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Research progress on the neuropharmacological effects and mechanisms about the
main components «- and B-asarone in volatile oils of Acorus tatarrinowii Schott
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Abstract : Acorus tatarrinowii Schott is a traditional Chinese herbal with a long history of medicinal application. It had been
found in modern research that it contains many chemical components such as volatile oils, flavonoids , alkaloids , aminoacids
and saccharides ,among which volatile oils are the principal active components. o-Asarone and B-asarone, the effective ingre-
dients of volatile oils, are considered to have great potential for drug development due to their extensive bioactivities. Further-
more, the effects of a-asarone and B-asarone on nervous system disorders have aroused great concern worldwidely. To further
investigate and develop the neuropharmacological effects of a-asarone and B-asarone as well as A. tatarrinowii, we review and
discuss their underlying mechanisms in cerebral ischemia injury and ischemia-reperfusion injury in this article.
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Fig. 1  Proportion of chemical components of volatile oils
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Fig. 2 Chemical structures of a-asarone and B-asarone
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Table 1 ~ Mechanism of a-asarone and B-asarone anti-nervous system diseases
B & RGP Eit) FE IR JHEE i 27 3CHik
Anti-nervous system disease Drug Mechanism Usage and doses Ref.
:J[:\)tlixmlldu(\oj:iliﬂve 1rr[i$a??—: a-Asarone WEARES B BTSSR SO e e & CSTBL/6 /b L, 15, 30 18
ent . P T, mg/kg(i. p. )
VA TR HG S T NF-kB % 5K 3l BT NF-kB o FI SD K B, 100 mg/kg (i.
B WlEAE SE K RURSIRRE IR 00/ NI B AN M T OB Af iR p. ) s/ NI AN G, 25 .50 67
7, M S RE T R 100 pg/mL,25 h
IR e AU IA - R0 T N TR AN 1 orLs ARk
B-Asarone 1 ORRAIMIIA T (0 R LR AR/ B AT BOROE R CSTBL/G ML 25 merke g
BN RS fi o] SR 4 (p-0.),14 K
3 A Y RO B D Are/Arg3. 1 BRI Wt S@ g9 SD KB4, 10,40 mg/ 13
W HA RS bR A kg(i.p.),7 K
APP/PS1 /NERL,42. 4 . 84.
RO S5 TR B IR GIuR 1 (9F35, 550 8 me/ka(p.0.).2.5 e
RN AB Mgt NG108-15 4 fiig, 12. 5,25
pM/L,36 h
il it PI3K/Akt/mTOR 38 % #1 ] B W AH 5 8 H Beclin-1 ~ C57BL/6 /R, 10 mg/kg 14
[ dioN=] (p-o0.),30 KX
JEJE CORT Ji7 , T 9875 BDNF #1 CREB ZJRELL SD KB, 200 mg/kg (p. 82
KHT 0.),21 K
#9755 ROCK( Rho ) {55 18 BEFEAR A mE & 28 M SAMP 8 /B, 34 mg/kg %3
Bk (po.),2 A :
N . R . s CSTBL/6 /ML, 5.10.,20
PLINAR Anti-depressant a-Asarone T IE D p-CREB /K 2 MMAREEST M o me/ka(i. p. ) .40 K 29
AL LK A S O CESIE S-HTIA ICR ML 15,20 meke
ZAK) RGN FHCIMBIER o (i.p.)
p-Asarone Y 22 BRI AL R O B R -1 (MKP-1) (9% SD K R, 25 mg/kg (p. o
TRV E 2 T A 0.),4
$i7% CREB F1 ERK 1/2 BFR{L/K LA & BDNF /KF- iD) j;f‘;\ 25 me/ke (p- 28
C57BL/6 /N EL, 10 mg/ke
N N S NF-cB R W MR RIE K (po.) 15 RiBV-2 I
YilA4: 7% Anti-parkinson a-Asarone I~ AN, 10 .50 .250 M/ 40
L,24 h
A il il PERK / CHOP / Bel-2 / Beclin-1 38 #§2R9#55  SD K R, 15 mg/kg ( p. 35
BrASatOne e i 0.).30
S 5 COMT BLJZ DA 9 {83, BT DA 59 SD & KL, 15,30 me/kg s
DOPAC 5 HVA, % PD K AT MR} (p-0.),30 K
AL VRS MR RS AR OCHE 5 1 (MALAT 1) Al a-synu- C57BL/6 /MR, 10 mg/kg
clein fYFIK, FTER A FIRSD PD SR o R P2 LRI E - (p. 0. ) ,28 K5 SH-SYSY 39

o

YA, 100 wM/L,24 h
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Anti-nervous system disease Drug Mechanism Usage and doses Ref.
A48 98 75 85 5 78 (GRP 78 ) il C/EBP 31 R it SD K Bl 15 mg/ks (
BG4 S TR A (CHOP) 3 Mk ™ ) greLp 86
1A 3E 3T BRI IRE 1/XBP 1 272N 5 AN
3 R A [ WA G 1 Beclin-l fILC3B %635, B P62 SD K B, 15 me/kg ( p. .
EHRL, 0.),30 K
L TR INK 25 A 3 A p-JNK (9235, [ B itk -
AT 2(B1-2) 3 ) Beclinel 530, Wi ) ST 40 me/ke (- 1
0 W o o
A e o Asarone AL S4E GABA RSN E I, 3815 A K GABA SZ{RMI  CSTBL/6 /ML, 50 mg/kg
BURHR Anti-epilepsy oA BT M T A AR A P HO 3 A (ip) 3% 4
i B2 R IE PR c-fos R [ 823K b R IR 02 #F 3R Ji o 2k X
p-Asarone  LRG (02635 G LB 0 M VLR 26 0805 B (K, 0 k25,30, 100 e/
W S O glp-0.) TR
BB A A R Ani- DERETE SRR CaMK Il Ik, BB ES S FURIE CSTBL/6 /N L, 15, 30 8
cerebral arterial thrombosis & oo one ; fi E o g RS R mg/kg(i. p.)
RS o VE B i e " L SD K i, 10 mL/kg ( p.
B-asarone %[']ﬁrjfﬁlﬂ/R 7INER R TR i 420 7, 384 T T ds 42038 0. ) ( B-asarone J 7K it i 56
° 0.34% W) T R
flbh TR A % C(Cn )BT -
E# INK B ALK O, W e s P ST
caspase LIRS 175 LI T, AR VE T p ’ i/L 6 12\24.h
g ThRIZE T MOV
N ) .y Wistar K i, 10, 20, 30
FHEr g SR Na + -K + -ATP [ me/ke(pro.) 30 % 51
AT REAR Ca2 + e, IR ZRBLAR I R ok PC12 4ifif,20 .30 45 pg/ 55
Pl Beclin-1 (&35, TR/ H 0 mL,1 h
AN i PN 07 38 Ca2 + K, TH s 4 b A st .
U (MMP) DL ) B 2 1 Bectin-l iy 1 0 48 ug/ml s
#ik,
K {6 TE T RN 2 R 7 /& AMPA (NMDA i Ji %
cchsarone s 4 AT U REBILENR GLT-U LIRMEE  CSTBLG /R 15, 30 s
P [ SYN T 9B ARk i, BN ZR Wk N mg/kg(i. p. )
AR DA PE TR
LT NMDA 3Z K 4635, oR 28 il B
B-Asarone (SYN) FEAR M 9 i R X R I 5 & e il & PC12 42,10 uM/L,2 h 59
51 A 4 5 45
-Asaron [ig g E VA5 SOD .CAT ,GSH-Px ,GSH . 4= 2% C 4k Wistar KR ,3.6.9 mg/kg 0
e EF DU R R (i.p.) .30 K
B-Asarone P GSH-Px CAT PR AZ B #i4  Wistar K i, 10,20, 30 st
Ja PR R GRS, mg/kg(p.o.),30 K
Il 98 3% B-catenin  cyclin D1 | p-ERK ik, g1  C57BL/6 /NER,40 mg/kg
a-Asarone  PE [ 7 fHZAHAUML(NPCs) [ ORI 3EAE  (p. 0. ), 5 K et 4n 53
Y RIA 5534k Mi,3 wM/L,24 h
i H NF-«B {5 S8 5§07 TNF-o,  SD K, 200 mg/kg (i. 63
114 17214 p.),1h
3 13 BB NF-kB 7 R} IxB-o 1 B( inhibitor ((:57BL)/61/5J\3E§.’];8 Zmilﬂ;i
kappa B-o, B) HOBERIE TR 15 NE-cB At P s 40
AP SUNR R S g, o T T Y
T AR INK, p-INK K EA TFEg Bel2, T )
-Asarone 3 Beclin-1 £ [ W B0 R JE, 0 oD 2P 15.30.60 meke 54
B
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Anti-nervous system disease Drug Mechanism Usage and doses Ref.
S0 S P AR T (TNF-o IL-18 1 IL- SH-SYSY 40 1, 50 wM/ 6
6) 17 AR R R RN B A A o L,2h
B FWMB B IR claudin ST 5,
a-Asarone W E (R E TSN, N A4 45, PR B fa%)fa,60 min 71
i TR
tem Swiss /N fi, 100 /k
RES AL SRR RO = A, T T T 7
e L I S Yy TN
Brasarone B R e g, ) S Ry
F&AR 26 Bt 4> 7+ CD106 . CD62P L) K2 CD62E  ECV304 4ifif1,0. 015 mg/ 6
{92230 | o380/ IV RS BN R 4 mL,30 h
BG4 e 2 (ET) At O TG 5 ¢ y "
SEIRAEIK (CORP) et M TP s s g 05 k42 & me/ke (p. 74

4 1L 1P o

0.),7K

5 X AuER A REER R ER

IG5 (cerebral stroke ) , £ 4 HY ifil 14 2% rv (figi
PR ) Rt P A v CRRRESE ), HG v e i A o o
L2 85% 77 o Attt i P R A T B 9A 9T T R
R R 2 AT T BT R L B, R
1RYT 25 E A N A SR 2T 55 il SO 5] (rt-PA) S22
FDA SRt R FH 3307 Sk s i P ik 4 v T ik
IR B A I B R 25 o R T o e
A A A B e — T A 25 1) A TG LR PR 0 , G
L TP 0 25 3 | A e 1 2L 20 %) A e P 400475 N )y g e
i 3 N U R e BRI BT A AR K
AMITSE D[] T - i 28 DR 4730 97 J7 2 LI 4R
o ABGEITES 2501 Bl VR RN 2G4, LT 1) ot
-1 B~ BETE G I F-78E T 403 b 4 0 i 2V E
B3] 7 E N SMIFRE R E

-l B-20F EGEAR A% il Re M, BEAE DA IR
PR o 11l 5 B ARG L A T R AR AL, BRI
S -GS BN B RS IR R K M v 3 ik
[4] %€ ( middle cerebral artery occlusion, MCAO ) #& 7Y
R/ /N BRI B K D i K i,y /DR AE TR
WA S FE T AR UL KA 2847 S 22 P40, %k i ke
1L FREE 497 ( cerebral ischemia-reperfusion, I/R) /]
BUR AR . eI g > R B o-F1 B-
201 Tk B 6% S0 UM R 5/ S A 02 4 ( oxygen-glucose
deprivation/reperfusion, OGD/R) S AL M 1= 5
FET , RifE Sh A 28 TU A B | B TR I o 40 L 5 A R4 4

o HF a-Fi1 B2 57 Tk £ 4 36 B 178 3 46 103 A
SERFFEA R, T SCHT I 32 5 5 R W Y AL
15 -1 B-2H = Bk 75 2 P fk a4 i 2 v 4% 20 086
I BT TE AL S5 S A TEHE
5.1 BEZReEEREREFREEELIEER
ik f5 g AR R R T R A AR, B RE A A A
FA /D T LUK G Bk 1M e 83 4 e o R
iRt 1L , AR 2EL OB = 05| % B B AR A, 44K
5E ATP 552 [ B 15 0% P [N B B e 12 B 3m ) , [+)
Ak EROA R 5 AR T MR ARG, i K, Ca " N,
T8 35 TR AR H, i K Bl 350 A DA T 5 008 K B
WFFE PO IESE B-2H - BERE S 32 5 I/R /N BRUAY T foke 4
BE 7, 380 T Bl S B0 T ] o LRk A g g AL A R
R R (G R , 77 Dot o, PO AR A5 2 A I, ok A i
B Zid B2 BEALBE OGD/R (4 AR i
22 70, INK BRI AT B, 4 28 T2 (4 A 4
a2k C(Cyt C) T IEH , T A% caspase 2% I
FNEAF S B AR U T, X450 T S R e F TR
R R Y . K ATP 32 T FEE , fE AT
TR A2 B4 0 4 40 B B Na ™ K * -ATP i35
e IS4 o 28 50 25 W Ak, FL AR S P 45 AR 1) 4
Ca® "M IE WG , i R Ca™ IR, Ca™ KL
SURT LSS LR AR I ATP A B B 15, JE BB 35
HE— G F5E B B4 S B E T 1/
R KB, Hoig R o i Na*-K " -ATP i ik 2% 7t
W5, IE HAE RSN 9256 s 2 B, B-40 57 1k T LA
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