1Y 42 L A % 7A
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AR A 2R SR A B PR

il

Al

0 A8 A A T R A A TOK (RGN
M %542 ( cytoplasmic process ) TR 2 8l 28
(axon) MJREHE+ATE—ARE ( EH
JCEE N R ] o A A B A A N TR T R R AR
R TER R AR RETERIR )  BESREY
G A AT AT AR BB A HE Ao > KT 2 BE A AR A AR
A8 KA %8 (dendrite ) 76 B G S5 _L B AH B XAy
ER(RL) » BEEFER AR A RA M
& W E BB R A E 4 (granular endoplasmic
reticulum S FE 4 N E & ( rough endoplasmic,
rER) o {H#lZE A& 15 N E4 (smooth endo-
plasmic reticulum, sER ) M PE 4 =22
EEEAMERYE  HMA R © MR AR EIEE
AREDHE  HMEEALAELE » SAME
AU ARE LM 2 24 o FUtEiZE RS
HEERNAMEEE (cytoskeleton) F#fiZEiE
1% Z 4 (axonal transport system * B8 axopla-
smic flow) * AIEE 28 IAERFEI R E B R A i
ZEE REERG A RMEAH ZFE-E
FE R ERNTT R FE R W T E ¢ (1) A
YRR T AR S R R AR R AL
FrPk o (2) WA 2T - BEFFZ KR
T Y L R U AR B 1k ( filamentous

1. @ mip AR R EAe M 2 b

W E

pathology ) ; #R1MiE MER 7 — H AR 2 1T
17 BRI HOE 10 45 0 [ R FE R A R (tra-
nsgenic study ) {8 » {EiE W T EAFEHR T
AR o I T M B A0 5 SR AS T A BICAE » WL
B3 {HK R A 0 T BR SRR B L A T A
HE -

HEE R E R

iR Y E - R E T BRESAEE (
1) » ATRBERBE AR T HERE ( mitochon-
dria ) ~ FHEANELE ~ /Ml (vesicles) Lo » &
BF A S s (REEW RS A= &

/N #% (microfilaments) * # % /) % (neurofila-

o T -
- : ¥ = o, W & ‘.'“
Bl o - .
o & s 20
a X s g o
W £ Qg‘ ; - R
F far4 i o b
e '” g ﬁ 5 i W
% % b ‘ - . B . LT Y #
< T o %
Pro'y
- . 2 el
" 1 a XS B R F R
y ‘u "'—" o r":ﬂ'{ rl a L]

1 : & F et T2 Aavae s R g

4m b, R4 R #E
A
N YA ¥ - *
TR A + + +
fm L 28
PN A R AR $ B AL W% BONE %
480\ G 8 B AL REEILE % Bk % R EEILE B

EARLRAN SN SARRMERD

WREE B LE B = 8
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ments) B2 i /NE (microtubules) o i {35 45 49 4
J& Yt anéRPLIE Y (silver impregnation) * 7E
JCBEBARL ST AT LA 4 /N R B BN A B
o S E/NE4 ( neurofibrils )+ SRTTE
BT - SRS RS BT LI
[ 73 ©

LR - UM RENEEE A (actin ) (1938
A8 BEK 68 nm AUERIRE N - EE BHER
3 8% ( axolemma ) B9 T 4 ( sub—axolemmal
area ) BRI A EH ( growth cone ) * BiLiff
ZEH = ( axonal regeneration ) B 22 i &8 5 /-
£ (sprouting ) B{EZHY) -

2. RN ZTIE 8—10 nm BYERIRES W
MLEMARTEA 2 P4 E S (intermediate fila-
ments ) FEE/NEZ [R] REHD R KT 1 466 40 Bl % il
R T ENARE LY E LA EhEei &5 H
HARTRE LA Kl e agiBfk ~ JEH B -

3AMIVE - R EAE 20— 25 nm HOEARESHE © 2
NV £ 3R 1 (tubulin) # R Y A8 K/
TN 4 A R B A 0 4 48 (unmyelinated nerve)
A EERST » B/ VE B EE RS RR D) -

15 L AN B RS R AV T 9T 18 L IR IR v
B 25 (deep etch and freeze fracture ) %
Z o MREFEMETEE  TLEEE =HE
W ZEsHEE(E) N EEnEsS - m
P /R RIS A R/ INE Z T8+ R BB #48 N ak 2
i S o] 22 5 (sidearms) + fLEL S |- 2 1B
segs MR AL AR E LT E S ( tail of neuro-
filament protein ) °

- 3t 40 B B R i B ( monomer ) BF

Bl2: viaitab gz Eald REn
( R4t B FHH3)

WIER B4t ®B=W

LAY AR (polymer ) » bk B g8 7 & fE AN
M REEEAEY » VLERE O BE N Ak
H o FEEPMAED - MR AFENRN S
[ A ANFER LR EEsREY -

RN

TR LR A A AR A B A48 B8
PNEEOEBE GBI EA ( G-actin ) AE
JEREE - LR G ILIEA —4RiRE5HE - Bk F BN
HEN (F-actin) "FHUSBEANE ST
T E ATP KER9REE: : MR T B END
RS RLAGIR &5 AR EFEME TR Z
/R = TR AMAE - ALEEZE B R R L Al
WAERY T E M  TEMACERZE - h AR A kg
AR AT/ )NS5 AT BB SR € A9 FS Bh A5 B o ARl 2204
i NERE S (/DR 051K ) - 2RI
B F 77 ( submembranous area ) * FH#ERIGHL/D
4 H)FEFH 200nm °

U

TR/ IVE & TR NV BT AL O R A RS - i
BANBEOA =  BRMEDNMEER (a—tubu
lin) » ZHME/DNSED ( f~tubulin) » HE
MAF P EE (y—tubulin ) 5 BT R A M/ NE
AT E (polarity ) » —ARTFAIINABE R A
fidf ( minus end ) * FHE HS 40 240 R A 0o B
( centrosome ) * LG B 8 /N &5 R b (mi-
crotubule—organizing center, MTOC ) + ffiifg/
Y Rfi ( growing end ) J (E¥%i ( plus end )
(E3) o DI—f B NNEEA R —fE 28
O NS A B ( heterodimer ) B4#
WU/ INE 2 FEABLNG » i # BOR 204 1600 B
WHERARN F240 7 GTPEEREL %
£ GTP % 18 5 A B A BUNE B9 155 7§
BEA1E ( polymerization ) * TELE[EIHF 7K fé 01
LAV LERRERNNE  BAEEAL
(depolymerization ) * ¥ # GTP A9 7K f# » i AL i3
WNERY R BL ZE 45 (growth and shrinkage) * i
B AIERIEZE ( dynamic instability ) ° [
THRANNRAS » HALE FRUNE MR RIS B
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kinesin

B3 : e EedisBw(A) M E 2T HR
Bz e 4Eg (ERERREE XK
FREERERA ) s mA MBS L F A M
SRR R G = (MAP2) o (B) #/)%
LA H A R EE BN o P
/1% ( kinesin ) M1V E 458 e
/1% (dynein ) 8lE A48 o (M A
B )

H A AR B+ 48 A1 I (ciliated cell) » 7> 24 R HA
40A ( intrephase cell ) | HLFBRERFE 04
E (cilium ) » AMEEARLGHEZELAY o
WUNER—ENRESH - BELEERESAR
REE TRUNE RS - EiE— SR BAR
SEREME o A L UL SRR BT A B R T LA
FERLESEREL  MEIRFESR  BR
H/NVE E A R FF R4 ( Schwann cell )
ME S L ERREY R G E R W R
( neurotoxicity ) ( &2 ) o BLLZEY R 1ERH#E
A AT 4R -
1L &M ERAEL - R4 R ) EIEHSE /N
EOEEABEAMIMAR/NE » AR E R K
il % (colchicine ) B 5% Fl %€ % nocadazole * (2)
TE RS/ Ve > 58 45 B B2 22 (paracrystaline of mi-
crotubule aggregtes) » FMEMEMUEREL

HILRE B +tE ¥ =¥
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BY 3 S 40 vineristin f vinblastine + — # %
] [ R (o 0 408 A0 B 2 R R A0 245~ T ) i
PhERGR R ©

2L EMRAEL  BYHUINEREDERRE
HoMEMBEM/DENER  KFPEEE
( Taxol ) B ILE » INE & R B REE ©

TEE T EMEBET - TUBEBNERR

Rt RIFRAIZEER » 1S ISR A LRSIV
& O ( microtubule—associated protein, MAP
) A/NVEMBEOS —R ( MAP1) -~ U/
EHAELS -8 (MAP2) sitau EHHE (©
protein ) SEA M E B A a8 AyiE LLR/NE HH B
E R AR/ EIEE  SAEMSEET ~ BEM
PEEEA B - — IR R/ NVE M S A B R T
e EME R AR AR EE AR  BEA
M2 YR - FEFAFAER TEEMNE B
K o

44 R B SR

rRH 47 A B IZ TRAE A S AR AL 7 SRR
P TREISFEA R ARAE A F RIS E O AT RE
FzZE  IREBRWNIS - MELE RN
FREBL P HAE LR TIEEA T BFEA R AR A
FRBEOERFEMNETE K (FR3) AT
IR HLANAFAE i R B AR ( keratinocyte ) AER
HEEPMHEH (acidic keratin ) FEgfk &
B4 &E 3 ( basic keratin ) » £FEH B4
ffy & #8 A M A B AR IR BEME & B ( glial fibrillary
acidic protein. GFAP ) : fREZEF L - AT LIF|
JA [ 4% 2R Y S (e 2R e fm » o I — Ll R 4
B HETR = MR AR /R =T R AR E RS By
B F R K4 E N ( high-molecular weight
neurofilament, NFH * 4+ T8 #% 200 * X3 NF
200) » P FEMHKLHEN ( middle—molecu-
llar weight neurofilament, NFM * 43 F&%7140—
145 * X NF140 ) * BRAFEMHLEHAED (low
—molecular weight neruofilament, NFL * 4+ T &
#6870+ XHENFT0) ~ BRTAHMHEHED 2
3L R4 MR — o FEARSCLL M/ N RB IR
FEEMEE TR 2 10 nm&5HE » MU WEHKE
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F2.BEBAEHEY
i 1% Hl 1% 3% X

#x sk AL %, Nocadazole, Colcemid

IR DB ER RO B

o BRERSL

Vincristine, Vinblastine

BAMNE RS RNE > B OB s

rhHIAR R O SR A TSRS R LUREARIR  rod
domain ) & jER —F A 310 kLR Y E
B TEA B ARTE o AR IR e S BR A% A AL
s AN A ( head domain » B &L -
NHz % + flif8 N % o 985 5 09 M B 38 ) B8 A7 A~
[ K EERTEMRES (tail domain » BIFR
L COOH & » f0HE C o ) = DIMEEHERN
Byl (@4 ) - o FERMEE T Bl R E K
10 nm Y M EE /a5 B SFEMAEERE T A
ROHEFIMIA ¢ fh =F M S SR 2R 1 9 PR A 0 i i
BB TS MirhorrEMSSEC kEa T
1A A T ) e e ) S ) e Y o R )
B o FHAh R AR R B A LB PR AR R 8 1k
SEMEREHLRERAMHE RN = ML
( lysine—serine—proline * L KSP {{ &8 =
e HeFiR ) M AY 8 Bt ( KSP repeats ) id

HRARRE Bt %=

#

At 4+ B At
AR A RN ERAMEAREE JB i A 2o
NF-L
100 aa 310 140
N, - N S} OO
la 1b 2
s 435 - 4 i
NH, COOH B4 : g B F e
i (At LB 6)
NF-H
677
NH, —}COOK
[KSP]
£ PR G%E O EKSF RN ST R BRTE @ 0 F B WS AR EE O RY SR T i
T RS%EE 1742 44 50 2% + W B SRR (serine ) TT LA R
Reratin, basie e iR+ R KSP R B WAL TR 1 LA B
Keratin, acidic = g R RR L A AT REME ¢ 5 B8 N A LU ¥
Glial fibrillary acidic protein 2k by S BECEA RIS § GRoe MR b
Neurofilament b 48 4 B R LB R A HEAE -
Lamin fa B A% TEEHERT (KT RWPESRE SRR
Nestin Bibmiats  HBLAY o R AR S R B O T A
HATEHAEA B B RS E O AR (L
RIS - E A E B - (neurofilament phosphorylation ) 2 #i48 & 4

RN ARZ A BA - KO TEWMESEN
R L8/ NS AD AL A (assembly ) BRL04H © BF9TER
s BHFES FEWERED - Ti0TIERCHES
NG BLIEHE MEAR/NER A L~ HUR AR R (inter-
filament space ) 27N » 200 2 58 0 ) 4 e e
{b r] i BELAE R A A ol A8 /N AR T Y B BRG] - UL
SifrE e A pT RS - BRI E D
AN AR AY 43 T 0 B A BT AS[R] © SREEER (b Y g
#8427 H (non—phosphorylated neurofilaments)
2 B S Pl A R A RS BB S T A f o
28 42 6 11 ( phosphorylated neurofilaments )
HEERR R (BS) © WA N
HTEZHBURIER » A& A Ly MassiEn
WL EBE - BERR L M AR AR O L R AR AR A
AREEF - EREE WS AREUR IR - SOEN

“#Eh 25 245 (axonal injury ) (Y RHE + B4
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BS : AEag it R AR LA AS S B G W AR L
THREIN BB E S B OLE EE s

4 & i &, (double labeling immunofluoresecence )

PRAEEAWEREE MR BBV E4FG

P A AEAEmILAR ISR o (A)E(B) AR —4rigmit o (A)LBBLHLEES 1~

¥

Aaibmie kit (GEFH) » AHAE S ESHMY T (B) 38 £ & & #Ee
(CY (D) & FE —bistmps - (C) B AFm e 4Ed » (D) AL e -

i ( chromatolysis )
LS 24 B BRI THAE

IR AT AL R S AR AN B B AR HUE
A A M SERZ B RN ELEEWE
MEE 0 E A REE FEMEB T ITBER R
2 S E R A/ NERRY B E KRN RY
B REMWAN - A BEMESRFAESIGEE
ZENWEHESD THHELAESNIES
fi ?

FLHR RO T 1 T A G0 SR 4SBT (transec-
tion) * BIFE—@H 2 A » A8 KT B4 (pro-
ximal stump ) & 77 5% B B B i il 28 245 (axonal
atrophy) & (@6 ) « FHEELELHIIEIRA
UM ER - BRELR/ANVE RV BUE IR A U EE AV I
Ao (BMERAAE R E WEA U ERY D - T E
FRES SRR I AU R b A 23 Y AR R AR R
% BLEHREER MEMNEREMNSHNEE
HHEHETI IR

FI i A9 75 1 A2 1o 48 B 2 A4 2E R 1T LA 0 i 11
iR 55— 8RR M p ZE M ( elonga-
tion ) -+ LR 1L M LS LM EE s M AR 28 - SR L
ThER 7S A TR B HAZ A A (target cells) » 1&

AR5 R B RRERMNVE KU - BlbAER

HERBE B +EE B =4

[Bl6 - A%22 #9555 45 SLAV 48 A5 BAV IS ) 4 5 F
1A (A) & EF ZAbseshE - (B) &b
AW L % L Z AP 4 E 0 (B)# AL A2
Wa(A) D (BRAT B A B 35406 )

$EE T SRUNMERBUNE o (FHhESEI5E AT L E
fl — B #0005 O 48 B B0 AT IR I R
( synapse ) Bf %2 » WIS HAEHI R B & B 45 7 —
FEERRI AR - BN REAEEAER (radial
growth ) * HWEL RBEEEEEH - ERTTH
A REE SR A R RS /NG 0 TRBIAS /R AT
MEGEI R R -

o 2R iy 5% AR B A A TS (L AR BRI
5B 7480 ) T B MR A B SRS R 52
) 1% K /N L e 6 0 R A ) R B ¢ A
I R ol AR i 2 R L el 48 ) B EUER © TE
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FBESE M LEH0 %€ ( myelinated axons ) » EHIZE
BN B ALK (um ) BB A7 » M4 a0 (a5
EUASR/E (m/s ) BB - BIFETE R &M
RUBH{R - KAREMH 58—6% (B7) i
B 10 SR AY BB 28 ks (7] HLEAE T &y
5 60m /s [ Lk 4o 400 28 T R 1 /NS e e
HEREANLY -

BRA MR SERER A SRR T s

g8 8 B 3
T T

]
T

HEMGRE(DR/P)
s
T

B
T

AR R AR (BR)

B7 : AbagdbE A ie abseih ik 2 B4R 0 A
AT  Abe B E b T B
EEHRMEME FCATCHOCKRARR
FTHRAEZM FEARESRARAER
PR FAMME » ( BAH i EHH11)

A EAERBEFARRE
A48 3 R K

4 [} 8 10 12 14 16 18 F-

MEMBETNREZ (E8) BERESEFTNER
e KA AL 28 A AR B MCERA - LT
R LG HT ( dorsal root ganglia ) &Y /B #48T
R B A REY B RS e A TT R /N B g R
JC KB B e S T B Y K R A B e A
% 0 AN R F LS TTEE )N BLTE A BE  h A i
7 EUR IR A AR LSS R R MR EIZE K
INEESTERE R B IRIRE T » SRS £FA4 B
B NER BB o 5 E R YR AR il 55
EEFIMER R EOBERE  WRENSTEES
BB S B AR R BB RS S R L T 0
KO BN 2 £ 5 BT M 4R Ik (Wallerian dege-
neration) * I #0484l 25 L R P ES A0 AR & )
A o RZ SRS IAZ L 25 AV EERE o R b Al %
Bl A8 A, B A S8 K o T IR R 0 7 e L
DA ~ 3 o BBt e S 2 ) L RE B /N ELOE — R
AT -

7t 80 SFEACHILR » A Ry b A 28 59 A/ B M
MHEONSEEH FFUA —EBHma 44
ERFHE —(RARAIEMEN: o BHATH RESBHETR
MARAA TR o B M S Bl g B9 R NVE ELEERY BRI
T3 Y e 0 T 1 A 5 R A AR AT S
RASh » 75— BB ST RAE R H IR - s mas
IEARHRBAE NS E - TREIREHBEKE AR
B EEMESKEAEI RN e RE  —

B. B8t ¥E
48 8 R K )N

Tﬁ/

A2, NRREFEEIE B2 8428 AU

B8 : ¥R AEHEE AR ET TG AR B AT RIS » AR
B& (PROBETHRIATLE ) FTUR LIS TH G o

WHREE F+tE % = o

62 hEwERBANE = H



BRE A KRMNEEE ( point mutation ) + B4
— M B AR5 ( Japanese quail ) » B4 S
G H AES3s » KA FREWEHEAENE B
L %= 3 39 5 (premature termination codon) )
BRI o PR A AR AR R 0 SRR AT
09 0 A G458 0 Tk qul 0 HM AR € A EL AR R
BHEHEEFRNEENLT « B —Erursil
ST A B EH B E A9 /) B (knock—out mice) © 11
Ei/DNRES TFENGHEQRRAHIR - ELk
AR /MR IREESR A - EFEMEEHIZR A
T RHE AT MEARL  MEMEHEYER
HIE#HERENINZ - EETRER  HE4E
B Ak A AR A (B R S S M R 22 K Y
FEHREK -

wpEgEhsE A SR AR QS EEES » BT
L R 22 A 4 L ZEU I B S P AR A A A TR TR
T B Y i SR BT AR 0 B - R R 0 8
A il 7838 3% ZR 4 B9 A7AE o 4 R 53 1 i B A - il
S5H % R Al R (RY) - — R
8 1% Z 4 (fast transport) ~ — 48 248 d il 758
i% F % (slow transport) ° BREEEEE ZLKH
HREEFERL 936 A% MIEMPEEER
NI R E N A A BE R SR S Y
H- ZEMRd iR A MERENRTR 11—
35K FEEE XA KYE - RiEER
B R A R AR - Rt AT AT A A
MR RA A E LY ( A REE L EEY
B ) R R EIEE TR NEmE I (ante-
rograde transport) ° 55 — %88 K 1% 7] B 15 (ret-
rograde transport) * i F H 48 K BT EE U AY

4. hREER %
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—LeH g ( ATRE M AEEYE » neurotrophin
EEBERERRMEN - LEHEYE - EEHF
BYYWHE ) S ) EE RETE A A
AR A B AR TRIE L TR AR BT R T Y B B R
0] B i A WA A A 5 0 LB E
AT e B A o B SR R AE
ERYAMARE S Wb AR R DA Rk - 1
M A E s, AR - E M
# ( monomer—polymer equilibrium ) * %% &
MREERA T ERERE - KRR
A S E -

ANVEHE R EGE BB ERRUNE LAY
YEAEHNEHRESE I EE AR (dy-
nein ) PR B 1% (kinesin ) » 15 Wi 25 &
BB E RO B E o Pl E R R BRI
BB ERREHERBM/AES S ( microtubule
motors ) * BIHE T ERAFIEMER » BEAHEA
BRI  BORRITT RS BAORE—K
HEOH BABHHNEBEEAEFKE (kinesin
superfamily porteins, K1Fs ) * & @A #Y
BEAERS  mMEEOEBRTREES EHAR
e S B AR 1 M Ry R A E R R — R E O
"j_{ °

sk R IR AL

HBAE O AT REMEATT A R » SR AL
SR E A9 B T BN B AL A TR Bt B SRR
B o BN E S EE TEME T
LRI RE /IR B /N AU HERR » [BIH AR R AR
7 # & 1k ( filamentous pathology ) » A~ [d] [
FR] L st L ) AR S A BBl TR AR
A B2 A AR B (RS ) » FE60 AEIR - E

5 GRE)

B R PR EIE R
(1-4 pm/s = 9-36 cm/d)
VIR o6y S 3E
R EH F %
(0.01-0.04 pm/s =1-3.5 mm/d)

ke FEHR o BE BEka
WP @il KRR
wAOEEREG  WEYGYEE M sEa

HRWE B LB E = #
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I HARRIER L

taflg B R EY i & e

FP AR B A 48 fm o, A B8 TP 48 TR
WA MR
%G AISOD /s &

£ 3T 9 A 4 b R IDPN ¢ #

4] 5 Em Ay 2 b W 2,5HD+ %

BONE A 7 Bl B

MoEH MG tau hm i, o1 b AT Sk R FoT IR 2 75 BK o

A ATIE R & #m B N A1 T R 24 7 2K 05

B9 : Abde AT S G RO AR HH R 2

Fhafae w0 (A) B % 6 ) 5T By A

if 9
i (B) &M R i FhAh e L dm M AR IR Ah 42 eG4t B e %R

Hir G @ c Rllei Ao B aiER o

B i PR AL o e N A R A el
NERHERT R B W 4 TR ( motor neuron di-
sease ) AYE ML — ¢ iE - EBIAVEIY H R
tf R 72 90 4 U R 2y 2 (R 9 /) il (transgenic
mice) BT 7S 0T 6ERE = 76 ATl o M El #4845 R A
Um“ MR FE R 50— (AT 95 7 [a] A2 15 55 R A I vk

A gt (i 2 4 iR A R B (over—expression )
W@%ﬁu'ﬂwgmﬁmmﬁﬁnm~ﬁﬁw
LT ""Il’lfj-Pé!* 5 /R ( neurofilament trans-
genics ) 0436 0H e B BAE HeEE N AR B —
EXWEM] - gh e i I T AU B4 AR A F A
Ay g I IS S B 0 1 B #h S OTAT AR IR AR ( fila-
mentous swelling ) B 5 &) #2628 (L9 3R &
(B9 ) - B A% B 458 S B ) — FE B 4 4
2 [ AR AR A AT A B [ N B B 2T
BURMEM B EgRAEERE  OEE
TEMEHED o FENESED K0T
T PAEER AR 1 o FB AT DL (TR ) R A T B A

WICERE ¥ OLE ®m - m

JUNE MR AR B 5+ DI (ol L) B 2 S A I 0 1 ik
A A TR O L 0 B /) A R L S
i R A AL JL_‘E*"#:?IJHT{EW”J\ 04 HERE i
I AT IR b E R &R

A O PR L Y B R B AR
AR LR L - U RS~ PR - AR
HE - MUY - 78 SRR A AT By K -
B e ) K #E 4 (familial amyotrophic later-
HRH A R
AL 5 L (superoxide dismutase, SOD) i
WS EERrE R s M B Ak 7 (oxidative species)
ML A RO I A R A Y B TT Coxi-
dative species ) i {ff fRAC AR AL o DU LEES
R HE UL L s 4 B N 5/ L (SOD

al sclerosis, FALS) » oiff #§

transgenics ) v A R SE E B AE TN Y
TR S A i M/ BUST R 0
5 Al BELY5 7 L B0 17 e B A TR R L), o IS RS

VR B 1 MR N B T 2 1 LR SR R A
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A7 1 N R M A B R R ) AP BR 0 R
A REMHES/NAR O HE TR BT T oS iR R 4 - (48
o420 A i A M AT A R A P R MR
BET s E A MR EER T  -
T+ HERTHS b 48 40 B A8 Y 1 48 /) B4R AT BEVR B 1
RELEST T phAS4MAR AT (CA » t a8 TR 4R A
My ENHE ©

SR AL A S AR o LA b BT LA AFAE A v i B
JR A8 R A0 S FE R b S R B IR A o [ EE A
AR R A 0 IE B 4% (n—hexane) * BN FH
MR - LAY (active metabolite ) * 2,
5—hexanedione (2.5HD ) Bl 5228 T 4% i i 28 8 3%
R~ Fi i ALY B R A SR A R A b A e
P8 T Y 3 e SR 2 A B A ] e e T
1] o 48 A0 Al A RE R+ B R rP R — R R
7% (central—peripheral distal axonopathy) * 5§
FRID AT P #2055 (dying—back neuropathy) ° 4k
R A It BT % A 7R T Al 2R IR B RRAG A
it A 48 B9 T o 1 AT U 22 45 4 ( proximal
axonopathy ) * E—HEZ T ERAEHHE UMW
8 4 Pk 4 B B. p—iminodipropionitrile ( fif #§
IDPN ) i# i IDPN & fif #j 58 /)N 4% 5L il 52 {45%
A (FRR| RSN ER R ) AEak - KL
LN HERTTE RN 28 B M A AR - 18
T 9 6 S i 22 5 222 ) B B X o

A Bl 2 95 58 S T R Ry /N IR A SRR TR
R~ o —FRMEEEEY © AR (acrylamide *
WEE BT * protein electrophoresis ) 2
(7] 56 1 il 28 S i i o A AR R TS Ak » (H B &K/
SR KIS ERa e MEHREANH
ARG RS SRR IRAS TR » (1SRTE
HEE o B ) o e S 2 Y B R R ) PR AR
fk »

Bt RS R A AR R TR
Ji P 1 2 v B9 ( Alzheimer's disease) » [T 2%
SR AT R B E M EEERARAAS (neurofi-
brillary tangles) B Z4F B (senile plaques) * §{f
# T E AR AR 2 b EDRR A B E A
O v BEHERLHEABRAE R - L
BB AR E O (amyloid precursor pro-
tein, APP ) »

HFRBE B +tE B =
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RS E R ERERLERROREF

M EE AR A R 2 SOD AvE T /) RS 1
LN R A HERT B AR R L O B B TR - —
AT A A I ST R M M SRR R R SR8 R T B A
Sl LB M 48 ST AT ) o 38 T T O AR A 17
REPEEAE QBT 5 - R 90 4R 4 » i
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