— 1016 — BERERKFZR 2025 £5 50 £5 8 #5 (Journal of Chongging Medical University 2025.Vol.50 No.8 )

IR 5 B2 R 0
TREM2 £ Bl 713 75 185K 2 9 BL v (63 0F 2 0L Jé

THAT, TR ARKIE B B, ER
(R HErP 2GR rh PG R 45 4 2 b AR B 2, K 301617)

DOI:10.13406/j.cnki.cyxb.003862

(4 Z)PI/R S B5 (Alzheimer’ s disease, AD) & — Rl BB IR Jg 1 i 20 0B AT M 500 , D8 HC 52 2 BT TR T (A 2
TR ST- A8 B 0 AR TR 90 0 B R R B . AR SR AR 2 AT R B, /UM 5 A4 L e 1) 6 R A R A2 1K 2 (triggering receptor
expressed on myeloid cells—2, TREM2) B SEZE AD i 77 1Y Dy e HH 7 3 75 AD B & AR A J v iy VOGS A €5, T S TR YT
AD Lo ARZEIR LI TREM2 VLA KL, BEIR TREM2 IR W27 4 A0, BB AR AD = O BIAFAE ) F 2 T KA AD
P RL R EIE T o BAEITAR TREM2 76 AD "R FI Y 1 i, LAWIOA IS 28 AD W67 IR EHHL SR AR 275

(SR SR R J Bl /) Dt R 5 B R M NI 24K 25 B-E AR B 1 s Taw B 1 s PR 2R RAE
[FESES]R741 [SCEkFRERD]A (Wrfs B H#1]2024-11-22

Research advances in triggering receptor expressed on myeloid cells 2

in the pathogenesis of Alzheimer’s disease
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[ Abstract] Alzheimer’s disease (AD) is a highly destructive neurodegenerative disorder,and due to its complex pathology and insuffi-
cient treatment, it is urgent to explore new targets that can directly address the root cause of the disease. In recent years,, numerous stud-
ies have shown that triggering receptor expressed on myeloid cells 2(TREM2) in microglial cells has the function of delaying the pro-
gression of AD, and its abnormality plays a key role in the development and progression of AD ,with a potential of being used as a target
for the treatment of AD. This article reviews the biological characteristics of TREM2 and discusses its important role in the three major
pathological features of AD and its potential as a target for AD treatment, in order to deepen the understanding of the role of TREM2 in
AD and provide a theoretical reference for exploring new targets for AD treatment in the future.
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1 TREM2 #5455

1.1 TREM2 #) 57 & Az &A% i

TREM?2 J2 it 8 3R A 1 5 1% (ig—superfamily , Ig-SF) 1Y
B B AZ A, T2 AR NG /I S B2 M A A ] W A L AR 5
AR AR A0 ik . HE R T AR (14 6p21.1
AI/NEL17C3 B 5 X3k, 707 5 26 kDa, 45 230 1~ 2 5%
B2, & 5AAM T, TREM2 45 F4 645 4 i 4 v B G g BR 7R
FIEE R SR 25 B | BRI MR R 235 4y Sl A i 2 2

TEPAR A R GE b, /AN BT F ) TREM2 HAy G i
B AR BAR B B W e 24 T A FFOME. H 5,
TREM2 5240 5 [ 85 500 1 Wl R 8 A IR A A RE
AR FE A KR AR 45 B0, IR Gl A B IR A5 A B
DNAX %75 & 11 12 (DNAX-activation protein 12, DAP12) af
DAPI0JE B 44", J5 DAP12 () 502 52 PR Bk E R AH G (1
% ﬂé‘ﬁ%ﬁ?(immunoreceptor tyrosine—based activation motifs,
ITAM ) B R AL, , F73 55 U800 9L 1 20 B J I (spleen tyrosine ki-
nase, SYK) , #EMI 8l 53 Y R0W 53 1, AnBE IR Al Cy (R LA
3 J#% 1 (phosphatidylinositol 3—kinase, PI3K) %5, [A] I, Ca**4h
i 22 S35 Ak AR (U (mitogen—activated protein kinases ,
MAPK) F175 1155 2 L2 11 (mechanistic target of rapamycin,,
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J¥ %] (the tyrosine—isoleucine—asparagine —methionine motify,
YINM) , o] B $40 55 PI3K A 5 T U5 5 d e, A 430 1
JAUS, LA 1.
1.2 sTREM2 #9245 /5 &
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1E His157-Ser158 1 &5 ¥% 4 J& &5 1 i 10 (a disintegrin and
metalloprotease domain 10, ADAMI10) Fil ADAM 17 V1%, M
ifi 1g G5 AR I A5 LA OF 72 42 sTREM2", sTREM2 TE7E T i
W (cerebrospinal fluid, CSF) , IF5 AD &A= # Y] AH R
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# 2 3k TREM2 (9 50 4% 20 Jig 3% /0 | 1l 9% sSTREM2 ¥ & 70
TREM2 mRNA _F 3™ oAk, il i 45 4 8 1 £ 85 /M BB
240 L 4 S M 3D WL PR 2H R B ok AD XU A2 A, v
157922621 S5 AR A Wi ¥ L R 923K, I 2048 sSTREM2 i 74,
B SEHE—GE S sSTREM2 15 AD % A= B UIAH G

2 TREM2ZEADHZELARTHEEERE
2.1 TREM2 i it % vh AR 894K & AD 5% 22 4% /2

TREM2 75 4845 AR QM- b & AR L. fESEH Rk
PR, cire TREM2\ul T AD 955 81 v 114 3 35 7K 1 1 PN stz

2 AR TR AR P B UM G, RS TREM2 2835 1 1
AT /> AR LARPY, ITM2B/BRI2 5 B 26 (i 28748, il ok AR
HIARZE 1Y o—sr AR B M iR 2080 T TREM2 9 33K
[EJEERE W AR W UTARR 20 i P9 A 538 6 J5 T8, mTOR 3%
BE L34 TREM2, 3455 SXFAD /)N U iB AR 3RS RE BT B3
BRBE T, s I BARRAE

Ik, sSTREM2 R 3 53 14 5% /1N 0T 200 i 38 5 i 4% 2 A
TE L R BB T A A R AR Y BRSO B A v b
VE MR ER (A BEHR G AT, 6 Y M R AR R S R DG EE AT 3
P4 AR, BF A B STREM2 fiE 5 AR 454, BLIE T i %% AR
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22.1 TREM2 X Tau 2 HBERR AL 1Y B4R IT4ERFIE R
BH , sTREM2 R 38 15 5 B 28 SO 16 45 2 I B g 2 ( transglutamin-
ase 2, TG2) M 25 &, H IR Tau & 1 (W 85 2 1b i
TR, TG2YER sTREM2 W TIReM: 321k, 52 45 & J5 i 75
S Ras [7] V5 2 X 55 A B3 A 7E S188 4 a5, B4 i iR Ak, 410 il
RhoA—-Rh A 3¢ 3 iy 85252 334 it — 200 ARt I /5 s ity o ity 3 8 308 1%
M, 1T BELIT Tau 25 7Y 55 SRR ALY, R, sTREM2 ¥
TPE R B (77-89) L H &R &K 3R R ME L i 3k
sTREM2 B45 T 05 4 K AT 52 350520 Tau P301S # 3 K/ R
P LT AR 1 o, IF 0 AT D BERR AT, X 2L gl SRR
{38 7% STREM2-TG2 Hli 7E Tau 5 B A (9 S 8P, de
HU ) STREM2 FF & AD I Tau £ FRG IR IT HEBE AL T S804
P o F AD H TREM2 {2 9F Tau 25 (1 85 A2 L A9 2 5. 1k
Ab, TREM2 28 1 1] 5% A0 85 v 12 J5T 155 9 192 Ak Tau 95 B, K
Tau 52875 5 (19 /N E LA I A 5 1 R - IR TP R & il - TR 2
LA TR S AL T SR TR E R, (/I o 200 ff
% L E,
222 TREM2 X} Tau £ [R5 A% 1 SO 4000 38 04 1 7 5%
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PR, 2378 4 toll BEAZ 7K 4 /0 T (1 MAPK {55538 5 &3 i
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