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L) FSRMBE 72 . PBM 38 i B4 5 2 44 118 5
o2z, B v R EE e A% A — W52 (adenosine
triphosphate, ATP) F¥;=Az, ohose 4 A pE ALt
RS LA, PBM BERIE A & A4 K F 1Y
Fik, MR EEMEA, WO RIERN, R
il ER e i s sh TR . B9 R, PBMXT AD i
HHPNIIREA &SGR ER . e BB I
WA ARG RIS H, PBMYRYT BE & i /D i
N AR 1 BB R 22 2T 4k 93 45 (neurofibrillary
tangles, NFTs) [IEM, MEEICICM:>T6e71. It
b, St ZiYnayr AL, PBM I EIVE AL,
TR — PR AD JRIT T R

ASCERIR T AD IR B2 RRAE S CH R R BIL ]
AR T PBMTE AD IR A FHANE g, &
457 HATHE S E SR PBM BT B4 Y PRGN S 8
Sl RAFFE o 38 538 S 1T A I R B 5 52 36 4
fiE . PP PBM VE R AD IR 7T 5 W 14 4 S50 R e 4
P, AR BIESE 5 ) A R FH P2 (R 22 AR 3
B, FERIDGTE PBMIRYT BB . TRFLL K AE AD
B A BN FHRICR, DI AD BB R A
BMBIRIT R, S — H IR A S A
R R

1 ADJRIBZHER ZfRHLE

1.1 ADJRIEFHHE

AD R IR LI AT 5T — ELR A 2R A T 0 4
BTN A, WA AR YR & K. AD
= SRR 2805 B AR SR AB BEHL AN tau B 1L T 2L
NFTs, [FIBHMEA R RAE Rk =
111 ABFLE

VEMFERTR 2 H  (amyloid precursor protein,
APP) 25 IE N AR DURRITIE B A5 /2 AD &
JNE RN WA AR AE T A S o, B ATy
UL . R BNEE R ZS M M . HATC A APP 43
R WA AETERE R A BGRR FITE R R
HAEMER (K1), EAEEMHEE A ARGER T,
KR53 APP 239 o 43 MA T 70 ff . 77 A C o v Bt
(C83) Al ] ¥ 4 Y& ¥y #£ 1l /K & 11 o (soluble
amyloid precursor protein- o, sAPPa) . % T 2k,
C83 By /M MBS VIH], 774 APP i N 2544 K
(APP intracellular domain, AICD) #1p3. 7EJEH;
FEER A GRTEY, APP &8 B 43 MARE o3 i r= = C
i b Bt (C99) RN W] ¥ PR UE Ry AE ET AR R B
(soluble amyloid precursor protein-, sAPPB). C99

Wt J By o0 VST S S R, A2 AICD RITAR 7
TEIEF AT, APP M )™ A= 1) A AR PRt 25 i
fift o SRMIAERGHLRME T, et e AR k™
AR Z, X R AP 2IESMATN, K
KGR TTIET I A
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HERig R L g
oy i i B3 AT
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Fig.1 Pathway of amyloid plaque formation
Bl MR RIEE
APP. JEMFERIAZE Y (amyloid precursor protein) ; sAPPo: FJ¥&
PEJEMEERTIATE o (soluble amyloid precursor protein-a.) ; SAPPB:
Al PEJE M FETT R B B (soluble amyloid precursor protein-f) ;
AICD: APPJfiNZ5#91, (APP intracellular domain) .

1.1.2 MR 4EgE%E (NFTs)

AB R T3 tau 1 FEBE IR fLTE B NFTs, HAH
R ZE & AD 1 55— R HELEERRE . tau B
L) T2 IR AR S5 A RS e 2 e NS R 4%
RHEAER . i B IR AL tau &5 114 VBLAE B
%, FERERE L, BEEOSE. BiEh
He 1 tau 2 SR IE W tau K | tau IRR Y,
R tau R Y BREIEINFTs (K2) ., X252
SRR EAY R
1.2 AD%JRHLF

RAEE i A A AD S —Fh b SN [R] s Bt 7R 11
ZHRZFEMEIRITHERR " BARTEN L 204EHE
SRS E IR, (B4 ADSEHFEHLHE AR IR AT
W HATA 2R, — iRt g
MIAEEZ R R ILFEERHSE R . BSR AD R EEHL
Hil AR ], (HE AR e a4mn T ILE
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Fig. 2 Formation of neurofibrillary tangles

E2 #ERTHEENRAITRE

SEALN AR AD R OAERT, T HE AR
FAE A8 Ak ] 22 T8) AN 1 47 5 B0 PE 42K (reactive
oxygen species, ROS) #EEFLE ¥, i ROS ™
MR ESIFEEA . I8, Bokiba YRR
FERAF, A TIae " XA TR
PERAR . IBRAZREEY Ky, s
AB A, HE— 2 AD PR 2 PR . A
UEGE R, ROS B Al EZ A tau 1o FE TR AL AN
AR e AN IS A tau B AT EEREIR AL .
o3 P& PF R, ROS 5 200 M0 J&) 400 40 £ 11 I8 S
(cyclin-dependent protein kinase-5, CDKS5) FIHH 5
& A % B 3p (glycogen synthase kinase-3B,
GSK3B) #HEAEH , MM 2 tau 25 [ 1 B W
Rtk 7

PEYEMZE RAE W E AD ) — R R . 18
PR JIE T W0 SR PE RGER I . BRI, RAE
IBAERT . B2 IR o 40 BTG A LA S AP SE 21
HEMHEIER, FEMhLTssMIgeZ i ",
/0N T8 JoT 248 A R IR TS T 4 T 2 v K B 2 R B
(central nervous system, CNS) H A SCHE M 22 R AT
Z 5% /N TAMIAE R F R AL AR AN, FE
ERERAS T BEVE BRI 20 238 3 Db A4t el PRI -
B e s ke, sl BIBIR
BRI 67 T SRR AT S L L R R I e e Y
Hegp 2 FEAD, XUCYRHEAZ BRI, ik
AR 1 M1 T AT FR B K AT A Y M2 L A2 KA

ADJRIERAET , (R RBRMIEMI M, B
B, FEMLITASET, AmmEETE =
IXFRAAE J2 W B S T HE AD A 2B 170478 Ak A 49 v
FHXRAO, AUREN, AP R tauBfRfLs
DCREA S AT G 2 B ARUER, PR RE
5 tau b S YA TEER R, SR MR P DG T 1 28 S0
5 ABRRMFRHAZETJEI 22, Htit— S
AR Y77 A T 2 R 22 RAE LS M HLEI A O .

A, bR D) REFR AT 7E AD B4 i A
i, AD Hd i ) ROS 7 A & S 32 b Az 5 AT
R A2 T Y BE QI RS B R T 0 ZRokifk
il R AR S AR AZ B LM R L s dl . o, &)
HEHAMFEEM 1 (dynamin-related protein 1, Drpl)
JELRRR R OCHE TR T, EERTEAI
(fission protein 1, Fisl) MEAER, fEiELekifiil
E e 1 B2 Y YA N S S B P I B £ 525 A
KIhEe+4rE %, YEAD W, Drpl Ml Fisl k14
SR, Mfnd Fl Mfn2 55 5 2R ARG RH G PR A8
A RS RLAR B D) 2E I e 22 flk D) g 27, Drpl
B S 8RR DI BRI N, B AR A, W
DERRAR A W) e A AT 2 i i 2

2012 4F, Lff&F 28 1 YA KM & 30— A FR
FECRKEL R4 (glymphatic system) 1157 45 44 o
%2R G R = K 2 OC AR AR T BR &R
g0 TR RSIR R B R 4 b oK i JE R 4
(aquaporin-4, AQP4) fiilf i k& M7= A i Hiki A
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368 38 20 ik ot A5 ] P13 ) ik AR A R T . B
FH B DK SRR AARAE TR BT 2s (1], e oA
5 21 Y Bk A SR SRR IR T 5 1 A B etk
W R G HA JLAJEARAHIIRE, 5 Weks ) B
(interstitial fluid, ISF) SIRFIMITMELS . =5
BPERGLINE | B A bR i 2 g i o
(blood brain barrier, BBB) FIE#E# &1 {5 514
T SRR G A 2R R, SR
A ISFIE LY i s E LA, AQP4 7%
AR, T OC AR S AN ) i B ek
o AQP4 & v Al 3% 35 A8 Ak 3 BOM B 7R 48 1 fiE
i, Xtk s it — AR A 2R AT M
J& o BRI B ZR G 0T RE S 52 0 AR T B e ) B 22
Nz, AR EN, AQP4 M 1R E N Fl
RafE it AR BEHUE % %, 7 AD /DR R
53K AQP4 /NERAR L, Btk 40P4 FEIH /N R
AB KRN 25%~50% 7. EAh, AQP4JEA BI T
T I DA I 80 006 4 908 4 200 B A taw,  TIT AQP4 2K 2%
AR W tau £ 1S i, RIS 22 tau
Wbt Y

2020 704R4C, IRGHAEIRSHE Davies & ' B
WAL, R T AD ZINHLEI RS . L
JHBH (acetylcholine, ACh) J&— 7 8 B (1) 2 A 1
M, S5idfc, B Bat, s
PHRIFE . ROHEREPE O IR RE PR 22T & AD Y
FEAKFOE . AD W™ B AR 5 LA B2 BIR Gk g dn
VIR BER AR OC, AL 4G IR - £ Wt 5% #2 l (choline-
acetyltransferase, ChAT) FIJH % #% By 2> . ACh
B A8 LA SRSz AR R D, X ]
NRBLRELD BE 22K 5 AD BN FIRE JT B MR Z (B AE 7%
PIHRFR 1

[ 5 2 HA R SHGsRICIC Ve R . RS
R IIRERE AT 2 NE G N A HYIE LS tau 8 1 3 FE
MR AL, ] AD B #2235 L FIBE IR (diabetes
mellitus) FYTEMAEE FUEL. Bk, AD XHHRA
“3AIMEIRIE” (diabetes mellitus type 3) . BEAEEEAL
I 3 3B (phosphatidylinositol 3-kinase, PI3K) il
22 45 A0 AR R B 1) SRR DR L AD 22
B EZICR . P KB, AD 5HHREEE DY
PIK3 /K F-FEAR & F 8 £ A 2 iR b 548 P
WP IZHE M 1 (glucose transporter 1, GLUT-1)
Iz, iz 813 (glucose transporter 3, GLUT-3)
JVH 2 AD 5HERIN I —WTEIK R . sh sk
Wy, SXTRAMLL, @RI eSS AR

ZHEHT AD /NE GLUT-1 #1 GLUT-3 [ 186 2,
PRI 3 /N [ R R o ] A A B B D, 2K
LT AD g BR2A A S 1 2 A B BB B ARG 12

2 HEJADBTT RE& R IFFEMERR

ADIRIT AR YRGYT . AR TR L, K
FARIWGIT . B HET, E 524 SR
(FDA) CZHME 7MY AD 5% Horh 532y
YV——20K5F . REPIT . =, 48N
Je 4N Z AR WRFFHH AT LSRR IR . BR3E 4
Hh, BT 3 0 R ik A A 2R3 R R
4 MITAT ARAP R Il s 45 2 B A 28088 o e s o o
S 3X 5 R AWERA Sk . BDAERIWE- . 5
SRR ——B RIS SRR 2 BT T DR
K AB, I8 2% 1 AD B E N A DI RE T B,
EATRTERREIE AR R . i SO DA S e i
B UG 5

E25ia T GRS . INAIIZR . IE1CRR
5. acTE D) IR AR TE AR R S, U
B i 1 5E1R o ARZG iR TT L 25 ) 3T A AR
DHGE RS, (BARAEAETT A R . RREET (]
Koo B NMELLIRAF G ]

11 N = R S M DI F S HE A S Sl e 95
FESR 5 AD R NI D) RE IR A O 1
H 5 by B2 27 B i 42 52 ) 1 A gt 2 1k % 308 v, )33
(deep brain stimulation, DBS). DBS &—FG57 #
G RGO, 2 TiRYT
WAL AR . FRA MRS, ALK I RAT  hahiE . M
TR MR A S T BERDAR . i 0 RE S AR 2R R ISR
Jig sl R R B 2E AR, {H DBS H i Bk
HEME T Ia e A i, HAE AD AR5
AR, Ak, FARM KA N A T T B R
HI AD B F B HAE YRR E g B R )
AERRENT o

AD 259 5AE 25 T T LA KX FARIBIT A — &R
GIPREFIRR T o SCTF R —Fh 88 32 R BR4RTT
FB, [EAEZHEHEELA. TR, Kk
CINDSER EIRrE AV r g oo IR Y PN IR PN
XGRIT N o TRSAOEST, R A AR U
AR BRI ™= A= B s M P AE 5, s R R K
2 AD BRI D RE 7 T T ) o X FIRTT
77 2CHY B R TR AR U AD IR T RO PR R A B R
B, B ARG S AR A G, SO A B
ADIRY TR R BT 5
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3 REWIAT (PBM) 2fFADFRHERE

31 RFHEE—MNFARPEBARXBIFE
R A A THE N E YRR 8 R RS

6T I3 5 e B AT DAGE B 3 0 ST T 3500 4, Gy
3 K NG R B A M) $E B 45 6 FHOGIR YT
A A TTHT 120045 S, EREE (BRIEZE) id2k
TEIT VI F AN B FR - RN BHOGIR YT B 7
JUHT4004F, iy A i B2 2 2 A A I s PR R FH
JCIRIT K M LA B G R B R0 o 2 JC 1100 4F- 42
i, BURIAEEA: Tbn al-Bitar 78545 w41 21 fii i Kk pf
KT EREE BN B EIRTT s A
FHIESCHRIC BOE I N SRR B2, (RN
Z) gk “HE=H, TIRTH; £=H, OfF
HoG.” FRANESAE (TA&E ) #=BIHEX T
TR TN

AR, PHEZFREZK Niels Ryberg Finsen i3 H
LRI RALINAS, Ja XSGR RS R
B R, I RS 1903 43 D1 R A= HiLal [ 2%
1960 4F, B — B 4L A WOLER R IR R e
M B A R BB 9 5 56 % B Theodore Maiman
AR Y 1967 4F, %) 5 A1) Endre Mester [ 4=
FHOCR T sh W B 2788 . 22 )5 Mester = A IR
SEROCTH RN INAL, AR N O EY)
P Z AL 0

i CIT AR, B K EEOERIT
“VHOL” . “RBERBOCIRG” . “HOtIRTTY A
FIARTE, ER2014FEAHE “SCEHMT” X—
RiE 5Y, Anders %5 5B PBM YL E LN “—Fb
AT WL A5 py AR i s IR (4R
oL BRICTWAE (LED) MIvEtit) mtyrik.
PBM &7 At MTRIT 45 R, G IR T
PR B RAE . IR L MRS DAL A A4
A7 B 202449 H, FE Web of Science [ 3k o i
1 e H iR] “photobiomodulation” —JLAG 2R F 4 201
AEER, o RE A R B A L8 SCR 2003 4 K
)
3.2 PBMMHRES 5 FEMFENE

PBM X 40 #1735~ BAT Z R, Horp o 4E
PO REE B2 A . B AR N A5 e S DR
WA RN A EIRES M E R AL
(cytochrome ¢ oxidase, CCO) 7 PBM 41 i /K~F |-
AR FHBLE b3 £ A A, CCO JRZhiiARH T
e EE IR, FMZLE a, ML a3 FIXUE

Cu,. Cu,UNEJEH O, 525 FiX s )E
Ly, f#f5 CCO e ILLI Yt (600~700 nm) AT
214 (760~940 nm) U Fl A OGF B0, FEBVE
Sy itE ol F, —% LA (nitric oxide, NO)
2N CCOMFGE . SR CCO WU PBM 141 1))
FA] LA i NO POSURZ HC i 25, DT 4% NO Xt
PR AR RS, 51k — R APIL
N Z5IRRTAR R TECE NN, SR AR
N FFE, ATP. ROS FIERR AR R M85 iR /K F- 12
= s K ) PBM KA 660 nm il 850 nm. iX
PN BER G5 CCO L)t (650~680 nm) AT
2L AN (800~870 nm) AE A YGIEAHIVC AL, Y& HE
B CCORIFHIM ML, CCOFE 800~850 nm (1ML
Hdi 50% DL b, mera H (CRRBE AR ) i kB
1EH.

MOEHEANR, RS B R R . TE R R
RO LR B R A T LR
AT DA ISR 4 58 B R 0, DRIl 5551
(380 nm) FNZ0E (600 nm), {H K £ 57E ik ik
SR X IARA I Y, IR LRI B e 9k
JRH LR e, TR AR, SEEE
HAERAERWTNE S SR — R TS
T FT I, X 2B Tl A R T B a2 R A
(transient receptor potential, TRP) il i) iz i#
FWE T, TRPIEEZWEHAES )2, fEEwK
DIRe s DALFEIRDE . R, JREGE . IR . R
WOy . RAE DML TS Z B 5 m . 4
2 L, TRPZS524MMIGHE . AiaT-. ik it
IR AR TIEE ', TRP i 18 78 435 40 0 N Ca® ¥k
B REZER ' MK KT 900 nm 1EHEA
NIRJE, CCO MM VE IS ES , X B £ 40
B 200 it 55 TRP 30 38 B >4 2 K% P i 4548 7K
AW, 7K P RE et 388 n 4o B0 ol 1] 4 g 3 i
() Ca® il FTIF, AU Ca YR BRI, dopifhk
Hr Ca? VR BE AL Y 45025 5 4 N AM5 5 9Bk
(I CEESE A5, e 1E % A P B A 2Bk
R OCE B ME B kL AR AR 5 A
ROS =AWl EEAER, X P AR S 41 i K7 I
PBM HLfil %0 1

RUE LT AN b Bl b2 ki ik 5 cco, {HPBME
BRI A V2 m Y, X35 T4k
FETEM ML AR 1 I ET 8 F1FE 480 nm A7 fi R I
I, 7E 540 nm f1577 nm A5 IR I, 7E 940 nm
BRI A AR — A AR A IR S . X 0T BE LT AN rh
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9 EDLZ AR WA AL A B A T

R 2 A A — A E SO mE , Ham e
FErR R EOCANAE CAnFFIR A0 RN R AR ) B0
G, IR RMRIE A SE . IR A A0 I s
S A RIR, RRRERADEL R, JhEd
R IR v B2 N 1 O Y 3
(suprachiasmatic nucleus, SCN) , M 1] ¥ 15 4= )
B A, SCEARIREEDG, L IR A SRR
AR BRI b, IR REAR AR R . R, TR
AR, WA 1A AR A6 A

3.3 PBMiRJTAD: ZAfE. sh¥iRE K G KA 5
3.3.1 LS SR

ARG, B TR X AD &L
il AR A S s . XS K], fEA A AD
A e/ BB R, PBM REAS A SRR AP TR 2,
PEIERE B AN M AR U A | Bam 2 AR LA
A5, DTG 25038 A8 A0 07 35K 1 i b AR ) i e
15 Ul e RAE T HACHEMR B IR . 3R 1 454
KA S B 1) PBM S

Table 1 Cell and animal experiments of PBM for AD treatment
*®1 PBMIATTADHIARE 534 RE

RS TEHIBLE]

x5 P/mm Piill=s
ARV IHENE /N R 850 8.4 J/em?
WA AHT-220 660 20 mW/cm?
A E A 2 40
WHE M XU ik TR 1070 900 mW, 25 mW/cm?, 4.5 J/cm?
(APP/PSD) /MR,
M2 AR A 660 780 nm, 70 mW, 2.6 J/em?, 1.5s;

780 660 nm, 15mW, 7.5J/cm? 20s
ABL-21F SRR 808 TEABTES I3 hFFIH2 min/difiR)T
LS5 d
Tg2576/NR, 670 ANERAEAZ 1~90 s/dffGIT, S A,
R4
AR /N Bl 1267 32 mW/cm?

N AEAZ BE 1B B B, T ABL-42. AL R TS
pTau. AL I )82

BGiBUR] PR =R R A YL =R AR e QU BIs MR =R AR
Z TR AT

PBM A ji i {2 #E AD /N B 57 40 i R 6 55 B o e BT
PEFR UG AC A 2 LR B 0 22 5 i

P93 B0 K B ARTNF-0, COX-2FIiNOS i JAe ez 4o [o%)
Fik

PBMYA YT i 35 SR Al id S 2o Rk 7y 45 T I 2 DGR 2R RiiA T e
BRI 16 Bty 16

HE N T fub 26 WL AR AT, R R A D RERE SCE AORL A T R
. KH RS s (7o)

W AD/IS BB R ABBE S, itz MR s km R g Y
LN

LA, PBM AN A58 ] (gamma visual
stimulation, GVS) 1EN AD &7 1 A] G863 F
BOR AR AR R IR E . 20164F, MA M T %
Begir ER BN ) 38 it 40 Hz FOGHIEL AD /)N UK A
IMEL G AR KA, S T /N AL & A
U, S ABTKE SRR, 20194F, i1 BAIE
— AT R, 40 Hz A G35 75 35 il 3mT DADs
b AB LA tau 2R (I HERR, A RUBHGE AD /M)
INAIBE S ™ R4, IZIREAI 5T AD /MR K 2
#& E 40 Hz By EHALE], 259 87R, il AD/h
I R EEE 40 Hz JGRE T, M 4np A e fk (1) )
BB B T A 500GE, 1 H X PR 28/ NI o 40 i 1)
TPEFWEDIREA WA UEERT . MmHTH/ N BUIA
HIRE ST . 202447, BESTEIAIN 75 Xk 22 R R
of B b B BRAVE AT T RS . MRS R R,
40 Hz 2 B E R RE S A UE AD /)N BRI B 1 A1 8] 5

WACH, JISHE AP (IR LT B
3.3.2  IfIREFS

TEARNE 3T 7K P A Sy S gt o Bkl B, [
P A IT JE 1 i AR AT 5 (L BN UE PBM XS AD Y B A
o BEEARMIARIZIRE . BATIIEE . RIS S IR
K- ICIZRE J1 55 22 07 THARIESE PBM A ke B &%
Ho B TR R BA 70 X 30 44 2% 4 #E 4T PBM
RITIE A0 U R R 2R
R IUL 8 min PBM SLREXGE /L AN RITHRE . W
P 2 e SRS AT B 77 X6 5 44 BB e P &8 b R A
SAAD BAE B H AT 12 I PBMIAYT, BE M
kG AR S K A (Mini-Mental State Examination,
MMSE) Fl1Bi] /R 7 15 2R 955 1Al 5 %% (Alzheimer’ s
Disease Assessment Scale-Cognitive, ADAS-cog)
W B EUEE . Qi5F 7 Xt 60 A HHSWT N
EHEEAD [ BRFE T LEDIRYT 8 G, BENKE
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TR LRSI, fEIEw, BHARE M S5 HE
TG BE ) A . Maksimovich &5 ' X 48 f5i] AD £
FHATEFERN PBMIRYY, SXTIAMLL, B
PR /D, BN ZUE B 25 2, Al
BRI AR N, AR R RO H A
IR 2K . Sk MR Rt PBMYGRYT Y
K 1. Maksimovich 0 3 F % % ) 2 3806
HEATL RN GAE R IRYTY, SRR, IOk
EWE T AD B BRI R AR . BT
ML 1) 282 i R0 P15 2 e st AR oo
B, XK EINHIIRE R L EEL, IL4h, Berman
I Nichols """ #E4T BIBEFEHRIT T PBM 715 5 Hi1 22
SR PBM ST R 6 AD RO R 20 . AT R B,
225 PBM AT RE B & $2 isy AB B R T ) AeAZ
AR, XL R T PBMFEAE i U g
YR T TR T -

4k, Cognito Therapeutics 23 F F| H 40 Hz Y6
A T AER ATE AD IR PRIF SR EASE R . 7
X144 OVERTURE (1 BEAILA ARl PR 2 i
76 44 50 % L) R R v AD BOE RELIEESZ T
WA 40 Hz IR R AP YEH, sl Boml .
AT IER AT, PN 1 hvd. TEREE B 61
AR, B G Z R T B i TR H
WETRARE S (fiH ADCS-ADLIF4y), e 12 FHAZ
AEJ) (fFH MMSEP43), I AT A% #E AR %
(magnetic resonance imaging, MRI) JiFA% KA
Btk g KRN, SXIRA (n=20) M
I, RITd (n=33) WY H & AETERE IV 09 T R
B ZE | 84%, 1CICFAKIRE 1 iR S FERFAIK T
83%, K 2= 4 FI N 25 it 400 R A o R R ZE T
61%, FTA XA EGARNGETT B E R

X LA 5E BSR  PBMAE A AD JE 25913697 F
Be it TR AR SR, RV T HEGERE HE
Dige A = A TR BT e S . PBM MY ZE# T AD
MG RIEAR, B R ok T, fiiflfilRess
Wi 25 G s A Ac A6 . B2, Xl IR
WS R A T FF T PBMAE N AD 357 36 700 1 i3
—E5E, R T HAE S BRI R A
PR IT F B T 1. PBM YRR A PERE AL,
A B B KIGYY AD B —MalgE =, XXt
T4 e R A A T o R RN BT AR H

4 ADEIFX PBMEH X FHRAREEFIZ
ZFHIEX

41 PEBEFPBMETIEEMRIABR—MNE
=g BN

AR, BRERER I ARR A PEIR ST AW &
Ji&, £25 PBM XA 7E I R IV FH b e BT 2 97
. WEEBFSEIITEA, PBM iR 4 Bt FN %
i TE 2= C A YN i e S (| RO /N E T
AR R, AR T PBMZE N ERG 6T R i E
K1,

Toe L0 T ISR 1 PBM i #5 2 — 2 DU
MERE E, PR R R LIRS, NiRE
AETR, BENE Y AT IR AT KN B2 . DR I =X
PBM 1545 75 035 M 000 378 6 . AR o Ao 208 52 Tk %
Mg AE T RI P FIRIPIARLE . 214
PEG5 473 55 2 P R s . FLAT (8 ) (o FH O =R R
Ui B Az B, ARG PRI TP R 1S T AR
NI

BB R, 25 BIRWHE S 3 Se ik
PBM i%#5. filf0, Omnilux 23 & 1Y New-U ¥ £ %
MRt it , WE SACLED G, KN
633 nm 1830 nm, 38 15 A7 5 455 1 D I A RS i
JE, SEAEARIRYTY, ARG B P I 4
FARAE 77 T B T B 45 5 . 164 LaserCap
2\ A fE Y AY LaserCap LCPRO, X J&—Fh Sk #2015
%, RHBOEEE, ¥4 H 650 nm f1810 nm, fE
RS YA Sr FNYR YT IR e X3, 6 B I3 47
PR A TR R TR R B

J34h, NovoTHOR & 7 —Ff 4> B BRIt ik 45
KA LED JEIR, 9K A 635 nm #1810 nm, AEA%[H
I RS Z AN, RSB YT A% . NovoTHOR 7E
TRYTAARAE FIAR FERE Ty T2, I PRI G
R ILREAS W2 s R T IR 2 FLOERRES

Ak, i3 R BB ALY PBM 15 &t 14 7 ik
AT, BN, iRestore 2\ ] A Pro Laser Helmet &
4t, R LEDYEIE, WK~ 650 nm 1850 nm, 4
BT A e AR W ThRE, AR L R B N
AN RS (B3l B T LA R A T
BT, P TIRYT A AR N o ) — 1
TheraLight 360 &4t, XJ&—F 4B RS, N
B2, WRER)TZ (630~850 nm), fglE
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B G AAIROL, JZ N TIARAE | £ EE N
B RRAA TEYT . A LRI R S rh e
o, JCHAERR AR 22 O A A 28 2 T 1

gi FRrig, DRI R DUE IR T 2 A
A A SR PBMR A, il B PBMRYT
R T GEMEE. A PBM A LIRS |
(R 1 B IR T RO A5 5 T W T, Bk
o R BRI T O SORMEBE IR R . Ak,
B & T 22l R AE 9 10 F J L R 1 iE — 2B 28
PBM U #5A BEAE MG AR TG ST h A 45 B i 2 i
EH.
42 EEADBITHMERIEZE

B % PBM 7E AD {697 i T 1 8 i oA v
LA IR R — e i, XSO A T 2
GEGSEHRDE TR, DARRIRIGTT A 2e 4 FIA 3%
PR o S5 GT SCHR B A Bk AP PBM 145 19 & 8 T
T2, T ADVRYT YL B TE BT RE i
A Z AL . DU 2 LR 17 AD JRYT % H
WG S IAH S HON SR

Vielight Neuro Gamma J&— R H 3k 8 i 11
) PBM % 75, WESALED GIE, KN
810 nm, #i 2 % K 100mW (J5 #B LED) .
75 mW (Ri#FLED) 125 mW (S LED)., %i%
FIRYT 20 min/iK, 3K/, Chao 5§ ™) {1 — A5
iR T i H Vielight Neuro Gamma ¢ £5 ¥ 17 #%) 52
5. ZAGEA AD B E #AT PBMIRYT, 45 REIR,
BE RN RE R AT eI A P . iR97
FRELFEHEAT 20 min/ik, 3W/RISEIE, FREE 12
Ji . W4 R M, PBMIAYTLAE ADAS-cog Flf
2 K5 #h s 2% & R (Neuropsychiatric Inventory,
NPD) o B3 WEUGE . A, PBMIRYTAN
ik P2 T RN BRI X DX 4% 1) T e e AT BTG
X R W] PBMGYT REMS 10 & OG5 NN D REANA T A0
PR, T4 0 A 5 10 A AN B BE % 4% . Saltmarche
S T — TR ST A AR T R A AT R S
IZBFGER R 2 v B ROR R EAT PBMURYT, 45
RB/R, BHE NI T R8N A= 16 T 34 T ek o
BT I B IE 2 BT AT 20 min/ik,  1~2 /A1)
JERE, DL R AR I R B2 T 32 I RIR YT 2
Ab, BAETEZ P E ] SN 810 nm G A B AT
30 min/d FIGRYT, FREE12 8. BFsTal R, 2t
12 JE 1 PBMIAYT I, A 1 MMSE 45 B 35 2

(SE- 4341 2.60 43, P<0.003), ADAS-cog W43 i
FEME G0 6.73 48, P<0.023). Ib4h, B
MTHEERE Ty . BEAR . 145 3 o0 45 Jr it A B 35 ek
. X R PBMIRYTRENS 3 MR 4 b ™
FR A AD BE AR, HEA R 32
PERJCRIER- . BEak, MR4E Vielight B ™ X} Neuro
Gamma [, 2B & RENS B 3 il =k B 32 1,
DL K PR B b4 S e s AR AN 2F i g, JF Hal£r4b
JERRE T LAZEIE AR, o SOk RaE T
FERR IR MRERAF () PR R SR LTSN RES 3
B L . BERIGSE T, AR, 4
G258 RN 0] LU Z RS AT . %P 9T S5 48
ITLTHMDGRENS 28 15 4 /R T PRI E R 4L . B A
Fili &, 3% R WITE G R OS2I 75 40 7T g 5 3
AN ERT 2 SN E AR A 2

QIS R, T MK
1 060~1 080 nm ) PBM % & #F 17 28 fii AR N I 21
S, #EATIAYY 6 min/ik, 2Wk/d, HHLE8 ).
WFFEH5 K 60 Xt B F - B A BV, SRATWE . )
e gt G IR g B, AFRA R BN, %
PBM ¥/ YT 1 2 4 F1 55 M fB 5 7E MMSE 1143 L= 533l
PR T 20.2% F119.3%, 1 Xt BB 20 () 4 1 o R A
I, BN 6.5% F15.9%, X EELEIREH], PBMIG
S AESGE NI RE T A AR, Hh B
(AP ) 25 5

£ Salehpour 5 "' A5, (T = FPAS[H
(1) PBM 1% £ X — 44 % BE A M B4 S8 5 R AT IR YT
WA OGS . B RO ME N LED 4.
15i5%:3% 2% (ProNeuroLIGHT LLC) FIEHA G343 5]
fdi 1 635 nm A1 810 nm P LGS IELLING, &
ASLED I3 5150 3.7 mW H129 mW, T34 )
558 mW F1450 mW., &L LED i% 45 (VieLight
Vagus) K 810 nm, II%E A 10.65 Jem?, 4t
25 min/Ak, 2k/d, FEEL4JEH PBMIRYT IR, IAHI
TEAGARAY N 18 $ w3 24, TARICIZAIE /A N 53 &
10, PRBETIREAIA: G B A G, RN R R
N, LR PBM YT IR M LR 1T Mg b B
AT

Spera 55 5 i 5Y o, i FH TPBM-1000 1% %%

W T & Moot A& ¥ 1 (transcranial
photobiomodulation,  tPBM) X} i H K

(electroencephalogram, EEG) #fz 3% Fl i 1Ml i &
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(cerebral blood flow, CBF) M. %X 45K
830 nm UK ATITLLAMESS, HRMEEEH 54.8 mW/em?,
ST NS . BT B S, WA 104
IR CEY4ER 28.6£12.9% ), it # 4Ll
(c-tPBM) I ik b %  (p-tPBM) £ X 43 51| LA
65.8 J/em?F121.7 Jem? {5 5 0 FH TR XK, iR
J7 20 min/ik . ZEHR IR, c-tPBM I 15 T IR
A} ) gamma (=3.02, df=7, P<0.02) Flbeta (=
291, df<7, P<0.03) EEGHIBIIR, LUK 4] AR I
) gamma 3R (1=3.61, df-6, P<0.015), FE /)
A PR e sk B X8, T X CBF 3% A 3% 521 o
X F U] tPBM 7EHS 5 gamma Fl beta fixi 5 2 FHA
2R AR CR , TREA B Tt AD B
FINHITIRE, SCFF(PBMAE N AD I 7EAER APER
ST AT

Berman 5 " (I fF 5% H T Cognitolite £ fiil )
W RS, HS2HWT . #4851 100 LED
KT, S ATe 154 B8, R[50 701~ LED, K
JEFE A 1060~1 080 nm, Fk#h45i % A 10 Hz, (54
6o 50%, B2 R 152 6 min/d YK, B4k
28 do SCEGT T R/ NI RUE 2R A0 B, 3
A NHZIRE (6 HIBITYL, 3AXIRA, 2418
W) o IRIT N 28 K SE 6 min [ 28 T 21 4t
il ¥ . PF Al 38 bR L 35 MMSE., o i i L A
(quantitative electroencephalography, QEEG) Hl
ADAS-Cog, LIRZER TR, BT Z IR G 7Em 5h
ol RREFIEZ . BhEieds . v = A 55 1)
PRI % . QEEG U lon, IBITRIG
IRIT A 52 R 1) delta DR IG N, alpha D) R/
PEREEIEFNE R PR, FRIERIL, R AR
BN HAIR T B AR R, (ST 5 45 2R R W 4E A
1 072 nm ZL7MEXT AD & AT DI RE FIA HI T BE
A ETE B A .

43 LED:EAFEZADE HBTIRSEHEHFN
Gl):

AR, LED YGUR 7E By 45 sk b i i 1k
KR, JuHAEPBMIAYY AD Ji i, LED G ER
THERMW . LED R EA MK EHEMR . 6
R L MR AR L B AR AR,
B IT % AD & AR YT WA i BRAR . BFoE
W1, ¥R KA LED G AT DLgEis Sk e M, B

FEAE TN e 2 FITR PR ZE A, A k8 o
Ran, W2, e Z ST AU A .
Vielight Neuro Gamma, NeuroRx Gamma Fl
Lumithera Valeda 28 1% 45 % T = % LED Y,
IR SO ARG SR A, ST MRS
7o REERATEIR KRS bR 6, JUHAENEE
NI REF 2 CR 4 J7 TURAS T B A5 2R
44 PBMESTi&%EAFADRTHRESH=

PBM HRTEIGYT AD J5 T J&7R 1 )3z (4 FH i
oo BAAPBM BRIT IS A S T R THIR,
RO . WKL ARGE . REE R LE LA
PIRIHERR SR 2 DT R s, $eft T 22 WG
Bl

T, PBM A il 2 41 6 T 21 1 B
FIE A% {0 25 HJ00 0 8 L g A AR, (R i VA
oo SR M0 2 AT LA S I A 2 A AR
A&, DRI I BRAECE O, R 2T 52
i, AL, PBM HAUFA REHIEOMN L R GE, N
G AR EE P A HERR a0 AR tau 25 193 BR, DA
Mk AD B BEERE . UK, PBMEARTERE Rt
2507 T EA MR EE . ZDGFNT LI CRE NS HARAE
TSR, B ATP A B, o5 i 240 1 7 fi
AU, St EITRIEIE R IIIRE . REREAC Y
BEEAA B T2 aonniE s, e ReiE A
MEITTRYAAC, TR Kk AT RE . Bl
PBM 15 A i 4 P OGRS, AT DAfE s pp 22
FMMAIE I g i B, PRI T
Z [E] @yl ROAL R . X 28 4%, 40 Thor
Photomedicine Helmet I Cell Gen Therapeutics HYJ
NeuroLight, 7R 175 S5 fik FB A5 FI AL HE b 28
TCAE SR 7 T 1) Sk S5 AR

£k bk, PBMIRYT AD HYSEHEG T HORTEIL
WAEPE . WS HERE . REEAGHFIRI B Z S 24 Tr
T HA W, IR R AD AT A4
BTSRRI EEERIAER SR R, BEEROR
FRIAS W 8 25 Flm PRAF ST AOTR A, PBM B4 A1 B2 1
ADIRITH RS RIMER], W GE B AT
it

R2VEANESS T Hi 4 ik 5t 56k PBM EEJ7 i
R IbI GRS SRS NI DS L) ETWN A B it e g
[ PBM OGRS IS
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Table 2 Advanced light sources and equipment of PBM
2 PBME#HNGESIEE
A S P K/nm Tk pjitd e E%E %k
VIELIGHT VIELIGHT NEURO 3 810 2. S LED  BGEINE. iCAZRIEAR &R [87-88]
VIELIGHT MIP 470, 633, B LED S WNTE#H; fRmesEd). A5
655, 810 Laser {EHI. Wb 90E: ZRARIE S
VIELIGHT X-Plus 633, 810 £, &  LED & FHAMLHE . kiR
SIE) PE BEFST . REE IR
A B g R
ProNeuroLIGHT intraNASAL tPBM 660 Ay LED fei#f Mm@, ‘meAaE =% [84]
transCRANIAL PBM Helmet 810 2 i A5 1AM B 22 R AT 18
PR SR, S
NEURONIC NEURADIANT 1070 1070 22 LED AKIMYSE; fesCRr: BEHROL 3% [89]
o MIBAER
Medx MedX Rehab Console System 810, 633 £t Laser. o§03% Rl MR AAR OGN 28 IngEk [90]

MedX Dental Laser Console System

THOR THOR Laser 660, 810,
850
THOR Oral
NovoTHOR 660, 850

LED f#FE0; /b = I8 S AT K fi

45 Laser. VAJT/MR HREAEL, itk 2iE [91]

LED fiH#Es

mpis
&5 LED R RIMEE. W 4 RERM

2SS

LED: KOG MWAE, Laser: #H0OG.

5 B E

AD & 21 LR HLER L K F AR 5 25347 1Y J)
PR TR ZHEA T IR R EM S EH B,
FEXFPEE 5T, PBMAE N —F AL 067 F B,
JE I AE AD VYT T AR E RN T . YT, BF
55 N B PBMIAYT AD IR R (411, sh¥ stk
SHIGRIFIE) © 4TS ARAT AR . R
Ik, Hi PBM AR NIRRT AD 1) 2 F B,
FEAETE 22 AU R R R T AR . VR I B i
MASRERE MG X T RTF A AD R LA &, W6
PSLIRSHCE Al JF AR A 15 AR i AN
FE 5 KIWIMITRUS %A Rl IR REE A
PRSI & I AR TS . i T #ES) PBM 1E AD
BIF R RIRE R RIS N i 4 TR AE LR LA
D7 :

a. TR AR Z PBM A AD R HLHFE A2, L H:
JEXT AR UL tau 25 IR AR A AT BBV IS AE T, DAK
X P28 A AE A ML PR T A5

b. I KB . 2 e B RIR IR A A TR
JEIRSEC (P, gkt R TR R ik
AL TRITRRLERT AR ) X AD IR YT RCR 5

Wal, AR E S LR T % .

c. THRKIMIREEISE, WAL PBMIGYT AD fOEF
AR BTk, R iR X T 1 e f AR A
T I o PR A R

d. R AT RIGIRBFTY, LA g i) ] 5
PEFIRE w1, SOOI A REES T 2 E T AR
o s SRl | e TR IR 2R 5540k
ES RV . AECIRS B Emt b, JF &
FHEEERDCIT IR, FRAIREEST AR

A, PBMA NS AD BF TG B 1
ARTB, N ADIBITH R A TR A . 25 b
iR, PBMTEIRYY AD J7 i BL 1 B B i 345
MRS, (EAFRER R FTRABISR .

Z % x #
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Abstract As the aging population in China continues to grow, the country’s public health sector faces an urgent
need to address the significant social challenges posed by Alzheimer’s disease (AD). The available clinical
treatments for AD are extremely limited, and the effectiveness of these drugs often diminishes after a period of

use. Despite substantial global investment in drug research and development, the progress of clinical trials for AD
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treatments has been exceedingly slow. Over the past 30 years, only seven AD drugs have been approved by the
U. S. Food and Drug Administration (FDA). Traditional drug therapies are expensive and can only slow the
progression of AD, without halting the progressive degeneration of neurons. Therefore, exploring and developing
emerging treatment methods for AD is imperative. Photobiomodulation (PBM) is a non-invasive therapeutic
approach that uses red or near-infrared light to stimulate cellular metabolism and biological responses. PBM has
the potential to improve brain metabolism and blood circulation, repair damaged neurons in the brain, and
stimulate dendritic and neuronal growth, making it a promising non-invasive neurotherapeutic method that could
complement drug treatments. This paper discusses the pathological characteristics and pathogenic mechanisms of
AD, as well as the challenges faced by existing treatment strategies. It also reviews the research on PBM
treatment in AD cellular and animal models and clinical studies, summarizes the history of phototherapy and the
current state of advanced PBM phototherapy device development, and finally offers a perspective on the future

development of advanced photonic technologies and therapeutic devices for PBM treatment of AD.
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