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[(RE] BH HTRHE A2 ZERBENI T ASEH Rbl MRS / FFEE (UR) 451654 B i i
B, I A S 2H Rbl MEEIPHLRRETNEISER. HE ¥ 60 B SD KRR T R LS a1
KX R HEH A S B Rbl 1 ABRBH Rbl+A2a FHREH N . A2a SHRIEHIRI M B4 5 4, 54
12 2o RAXBP KA (MCAO) LB KBUN VR 5, AS 2% Rbl 478 HIMS BN 208 B v 5
AZ 21 Rb1(40 mglkg) ; AS BH Rbl+A2a ZAKEHL R H7ZE BT 30 min BB 4T A2 ZEREHH CSC
(0.01 mgkg), HHE S BN ZIE A 13 51 A S 24 Rb1 (40 mg/kg) ; A2a SEAFEH X HEL BAE HIREAT 30 min BERESE
5t A2a ZIAFEGI CSC(0.01 mg/kg) ; A BBER /KX R FHI485 BN 20 B R v S 25 AR 3B K, B4 6 AR
T UR $i45)5 24 h #4747 H% 005, H M BRI M FHE, 5L BURA SN BRAERAR ; B 6 ARBARSS
BURHR 2 B, € P9 B (MDA) B A ALY {LAg (SOD) B &, LR 54K B MERNA L, AS
BH Rbl HRBATHETFSFHBREE( S 1(1~2) e 3(2~4).3(2~4), 1 P<0.05 ), J5 35 ifn 35 5 B .4
% (L/min : 223.25 +67.15 H. 127.23+64.16, 125.75+57.65, %] P<0.05), IHEFEAAFH S0/ [ (24.73 £ 8.29) %
PE(63.72+8.81)%.(65.13£7.92) %, ¥ P<0.05), MDA & 8 B] & 3 /b (U/mg : 1516+ 5.89 H: 30.35+5.78.
28.65+9.12, ¥ P<<0.05), SOD #% 14 ¥ B 3 #l (nmol/mg : 125.19 + 12.39 H. 92.42+9.82. 89.59+ 10.85, }J P<
0.05), SAZEH Rbl AL, ASBH Rbl+A2a ZERBRNAKBTHEESHEAB (2302~ |
1(1~2),P<0.05 ), JR& i i 37 2 B B 920 (L/min ; 181.35+61.33 [ 223.25+67.15, P<0.05), IAEFCA R B
HR((4025+9.14)% H.(24.73+8.29)%,P<0.05 ), MDA & B8 B1/1(U/mg: 25.38 +6.78 I, 15.16+5.89, P<
0.05), SOD 718 B P (nmol/mg : 95.61 + 13.12 H 125.194 1239, P<0.05), A2a ZRIEHHI¥ B & 38h7
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[Abstract] Objective To investigate whether adenosine A2a receptor is involved in the effect of ginsenosides

Rbl1 on increasing the cerebral blood flow of cerebral ischemia/reperfusion (I/R) injury in rat, if so, a new theoretical
base for neural protective mechanisms of ginsenosides Rbl is provided. Methods Sixty Sprague-Dawley (SD) rats
were randomly divided into five groups: normal saline control group, model group, ginsenosides Rb1 group, ginsenosides
Rb1+A2a receptor antagonist group and A2a receptor antagonist control group, 12 rats in each group. The rat cerebral
IR injury model was established by thread embolism method to form middle cerebral artery occlusion (MCAOQ). After
modelling, in the rat of ginsenosides Rb1 group, immediately ginsenosides Rb1 (40 mg/kg) was injected into its abdominal
cavity. In the rat in ginsenosides Rb1+A2a receptor antagonist group, 30 minutes before modeling, A2a receptor
antagonist CSC (0.01 mg/kg) was injected intraperitoneally, and after modeling, immediately ginsenosides Rb1 (40 mg/kg)
was injected intraperitoneally. In the rat of A2a receptor antagonist control group, only A2a receptor antagonist CSC
(0.01 mg/kg) was injected intraperitoneally 30 minutes before modeling. Immediately after modeling, the rat in normal
saline control group received only injection of equal volume of saline into the abdominal cavity. Twenty—four hours
after cerebral /R injury, the behavior score and local amount of blood flow were recorded and after the head was cut,
cerebral tissues were taken and the volume of cerebral infarction was measured in 6 rats in each group. The cerebral
cortex was taken from another 6 rats in each group afier execution to detect the contents of malondialdehyde (MDA) and
superoxide dismutase (SOD). Results Compared with normal saline control group and model group, the rats' behavior
score was lowered obviously [1 (1-2) vs. 3 (2-4), 3 (2-4), both P < 0.05], the amount of regional cerebral blood flow was
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significantly increased (L/min: 223.25 + 67.15 vs. 127.23 + 64.16, 125.75 + 57.65, both P < 0.05), the infarct volume
was markedly decreased [(24.73 + 8.29)% vs. (63.72 + 8.81)%, (65.13 + 7.92)%, both P < 0.05), the content of MDA was
remarkably decreased (U/mg: 15.16 + 5.89 vs. 30.35 £ 5.78, 28.65 £ 9.12, both P < 0.05), and the content of SOD was
significantly increased (nmol/mg: 125.19 +12.39 vs. 92.42 + 9.82, 89.59 + 10.85, both P < 0.05) in the ginsenosides
Rb1 group. Compared with ginsenosides Rb1 group, the rats’ behavior score was obviously increased [3 (2-4) vs. 1 (1-2},
P < 0.05], the cerebral blood flow was significantly reduced (L/min: 181.35 £ 61.33 vs. 223.25 + 67.15, P < 0.05), the
volume of cerebral infarction was markedly increased [{40.25 + 9.14)% vs. (24.73 + 8.29)%, P < 0.05], the content of
MDA was obviously increased (U/mg: 25.38 + 6.78 vs. 15.16 + 5.89, P < 0.05), and the content of SOD was significantly
decreased (nmol/mg: 95.61 + 13.12 vs. 125.19 + 12.39, P < 0.05) in ginsenosides Rb1+A2a receptor antagonist group.
There were no significant differences in above various indexes between the A2a receptor antagonist control group
and model group. Conclusion Adenosine A2a receptor is possibly involved in the effect of ginsenosides Rb1 on
increasing regional cerebral blood flow of the rats suffered from cerebral I/R injury, and a new theoretical base for neural
protective mechanisms of ginsenosides Rb1 is provided.
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