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Inhibitory effect and mechanism of active components of Alpinia katsumadai on tumor xenograft growth
and tumor angiogenesis of human pancreatic cancer cells in nude mice
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ABSTRACT OBJECTIVE To investigate the inhibitory effect and mechanism of the active components of Alpinia katsumadai
(ACAK) on tumor xenograft growth and tumor angiogenesis of human pancreatic cancer PANC-1 cells in nude mice. METHODS
A tumor xenograft model in nude mice was established using human pancreatic cancer PANC-1 cells. The mice were randomly
divided into model control group (intragastric administration of 0.9% normal saline) , solvent control group (intragastric
administration of 0.5% carboxymethyl cellulose sodium), positive control group (intraperitoneal injection of 0.5% carboxymethyl
cellulose sodium-+bevacizumab suspension 5 mg/kg ), and ACAK 50, 100, and 200 mg/kg groups (intragastric administration of
0.5% carboxymethyl cellulose sodium+ACAK suspension 50, 100, 200 mg/kg). The administration was carried out for 5
consecutive days followed by a 2-day interval, and this cycle was repeated for a total duration of 28 days. The tumor volume
(TV), relative tumor volume (RTV), and relative tumor proliferation rate (T/C) at various time points from day 1 to day 28 after

drug administration were measured and calculated for each group of nude mice. After the drug administration, the tumor weights

AZSTE 500 B 3L Rl 24791 F (No. [ B 24 FE B were measured, and microvessel density (MVD) in the tumor
PRI(2024)905) 5 N 1T N B BURF - P 1 R e b4 kA T xenograft tissues of nude mice, as well as relative protein
H (No.2024LZXNYDJ023) ; I T RH )25 H (No.2024S YF186) expression levels of vascular endothelial growth factor
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4B BT Wb WIS OT I ORI 25 M2 . B-mail: kinase insert domain receptor (KDR)] were detected.
liumhvip@163.com RESULTS On the 24th day of ACAK administration,

(VEGF) and its receptor [fas-like tyrosine kinase-1 (Flt-1) ,
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compared with the model control group, the TV and RTV (except for ACAK 50 and 100 mg/kg groups) of nude mice in the

positive control group and ACAK dose groups were significantly decreased (P<<0.05 or P<<0.01), and the T/C of ACAK dose

groups showed a dose-dependent decrease; the microvascular distribution of nude mice in the positive control group and ACAK

dose groups was relatively sparse, and the tumor weight (except for the ACAK 50 mg/kg group), MVD, and relative expression

levels of VEGF, KDR, and Flt-1 in the tumor xenograft tissues were significantly reduced (P<<0.05 or P<<0.01).

CONCLUSIONS ACAK has a good anti-pancreatic cancer effect, and its mechanism may be related to its inhibition of VEGF/

VEGFR signaling pathway, thereby inhibiting angiogenesis in pancreatic cancer.

KEYWORDS active components of Alpinia katsumadai; pancreatic cancer; tumor xenograft; angiogenesis; PANC-1 cells
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|~ ACAK 50 mg/kg41
10 - == ACAK 100 mg/kg 41
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[RAIRTHRY 1.034£ 0,049 05010063 0693 0,034
ey 106240038 0519£0.060 0.641£0.032
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VEGEF-C 1 VEGF-D, fi£ 5 Flt-1 . KDR 2540 5. F M 1
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