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Effects of E, on the cell cycle of HBL — 100 cells ( %.

X+s. n=3)

Tab 1

G, S G,/’M
44.40 +1.12 38.60 £0.68 17.03 +0.31
47.80+£1.27° 32.90 +0.83° 19.30+0.64~
* P <0.01 vs control.

Control
Treatment

180

—_

[\

(=]
T

Cell number
Nl
(=)

60F
30F

128 192 256 320 384 448 512
DNA content

0 64

Fig 2A
EH2A

Control group.
bajiit|
210

175+

140+

105+

Cell number

70

35+

128 192 256 30 384 448 512
DNA content

0
0 64

Fig 2B Treatment group.
E2B WA

3 E, % HBL -100 2058 ERB RiXRI 200

S5R LA 3A.3B, XtfE 4 HBL - 100 40 ERB FAHERR
BEREEMTHEN, B NRER, 5(6.00£1.20)%;
X% 4 HBL - 100 404 ERB FAMEFRZ TR EM T HEEN
5 (91.00 £1.34) % , ZFRIF IR, RN RIXEE

Wit
FLIRH AR 20 R M AR, — A S IR T BBk

Fig 3A  Control PV staining( %x400).
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Fig 3B Treatment PV staining( x400).
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