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Abstract

Alzheimer’s disease (AD), as one of the most common neurodegenerative diseases globally, has a com-
plex pathogenesis that remains incompletely elucidated. Currently, there is a lack of effective drugs
capable of completely curing the disease. In-depth analysis of its pathogenesis and development of novel
therapeutic strategies have become major scientific issues that urgently need to be addressed in the
field. Interleukin-17 (IL-17), as a key pro-inflammatory cytokine, has been increasingly confirmed
in recent years to participate in the pathological process of AD through a multidimensional regulatory
network, exhibiting bidirectional regulatory characteristics. However, systematic summaries on the
synergistic effects of multiple mechanisms of IL-17 in AD are still lacking. This article focuses on the
specific mechanisms of action of IL-17 in AD, mainly summarizing existing research from aspects such
as microglia, A accumulation and tau hyperphosphorylation, blood-brain barrier disruption, gut-brain
axis function, synaptic plasticity, and targeted therapy, and discusses future research directions, with
the aim of deepening research in this field and providing theoretical basis for the development of novel
therapeutic strategies for AD.
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1. 3]

BT /R P BRI (Alzheimer’s disease, AD) & — RFATVERPIRAT IEN, BERER KR, 2KEWAH
5000 Jif5, FikE 2050 ARG R 1.52 0451, AD ok T EE MG AAE, XA A FEE KA 2 1k
SO G AZ)IE 1 i3 TT1]. T AD RURWRALEIE AR, HETMIcin & T B, BIHIR AR T BRI
TR BB 251 P 2 A5 0 o

F 40/ 25-17 (Interleukin-17, IL-17)1E 4 BhE T 200 17 (T helper cell 17, Th17)73 i BIHEFE P4 20 A
KlF, fERBERETFMHENEMAG. ALK, IL-17 v DUl 25 R e g iEbrm Rk, %5 0
BT B IO 23 R 184 588 g P T e 5 22 B ML P AR ORGP PR s (2] AR, EMSME R AEELE SRR RN, IL-
17 Bk FE 35 A SR s BRBR B (R 3%

AR, Rk PR AT IL-17 7E AD A IIEA . 20T FI iR, AD B3 ik
HOIL-17 IR R R BB TR S MERSE, 7R AD SRR A A, /N RIS « A R K i 2H
U TL-17 RIEK TP R IR E LA [3]. XEIFREIL IR, TL-17 WREAE AD MR IR E R BT
PHEE R (O A SCERIR T AR S IR BRI 7T, 32 /NIRRT 48 il L B-E i A 2 1 (beta-amyloid, Af)
FRE AN Tau % A = L BEER (L . LK % F& (blood-brain barrier, BBB)W A e . SR nl 88 ME . ¥ [R)IR
JT AR EETT T 9 IL-17 £E AD W BJIG IR N H S ik, I — PR RS2 B

2. IL-17 B9 ThEE
IL-17 EE R CD4* T 4001 CD8* T 4Hf »oT 40 AL AYH AN G A bk ERE G, 8 T 4052

][l
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A (TCR)HEE A A REAH AL X (IL-18 A1 1IL-23) 3RS B 75 =4 . 1L-17 B 1l it 175 S8 4 R 110 7= A= [l 4%
SRR A, BT DUR IS EARROE B 5T Ry (IFN-y)—EC 3G 5 5 W5 24 i R o P 200 1Y) 248 R
AAVER[2]. 125 T 210 L, TL-17 B2 28 40 K7~ (4 IL-1. 1L-6 CXCL1. CXCL2+ G-CSF. TNF).
UYL S 4 8 R BRI =2, TR 5 5 B0 By Sy 1 5 1) AL 30 9 R A o

3. 1IL-17 E R EEBERH

B TIE R E AN, IL-17 S 53R IS 2, (R ERCAT N 5] R A5 EE T % - Ribeiro 55 A1
— I HR , TL-17A 72 RN P B B AR, AR AR K F 7o TL-17 AT LA 18 o 5 1 4o
SE RN TR, AT DR 0 S il m] BB 1 (R i A2 4]

Lee S5 BT AT, 200 MBS TL-177 XoF DK PR 79 /N A [ X 3 —— S A S i 3 J A A T DA™ A 1 o
BRI RFE o AEAR A ] J7=h, IL-17E 53k IL-17RA H1 IL-17RB [ )= & oA BAEH, i
PRI TE AT I, MRIEALAAT s TR AMI S A A% X 3k b, R0 T4 #i4 JG H 1) IL-17RA Fl IL-17RE
5 IL-17A RUIL-17C Z540F, o DA SR otk 51 R FERERE4[5] (6]

4. IL-17 ZEF/R BB P RIER

IL-17A 7 AD T#yiE S HEISRIE MM IL-17 £ AD F R EERE G ML ER, mh
MR DM RAE R N, EER TN RN (23 Ap/Tau FHEE. 38 BBB. 1EF T fim dhZE AL ) ik
AD & .

4.1. 1IL-17 5/ B R4ABE

7N S5 240 B A DR AR 53 ) G B T 2, TESERE RIRRAS . By 009 B A4 RN K B 73 48 52 07 T R A
F R H B INE FH o AHA 220N s 0 0 PR o PR T ) 2 3 5 R S A R - {12 9% 40 L ER] - 95 14 4 (reactive
oxygen species, ROS:RAEHE#H & SOE Mt R, it —DHtnt& o, il AD FRESEFE7].

FEAE ML 2T, AR W], IL-17A W] DUd i 456 /N B 40 i 2 1 1) IL-17 5248 (IL-17RA/IL-17RC),
IRENAE 5 Rl (W1 TNF-a. IL-18. IL-6)FELIE FHERIE, EEMEEERIAE, FE AD MEANE8]
[9]o b4k, IL-17A B LL IR/ R AHAL N Toll #5244 4 FEERE 76 F 7 88 HISRIA, Wufii% FF «B i
P, P IRE) 98 R KL R % 5 9]

TG EIGER AR, IL-17 MER T REEIES ML . AW ARRM, Bk IL-17A A2 825 PRI
N TR ANB S R R AN A RIFFWERLER, AT DUR IR/ SR 40 B (035 1 ALk FLR T2 9] [10]. X — &I
AR AR () S8 BT H SR AT IR 0 =

4.2. 1L-17 ¥l Ap FARM Tau = E BB

A FRIRI A Tau & A S FEEBERR L2 AD AW AL T A E 2R 8. Ap MU A T REH
PEREtE, EREIET ORI, R S -3 AR S R AR B 5 22 R ETE AL R G
515 Tau 8 F1E 2 LRI FERRRR AL, 351070 A 22 JR T AR ZHEE 1] e B 2T AEJH 45 2 BOR PIUE &5
K IF ARG RIS . A SR MAITC S R DI RE AT, = EIH 2 B A T,

AHEFURIL, IL-17 W] LOEE (et AB HIA ORI HSE BR 7 T AE AD Ao #2 iR (. Bk
M5, IL-17 /T LGEE Bl APP AT p-Je b R AT AR 8 LRI 1 (03RIK, ANTifesdt Ag 14, S ILFER,
AB AT LLETE Toll B2 E0E NF-«B 15 58 % sl ELHH0E H VERI A LFA-1 B 5 R B m Rk MU PR
A IL-17, W Z TR BOE R [12] [13]. BEAh, IL-17 HISRIAIE 22 B T B k4 MR Bia i #E 3 /N i
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JoE A0 [ i R R T B AR AN R LB B Ap IBEI[9] [14]. RIME 2, ALY SIS, R [ AR R
VRS IL-17 TAHARRE T IL-17, 7T LLEZERAR AB S HIME SORE AT AREIR[15]. X — KBk

HIZ5 W0 A BRI S B B -

i B GEOTER RS, IL-17 X A A1 Tau JEEAIERIATRE S AD MR SRR BUE DI ERmAIH,
FEEI IL-17A AT REIE & USRI AN, (20F AB Al Tau SREEMINIIE R . SR, BEE MR, =iE
P T 240 6 AR e S D 5 0 L 2 A K B J A i i B TL-17 A, AR AB A Tau 2R
A, R A TGRSR, &S ER Lo i mgom st — 2%k 16].

4.3. IL-17 5 1in i R RERE IR

BBB S F MR H X #2825 40 2 [ 58 %5 e B, bR 3508 10 % %% % 4% 51 1 (Tight junction protein, TJP)
TER. TIP AT WAL Py R P a] R, 4EREE KIMFRS M. F 2 Cfa i, 76 AD ik,
BBB 580 1 B A . Hrh, 4B T IL-17A SAEIE A RABER AR/ B 7 ) BBB 52 344 I T
SHAD (R4, HAUFEES TI 45710 F A ROS M3 INE [17]. IL-17A 5H 400 E1 IL-17R
54T LLUR I Occludin & AKF A /NEEE 1 B0 MR BBB 5844 [17]. TL-17 AT LA
SN A4 ROS BELEEXT BBB P2 ARG IR, MBI IL-17A kLB AT DLy #e %t BBB (IREIR[12][18]. A
BRI, IL-17 3500 ROS MIMLHIRT BE5 N R 40 M1 NAD(P)H 4804 Bl R 55 MR v S A0 Bl R 0 A 9K 17]

BBB 5E B R T B G IR Bf B AR 5E 2 1) Th17 2 S5 S 2 2 M I8 i 22 06 S ot
XA 21— 77 A2 IL-17A, el BBB $f M2 ROE, S5 RANAT I (A4 o D Re R g [19]

4.4.1L-17 5izi&%h1ER

R A0 i 3 T LR 3 o iz e A7 R SS9 AR, 2T L LR, BiinfmT LS5 AD iR
B AR MAE S R D e 2 (Rl 35 V) ORI A BESE, B BRI AT LS B 5 R0E . MR RRE. JR
B RIS AD WA mbLE . o, GHERATA vE ¥ B AT Re 22 A\ B T8 Tt IR 5 - s 28 A M R TL-
17A [F7KF[20]. WFFERMI, IL-17A 2 W3E HEE SN AD BI85 50 7 76 APP BB/,
TS FHPUAE AR TE RS IL-17AT T 0 R K NI fE, TL-17 BB AL 2 kb i N 41 TR 2
AN, T H AT DU IS 5 IL-17A A OGS 58 B 98 55 /N BRI 2EREB0E FIVE R 7 88 W R [21]. AR
B, i o ] LS HAC M i i 8 S s e TR . 3-FACNEER . RIRERR . 27- 8 FE H 5 B 25 4 IL-17
FIEFZ AD IR RE[10].

R Z FIEIR R, IL-17 @i A YHE - B - It S FORS s b 5 A 22 s, (HR
PRI SCPEATD AR M AR 38, {175 22— DR &

4.5.1L-17 5Efn B X R

S ik ] B i A 28 G TR B 4 M (SR Al TE Th RE B E5 W) _ B Bh &S R RE ), Bl e M2 3 RE 1)
YA FEA[22]. 7F AD 1, Sefil ] VRS OG & F TR EARAE, S5 EEiE BRI 2R [23]. TL-17A /EA—Fh
TE AR AN DR 7, @ PR TR AT PR TOAE 5 B AN S fh 285 1 55 07 U mT DASE ) S Ak mT 98 1% o IL-17 R4
PR T IE S (2 B iR e 28 RN . AT AR i AR A TR 7 13 Rk mT ARG 58 5 fis T 2R P A R D e
{ALE AD FREEFREE A, TL-17 WFAL AR 2/ 5T, 8 98 0 X2 AT Fas/FasL T 1@ B g s &8 o T, Af
KR 1k[4] [23] [24].

HT, KT IL-17A SR AR RIS, DA TR T VPR RN B, A 2 4 S0 R
NELR
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5. IL-17 $B[E;RTT RO R

IL-17 /& AD #2 A SN A% 0 B Bt WFFE SRR, IL-17 W REfE AD RT3 2 5050
SRADIRERETFI A A (2510 B HAE R S RRE AT, ATEIR T 23, ZHA, RILH A
WG PR EEACTE 7T o IL-17 19 AD S J1A RN 5 i Ty B P () S B s & I 75 72 AD FLIIRIR] Tk, PRIk
XFIL-17 BIRLHGTT A P BEMEIE AD M IR BUAT T, B WHX— a3 . BT H AD 24540
A HPUE R XS AB YIRIX — B — i BEEAE T, $10F IL-17 A9 7 24 7] LA [R) - b 22 SRE A5 A AR
il AT 2B T 1L-17 $ERRT7 S IUA I AD TPk nl BEATAE P FITE 77, 2248 s b F) n) 2 i 5
JUUZ R BRI AR TE B Ap/tau R PRI AD B BRI RN E .

6. IL-17 $L[E);ETT BB XS

EFX IL-17 BISRAEYT B AT RN AD 998 BEHE R EAT 0, (ELIk FE A TL-17 BT BEAL IR S5 (0 26 5
B G Bl ML, ANTTHE N AD B IR GRS . AW FEIESE, TL-17 DhREHIE 1T RE 2 B35 Wl 55978 £k
W TS T G 8 S5 RE 14 BN A AT 1) 2 SR s T I RO S AR ik — 28 s, TL-17 40t 750 P 45 ) 2 B 35 1
DG R AR R R B BRI 98 S b I T SR G S R AR R (26281 DRI, R A TL-17 45
YT AD I 75 B RUOGTE I A M AR R G RS SR YR b, TERFEBU AT RN R, 3k S id B2 )
il IL-17 NS B TP B Th e .

7. lEREFEUHRNRFESE R

AHETERNS IL-17 78 AD HEIE BT A2 R IR T A0 AR A 5 /N UL 0T, v R = A2 05 (1 I PR AT 4
B S HAE NP SRR o A N R W FE RO TL-17 LR BEYID R, HA
BB HON R 2%, FEIAENE AD PR AST A A AENE . Ah, ZIRT IL-17 500 R
HIIZNAER, BERIT & DR ERUE Y BB RIS, B IL-17 @i MRS A 22 7 [ AD
R RA L, BB BHAG T E AR R AEIR T I TR O E o RORTFE G2 AHZER, RYUENT IL-17
R A B A A, B IR R BRI HEAT T PR U FE, AT SEBLXRHG ST & H RS HES . 4
HIF IR PRS2 P F4) TL-17 00 750 LA =) P 33 JC S0 AR AT BR SR UAS S e BE LM N &, IR+ R T 248 A4
G n, WRAYA D8 %% BBB BIAHAXIZE RS, M LU HAKEE S 2R EE R OR, /R E
ik TREABGE 75/ RAL . SEIR B A1) S S s 2 25 5 B A ik U5 3G, ST ik R ge it [y
2o DIk, RANTFJEIRRTT T, 2T IL-17 RIEACT BARE IR 1) 22 57 06 AD [ BEAT G HE VP 0 A Fg Hot
ATl R AL R R BEPA Y

8. ZitE5RE

IL-17 19 AD RIEAEIRTTHE R, WM. A FR S A Tau = ERERRAL . MUK BEBERLIR . iz
R RALFTEEIEEZ T2 S AD #RE. HAEIRREAL I 2 EAOME: H—, BV SWiE.
IL-17 "I{EJy AD RS W BT R AE VAR S, ARKRIK G AR S BBUAE R B OAR (Uil 8/ 1L TL-17 7K
PRI, RERA RO ERERE . HL T, RRRNRTTIE ). BEXT IL-17 AR TR ROT R BB TR, AT Bl
REHE SRR L R I D RE(IE 1 BDNF A SCRFRAMAT ), L BFH NRThEERIR. H=, Hik
T HLil. T IL-17 RIAKP BRI Z 570 AD BEATRUEDY =, ATHES MALL IR TT 7 1)
Hl5E, RIHAITRR

IL-17 £ AD KIFALE  BAIIGIVER], JLEE A o0 AD VG 7 S48 seng, (B Rt — D1
AT 5 I S BURF SRR RN o ST AN, ARRBEFURT LA BU R J5 AT S8 58, @arshds
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WA, JBER IL-17 K-V 5 AD W HEERE A A REL, BRI AR BO “iyra 7 s
U, ATUAE B AR e A TR LA 5 2 ALAROR, RGUENT IL-17 £E AD fili 3 (1IN 25 20 AR R AIE S 40
IR E IR, s Esan R A L] Ah, FRhE 2 2RATIEOR, IRASZHR IL-17 72 i
(IERRE - % - METAF) TR, DL TR AL A .

EREFRIR, ASCHIAR T IL-17 48 AD b R IAERT, ST 78RS IL-17 BEATHE AT BT 2 1R

WOARAEAEITN L, Ay AD [IATT B (57 1 B P A
EETH

P B R K SR R BT I H (25MD10, 23MDQO2, 24MDY21), BEpiE #E T MG HR A 7L 5 H

(24JK0687, 24JK0688), PUjik H 6 [X H AR} =1L 4 101 H (XZ202501ZR0034) .
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