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Therapeutic Effect of Polyphyllin VI on Pancreatic Cancer in

Nude Mice and Its Mechanism

XIA Tian', HAN Hai—Xia', FENG Weri®, FANG Li—Jun’, FU Xia’
(1. Dept. of Emergency, Yingcheng People”s Hospital, Yingcheng 432400 Hubei, China; 2. Dept. of Emergency,
Wuhan Sixth Hospital/Affiliated Hospital of Jianghan University, Wuhan 430015 Hubei, China)
Abstract: Objective To observe the therapeutic effects of Polyphyllin VIl on pancreatic cancer in nude mice and
its mechanism. Methods A pancreatic cancer xenografts model was established in nude mice by subcutaneous
injection with pancreatic cancer cell line AsPC— 1. The nude mice with xenografts of pancreatic cancer were
randomly divided into 5 groups, namely control group, low—, middle—, high— dose Polyphyllin VI groups and 5-
fluorouracine group, and were given corresponding medication. After medication, volume and mass of xenografts
in nude mice were measured. The apoptosis of cells in xenografts was observed by terminal deoxynucleotidyl
transferase—mediated dUTP (2’ —deoxyuridine 5 —triphosphate) nick—end labeling (TUNEL) assay. The protein
expression levels of Caspase—3, Bax and Bcel-2 in xenografts were detected by Western blotting assay. Results
Compared with the control group, the tumor volume and mass in the low—, middle—, high— dose Polyphyllin VI
groups and 5—fluorouracine group were significantly reduced, percentage of TUNEL positively expressive cells was
significantly increased, Caspase—3 and Bax protein levels were significantly increased, and Bel-2 protein level
was significantly decreased (all P<0.01). Conclusion Polyphyllin VI is effective for inhibiting the growth of
xenografts of pancreatic cancer in nude mice, and its mechanism possible is related with inhibiting tumor cell
apoptosis.

Keywords: Polyphyllin VI[; pancreatic cancer; cell apoptosis; Caspase—3; Bax; Bcl-2; nude mice
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Figure 1 Comparison of the volume of xenografts between various groups of pancreatic cancer nude mice
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Figure 2 Comparison of the distribution of TUNEL positive cells in xenografts between various groups of pancreatic
cancer nude mice (by TUNEL staining, x200)

R2 HBARESERRBEREAS TUNEL 2.4 EREFV LAKRRBRERRTEEALR
BEiE 4B LE 1 P 22 Caspase-3, BaxZEHRXIL, T Bdl2ZEBRXRIE

Table 2 Comparison of proportion of TUNEL positive £3. KRR, A . BV

B Fb L e R 2 R 5 R B I L T g R B

cells in xenografts between various groups of

pancreatic cancer nude mice (x+s)

yed 4H 410 _ S AT 2 ET‘
il RECY TUNELRERi) o AL Caspase=3, Bax & FLUKCK 39 0 357}
A2 10 2.1+03 (P<0.01), Bel-2 & 1 /K F 3 & 3 [ (K (P<
FAE T IR 10 8.8+09" 0.01), HEMEAF XS Caspase-3. Bax & H YT+
HREPAEL 10 19.5+23" VR BN Bel—2 25 1 B R E AR FH 22 500 S ARl
FEEH AR A 10 36.1 +4.27
5— PRI LELH 10 453 +4.8"

OP <0.01, HxfEL

R3 BABREERBIEMEAL Caspase-3. Bax#Bcl-2 EARILKTFELLE
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