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Abstract

Alzheimer’s Disease (AD) is the most common sporadic neurodegenerative disease. It is characte-
rized by memory loss and rapidly develops into personality changes, language problems and other
symptoms, resulting in the loss of the ability to carry out daily activities and ultimately individual
death. Although significant progress has been made in understanding the disease process, the ex-
act pathophysiological mechanism remains elusive. In terms of treatment, there is no drug that
can directly correspond to it and the clinical effect is not significant. Therefore, it is essential to
carry out non-drug interventions to improve cognitive function and delay the process of AD, and at
the same time, it is important to achieve early detection, early diagnosis and early treatment of AD.
The pathogenesis of AD is amyloid protein  (Af). Excessive extracellular plaque deposition, mi-
crotubule associated protein tau aggregation in the form of filaments in neurons, the induction of
neuroinflammation and the invasion of autoantibodies into brain tissue, etc., these abnormal phy-
siological phenomena have reduced cognitive and memory functions. According to the current re-
search of relevant authorities, abnormal blood pressure is one of the common preventable risk
factors of AD, and there is a certain relationship between maintaining the dynamic balance of
blood pressure within the normal range and reducing the risk of AD. Research shows that control-
ling the dynamic balance of blood pressure can clear the neuroinflammation caused by blood
pressure, reduce the incidence of cerebrovascular accidents and hypertension, control the levels
of diastolic and systolic blood pressure, and protect the blood brain barrier, which play a very
important role in preventing and improving cognitive function. Therefore, controlling the dynam-
ic balance of blood pressure is considered as a treatment and prevention measure for AD before,
during and after clinical treatment. Regular blood pressure monitoring has a certain degree of
promotion significance.
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1. 8IS

SRBE AR AR ST AT R I, HLPe HRE R DA UL H D RE[1]. 2018 4F, #EAliih4Ekey
4 5000 /3 NEAKREE, FiihF] 2050 AR, Hdh =02 ZAREMRBAFI P ERNER. &
BrEARAL TR, 3] 2050 4, WK S RRE EOR S B — F[2]. AD R LIRS, R iR
FONEEN, 1AM o A5 4 R PR e AR N H R RI[1]. AD & — Pl AR ME AT IR PR 2R AT 1%
i, FEFERRIL 2 SRS N ARG, 17 AR WA AR A 2 3 8RS S R RS 3]
AD ({5 25 2ACAZTII0E , FEIGHE R B AR O ANE & W AR IR, SR KT HEIEshNRE S, &
KGIHAMRIET[4]. W) AD 276K 8~10 SEWNHERE, (HIX A I BT HF 0] BE S 40T 20 F R
Az. TERTA AD R, i 95% 1 BIE 65 & B bA B R N R EUR, s ONIR R PE AD [5]. AD TE
65 & Z Wi R (- R)R—RATH I, WTAT 10%1) AD B3 . Ziib 2358 AD MEEREK; R, 5l
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RAXFPGE A R K M ANE R . BHAUEIE R U HZB KM AD, A2 —S R Es R, Tl T K
B Rl 2R = R4 R B S5 A HH IR [6] B0 R T AR A SRAF R B G (10 5 W A, AH FLm PR 52 25
[R] SH At o 20 A A7 0 i I B 5% 1T AR [3] - AD 7 2019 4E 4 1E 3041 425 [ 55 /5 KFE A, 78 2020 42411 2021
FERINNE-LRIEE, 24 COVID-19 FEAARIEHATHI. 7E 65 % KA LHISEE Ad, AD 8258 1o
KIEHA[7].

JUETE T FRER R T TG T SR, () (s B A BEAL AT SR M AP . Sk A 2 ARG
RGBS, i AB ISR ZA R B I FR AR [8] . Ak, AD B T B A B AR REAE 2 2
a4t AR BEHGTRAANS FEBERR AL Tau (40 A P22 IR LR AE PS5 (NFT) [9]. AWTFERH, s A A
WA SR ARG 25 AR R, BB 00T H S BOARIBEAT[10]. A 281 ABA0 AT ABA2 HH AB Bi iR H
e, Ja A —FhE 5 X (Endoplasmic reticulum, ER) F S AE S I . ER &) LF A & A R
AR T EAm s, o2 Ca® i E BBk, RN, CIENIEERS 1. & B0 RNA B
ER Bl ABGE K KT 6 fE 1 = R ER IBAHEGE, FEER WE N AR & B R IT S 1R B R
R, Wi SEME ORI R A [11]. BIERT LU CSF. LR IE f & 5 W 2R (PET) LA R
U IRIRG BE I B tau FOVE M FE R (AAHOGIY AD REARMK[12]. [, 7EAEM L, AD e SURAFIERRE 1)
FRETRFLARAE, B AR BIAN B AN ITAR R Ut 22 70 N AR 40 I 41 2 9 25 A SR AR 1V 1 FE B R AK. tau 221 . i
WEFL AD FI4HME 7> F-HLE], BT 7SN SR I AB 1485 1 (amyloid precursor protein, APP)Z&fi 2 XAl i
54 H M tau /2 AD i BRI = AN H B EUR 2 F[13]

A 2019 455 H, 1081 BilF /R KB 2P CE 5E i, AT A BT L&A TE
KB, AR NIEER R A [14]. fEd 24y, iEid 200 Fiof Hl g 0 gk 25 P 78 Im PR e 2R D
X R W ZIIR B I R AT el R B 44 [15] . A5 254 8 @ R R AT LUOINsiAL e 25498 R AR, ]
DAINIEA AD 2 5 R o D\ 0 B i B8 B (1R T 792 [16] . HE VLSRRI FU 3R B, A P b vy I 259 5
Ak AD [ XA ¢, T8I Bt g Ik 2 BRI I s R I8 B i SRR AD IR XU AE DG, 60 et oEL 07 751
(calcium channel blockers, CCB) AJ i & — M 1T & (1) AD Fil B SEB& [17]

2. AD & fwHLH
2.1. Ap RYZHBESPBESITTER

AD FIZH 25 B SRR AE S 20 A feh e 2T YRGB 45 AR A h B SR DRI A, 2R A 54 BRalibess
SEETREMMR. SHEFEESREE T, i, 25 A 4ian, wRMEEEERAER. fit
FAERREVER, JCHGR AR IR IR A thE, ATRESXT AB A YA B> 7 (B A IR R A ) i AR A5,
1i[18]. BJli H2 H E(APOE)ed HLE B2 IR Ak AD ) 32 235 1 XU AR ek, T 58 m A A4 e Joa v 17 AB TTA,
SKIGRY], FEBRCH ABUTRIIITE LT, BR AB RIS A 5%, XSCRF T BT 1t AB 7E%E
LB AIE I [19]. BAIESER Y] AR P AE IR IR SOIE I BARE R . B AN y ) USRS
(RT3 AT B A SR I R 1 2B R N R B PR — o T T A IR P A 2 W 9 1) JOE S B RT LA 4 55 8 A
y TR TSR EE R APP I, MTISZMaE ke B F A & [20]. 34k, PR vidkke R AR oAb 78, i
R T8 TG T RE oI A JEET4EAL, T SEOR N P HITEs BEAZ 1 [21]

2.2 tau R

Tau DA 22T AEM A U A A2 AD IRHIEZ —[22]. Tau HEAEERALT 17 QA KB . IEHA
H T Tau 8 mRNA BT J7 0, WI3RIEH 6 ARl k. Tau SEEOV S BEIREE R, IR % A
Wi tau £ F 7> 1 2~3 MERREE . T AD BN Y tau 2 B0 S BERERR AL, B> T tau SR AT 5~9
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R

IR, e RIEF AEYThRE. Tau B2 MIERREEIUY) 40 B R, Bt — R . BT
FIE E B, AT (MT) 2356 2 ¢ B 22[23]. Tau 7E 2 AN S 2 5 tau B EERR 1K [22] . Tau £ Ser199.
Ser202/Thr205 F1 Ser422 [k iR b 7K 715 il e Xt FR 411 Braak I-1V #H AD S A2, (HIESE R A P
IR () Braak VIVI #3900, R Tyrl8 F1 Thr231 i tau BEERLTE Braak 1/IV [y B4 S IX 38 5 35 4
b, JF HBE# Braak [ Bergsgin gt — B3 n[24]. KM, fEME 4 3RiIA P301S A8 A tau 1)
FESER/INER R tau 5 AR A SEACHFAE o H51X Fl P301S /)N B A AN 3R B3 ) 21 26 K 7 A2 N2 tau O F53E
RN R, 2 SEAR K tau AIBERANLL, HoRm B SR ALY B AR A R X 3. T
Xt AD g2 (1 B BUR R SR, IX R tau S AR IR (1) oo 25 AR ASLAR R A% 328 A2 12075 E JE8 (% 00 [25]

2.3. HERIERFRHLE

T RAEAAL S AD U BHET, RNt je AD & it 8 ch R ] sl it 4 H kL] @ se
R AD 5HPEF RAER 25 MS R IEHLEIAG CEG, REME R4, =5 20 T 480
FESTE MS AT AD A LI BL TR 21 X #h 248 R 45 (Central Nervous System, CNS)JH-i5%5 S 44 4 i
AR [26]. T FECSRER 2 MTEER I, W& RE S AD FIOGHEARE, X SE K S 4 (/MR s 240
JA R TR RAN M) TE CNS B AME SO M EZAE M, Fo /N5 40 2 — Fh A7 AE T K ) L 4
ffl, 76 AD B T 2= AR 2 AR A 2ORE I N RIS R 2 B PEPE I [27]. 1 H. tau 25 A B4 It
AFEFT tau RREMIMZE, T2 T/ N RN N 4%, X Ui B /NB B 40 AD JE 8 ) 35 B4 . AN
I, MR RREE 2 S AR ARSI

24. BERRENIER

AD 11 H & G R UR D 52 B 507F o SRR N AR PRSI A8 B, R ERPE B S ik — ELgE N Ao
KR4, nRe R G DMR NSRS R E, S8 AD AR ITIHEA . B &Pk
AREAE AD HORIEXENER, Bt | 5 Rk NG SHSE G RIEMS R, Bl et
WYFEER IS PR AN B P SRR R AE AR E I [28] . UIEHE o AD B35 1R I BRI AR . 40, APOE 1) &4
TARIIAFAE R R AD ARG R 2 X P AR 108 O 0 I BH 4 5 S0 i 5 e o 3ol le R o L 5 47, 3
Al e BT EMIR T APOE 2R/ sortilin (IRFZE R FH o 245 1 i BF B vl B8 L S iR A2
ZURMLTE 2 1812[29].

3. MES AD B4ETEH

H A AR IV 22 IfU55 £ 56 TR 3% R S5 Y 4 7 7 IR A 2 s i B 2 G I 2 4E N B AD HIAR: . A
— ST AR 0L S 85 DR 2R AR 5 B R )3 3 A O i L R A/ AL 4 B 7 110 1 [30] o

fe IR 2 A BRIEE L 10 42 N FF FZ KRS S R B 06 I3 22 05 A1 AR O S I TR 26 o il I 85 S 6 A
R I G LT DU PR S A5 1) i A 2R [31] o AT 2 5 0 7 v ML 2 i /N 160 785 Gl L
M EEfERR R, JOHZ AR RN R R[32]. &I EAM SRR I 45 A ThRe, SEOHARITIRE
FEREBEMG, I REEEE AD IR . EfETE, 30%Z 60960 AD FlAH G2 B B i i ke B S 8
HANFIFERS, 17 40%ZE 80% ) 2 5 AT REAEAE AD 5 B PX V28 A I [32] 0 RV ) — T o 42 1K B
MU SR & AR, 1o L SR BRE B AR B IC A LR DG R o 3 LR 22 3 BT Th g L0 2 (RIS BB RE
FEIR[EMZ RIS B 1A 3 R FE A AZ B8 ) T B K [33]

e L 5 0 28 2R Ge e i (RN R SR 2R 1, TEAN R B L ) s (o SR AD R RUBS A B AN [
B B B R A AT e I B AR T I i e B T VPR LA I R R ZR A, IR
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BRI, PAHERR T RE- S BURREE AN 2 R ORAR R I A ARSI P 3 250 e it 1 S w] S 1
B P AR O L AN B B AR L T S5 3R . ORI AR 8 op BT AR A oh AT DA 32 3 A5 M [34] - o
A v L B A1 s PR ST BEARR JE RN R BE 0 R BRI (R SG G TR 3R o 5 FD L P R A0 I 67
AD R SV B A SRR IR SN, DR RS BE T AD R L0 K KU = AR AN R B SE R [35] . [ T LR
M AD Ab, Wik IS ANES Sk A R o WS e AN EF KIS IO T RS TE 2 I F RO AR ARG, AU AL
R AR FR[36] o S i 5 (SBP) il AT R & FEAR AR BN RIBRAS (X K 2B, EAZ K AD 1K
AER[31] o EPIRISHA, 1) P2 A X3 B0 1] S PR A, P B0 DX B9y B AR A1 AR ARl )
PRI INEOR, PR R R BT PRI RO, 4R P ARAR 2 B K n oK [33] . T L 3 B AD
{1 3 FE PR M R IS A RAE, SR ZIE A o ML SOE AN T AIBAT PEAR A AD 1) 1 B4 B AR 2
YKL-40 5 MC FlI NC FRIREIR A A FHEREES (4 T K0 52 IEAH 5%, B BUYIAEIR A4 f ik, MC H ) YKL-40
FKPREIN[37]. AR Hh B 2 TR B R Y KIL-4 7333 2 357 R L FR) R e 0 60 /8 JS2 i 240 8 P A 124
[38]. X LEARIC AT LA Y B BEAE O it FeAE AD KU th A ZE PR AP BUR R 384 o IXLEEWhR S Y
PEANA BT IR R T2, 847 BT R0 B0 A A 1018 (0 N A2 A0 [39] - I HL il e Ak 2 R )
CACA B R P e e 2 PR DA G B AR S, S B R RS DD RE R B, T HEMP R SO . phe
TLER. thasifh, m&TEAD [40]. & H PRI AT PASGE Bs /b A AD BIHER .

4, ERREMERNSR
4.1. Z9PiEEl

Je FEH - (nimodipine) /& — i 7 P AT 3 FHAT ), AT DR 2 Sy b 2ok ofi o6 B B o 2 11 3 224 2 ik
A FETRCGEIE (B, MR H85 B RGN [41] . JE ST AD 197 RGIAE BT T 2 LB LN R
I RAEAT T — RANAINNR. SRR, W T IRAT A 2 R AMERSENE B DU A VR 3, e
HOSPAE — SRR AR 2 AR, B T A RIS BERUEARED R M & [41]. — RAIIBF AR, BRI
ZjJa, AD SRR REE B T PRI, I8 e SEH AR ik /E - I R 25 gt . 4k &)
AR A HE SRR N AR TR, T RE T DA S A BN AN N D) B 2 AR I R NSRRI A A [42] o I
Bk &R 11 324K B 77 (Angiotensin Receptor Blocker, ARB) SR [ 245 7] LLT G H1 AD, A KRR i 2 S 1E 5
NN RS [43] . SIPIH AT LASEAR AD /N BRASEAY b (10 Ji A AR B, X5 — SR RAUFHE R B AD K
oA > — . Ik, ARB IRIEFE T REXT M AD IR f L e 23 IR YT ROR A2 e EE L [44].
22U /R (propranolol) NARIE R4 p1 5 2 5 AR TR, BLA T &, BFRRM, i 2E
WS IRBRAGIETT X AT REBCAT AR AD FE AR BEIAVEAT T 2B 8 I B REARAT R A AT B3 B A ik
AR U (i 52 M [45] . PP S L Z55%FF AD BT B AW 4130, BT DL 2 Rl PRI SRR I T e k47
IEBH . 7E AD (1) Tg2576 /)N AR A s tff 58 1 70 v ML R 2595 R VAT > 8 SO0 o P A FR 2 AR B 6 i 5 3R
FEAREG I FIA N . TR B bR SR, A 2RI /R IB T HRIE[46] .

4.2. SRBEEH|

FH TR = A AR TR FR I SR, BT IR UESE R, BRI TR AT BT E A X I G i)
AR R —MEAEE @R, BRI AR E, BA RO, S At NEERAS . B
(AT E 55 35 2 P A 200 LA A 22 (R4 1 P 47 o A R £ PT DI T R AR A Sy e 7 i SRR R D 45
RUFZAAIEN . dhAh, XFIRE TTREA B Tk D e ki i A SRR AR R, AR i% AB H51%[48]. P
R, b R A 1k I 1R £ 7570 (Dietary Approaches to Stop Hypertension, DASH) 1] ¢ /&
ERGPER . AT REE ) LM SRR R A A 2 . I —E g 3%, LA RE R4,

DOI: 10.12677/acm.2022.12111451 10063 I IR = =23t e


https://doi.org/10.12677/acm.2022.12111451

Vi

farey
=¥

FFATRE R 5 AD KA A 2 25 M R A O FI M4 JORE I A2 [49]
4.3. IBEhEH|

L, BIREAE —BUE I, (HBORER 22 IR 4E SCREE SRR B B 1B AD BA K2 52 R I
eI I BEIIME . IR BE ORI S5 AD RIF ML AL G000 15 G R R 2R (9] T T8 10 7 2 ek
b B PRI ) A 75 [50] o ML 2 —Fh AR B GBI LR 7, Sk B 4H&E & A 11 BYZ5 385 B8R 1 5 (FNDCS)
PR, fE R BA WA R ER[51]. AD FHEIRE Rizsh 5 igeae I mab A 5¢ . 5ig3AH G/
Ao It i SR WAL 2 5 127 77 PR RN G AR (1 Dk DG, T 3R B O I R R Y 2 6 T DR Bl Kl 7 4k T R AR
#[52].

5. GiRSRE

P A BT B AR N FRAIR S AD RIRUSL, JRZEN RS I BERE . PEA L S0 8 5 A\ AE
R MORERE L3 2 ] I (254, X T HRATIhRE . WLE A (RIS Bh B RE AL IZ 68 77 BE BAT TRI R -
SR, P IR AT ROy — MR SRS BTN T IRATT U i, AT DU BERA R RS K K
A, BRI LU AD AR A . WIS AD HIZEFENLEI AT T, sy AD KB A
PEN RN AT 88 Wl B G771, RIS A PR FH 25 T oA, ok I s 245508 oG 20 6 52 43 9 22 4 N L B
FINFIBARBLR BAT — € s E A - AR L S5 A Dh RE (0 A BN C 246 32 Q0E,  TEILISER
i S 38 PSP JEOAE S Ul I LB T AR R L I PR A 2 AR L PR T SIS AL s PR KT DA Be B 1 i 57
B, A DA — e b TR A S A K P

E&WmE

AR SR 7 4 Y 2 e 5] HE N T H % 4 (2019Y20) K 2021 A AR A AR RL 3R 4 v SRR E
(FJ2021X023) 7 £ o

&E 3k
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