FARF=ITFSE S5FF % Nat Prod Res Dev 2020,32:1057-1064

RIREA D X EAREBEEEKIERAHAR
I %4 %% bk #

AT TR A 2 5 e T SRR ) 2 B IR 0 T A SR A TSR A A 832000

o OEWIERRE D RN SR . SR AR SN SE TS, SRR D WA S 1% 5 = R A0 M N T
HepG2 4l /)N B2 €5, 2595 B16FO 4R /)y BB 2,295 B16F10 4if) , % SRB 32 ( Sulforhodamine B) 46l S 4 ER D
XoF P96 A RO B8 Y 520, 15 1Cs, o AT BR800 41 i ( BIGFO 1 BIGF10 1) 45 T AN [l ¥k B A S AR D, 55 Hox R
ERTENE, RN L, g7/ R H22 g SR IE 04, = A58 i SARE D 4371 12.5.25 .50 mg/
kg, 5 E I AR I E T, 455 o, FAREA D #1| B16FO \B16F10 HepG2 4 i 14 4K , HepG2 4fi Ji X 5 4R
I D FRfs%, 15 1C5 R 22.61 £0.26 pwmol/L, RfiZ AR D e B2 041G 0, 700 150 2 00 (9 46 PR R 5 B3R 38 e 25 e (P
<0.01), FARM D {2k BIOFO 4 i py B (0 3 A8 ik, AR HEAff 43 fk . 12.5 .25 .50 mg/kg 5 (1) SRARER D Xt/ BRUE
A H22 FEARIE IRy 32.51% ~45.72% o 4254/ INEURI IR TR S 45 MR RS 46 B3 fh 528 Fon) IR R R 20 Lh 4 1y
T EH R A HENE, RARER D B (R N SN T 1 PR AR 2 e es 200 i Ak ) £

SRR AR D MR 40 M s H22 FEARIEE s PR N AR S BT i

hE 4SS R61 XERFRIRAD : A X E 42 :1001-6880(2020)6-1057-08
DOI:10. 16333/j. 1001-6880. 2020. 6. 021

Effect of sanggenon D on the growth of tumor cells and transplantation tumors

WANG Yi, WEI Hua, YANG Guang,ZHANG Mei "

Key Laboratory of Plant Medicine Resources Utilization of Ministry of
Education in Xinjiang ,School of Pharmacy Shihezi University ,Shihezi 832000, China

Abstract: To study the anti-tumor effect of sanggenon D in vivo and in vitro. The in vitro method was first to co-culture three
types of cancer cells (human liver cancer HEPG2 cells, mouse melanoma B16F0 cells,and mouse melanoma BI6F10 cells)
with sanggenon D solution. Then,SRB method ( sulforhodamine B) was used to investigate the effect of sanggenon D on the
proliferation of tumor cells,and IC,, was calculated. The effects of different concentrations of sanggenon D on melanoma cells
were investigated. The in vivo experimental method was to establish a mouse H22 tumor model , and to investigate the inhibito-
ry effect of the drug on tumor growth by intraperitoneal injection of 12. 5,25 and 50 mg/kg of sanggenon D. The results
showed that sanggenon D inhibited the proliferation of B16FO,B16F10 and HepG2 cells,among which HepG2 cells were the
most sensitive to sanggenon D, and ICy, was calculated to be 22.61 £0.26 pumol/L The inhibitory effect on the cells was en-
hanced with the increase of the concentration of sanggenon D, and the difference was significant ( P <0.01). sanggenon D
promotes melanin production in B16FO cells and promotes cell differentiation. The inhibitory rate of H22 transplanted tumor in
mice at 12.5,25 and 50 mg/kg was 32.51% to 45.72% . There was no significant difference in the changes of body weight
and organ index in the mice treated with sanggenon D compared with the blank group and the model group. This indicated that
sanggenon D could inhibit the growth of transplanted tumor and the proliferation of tumor cells in mice,and it also indicated
that sanggenon D had anti-tumor effects in vivo and in vitro.

Key words : sanggenon D ;tumor cell ; H22 transplantation tumor;in vivo and in vitro anti-cancer activity
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Fig. 1 Sanggenon D inhibits cell proliferation(; +s,n=3)
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Fig. 2 Effect of sanggenon D on melanin production(; +s,n=3)

- A. BI6FO i fu#h AR (4 5 B. BI6FO 4RIl A A& (758 ;C. BL6F10 4l ufh R (5 ;D. BI6F10 I AR Hs HAL LR, " P <0.05," " P <

0.01, Note:A. Extracellular melanin in BI6F0 ; B. Intracellular melanin in B16F0 ; C. Extracellular melanin in BI6F10;D. Intracellular melanin in

B16F10 ; Compared with control, * P <0.05, " * P <0.01.
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Fig. 3  Effects of sanggenon D on cells clone.
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Fig. 4 The proliferation of HepG2 cells in each group
A B.C DKM 0.5.10 .20 wmol/L f{Z& I D, Note:A. Control group;B.5 pmol/L sanggenon D;C. 10 wmol/L sanggenon D;
D.20 pmol/L sanggenon D.
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HESE/N B H22 R AR, ORI A R V2R BARISRARER D XN BB AR KT BT R R
D KA HE4L (SD-L,12. 5 mg/kg) (RARE D il bR =R R R ARED D 35 B AT 100 e A=
Z1(SD-M,25 mg/kg) FARME D w705 20 (SD-H,50  KARAI (&L 7 A&l 8) , H A% B G A S B —
mg/kg) M S-FIRBEE FHIE L (5-FU,20 mg/kg) Bk AORROCR (SR 1) o RAMRE D xb/INBL H22 i 14
BRI AN AR I TE S 45 25 . RARE D /Nl 4IAN 32.51% ~45.72%

1 RIRE D X/ H22 BRI H) 1 B R S RSN A KB (v £ 5,0 =9)

Table 1  Inhibitory effect of sanggenon D on H22 tumor in mice and its effect on growth of tumor-bearing mice(; +s,n=9)

U I

21571 I'IBUI!E Weight () R EEES
oes . -
Group (me/ke) Tumor weight(g) Inhibition rate( % )
0 K 0 days 1K 1 days 4 K 4 days 7 K 7 days

25 X HRZH Control - 22.81+1.74 23.46 £1.45 23.41 £2.26 24.19+£2.82 1.6385+0.4810 -
5-FU 20 20.64 +1.96 21.71 £2.19 22.88 +2.63 25.83+2.33 0.8390+0.408 8" 48.78
SD-L 12.5 19.80 +1.60 21.19+1.13 22.13 +£2.07 25.29+2.62 1.1058 +0.5320" 32.51
SD-M 25 18.86 +2.05 19.90 +1.70 21.49 +2.30 23.86 +2.50 0.903 01 £0.7350" " 44.88
SD-H 50 21.69 +1.34 21.43 +£1.74 23.73 £2.24 27.15+2.39 0.8893+0.7400"" 45.72

T 52 HX A A, * P <0.05; 7" P<0.01,

Note ; Compared with control, * P < 0.05; * * P <0.01.
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Fig. 7 Tumor tissue of mice after killed
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Fig. 9  Effect of sanggenon D on viscera coefficient of
liver and kidney in mice( xts ,n=9)
T GRS, * P <0.05;* P <0.01;* " * P<0.001; 57
FI2H 14, ™ P <0.01, Note:Compared with model group, * P <
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