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Abstract

Objectives : Armeniacae semen is the seed of Prunus armenica L. var. ansu MAXIM, and this is classified into
Rosaceae. Armeniacae semen has been used for centuries in traditional oriental medicine for the treatment of
pain and inflammatory diseases. Amygdalin is the major compound of Armeniacae semen, and it is now being
used for the treatment of pain and cancer.

Methods : In the present study, we compared the effects of an aqueous extract of Armeniacae semen and a
solution of amygdalin extracted from Armeniacae semen on lipopolysaccharide(LPS)-stimulated prostaglandin E2
synthesis and nitric oxide production in mouse BV-2 microglial cells. For this study, 3-(4,5-
dimethylthiazol-2-yl)-2,5-diphenyltetrazolium bromide(MTT) assay, reverse transcription-polymerase chain
reaction(RT-PCR), prostaglandin E2 immunoassay and nitric oxide detection were performed on mouse BV-2
microglial cells.

Results : In the present study, an aqueous extract of Armeniacae semen and an amygdalin solution extracted
from Armeniacae semen suppressed prostaglandin E2 synthesis and nitric oxide production by inhibiting the
LPS-induced enhancement of cyclooxygenase-2(COX-2) mRNA and the inducible nitric oxide synthase mRNA in
mouse BV-2 cells.

For the cyclooxygenase-1(COX-1) expression, an aqueous extract of Armeniacae semen showed a more potent
suppression effect compared to the amygdalin solution. However, the amygdalin solution more potently
suppressed the LPS-induced COX-2 mRNA expression compared to the aqueous extract of Armeniacae semen.
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Conclusions : As a result, aqueous extract of Armeniacae semen and amygdalin exert anti-inflammatory and

analgesic effects.
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Y. ofy FF9] AaAerE FHIAINOS) oA
E0| sl ol I 3FFE wREth 142
=74 NOS(NOS), H="d NOS(eNOS), 1=t 417
4 NOS(nNOS)eIt}. nNOSS}F eNOS £t} 44 A&
Ao ARG INOS= HESHAR] E/gslet Al
H ZAlel shgsto M S & ekl iNOsE ¥
Z31gol| loiA NO THgAte] Yglo] =2,

ool A= 9] BV-2 wwAESol|A LPSA=]
oJgt COX-1, COX-2, iNOS, PGE2 §4=} NO<J A
3ol & EFEE A O=RH =29 Amygdalin
|99 aN=g Hlwsl| A8 3-(4,5-dimethyl-
thiazol-2-yl)-2, 5-diphenyltetrazolium bromide
(MTT) =74, Reverse transcription-polymerase
chain reaction(RT-PCR), Prostaglandin F2 H¥Z
81 NO /=2 S78sto] Felet 295 AP|o K
JI6k= Hioltt

1. MIEH{Y

Fel BV-2 mRAES2 37T, 5% CO2F 95% O
715 AlZeiF7] WollAl 10% heat-inactivated fetal
bovine serum(FBS)°] 571 Dulbeccos Modified
Bagle Medium(DMEM; Gibco BRL, Grand Island,
NY, USA)C2 8ioFs}ict.

2. &C 229 ZH|

B2 GMP 5G9 A(nanumherb)ollAl A3t
#5002 15 BT 0.1% FA4] B Bt 5 A
W&ol 2441 Bt AZSITE 11 Fof E47]
(Hanil, Seoul, Korea)S ArE3I0] 7[£&2 W= the:
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IR 7RSS 7 270l 2mel AE AREStel FE
Yholes Adadlet. #- E5252 47] 9 1L
 7IREE SRTE € FE0L oY oIkt ¥ 3
A Z47|(Eyela, Tokyo, Japan)& %313t} A%

7|(Ilsin, Kyungkido, Korea)Z 524%E 319
£E 34.48s(AEE 6.88%)=2 At

3@

3. Amygdalin® =

-G AAT K= 500g T 4% T+ K citric acid)
| 1005 24 B2% ARkRsligint. &’kEo] oF
T EAE 0 ol oyt Fof ojjols HP-200%
AAA o E#*li’i‘:} el S5 B8 oee
B 32T T S50l oee 259 A%
B3 429 Amygdaling LAHAEE 0.84%).
Amygdalin2 High-pressure liquid chromato-
graphy(HPLC: Shiseido, Tokyo)E AR&3}o] &7}
99.0% oVFORE ¥hE T AMBSI3ich

4. NE 4Z8 £HS 918 MTT &3

MIT &4 kit(Boehringer Mannheim GmbH,
Mannheim, Germany)< ARgslo] A A2LS =
Aottt B 2225, Amygdalin®] AZEAES =
Fol7] ote] 2SS B~ EFEE, Amygdalin &
N 1ug/ml, 10ug/ml, 100ug/md, 1,000ug/m T+ 10,000
ug/ml FERE 24AIKF Bt AEsiglon], Hlutol=
ot APk ShA] AITh ZZe] AY HiFAl
10u02] MITAIRFES 7Fokal 4AREESLE Hiskit,.
71 3o Z¥zte] AAel 100w 7H8d &S
7Foldar, Ml ThA] 12A17F 523t i gstaitt. 595
me] AR 690me] FEZIFYo|A  Microtiter
plate reader(Bio-Tek, Winooski, VT, USAZ &4
Stoith et BEIPgY} Auol ] S5k
o] Jo|&2 Apeoict. EE&%) (2 AE HF29
FEE /M FEHEE) x 10008 AWRFsIict

5. RNA =z2[et RT-PCR

COX-1, COX-29+ INOS mRNA 9] HdES 3Rl
sp7]  #fete] RT-PCR=  3¥3{th.  RNAzolTMB
(TEL-TEST, Friendswood, TX, U.S.A)E AR&3}o]
79l BV-2 m|uA2=RE RNAS 225t 2ue]
RNA®} 29 random  hexamers(Promega,
Madison, WI, USAE T 4= & 10& 53t 65C
2 SRS 7HEeh 1 900 1 we] AMV AR
A(Promega), 5w 10mM dNTP(Promega), 14
RNasin ¥ 5u09] 10 x AMV RT ¥&A(Promega)S
S350 A1l diethyl pyrocarbonate(DEPC)

2 AelE B A8l HF ¥5E S0 U
o} 7 ol §hg BHBL 420014 247 B9t vl
spick

1409] 293t cDNA, 10 pM =90 1<) Z+ =g

AL 4002 10 x RT H5, 1409} 2.5mM dNTPS} 2
9R9] Taq DNA polymerase(TaKaRa, Shiga,
Japan)g ZE3ok= 40u2] ¥HEE0A PCR i 4
Fstoic

Fel COX-19] 7B$E= primer sequences’t
5'-AGTGCGGTCCAACCTTATCC-3'(a 20-mer sense
oligonucleotide) 181 5'-CCGCAGGTGATACTGT
CGTIT-3'(a 20-mer anti-sense oligonucleotide) &t}

Fol COX-27%= ZeH AJEASe] 5'-CCA
GATGCTATCTTTGGGGAGAC-3'(a 23-mer sense
oligonucleotide) 121 5'-CTTGCATTGATGGTGG
CIG-3'(a 19-mer anti-sense oligonucleotide) Tt

F9  INOSY
5'-ATGAGGTACTCAGCGTGCTCCAC-3' (a 23-mer
sense oligonucleotide)?} 5'-CCACAATAGTACAAT
ACTACTGG-3'(a  24-mer anti-sense oligonu-
o] &5t Qlo] internal controlZ A}
24 Cyclophilin® 7%= primer sequences’}
5'-ATGAGGTACTCAGCGTGCTCCAC-3' (a 20-mer
sense oligonucleotide)?} 5'-CCACAATAGTACAAT
ACTACTTGG-3'(a 20-mer anti-sense oligonucle-

A9+=  primer sequences’}

cleotide)tt
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otide)ict. PCR A4tE9] ol Z7l= COX-19]
78 381 bp, COX-29] 7% 249 bp, iNOSS| 3¢
395 bp, Cyclophilin® A< 299 bpich

o2t 22 24F ololA GeneAmp 9600 PCR
system(Perkin Elmer, Norwalk, CT, USA)S AR&3}
o] COX-13} iNOSOl| sl PCR¥ES 3t
94ToflA 57 Bt 27| WA, oo 77t 94T
oflA 30zx Bt HAATAR 3 3599 Sf o]
2, 58CCA 30% ¢t Ba ©AIF 72C04 30
Bt YA, 29 720004 108 59t 4 A=
2ol HatAQl AFHA. Cylophilin®] A9+ L3t
Z7oA PCRIVES a5ttt iRt 25%9ke]
Mol FaYslgitt. COX-29] 49+ 5YUst 270
A PCRIPYES S=34otoict. oint 309THe] SeixjolE
< Y519t ZF mRNA EE9] RT-PCR AJ4AH29
HZF2 BAEA(Molecular Analys)TM  version
1.4.1(Bio-Rad, Hercules, CA, USA)E AR83lo] &
TAHo=E ALt

6. PGE2 &%

PGE2 competitive enzyme immunoassay kit
(Amersham Pharmacia Biotech. Inc., Piscataway,
NJ, USAE AH8slo] PGE2 T3 =790yt &+
9] kit EEH2] 10012 47 H(supernatant)&
kitold AF3¥  goat anti-mouse IgG-coated
microtiter plate’d?] TS wellgo] FUsIA:
Mouse  anti-PGE2
conjugated PGE2E Z} wello] 71514, plate=
T AR B9 AUR2EoA SE501A Hiksteict. HiE
HE AAEL wellE A thgol 33'55'-
tetramethylbenzidine/hydrogen peroxide solution
S A7RIK). Platel 5014 Aewold Hersiy
3, 8RS 308 3o HSO:E 7lsleld ek
450m TFOIN 717t well H829] FUwE 24l
3k

antibody®}  peroxidase-
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7. NO 449 =3

H- =FE= Amygdalin® NO /g mjxl=
s S| fste] el 9 7kset NO
detection kit(Intron, Inc., Seoul, Korea)& ARE3}
of Alz7} gl vl A3 A9 oFd4td(NO,-)S ¥
S793190Lt. 100 we] Ade 22 5, 5000 N1 &
FHS ZF welll H7Isilal, A2old 108 &%
plateollA] BiFSIIT. T150] 50u2] N2 S5 7t
1, plate= 42014 102 5<% BT 540m
gollA Zh well WEES] 3= Sl o
A9 Fes EBE oFEA] T ARESH] SASt

ANSE Bat + FH9] BEHAKS.EM)E HAIF
t}. A9 27 229 one-way ANOVAE ARS3I%
11, oo} SPSS(version 11.5)% Duncans post-hoc
test= EASITE p<0.05°1H, AolE2 BAEL
2 9u7} Sl Ao=E 7155ieith

n. 2

24A7F 59 1ug/ml, 10ug/ml, 100ug/ml, 1,000ug/
m{ 221 10,000ug/ml 9] E=oIA K- BFEEZ
e Az 282 747 diRF9 102.84+
1.81%, 102.97 + 0.86%, 103.96 + 1.45%, 90.05
+ 0.97% 1213 79.81 + 0.47% °Ick. MTT &%
2 F9 BV-2 w|wA|ZEe] dfsh 100ug/miEEe] =
gop| e B EFEES S0 e A B
o}5=QickFig. 1).

24AM7F 59 1ug/ml, 10ug/ml, 100ug/ml, 1,000ug/
m{ 712]37 10,000ug/m! & E=oIA Amygdalin® =
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v Al &2 47 diRge] 11070 +
1.53%, 105.61 + 1.74%, 100.00 * 4.61%, 99.64
+ 1.19%, 1837 85.54 + 1.16% °ISIth. MIT &%
2 F9 BV-2 vlwA|ZS] s 1,000ug/mésEoll
E95p] A7AE Amygdalin E40] Q= AL B
ot #~ EFEES Amygdalindt | FS o
10818 AlE=Ado] JAVdS HepickFig. 2).
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Fig. 1. Cytotoxicity of an Aqueous Extract of
Armeniacae Semen on Mouse BV-2
Microglia Cells. (A) Control; (B) 1ug/md;
(C) 10ug/md; (D) 100ug/md; (E) 1,000ug/ml;
(F) 10,000ug/ml.

* represents p<0.05 compared to the control.
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Fig. 2. Cytotoxicity of Amygdalin on Mouse
BV-2 Microglia Cells. (A) Control; (B) 1
ug/md; (C) 10ug/md; (D) 100ug/md; (E)
1,000ug/m@; (F) 10,000ug/md.

* represents P { 0.05 compared to the control.

2. & EFE20 Amygdalin 240] COX-1
It COX-29 mRNA Z30f| O|Xl= &1t

COX-1, COX-2 183 iNOS2] mRNA #HHe 2
Zsl7] 9J8 RT-PCR 24 =43ct. o] A7ollAl
HWA|ZA COX-1, COX-2, 121 iNOSY &l
2 1.00°=& A3k 6A17E B2t 2ug/ml LPSCE Az
b 2, COX-1 mRNA9 2 0.94 + 0.06 Sith
o] 2k 2ul/ml LPS k= 1AIZF Aol 100ul/ml =
E3EE, 100u/nl Amygdalin®} 50ug/m aspirin®
2 AEet Al Yok 242 0.48 + 0.02, 0.72 +
0.08 12137 0.35 + 0.04% 7ASIYh LPSHZ=
F BV-2 vlmAEWoA COX-1 mRNA o] & &
7= 33t 2ug/ml LPS =% 1A17F o]l 100ug/md
& EFEE, 100ug/m! Amygdalin®  50ug/ml
aspirin® AAglE= COX-1 mRNA ZdS Fol5HA
AAlsk= Ao® Bkt Amygdalindt Blw3ie o
H- EFEES COX-1 mRNA 2o Azt
UK Fig. 3).

rol

1.2,
1.0 s
< A
Z 7
oc o
ESV T
-0 777l
D¥e) )
38 ) U7
8¢ ZH R,
= o Vo
Q0 T U
=0 ) oo
E o 7 ’ ////%///
L X, o
O i,
e
0.0/ ]
B

Fig. 3. RT-PCR of COX-1 mRNA Expression in
Mouse BV-2 Cells. (A) Control; (B)
LPS-treated group; (C) LPS- and 100 ug
/ml aqueous extract of Armeniacae
semen-treated group; (D) LPS- and 100
ug/md amygdalin-treated group; (E) LPS-
and 50 pug/md aspirin—treated group.

* represents p<0.05 compared to the control. # represents
p<0.05 compared to the LPS-treated group.
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6AIZE B9t 2ug/ml LPS AHEE 3 T COX-2
mRNA 32 =0 g4 2.18 + 0.362 Z7FI%C
W, 2ug/ml LPS k& gk A7k Aol 100ug/ml &= &5
<5, 100ug/md Amygdalin® 50ug/m¢ aspirin @& ]
23t AIZ WollA gk 22+ 1.75 + 0.16, 1.01 =
0.05 & 1.06 + 0.08% ZA31%ch LIPS Az H
BV-2 m|wA| WolAl COX-2 mRNA &2 25t
A F7RFEEE 100u/nl & B2, 100u/nf
Amygdalin®} 50ug/m¢ aspirin®] A= LPS—-%—E
H COX-2 mRNA H&Z A4t #- =5
HYPES W Amyedalin®  LPS-SEH  COX-2
mRNA o] o AT} QIcHFig. 4).
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Fig. 4. RT-PCR of COX-2 mRNA Expression in
Mouse BV-2 Cells. (A) Control; (B)
LPS-treated group; (C) LPS- and 100 ug
/ml aqueous extract of Armeniacae
semen-treated group; (D) LPS- and 100
ug/md amygdalin-treated group; (E) LPS-
and 50 ug/mQ aspirin-treated group.

represents P ¢ 0.05 compared to the control. #
represents P < 0.05 compared to the LPS-treated group.

k.

3. & 2FEE1 Amygdalin 240] INOSQ]
mRNA &30 O|X|= &2t

6AIZE B9t 2ug/md LPSE Azgt Fof iNOS
mRNA 9] 52 5,53 + (.53°2& Z7I3ict. Hido|
2ug/ml LPS =% PARRE Aol 100ug/ml &= 2=
=, 100ug/ml Amygdalin®} 50ug/m{ aspirinC= A2

18

St AJZZ HloflAi= o] gro] 242 2.20 + 0.22, 3.34 +
0.499} 2.80 + 0.392 #A4sIAch LPS Al F
BV-2 w]aAE WollA] iNOS mRNAEE-S -F2oloHA
Z7AT 100u/md AT EFEE,  100ul/ml
Amygdalin®} 50ug/m¢ aspirin®] AAZ= LPSE &
=¥ iNOS mRNA &2 AT #- =5East
Amygdalin® LPSE2 $=¥ iNOS mRNA o] &
ot AR a7 AUKFig. 5).
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Fig. 5. RT-PCR of iNOS mRNA Expression in
Mouse BV-2 Cells. (A) Control; (B)
LPS-treated group; (C) LPS- and 100 ug
/ml aqueous extract of Armeniacae
semen-treated group; (D) LPS- and 100
ug/md amygdalin-treated group; (E) LPS-
and 50 ug/md aspirin-treated group.

represents P < 0.05 compared to the control. #
represents P { 0.05 compared to the LPS-treated group.

k.

4. B- 2FEET Amygdalin 40| PGE2
g0l 0jXl= =1t
PGE2 H9Z7 ZxojlA] & Hle} Zo], 2ug/ml LPS

off 2417k B e2AR] 3 HiR|ol419] PGE29] ¥
35.33 + 1.20pg/ml °IA 53.67 £ 9.06pg/ml= 5
7Fetsitt. L o] ZEe 100u/ml AT EFEE,
100 ul/md Amygdalin®} 50ug/ml aspirin® 2 {2}
H, 247} 47.00 + 3.46 pg/ul, 42.17 + 5.17 pg/ul
I 345 + 0.76°= ALk LPS Ae F
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BV-2 u|wAZEY PGE2 TS Z7MAIZTE 100u/ml
#™- ESXEE 100u/md  Amygdalin®  50ug/md
aspirin® & A= [PSE S5 PGE2 IS &

o5k A Fig. 6).

704

Prostaglandin E2 (pg/well)

Fig. 6. Measurement of  Prostaglandin  E2
Synthesis in Mouse BV-2 Cells. (A)
Control; (B) LPS-treated group; (C) LPS-
and 100 wg/m) aqueous extract of
Armeniacae semen-treated group; (D)
LPS- and 100 ug/ml amygdalin-treated
group; (E) LPS— and 50 ug/md aspirin-
treated group.

* represents P { 0.05 compared to the control. #
represents P < 0.05 compared to the LPS-treated group.

5. &{C =2F==1 Amygdalin 8240| NO

ol 0jxlz a4t

NO &A 249 ZAxjolA 2 Hi%F Zol, 2ug/ml
LPSol| 24A17F 57t =ZAIX] 5 opEARIC] k2 6.63
+ 0.20m Ol 45.97 + 4.30mOE J7IsIict. Bt
Hol| o] gk 100u/ml A= EFZE, 100u/nl
Amygdalin®t 50ug/md aspirin®& AZsid, Z¥z
33.20 + 1.36im, 35.19 + 1.68m¥T} 30.22 * 2.12
mO = ST LPS Agl= F BV-2 mluAE W
oA NO AkE S7HIFTE 100u/nl &= BFZE,
100u/m¢ Amygdalin®} 50ug/md aspirin®] HAZ=
LPSZ =¥ NO ke RefsHA AR A~

E2223} Amygdalin LPSZ 958 NO A4l
whe. Sofet QAP detekFig. 7).
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Fig. 7. Measurement of Nitric Oxide (NO)
Production in Mouse BV-2 Cells. (A)
Control; (B) LPS-treated group; (C) LPS-
and 100 pug/ml aqueous extract of
Armeniacae semen-treated group; (D)
LPS- and 100 ug/m} amygdalin-treated
group; (E) LPS- and 50 ug/md aspirin-
treated group.

represents P { 0.05 compared to the control. #
represents P € 0.05 compared to the LPS-treated group.
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At B BFEES oF 10%9) Amygdaling Z33t
t}. o] ¢7llA Amygdalin®} Hlw S of #-2 10
o] A=A FAdol WERkdT

LPSE= cell walls of gram-negative bacteria®lA|

= =] = =111
FEIT, WL 199 AEFTRFES M.

ok Hdohs POl £ AEERSS ARSI it
o] ¢itollAf LPSell &3k mluAEES B2 9
PGE2%+ NOE Aikeke H3A, of=f3t 2452 1
I8k A= tigt microglial ¥-3-2] #F A= 4



FYtomIs T R ta]A] A32d A32(20199 8Y)

skt 2429l 89108 IHALh. COX NOSY]
& oVgAE e W PGs T/ NO A4k =
o =A 7tk

COX-1 oPAl: tisie] 2AolA Aeja I3k
She Thildo| T, HAKASl AEjslaz1%S 95l PGs
e SR COX-1 2 g groz dds
A, o] FHE2 TFet A5l Walx] ookt dix
Aoz [/ oA COX-29] WAL Tkt Al
Gejjo] lojA FF SRS, JF2AE, cytokines
7} pro-inflammatory £AHE0l 2JoiA] F<5HA A=

HP. COX-2%& gt 22 o weleky 24
ol B FO PGsE A4kl Zo® UEA 91,
microgliag E¥ok= FSA|ZoA La== T4 o]
AT, Aspirind} 22 HAHZO|E § @ZoF
(NSAIDs)& COX9] & oJAAIE dAsk, COX-2&
AdAo R Felet A3kE UElL, COX-1& A5t

£ folaas vehdrh NSADse AAEoR 71
ol A ¥k= o] 3 FRol7] wfEo] COX-28 A
g0z AAile E4S 3 22 njHl FHelst
QJA}xI0] Lol5ke. A|TE} 74011;}14)

B A= K- EFE=7 Amygdalin & o
71 BV-2 vl tof A COX-1 mRNA T&& A
e Bk BT EFEE2 Amygdalin®Erh £ ¢
FAEeRE COX-1 mRNA HES AES B3k
ot AWES K- EFEZEN vuFS
Amygdalin©] %}ZHX@E 43Md AF B9 COX-1
A} el ARAZT} 72 B0l gis] Az
o= A& AX %}E}.

B A IEL F BV-2 UTAIE oA COX-2

mRNA #&o] LPS Hzlof| ofaf ol =A F713he
HAW, H- EFZEET Amygdalin -840] LPSE &
T COX-2 mRNA H&Z Aafighs Helo &~ &
253 BIPS 9 F BV-2 UIAE oA
Amygdalin® LPSE G=¥ COX-29] mRNA T&}
PGE2 A4kl E1 ZA12Q1 AAE7 Uitk B 5
92 3 BV-2 U|IAIE ol A COX-2 mRNAS] oA

H%

20

o ofgt #{=9] FAFH FERI= Amygdalin® o
goll oj&d 4= ek ARt

71 BV-2 A ol PGE2 32 LPS Ae]
ol F7HEA, B/ 55 Amygdalin LPSE
F=¥ PGE2 & At LPSE =% PGE2
ol et A= B E5EET S 1
Amygdalin 8o & B &50] A

FSAS 520 NOBAR iNOS H=E B 371
A, A NOBARZ AE &4 REsioir
INOS FAAe] &S ofe] Hejeahy 2zdsiolA
Z71e), 01A8 T cytokineS} LPS 2 BAE
9] @5 Ao SHdA B ¥ NOE Akt
914)

2 A7 7 BV-2 vwAE oA iINOS mRNA
A2 LPSol o8 S7HERlL, A E5EEd
Amygdalin 842 LPSZ =% iNOS mRNA Td
< AIES Bk B3 Amygdaline 3| BV-2 1
WA oA LPSE =5 iNOS mRNA T &
ARE A E7E QAT F BV-2 H|WAJE HojlA
NOAJARZ LPSA 0] ofs] SA= UL, &~ BFEE
3 Amygdalin 842 FARE BIFE [PSE F=H
NO AAg A o A+ Zyo]| wEW
Amygdalin> COX-2 HZ IAE B LPS-
induced inflammation®] H@ol= FE3I JEa
WS TR 4= AL, HhEo] {2 INOS B=e oA
£ 53l LPS-induced inflammation®l] ti&ol= &
A5 AEAANE UL 4 22 Hh 2 °4¥
oA Hf-o=RE &I Amygdalin®] K- =52
R G5EgA R Qo] B bdskr WSARE

IS & % AUk

V.2 B
- B2zTy _4_ 7|<1:oﬂ /\1 Q Amygdahn _Qoﬂ

9] Prostaglandin E2 &/d7 NO A/ vlal= a3}
& Ao Yol 3-(4,5-dimethylthiazol-2-yl)-2,



AR 9] 291 : #{-7 Amygdalin©] Prostaglandin E2 33t NOAIA] u]X= g3k

5-diphenyltetrazolium bromide(MTT) %, Reverse

transcription-poly chain reaction
(RT-PCR), Prostaglandin E2 H9&A1 NO A4S

SgElGt Chast 22 AUE A

merase

1. B E=ZE7 Amygdahn Lollo] A& AJ=elo]
2= 8E HY, #2 522 100ug/nl,
Amygdalin2 1,000ug/m{ SE7H1= BV-2 vl
Azl =/go] A

2. B ESEE Amygdahn o] COX-1%t
COX-2°] mRNA €& vjals a3 24, &~
EFEET Amygdalin 27 100ug/ml S8t v-=
< LPSYH Fofet ofl Hls} COX-13%F COX-29
mRNA tﬂ-—aﬂ Lo S} 71—_/,\_2 14.1;].1}34&1;}

3. A/ BEREE JJr Amygdalin %@.‘O] iNOS ¢
mRNA o] mjX|e a9E Y, & E55%
7+ Amygdalin 22} 100ug/md _l—oqc\)_]: =2 LPS
gt Foigt o] H]3] iNOS 9 mRNA ¥ B &
oJgt 7tA2 JehiL

4. K- E2EET Amyedalin £90] PGE2 40
U)2E 95 29, Amygdalin 100ug/ml 5
3t oAt LPSTE Fofdk ofl Wi PGE2 94
off FeJt HAS Uepch

5. &= ESEET} Amygdalin -890] NO 2340 1]
e 2HE B, A 252253 Amygdalin Z+
7} 100ug/md Eoﬂoi i’g% LPSRF Fofet o] vl
3§ NO A4 & ot #4AE vehllth
olgel Axt= Eo} *L =7Ea7 Amygdalin2

FAST AFaNE L3RI

= =11
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