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[ Abstract ] Background and objective Our previous study found that thymosin 10 overexpressed in lung cancer
and positively correlated with differentiation, lymph node metastasis and stage of lung cancer. In this reasearch we aim to study
the effects and mechanism of exogenous human recombinant TP10 on the expression of VEGF-C on non-small cell lung can-
cer. Methods After SPC, A549 and LK2 cells were treated with 100 ng/mL recombinant human TB10, the mRNA level of
VEGF-C were detected by RT-PCR. The mean while the protein expression of VEGF-C, P-AKT and AKT were determined by
Western blot assay. Results Exogenous recombinant human TB10 were significantly promote the expression levels of VEGF-C
mRNA and protein while promoting the phosphorylation of AKT. Exogenous TP10 can promote the expression of VEGF-C
mRNA and protein in lung cancer cell lines A549 and LK2 (P<0.05), and this effect can be inhibited by use AKT inhibitor
LY294002 (P<0.0S). Conclusion TP10 human recombinant proteins can promote the expression of VEGF-C by activating
AKT phosphorylation in lung cancer cell lines.
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Fig 1 After adding 100 ng/mL human recombinant T3 10 in SPC-A-1,
cells were collectedinOh. Th. 2h. 4h. 8h. 24h, then RT-PCR was
used to detected the mRNA level of VEGF-C. Bar graph display after
adding T310, mRNA levels of VEGF-C in SPC-A-1 cells gradually in-
creased over time. *: Compared with the control, P<0.05; **: Compared
with the control, P<0.01.
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Fig 2 After adding 100 ng/mL human recombinant T8 10 in SPC-A-1,
cells were collected in 0 h. 1 h. 2 h. 4h. 8h. 24 h, then Western
blot was used to detected the protein level of VEGF-C, P-AKT and
AKT. As the figure show, the protein level of VEGF-C and P-AKT were
increased gradually, but the total AKT level were unchanged. *: Com-
pared with the control, P<0.05; **: Compared with the control, P<0.01.
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Fig 3 8 h after adding T3 10 in SPC-A-1 cells, LY294002 was added in the medium. AfterOh. 1h. 2h. 4h. 8h. 24 h, mRNA levels of VEGF-C were
detected. The results reveals that LY294002 significantly inhibited T 3 10 induced VEGF-C increased. **: Compared with the control, P<0.01.
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Fig 4 In A549 and LK2 cells after adding T310 and LY294002, the mRNA level of VEGF-C was detected. T 310 can prompted the expression of
VEGF-C, and LY294002 can inhibited the expression of VEGF-C. **: Compared with the control, P<0.01.

00000
www.lungca.org



* 382 e il g 2k 2014455 55174 55 53] Chin J Lung Cancer, May 2014, Vol.17, No.§

A549
TB10
LY294002
VEGF-C
Actin
v 6
v}
g
5 &
§g ¢
g ¢
'8 2
g
2
0
TB10 PBS T10+LY294002

5 FEASA9FLK24ARE P ANAT B 1071LY294002, #MAEMVEGF-CEBFRIATN, KIT B 108 REXAHKRMAMVEGF-CEBRIL, LY2940020] 3

e, **: 5xiERAMEL, P<0.01.

Relative expression of VEGF-C

LK2

)
~ w IS

(OD.yegr-c/OD.pctin

0
TB10 PBS TB10+LY294002

Fig 5 In A549 and LK2 cells after adding T310 and LY294002, the protein level of VEGF-C was detected. T 310 can prompted the expression of
VEGF-C, and LY294002 can inhibited the expression of VEGF-C. **: Compared with the control, P<0.01.
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TS A SRR R N A A (b R Z4 A, 2014, 17(4): 336-341. ) SCFIE 338
BUERER 32115 Logistic [T 7 Kl AR, SCHR A 4815 11 G AN LI K2 5 i s o AR AR 2 BN T
HOR B EHI R, OR (Odds Ratios ) 735 1.4, 1.1, 16", HAEBRZE RN G AHIZET [ ':J‘Iﬂl&jtﬁl_
B EIANW A LR B, RISRIE (odds ratios, OR) 7340, 4.57, 3+ E‘J/\ﬁﬁ%%ﬁﬁv\‘&ﬁﬁﬂw
.

“The Intra-observer Variability of Volumetric Measurement of Pulmonary Nodules: Comparison of Two-dimensional
and Three-dimensional Method” Zhongguo Fei Ai Za Zhi. 2014, 17(4): 336-341.

The primer on results of logistic regression analysis in section 2.1 on page 338 contains an error. The forward primer in
the article “The irregular, pleural-attached and juxtavascular nodules have significantly high odds rations (OR) of unsatisfied seg-
mentation as 1.4,

1.1, 1.6, respectively ” should be “The irregular and juxtavascular nodules have significantly high odds rations

(OR) of unsatisfied segmentation as 4.0, 4.5, respectively . The other parts of the article remain unaffected. We regret this error.
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