[ R A IR 243 hitp://www.biother.cn

1060 - Chin J Cancer Biother, Oct. 2025, Vol. 32, No.10
DOI1:10.3872/j.issn.1007-385x.2025.10.008 %5&5 "ﬂ- 7U

= D fEE I BUE cGAS-STING 1B B HIHI 5 5 AR & PC3 4AfEI&TE . 1T#%

=
RIRZE
HEEFRTTPCERENLARFERE S —EE LRI, #HIL BT 437100)

[ FE] 8 € 4R E DI GV R SR - IR IR & BB (cGAS) -4 32 2 D) R -1 (STING) {5 53 4 5 i 31 i e
(PC) NG FE IEFS IR B KT HIRE I . 7 & F PCa 40 PC3 BEHL S Yoot HE CIE & 55 97 41, L-GM 41 .M-GM 41 .H-GM 41
(43914 120,240,480 umol/L GM ALF) F1 GM + RU.521 £ (£ 480 umol/L GM + 1 umol/L cGAS Flli 5 RU.521 42D . EdU 4efa
HCCK-8 3%+ Rl JH 5256  Transwell 5256 7 2020 A 23 HIAS I GM X PC3 4H I8 5 3T % AR 22 AR T 1 52, WB 3461 GM %
PC3 U cGAS RISTING & AR LRI . 28 & : SXRA L E, L-GM M-GM  H-GM £ EdU B ¥4 41 i 28 . 4 g 386 3 3% g - &l
IR AR R R EY B3 R P < 0.05), 41T T- % T+ 5 (P < 0.05) , cGAS 1 STING & [ K14 3% LA, FL¥ S FE A
PEI P <0.05): 5 H-GM AL, GM + RU.521 44 EAU BA 140 i 26 403G 5E 05 77« RIJR A & 28 AR 28 i 03 3 v (3
P<0.05), 4IIEFET R AL (P < 0.05) ,cGAS fI STING & (KA B TP <0.05), £ #: GMIET #IE cGAS-STING {5 5
AN H] PCa 41 B A TS R ZEH T .

[RSEIR] 5 SR s 2 SRR IR A Al Pt 2= B RIS DR 5 U 90 s s PC3 4T s 395 5 10 7% 1228 s I T

[FE5SZES] R737.35;R730.2 [SC#kFRIRAE] A [MZEHS]  1007-385x(2025) 10-1060-05

Germacrone suppresses the proliferation, migration, and invasion of prostate
cancer PC3 cells by activating the cGAS-STING pathway

YANG Jun, WANG Yang (Department of Urology, Xianning Central Hospital & the First Affiliated Hospital of Hubei University of
Science and Technology, Xianning 437100, Hubei, China)

[Abstract] Objective: To investigate the effects of germacrone (GM) regulation of the cyclic GMP-AMP synthase (¢cGAS)-stimulator
of interferon gene (STING) signaling pathway on the proliferation, migration, invasion and apoptosis of prostate cancer (PCa) cells.
Methods: PCa PC3 cells were randomly separated into the control group (normal culture), the L-GM, the M-GM, the H-GM groups
(each treated with 120, 240, 480 pmol/L GM respectively), and the GM + RU.521 group (treated with 480 umol/L GM + 1 pmol/L
c¢GAS inhibitor RU.521). EdU staining, CCK-8 assay, scratch assay, Transwell assay, and flow cytometry were applied to detect the
effects of GM on the proliferation, migration, invasion, and apoptosis of PC3 cells, respectively. WB assay was used to detect the
effects of GM on the expressions of cGAS and STING proteins in PC3 cells. Results: Compared with those in the control group, the
rate of EdU-positive cells, cell proliferation activity, scratch healing rate, and the number of invasive cells in the L-GM, M-GM, and
H-GM groups were significantly reduced (all P < 0.05); the apoptosis rate increased (P < 0.05); the expressions of cGAS and STING
proteins were significantly upregulated, and were concentration-dependent (all P < 0.05). Compared with those in the H-GM group, the
rate of EdU positive cells, cell proliferation activity, scratch healing rate and the number of invasive cells in the GM + RU.521 group
were significantly elevated (all P < 0.05); the cell apoptosis rate decreased (P < 0.05); and the expressions of cGAS and STING
proteins were significantly downregulated (all P < 0.05). Conclusion: GM inhibits the proliferation, migration, invasion and promotes
the apoptosis of PCa cells by activating the cGAS-STING signaling pathway.
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