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Anti-tumor Effect of Kang Ai Ling’s Active Site on Different Cancer Cells
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ABSTRACT: OBJECTIVE To observe the growth inhibitory effect of tumor cells by Kang Ai Ling’s 1-butanol exrtract(KAL).
METHODS The anti-proliferative activities of 1-butanol extract of KAL against B-16, SGC-7901, Colo320, PC-3 and HL60
cells were evaluated by MTT colorimetric assay in vitro, then the result showed by inhibitory rate and ICs,. Investigation on
KAL’s dose-effect dependent manner and time-effect dependent manner through growth inhibitory curve on SGC-7901 and PC-3.
RESULTS The ICsy of KAL on B-16, SGC-7901, Colo320, PC-3 and HL60 were (21.05+4.31), (13.43+4.78), (15.17+3.82),
(26.39+5.76), (25.78+4.40)ug'mL™", respectively. The anti-tumor effect of KAL has obvious time-effect and dose-effect
dependence. CONCLUSION KAL has significant growth inhibitory effect on B-16, SGC-7901, Colo320, PC-3 and HL60 cells.
KEY WORDS: Kang Ai Ling; 1-butanol extract; anti-tumor
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1.1 Zik4Y)

WU R (AR A 41500 g, 50%0H)
LKA INFAMIGRIEE 3 R, SR REGR, Bk
[l &0 2 JCRERR, FHIE T B# 50 mL $2HL 4~5 %,
GHFRIOR, BURKRARERE, DUEERE,
A DMSO ¥ i, Bpak g R 10 mg-mL™ (R,
B 120 CUKAERECIRAT o I R I N AR5 it 375
VLA 29010 RPMI 1640 15 7= 5L 065 FBE 22 BT i ik
&, DMSO £k 0.3125~5 pg'mL ™",

1.2 Zifurk

/NEGE A B-16 4, A B IR SGC-7901
A, NZ5MesE Colo320 41fi, ARi#I R PC-3
M, LA R BT T it A&
PEBEPE M55 HLOO 40 1, By 2 2 B fe it
1.3 7

RPMI1640 ¥%57: 3 (Invitrogen A 7]); DMEM
iR B (Invitrogen 23wl )5 7 A4 /N A= LV (T M DY =
A TR R FIT) s — B I AR (G 0 ¥
AR AF): T EEMEEMTT, SR
RAEVBEARGHRAF).

1.4 U4

Forma3111 CO, 4il ig &5 77 45 (3£ Thermo
Fwasher Scientific 23 7)); Air Tech 8% LA & (I
287 AR A F]); Model 680 FEbR{X(3E [ BIO-
RAD A #); 80-2B B /LML Ll 2 = RF2EAER ).
2 Ak
2.1 MTT VE5E KAL X Jiosg 4i i i $ s %

O B0 K B-161 SGC-7901. Colo320.
PC-3. HL60 411, # 1 500~2 000 /~FL" 41 %k
BRI T 96 AL I, 100 pL-FL7". 1555 24 h J545 24,
YDA Al 50, 25, 12.5, 6.25, 3.125 ngrmL ™.
[F] I o0 Al A s 4. B 4 AL, 5595 72 h
&, BN 5 mgmL™ MTT 20 uL, %35 4h )5
LB TEWL AN 150 uL DMSO %l JR %
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BB KK SGC-7901 A1 PC-3 40, 43
BILLT 500 A12 000 AL 41 Ko B Fh 1 96 FLAR
100 pL-AL™", 5597 24 h 5 KAL, ¥ 3 MKJE
BhJE(100, 50, 25 pgmL™"), FAMKEEEATH 6 41,
FIEHE XA, IR 6 41, F4lvE 4 Bil. &
IG5y %37 0, 24, 48, 72, 96 Al 120 h J& N
A 5 mgmL™ MTT, 20 mL-fL7". k4R35 4 h )
W 2 1 o FEZEL AN 55 R FE 45 i A I AL i
I 150 pL-fL7' DMSO %fi#, RimHs. Mk
FRAXAE 570 nm ALl OD i, THE &AM ] 5 KAL
X2 R A B R AR A, AT 5% KAL (1 3%
KRB R
2.3 Gl ESHT

9 H SPSS 12.0 #EAT 08, X £5 IR,
KH ¢ BRI ERHATRIE, P<0.05 AT W
ZE5r: P<0.01 AL B &M= .
3 R
3.1 KAL X e 4n o iy 4 4

AR KAL 52 Mg fudtisE 72 h
J&, J MTT 3052 OD {8, +H5 IR {EA1 ICso,
GERNE 1.

T 1 KAL 3 PeE 20 L 6y 40 6146 JFl (=4, X £5)
Tab 1 Inhibition effect of KAL on different tumor cells(n=4,

xts)
LN W /ugmL™! I/ % ICso/mg-L™"
3.125 3.26+3.76
6.25 17.51+4.51
B-16 12.5 26.76+4.79 21.05+4.31
25 54.32+3.64
50 81.32+2.68
3.125 7.46+3.50
6.25 27.17£3.17
Colo320 12.5 36.28+2.89 15.17+£3.82
25 62.52+2.86
50 88.74+2.92
3.125 15.94+3.32
6.25 33.79+£3.12
SGC-7901 12.5 51.43+£2.78 13.43+4.78
25 70.15+2.54
50 74.29+2.21
3.125 4.55+4.16
6.25 21.54+3.75
PC-3 12.5 30.35+3.45 26.39+5.76
25 48.68+2.97
50 64.83+£3.13
3.125 5.67+3.45
6.25 17.85+2.86
HL60 12.5 30.08+2.26 25.78+4.40
25 47.94+2.57
50 68.35+2.31
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Tab 2 Inhibition of KAL on SGC-7901 in different time
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i} i) /h
KAL 100 pgmL™"  KAL 50 pg'mL™  KAL 25 pgrmL™
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Note: Compared with KAL 25 pg'mL™, "P<<0.05, ?P<0.01; compared
with 24 h, ¥P<0.05, ¥P<0.01
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xX*s)

Tab 3 Inhibition of KAL on PC-3 in different time (#=6,
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i 2 /%
5 18] /h
KAL 100 pgrmL™  KAL 50 pgmL™  KAL 25 pgrmL™

24 41.58+1.847 12.49+0.8" 6.33+1.13
48 63.78+1.70° 36.140.5179 25.31+0.72%
72 70.9142.132% 58.0+0.41 42.92+0.49Y
96 79.50+1.622% 63.5+0.84Y 49.12+0.78Y

120 85.66+1.912% 72.8+0.32"Y 55.34+0.71Y

T 5 KAL 25 pgmL ™ 41E#:, VP<0.05, ?P<0.01; S5{EH] 24 h A
L4k, 2P<0.05, YP<0.01
Note: Compared with KAL 25 pg'mL™, "P<<0.05, ?P<0.01; compared
with 24 h, ¥P<0.05, ¥P<0.01
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