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Therapeutic Effect of the Mixed Extract of Panax ginseng C.A.
Mey. and Chaenomeles sinensis Koehne on the Injury of
Brain Tissue in the Mice by Alzheimer's Disease
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Abstract - This study was conducted to investigate the effect of the mixed extract of P. ginseng C.A. Mey. and C.
sinensis K. (Gin-CHF) on the infarction area of hippocampus in the mice with Alzheimer's disease induced by S-amyloid
(BA). The Gin-CHF extract reduced the infarction area of hippocampus, and controlled the injury of brain tissue in the
mice with Alzheimer's disease induced by SA. The Gin-CHF extract reduced the Tau protein, GFAP protein, and
presenilinl/presenilin2 protein (immunohistochemistry) of hippocampus in the mice with Alzheimer's disease induced
by BA. These results suggest that the Gin-CHF extract may be effective for the prevention and treatment of Alzheimer's
disease. Investigation into the clinical use of the Gin-CHF extract for Alzheimer's disease is suggested for further

research.
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Pharmacognosy Name Scientific Name Amount(g)
Ginseng Radix Panax ginseng C.A. Mey. 15
Chaenomelis Fructus Chaenomeles sinensis Koehne 15
Total amount 30
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Fig. 1. Effects of Gin-CHF extract on the infarct size of fA-induced
alzheimer’s mice.

CS7BL/6 mice were orally administered of Gin-CHF (400, 200mg/kg,
p-0) and tacrine (10mg/kg, p.o) for 60 days. Control, SA-induced
alzheimer's mice; Tacrine (10mg/kg, p.o). Cerebral infarction is
visualized by 2 3 5-triphenyl-2H-tetrazolium chloride and then expressed
as a percentage of the total area of the LV myocardium that was at risk
(see Methods for details). Data represent means + S.E (N=3).
Statistically significant value compared with SA-induced alzheimer's
mice group (Control) data by T test (*p<0.05, **p<0.01, ***p<0.001).
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Fig. 2. Effects of Gin-CHF extract on the coronal section of A-induced
alzheimer's mice.

C57BL/6 mice were orally administered of Gin-CHF (400mg/kg, D),
and 200mg/kg, E p.o) and tacrine (10mg/kg, p.o) for 60 days. Normal
C57BL/6 mice was not treated (A). fA-induced alzheimer's mice
(control, B); Tacrine (10mg/kg, p.0, C). Cerebral infarction is visualized
by 23 5-triphenyl-2H-tetrazolium chloride Normal tissues are stained as
strong red color. Infarcted area is not stained as white color which
localizies at cerebral cortices and caudoputamen. Infarction is widely
distributed through 6-12 mm from frontal pole.
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Fig. 3. Histological analysis of hippocampal lesions of fA-induced
alzheimer's mice.

C57BL/6 mice were orally administered of Gin-CHF or Tacrine HCI
and the acquisition taining trial continued once a day for 60 days.
Normal C57BL/6 mice (A) was not treated. Control, SA-induced
alzheimer's mice (B); Tacrine (10mg/kg, p.o, C); Gin-CHF (400mg/kg,
po, D), they were sacrificed, brain was fixed in 10% buffered formalin
and embedded in paraffin. Paraffin sections were stained with
hematoxylin/eosin. (Nikon, x40).

Fig. 4. Histological analysis of the neuronal loss of hippocampus of SA-
induced alzheimer's mice.

C57BL/6 mice were orally administered of Gin-CHF or Tacrine HCI
and the acquisition taining trial continued once a day for 60 days.
Normal C57BL/6 mice (A) was not treated. Control, SA-induced
alzheimer's mice (B); Tacrine (10mg/kg, p.o, C); Gin-CHF (284mg/kg,
p.o, D), they were sacrificed, brain was fixed in 10% buffered formalin
and embedded in paraffin. Paraffin sections were stained with
hematoxylin/eosin. (Nikon, x100).

Fig. 5. Histological analysis of the presence of macrophage/microglia in
the hippocampus of fA-induced alzheimer's mice.

C57BL/6 mice were orally administered of Gin-CHF or Tacrine HC1
and the acquisition taining trial continued once a day for 60 days.
Normal C57BL/6 mice (A) was not treated. Control, SA-induced
alzheimer's mice (B); Tacrine (10mg/kg, p.o, C); Gin-CHF (400mg/kg,
po, D), they were sacrificed, brain was fixed in 10% buffered formalin
and embedded in paraffin. Paraffin sections were stained with
hematoxylin/eosin. (Nikon, x100).

Fig. 6. Immunohistochemistry analysis of Tau protein tissue in the
hippocampus of SA-induced alzheimer's mice.

C57BL/6 mice were orally administered of Gin-CHF or Tacrine HC]
and the acquisition taining trial continued once a day for 60 days.
Normal C57BL/6 mice (A) was not treated. Control, SA-induced
alzheimer's mice (B); Tacrine (10mg/kg, p.o, C); Gin-CHF (400mg/kg,
p.0, D), they were sacrificed, immunohistochemical staining for Tau
protein was performed on brain tissue sections. The brain specimens
were embedded in OCT compound (Miles, Elkhard, IN), snap frozen in
liquid nitrogen and then stored at -80°C until use. Frozen sections cut in 6
mm were fixed in cold acetone (-20TC) for 10 min. After pretreatment
with a solution of 0.1% sodium azide and 0.3% hydrogen peroxide for
10 min to inhibit endogenous peroxidase, the preparations were treated
with blocking medium (10% normal goat serum in PBS). (Nikon, x100).
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Fig. 7. Immunohistochemistry analysis of GFAP protein tissue in the
hippocampus of fA-induced alzheimer's mice.

C57BL/6 mice were orally administered of Gin-CHF or Tacrine. HCl
and the acquisition taining trial continued once a day for 60 days.
Normal C57BL/6 mice (A) was not treated. Control, SA-induced
alzheimer's mice (B); Tacrine (10mg/kg, p.o, C); Gin-CHF (400mg/kg,
p.0, D), they were sacrificed, immunohistochemical staining for GFAP
protein was performed on brain tissue sections. The brain specimens
were embedded in OCT compound (Miles, Elkhard, IN), snap frozen in
liquid nitrogen and then stored at -80°C until use. Frozen sections cut in
6mm were fixed in cold acetone (-20°C) for 10min. After pretreatment
with a solution of 0.1% sodium azide and 0.3% hydrogen peroxide for
10min to inhibit endogenous peroxidase, the preparations were treated
with blocking medium (10% normal goat serum in PBS). (Nikon,
x100).
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Fig. 8. Immunohistochemistry analysis of presenilin 1/presenilin 2
protein tissue in the hippocampus of fA-induced alzheimer’s mice.
C57BL/6 mice were orally administered of Gin-CHF or Tacrine HCI
and the acquisition taining trial continued once a day for 60 days.
Normal C57BL/6 mice (A) was not treated. Control, SA-induced
alzheimer's mice (B); Tacrine (10mg/kg, p.o, C); Gin-CHF (400mg/kg,
p.o, D), they were sacrificed, immunohistochemical staining for
presenilin 1/preseilin 2 protein was performed on brain tissue sections.
The brain specimens were embedded in OCT compound (Miles,
Elkhard, IN), snap frozen in liquid nitrogen and then stored at -80°C until
use. Frozen sections cut in 6mm were fixed in cold acetone (-20C) for
10min. After pretreatment with a solution of 0.1% sodium azide and
0.3% hydrogen peroxide for 10min to inhibit endogenous peroxidase,
the preparations were treated with blocking medium (10% normal goat
serum in PBS). (Nikon, x100).
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