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Tab 1 Effects of different concentrations of NBP and Aspirin on TXB, and 6-keto-PGF,, release

in cultured rat cortical neurons exposed to hypoxic/hypoglycemic media for 5 h

. ) Aspirin L-NBP D-NBP DL-NBP
Concentration/
TXB, 6-keto-PGF |, TXB, 6-keto-PGF, TXB, 6-keto-PGF, TXB, 6-keto-PGF |,
pmol*L~! g .
/ngeml™ '*10° cells
0 68.29+9.58 0.56+0.051 60.72+3.55 0.47+0.088 60.72+3.55 0.47+0.088 60.72+3.55 0.47+0.088
0.1 45.99+7.057 0.54+0.063 63.86+11.46 0.43+0.084 58.26+5.5 0.47+0.114 50.02+4.08 0.5+0.092
1 44.9+4.33" 0.5+0.223  46.79+2.94" 0.52+0.13 57.76+5.67 0.54+0.051 45.08+5.09 0.63+0.129
10 41.95+£5.03" 0.44£0.086 52.36+4.3 0.81+£0.074" 50.97£5.84 0.7+0.073 44.12+3.51" 0.91+0.101"
100 30.21+5.047 0.33+0.027" 36.7+t5.7° 1.1+0.094" " 45.87+2.6" 0.88+0.095" 43.75+3.2" 1.28F0.12""

n—4, "P<0.05, " " P<0.01 vs control group.
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Fig 1  Effects of different concentrations of
NBP and Aspirin on 6-keto-PGF,,/ TXB, level in
cultured rat cortical neurons exposed to hypoxic/
hypoglycemic media for 5h. n =4, * P<0.05,
T P<0.01, "7 P<0.001 vs the correspond-

ing control group.
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Tab 2 Effects of different concentrations of NBP and Aspirin on TXB, and 6-keto-PGF, release
in cultured rat cortical neurons exposed to hypoxic/hypoglycemic media for 5 h and following

normal media for 3 h

Concentration/ Aspirin L-NBP D-NBP

. TXB, 6-keto-PGF|, TXB, 6-keto-PGF|, TXB, 6-keto-PGF |,

pmnol*L. /ngeml™ '+ 10° cells ™!
0 75.56+5.3 0.631+0.059 70.15+4.91 0.626+0.046 70.15+3.55 0.626+0.046
0.1 73.75+6.36 0.629+0.084 58.85%5.64 0.631+0.097 56.58+5.08 0.603+0.089
1 60.94+5.83 0.676+0.146  53.72+£3.18 0.678+0.125 57.04+3.67 0.778+0.164
10 54.63+3.79"  0.402+0.045" 53.74X£4.16 0.806+0.081 53.12+4.35 0.856+0.05
100 49.97+3.02°7 0.4+£0.0337 51.62+3.39"  0.959+£0.067° 50.78+3.78° 1.11+0.117

n=4, "P<0.05 vs the control group.
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EFFECTS OF BUTYLPHTHALIDE ON EXTRACELLULAR
6-KETO-PGF,,,» TXB, AND 6-KETO-PGF,,/TXB, RATIO

IN CULTURED RAT CORTICAL NEURONS

Yan Chaohua( Yan CH) and Feng Yipu(Feng YP)

(Institute of Materia Medicas Chinese Academy of Medical Sciences and
Peking Union Medical College s Beijing 100050 )

ABSTRACT The effects of 3-n-butylphthalide(NBP) on the levels of 6-keto-PGF,,» TXB, and
6-keto-PGF |,/ TXB, ratio were studied with methods of RIA. ¢-NBP and /-NBP(0.1~100 pmol*

L™ 1) concentration-dependently increased 6-keto-PGFy, release, decreased TXB, release from neuronal
cellss and significantly enhanced extracellular 6-keto-PGF;,/TXB, ratio in primary cultured rat cortical
neurons exposed to hypoxic-hypoglycemic media for 5 h or hypoxic-hypoglycemic media for 5 h
following normal media for 3 h. Aspirin(0.1~100 gmol*L™") was also shown to inhibit TXB; release
from cortical neurons in a dose-dependent manner. However aspirin only increased 6-keto-PGF,,/
TXB, ratio at low dose because aspirin inhibited both 6-keto-PGF,, and TXB, release simultaneously at
large dose(10~100 pmol*L ™). This suggests that the action of /-NBP» «-NBP and d/-NBP on the
increase of 6-keto-PGF,,/ TXB, ratio might be one of the mechanisms in which NBP enhanced focal

cerebral blood flow and improved ischemic brain damage.
KEY WORDS 3-7-Butylphthalide; Cell culture; Aspirin; Prostacyclins Thromboxane B,





