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HSYA Combined with Paeoniflorin Has Effect on Expressions of PI3K and Akt mRNA in
Rats with Cerebral Ischemia Reperfusion Injuries
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ZHENG Lixian, YAO Hui, QIN Shasha, ZHANG Jiping

Abstract: Objective: To observe the effect of hydroxy safflower yellow A (HSYA) combined with paeoniflorin on

expressions of PI3K and Akt mRNA in PI3K/Akt signal pathway of rats with acute focal cerebral ischemia reperfusion injuries.
Methods: Divided 60 SPF male SD rats into 6 groups, namely the model group, sham operation group, HSYA group,
paeoniflorin group, Ginkgolide group, and the combination group, 10 rats in each group. Replicated the model of cerebral
ischemia reperfusion. After one hour of cerebral ischemia and 6 hours of perfusion the rats were medicated related intravenous
injection from posterior caudal vein for 7 days, once a day, continuously HSYA group was given 5.0 mg/(kg-d) of HSYA
solution by gavage. Paeoniflorin group was given 5.0 mg/(kg +d) of paeoniflorin solution by gavage. The combination
group received 5.0 mg/(kg+d) of HSYA combined with 5.0 mg/(kg+d) of paeoniflorin by gavage. Ginkgolide group was given
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5.0 mg/(kg+d) of Ginkgolide injection by gavage. The model group and sham operation group were given the same amount of
normal saline. Collected corresponding samples after 2 hours of the last time of administration, and then reserved them.
Detected expressions of PI3K and Akt mRNA in hippocampus of rats by gRT-PCR (quantitative real-time polymerase chain
reaction) method. Results: PISK mRNA expression levels in rats in the model group were obviously reduced in comparison
with those in the sham operation group, the difference being significant(P < 0.01). PI3K mRNA expression levels in hippocampus
of rats in HSYA group, paeoniflorin group, Ginkgolide group, and the combination group were evidently declined by
comparing with those in the model group, differences being significant(P < 0.05). PI3K mRNA expression levels of rats were
higher in HSYA group and Ginkgolide group in comparison with those of the combination group, differences being significant
(P < 0.05). Conclusion: The protection mechanism of the combined medications of HSYA and paeoniflorin for rat model of
cerebral ischemia reperfusion injuries may be relevant to the evident adjustment of PI3K mRNA over—expression in PI3K/Akt
signal pathway and the micro adjustment of Akt mRNA over—expression.
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Determination of Content of Three Effective Components in Cassia Seed with HPLC
ZHANG Mei, FENG Liang, PAN Na

Abstract: Objective: To establish methods of high performance liquid chromatograph(HPLC) so as to determine content
of rubrofusarin gentiobioside, assiaside C and Aurantio—obtusifolin—-6—0- p —D—-glucopyranoside of cassia seed. Methods:
Performed Zorbax Eclipse XDB — C18 column at the temperature of 30°C, and used acetonitrile and tetrahydrofuran(A)-1%
acetic acid (B) (A : B=30 : 70) as mobile phase by isocratic elution, with the flow rate being 1.0 mL/min and detection
wavelength at 278 nm. Results: Three effective components achieved a baseline resolution. Rubrofusarin gentiobioside,
assiaside C and Aurantio— obtusifolin—-6-0—-B- D-glucopyranoside respectively demonstrated a good linear relationship with
the peak area in the range of 0.136 4~1.091 ug, 0.117 9~0.943 ug, and 0.126 3~1.010 ug. The respective typical equation
was Y=3.78 x 10°%X-143 92, Y=2.67 x10°X-784 35, Y=3.15 x 10°X-108 435 respectively, and their average recovery was
100.53% , 98.95% and 102.30% respectively. For the determination of cassia seed from different habitats, the result

indicated there was great difference among the content of these three effective components. Conclusion: By methodology
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