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Golgi phosphoprotein 3 expression in non-small cell lung cancer and its clinical
significance
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[ Abstract ] Objective: To investigate the possible involvement of Golgi phosphoprotein 3 ( GOLPH3 ) in the develop-
ment and progression of non-small cell lung cancer ( NSCLC ) by examining the expression of GOLPH3 in cancerous versus
noncancerous lung tissue. Methods: Cancerous ( n =116 ) and para-carcinoma ( n =43, at least 5 cm from the tumor
proper ) lung tissue specimens were collected from 116 patients with NSCLC who were surgically treated between February,
2004 and February, 2006 in Qilu Hospital of Shandong University. GOLPH3 protein in these specimens was assessed by
immunohistochemistry. Possible correlations of the intensity of the immunoreactive GOLPH3 protein signal were various
clinical and pathologic variables were analyzed by Cox regression analysis. Results: GOLPH3 protein was detected in
57.8% (67/116 ) of the cancerous specimens and in 28.0% ( 12/43 ) of the non-cancerous specimens ( P <0.01 ). The
intensity of the immunoreactive GOLPH3 protein signal was not significantly correlated with any of the clinical and patho-
logical variables assessed ( P >0.05 ). In addition, univariate and multivariate analysis demonstrated that BRF2 protein
overexpression were significantly associated with tumor relapse and prognosis. Conclusion: GOLPH3 is present in a ro-
bustly higher rate in cancerous tissue than in non-cancerous lung tissue of patients with NSCLS. The diagnostic and prog-

nostic value of GOLPH3 for NSCLS warrants further investigations.
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1 SEALANLFRN GOLPH3 | B EfEHARMALRRRIE( x400)
Fig.1 Expression of GOLPH protein in lung cancer and normal tissues by immunohistochemistry( x 400 )
A :High GOLPH3 expression in lung cancer tissus;B:Low GOLPH3 expression

in lung cancer tissus;C: GOLPH3 expression in normal lung tissues

%1 GOLPH3 Rix5 NSCLC B &I KKE
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Tab.1 Relationship between GOLPH3 expression
and the clinicopathologic characteristics
of NSCLC patients n( % ) ]

Characteristic N GOLPH3 positive y’ P

Age( t/a) 0.591 0.442
<65 52 28(53.85)
>65 64 39(60.94)

Gender 0.874 0.350
Male 72 44(61.11)
Female 44 23(52.27)

Histology 2.446 0.118
Adeno 66  34(51.52)
Squamous 50  33(66.00)

Differentiation 0.588 0.745
Well 35 19(54.29)
Modertate 40  25(62.50)
Poor 41 23(56.10)

Invasion depth 0.201 0.654
Tl 54 30(55.56)
v 62 37(59.68)

Lymph node metastasis 0.083 0.773
No 86  49(56.98)
Yes 30 18(60.00)

2.3 NSCLC 2 FTs$HEA % B &5

116 Il NSCLC &, 4 63 Bil( 54.31% ) fEA
G5 FNRET, BERE S FN B AEMFFERN
45.69% o ARSI BN, GOLPH3 &M
I P =0.012) K EEFEFL( P =0.006 ) X% T
SPHIC P =0.031) 58 E A RS % U1
(%2). Cox MIHZHZREAAF/HTHILE R £ 2) B
78, GOLPH3 I E#IA( P=0.017 ) JREZEHH#
( P =0.043 )ZHE NSCLC HE g (9l s [
h T #E—F5E GOLPH3 £k 515 56 5, 5 5
il i g RS 0k 48 g 4> 41 b 4 BT T GOLPH3
TR GG R MR B h R Rk R R
HERAILREH( P =0.066,K 2 ).
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Tab. 2 Univariate and multivariate analyses of prognostic
variables for NSCLC patients

OS multivariate
Univariate analysis

GOLPH3 {1335 n] RETE MR iY & Ak o e v b A Variable A Loeorank o) analysis
. 2ol 142 N N - test
FI. M BR5E ) % B, GOLPH3 16 iF 3 4141 e g P
‘j(/‘ ‘j: b2 \5':’5\ ‘<M;‘Eé'\‘ gx 0 'WJ\
fﬁk&i&%h’ﬁﬁﬁ?w’%r T A f‘ﬂﬁ‘ﬁg Age 0.801 0.533 ~1.494 0.665
N2 B 45 2 Fh 4l 4P AE7E GOLPH3 235U 1 I . 0. 308 0.670 ~1.973 0.612
: o . nge . 670 ~1.973 0.
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2 1 KT 25 7 T TE 2 41280 7 NSCLC (1% A Histology 0.260 0.671 ~1.936 0.627
A fES GOLPH3 HEAW & RIEHEYV LR MR K Differentiation 0.399 0.638 ~1.222 0.453
P, GOLPH3 3235 5 I PR B4R AF 22 18] 15 A5 4R Invasion depth 0.031 0.864 ~2.535 0.153
Ktk s AR R T 45 R 7R, GOLPH3 iRk B E A Lymph node metastasis  0.006 1.020 ~3.128 0.043
2 ) ﬁ 25 IH A 4 .
iﬁ‘@é(jiﬁff"%%@E&}iﬁﬁ%*gﬁt’g%% GOLPH3 expression  0.012 0.296 ~0.888 0.017
ST R, GOLPH3 #3858 ik 455 I 1E
PEAS NSCLC B TilJm iy ahsr R 2R
A B o
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Fig.2 Kaplan-Meier curves of overall survival of NSCLC patients according to the status

of GOLPH3 protein expression( A ), Adenocarcinoma ( B ) and Squamous cell carcinomal C )
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Adolfo Garcia-Sastre #{HZ1E Z Hi IIHFFE T & B, TRIM SR 1) 12 25 3 KSR S e b R 32 11 Ui 15 5 1oy e 42 el 7
o, TRIM6 W2 Fe A T DI RE Y — 51, AR5 XS TRIM6 (R4 S REHEAT T 0BT

Adolfo Garcia-Sastre 245 A1 B\ & SCUESE T TRIM6 RESEIE [A] 845 T & B LA BT E /S EH( interferon stimulated gene,
ISGWFR I ARSI I AU S A SeV ) XATIR-CHLA A HE EMCV )RR . Z )5 , flfi1 % BL TRIM6 REAE A IKKe
KAEAEAEN I HAER RO TR BRSO, P AR 0E K A g 7, 0F HAE TR Z MG L5, T il IKKe 191G 1k
i 2 TRIM6 HIZ 5 . 1% B TRIMG i fb IKKe Ff- AN Je:id 1 POA L B0 Bl 92 3R AR B A, T il %) IKKe 2547 T AR5
1 K48 Z Rz RN, IF H. IKKe 19 172 (LAY 22 AN T'E 5 TRIM6 457 LUK VEA B EEME . B, M504
BRI TS TRIM6 W5 ALY L5 5, & B0 TRIMG m] LRI JAKL AH ELAVE H #0045 ] G2 4 3 2 IR 6 1k JAKL, 4k it 8005
TRIM6 i &2k TKKe HYDIfE

ATUTAE T HGE 13R85 E 1Y K48 283z AL Jr 20, JF B4R AL T TRIM & A R LSz RALRGEHTFE i — S H i
RN () 2 R FRERAE VRSN — M2 55 5 IR0 A5 TR R 0 2 B2 KBk A A Ok 1
Thag Y Jr 2R EAFIE— 2P IR AN .
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