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[ Abstract ] Background and objective It was reported that telomerase was associated with the oncogenesis and

progression of cancer, and to be the common targets of cancer therapy. The mechanism of matrine on lung cancer in vitro

is not clear. We studied the effect of matrine on growth of human lung adenocarcinoma A549 cells and the mechanism

related with telomerase. Methods MTT was used for measuring A549 cells viability, Hoechst 33342-propidium iodide

fluorescent staining for observing apoptotic cells, flow cytometry (FCM) for analyzing cell cycle and apoptosis, and

immunocytochemistry for measuring the protein expressions of c—myc and hTERT in A549 cells. Results Matrine

inhibited the proliferation of A549 cells with a time—dose—dependent manner (P<0.05). Hoechst 33342—propidium iodide

staining showed apoptotic cells with chromatin condensation and fragmentation of nuclei. FCM analysis indicated elevating

rate of cells in Gy/G, phase, lowering rate of that in S phase and the highering apoptotic rate. The levels of c—myc and

hTERT protein expression in the matrine group was lower than that in the control group (P<0.05), and AOD of c—myc
showed positive correlation with AOD of hTERT (r=0.633, P<0.01) Conclusion The inhibitory effect of matrine on A549

cells may be related to the lower expression of c—-myc and hTERT.
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Fig 1 The time—dose—inhibition rate curve of A549 cell treated with matrine
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Fig 2 Showing normal and apoptotic cells with HO/PI staining
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: Showing normal cells with even—distributed blue fluorescence. HO/PI staining, x400;

w

: Showing apoptotic cells with uneven blue fluorescence, chromatin condensation and fragmentation of nuclei. HO/PI staining, x400;
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2 Showing apoptotic cells with uneven blue fluorescence,creased nuclei and apoptotic body. HO/PI staining, x400;

D: Showing dead cells with even red fluorenscence. HO/PI staining, x400
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Fig 3 The effects of matrine on expression of c—myc and hTERT
A: Expression of c—mye protein in control group (SP method, x200) ;
B: Expression of c—myc protein in matrine group (SP method, x 200) ;
C: Expression of hTERT protein in control group (SP method, x200) ;
D: Expression of \TERT protein in matrine group (SP method, 200)
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Tab 1 The influence of matrine on the cell cycle and cell apoptotic

rate of A549 cells (%)

Group Go/G, S G,/M Apoptotic rate
Control  61.20 32.35 6.45 0.70
05¢/l. 71707 21.00° 730 1.03
Log/L  73.50"  18.30"  8.20 9.09"
1L5¢L  75.10° 1650  7.40 22.70"
20g/.  7715"  14.25%  8.60 28.10°

Compared with control group, P<0.05, *P<0.01

# 2 c-myc, h\TERTH KL HFHEHEE (A0D)
Tab 2 The average OD value of c-myc, hTERT

Group c—myc hTERT
Control 0.176 +0.023 0.079+0.005
Matrine 0.045+0.011° 0.023+0.006"

Compared with control group, 'P<0.05
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