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Effect of Baicalein Combined Paclitaxel on Proliferation of Human Lung Carcinoma Cell

YUAN Shaofei, ZHU Linjia, ZHENG Wei’e, CHEN Wenjun*(Cancer Center, the Third Affiliated Hospital, Wenzhou
Medical College, Rui’an 325200, China)

ABSTRACT: OBJECTIVE To explore the effect of baicalein combined with paclitaxel on human lung carcinoma cell line
QG-56. METHODS QG-56 cells were treated with baicalein, paclitaxel alone or their combination, with the untreated cells
used as control. After 24, 48, 72, 96 hours of treatment, the cell growth condition was observed by invert microscope and
inhibitation rate was studied by MTT assay. The apoptosis was analyzed by flow cytometry. RESULTS The cell population
decreased and shape, size changed after treating with different concentration of experimental groups. Baicalein and paclitaxel
used alone or in combination both inhibited the proliferation of QG-56 cells. The inhibition ratio of their combination was more
higher(P<0.05), and a synergistic effect of the two agents was noted in their combined action(P<0.05). Combined treatment of
the cells resulted in significantly higher apoptsis rate than that alone(P<0.05). CONCLUSION Baicalein can significantly
inhibit QG-56 cell growth. It can act synergistically with paclitaxel to inhibit the tumor proliferation of QG-56 cells. A
synergistic effect is observed between them.

KEY WORDS: baicalein; paclitaxel; lung cancer cell; apoptosis
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Fig1l The shape change of QG-56 after treated with baicalein combined with paclitaxel

A—control group; B—after baicalein effect 48 h; C—after paclitaxel effect 48 h; D—after baicalein combined with paclitaxel effect 48 h

F1 B4t QG-56 41 f 3 7H AT HIE Fl (n=5, X t5s) R2 FUERE QG-56 BT EH AL (=4, X+5)
Tab 1 The inhibitory effects of Baicalein and paclitaxel on Tab 2 The apoptosis rates of QG-56 cells treated with
proliferation of QG-56 cells(n=5, X *s) Baicalein and paclitaxel(n=4, X =*s)
41 24 h 48 h 72 h 96 h A 24 h 48 h 72h 96 h
WA /ugmL™! W% FE/ugmL ™!
10 10.4£1.0 12.7£1.2 13.8+1.1 15.5¢1.4 10 4.6+£0.4 6.7£0.4 8.1+0.6 8.6+0.7
20 1204130 1732140 18.0£13" 19341.6" 20 6.8+0.3"  7.8£0.5"  9.6+0.4" 12.5+0.6"
40 14412V 21.4+1.4D 23.4+15" 24.5+1.6" 40 7.940.5"  8.5+0.4" 11.8+0.6"” 13.8+0.3"
80 16.6£1.37 23.9+1.6" 26.9+1.57 28.1+2.0" 80 8.3+0.3" 11.6+0.4" 14.7+0.6" 15.3+0.5"
160 20.8+1.5"0 255+1.5" 32.6+1.8" 40.6+2.0" 160 10.140.8"  14.3+0.6"” 17.9+1.1V  20.5+1.5"
ER R /ugmL ™! R R /ugmL ™!
0.1 20.7+1.5  25.8+1.6  32.1+1.4  40.5+1.7 0.1 5.5+£0.2 6.7£0.4 8.3+0.5 11.2+0.4
0.2 22011.6Y 305L1.7" 38.641.40 4544150 0.2 6.9+0.3"  8.9+0.6" 11.8£0.4" 12.5+0.4"
0.4 26.3+1.9" 353+1.6" 47.1+1.9" 50.9+1.8" 0.4 8.4+0.6" 11.8+0.8" 14.1£0.6"” 15.6+0.7"
0.8 32.6+1.8" 40.2+1.9" 53.7+1.6" 55.1+2.0) 0.8 9.8+0.8" 13.7£0.6" 15.6+0.7" 18.9+0.8"
1.6 373+1.9" 48.642.0" 58.9+2.0" 65.0+1.9) 1.6 12.7£1.07 16.5+0.9" 19.320.9"  23.8+1.2"
EY T SRS E Y AN S
pg'mL”! pgml!
0.1 10 31.4+1.6  39.5+1.5 46.4+1.8  55.7+2.0 0.1 10 7.6£0.4Y  8.4+1.0V 10.8+1.1V 16.6+0.9"
02 - 20 33.9+1.8" 41.8+2.1" 52.6+2.0" 59.6+2.0" 02 - 20 8.8+0.3"  9.7+0.9" 13.5+1.1" 18.4+1.1"
0.4 40 40.1£1.7"  46.5+1.8" 61.0£2.1" 69.9+2.0" 0.4 40 10.1£1.0"  14.8+0.6"” 16.8+0.6" 21.5+1.3"
0.8 80  46.9+1.6" 59.3+2.1" 68.8+1.6" 73.2+2.1" 0.8 80  13.4+0.9" 18.3+0.4" 20.8+1.0" 24.6+0.9"
1.6 160 53.9+2.2" 654+1.9Y 78.5+2.0" 84.3+2.1" 1.6 160 15.6+1.4Y 21.4+2.0" 23.8+2.1" 29.6+1.9"
T SXTEALE, DP<0.05 V. Stk VP<0.05
Note: Compared with the control group, "P<0.05 Note: Compared with the control group, P<0.05
z 090%_05[.2_005 = 090205LZ.001 = (90206L2.002 5 09020617004
- i - i -
B3 | 2 2 2] 23
e l 2 2 g 7
o | 173 12.86 o ] = 9
E2 | | 5 S E 2 i
= | | =2 3 =]
Y E—— | F g2l g2
Shal P2 10.97 I & & =1 & =1 35.82
[ . I SR — - - =18 253 SRR Bk .
10 1ot 10t 10t 10 S0 10 1001 00100 100 10t 1o 100 :0t 10
Annexin Y FITC Annexin Y FITC Annexin Y FITC Annexin Y FITC
B C D

A
2 EEFIREGEMBEME QG-56 4K T # AR
AXTRA; B3t 53 E MG 48 hy C-EREBAEMJG 48 hy D-EEEKG ARG 48 h
Fig 2 The apoptosis of QG-56 after treating with Baicalein combined with paclitaxel
A—control group; B—after baicalein effect 48 h; C—after paclitaxel effect 48 h; D—after baicalein combined paclitaxel effect 48 h
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