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Abstract: Alzheimer disease (AD), a degenerative disease of the central nervous system characterized by progres-
sive cognitive dysfunction and behavioral impairment, has gradually become one of the most burdensome diseases in this
century. At present, the amyloid cascade hypothesis is a widely recognized theory on the pathogenesis of AD. However,
recent studies have shown that the immune system can play an important role in the occurrence of AD. This article summa-
rizes the relationship between the immune system and the development and progression of AD from the existing literature ,

with an emphasis on the role of peripheral immunity in both the innate and adaptive immune systems, aiming to provide

novel ideas for future research on AD in the immunological direction.
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HARR S ARE P AITCICIC M . TR S R G
SR RE v i1V I ER 1 O SN OIS P Sy VA O
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T L 200 2 5 A G, AN TR 2 Y 64 T 7k
Eéﬂiﬁ’@ﬁ%ﬁﬂj%*ﬁﬁ$lﬁ]%y}ﬁﬁo il i Bl
P4 T 41 L Chelper T lymphocyte, Th) EL A5 Hp Bl 5l 3 5%
240 g S FIA IR S 2 P D 5 5 B R T 40 A
AH B, P8 15 VE T 20 J (regulatory cell, Treg) 1 il 2 fif
o 5 RV S 95 5 20 B 75 M T 48 (eytotoxice T cell,
CTL) , W FRA P T AL, AT AR SR A% s A #E L
JEAARNE . Bk A 2 SR S . B
20 T A5 TE LR AR, S A0 B A ) R S AR
SRRt EE g TR R ARENCRE /IS S EP Uk CAEA)
PR I B P Bl T A ) 20 B A = 0 4 O 2
& i (antibody-dependent cell-mediated cytotoxicity,
ADCC) HEHUARTEBR o 74 SO BT, 11 f
P N3 W VE B T e A HLARE R GEAEALAR RS
W20 207 TAE . IEAERINERE R, RIER G S
T 2B I KR TR R LR T 2R TS
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2.1 B

BTSN R F 2R AR VEAE N . 7E AD 11
AR, A ) A A 3 Ao A W T BE R R B
H AR AR Yuede 4518 , KK 1 £ 60% 1) AB
s =AM o AR AD /N B RL A B 5 - aIE S X
— R, K 2 40% 1 AR 38 1 1 28 A1 B A
HREUERR" . B AR AT IE i 1A R e i AR A A
A% AN M s T i PR E A CNS. 7R AB 2R 4R
PR v /NI T 20 8 1 Al BT TR A i B
AN SFHE ) CNS 19 AR S [ , B 4 e 3o ik HE R T
#a B R F 524K 2 (the C-C motif chemokine receptor 2,
CCR2)4- 3 1 A AR FH 25 4o o i e B R A v iR i 4%

+ 1149 -

THERABMYER . R4 AD & Az i B v AN il A 2
AT AL 2T AR T R ARV BR AR I AR T
TR N EAAZ AR, PR AD Y5 SAA% 48 Y 7 05 1)
RESZ BN o /N 5T 2 2 rh Rl A ) S i
AN, 75 A S B Y LR AN, AT DAV R AR Ik
FNAZ A A0 A, LI BR AR AUBE J1 58 T4 R i A%
A

BICRME AD 1 o A B LA 11 40 3 Ak Bt it 33
(cluster of differentiation 33, CD33) . fifi 2 40 i fih & %
A& 2 (triggering receptor expressed in myeloid cells 2,
TREM2) 25 11 E(APOE) 45 , 11 3 £ 3[R 55 B A%
20 ) W 0 L 0 A M DD RE S DD AH G . CD33 Z i
FR 3 I B M 2 RAE R TT 27, AR R R /NI ot
2 B S o BRI, R 38 CD33 1 /0N i S5 4 410
AB WA WEVEHT o TREM2 & [ 4 i (1) £ 112 o 2R
1 S5 1) B T B RS2 AR, 7R CNS R TN
B , AT LS R BT (RS (iR R MR 85 )
K AB &G, EERIEHURAE N A JE /N 5T 40 i 77
WG AT BRI A

2.2 PRI

H P A0 R SERE 2 A I IR S B A B A
P AL, I A A WA UL A IR Pk
20 19 19 A1 I B (neutrophil extracellular trap, NET) %
575 ER . 78 AD B FAD Rk [N B R
i 20 2 b e BAT IR T P R AR B AD /N B
T8 735 v PR 20 1 ) i b B AR BEHGE AL IE R
—SEBIFFE R B, rh PR D R A I PN ARG B SR A
5005 ML 7 B 22 CNS, 312 55 AD 5L B BE
RS v HORE AR AN AT A 1A RE B AR, LT
DAE I =6 4 1 A8 rb s, BELAS W sl o e kil
2 Fh R AD R Sl SRR v 55 MR A T AR
IR ANASCRT A1 A B 0 0L PEE T P el i
FE PR AD /N U (SXFAD 1 3xTg-AD /N H  fif
FHBCIR T A M BT 6 5245 37 44 G6D (lymphocyte anti-
gen 6 complex locus G6D, Ly-6G ) sl 47T Ik % 41 A 47T )i
6 5 A i i GOD/ATLIK L A HE ) 6 42 45 (32 45 C (Tym-
phocyte antigen 6 complex, locus C, LY-6C) $T#& ($i
Gr-1 T4 22 ik v PR 20 e T S 22 i/ e s e 2
PR B 7 B /NI B 240 S A RS L O ek /N BRUTE Y 2K
I R ST 55 A B 28 AR ) 5 Il b A R B, X 3R
BH v MR AN BB A% 112 UE AD IO BRAE S . 24 CNS
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K S SR, H R AR A AN E RS M
AR A RS IS AR S AR L 4 UR-DR
(human leukocyte antigen, HLA-DR ) 1 19 40 fifl 504k 37t
JiL 11b(cluster of differentiation 11b,CD11b) FfREHL 4
FEAT T, AR R A0 7 L 4 A Z-18 (IL-1B) 1L
6 IR IR BE K F - (TNF-o0) B8 13 AL P T (MPO)
FMINET, 75 AD &A=, s 4 i 76 #a Ak R R
TN A A A0 i 2 1 B CCR2 AT CXC 36 e A fb R 132 14
2(CXC motif chemokine receptor 2, CXCR2) #a1k 77 1
CNS.  FRHX 32 A w20 i mT 3 i B i NET L 7%
PEE(ROS) . MPO FIJE 5T 4 J 25 (1 i (MMP) 5 E0pf
2 RAEMH LR

3 SNEEMMEEREEADRHER

3.1 TikE4uk

T 94k 8 48 LA A 928 3R 0 1Y) o 2 2 WL 4, 7
I i 5 e IR b R R E AR fEAD KR
R TR AN R AR AR A A (tau )
WO, AR tau 25 B e B0 B 2 A0 A L
AR BR8N Z IR B Al 2 5 B U A
4% & 1K (major histocompatibility complex, MHC ) 43
TF45iG, UPLEIK-MHC & & Y1 03k Thu R 2
SN A R, AE BT IR B A 5 T U £ A0 4 ik )
PE R, eIk TP P S 40 M R T BT AR-MHC 2
BP9k T IR EL A R TR, DT 5 St 3 45 T 9k B4 4
O D = N 1 [0 GTR T A= B O L A
P 5B 45 CD4 Th 4 LA 038 B bk U 4t 3% Ak, JF
2K AR A AB R S A B BiiR . AR FESHE Thi
YR A y-THEZR (TFN-y) F TNF-ou 55 241 Jfd [ -, [F]
FI 3400 334 44 5 P4 CD 8T b L 4t L Ak, 4 7T 37 I ik
JETE A AB ORI . 7E AD 5 B FE A, AR TR E
YA AT TIEBRAMNE AB. I TRINATAR S
SR AR PRFE ST , i LA [ R 5 350 A1
AR T B B A 38 R G PN AR VR B T v AR
AD RIERE,

3.1.1 CD4" T4

3.1.1.1 Th1 400 Thl 40 e %58 35 240 ffd 7
92, A T I WG A B A Wk A D, 4 W6 TFN-y 1 TNF-au.
Th 20 34 BEAE (2 i /I e 5t 240 At ok B2 0 A0 A A B 7E fiki
PICAR, DT S50 2EL 2 0 , sk 2 ) AR 4 5 A R
BRI R A OC . AH OGS S I E ST, FH AR ¢
S CD4"Th 4 A5 5 MHC 11 28 /) i J57 240 it FF 385
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B, AR AT DUIE I TFN-y {55 38 8020 SxFAD /) BB
AU AR BERTAR . A EEZ T, 19] APP/PST AD /MR
i PN 5 AB 45 5% CD4Th1 F CD4*Th 17 %500 20 Y
(effector T cell, Teff) A] 4 =5 AR B far , fi /)N I 5 41
JROE AR, S O 28 SR SO S AR . Thi 40
AR B R AL T I FES B A rh | SR AR 9%
B A, BARAE R AR RSP Th1 40 A] ¥ A J20 AD
/NI LU BR AR, H R Bt 25175 5 /N BRU™ 26 i
JER A1 ZF TR, Thi 4HM e AS A () 2544 K 4%

3.1.1.2 Th24ififd  Th2 4 EEME N SRR S
5 AR E B IR I A0 5 43 Ak [ 43006 TL-4 115 F11
TL-13, e =3 PR 8 5 A S 2 b BT Th 2%
BH W7 Th2 20 Jifd I &5 2235 19 oV F1 B3 #E A 2 1T B AIK
Th2 40 41 il /I 5 40 i & AL BE 1 o BeAh , /N
JT 20 A il /AR AT AR A 4K PR 32 44 B 5L (platelet-
derived growth factor receptor B subunit, PDGFRB) £
05 R Th2 200 6 00 6 /0 B I 240 b R RE 1 RE T o PRI,
oV B3 EA KA PDGFRB S 1445 Th2 4 a3t 4 76 7
() 5 712 APP-PST AD /) Bl Th2 41 itg ] LA
T AR MR N HERE BN 3 T AR K-,
AT B T R4 i 2 2R M R 1T AR S B
BEF AR . AR HRSFPE Th2 40 il 2k 3% APP-PS1 AD
/NEUR TR, TR ] el 20 4 By A E B 7 A i A
TEM AR AR TE . SR, AR AR RIS T Th2 20 ff ]
PLSCAHIATT AD BB S

3.1.1.3 Th17 40 Th17 40 3= 2 4 55 [
HHPERIAER, TR a] L4 T-17 (1021 1122 %
MR-, Th17 4005 AD B3 A0 E LR 5
EASE . Th17 40 AE AD G A% UE 2 v il = 248 FH A
BT 20 W 0 TL-17 0 TL-17 B a] UREAIG AD /) U
e A RS KT AD BB AR ZH 21 i CD25°
FICCR6 Th17 21 i () 75 43 Hb T 5, 3k S 40 it J2 3% £k
FOAE 8 Th17 4 M+ . Th17 28 i) i 41 40T Al
SREM AT, 24 Th17 40HERIE G 5 5, AT
S0 R TS AN A A . BEAh, Th17 4
Z2iK K Fas B A (fas ligand , FasL) 7] DL 59 #4290
L Fas 456, FEUG S AITH T, 25 1, AD /MR
Th17 4534036 £, ] 1230 fil 525, — 7 16 43 W
IL-17 FTIL-22 4 ffl K 77 A= R i 105, o5 — T T Al
1T Fas SR ph 20T,
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3.1.1.4 Treg 40l Treg 20 g 2 30 il f 3 2
N7 27 G 28 T 52 19 G B T AN ML A . Treg 401
T H AP VR T RE AR 2 PR 48 S RN 28R A TR
s R & A AR . (EAE AD AR A AT 4L,
Treg 4 M B /F 1 AT BEFE 2 AD %55 (0 2E J M A8 1k
FE—TRARFFE S0 1L ) Treg 41 HOFESE ilEE T AD
/N RS e A R 11 R /0 T BREBRAH DG/ M
AN R, PRI , Treg 20 7T LAID ] AR AHSGIA
BRI E R . A BFIEHRGE 9738 Treg 40 i v] LAY
S8R TR TN 1 /8 Jse S5 400 B A 8005 , I RE RS IR & >7
A~ H APP/PST AD /INERIIA RN DI AR (A 742 22 L Ve
7 M 5 e S ASE TR vy | Treg 210 i 4 4B 38 2040 1) 1
TNJIRERS &, 3% 2 Treg 4NN AD BRSO 1 5%
i)t 3/ 5 505 Je JUr Ak R B B DR 561 Treg 4
JRAE AD KA K J i i VR R T B8 1 — 25 A9

3.1.2 CD8' T4l

CD8" T 4 il , Lk A CTL, A& F A% 155 40 g P
s LR RIT b RS 4 M o RO O B ST AR L MR T
CD4" T}, CD8" T AT ) it # RAGLH L . #F5E
K, TEAD /NI DR fE e S R L
(JtH & CCL3) MGy CTL I ™M, R =z 4h , 7F
AD & 1Y ik B (CSF) A A& I 3] CDS*T 4k [ 21
JatsT o AR JE I G RGN 45 SR R, AD B R A
T 0% B9 HLA-DR'CDS' T 40 i [0 f61) %8 5, JF AL B
SAE AL P T I RO N . X R T AD R AN
I H Y CTL A F 3R A o DA b 3 BB 4 3 $2R
CDS'THIIZ 5 AD I kA KR,

3.2 Bk 4

B Ik U 448 J0 BE 0% 0 b 1 o5 JELAA RN D %) S 92
BREE 1, AEARAS M e vh LA KRS WA T ik . £E AD
s BRI AR AN B B Ik P 40 LA 3 e i i B
TNV S SE T RE T . Bk ELE A AE AD KR
Az I v TR A R R T R A5 i AL LA 43
BRI MR . B E AR, ABFER N DTN, §: 3K
P2 TTAZAL, TR SIAILAAR (9 AR B2 A2 B Ik £
A B 7 A X AR B BTAAR , BH IR B RAE . 5T
N, SR B UK A i 3 00 1) e E BR R G (1gG ) RE
BRI/ NS T A M 1) Fe SZ RS G, W0 /NI Jo 41 e
PR WA N TN AR AT bR (R A kil 26
W, TG K H AR Re 52 A Wt TG /N S5 240 B A AL 1l
P2 R AU 38 52 43 Wb R AN B P 1 R 4% 1 22 S PE AR
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R S AN, 1% A6 Y B ik T 48 i A8 38 o R ik
TNF-o fig i AB BFEHUE L SR s A 30, 4
B bR LA AL IR 1 3xTg AD /)N BRURSE L 11 o 512 5, 25 5
BAB BEHLJA [l Y 1gG T , W0 /N e o 40 i i Afe 58
A I AD (e, AR B Uk T A0 A AT DA g
AB BRI FIAD AH G/ NI BT A0 B A G o AT SiE
Ze/NELAD R E R, 3X 2 B AR B bR L 40t ] BE
AD BEZ 4"

TEFT R AD BIGST i B 10) AR 2 A SR T ik
WoR  THWTERTT S . 78 AD Sl A v ik 5
NP EREE 1 (IVIG) R 52 38 AR Y35 IR /0N e J5t 240 i 9%
o E N RIS RIS, IVIG IR YT IR B I ik
¢ AD GIEINHAE ) TR, SR, 542 2 R5NA
I7 I R A LL 1252 IVIG IRYT I R 35 1ML AB42 K
FRRAK T ABHUIATCRE S M 5 32 KVE M ADIRYT
F Bz — o AB B g BE UK B KL IR B 5T (Adu-
canumab ) & I 138 52 G AH SCHL RN YT AD IR 2
i, —WTREAL BUE 22 R % R 1b BB 5T
N, B AR BEHL A D K- 5 Aducanumab ) 25 2
S EAR DG . 5o B A L, B ) B 10 merke
LRSS 52 FA I A I RS 2R A i - B8 73 (the
Clinical Dementia Rating-Sum of Boxes, CDR-SB) fiifij
o K PR 25 K 48 %8 (Mini Mental State Examination,
MMSE ) 15 1 ] 2 23620 o 11 19 300 AN 58 5 9 T X
BB IZ 25T UG R ORI T i AR L H BT —
325 EH RN ABE ) T BRI . 5 — Rt
AB FFEFEPUIA Lecanemab AT S , ALk D> T
B R AB & &, M HIARYT A B E AR IR
18 4> I iy CDR-SB 373~V 14 LL 22 JEE 5 4H % 0. 45
5320 Lecanemab FRPT 0 7R HY 45 114 7 B 5 9 09 2%
INFR B3 (H A HA R R 120 Y BGE AR 2
AE N BEROCR , A R IR PO R . X
1% T RATHY IS, AB T AE H & AD K MLl i) —
W53, 53 A — Rl B e R 1Y tau 85 F, AT ZEIRAT]
& T,

4 BESRE

HHTR AD WF5E AR SATI AR th T LLTE Ry R )
WA UE by SR 4 AB WCAR , LA e Ao 5 B 5 P AT AR
R AD (i . HETCWESE N AR R PR R p
PUi , @ Aducanumab P47 | Lecanemab P47T , AR 1%
TR A &> AD S i AR TR, {HEF X AD
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SN B AR IR 11 2 i O A UL 2 3] Jd 25 A5
Bifi #5 X AD & I AL B AN TR 28, S siE RGEAE AD s
AR VE G R = F AT . fEAD KR
JE R AR RGN E R S 55
XS 5P R PUAE AD R BEAS R A1 Il 28 40 it
FA) AR 28 P 938 0 225, B 224 471 ] 6 8 4N i 332 i 31 CNS
RN, A1 JE A 5 A0 L E CNS 72 2 £14 5 B0 140 25 114 47
PER B o AN AL 3 2 G 28 AH OGS AL B 21 AD B
ML JR () TR0 A v AN BT AD [ 112
Wi, i ELA AD IS 16 B HE TR S . R A
[Fi) 24 780 (1 S 2 A0 M 2 #E AR TR A, 9t A b 46 B 2
R G5 IS T A0 I 1 A . [RIIE, R A
A 43 HT DNA \RNA % S 4l Fn At 4 53 () R
ML AT RE 23 B — i R o 28 LTk | Bl 4%
FREE AR R PRGH K J 4 10— 2 ) B A D o B A P A
FRORF G ) B 22 S e LR AT R T AD Y L2 K A
‘Jﬁﬁ“zv”%
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REILRERATHFEFTRIIFRE L.
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