047 o Ciai60sa 2065 0009
Envelope of tumor

Complete 53 7.523+5.695 6.217+5.012

~0.164 0. 2 777

Uncomplete 10 7.854+6.514 0-164 0869 5.717+5.691 0283 0
Diameter of tumor(cm)

<5 19  6.612+5.621 4.624+3.401

=5 44 727415536 O3 0.666 7.594+5.242 2266 0.027
HBsAg

4 50 8.361+4.814 6.951+4.212

= 13 s06ls5.623 127 0038 heoazssy 2268 0027
AFP (ug/L)

<400 22 7.345+4.962 5.015+4.916

=400 41 7.614s5351 0190 0846 enisage 1123 0265
Cirrhosis

With 35 7.184+5.754 5.789+5.686

-0.2 784 0.4 62
Without 28 759816156 0270 0T84 ¢ eeesysy 0489 0626
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CXCL5 mRNA X} ik 32 ], AHXHIE & ik
31 i, 1M CXCR2 mRNA AH X% &5 223k 38 il , AH XTI
3k 25 1, W LRI AE X R 2Rk 25 i) LR e 2k
ik 25 5 H Ay 38 Bl F 3 1 AR A7 I ) 2R A7 A A7 0 A
Fo#s, AAE 53 & B CXCLS-CXCR2 3 [7] i ik
B S AR BRI BAL T AR R & Rk R
(Log-rank ¥ %5 :y*=7.71, P=0.005) (Figure 2), $& 7~ ff
T2 CXCLS 3R K H Az ik CXCR2 ] & =ik
R E ARG R 2%,

1.0k —1 Co-expression of CXCL5-CXCR2
—7 Others
—+ Co-expression of CXCL5-CXCR2
_.g' censored
E 0.8F == Others censored
z
g
3
0.6F
0.4
0.2F
0 L 1 1
20 40 60
Time(months)
Figure 2 Survival analysis of patients with
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J IR AT fig & CXCLS 5 H 3z 1k CXCR2 45 & R EH T
ik S R I A7 A, o A I A PN R 20 B A R ki
AT PR A48 L 0 T A — R B e I R A
AR, Okabe %5 10N FH 36 1T 398 56 3406 fife W
B Ak AT A % (SELDI-TOF-MS) 2 #r & PR,
CXCLS fE NS M2 h i ik, H 5 &
WA 5 AELEAE AT 5, Zhou 5 W i 4G A [ 45 28
AEJI MY FFHER AN 3R, A B CXCLS 7E 222 /8 ) o iy
JHF-968 4 B R v e A 7E AR RN CXCLS 1 3%
IR TR HE I L RS, DA KR kb P rh e e 40
(320 5 ARl , CXCLS A A% 28 35 mT a0 19 1) o
F& UL KR P 1 e PR R 20 L A 23 . Saintigny A5
ik CXCR2 B& A R 4 S g, DA K i 18 5 2
JFSE BT R B CXCR2 1 3635 19 3 WS 80 22,
M HY5 CXCLS 3 MK s A 5%,

AHIGE I L 43 BT 3 44N A BB T R AR AR
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BT S5 A G 2 Z R A mRNA AHXT
FIR Y E T IEW PS8, U CXCLS fl CXCR2 5
JHH98 1 A A Z A AE B DI G & . CXCLS # CXCR2 7x:
A R 2 (AR Rk ¥ T ICE K, CXCR2
TES A R AL (R AR ik B s TR RN A A Uk
WP 5 I 0 5 A AR AR e, e R R & &
BFE L IGKHE R &8 CXCLS fl CXCR2 )33k
i 5 G R O R GRS A C BCLC B
IR HBsAg PHE B3 Th A AR ik 135 F BCLC A
IR HBsAg B HB3E  U0 B K 30 1918 P 28 0E 1] R
il CXCL5-CXCR2 -5 JH-9 18 %) 26 B, A 28 1958
(e KR, A Hr & CXCLS 5 CXCR2 3 [H
AR R AT, R 2 BT B A B ) P e
%, H 54 BBUEAR R BALT H AR IR 25 &
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