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[ Abstract] Alzheimer’s disease (AD) is a neurodegenerative disorder caused by the synergistic interplay of
multiple factors. Current treatments are only able to alleviate symptoms and cannot cure or prevent it. Numerous
studies have demonstrated that Chinese herbal essential oils can be administered through inhalation, topical application,
and oral administration. Via multiple pathways including anti-amyloid-beta ( AB) deposition, anti-abnormal Tau
protein hyperphosphorylation, anti-oxidant stress, anti-inflammatory, anticholinesterase activity, and regulation of
glucose metabolism, these oils improve the pathological features of AD, inhibit neurotoxicity and cell apoptosis,
reduce neuronal damage, and ameliorate cognitive dysfunction. This paper systematically reviews the effects,
molecular mechanisms, and administration routes of Chinese herbal essential oils intervening in AD, summarizes
current research limitations and future development directions, and provides a reference for related basic research
and new drug development.
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i, R & BLRE 9% W1 IR 6 @ By AD i R /IR T
Ji¥E L BATIR YT 2595 8 ROR A . AD 3242 1
B ) 4R R ST LA RE B8R A R S 3, S
2549 2 < T VLGB P Tk 410 ot 5, 20 22 2% IR 5 LA e AR
N2 Al AR BT, DA K N-HR JE-D-R AR TR %
PR BOA, AW HET, 36 FDA C A
CRERHT TR I AD R AD 5 i 52 B2 A
RS (R T AL 2 A o T K A f 0L
SR, B TITRONME, B E I B AT R T 2
Yy Je ik 23 %O Ktk TS SF— R R RO,
PR T HR BB 22 AD K Jie HLAS B g 72 1 245 ) o
LA AT e Y 22 R rP 240KG il (3% i) 3k
A VTR KR A ARE T BGE ALK PLRE | 2 K
AR R A2 AD B T HA IR0 0E T . ASCH
Xt AD By AR AL BEAT A R R R B A b 2y
K MAER IR AD J7 1 A A L S T DR O gk
Tl BIF 5% B 245 b 0T i B AR L 8
1 AD HERHH

AD W RS HLE R A m B A, W A2 R
IZACTIE RS =1 R U S I TR N & Y72
e B & B-1E ¥ B 2 M (amyloid beta protein,
AB) Gk B UE, AB J& M IE ¥y A 1 K & 11 (amyloid
precursor protein, APP) it ¢ K2 H Bt P A LAY 2B H
J B, 2 B Ay o3 A B AR DD F AR . IR S O
T, AR WA AR R AR WE B B A AD B E A
At it 22 BT Ak R TR 10 B B LA SO L
AR ANUEA HIEM AR, 1 F R AT eIt 51 &
ZICAET, R B3R Al 5 Tau & A AH B AEH . Tau &
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H 5 B IR AR O — A% DAL, AT S S AT
fili AD 5 F o B A0 < e AmofE 1) i BE W AR AL 19 Tau
R ZRE M R RE ), B R 28 4T 4E 21 25 (neu-
L B ) Bft 25 00 25 K RN T g
SR L ICIE M RGBT R AT R EsE T, 1
BRAE RGEAEN AD BB R IE Z —, HES
SINATIRES F , Horh £ Tt IE 5% (acetylcholine , ACh )
S BRI 2236 J0T , 5 B T M R IS T i JIE Bk e
280 [ ¥ T F0 R 2 BT, 2 A& G2 T AR R 5 A
SEFZ W AE AR S PO RS R, S AR TR
Tau Jig B K b 28 9 E B OB VEDG 367 . AR LA
A3 S TR /0N R e 240 R R O R T A L ik e A R
PR B, B AR P ST TR BR 85, Bk — 25 i e o 2
TR, BRI T e R RS L Lok ik O fE R AR
H AL N 8 (oxidative stress,0S) 'B% 8, AR F1 W
Tau [ AT B 4% 80 05 2 R 1K, & 80 = B W2 IR T
(adenosine triphosphate , ATP) A= ¥ /0> 55 Fa 7 5k i
R T 3 O 5 T A7 45 EORL AR T R R 2 5
J% i P4 (reactive oxygen species, ROS) 4 & , Wi fiIg
JBi K 4 % Ml DNA S5 B W) K4y 70 1 i % 2 i
F&MH AD £ 5 APP PSENI .PSEN2 45 3[R % 2% #H
XK, M APOEg4 25 A0 5 PF W 38 £ 52t AR 35 B Fl i
JAR I 2 N e v AD KUK I AR R BF Y
R R WS AD FA DI &, 1 BB IR
o A G A JBR B2 3R IR BT AT 5 M R R AR T B
AL 55 5 fih v AP 3 A BESE o {2 JF Tau 8 0 B2
BRI IL R AR TLBURI 3% & AD' . e Ab, it 2k
Wy RESE AL AT A - 2 5 AD R R KR

rofibrillary tangles, NFTs
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2 HhEgREm T AD MER R 5 F L

2.1 fHABIMAR  Pykgih g 2 MR ie T
AR R BRI SO o A1 B 2 T 55 2 B SRS
TUGE AD BF R ICC e I BAIRKRIE . A
ER RSO B TS 1 o0 S T B- 20 S TE A A0 T
e 2o PR e A Wy T A B B W S 2 1 y (peroxi-
some proliferator-activated receptor v, PPARy) {5 5 1@
B, R FFEAR AD BRI B D X AR YLK, JF
SR /INE B A0 X AR B T R AE D . BT
MERT I B2 D-Frigedy , 22 R 45 25 Al i i OS,
D AR 75 B A2 TT A s, R /N B S TR 12 R
A LML S R R T E2 A1 5C T 2 (nuclear
factor erythroid derived 2-like 2, Nrf2 ) /Ifil £T 2 Jill 4%
fif-1 (heme oxygenase 1,HO-1) i % 1/ #ll il AR 5%
ff) OS B ARAp i 28 058 fuh se e ME AT 56 BEF 4B NG
T E A R R oA TR SR AT R
B O JE A3 HE BT 1A 2 1 2 i 1 (B-site APP cleaving
enzyme 1, BACE1) /PPAR~/% £F 41 Jfl fit & 3% 14 2
( triggering receptor expressed on myeloid cells 2,
TREM2) /2 e S 5 4 SRR BB 11 5-3 ( cysteinl as-
partate specific proteinase-3, caspase-3 ) i I, #1I {l
BACEL 354k , i AB A2, % AD Sk

2.2 i Tau EEREMBAE P IMTELZ
T i A2 P 4% Tau 8 H BERR LA A0 H] Tau & H K
S BEIRAL o TRAR B K A R L E
Lh | - A s 45, T3 a9 Y B i R LR 30 G
( phosphatidylinositide 3-kinases, PI3K ) /& [a] 25 1 #%
fiff B( protein kinase B, Akt) /il iR & B 4 -3 B8 ( gly-
cogen synthase kinase 33, GSK-3B) i@ % #ll ] GSK-3B

BERR AL , I Tau 85 1 Serd04 {7 gl #Y 2 B 8 R 1L
A3 T L DX 28 70 40 M HE 51 25 AL Sk i, o2 il 22
JCAETT B AT RE S o R R e
A A B RS R M R A B | - R 0 L B-
PN A, AT A GSK-3 B/ 4 1 i R W 2 A ( pro-
tein phosphatase 2A, PP2A ) /& 1] 25 4K #6i P4 3% B 5
(cyclin-dependent kinase 5, CDK5)/p25 & H i# &%,
i GSK-3B T, BEAIK Tau & Ser396/Thr231 {if
SRR AL , I8 W] B PP2A B TR B AE 7 Tau HE P2
R AL , AT 2038 AD i BRAEAR ™

2.3 HLOS A ZUZ OS Hif e & A 45 B, AB
] 5 LR A Y £ 1 %UR (aleohol dehydrogenase,
ADH) 855, T 52 Wi % B 5 32 AR i 45 &, filf ROS 5
A3 22 5 TR A A R K v AR SR AV K P i 4t
SEAK By A AL DU B K W B 5 32 # 0S A
FEZHRE R T 5 AD K AH G AR FIK 5T £F
YR P 2 H (glial fibrillary acidic protein, GFAP) %
2,34 ACh Jad S AL i ( catalase, CAT) & &, %
I /IN BB PN 28 1 B2 OS 51455 A AR A Bl A 6 il
(ORE =g SIS ST X e B I I aR VA s R
R 48 45 6 3ih AT 38 A 22 4 A P [ 203 AD DA R T g
B A, 38 3 9 1 AR AE PR K T DU Bl 28 A /D
OS Xt #fi 28 G Ky 32 7 , i PI3K/ Akee {555 36 f% 417 7
Tau & H i BB 1L , FHLIEr NFTs S 8, 2E 1 k3 A
MIfERE A 2 IR A AR I AT B W AR, L,
I AL AL BRG] AB, L, V5T B9 SH-SYSY 21
H i 2 Bk e A T, IR ad B 9E Nif2 F1 HO-1
2K & FEH A AR L A AR 3R A 5T
x 1,

Fz1 P2k AD B9 K or T HL
X ith 4 B E W Hp & 25 B4 ) AL 25 1AL 5 %/ Sk

Fe bt & ih TOEIRMEWY 3-HUIE-TOE B E, W AR 0 OS, kb AB UL, $1 48,  SIRT1/p25/PI3K/Akt, NF-«B, 35
IFWEMY 2, 8- K B, BOBS IR, 1k TR R 2 0 E W ) fE 2 MAPK
2 WE WY % 1k 2 1000 20 e g

& T B-H MBI WA, R, M R AR M Tau JFEE4EAE, ERK/CREB.TLR4/NF-«B 36
i R R A T Bk HoE B HoR P OS, Il % 26 i A
7 19 e e i, P g yE T

PR 5 K il WERER T Fl. WP, @R FEAC ROS A OS, il ¥ PI3K/Aki/mTOR NLRP3 37
T KA JINVA R A R P IR 7 A

JUEERRE JREFE.ERW.B- H AW, Apak M AR YU Tau # ik C/EBPB/AEP SIRT1 NF-kB 38
IR M WX, % 3% MR 2 W IR T M o 8 48 i, T

Jo 18 T RE L BT 0S R 1o
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T i 4 Bk FE W Hh s 25 LA BRAC 25 H AL il 5 5 3 %/ 0 0 SCHk
K 2 7RG il JeNw NG TR R . R LRI, M,k BRI F R R T IL-18, IL-6, TNF-a, NF-KB, 39
LRI T | £ T2 O K A bR &) caspase-3 \Bcl-2  Bax
i A P 2 -9
215 KRG il EE R A JLEE . 2-F 2R M BKCE M S e e A R W R fE & TL-18. IL-6, TNF-o, NF-KB, 40
LTS 2-JE 3-H 2o H T, 0S COX-2 MDA ,SOD ,GPX
2- T JfiieE
T4 R BB o-fT B S MR EECIR B ACh A RYE A PIBK/Akt/mTOR \TNF-a \APP 41
AOUCH T 2 i 21 4 T S ) Bcl-2 | caspase-3
RS & HRmE T /B M RIPHOE, R RE PO MR R M F TLR4/MyD88/NF-«xB, BACEL 42
JE R L R AR TN TR K- TNF-o \IL-6 ,TL-1B
a5 B AT TUA M BF 4R R, B-%  IRMEVS M, S T W IE D R 7 b AChE  ADRA1B CHRMI AChE MAOB 43

% 24 i

45 PR [ K

ik

SOD ,GSH-Px

2.4 R AR, RIS ML A8 S AE A 7 40 B
Ji B R A M, T S O T 22 A G B T Ok B
T 0 4] 412 58 A o 1) B s 55 R L [ I A2 a2 T 48 TR 5
Fik ) 7ENE £ 8# (lipopolysaccharide , LPS) i 5 1)
BV2 /)N 50 40 WA R e, 1S 45 i T e 2 —
AL A (NO) (Hi IR 25 E2 ( prostaglandin E2,PGE2)
Z5ERARE AT I S i SRFE TR T o (tumor necrosis factor-
o, TNF-a) . 44 % -6 (interleukin 6, 1L-6 ) 242 %
TR, X —AE 5 AD AR S /NI A L 5
R 28 RAE i BE A OG5 AR R B or iR W, A%
D HLETBE M X C AU EE 42 2 32 1K (C-type lectinrecep-
tor,CLR) , X 3k #£ & H O ( forkhead box protein O,
FOXO0) ¥ F-kB ( nuclear factor-kB,NF-kB) {5 5
T G R A 5 S U I R, 1 ES AR il ek 41 )
NF-«B #11| [ F o ( NF-kB inhibitor o, IkBa) B2 1k
I NF-kB p65 4% 5% {37 , BH Bt NF-«B 3 #1306 , A
T U/ A TR 9 3 3 7 A L G S ek
TR T B BE U R AR, D TAR IS 5 S IR
PCAE DR UKL, 14 98 A IC A2 RE Ty o R ] e A il AT
P& APP/PS1 &5 D AD A5 AU /)N BRI 2% ) 0 12 g
71, fddE S CAL X & e IR IE %, AR TTR
Wb, ik 20 2L FP N B ( malondialdehyde , MDA ) & &
I AR, AR ) L AK B (superoxide dismutase,
SOD) 1 4 ik H Bk i &tk 9 i ( glutathione peroxi-
dase , GSH-Px ) {ifi 4 . & T} 5 22 1E % K - 5 ALl 2H 2
S R B WA RS Tih vT R 18 I R ORGSR A = R
PR LR B i A A 35 B F b 2 o A A S R A R
drs AD BH IR T RE S o EAR B T B
I, R I kRS A ) R B
P9 [ 384 40 D, B A 2o 5800z 5 5 S ARl P T =X

R 2H 21 K A A A B eR IR 22 R I T
(brain-derived neurotrophic factor, BDNF) /K SE-4 5%,
[F) BN 38 o v S 25 4R A1 A X B R ( doublecortin,
DCX) BH 4 40 i K5 6, 3 5 Y30 i o5 DX A 28 1 4 i 1
B o M i, S B TR 8 M mT B P AH G A Y R A
IR B 28 S IAS I AL T 1 50 5 S0R £8 135 o 35 16
JH (gas chromatography-mass spectrometer, GC-MS) 43
Br e 7s .2 Aok ol 28 & B B e A2 3 A RO ik
BB AEST AL B, I 1, 8-Fe 3R | o-TR 445 | T AT
i B AT A T RS h AE S W B 2k % App-
Swe/PSENIM146V/MAPTP301L = & ¥ 3£ A (3 x
Tg-AD) /N B A AT T RE BT , 0% AD i BLAZ 4L |
MR AR DUFL Tau B R fb A 28 ST HLR 042
MR AE , 400 ) o D DX P «B EEE B (inhibitor
kappa B kinase B,IKKB) .NF-kB & NOD ¥t Z 1k Z
JrzkE M) B 19 3 (NOD-like receptor family pyrin do-
main containing 3, NLRP3) RE /IMEAH BB [ B R
A, U B A BRI E 2o ) NF-«B {5 558 % A
NLRP3 4 /IMA (14 36 Ak, AT X 3 x Tg-AD /Iy L™
PERRZ R Y L A A A T 5 A
Z AR, g PI3K/Akv/iii 31 3h ) 7R ih % R
1% 4 ( mammalian target of rapamycin, mTOR ) i@ %
> AB LR, I # 22 ST, 9 > APP/PST XU
L /NEL T AB40 FI GFAP F35 , AT 3t AD 95 B
FRAE AR AT W 1,

2.5 {URBTEEER 7k AD HLUERE, PAX AR R
Ge o< fubR] Bt ACh 7K P 1Ytk 35 AR I 55 02 5 3
DA ) WG (1 DG PR 3 A i 2 i P kR
(acetylcholinesterase , AChE) % i $it AD Z5¥) 1 & )
B2 — o BRI g ) AChE 1% £k
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S ACh, FRER > OS. T 5 AD 50176 1
Frag 5 K i il il AChE 3% 44 , 105 %% APP/PSI /)N [
%5 (8] 12 12 BE B, 16 AT 3 fn BDNF | TekB i 2 16
Akt F1 U AME 5 V85 B ( extracellular regulated pro-
tein kinases , ERK) [ 7k , 1§ 5 58 filh m] 9 4 |, 2l 36 2%
finh 8% JBE 4 bR —— 2% fiih J5 B0 X 95 (postsynaptic den-
sity-95 , PSD95 ) /58 fith % 7 41 415 B2 rh (9 25 4k
7F B ARG i X AChE [ ) ] 5 7] 3k 100% |, ik — 2 fff
FERWPRG I & 1 2L 25 ] 5 AChE 36 PE 007 53
54, JF 5 N AChE H A7 28 ol 1Y & Jk 12 A B A
RIS R T BRSBTS D1
T2k K RURE Y 1Y) 2% 2] 0 A2 Ty g B A B G Y ok A
AT ACKE 3 4, 8] i T sy M1 24 I 6 5E 52 4%
( muscarinic acetylcholine receptor, mAChR ) £ ik &
BDNF /K- HABFRFRER L3 1,
2.6 PETHERE  TEMEMELN S M 2R AT R
W5 B AZ SU BT 5% 46 38, 2 B oBE FR %K ( diabetes mellitus
type 2, T2DM ) A 0 3= B BH S AL, HAZ O 45 AE Bk 8
FIMHTCBAESE S AD F71E TR Z UK BLOCHK ; T2DM
SEE T BN TEE R N 2 e R K Y
T2DM B 2 i i BLIA K D) B B A5 51 32 i & O 1K
RALAD R R AR T T B L2 5] kA A
S g AT S w5 AT A o i S B AR R
By AU T B, 1T b 28 T ZORL AR T B R
Tau 85 [ 3L FEBER 1L & AR BRI DTUFL 45 LAY AD 95
BERAR A ORE T AT S R AD A G
ZHEPT ( AD-associated insulin resistance, AD-IR) 3k
s AD 2 )l iZRe J7 38 L O PI3K/ Akt 38 i ek
K AD-IR 238 A0 L) f e fisk A 248 47, il 2>
2T AR ULBUR Tau 2 A i B B8R 1k , 410 il
AUMUR TS AR R 2R Dt o R R T
il AD Y B TR A 2 Bl eh 25085 il 7T 2l
AP, s e o P AT I8 AD 593 T
3 HEREHTH AD HAEHERE
2 I IR T AD AR TR G BEAE T 1R AL
I3 BER A R 1k R AR 28 2R e 0 L [R) I Al £ 0L H]
AR 2, BT SR I R R TR PR Rk
3 MRt
3.1 RN WA R AR PR H AR A A AT BTz N
FH SR I3 A 1 G o AT e e R 23 R = S 8
PR SH b 22 5 0 G 5 B A TR M 22 AR G, PR
SR 4 AT O RE IR, [R) I R A T T R ¢
RO s (I 38 A 1 22 4 k5 8 0 e AR T
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W42 1) 35 1 vl R U A I K ViR B o e k5 6 ]
A K T A B O R R R
TR T R 1 R L AR A A i
B UUAIE RS i A ore e
3.2 BFESBE R AR IR R EBE , ATk e g E
I, IF AT 3 2 3 B W 7 A R S R R TS E Y A
PP T 0 38 SR BRAE T K 5 I B o) TR 4>
A ER B, Bk P oA M 22 R G 00 R0l IR T
M NS A 5 HL2e 4 RV 7 T 35 6 1l 43 oF 1z bk 1) 0 9
P AR A | OO T B 2 (0 B 2 RE ) Al 22
ARG BT T RE S| A 20 i A8 ol 3 b Bz 48, 25
T A% 2 W vl B O HE AT Bz SR
3.3 OBR U4 2 AT S BUR I R R B 4 B
Sy EL 2 25 () (555 8 Ao o B B A REVE T
A LR IR 23 28 I ¥ 2 280087 I 396 P o
WS A AR, 2= 0 ) PR 8 2 B EL PR3P 0 0 v T e ke 2
VF R LA R o, O RS S B0 i i
R 0 PR I R L 86 A 405 45, 4% B A3
e ) K e R A A T A e 8 7 R
W, 5 T 20 T T 2 5 W T 24 I 45 A 25 4 kA
MEAER
4 hEERE

BAR AD By &ML BN A 2%, R e AW
AEL P 25005 T DR R 14 B4 2 K 5 2 00 0 5
P, IEBR AD B A AH CBF ST B RT I S T 2 kg
AT BT AR LA B Tau & [ 5% B ML T
OS Ht 46 . 0 BB B Mo g L 3 9 W AR I 45 2 A iR 4%, ik
B AD P B AE , 00 5l 20 2 0 5 200 M 0 T, R
ZeIUH , B DA D RE B A . oP 20K T TSR A
A R PR B 1B 24 07 2, He P AW A D 3
R o FP 2R T B0 A 43 T T R 4
N L 300 766 68, SR S 300 e L A o ) 3k A i, B
0 e R 22 B kR I :  E R  R T . B
FR 3 A 25 A8 10 AR WM R A R0 1 1 A 2%
R K A XU 7 T A7 A 25 5 TN
WA A T B — 2 R GEA

H AT, 25850+ 10 AD 32 2226 IR B iF 5%, oF
W48 b5 LA S AT o 2 FIAR G A2 Ak 46 4 o 3, T30
e B PRBIF 5 52001 o o S 17 AR M T i v 245 kG
T AD R I BRBTF ST, LA R I 4 7 vk 5 A1
PRI ARG TT 97 5, a0 ob 254 T 5 B AT b 27 25 1 Y 1e
A3 7 FH T 7 £ 1 B IR) 20, 646 XU A R B
N 38 T G55 05 T 9T IR S A AR E I AR R A e



I AR L £F e AR I 4

FT T 245 i o3 B2 %, AR L e R e R
2T RS 7oy € Ul S N 1| BICESRa =8 7/ B DA E -4
S5 TR, S AT TR T PR ROk, R — 2
T ik v 2R i Al 2 8oy B AR HE AL BIF 5T, BB S 1A 4
KA FE T 24 BU AR 4 T A 1 M) R L T A
MG o R A R A A 2 A 4
A, G WG I 22 i o 2200 KL 22 08 Y R AR A
FHATLA , I — 8 13 AIF 5 5% 1) 52 4% 0 45 14 B ) 900 4
wr5E.
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