FARF=WIRF5E 5 & Nat Prod Res Dev 2021,33:1282-1291

TR ZEAG B EEMEEE SR AT
MER . F ' EEE AER L T RE

R AR K 5 e, L 210095 5 T B ARSI AR MIRLE TS B, 1 & 266200

B BN T I TCAER M IO, AR SC UL A 22 v AT SCH SR AN AR = AN To AR i Rl A A4
BN T A ZE 1L T Gy R R I, I ELE S 0 A8 i SGC-7901 240 i 3 4 ) 41 ) &40, 42 B * A1 == B
5579 H YT R 2 RN B 2 me/mL B 2RIE 46.67% o LIZEHIIN: i 28 A A RE 9T B, SRl B 22
X 9 A0 P ) R B O BELA A P o 22 20 MR Ak T e A L, 355 P S R R A M O 1 T, (2 A A T RE P Bax
I pS3 Kkt TE mRNA JKF ETb, PO TR B Bel-2 LUK 40 i A AR OCRE D, 4 4% Cyelins Fl CDKs 48354 T F .
VLS5 R TEAE R 5 20 0T LA S R B 40 SGC-7901 20 M T 3L BRI 3k , B g v 3k B Fn JE A 3 I %3k
AN, AT PR AL T S A0 M A, e AU T ASBIESE S SR S AR i 2 iE F TR 25 W 0T K B AR
TSR

KSR TCAESR T s 2005 s ML T s SR A

hE 525 :R735.2 SCRRPRIRAD : A X E4S:1001-6880(2021)8-1282-10
DOI:10. 16333/j. 1001-6880. 2021. 8. 003

Inhibition of proliferation and promotion of apoptosis of gastric
cancer cells by leaf polysaccharides of Ficus carica
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Abstract: In order to elucidate the anti-cancer effects of polysaccharides in fig ( Ficus carica L. ) leaves,three fig varieties,
 Brunswick’ , * Masui Dauphine’ and ‘ Bo Jihong’ were used in the experiments. The polysaccharides were exiracted from fig
leaves which were harvested from July to November and their inhibitory effects on human gastric cancer SGC-7901 cells were
investigated. It was found that all examples exhibited a certain inhibitory effect on SGC-7901 cells, among which , the leaf pol-
ysaccharide of ‘ Brunswick’ in September was the most effective,,with an inhibition of 46.67% at a dosage of 2 mg/mL. U-
sing the leaf polysaccharides of ‘ Brunswick’ in this period for the following experiments, it was found that the cycle of cancer
cells was significantly blocked by different concentrations of polysaccharides. The content of ROS and the rate of apoptosis
were significantly promoted after polysaccharide treatments. The expressions of pro-apoptotic genes Bax and pS3 were up-regu-
lated at the mRNA level , while that of anti-apoptotic genes Bcl-2 and cell cycle-related genes,including Cyclins and CDKs,
were down-regulated. The above results indicate that the polysaccharides from fig leaves can increase the apoptotic gene ex-
pressions of human gastric cancer SGC-7901 cells, depress that of anti-apoptotic genes, stimulate cellular ROS burst, block
cell proliferation, and stimulate cell apoptosis. These findings provide theoretical basis for utilization of fig leaf polysaccharides
for anti-cancer medicine.
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of 2 mg/mL of three fig varieties harvested in
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Fig. 3 Morphological change of SGC-7901 cells treated by fig polysaccharide in different concentrations
A ~E S8 0.0.5.1.2 14 mg/mL JTCAE R ZHELER, Note:A-E are 0,0.5,1,2 and 4 mg/mL fig polysaccharide treatment , respectively.
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Fig. 4 Influence of fig polysaccharide in different concentrations on the cycle of SGC-7901 cells
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fig polysaccharide treatments in 0,0.5,1,2 and 4 mg/mL, respectively, for 48 h,and F is the cell percentage at different stages of cell cycles. The

same letters in the figure represent no significant difference at P = 0.05 level.
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Fig. 5 Promotion of fig polysaccharide in different concentrations on apoptosis of SGC-7901 cells
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mg/mL, respectively ; F is the percentage of apoptotic cells at different stages. The same letters in the same stage represent no significant difference at P

= 0.05 level.
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Fig. 6  Effect of fig polysaccharides in different concentrations on ROS accumulation in SGC-7901 cells
A ~E 405055 0.0.5.1.2 F14 mg/mL JEAER ZHEALEE DCFH-DA Y e 5 70 2 40 M ASOR T 240 i 5345 el s F R K ()i B A B 4 7= A4 ROS
BSER 5 EaREE , RI ARl F R RAE P = 0.05 /KF E2Z 3 KR53 . Note: A-E are the distributions of cells treated by fig polysaccharides in
concentrations of 0,0.5,1,2,and 4 mg/mL,respectively ,which were detected by flow cytometry after DCFH-DA staining; F' is the mean fluorescence

intensity of ROS produced by cells after different treatments. The same letters in the figure represent no significant difference at P = 0.05 level.
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Fig. 7  Effect of fig polysaccharide in different concentrations on the gene expressions of SGC-7901 cells
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B:Cell cycle-related genes. The same letters in each gene represent no significant difference at P = 0.05 level.
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