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[Abstract] Objective: This study aims to investigate the expression of fibroblast growth factor receptor 1 (FGFR1) , basic fibroblast
growth factor(bFGF) and phosphatase and tensin homolog deleted on chromosome ten (PTEN) in lung squamous cell carcinoma (SCC)
and its correlation with clinicopathological features and prognosis. Methods: All of 149 cases of lung SCC with complete
clinicopathological data from 2011 to 2013 were collected from the First Affiliated Hospital of Nanjing Medical University to produce
tissue microarrays. The expression of FGFR1, bFGF and PTEN was detected by MaxVision immunohistochemical method.
Postoperative follow-up of patients was taken by telephone and outpatient service. Results:DIn lung SCC, the positive rate of FGFR1,
bFGF were 51.7%(77/149) and 61.7% (92/149) respectively. The expression of FGFR1 was significantly associated with smoking (P=
0.019) ,lymph node metastasis (P < 0.001) and differentiation of tumor(P < 0.001). The expression of bFGF was correlated with lymph
node metastasis and T stage (P < 0.05). The negative rate of PTEN was 57.0% (85/149). The loss of PTEN expression was related to
differentiation (P < 0.05). In addition, FGFR1 expression was significantly associated with bFGF expression or PTEN expression (P <
0.05). @ Univariate survival analysis showed that the expression of bFGF and FGFR1 were significantly correlated with the relapse
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free survival (RFS)and overall survival (0S) (P < 0.05). There was no significant correlation between the loss expression of PTEN and

RFS/0S. @The Cox multi-factor survival analysis showed that FGFR1 expression was an independent prognostic factor for RFS and 0S

(P < 0.05). Conclusion: The expression of FGFR1 in lung SCC was significantly correlated with poor differentiation , lymph node

melastasis,, smoking history, bFGF expression and loss of PTEN expression. Patients with FGFR1 positive expression had shorter

survival time than those without FGFR1 expression. FGFR1 was an independent prognostic factor for SCC.
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Figure 1 Immunohistochemical staining of FGFR1,bFGF and PTEN in lung squamous cell carcinoma (IHC,x100)
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Table1 Correlation between expression of FGFR1,bFGF,PTEN in tumor cells and clinicopathological characteristics

) bFGF FGFR1 PTEN
= B P At B Pl B P
5] 0.482 0.121 0.749
5 88(62.4)  53(37.6) 75(53.2)  66(46.8) 61(43.3)  80(56.7)
7 4(50.0) 4(50.0) 2(25.0) 6(75.0) 3(37.5) 5(62.5)
AEI 0.818 0.325 0.892
<60% 29(60.4)  19(39.6) 22(45.8)  26(54.2) 21(43.8)  27(56.2)
>60% 63(62.4)  38(37.6) 55(54.5)  46(45.5) 43(42.6)  58(57.4)
2 A 0.299 0.019 0.442
T 19(54.3)  16(45.7) 12(34.3)  23(65.7) 17(48.6)  18(51.4)
H 73(64.0)  41(36.0) 65(57.0)  49(43.0) 47(41.2)  67(58.8)
Ji9ed /N 0.331 0.182 0.295
<3 cm 33(56.9)  25(43.1) 26(44.8)  32(55.2) 28(48.3)  30(51.7)
>3cem 59(64.8)  32(35.2) 51(56.0)  40(44.0) 36(39.6)  55(60.4)
WRELEsEERS 0.022 <0.001 0.120
" 47(54.0)  40(46.0) 34(39.1)  53(60.9) 42(48.3)  45(51.7)
H 45(72.6)  17(27.4) 43(69.4)  19(30.6) 22(35.5)  40(64.5)
PN i 0.522 0.837 0.199
JE 1A 17(56.7)  13(43.3) 15(50.0)  15(50.0) 16(53.3)  14(46.7)
L 75(63.0)  44(37.0) 62(52.1)  57(47.9) 48(40.3)  71(59.7)
T 43 0.032 0.370 0.101
T1/T2 63(56.8)  48(43.2) 55(49.5)  56(50.5) 52(46.8)  59(53.2)
T3/T4 29(76.3)  9(23.7) 22(57.9)  16(42.1) 12(31.6)  26(68.4)
SRR 0.132 <0.001 0.046
&/ 55(57.3)  41(42.7) 39(40.6)  57(59.4) 47(49.0)  49(51.0)
1% 37(69.8)  16(30.2) 38(71.7)  15(28.3) 17(32.1)  36(67.9)

%2 FGFR1%iA5bFGF.PTEN RikpIt8 %1
Table 2 Correlation between FGFR1 expression and

bFGF,PTEN expression [n(%)]
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Table 3 Multivariate survival analysis of prognostic factors (Cox proportional hazard regression model )

} RFS 0S

LIESEES HR(95% CI) P1H HR(95% CI) P
WA=k 0.936(0.591~1.482) 0.778 0.884(0.556~1.405) 0.601
i/ NAN 1.704(0.822~3.532) 0.152 1.754(0.843~3.651) 0.133
WL 1.342(0.789~2.284) 0.278 1.195(0.698~2.045) 0.517
T34 0.850(0.577~1.253) 0.412 0.872(0.594~1.281) 0.486
bFGF #ik 1.544(0.905~2.633) 0.111 1.526(0.897~2.597) 0.119
FGFR1 ik 2.026(1.141~3.598) 0.016 2.134(1.196~3.807) 0.010
PTEN %3k 0.912(0.549~1.516) 0.723 0.899(0.541~1.494) 0.681

HR :hazard ratio, XU H .
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