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(FEE] BRI 1037 6 I B i 5 Kk BUE FEE B1 (AKT1) A1 e-Jun 240 55 A 3 g 172
(INK1/2) e, Frik 48 H SD KR Bl AL 3230 40 1E 5 6 B TR 41 BRI 2] RMH A A
2N, B 12 Ho SRR sh PRI 2 (MCAO) FES7 A M Jey ke P i e i, A LRSS ARy o M IA Bz 2R B AR)S
2 h R MRANEIE 7 (FEHATE 120 ¢ 240 6 ¢ /AT 4.5 ¢ JIH 3 ¢ FELIHE 3 g B3 o HUIE 3 o 4HAR)
14.2 ghkg, B H 1R, 8L 7 do HAhS A sh W45 TSR K T4 7 HARZER R, BURNZH 2, >R i
sk - BATEEY (RT-PCR) MI%E AKT1 mRNA ik R4 b INK12 FEHFRL, E8R  HiE
O BRI T AR LA A4 AKTT mRNA ik (OB (4) A ) B WR#A% (0.48 £0.08 [£ 0.63+0.11,
0.61£0.09, ¥J P<0.05), INK1/2 PH P 40 g 50 (4> /mm®) W 34 £ (34.13+4.57 1L 16.15+1.09,16.23 £2.05,
Y3 P<0.05) ; SRR AH [, A BHIE Tz A 41 21 P AKT1 mRNA 2635 (0.93+0.11) F1 INK1/2 BH P 40 fo %%
(45.04+5.68) 1IN, 2 S ¥ A G575 L (P<0.05 8 P<0.01), 251 #MFHIE T ] b bl i i 20 28
AKT1 mRNA Fl INK1/2 FHPEAECER I, A G R ML 2 —
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[ Abstract] Objective To explore the effect of Buyang Huanwu decoction (BYHWD) on protein kinase Bl
(AKT1) and c-Jun amino terminal kinase 1/2 (JNK1/2) in rats after focal cerebral ischemia. Methods According
to the random number table method, 48 Sprague—Dawley (SD) rats were randomly allocated to four groups : normal
control group, sham-operated group, model group, traditional BYHWD group (each n=12) . The rat model of
right focal cerebral ischemia was established by the method of middle cerebral artery occlusion (MCAO) . The rats
in BYHWD group were ingested with the decoction of BYHWD 14.2 g/kg after 2 hours of the operation (the main
ingredients of BYHWD including astragalus mongholicus 120 g, Chinese angelica 6 g, radix paeoniae rubra 4.5 g,
rhizoma ligustici wallichii 3 g, safflower 3 g, peach kernel 3 g, earthworm 3 g), once a day for 7 days. Other groups
of animals were given the same amount of normal saline orally. After operation, on the 7th day, the animals were
killed, and their brains were taken out. The reverse transcription—polymerase chain reaction (RT-PCR) assay was
used to detect AKTT mRNA expression, and immunohistochemical method was applied to measure JNK1/2 protein
expression. Results Compared with normal control and sham—operated groups, the level of AKT1 mRNA expression
[ absorbance (A) ) was decreased obviously (0.48 +£0.08 vs. 0.63+0.11, 0.61+£0.09, both P<<0.05), and the number
of JNK1/2 positive cells (cell/mm’) was increased significantly (34.13 £4.57 vs. 16.15+1.09, 16.23+2.05, both P<
0.05) in model group ; compared with model group, the AKT1 mRNA expression in brain tissue (0.93+0.11) and the
number of JNK1/2 positive cells (45.04 +5.68) was increased significantly in BYHWD group, the differences being
statistically significant (P<<0.05 or P<0.01) . Conclusion BYHWD can up-regulate expressions of AKT1 mRNA
and JNK1/2 positive cells in ischemic brain tissue that is one of the mechanisms in the protection of brain.

[Key words] Buyang Huanwu decoction ;  Cerebral ischemia ;  Protein kinase B 1;  c—Jun amino terminal
kinase 1/2
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b, BB I B (AKT) 5 55 SR8 2 2 A 4 A
ST {75 T A, X A I o 22 200 98 7 A 0
AT AR SERG AR A WM B A 3 ) L
Hili 41 21 AKT1 Al e—Jun 2 3% A Ui Sl 172 (JNK1/2)
FEIR A, SR G VR B, s s
1 #R5FE
11 F B KA AR INKI1/2 Bsg TR (2
EA R, FEkER — 2B (DEPC), TRIzol (3
Invitrogen A F) ), RAMFEE R Y (PCR) 7 & (F4E
WTRARAF) . FEUD FA BT RF (L
G 2 M T e A PR ), DY89—1 AL B 513K AL
(T Z BRI, BEe (H AR AR B2
A]), L P48 4% (35 [H BIO-RAD 2\ &), I 1%
SRS (L REERHE AR, SRR BK T B Uk
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FHIES T3z (M 120 g, 245 6 g, A5 AT 4.5 g, I 25
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1.4.1 i i af K BUWG 2H 40 AKT1 mRNA 5535 1946
7L LL TRIzol ¥ $2 MU RNA, 435I B4 41 50 mg
5 TRlzol 1 mL. ¥ 5% 5% W AR R W& 1, SRR
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W3 ul 8870 7 1.5% SIS RHEEIe ik,
R FHEEIE BUR A AT AR T G B (A) (4348,
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*1 cDNA HIERFEERENIEZER PCR ANEZR

N . A R (uL) OB ARA el PRA (L)
WRTRA /Z%?lfﬁ ﬁlﬁéﬁfﬁ 2/mle R T 375 Ukt 1000
PL14.2 g kg -d” 25 H, DNA B4 100 30CI0min |y poll i LS 14 0.50
HOUUGHESET ds HABS A pmpmmsman 025 #0200 30 o s Fiies 14 0.50
T AR A BEER K s el 0.50 z9ogc55mr$n 5 X PCR ZEliifi 10.00
L4 RS ROTE: TRAR  rwaseiimae 4 RERAK 2875
7 d BRHEL 6 HOR WL AbSE)S, 519 . KA 0.25

Fz2 PCREIMIFS RMEGERYTEERBEX/N
A HERf Bkl PCR R 21 H i Bk
Akt 1 NM_033230.2 % 5'“TTTATTGGCTACAAGGAACG—3' 94 °C 455,55 “C 455,72 C 50 s 213 bp
FiF: 5'~AGTCTGAATGGCGGTGGT-3" 35 Mg
B —actin NM_031144.2 [-3i7: 5'~AGGGAAATCGTGCGTGAC-3' 94 °C 455,56 C 455,72 °C 50s 443 bp
N : 5'-TGGAAGGTGGACAGTGAGG-3' 35 MG
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2.1 AMHIES FZ AR B R U 24140 AKT1T mRNA
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BB P A7 A 5 7K SF AKT1 mRNA 2635, BRI 4 36
IRESIEH T A A FARA A B TR, 259 E %
THEE (3 P<0.05) ; #hFHIA F37 4 A i A 20 B
IR (P<0.05) 5 #2754 BH A F037 AT A2 2 i R 1
JaiZHZY AKT1 mRNA ik,

R 3 AT EZIT G A RKAL AKT1 mRNA
K JNK1/2 BRI RIERI M (x +5)

am B AKTIaRNA O VKU2 IEEADIE
(4> fmm?)
oot 12 0.63+0.11 16.15+1.09
BFARA 12 0.61+0.09 16.23 +2.05
FERIL] 12 0.48+0.08" 34.13+4.57*
A TALAL 12 0.93+0.11"" 45.04+5.68™"

T S IE R B LEL, 'P<0.05, "P<0.01 ; SIEF AL LE,
‘P<0.05,'P<0.01 ; GBI LT, P<0.05, 'P<0.01
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S GEE X (B P<0.05) 3 #MFH L T 448
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BB RN A0 B T IR AR A B B 2 I 4, Tl 5
Z P SRAE T RN N T 22 AR S5 A g Ak, INK T
A, AT 38 S TS AR A S P A M R 9T AR 1 DI
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i () R GERF 5T
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