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[ Abstract ] Background and objective Our previous studies revealed that hepatoma-derived growth factor
(HDGF) is highly expressed in non-small cell lung cancer (NSCLC) cells, playing important roles in promoting NSCLC cells
growth and invasion. The aim of this study is to detect the expression of HDGF in 158 cases of surgically resected NSCLC and
evaluate its clinical significance. Methods Immunohistochemical SP method was used to detect the expression of HDGF in
158 NSCLC tissues and 12 normal control lung tissues. Survival analysis was further conducted. Results HDGF was found
significantly highly expressed in 158 NSCLC tissues compared with normal control lung tissues (P<0.001). The S-year sur-
vival rate was 38.2% in HDGF high expression cases, compared with 63.1% in HDGF low expression cases, the difference was
statistically significant (P=0.009). Linear correlation analysis discovered a significantly negative correlation between HDGF
expression and the survival time (r=-0.183, P=0.022). COX proportion hazard model analysis revealed that pathological stages
and HDGF expression were independent prognostic factors for this group of 158 resected NSCLC cases. Conclusion HDGF
is highly expressed in human NSCLC tissues, predicting worse prognosis in resected NSCLCs. It might be useful molecular
biomarker for predicting the prognosis of resected NSCLCs.
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BREHHDGFERIL ; B: FiBRBHHDGFERRIA ; C: AhgiEH
HDGF{f%i% ; D: fi#EPHDGF&&RIA.

Fig 1 HDGF expression in non-small cell lung cancer
tissues ( SP, X400). A: HDGF low expression in lung
adenocarcinoma; B: HDGF high expression in lung
adenocarcinoma; C: HDGF low expression in lung
squamous cell carcinoma; D: HDGF high expression in lung

squamous cell carcinoma.
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SAEAAE R N38.3% M 84.2%, 2= FAGit#E X
(P=0.011) ; MTEL1SHIT2- T4 8 E P, HDGFE ik
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Tab 1 Univariate analysis of prognostic factors for 158 resected non-small cell lung cancer

Characteristic n (%) 5-year survival rate (%) P
Overall 158 (100) 51.2
HDGF expression 0.009
Low-HDGF 80 (50.6) 63.1
High-HDGF 78 (49.4) 38.2
Sex 0.160
Male 90 (57.0) 48.1
Female 68 (43.0) 55.6
Age (year) 0.302
<60 68 (43.0) 54.1
=60 90 (57.0) 49.2
Pathological type 0.245
Squamous cell carcinoma 45 (28.5) 60.0
Adenocarcinoma 113 (71.5) 47.8
pTNM stage <0.001
| 82(51.9) 65.7
Il 19 (12.0) 52.6
]l 57 (36.1) 30.6
T factor <0.001
T 43 (27.2) 60.9
T2 87 (55.1) 56.6
T3-T4 28(17.7) 20.4
N factor 0.001
NO 92 (58.2) 60.8
N1 21(13.3) 50.0
N2 45 (28.5) 324
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Tab 2 Relationship between HDGF expression and clinicopathological characteristics

Characteristic n High expression of HDGF [n (%)] P

Sex 0.039
Male 90 38(42.2)
Female 68 40 (58.8)

Age (year) 0.409
<60 68 31 (45.6)
>60 90 47 (52.2)

Pathological type 0.011
Squamous cell carcinoma 45 15(33.3)
Adenocarcinoma 113 63 (55.8)

pTNM stage 0.429
| 82 38 (46.3)
1I-111 76 40 (52.6)

T factor 0.322
T 43 24 (55.8)
T2-T4 115 54 (47.0)

N factor 0.893
NO 92 45 (48.9)
N1-N2 66 33 (50.0)

x3 MABEERENEERSTER

Tab 3 Multivariate analysis of prognostic factors for 158 resected non-small cell lung cancer

Variate B SE Wald P Exp (B) 95%Cl
pTNM stage 0.530 0.119 19.799 <0.001 1.700 1.345-2.147
HDGF expression 0.536 0.224 5.715 0.017 1.710 1.101-2.654
1.0 SAEAEAE AN 1930.1% K 45.0% , R 22 5 JCGE 23 L
(P=0.419) -
0.8
Low-HDGF (n=80) 3 g
©
Z 06
E Hgh-HDGF (n=78) HDGFR:HE 1 F1q21-q23, £ 6158 F M54
g 04 W T, JF R EHE & 720 N EE % . HDGE 2401
°© FUILMIR LA HDGF— G4t A% 15
0.2 Y. —PWWPLEH IS, . HD GEAEAE T 41 3% F1 40 it
P=0.009 . .
By, FEEANLFAMMZN, R S A AE
0.0 . HDGFRIZE R AN REMFFT IEER A VES 7, HDGFE
0 20 40 60 80 100 A B 1 HipWWPES A3 5 DNASE M 25 & & 15 g

Survival time/month

2 FARYIENSCLCHHDGHERIEA S &R iLHRIKaplan-Meier £7z 4k
Fig 2 Kaplan-Meier survival curves of HDGF low expression group and

high expression group in 158 resected non-small cell lung cancer
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=285 7 . Fa A RAEG

AW 5T HAE T ) R R 0 R U i A 2
HDGER £iLEH, 45K EB/R, HDGFTEFARYIFRM
NSCLCHZ iy FA W] i i T IE W X RS, 250
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Je, WiEEsAE ( BMERETRR, ARG P E i
AR 100 ) BONREIE ) S4F (AL i A= AEIF
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RIAHFIAR G pTNMAT . SEEEAHRIA GBI S, HA
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SR ZR MR (IKIEZRE LR ) .
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2[R 2 0] B8 2 5 AR5 pTNMAS 0138 3 32 (0L f4 T3 I H8 7
R Gn SR —F AR IR i i3 5 I HD GFAIL %35, 4563.1%
LGt st LT S5AHSE iR 5 D il o8 i s 4R A
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CHE AR A . SR TS e bR . WA EE AN
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PRI A DB TR G R BRI T Ay, Dk
ABEST RN CABREHER, RJES7
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