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Overexpression of the Peroxiredoxin V Inhibits the Picrasma quassioides
Extract Induced Apoptosis in SiHa Cervical Cancer Cells

XIAO Wangiu, ZHANG Huina®, REN Chenxi, GUO Xiaoyu, LI Nan, CONG Jie, FENG Yaoyuan, SUN Hunan™
(College of Life Science and Technology, Heilongjiang Bayi Agricultural University, Daqing 163319, China)

Abstract In recent years, traditional Chinese medicine treatments for cervical cancer have received more
attentions due to their low toxicity and high efficiency. Prx V (Peroxiredoxin V), a major member of the Prxs (Per-
oxiredoxins) protein family, plays an important role in regulating the oxidative stress-induced cancer cell prolif-
eration, migration, colony formation and apoptosis. The present study focused on the regulatory role of Prx J on
PQE (Picrasma quassioides extract) induced apoptosis of human cervical cancer cells (SiHa cells), by constructing
Mock and Prx V overexpressed SiHa cell lines. The cell viability, proliferation, migration, community formation,
mitochondrial damage, apoptosis, intracellular ROS (reactive oxygen species) and apoptosis related protein expres-

sions were investigated by MTT assay, scrape assay, colony formation assay, fluorescence micrography and West-
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ern blot. The results showed that PQE effectively increased intracellular ROS accumulation and induced apoptosis

of SiHa cells by down-regulating the Prx V protein expression. In addition, overexpression of Prx V significantly

reduced the PQE mediated intracellular ROS accumulations and apoptosis as well as the apoptosis-related proteins

expression. These findings revealed that Prx V plays a protective role in PQE-induced apoptosis of cervical cancer

SiHa cells, which provides a theoretical basis for exploring the clinical treatment strategy and the function of Prx V'

in cervical cancer.
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A: MTT assay was used to detect the survival rate of SiHa cells treated with different concentrations of PQE (0, 40, 60, 80 pg/mL) for 24 h; B: the
apoptosis of SiHa cells was detected by flow cytometry after treated with PQE at different concentrations (0, 40, 60 pg/mL) for 24 h; C: cell apoptosis

was quantitatively analyzed by flow cytometry; D: intracellular ROS level was detected by flow cytometry in the drug treatment group compared with

the Con group. **P<0.01, ***P<0.001.

Bl FARREIXSiHaZBAIROS7K T R 4R A A T RS2
Fig.1 Effects of PQE on cellular ROS level and apoptosis in SiHa cells
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A: SiHa cells were treated with 40 pg/mL construct of Prx V at different time (0, 1, 3, 6, 12, 24 h), and the protein level of Prx V was detected by West-
ern blot; B: SiHa cells were pretreated with NAC, and Prx V protein level in drug treatment group was detected by western blot; C: Western blot was

used to detect the construction of SiHa cell lines of Prx V overexpression group and Mock group; ***P<0.001.
E2 BRI SiHaZBBPrx VERIAKF RIS K Prx Vid FRIK MR RIDE

Fig.2 Effects of PQE on Prx V gene expression and construct of Prx V over-expression cell line in SiHa cell
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A: MTT assay was used to detect the effects of different concentrations of PQE (0, 40, 60, 80 pg/mL) on the viability of Prx V overexpressed SiHa cells
and Mock SiHa cells; B: the cell migration and community formation of Prx V" overexpression group and Mock SiHa cell lines treated with PQE con-
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centration of 0 pg/mL and 40 pg/mL were detected by scratch experiment and community formation experiment; C: quantitative analysis of migration
capacity; D: quantitative analysis of community formation capacity. *P<0.05, **P<0.01, ***P<0.001.

B3 FRiEPrx VRS EARRIITSiHaZBRE S 178 R EETE T A AE IS0

Fig.3 Effects of overexpression of Prx V on the viability, migration and colony formation of SiHa cells was attenuated by PQE
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A: DHE and Hoechst staining were used to detect the effect of overexpression of Prx ¥ on ROS levels in PQE-induced SiHa cells; B: Mito SOX and

Hoechst staining were used to detect the effect of overexpression of Prx ¥ on mitochondrial ROS levels in PQE-induced SiHa cells; C: JC-1 staining

was used to detect the effect of overexpression of Prx J on PQE-induced mitochondrial damage in SiHa cells; D: the effect of overexpression of Prx V'

on the viability of PQE-induced SiHa cells was detected by calcein staining.

B4 FFRIEPrx VINHIE ARIZEUIRT SiHaZB A ROS R £ KL A5 £ O 2210
Fig.4 Effects of PQE inhibition by overexpression of Prx V' on ROS and mitochondrial damage in SiHa cells
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Fig.5 Overexpression of Prx}V inhibited cell apoptosis induced by PQE in SiHa human cervical cancer cells
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