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Research Progress on the Correlation between T Lymphocytes and Alzheimer’s Disease LIU
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Abstract Alzheimer’s disease (AD) is a neurodegenerative disease. Neuroinflammation is a key factor affect-
ing the progression of AD. In recent years, a number of studies have identified the infiltration of peripheral T
lymphocytes and their subsets in the brain parenchyma of AD patients, which confirmed that peripheral immune
cells can cross the blood-brain barrier and participate in the regulation of central neuroinflammation, affecting
the progression of AD. In this review, we will describe the research progress on the correlation between T lym-

phocytes, their subsets and the development of AD, and summarize the correlation between inflammation and

the main therapeutic drugs for AD.
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1 AD#RiR

[ /R 7% 1 2R (Alzheimer disease, AD) & —Ff
HRRX b2 R SR A T, DATES PP E DRI R R R
FAT Rl s S EZEFIY, AR 2020 4F & i) —
T4 [ RS T TET AT T 25 R o, i E 60 %7 B L 1
R FR A 2978 1507 J7, Hob AD JR 5 29°h 983 7,
B HBEAFHIAR ) B (2022 4 [FE B /R %
TR Y G 45 R o BEE R D i e
TR , AD YRR AFLT-HZ L T, BT
AD TR S £ T3 956 5 KIEHEY, {HAD 7%
K E 2 W RTEIT R AIREBAR, BN T4 AD
KR BRI R X R AT PG I &
B

2 THEZS AD

AD JIT 23 A 14 B 2 R A 2 TE B A AR B
(amyloid B, AB) Y41 AT A | Tau &5 11 (14 41 i A
RAE 5| Bh 28 5 AT 4 95 45 (neurofibrillary tangles,
NFTs) FIMHZAEME . SRIMT, AD K i ELAR I HL
H RIS BT, b b 28 S RS APAE A RS2 3K
R A R GBI R . 2 X Bl 28 R 48 (central
nervous system, CNS) P [ 1) /)N 2 5 248 e #1222 T
JIE T3 240 L R P 2 P BT , Pl 7 A SRR RN 22
BEPED T B 2 505, AR B A BIFSEIE

AD B # CNS # 4 & iE 5 T Ik B 40 g (T
lymphocyte) (' i FK T 21 )32 8 AH G, IF7E/N
FRBE R 8 5 09 7 A RE AR v R IR 3 6 5 ik
ABULFRYY , UESE T 41 K HE A T 3 3 AD JR 34 1
Z 41 A4 1fiL 1% 57 [ (Blood-Brain Barrier, BBB) 35 1%
CNS I SRR A, 50 AD 119995 31 2% i AR 12
VAR, SR, TR E R B & TS
AD K ERHLH] AR AR EE AR, B ) R 2 2L
YL CD4" .CD8 F 1514 T 4N , o e 3 it 4734
—igik.
2.1 CDA'T#ka

AD BEFAEINE G PE DI RERE T, CD4™JR Al il
i BBB MAAME 15 5 CNS 55 i3 P34 28 i JoR 40 i AR
A FH T 5% e i 28 00 6 PE . 4 Machhi 45 O
APP-PS1 /R SE S B9 Hh & IR CD4 ' 7] il AD 1Y)
i FE R, FRELENUE T HAW A AB-Th1 A1 AB-Th17
B B SR PR ASON T 40t (Teffs ) ¥4 o] 3 i< T 14 J
Bl 1 22 22 45 F1 CNS 1N Treg 1M F7E FH , 2 2E AD 1Y
o PP O A [ B o Bt /N G SO 48 B v
P2 JORE IR, 30 {42 BRI Igl . B4k, CD4'T
S i0 1% S5 223 % Thl . Th17 F1 Th2 2 5 AD #LHI 7R
HIX 5,
2.1.1 Thl Thl WA 40 113t 2 -y (interfe-
ron-y , IFN-y ) R 76 Ak 5 10 200 JH0 LA 144 5 40 it 4 S5 A 970
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YA, F3Y] Browne S5 I SEIGF ST UESE , IFN-y7E K H 11
A BRZFEEAF T TR IS CNS, 315 /NI 5 40 B 1 g2
SEfl, B AR T AR ] 7= £ IFN-y A2 /N 0 4m s
M ABTURRANAN IRz . [, 78 SXFAD /)N BRI figi = 14
4T AB-Thl 40 )5 , AR ¥ T IFN-y AT 46 IR 7 CXCL9 .
CXCL10 fl CXCL11 [y 3R35™M; 5 S0 25 R AH — B /&, 75 AD
B K2 BN AN 5 (mild cognitive impairment, MCI) %38 &
BRI A ARSI 3] TRN-y 375 5 19 CXICIL 10 ¢ B B g 3, -5 775
GRS R T AR BRI LAAN  IFN-y 35 R 1 N
AT AT )N P 3 ALY S8R B MR AR ) N AD SR B RO
MM, & PEAN M B 7 AR 19 [ B R 25 8L T SO RE T 2 i, 9T
SHCAD FBE T R ABTE BRI A R AN 24 Ry
O XMARR T AE AD B HER

2.1.2 Th17 Thl7 2R EZ K CD4 ThlLRfZ —, HATC A
F 5% F i AD 5 K P 6 £L AY Th17 4 A H 5 P4 it K7
(AN IL-17A IL-21 FIL-23) AT B8P [ AR F L 2055 B 2 i R0,
5 UC S AHIE, 75 AD By = H FE I /N RUSTRL R N & B T R
5 /KRS IL-17A  TNF-o. . IL-2 F1 GM-CSF"; 55 — Il 55w, 76
T AR IR /N B T A AN E] i A &2 B IL-17A
A IL-22 & 25 3 fin e, a] L TL-17A 78 AD #k B 25 4k W i .
Zenaro %I T 45 SR 3R ] AR SR AE W) T A 0 v 41
I ZE4E M AL 77 A2 TL-17A, 11 IL-17A X4 22 JC I BBB A 4%
B, FEPTREDT 1Y CNS v (1 g rh M 20 0, DA T -5 3500 FHL
ko BUA BA BudlE 5540 3278 Th17 B2k 5 AD iyl 2 A8 v A
Ko I, BP9 F R, By AD BERT R I H] Th17 X} AR
PERTES | DLTRR P 20 A SR AN 2R 1 THEAE

2.1.3 Th2 5 Thl I Thl17 VERAH R /)2, Th2 o] 43 54l Thi
F1Th17 X 40 A~ TEN=y I TL-17 77 A fR e g, ml 300 sk 555
ABFES% Th1 F1 Th1 7175 5 AL SSRERA , DA%/ MBS T 21 i S
NAE S AR EEZEM 5 b [A]A, Walsh 250038 1o S50 S WF 57 4%
HH Th2 (1 40 i R TL-4 5% 32 5 1 CNS #ilt 28 HAT (-3 Fn ik &2 18
FH 5 ELTEIRG R AD 78 MCI 8 A 41 E it A 2 I e vk B Y T4,
T Bt 25 0 T E P B SR ST 1 I T -4 7K - H B AR, Th2 (4R
FHPLHIWETE S AD IR TR TR L, H ETVF 241 XF AD (1 il
B PERE T IEAERT 4, 0 T 3ELR AD R & A B8 b S A Ak
REVR A SUPTRAEFH 9 Th2 Gae KN, X R 928 2N AT REA 3
FEAE R XA BT AR A AN A R (4 HR R AARC DA 5
AD ISR HAE

2.2 CDS§ T#fe

TE AD 25 A AR S ZRG H , CD8T 4 Jifd B 9k & 30 S 12 3 K
ik 2546 B 3288 T AN ISR Unger 252975 /N BURE ALK 52 B b &
L CDS T 45 /MK S AN LA B b 28 e 4540 3 VIR G , SE 3 IE
HH CD8" T 41 fitg LA AF % 1 SR A6 1 11 77 Q3R 0 i 52 52, Ak
CD8 T 4l A DI RE 2 519 28 fil n] ¥8 1 , ] R ¥ 3wl 285
[F] B — 51 Tau % 55 /s BRI 55 45 S k7R CD8'T 4 Al 7] % i
BBB, [l | EL 252 M /NB T 20 M A D e RE I | (2 i A% 28 98 A
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FEAZIRE )R S, A 7E AD i e . 7EANE RS, — iy,
5 36 T 5% ¥ S 2339 1] AD SR HIZE A0 M B, S5 fd R R
ZHAA L, AD B 41 JE B CD4/CDS8 L2384 hn L K. CD8T 41 it 1
53 FEREAIE

Rtk —HAIESE CD8 FEBE AL I HEVE T 7E8% 12
Wi >4 AD F1 AD # MCI & & 19 41 1l , & B8 CD8 34 i 12
CD45RA4INfL (TEMRA ) LRGN, 3P0 T A0 LR HLA 4 e
SN TR A T A5 OR AL RE O 5 AN B A 1)
RSB A 56, B34 CD8” TEMRA 4 Ji B0 184 22 m 44
AD B — P FRERY, 53 AD BB N 3l WA A 15 T A
JE AT ARSI B HAT 2158 BR 02 T (Trm) 4 AT Y CDS”
T 4R, HA e dr it & 3, APP-PS1 /N EUifE H rR il CD8* 36
i5 5 Trm T 40 0 41 2345 88 A0 ¢ 09 8 11, Bl CXCR6 ., LITAF Al
1SG20, H 518 MR Ge A A0/ N LAY i Trm CD8TT A0 HA =541
RIPERS SR, AT ARV E RS A TE s — DRI
2.3 AF T e (Treg)

Treg /& CD4' 1 — NP 4 W AE, ATl FoAlh Th O #F 1942 2
o UL, YEAF AR . ZEMG R B RS BT A
RUH IL-2 2 {Ra(CD25) K 4% 5k H -7 Foxp3 1 i #e5 F IL-7 2Z {4
(CD127) KB T S, Ba % 3635 Foxp3 Y Treg 41 il J& 2 5
SR GBE T 32 1 CEER . T AR Z IR AD SR A bR
i RAFF 5% 25 5 Wk 7%, AD i & BB 3 B9 1 1t P Treg 20 A Ay EEA71)
A 8 AR EL I S RE A2 8, % T Treg 65 1 b A4 BH .75 1
TR A — AN T BRI, Treg 7389 H AT IE7E W 1k Jg b
ZRA TG A A7 R0

FARIEST % A Treg (R HA451RE T e/ )s BROA A1 B iR 1)
A B I ANRARSEE TL-2 3897 1 Treg A B TIAJIRE Fricsst,
A Treg R 38 338 9145 /NG T 200 B X6 A BYTRR ) i o ik 18 5 12
JE. LA, Baek 250K Treg A M RS A 21 3xTe-AD /N UK N, 4%
AL T /N 23 18] 2 S HREAZ , iR Fs b Kb ARBE
B UTBURI S RE A0 PR 11 =2 S8R Treg 405 514 S
T AD 5 HE & S A B, AR, Baruch %53 i 4 m)
Foxp3 " Tregs fi¥ /i SXFAD /s BR 1) 62 2 Tiif 52 & 1L, Treg 1] 14 54
TNy RS 10 A 114 ik 245 AR 3 5 , 5 B30 28 A A A B 437
TR A K Treg A TE AD W ERE B AAR I . 4F, A B
3 38 LA I A B v /)N BRU A R B TS T A7
PR | I T B T 175 14 B8 I YA /N S I 240 Mt . o
I T AME Treg 162k , 38 1 42 S X 4k HY BRI SME Treg /K i
H 555 1 3 g T 6 A7 far A I I RE A SR VE I i
I Treg 76 AD W W D REVE A AETE 7 I Al FL SR OC 2= 4T%

3 ADJRITEIY

H ETIE PRI 5 Tz B2 T IRARGE R 4 259,
ZARWRSE R ELRLTT AU 2= At 5, 388 2 90 ] 2 /AR O R
(acetylcholinesterase, AChE) Y AE F , N1 445 AD S F kit &
156 I B 25 517, 55 A N- H 5 -D- K 4 % B2 (N-methyl-D-aspartic
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acid, NMDA) T4 7 36 4 M2 1% 28 5 e —HEE Ty 7
FEREE AD WYY, AR 2T B AR RRTT 2595+
AD BHEINE A . R BN, 228Uk A Th 54
i AHANII ] Th2 s 45 7 R ERLTT Al sk AD 835 I o i) T 240
JRLHEE , ] Th1 A1 Th1 7 EAIPH] Th2 ; 56 S RITT LR L
I Th, {HICEEIN ) Th2 88 Treg™ . 3l 1<t J4 15 i - B Bt e 352 00
IHEE T B 250 H @2 RN (GV-971) Bk 5% BT A7 55015 52 1 1
ARG RIS, tI8/0 T K Hr Th A DGR 28 G SES, 7E I IR
RS RAFIITR . B AT AD 25 & o S KRR AR R0 )T v
{588 BB K i Aa , SRAEW LR T I PR i A R IT 2 26 2 K
O, A IR KA T Z 2 I R LACE AD B9 i 1 A 2
Tl o

4 R

Zi bR, KBRS EAEW AD B 1A SNE S T RE 2
L, A1 T b B 0 R L I 4 e B W AD AR R 2
RAEI S T, S B2 B BN ARG R BB AISE . HAD
() % DL AL 260 B R R A%, LR HLR] B RTE DR S48 R
rfr T S ] A 2 ST I A% (R 2 EAE T R 5 G
P REA IR HE LR AD SRS FRIF S 7 1] .
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