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Abstract: Objective To explore the mechanism of lentinan combined with cisplatin on breast cancer by regulating IKKB/NF-xB
pathway. Methods Lentinan Capsules were prepared into 10, 20, 40 pg/mL solutions using complete medium, and cisplatin was
prepared into 10 pmol/L solution. RPMI-1640 medium containing 10% fetal bovine serum was used for cell culture, and divided into
model group, cisplatin group (10 umol/L). Lentinan + cisplatin groups were treated with 10, 20, and 40 pg/mL lentinan on the basis of
cisplatin group, respectively, and cultured for 48 h for in vitro cell experiment. CCK-8 assay was used to detect the proliferation of
breast cancer MCF-7 cells, and the inhibition rate of cell proliferation was calculated. Cell apoptosis was detected by flow cytometry.
The rats were randomly divided into model group, cisplatin (2 mg/kg) group, lentinan group (15 mg/kg), cisplatin (2 mg/kg) + lentinan
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(15 mg/kg) group, and Prostratin (0.5 mg/kg) group, with 10 rats in each group. The cultured breast cancer cells were successively
injected into the mammary pad of each group for modeling. The rats in each group were given corresponding drug treatment, ip once
daily, rats in model group were ip normal saline for 28 days. The tumor volume, quantity, and weight of each group were calculated.
The expression levels of NF-kB p65, NF-«kB p-p65, and IKKf were detected by Western blotting. Results Compared with the model
group, the proliferation inhibition rate and apoptosis rate of breast cancer cells in cisplatin group and cisplatin + lentinan (10, 20, 40
pg/mL) groups were significantly increased (P < 0.05). Compared with cisplatin group, the proliferation inhibition rate and apoptosis
rate of cisplatin + lentinan (10, 20, 40 ug/mL) group were significantly increased (P < 0.05), and increased in a dose-dependent manner.
Compared with the model group, the tumor volume, tumor weight, tumor number, the protein expression of NF-kB p-p65/NF-kB p65
and IKKp in the cisplatin group, lentinan group, and cisplatin + lentinan group were significantly decreased (P < 0.05). Compared with
the cisplatin group and lentinan group, the tumor volume, tumor weight, tumor number, NF-xB P-p65/NF-kB p65, and IKKp protein
expression in the cisplatin + lentinan group were significantly decreased (P < 0.05). Compared with the cisplatin + lentinan group, the
tumor volume, tumor weight, tumor number, and protein expression levels of NF-kB P-p65/NF-«kB p65 and IKKp in Prostratin group
were significantly increased (P < 0.05). Conclusion Cisplatin combined with lentinan can inhibit the expression of IKKf and
phosphorylation of NF-kB by regulating IKKB/NF-kB pathway, thereby slowing down the proliferation of breast cancer cells,

accelerating cell apoptosis, limiting tumor development and alleviating the disease.
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0.5mg/kg, HAIH KR ip FFIRMER K, FH
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Table 1 Detection of proliferation inhibition rate of MCF-7

cells in each group ( X +s,n =6 )

2H 53 biili=:s YN RIETEINHIZR /%
it — 0.00+0.00
A 10 pmol-L? 19.26+2.73"

I8 -+ 75 % 22 H% 10 pmol L1410 uyg-mL™* 25,28 +3.15™
10 umol' L1 +20 ugmL™?  33.74+3.46™&
10 umol-L*+40 pg'mL?  47.59+5.62"#&@

SRR "P<0.05; SMEALE: *P<<0.05; S+
FEEZHE 10 pgmL 41LEEL: %P <<0.05; S+ F i 2 5 20
pgmL A LEE: @P<0.05

*P < 0.05 vs model group; *P < 0.05 vs cisplatin group; %P < 0.05 vs
cisplatin + lentinan 10 ug-mL™' group; ®P < 0.05 vs cisplatin -+
lentinan 20 pug-mL"! group
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Fig. 1 Apoptosis of MCF-7 cells in each group was detected by flow cytometry
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AN [R] 5 5 7 0 22 B B IRURE 6 7L i K R
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Table 3 Detection of tumor volume, tumor weight, and tumor number of breast cancer rats in each group ( X #s, n =10 )
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ERMALLLE: "P<0.05; SIS *P<0.05; SEIELHIALILE: “P<0.05; St +7r a5 2 Mgl @P<0.05
P < 0.05 vs model group; *P < 0.05 vs cisplatin group; &P < 0.05 vs lentinan group; @P < 0.05 vs cisplatin+-Ilentinan group
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Fig.2 Expression levels of IKKp, NF-kB p-p65, and NF-kB
p65 protein in breast cancer rats in each group
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Table4 Comparison of expression level of IKKp protein and NF-kB p-p65/NF-kB p65 in breast cancer rats in each group ( x

+s5,n=10)
2H 51 7l &/(mg kg ™) IKKB/GAPDH NF-«B p-p65/NF-kB p65
T — 1.84+0.17 0.94+0.05
gzl 2 0.61+0.13" 0.35+0.04"
S ED 15 0.95+0.15™ 0.47+0.07%
DB+ 2 2 22 2+15 0.3240.06™& 0.23+0.04"#&
Prostratin 0.5 1.53+0.11"%&@ 0.82+0.06™&@

SR A "P<<0.05; SIRAAHE: *P<0.05; SEFLELHEM L

&P<<0.05; S+ a2 pEA L @P<<0.05

P < 0.05 vs model group; *P < 0.05 vs cisplatin group; &P < 0.05 vs lentinan group; @P < 0.05 vs cisplatin+lentinan group
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