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A3 P Fo 73 AT < 2 ok R AT 5 0t
A, TR
BE Ok (TBD 2 A Z SRR W 22 A , HBOLEER R T SME RS 1L, & kL2 48
TR R e . TBIAG P /R BRI (4 & A 56, TBLG il N 7 A AR BE L tau 25 11, SRR SR B A 17
Z AR BEAERFAE . AR SOV TBI 5 BT R SR R 1) SC R A T4k
KSR BRI 5 BT R SRR 5 2R JE 5 BIL K
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1 HEiA

A1) 4578 5 % 5 47 (traumatic brain injuries, TBI)
(1 & AR AR 2 B 0051956 2 40, B HTA 24
4100 ~ 200 A/10 77, Herb Az i Sl i 75U fi
ik S5 (R FE 5% %6 5 i I AT (R 26 1 462, X TBI
miza, AN FEE D T2, BS4SME T 5|
L5 B I RE 3 B 2R AT PR | HiE 40 i
MGG BT IR TR ERIE (Alzheimer's disease, AD) )&
A B A O (B EHLHIAT AN B

BT AP - BT R R BRAE 1906 4F 1 Y5 YIAE
DI 4% i 24 B 1), TS T —2 51 % 1 ALYy
Wik - D I HEA T MR R AR, LS B AR
AD WU B R AR g B s SR S A gk
1T AR RIS A0 955 R AU S bl vz
SRS, IRZHTFEFRN], TBUZR HRGEAY AD
HIFMESOR B 2R 22—,

2 TBI/G ADWRITIRE

1928 4F , 5[5 Hr ¥ V5 i B 2% % Harrison
Martland 1 X AifiR—FPREIR ISR BRI AER , 207
2 TBIZE T T2 BUANE S 32 3R 15 & Bkt |
SRR AL, PR Z A “Punch Drunk”™, It
J&  EEX TBLJG B3 R B R 1T T K E A T
5T, HAP AR 22 45 S E 52 TBI i AD HLA A 5¢
. 2000 4, Plassman [ZiH T —~ H1 548 4 Sk & 5k
5 5 (8 SR ZH R 1 228 491 1 H N BT HEZE 2 ) A
G, W58 LR B AD S LA IS YR Y XU o 25
F WY, b e EE G A3 s R 5 B AD B G R
K, 2014 4F , Fif ) Nordstrom & & T — 55
811 622 N ZH A 1) — 30 4= [ ¥ BA S 58, B 7R 1)
TBI S5HR MR, 45 R & TBI 5 AD 57 . 3541
et AR TBI 5 H e 2 AR s (12 P B 01 Mg 45
15 BRI DA A AR ) A AT S, H A
SE3 8 7R TBIS AD 70 Wl A8 S PET, Ji 5 7]
RES 2w Ry B D S [E) 2o S L T S M S5 2
HEA K, Xhimn TBUG LSBT 5 TBI
)7 B R IR 5 AN R IR AN AL [R5 It |
SRR R AT I TR IR S 2 R
Ao 1 TBISEIE A AL 5 AD 7 P A J R0 IR A e
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3 TBIE AD HIHLHI

AD J2 5 AR A I H UL SR AT MR AR
RIRIF RS B 2 R R, T
TP i 22055 I R AR 2 R B R BV 22 48 i
[ 58 YR REMZIT R ATt I
il 25 21 2 9 2% (neurofibrillary tangle, NFT) Fl 4 ity
[&] 5t H B B UE M 4 2K 1 (amyloid B-protein, AB) UL
TR A BERTE R 1L

S I 5 F AD A AR Z2 AR B8 o B 2 A
b ABTTRR | tau B (I BERR AL Al 5S8R0 S Al 2k |
AN DT AL A 0 R T RN R A AT P
R dk R M LRI T R AR W EZ R . TBIW]
7 | 2 2 I 28 473 , 1l 5 -5 kA4 1 2 S 3
AD & A B FEZEHLEM, TBLR Rl 235147 T 5| il 58
BREEAE i ik Al B IR DA T 23 | S il A i 4% , 4k
N0 L5 3R 22 4 HEL N 92 R A BT AR & 1 (amyloid
precursor protein, APP) | % % £ [ -1 (Presenilin-1,
PS-1) . B- 43 # fif (B-site APP cleaving enzyme,
BACE) R4, TBIL i 5 A i K & A Al
(caspase-3) # ik , M — 25 5| L 241 M I 1= 1 APP j~
A X R AR R AD A Y OCHEER 11, P75 & A
N ABZRER SR, fRE i tau 2R (I BEIR AL AT NFT Ui .
3.1 TBI5 AB

19844, Glenner il Wong 25 A AD £ il
M3 B8 —FhEm Y, o 7= 4 kD,
A5 39 ~ 43D AR, th TH L2 BT F M fiv 44
A AB™!, 19854F, Masters £l Beyreuther \ #4F B
AT B —Fh 5 ARSr T iR SE R Y B A [ ) 8
BT, DT I 52 2 4F B A A% 09 o s 2 ABUY. AR
B )& APP 28R UK B 24 5 (14740 , 4R APP
HYEEE AL T4 21 X B A4k, AR APP Z8AH G B
L7 A . HAFAE PR SE G i V) B AR a3 I B2
FIP 43 14 T 145 421, BACE % #2 th APP ¢ ¥R i
BACE Fly /- RO H] 7 A Ap42. o/t b EHEEA
P AR PS-1 0y BB AL B, AB42 B
Gy AL U R HELT 4 DIBUN A3, S8 4
M AE AL . APUTRIRRES | A& & Fh G fs RE L
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o FHAN 8 BEPE G S, T WV AT A0, 31z Il 28 0 AR
Mo AR MLIE R AR TE BT 3 ARTE SR AT R T By
BV, BB E R, ABSER IR AR BT &
P — A PR . WFSTUESE, AD R TE 1S E AR E S AR
SRR (HIF AR LA O s (U2 5T ek ARSE R IR R 4R
AHIC, ABRTE ML TR RN % A B 28 AD (1) 5% 5 L A= Lok
o APIREE AD MR EEARBEZ —.

HAERR TBLEH T, ABUTBUEST IS 2~4 hik vl H 3™, TBI
M S S I T AN ) AR 0 1) R R DR 2 30% & BN AT
LW 16 &I TBUS A AR AN ZE N ABUTRR S HEEL 248,
R TBI AT R MR T . Sl Ak 3 i 2 W] TBI S
ABAH I # B (40 4% PS-1 1 BACE) 1£ 2 4j il 7€ rp B #2121
Caspase-3 F= I I I3 T3 7 v e BB AU R BY VI , HG s B ios
] S B R 4R O RE AL T, Caspase-3 i BEIIG 7E AD H
TR L BIA R AE AR AE TR EEAE P, KRR, il
1i)5i , Caspase-3 BHEAUMIIE N, APP /N R Zead 2 il P J7 o d
i , 18 Fil Caspase 11l 3 7] F&AIK Caspase-3 411 APP ) #] f1 2,
P ABRYTH ™, Caspase T+ = ABRYALHI T AE 5 H /> BACE F#
fif AT G, HHLR AR i — B9, Wb ABRIZG#), W BACE il
ATy =43 WA BRI 70 53/ 7T FHF TBUS IIRYT
32 TBI5tau% @&

Tau £ [ J2 #8284 I P 5 kA e I B AR G B 1, EL AT IE
HAEBEDIRE . Tau 88 FUE BLRCE AT, X1 sk 28 4n i B 28
FNAHAR P B R s A AR . A2 tau B RN T
1755 P AR L, i 3 R mRNA S5 5 U8
HASNHNEF L INEF 2,3 F 10 ] BEFEPE 8T A5 RIS AR,
FEAEM AT FIE M I T AN 1B tau 85 1 = B AT
o AD BE NG tau B (5 B BERR AL, BRON 58 WA 1 tau B
1 (p-tau) o P-tau & B8N il XUBZ JE 2T 4k 41 22 (paired helical
filament, PHF ) , S 44 11 22 TC 8 S S0t 4H L I TR 1A 2 41 4 g 285
(neurofibrillary tangles, NFTs) . P-tau 2 I ANMUAS B R 1o 4 2%
TEMEAR, 1] 5 1R tau 8 1 RICAR TS AR e e 2
A FEETIREZ . AD BE T tau LA EE L (HIE
B tau 2 /D T p-tau 25 RIS . P-tau G PIAPHA 4, RN
7 (cisP-tau) Fl 2 0 (transP-tau) , TransP-tau J&: 4= BEYE Y, o] fiE
HERICE 2% 1M cisP-tau B BEME Y, FEANUAR SRS 85 &, i
A2 PHF , 30— 2 11 tau £ A2 5,

TBI &G, i tau 25 (1 24 % A% 30~50 kD 1Y cleaved tau
(c-taw) 75 [, Bl 45 5493 194 Bt 5 5% g 5% 1) i WX (cerebro-spinal
fluid, CSF) . AFFERE, TBURIH W c-tau (19 & 4 ETH1 000
ZAHP, CSFH c-tau & S W $ /s TBIAHZ AR RAE 1005 .

SCEGUESE, TBLS MR/ 22U rh 235 KA cisP-tau
FH. LR, M/ 232 TBI, #1207 B KB A cisP-tau,
PBLAH 2 0 TS P 48 iR (A iz i, I HL T DAAGHE 2 H A i 2
JC, FEN LTI T, Kondo 25 & M T —Ff cis-tau 25 H BT
A, 78 TBI/N B FH e AR REFHISTIN tau 25 1 4L, ATBH.LE tau 2R
FRE—2E 1L, IF BAFF £ TBI S 30 i% i 2554 AT VK & .
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R, cisP-tau 25 i 363k & TBI &AL S ieimitt i nd 3 2L 0k 3
2R &S EAD T tau &R U o BOCHi iR A 7T gtk — 20
Fr & HFRANAYY TBL, BRI S M JE A ZaR T AR
3.3 TBISAYZ ¥k

WA SR M 28 40T A AD & 33 B T A A T 3 7 3 =
Mo 7 AD B35 AD % FE R i n v, i 28 i o 4 i A 48
(K7 JE L AR 38 hn o [RIEHF9E SR W, BT 1 AD S8 5 i rh
PLR AT, AT IR GRS, A RIE T iS5 AD
1 R g et R < A TR I T A S5 R R 24, TR AD &
U 30%~60%", fH 22 e BT A L3 AE 58P 5 AL A5 34 AT
ABSHUURRT R 5 ABIE AT IR0 e ot 4 OB i A1 4 1A+, T 48
R AR AN P 28T R AR BE R AH B35 5, 15 & Pl
PR RGEARATGIPTIOR SN , it — LB 28 70 3 RAT 21 R
TEHE ABA: 1, T AT SR AT 500

TBI A& AE S5, M P o 48 0 (/0 Jse 3 &4 6 2 92 Je Joe &4t i )
PG, KAy RAE R N s[RI A2 BT VI RN S 4540 1
FI VRS, M 2 SR | i 45 45 A0 453 073 L B I i e e 38
A0 S P A R A SE B NS S 4 SR 1 AR, AE TBI
LN, SRR SN A R FECRAPVE T B 2 O A2 S0
ZICMIE SR . (BINRSORE 2V R BB 78 70 TH AL, ¥ 25TE iU AD
rheR DL A XE LA (R 08k ST, T T IAAAE o IR e JoT 440 A
ARG 3 23 I sk 22 T ) AR SR T, O BLAESI G I
MY W, FERNZ T RERE AR I = AR IR A AR

PUAMORE B A B Z IR, & AR RIR e e i 22
BBy U BRACA BUAE W ISP I B V2 I A )2
TIRE , Qs ST SNy AT g IR T DL RS 5 HAUEE
& Kumar S5WFFEIESE , 768/ 4R HURIE SR AN AD A4
o, ABFRIA T HCPTEL A NN PR o ARSEIRAR AT S RIBT A K
WM, BT TENE S LL-37 (A ZEHU MO B, e R e B
BRPVERD, SOtk g2 S B ARTHE , i i AR
#EAD I EA: . ABRBIRI SEAEER . #E—L 1wt
FENESE 755 905 S 28, TBLJS 2 PE3I I 9 AR T, XiF
TAHMI I e 1 FIZH S UE R AR B 22 R -

WF5E 3% W) i/ 28 R G 18 vk 90 & 24T TR 258
9% o QY 4% & 2 52 /K (metabotropic glutamate receptors,
mGluRs) (9 W7 mGluRS 55 /)N i 5T 20 M 38 v 6 DA OG o BT
mGluRS J& B T C B , Bk — 20 30 MAPK MR E =
3 %, AT 52 10 248 B 1 2E BT RERY . S B 25 B mGIluRS5
B3R D, BT mGIuRS T LAl /)N B2 5 240 M Jir 175 5 114 4 L ¢
JES, 2-F-5- X R EIE H &R [(RS)- 2-chloro-5-hydroxyphenyl-
glycine, CHPG]/Z& mGluRS FF: SM3ahfl. JRkb st 1 A
1/NERAEZS T CHPG Ji , AT 848 ol 28 S0 , AR I 11 T, 1t
P RGNV 4 7 ] R AR 2B AT AR I, SRyt
SARTT QX5 03 K B felt Pl — IR a0 1 390 5% T Wl r 6 A
Ji T AT e 200 B 38 A 90 20 K BRUA SEREA T 7
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H R T TBI 5 KM ELAA g 1 AR AR fb AL IR A FE
ko B PSR TBI G S e B TBIL A V1 15 18 il 45t 13
(chronic traumatic encephalopathy, CTE) J&5 £ AD i 1 it 1A 1R
AR BAREHERSMI AT AD 78 VE Z A L0 BE2E AR AE  (H
TBIJ5 KA A=A 8 553 A 51650 AD B IFAHAIR . X
$E7% AD AHOCHY #2200 B BIISAT B T 1% TBLJS i3 AD 28
RUGR BB o APTE IR A= % T ik S0 S P K 2 75
W E R VE FEATE— 2P 5E . TBLS I P BV 3 ABTTTE |
CSF i K i tau 25 1, (7 225890 #0472 ABL A0 BB AL, F
8L R R S R 1 A b A s 1 R R TBL S
AD A S o R WA TR M sh Wil s S 4 s fh 28 48
ETE AD % AE ¢ J v b o SR O (LIRS S5 5 R 5 R A
MK T AE B TBLS AD (R M AN #E . TBIJS AD 5 HAlZE
HUF i 28 1R AT PRI A7 CE AR L0 o5 B PR A0, 1% TBL S
I AD (HILERI AT AHS B FAT TSR A K, 1 fife Il 2 B AT Mg
LI popS IR PN I O i R A I L B R RAZ SN Ui
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