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Abstract

Alzheimer’s disease is a neurodegenerative disease common in older people. Alzheimer’s disease
pathogenesis is not very clear; the research found that the inflammation of amyloid deposition
caused by activation of glial cells is the core pathogenesis. Recent studies show that the CD14 sig-
nal transduction pathway and gene polymorphism in microglia activation plays a role in this pa-
per research in recent years. The relationship between CD14 cells and MG in Alzheimer’s patients
in peripheral blood mononuclear cells was reviewed.
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1. 5|

B LR AN T BERE BN NS, B 2R T BR 9 (Alzheimer disease) UL StiC A2 BEfG Ry 5115 ) 3%
B, BT DOARI D RE AT IR . KSR AIAT AR A AR WP IR 1T PR M[1]. AD R EAFIE N
PR RVEPERS BERERR AL tau SR PR 2 SR AT YRGS . I R R 2 MW FU R WY i N 18 1 %
S B F] RE R LB B AORALE . —, S5 RIERMEA 2R RN NS DR
&, /N RE(Microglia, MG)/2 H BB R RAEAHM . AD BN p-TEH B 5 H (B-amyloid, AB)H)
Jo B A7 AE KB G ) /NS BB, 3 AME LN PR A BK R i MG 7 2 R 4 BT 5 AL e e/ o
SRR T AD N N IR R JOE S, MG A7 LN JORE 2 AD AP CHE[2], AS DAL
MG AP AAE R 25 34, B3N 1 MG 70 (2 JORE R VR TR 22 B 2K, £ AD AR 5
FEL R 9% R 2 344 e A P

2.CD14 £ AD BE N MG BUE+R1ER

T BRI 58 R FH IE W 1 & 5 I 2 43 6 (position emission tomography, PET)$sz A m] LU S0 /I B 5 2
TENIE RN N S, BT MG LR A B B S 3R 4 T — /N AL AR [3]. Edison Seilt i 51 &k 0K i
B2 B BE 1 MG 2 H 138 2 AU 5 AR TERFEBEB & &3 DIAH G, 10 H 5 12380 N BN KN RE 2176 9% [4].
Okello 25 SN N TE SR FE AN BRAR K19 AN FNRE ) I FRARS MG IS J%[5]. AD /I B BLA ] s iR
O RO I BLAR R AT 0T )5 s MG IS 5 AB TR SR IO AE DG PE[6]. A B Fe 4 SRl Re 55k
56 A FH RO TBOR TR O AR ) R 0%, R = 3 BT 43 21 1 45 SR mT R R BRUE A [ 7]

FIA A AR 14 (CD14) /2 —FiRe 57 M B 40 MR WA PR T AR iC 4, TENLR i, B iE R 5051
LI — R S B G E ] . CD14 Dy 2 [9] 14 2 b 41 i B B 23 i 2 Bl (LPS) 244, Ak A —Fh
TR F, BRI R KRR 2 —, T B R B BT 742, CD14 [ = B ThE
JETE LPS 25 & B MBI R 454 LPS 51 RS 40 MavG 4k, Ji5-1H P9 S A% 1503k 200 M )R8 50 T 98 SR S 2 44 240 . I
F TNF-a, IL-1, 1L-6 %, Z5RERMN FEHAL S TG CD14 FEFHA T8 5 5 Y tiik 5923-31 [X,
2K 2974 3900 bp, b4 A 375 MEIEFRMIBEE H, 4> FiE N 55000, 7EH R E )+ X FiFF-159 bp
AbAFAE C-159T FE[K Z 8 PE[8], X FhEEA 2 A1 nT 520 CD14 JEH sk fiRiA, HEmsznm %] CD14 1L
SThEE, TSI — SR OCHRR AR A R AL IA[9] .

H BT 70 3% B CD14 {55 4% T % S JLHE R 2 A5 VEAE /NI T 41 i (Microglia, MG) R FE LA K AB i

®)
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BridRE s RIS e VER, CD14 15 54% Tl A I N 2 A MR AD (A 5T K A [10] . I 4F B izd
ffl CD14 #AAZ 5 T MG X fAB (fibrillar AB, fAB) (1 A] B2 T2 AR S B XA B ELRBLUESE | fAB
WS MG [\ 23, wT LB Toll #£524A(Toll-like receptor, TLR)¥E /MR 402 TLR fET)fE
AL S B AN R T 2R AR, 035 CD36. abpl #EEER . CDAT MG K21k A, AR Hixiesz
WG TEEE T MG WIS F&E, Hrmifd k4w i 2 A JE NG S RO B[11]. X2 fAB
REME I K MG 7= A2 R TS JE (Th-type) 4 i 5 7 LA B i M S8 AN 260 B R L 2 — o I BB ALK B TLR
B2k CD14 F1 AB 2 [ERAH ELAE F AT LB fAS Al CD14 SEALASL R & | SCi R0 45 58 LR il
P P ARG AR R I SR B B S HR (FLIM-based FRET) LA K ik St 155 4 R [12]
Tt AD FHRLLA R AD B3, it CD14. TLR2 Al TLR4 HIRE# S m[12]. 45 584ER TLR &
57 AD i MG R BUEAGFN S B 1R

MG Kk & CD14 [FfH e ik sl, A W RS2 =) 52 44 (receptor of advanced glycationendo
production, RAGE). Ji il & 3214 (scavenger receptor, SR) 122 5 % 15 1 B 41111 77 B 5 & ) 32 (SEC-R), 7E/4&
SR BN LS O AR EA TR ABp M5 MG IITEAL[13] [14] B FL4RE ABs, 75 F 1K MG 1 CD14
BoE @A R M AT AR R A S B A e T M E R R [15]. 1, Liu Z[16]H 2R iEIEL
HHER B ABip 15T MG Kk CD14, JFXt AD B35 (A FIRL i B ot S oy g AT S e 2l Ak ik A, R B
CD14 7£ AD BEZ i MG it i %3k . Fassbender 25[10] &% BL7E CD14 SZARThAEHLI I APP B 3L KK
I ABa UURRPIIIE I, MG 1) CD14 328X A, W Frle A H B2 98/0> . Reed-Geaghan ZE[17]#/ Fiik
9 CD14 I AL FL R/ INERAE 7 /N F ORI /N BRI P AN I8 1 BRI B 22 -S G 20 BH P 1 2 1 B 100K /N A
HEIPEC, X ATRES TR MG HIECRE SR T A K. Bt CD14 £ AB TR BN T 4
FeE AR R T E MR .

3. CD14 £ MG &R Ap HHIER

CD14 5 fApA2 #E/NK 4R Ml A A6 SL R 5838, fAB 5/NKR B4 UL T 1Y) CD14 454 Ja it N3
YA, RGP REIAS S T/NRFARE A TR . [111F 20 50K H AD St BURVE
TLR2. TLR4 fll CD14 7£ Ap i&EREH1E ] . APPswe/PSEN1dE9 M4 HEK AD /) A7 H.45 (8888 TLR2,
TLRA)JER s s, & n] LA RS 3 4 1 CD14 FI%E R 2L IR A i (MD)-2 A0 H.4547[16], xSt
WS 50 TIRALIEE KR E/E M . Tahara Z55] X fh AD /NSRRI TEi% A ) TLR4 7ESER R AE o 1
F[18], K54 565 TLRA F=PR /N BAHLEL TLR4 B2 1¥) APPswe/PSENLAES /)N BR NN B2 2 Alifg 5 A AB
TrREEE. XA MG 30 AR TERRILEIG T TLRA Theer e . Ak, APPswe/P SEN1
dE9 /MR 5 TLR2-/-/NRACHL G AR TLR2-/-FEEER/NRAE A5 6 N H W8 AB UIRRIEIR . X2
se T TLR 2K, CD14 {5 5 1% il Ex A HIIERRAEH 2B IEAZRIE M . Hickman Z£[19] & 31 8 4
H APPswe/PSENLAES /iR & Fh AN [F] AB 455G 52 7R BRI N Tl B ARG #80sk /D>, ] B 98 R R 1 R PR 3R 04
B 508

TE AD IR St g v, MG AR A PRI - — 77 THN AB O I MG 1 &7 42 2 i g 8 A7 W TNF-a,
IL-18, 1L-6 A38hn AB AT BM A et 73— J7 T MG ISV A 8- Bt R K12 540 MG 4K A7F
PR AR . AD F] MG Betig A RObiE R R Ag, B7E AD B3], T AS HIAK 2 MG 25 Ap
TEBALHI IR R IE[20]. AALERGHTIF AR, B HEBE AT LH MG ZBRifk N ROS & DNA Hiffi, ik
Hr A4 IL-18 FR R AT 3B MG ISR A- Mo 28 AE[21] . Herber ZE[22] (A 78 K Bl AD sh45 R i)
LNVES TLR4 MIECHE LPS, FTLIERRBURMMIA R EH AN Ag, MiXAN R4 CD14 fgik
MG W& . SR MEES LPS BT UGS KR )= 1 MG JF H 38 A &2 K, 18 TLR. CD14 A

)



BT, KR

BT AB IERRSEAE T IKIE[23]. LW FERE] AD AR T AB BRI SEN, M A HIEREZ
ToK[24]. FEAB THRIRES KRR 5FEE AR MG DReRRT, XM e FhS T AN SR 40 s
BEAR, TR R R A M FEAZ[25] AW U RBLAEAN LA T RERE S0 6] MG AT BRI RE, (HA 2R
N CD14 1£ MG W AR5 i 13t — P ik 7E[26]

4. G5iE

AR AR EL S L G PRIAAT 03 2 S B PASE B 45 22 TGURFE 7 IE SEAR 28 S RENLHI 5 AD (R A2 K iz b
N AT B TS . CD14 78 MG R30S F1 MG %t AB (135 B 7 TH B R B EEAEH, MG NS 1I%
PERBAE AD RIRRAEF X IISIER, 3L MG — 5 T 2> 5 S04 Mo 8] 1 A0 28 75 4 A0 52 (KR Jscis in
M ARG AL, [F B n] DU T AB (e &R AR Th R R IR 2 R . 45 LRTid, @
it CD14 4iiffl 5 MG Z I8 56 5 S HAE AD i b IE R IIBIEFE, 9 AD )2 ia e it 18 U . [F] i CD14
PR AN M AE BRGNS YRS B B AR D, H A F A R I A AT R A Y DB iAo B A B (I IE
BRLE AD Z AR, WREATS GBS T .

E&mE
NI 2 DRI ER B 2 N AR EAE ST H . 300 H % 5 A4 pR[2012]258
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