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Table 1. Phenolic compounds in Angelica sinensis ethanol extracts

Phenolics Content (mg/g)
Total polyphenols GAE * 10.990 + 0.074
Nicotinic acid 0.198 £0.017
Phthalic acid 0.041 +0.003
Coumaric acid 0.156 £ 0.032
Ferulic acid 1.630 < 0.037

Mean + Standard deviation (n=3)

A GAE represents gallic acid equivalent.
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Figure 1. AB-induced neurotoxicity on mouse Neuro 2A cells. * p<0.05, ** p<0.01,
**% p<0.001. (compared with control) (A).



Il ASW+AB

[ control

[ ASalct+AB
Vw222 15uM AB

#
r #

f

#

#

120

100
8
6
4
2

(1013u00 Jo %) ANjIqeIN

90

60

30

15

Extraction time (min)

d mouse Neuro2A cells from Ap-induced

. Sinensis extracts protecte

Figure 2A A

neurotoxicity. Treatment of mouse Neuro-2A cells with the toxic fragment of fibril

AB25-35 for 48 hr decreased cell viability was measured by MTT assay. A

. SINEnsis

extracts reduced the AB-induced neurotoxicity. * p< 0.0001, # p> 0.01. (compare with

control). ASW

101.

Alcohol extract

; ASalc:

water extraction

I AR treated

B2 AP/ASext treated

B e e e e e e,

300

200

IR
s es
IR
IR
RS

S
X5

100

R R R R R R R R R R RE:

50

R R IRIIIRRIIRREKIIRK
OO e oo oo a ot e te et te ot otssesesatotototetess
SRR ERRERRRRIREEIEERRRE

AS extract (ug/ml)

100

80 |

L L L
[l (=) [} (e}
O < N

(%) Apiqerp

Figure 2B



ic aci

I AR treated
B AP/Ferul

BRI IRIIIKILILLKLLKKLKLLLLLLLLLLLLLLLLLLLLLLLLLLLS
B
B R R R RIS
oo

9%

355 oo a oo oo tototetotetototel
OO o oot e o oot e oot e tatotesetetatototosetatototoseseteds
BEe e e e e e e ot e ot atetatatet e ot atetatotatotatatatototstatorstetetel
000 IAIERIAIIERKAINNKS
2R RRARRRRERERRIERRREKRR

40

5
%

oS

b0,

o2}
RS

AR\

RIIXLLS

20

d (ug/mL))

— )

R KK LRI KKK IIIIKR
R R R R R R R R R IRRRRK
IR

1C ac1

R KL LKL LKL KL Z LKL LKL LKL LKL

RN

%
LR ILIIKLIIEIE

Ferul

ic acids

N

AP
I AR treated
vz ABlorgan

100

20
0

1 1
=3 (=3
=l <t

80

L L L
[ (=] S =)
O < N

80 |
100

(%) Anpiqer A (%) Anpiqerp

ic acids (D)

NA

d (C) and phenol

ic aci

CA

nicotinic acid.

ferul

id; NA

PA

coumaric aci

B

A

ic acid; CA

phthali

PA

2

d

on AB-induced neurotoxicity. * p<0.05, compared with AP-treated sample. FA: ferulic
aci

Figure 2. The protective effect of ASext (B),



180

160
E
= 140
o
S
S 120
X
< 100
o
3]
5
3 80 |
55) 60 ‘I
= . AB
E ' control
O 40 i
A .

20 | - “'!-.-n-m.l —@— AP treated

O 1 1 1 1 1 1 ]
0 20 40 60 80 100 120 140
Time (min)

Figure 3A



B

— —@— AP/ASext
S

£

S 160 |

o

[

o

X

8 140 |

=

[

2

2

3

=

sy 120 |

QO

a

100 A A A A
0 50 100 150 200 250

AS extract (ug/mL)

A e

ASext :100 ug/mL

2.1 ASext: 0 pg/mL

APB/ASext

Figure 3. Effect of ASext on AB-induced intracellular accumulation of ROS in Neuro
2A cells. A: Cells were treated with ABss3s (15 uM) for different time periods. B:

Neuro 2A cells exposed to 15 uM A plus 50-200 pg/mLof ASext for 15 min. #
p<0.05.



120
E A treatment
100 | AP/AS extract
=) *
g 80t T ] T
o
o
o
=]
x 60F
n
~
< 40 f
2]
=
20 |
0

0 50 100 200

AS extract (ng/ml)
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Figure 7 Ultrastructure of Neuro 2A cells after AP,s.3s treatment. Neuro 2A cells
treated with 15 uM AP for 48 h, and the autophagic vacuoles (AV) (A, right) and
enlarged mitochondria (MT) (A, left) were observed. B: Effect of APys3s on
mitochondrial mass in Neuro 2A cells. Representative histograms for NAO
fluorescence shown in Neuro-2A cells treated with 15 uM AP»s.3s for 48 h along with
Bafilomycin Al (Bafi, 50 nM), 3-methyladenine (3-MA, 2 mM) or ASext (25-200

pg/ml).



