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PRI R LS5 2 PR TERl 7% Fi\V V- E RIS R DO B 3%
SRR E
FRABRR TR 7 (HGF) /TEMEEL Y LBk cMet (peMet) & 2T ST ESU V- S5 EEHE I HIERRAE VAR (ALS) —Z5 & SOD1
A VAL DR - B - LIRS BB MR R b ORISR OfRER
ALS 13492 HGF % RV e B ARV RIE ORI AR L

DEFFE IEEN  REREEFER SR B SR R B

MRER

FHEEREEISRIEALAE (ALS) SODL h T v AV =y 7 <17 R 1 GIH-GI3A = 7 A2V TIE, GI3A-SOD1 A M L
IZEY | FREETAMIRIEEEBEYE L. MIAEICES, L L., FEERTAMIDE G93A-S0D1 A kL2
(2 & DMFRSE A ESFITZ T AN T DO TR . FBERTAMIICIZ G93A-S0D1 & k L A4 A RN
EFEEO— & LT, FHIERER T HCF) /TEMELY B cMet (pcMet) AT ANFEEL TV 2 &%
RBA LT, FRERTAMAIIL. GI3A-SOD1 A b L AIZRF L, WEIMATEME L L TD HGE/pcMet 2 F AD
up-regulation BB AEEL SBHET. RO ZIES DY, BKANTIL, ZOBELIEV IA07- b TH
FFCICE D, —7FF, I, B, BRICRO TR, 693A-S0D1 & b L AIC & AFFBERT AN L FkE 7 2o ME
e —HIIET 2500, BENICNSIESRAIERFNEEL 2 U, . S, LECRIT 558
RIS, NEEAETTEIE S L CO HGF/pdMet /AT LD up-regulation HENEE L T /-,
FFFFEOFERIT, MIRFED T & R & AT ALS FBERTAMINEITE LT, HOF VAT X Atz amE o

TRE AL V152,
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752 S0D1 %o T AEASRIZEBY T, ALS-Z5 2 S0D1
A kL AVIHEESR T ARBERTAMARSIT Tl <,
I, B, DROS RIS LY RIET,
FREATAMIRI IS A R =925, g, B, O
JEROSFBRHIIECIL, —RAY B T R A BT
BHHO0O0, BHEANNEEESICERFNEEY R
L. MREFLICE LRV, SEER AL, ML ER
I DFBERTAMIEIL ALS-ZER SOD1 2 M L RAITXFL
TESICTINESIT AN, MRS 2 B8
HETANTWDD TR, NEMEAFEEL LT
DRFHIAEER T (HCGF) /IEMELD VER(E cMet
(pcMet) AT ADBTFEL CWV-Z L2 L, &

BIZ, ZOHGF/peMet AT ADEAN G, g -
R - DIRO SRR ORIFIEREICERB L. =
O DEFEZR OIS, ALS-ZE R S0D1 A b L 2izxkt
LT, BHESFoTAERFEL TV D INEM A TS &
L CDHGF /peMet 3 A5 I ODFRESFHIZSEIZ DN T
FEMBICARAT LT, ARRFZED BROIL. MRAFED T ak
A% e ALS FRERTAMIIZHR L C, HOF {&RIT X
DRSS R RIE OTRER AR RV Ui DRI
HD,
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TR U U ADERENEFIC T, BREREEIT Lz,
FERIHRBTICOD I 2R L%, BiE - B
ATV, EOLE - KBINRREIZ T, 37 °C D&
HIREKOERIC C2HBHEOMKRE T2
rET 2, 2FBRLEOTERER, EbIT,
WRTHRNET VT E R 0. IM b 2 VRIS E
& (pHT. ) W CHEREE L 721 R, TR, B,
DIEOEBa L Y H Ue, B HE &8ss
MBI ENENAT T o VEBL T T 4T
vy 7 BRI BR. I8 h—AITTRT T o
IR ET B,

XT T 4 UL, HE BeEIEEHE T & FIRRT,
HGF/pcMet /AT ADIRER & U COuiEiB L 3a0E
BrEhifT Uiz, BB, rabbit polyclonal anti-rat
HGF antibody & rabbit polyclonal anti-c-Met
phosphospecific antibody DFERLR Y 7 o —J /L
{2 L, ABC ¥ & OfAE>E T, DAB HEIZT
AR LT,

C. WIFehR

1. FEAERRET A

1) ERRICRT 5/ E#E - T TORBEZE LT,
R L ERFREMIT R T Db D Th o7, B
fig - BhE - DIRORIBER OSBRI IRV Th, ¢
NTOHEBEZEL T, < EE R EEERATAT
Hot- (K14, 24, 34).

2) FREERFERTOARE 9 0 BEORRIZRIT 5
TREBERZ L | FREER T, BRI AMREI T
AR I DAVIRVNDS, BRE 728 &R BERT AR
R = o1 BV ZERR AT B, (vacuolation
pathology) %787, AR CIL, TSI RIA ¥
5 KRR MERFAERE (swollen hydropic
hepatocyte) &AFBAMERERTHEAZ (dark eosinophilic
hepatocyte) & MNRE L72EMBRER U, ZOHE
TiX. swollen hydropic hepatocyte MEDIE H H3
dark eosinophilic hepatocyte MEUT H_ZHELD
bz (2 1B) . BREE#CIL B BE TS B,
PRABE BRI AFRRG & EH e R A 5
swollen hydropic change 23% Hivi= (B 2B), Ll
ChE. swollen hydropic change % &4 A L \FHERa
D, IgE B REORBEEMFIRAZE L
(X 3B),

3) MHEERFBIERFOA 1 0 0 B RIZISIT 59
B L . HEBERCIE. ZHAZ: vacuolation
pathology ZF. HHERTAMIMRANSC= = —1
EIVCEEB DN R O N, BE U EBERTAM
FRi3oRe/ Nl R U, FRERTAMIRE R (AT
RIS BRIMERMZ R LTz, SR Cld. &R
LT, swollen hydropic hepatocyte & dark
eosinophilic hepatocyte & 2MEFE L7~ A
SRLTEM, 1% 9 0 BESOIFREERRIC A, & A
T OEMERED 5D HEEHEL TV, BB,
swollen hydropic hepatocyte DED 5 BEIEH
B L. dark eosinophilic hepatocyte #DEIS A
L7, F72. swollen hydropic hepatocyte 3
LV dark eosinophilic hepatocyte DV YT 28
FOFERLDSERD AV, EOEREOREX XL, 90
REE RO BT 5 &, REIWMEA L, /b
AL LTV (B10), BB CIL, sk
swollen hydropic change Z RT3 FRAE 2D
AL, —EICIL, FERMESIEIR S, MRESE
D U, AN E R LB RS B (NTER
MR PRAIE _E R i small—sized eosinophilic cell)
Pz, TOD, RMEEIIIERL Tz (F
20) DB TCIE, A% 9 0 BERDLERIZE, swollen
hydropic change % 29 5. LEFMEIEEIIRA Lz b
DD, IR, swollen hydropic change #2450
iR Rz (1’ 30),
4) &R 1 2 0 REOKKRINTIIT 2 WEERE
b RSB CIL. FHRTAMIRIIEEIC M - B
& ERL, FONET X bath A bk L EBED
7Y A=V AR Te, RRHT, SAMSRERRTR.
(inclusion pathology) & LTI%. Lewy body-like
hyaline inclusion & astrocytic hyaline inclusion
& OEEAEE ZHFEDTZ, F7- vacuolation
pathology & LTIL, FEERTAMIZIEAN = o —
1 BT < DZERERARTRD T, EETREFTR
I, AR, B DIROSRBEERIC VYO, F
BERARE & 1 HBAIZ, swollen hydropic change <2
eosinophilic change DRI RIZITE A KR
LIV, FFriia, BREE LR, DHREIRIEE
FAERET RICE LT (K 1D, 2D, 3D),





