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Inhibitory effect and mechanism of Pien Tze Huang on proliferation, migration,
and invasion of lung cancer cells
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Abstract: Objective To study the inhibitory effect of Pien Tze Huang on proliferation, migration, and invasion of lung cancer cells and
explore its mechanism. Methods Human lung cancer cell A549 was used as the experimental object ir vitro, and the cells were treated with
different concentrations of Pien Tze Huang. MTT was used to detect cell proliferation, and the changes of cell invasion and migration were
measured by Transwell assay. Western blot was used to detect the phosphorylation of invasive migration proteins MMP-9, MMP-2 and EMT
proteins E-cadherin, vimentin and Akt signaling pathway proteins. Lung cancer cells were treated with Akt signaling pathway activator and
tablets to detect the effect of activating Akt signaling pathway on the proliferation, invasion, and migration of lung cancer cells. Results
Pien Tze Huang (100 pg/mL tablets) had no effect on the proliferation of lung cancer cells, the proliferative ability of lung cancer cells could
be significantly reduced by 200 pg/mL Pien Tze Huang. The invasion and migration ability of lung cancer cells treated with 100 and 200
pg/mL tablets were decreased, the protein expressions of MMP-2 and MMP-9 in cells were decreased, the level of E-cadherin protein in cells
was increased, the level of vimentin protein was decreased, at the same time, the phosphorylation level of Akt was decreased. Akt signaling
pathway activator treatment could significantly reduce the inhibitory effect of Pien Tze Huang on proliferation, invasion and migration of
lung cancer cells (P < 0.05). Conclusion Pien Tze Huang decreased the proliferation, migration and invasion of lung cancer cells, the
mechanism is related to the inhibition of the activation of Akt signaling pathway.
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®1 FFEX AS49 MARIBFERIFN (X £5,n=3)
Table 1 Effect of Pien Tze Huang on proliferation of A549
cells (X £s,n=3)

20531 p/(ug'mL™") Aa90
Pt — 0.65+0.08
FAT 9% 100 0.59+0.07

200 0.46+0.02*
400 0.3440.03
800 0.2140.02°
1 600 0.1640.02"

S5xtEAE: *P<0.05, T[H

P < 0.05 vs control group, same as below
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Table 2 Effect of Pien Tze Huang on migration and invasion of A549 cells and protein expression of MMP-2 and MMP-9 (X *s,n=3)
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Fig. 1 Effect of Pien Tze Huang on protein expression of MMP-2, MMP-9, E-cadherin, vimentin, and Akt in A549 cells
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Table 3 Effect of Pien Tze Huang on protein expression of E-cadherin, vimentin, and p-Akt in A549 cells (X £s, n=3)

2H ) p/(ug-mL™") E-cadherin vimentin p-Akt/Akt

it i — 0.27£0.06 0.40+£0.05 0.52+0.06
o AFoE 100 0.4140.04" 0.3040.03" 0.41£0.03"
200 0.69+0.07 0.24+0.01" 0.24+0.04
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FT 4 Akt (SSIEREGER IGF-1 M {FELIERG A549 MAREE. RE. EBMEXELARIEKELEL (X £s,n=3)

Table 4 Changes of proliferation, migration, and invasion, and expression of related protein of A549 cells treated with IGF-1

and Pien Tze Huang (X £s, n=3)

Rl p-Akt/Akt  E-cadherin vimentin MMP-2 MMP-9 R%%H baw 24! Aao
KRS 035£0.06  042%0.05 031£0.02  034%0.04  0.62%0.07 105.64+10.34  118.37%11.05 0.54£0.06
J A +IGF-1 0.6310.07*  0.32+0.03* 0.52£0.04* 0.43£0.03* 0.76£0.05* 13731+ 9.53* 156.294+13.56*  0.6710.05*

SRR #P<0.05
#P < 0.05 vs Pien Tze Huang group
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Fig. 2 Expression of related protein of A549 cells treated

with IGF-1 and Pien Tze Huang
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