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Abstract: Objective To investigate the influence of Procaine hydrochloride (PCA) on human colon
cancer HT-29 cells proliferation and explore its mechanism. Methods HT-29 cells were treated with 0
~10mmol/L of PCA, cell morphology changes were observed under contrast microscope. Cell prolifer-
ation was detected by MTT assay and cell cycle was detected by flow cytometry (FCM ). Results
With different concentrations of PCA being used to dispose cancer cells separately, growth inhibition
taking the form of cell’s decreased size, shrinkage, vacuoles, cells abscised from the inner surface of the
bottle became increasing obvious under contrast microscope. With the rise of the PCA concentration,
the result indicated that PCA can inhibit the cell proliferation significantly whose effect was replying
on the dosage and time. The result by FCM shows that PCA can lengthen the G, /G, phase and short-
en the S phase in HT-29 cells. Conclusion PCA can make the growth of the HT-29 cells blocked in
G, /G, phase, thus inhibiting the cell multiplication significantly, whose effect was relying on the dos-
age and time.
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Figure 1 The changes of HT-29 colon cancer cell observed under inverted microscope
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Table 1 The effects of PCA on growth of cell HT-29 detected
by MTT method(x + s,72=5)

PCA Survival rate( %)
(mmol/1.) 24h 48h 72h™"

0 100. 00 £4.50 100.00£2.54 100.00£7.02
0.5 86.37+t1.22 63.38%14,57 50.82%4, 45
1.0 84.14+1.98 53.99%+3.63 39.96*3,85
2.5 80.21+£2.67 49.62+5,72  28.04%3,61
5.0 68.40 4,57 15.72£7. 37 14. 74 £ 1. 21

10. 0 59.55+3.50 24.55%3,31 13. 66 £ 2. 40

F~ 51.42 41. 61 112. 46

P <0. 01 <0. 01 <0. 01

Note: * different concentrations of Single-factor analysis
of variance in different time; " repeated measure analysis of

centrations 4 78’P<() 05

variance: Fine con
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Figure 2 The growth curve of cell HT-29 disposed

with different concentrations of PCA
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Table 2 The effects of PCA on growth cycle of cell HT-29
detected by FCM method(x + 5,7=3)

Cell growth cycle( %)

PCA  Apoptosis

(mmol/L) rate( %) G /G, S G,/M
0 L77£1.96  62.60£0.53 17.63£1.24 19.77+1.78
10 5.50£5.50  65.70£0.60 12.43+1.56" 19.13£1.42
2.5 2.60£0.67  68.70£1.00" 8.37£1.16™" 22.970,29

Note: " P<C0. 05, " P<0. 01 ws. the group of 0 mmol/
L PCA
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