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Abstract

Alzheimer disease (AD) is a neurodegenerative disease, mainly manifested as cognitive impair-
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ment. Although alcohol as a daily drink can bring benefits to the human body, excessive drinking
will damage the health of the body. The current research results show that alcohol abuse will in-
crease the risk of AD. In order to explore the action mechanism of alcohol on AD, this article will
further clarify the impact of alcohol abuse on AD through the pathogenesis of AD and the harm of
alcohol abuse on the body. The results show that alcohol abuse will lead to inflammation and
oxidative stress in the body, and oxidative stress will further aggravate the inflammatory reaction
of the body. In addition, alcohol abuse will also harm the number and proportion of human intes-
tinal microorganisms, which will lead to the imbalance of microbial ecology. In addition, intestinal
microorganisms will also cause inflammation due to alcohol abuse, which will further endanger
the health of the body. Because oxidative stress and inflammatory reaction will accelerate the on-
set of AD, factors such as oxidative stress, inflammatory reaction and intestinal microbial imbal-
ance caused by alcohol abuse can also promote the development of AD. Therefore, controlling al-
cohol intake may slow down the onset of AD to a certain extent and play a role in preventing AD.
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1. 5|8

BEAE N 2884k, 208 N AR o) 0BT R N AT R £ i AD s B i LI AR 2 IR AT 100 o il
& WA A A BIE 0, RIS A 4Bk AD f4HIETESE in. H il &t A a 38t 5500 A EH K
iE, B 3 B 1 BB AR B, P E] 2050 4, 2R NECK N E] 1.39 124[1]. XF T AD X AL
IRAT PR AR ) SRR AIE 2 P A bR SV 3 - VR A 2R I (Amyloid-beta, AB)BEHITA AR BERR LA Tau
B A A2 R 4T 4E 45 45 (neurofibrillary tangle, NFT) [2]. AB Fl tau 2 SEEFHEREY(THEHIREY),
BRANHI R ER F ISR G2 HIE AD FIEERE[3]. AD MIRFIE R RS 4 28 5 S B0 12 SR A
HIBES) NIE, IE IR AT AD MR AEHETIRR. L EZWJLHFERE, CAVREN,
YO o P ECEAE IR P E ARG CE A ) S AR O R ARIE (4], BRAh, RS 5T 1 PR A4S R S (central
nervous system, CNS)%% K %5 W0iE CARAIE I ] USSR TR SR SIAT A, AEIm AR AT A RIA
B b BRSO A RN RE S R PR [5]. PIIHAR S 2 I R 22, R8sk & i XU, e
HmE AD FIRE[6]. BT ZAFEE, HERRHMEIRITHEERBNAER R —. KRBT AN E
ZHAR, KILCR, KERBESRHGA R . KBRS SRS LRI MR AN S
EIRA RAHRM KA E T8 7]. B RIE 220 AD FURPREERE, A SCRIEE R HR S AD (1)
KABIFLER

2. AD & RHLEI
2.1. Ap B

AB RIRHLHIIE TR A 55 A AT 4R 2 FH (Amyloid precursor protein, APP)if L g 43 WAREFN y 43w B A8
DI, FEAEAVEYE AB RS, RIG AR FERAL, FEBIRAAR S, HTIMRAME % (8], ABFEER
Ve s B AR REY), Wi SRR IR VAR, FEAE AD IR AERK R
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RAIFTREEMEF9]. thah, b, AR R AR SN R SR Ap WEE, S ABBIRMERE, ©
BARRARLTYE, DLR i P BESRTRR[10]. X ket —25 ik AD MR . “Ue kR A ki 7Exd
225 HEHREGT AD Fil. ZBUEN AB N AD H & Tau EL LB S1E, RER_RMZTT
T, BRZSEHM[11]. JEMFEE R L, B AR 2 AD BIJEF[12].

2.2. Tau ERARR

Tau J& —FPHIRAE AR B, BA AP A A IR 20 B 1 G s, Feoe U a5 M RN 4 34
ZICINREMI T RE[13]. U RAE N MSCREPR A TS, A B TR 8 F2 Y AN 4 DAl 51 5 21 3k 58 0
PEE[14]0 B MIX LR T AT, AT DUIE KB w D4, b1 5 S0 2 i B 0T S 40 i T
R R R N R 151 £E3E AD KK, Tau & A& LBEBRACIRG B ME R e EEMKE, If
B B R AME[16]. AD B INAIThAE TR RAAMZ T E R IFLE S Tau 7 2P 4R
WREEARIC AD EF ML PET MR W, fixi 2 4 i)™ B AL I 2 Tau FIEEHERAL[17]. BRIEIERA
(1) Tau V7Y A7) % - 245 45 106 40 B A 25 R0 T 97 fob 22 0B AT P e o3 & L B2 IR [ 18] Tau & [ 13 B B R AL A
& AD FRE AR AR A (1R JR[19]. Tau S AR VLI H, AD B3k AR 2 1 TFRA Tau (1)
HEERMEE, 1M Tau KR HHRFRA NFT, REEMEICNER[15], BEMiEs AD. B Bl
T30 Tau 8 FON USRI A D BEAG, I B BEBE IR ALY Tau JE A NFT HUURRZEAIMT 1, AREFHAT
RPN M5 A I ThRE . JF HOXFR U & R B 5 A0 iR Th R, nshifLid . Hhish. F5% S, 4
i 32 T A 14 [20]

2.3. HZHIE

PO JRE B AIE ME ST BN S, R MAE AR —F 2 R A A, AR B S S,
ST A M TL-18 1 IL-18 A RATREI21]. 2R JOREAE AD (0 RIEHLE] A% OTE R, 2k KRR
A4 0 7 T BT AR o AT, /N R A0 M R i A T R 25 R B, (B LB (2 6 A PR T
(I8 T4 DR, S B A AN R TR 4 A1 R - 2 1) O R [22] . HETT S50 AD IR A: . 16 Sk R
BEHUTRUR, /N0 R 10 4 34 B F VR 78 P TR HR 10  A 3 AR [23]. 36 L AB AC B2 /NI R 411
EALRIRRZ RAE I S, B AR AD RIBIRVSEMG—HE, 76 AR R, TE I/ RN
FRARHAIE A R Z TR T AR I BPEARIR, JE30 T AB IIVTRURIANEG: & IE[24]. #hZ IR ANM/E CNS
(AR AT AN . IO R — N B R (O BE A, S 2 R I T AE[25] . 3 ELAHE (7 52 O 452
G S SRS, 7T R A BRATT A A IR [26]. I LA RIZE s R ML 5 1 28 4 A BRI R, T
A AD PRAER . MR HESR ] AD AENURI IO A8 e, DR IS LS AT o 25 P R 4B
HhRE A IREN[27]. FEERRER B EbEE AD R4 RIBMSAME, RIERSHHES Af. Tau %
WU EE IR, SIERGMARY, WLt AD FE M.

3. ERRREE
3.1. ERESHERIERN KR

WORE 2B S AN 10 R, LGRS . FEHE AR A28 ] L i 2 1B VL O kR
B2 —[29]. IR SRR 0K = AR R RS, S BN TR LR T2 S e e L. X S8
TNB R AN R R WO, RS AL, WRITTYNE,  DUR LR LA A TR T A
S R BT 2297 8 /R IR 40 PR 8 3 DR 7 St 1 2 S 2 SR A0 3 S i R R T, T3
P TR A2 R AT VRO (03 TALAI30]. LA, SRSt 2 4 B S8 3 B 45 S 10 LB 7, FE8L
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LU G 2 A 9 J5E (R R 2R [3 1] /NI o3 40 M 78 JBR SN AN 4P R B8N 7 T RS 6 B E T, IS 52 M
E T IR [32] RS 5 5 IR 8 G RO 1) — A SR RS I Y A R R SR IA RS I, AL IL-181 TNF-a.
IL-6 A1 CCL2 [21]. ZEMLHIZK b, RS HN A F 2l i PRRs-TLR4 F1 NLRP3 /v F H A, X3
HETAE CNS HI/NR R %I5[33]. TLR4 J2& toll FEZARF IR, &M Er, FEE
NF-kB 145 5 2058 1 40 M R 19 7= AR SR B [ 34 ARG ) 2 22 5 TLR4. 2 FT NLRP3 28 i /IMA T80/
R AR AY . DRI, /N AR s R B, TR, ARET, BT, EV MR A TR,
X¥ FEOMNE EVEANIIZ I MR S E R ZBEE SAT AN AT[35]. 1 H O SEITE R @
IR E BT AN toll FEZAR 4 (5 56 FRBUR e R BIE RS, Ml R A R RO 51 i
FREEJRE[36]. FOREA T e T BUR TR0 40 B ik DR SRR 1 B B 2 38, AT e — A 43 S 44
T 62 I 40 308 3 1% At R AR 40 28 R 5 1) % P BRI A HE s B [37]0 BRAME TR R 40 i 45 40 B 2%,
B L 4> 88, 15 M B# [ (Blood Brain Barrier, BBB). 28 fih 24 A0 H A JiE J5 40 A R 4T Th R 4 AH H.AE
[38]. BBB Hi i ifiL 5 P BE (1) 4R A0 PN B2 AT P 4 Rl ) sl 200 e R 2 T2 P I 4 T IR S 4 J) 98 5B s Bk 3l
0 ST R AR SERE[39] . [RIUL, PN B A4 PR 4 B ABL T N SRS 5 T I AR R SO ML I [40] . HLAF ALK
B, VRS SR e S KRR N, BRI BBB (AN, IR R A BRI SLR [41]. X
Wit — DR SREVE I K fa s, (el AD IR RE. BtAh, BEEMIEEAER % 3 E R B,
BRI R T, 5T IEAS 5 T I ZRAR T REREAG 5 I K 2 0%, R R R, 2
B4 AD [ & RER 6]

3.2. ERESHENMEYRNXR

NI & —Fp R E D IR B Ay, A Z R e R EE, BRI . BERE. RN, R AR
BNPIANG RAE T A B, GFCONRAEYIRE, B S B IR E R R T R R AR AL[42]. BB A YRR
TN TR A AT BRI AR R B AN RE, Semai AR B ThRE, AR E . CONS RIS
1 BBB SE%EME[43], 1KLLl AR A0 20 pRORN 5 K4 R AR A TT B I R BRI IR T R IR 2 0 . R REIB R OR
PRI T8 JSRE,  JF 1T RERZ MR 6 B 44 IE 5 Th e 1R B 2 (1) 4 B JORE e e ML o AEZS S X s ph 48 5 1
MU AT B 22 B4 INXT AD A0 F A A 22 1R AT 1 B0 1) 5 SR P[44 BB A AL /b 5 CNS Al ia b %6
PEAR R B ZRIBIG I 95 [45]. BB RAEMBE RS FEA S RGE. MR B RAPL, X
SeH 5 AD FIRRHLEIA JC[46]. BRREL 2 KRS R B, RS TN 2 SUS U BRI A 0 - W - i
B[47], PRIIERS 51 RS B AR ) A R BT 5| S A 4 9T S U A G ThRE AT . S — 0T, R
WikE 5128 i RS BEAER, ¥n BBB @& M, FEMIR0TFIThRERS, HEmi{eidt AD Mk E[48].
REIEERY, KRB S8UHEED R, NS B00E 15 T 1 2R3 B 105[49]. SR 1M A TE R
AR AR 278 RO ) R AFIC sk G R, XA AR A A s M 4E B k2>, (R  BE i  A A
SRR RMGIEE[50]. HHAWRRY, MAEY Ap WFHREWEIE T MEAMIEE SRR AN R
IL-17A F1IL-22 (77 4E . 3K Se20 i R 1~ Re % %535 BBB I 51 RiG MU0 77 A, /)N J5 240 P A 2 T e Jo 4
s TLR2/1 F1 NFB {5 5 3 #% 30, X 54 SO R &8 P A OGS 1] ah, RS 3E iz iE
I P S AL BIAMEI[52], WS IR SORE OB, AR IR A A MR T A SR S53]. BT g iE S
I IN, T BOERE M 9 0 R e R R LR B AL [54] . TR, FE AR 5 20 38 B R 2R R
A iz 3G 0, HL TR AH SC P 0 R AR I, i T A A A P e AN R LAt 2 A R AR AR [ 550 X
BPKG 2 SEEM A R, BT AD KRR, 1 E I e P RE e 4 1R AT VR 0 R bl
Hl R E AR, ROt AR, 2 P DASCGE s R AT MR IR, X R B iE SR S AD
(199 PRl 2 B A7-AE DR SR R &R [56 ]
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3.3. SN

RS AR 5 SO0 M I8 P4 PR 493 0 FFF A G B B 15 5 R RR AR (S 7]« VK T 0 L #2384k
A2 1D 7 A B S R B A P B A A P PR L 48U B8 SR 3 SR A R [ 58]« JE A& S Ak B R 5 LI &5
Rz —, HNIAA, BT REREE b N R gi R 7RI [59]. anid BRI, 4D s
T IR A LA R B T PG 2 0 A M 2 7 AR 2 PP ORE A I, BB IR 1. LR AT DAMP, T
WO T 9% SN AN 4 SE[60] DAMP F Toll #5248 K1 NOD FEAZ AR 51, J5 2 15 T4 i AN G 2 41 B R TA 617
AND A5 IR L8 52 R0 7T 3 9 RS P I R S R S A DG AR R, [R] I 30 s 40 B BF 7 bR 7N
KB T RERE, AR IE S R S e A e (PR A/ Bg (620 BbAh, RT3 Hn ROS /K0 i i 4
b, (REE R 4-FR R TIGEE R O BN G M=, T R 45 A R nT VR s b R TS T 4
JOAT B 4R A 503G B S [63]. MhAh, RS AR 24 e N NAD+/NADH [ FUE R AR AR A . A I
R EZESPL, Hok, TREMSTRSEN N, CE—FE BN RN T. TR, 28
[l SR RN C R R . BN R 38— NADH 0T %, it 5E 2 ks,
T $8E SR P R A 0 1, 0,3 488 R S8 SRR F R ROS T [ 64]. BRI 453 oot g A 2 o 99K
SEIANBAE AD PRBALH S BEEIEH, JH MW A3 B 25 5 52 2 A AL R 2,
R TCI R B 78 AD AR IR RAA T RERERS . &8P THE . SOEM AB BR g1k, AT LA RS 2
)53 AD KK FE[65].

4. EIEEAS AD X R
4.1. EFEXT AD BN

KEWFFARE U, EHERAE, FEFEONMBERMME AR TE66], FIEmE AD Zpp&iB 1T M
IR [67]0 SR, BRI 2 (WA 7045 FUE B TR E TP B R Ry e, JERR R S iR
PEIRAH IR [67] 0 LRI FEBARMBRE UORE, Wnngypg, 4 DR Elh S5 & R A i, wT BRI AD XU
WL R (P PEE R | RS P IR AN LAY AL S D S S R DO BT DA RS 1 e 2 R R F [68]. BRI 5
1, KRB SRS SO B WA G, FFE, EAT, KHE OB &S B E A
EBE N TR K. BT EIRIFIR R IR RREE AD G EH, IF RS2 K%, AB RS
AR AT R 3 R34 12 L 93 ) 5 b 52 RSP (1) BN [ 69 ] TS 14D )42 4 B8 28087 1] i L5 5 B0/ N o 4 v
1, FHFE A BIKIETFER) B RESAGIF . &t T/NGAE b, AR (b AN 88 L R e b= A
(G A0 B DR TR FBOCR BT S R 2R INOS RN i ik 3 i . BRI GH ARl 7 5 21 i 2 A — S Ak U0
KIGFIVER, X 0T 68T UM BSR4 2, d3E—2BIkzh Ap REE, FE5IREENIME
RIE, WAFEINE TCAMAET[69].

4.2. EEERAX KRR E

fihg R, WMAKNYEER Bl, XL IR R EE M EE I 7. EERITHRI S BAR
00 T LA i (1 T B DA R AL A R R 22 386 57 A PAY 1K) L 785 231 [ 7 A P AL 75 PRI [ 701 TPP A& B (1 3= 22
WTEE I, R VE 2 Rl WO ) S B I, Qe E el DYERR i S R S AT o B R P S R
B — BN P RIBL R KT BEAR, IR T2 2 B0, BRI TR 2, A
A, BEECIRA T REMIRI[71]. thhh, BiEERGRZ 2 FEEREE, XHARIIRE L AT 70].
—AIBBE, KR JE AT R R 2R 4 DA R R Je G X3 P 22 4 T RE S RS RO R B AR T SR A T
RORZ AT RE S ECT > 5240 MRUARIX — BB, 5 S AS B AL S2 0 1O NI 5 T L B 5 M 2 4 4 S 1)
IR A BIURE BT 1R A RIS [ 72 3o IR A R EAT R4 2290 B S 7 DA (A ORI 22 S AR S 745
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BRI, AU RN 28 GoX AR R B A DGR 49 (1) S VRS I [ 72] 0 VAl I RS it U (Alcohol dehy-
drogenase, ADH), CYP2E1 Al (b EBGHI/E AU N Ol . ORI B RARFREEAEY, HE5PH
PO WUR IS T A 5731 JEAL, ORI I a2t Je SR i U 280E 15 28 RE A B IR IR I AVE A A 5[ 741, FF
AR REORN 98 i 40 B A 22 55 AH LSS

5. REERE

FE AT AD A ERUEIEAERE I . AT AR FUR WIS 2 AD WEEERNRZ —. Rl 2k
B LI I BAT N —, TR W] et B A R, T G MK 2 LA A fe . SR, I
AEANFTAR ], T R A RAT O BRI S AT A AR, ORI TR, 2 AD Y
FORHERR o WS AV, SR NMA R AD R R, R ER b A5 IR T A T i
TEH T AB FEE, R 2N AS A Tau BERRILIOAR R, FERMAITHMIET- B, thAh,
TS S LA B SEA N, R RAERI R A, BRI IEME 4T, BTS20k CNS (RIZhRE,
Iit—251 % AD BRA . WAEAIE AD BERER I EAAVE R MR B, ORI T 5T, SRR
GAEIFAT I AT SO AD BRI R AT TOE A Ar AT, BUA IR PRIE USRI B RS IR T RE S AE—
FEPE PR AD BRI, PR RIGHE 5 AD 58 R R 2 AR BHIH E 2T [ o

E&WE

AR TV B 513 A AT H 52 4:(2019Y20) 2021 FAR E4 R 4 78 B3R 10 H (F12021X023)
J 2022 I 24 BE 51 3 AT H 3£4:(2022Y24) T .
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