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transcribed in vitro for whole mount in situ hybridization of Schistosoma japonicum at different developmental stages.

Positive signals were detected in the ovaries and vitellarium of 24-day-old and 42-day-old females

and in the ova—

ries of 18-day-old females. No significant positive signal was observed in males at all developmental stages. Conclu—

sion  Nanosl gene is highly expressed in the ovaries and vitellarium of 24-day-old and 42-day-eld females and in

the ovaries of 18-day-old females but no significant positive signal is observed in males at any developmental sta—

ges. The expression pattern of nanosl gene in Schistosoma japonicum is observed successfully which provided an

important clue for studying the function of nanosl gene.
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Cordycepin induces autophagic death in oral squamous cell carcinoma
SCC9 cells by inhibiting the activation of the PI3K pathway

Zhu Lanxing Wang Yanling Liu Aiqun et al
( Dept of Stomatology The Second Affiliated Hospital of Henan University of Traditional Chinese Medicine
Henan Province Hospital of Traditional Chinese Medicine Zhengzhou 450002)

Abstract Objective To investigate the effect and mechanism of cordycepin ( CP) on autophagy in oral squamous
cell carcinoma SCCY cell line. Methods The SCC9 blank group CP (5 pg/ml) group CP (10 wg/ml) group
and CP (20 pg/ml) group were set in the experiment. Cell proliferation was detected by 5-ethynyl2 ~deoxyuridine
( EdU) staining. Apoptosis was detected by Hoechst staining. Western blot was used to detect the expressions of
Ki67 PCNA Caspase3 Caspase9 Beclin 1 p62 LC3A/B PI3K p-PI3K AKT p-AKT mTOR and p-
mTOR. The autophagy marker molecule LC3 I was detected by immunofluorescence. After adding PI3K inhibitor
LY294002 cell proliferation was detected by EdU staining apoptosis was detected by Hoechst staining and auto—
Compared with the SCC9 blank

the cells in each CP treatment group showed significant inhibition of proliferation accompanied by apopto—

phagy marker molecule LC3 ]I was detected by immunofluorescence. Results
group
sis down-regulation of proliferation—related molecules up-regulation of apoptosis—related molecules and increased
concomitant with increasing concentration of CP ( P <0.01) ; The expression of autophagy-promoting related mole—
cules ( Beclin 1 and L.C3 [I) was up—egulated the expression of autophagy-inhibiting molecules ( p62) was down—
regulated and the activity of the upstream signal molecules ( PI3K/AKT/mTOR) decreased and the difference in—
creased with the increase of CP concentration ( P <0.01) . Compared with CP treatment 1.Y294002 combined with
CP treatment inhibited cell proliferation and promoted apoptosis and autophagy. Conclusion CP can increase the
level of autophagy in oral squamous cell carcinoma inhibit cell proliferation and promote apoptosis. The main rea—
son may be related to the down—regulation of PI3K/AKT/mTOR pathway.
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