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N7 73V —LEREEOMIINER: GBABET » s SN
BRIC&DUYY— LBREDRE WA o

NIFURIR F—hI7IV—-LICBIZ2R@BAE; 7—rTJ7
IJ—UNILDET. AEFFUAEESNNYFUF
VEERDER

FhEREE FOFT7Y—LEES IO+ ROVIVINTER

{RIZREES LA REDIET: JILI. ER. BKU=hIVRUFDIE
15 A—rI7I—REICKLS ALS RERETILDIE
=k

SHREELE F4—hI7I—CLBECREEHBEDERNM  ATGS
FIRBKU T HIREFICBHEL TEN

Beclin-1 Rabbit Polyclonal Antibody #iBeclin-1§i{f (MRES
PA5-20172) =AUz S v MBSO il b2 2R e,

ATG5 Rabbit Polyclonal Antibody #TATG5H{A (B@REBES PA5-
35201) BIUEHKAZH RTUE (RE) TREUICATGE MR EE
U-251fBB3D B s K DT, #lFHoechst™ 33342 dye (F&&) TR,
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I INTBD=RAITH—IUT+4>T

HBRUHRE

F—=RT7I—-DAFTYVS

NOOF—rI7I—FA— T 7I—DEERRIEDI DT,
CNEFRCBI T IV TF 7Y TUNBES I 2RENZ O
2T, ATGEMIEND—EDLT VN TBHEESNET (K
2.3) o ®* ATGY VINDEFA— T 7—I—DBRE. /\IBDF
M. BROF—rT7 7TV —LDERICEASULFET, 2OTOER
[CRA5 92D/ IBER2.5CUANRRUED,

e FR—I—hI7I—DORBEEMET BI2HICIE mTOR%ZE
NEMHEUCULKIOUVBEZE TS ES CENMEESN
F,

o INADRIER—7— D 70V —LDHEEF, PIBKRIEI /S
JERERS VINIEBVPS34 BLUVPSI5ESTPIBKES &
DEMHEICEES U, Beclin-1 (BECN1-FAEA—~TI7I—5
INTBIAMBRANICHIFZEM LD F) . UVIRSITI MRS ES (S
F(UVRAG). 8L UBax-HHEERARETF (BIF) £OISRL—
U3VICKRIEUFRT,

o INEADER—IEF/ UHREERN\BDERZRELE T,

o INADEE—/\IESHERDKRED DI VNI B/ &
BUICKREETEFSY, 7— 7O ENLTUTAT
IWENFT,

* BTATGY VINTEFHEEIN, UTAIILENET,

e RyFVIBLURME—F—rI7IV—LRUYY—LERE
L. I—hUVY—=LZERLE T,

o INADFHIES LU RH— VY —LBERICKUD—IDDHES
NEd,

K2.5. F—NI7I—ICEAETRIVINIE
hERRES

mTOR mTOR Polyclonal Antibody (PA1-518)

ULK1 ULK1 Polyclonal Antibody (PA5-34542)
ATG101 ATG101 Polyclonal Antibody (PA5-21000)
ATG13 ATG13 Polyclonal Antibody (PA5-20999)

LCB3 MAP1LC3B Antibody (2H30L32), ABfinity Rabbit

Monoclonal (700712)

/B DRI

PI3 kinase PI3 Kinase C2 Alpha Polyclonal Antibody
(PA5-28071)

VPS34 VPS34 Polyclonal Antibody (PA1-46456)

VPS15 P150 (PIK3R4) Polyclonal Antibody (PA5-21848)
Beclin-1 Beclin-1 Polyclonal Antibody (PA5-20171)
AMBRA1  Ambral Polyclonal Antibody (PA5-20512)

BIF-1 Bif1 Polyclonal Antibody (PA5-28068)

ATG9 ATG9 Monoclonal Antibody (14F2 8B1) (MA1-149)
ATG14 ATG14 Polyclonal Antibody (PA5-34453)

\FRDIER

ATG3 Atg3 Polyclonal Antibody (PA5-17018)

ATG4 ATG4B Antibody (1HC6LC10), ABfinity Rabbit
Monoclonal (701882)

ATG5 ATG5 Polyclonal Antibody (PA1-46178)

ATG7 Atg7 Polyclonal Antibody (PA5-17216)

ATG12 ATG12 Polyclonal Antibody (PA5-20463)

4.81&

A—bT7I—
B

l LC3-ll

1. BROAE

P_ATG101
ATG1 |, HBICC
0 Ol

.Q.j\

V=L) yyy—i

F—rTPIV—L
73727 (FEREER)

R
\TG101
ATG13 RBI1CC1
p ULK

4 S  UVRA
Beclin 1VPS3

H2.3. A— I 7I—DRFT VS
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SUNTBDZRIA—)IbT 4T
HRUFHREE

PEOARBIVNIE TS S—0. IDIVNITEBEH &LV a-vXT
LA VAR
ROEFEL TV D ERET KRB, BROEBEHSRUREEEZES
AU IN—BRO=ZR T+ —ILR USRI VINTBDRBMHEDK
ERRERNBE IV OHBEBORHZELEGLE T, INH5D
BERF. TILYNAR—RCIE, fIATTZOACRE (AB) ¥
VINOBTS—T. fIBNTIEEY VEBEI N BB UCBRER
REELT ZLUCa-vXIUA VU EFEND LU E—/IEELT (&
BRKRWBRDIF/NN—F 2V IRNDEES) ER S NFELEF T, &
NSDEY VNI BERERE. BYIFBFRII>IENDDFHE U TR
BINFULH IBECTRZBREINEITORA—/\—N"DD 050
SNTLET. AIZIE ABIVINIETS—0BLUa-2ATU Amyloid-beta/Amyloid A4 Polyclonal Antibody (PA5-32263)
AV(FEBIC, PDEZISNICBREDNICHEWVWCEIEE CRES AP =04 RB/PZ0OA RAMHIBERVTIRIEUIZ, PILYNAR—5
N&Ed, UVBIEY DI VINTBDEEEERF. ADICEEYT R —EROBHA RIS SRR F Do
DERFHICEELFIN IUA/NF—[CHFENBMMDEE
BlEUTIFINSISBRESNFEAD LE—/IMFEERAED LU
HUEQ%”&&DFﬁéUbﬂ%@% BREMERICEET DY /N

BB LOMHDRIEICEET 2 EZR21(TRLET,

RO ARICBITD - XTI AV DEFEFPDOFFEHZ ERM
(F2BDTIN BIEITDIDIV/INTEF. #BFLTIXT LA
/rtﬂ¥(atﬂ%>mmfb\$$%§ R BRI ENINRE DERFIF

ZOA4RMD T, INSOMREMERERICE, INSICRES
ﬂ?’é/ub‘\ IN—F2 VPR VE—IMABIERAIAE. 18 SUICR K
HEBROMEMTIVYNAT—TR, I DVIE. ETHEBEBRA
PENZSFENET. ©

Synuclein Antibody #i¥2ILA1 ik (WBES MA5-12272)T
WIBUzU251BRICBIFBYRIT LAY (BE8) DREENa. F-77
FU (RER) RABELT7OI Y & (BE) [FDAPICRE,

AB. IIB KT - XT A ViEHADTIA, ELISAB KU Luminex3v MNIEET 3
ZUWEBERIC OV TR BESETEL 2L\, www.thermofisher.com/antibodies
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R2.6 HRETHBITIC—RNICAVLSNIRERNLZY—IL

A\

SUINTBED=ZRIF—)VT 427D
HROUFHREE

LTI, Thermo Fisher ScientificT' 5> RO#IRIFEN S —
T NRFFTEADTE. ELISA. BKULuminex”” v A DIGLL
BIRBLTHA T, MIBEFRBLOEIE Y v zrFw b, @iZERS
BRUOKRES AN O—. Z1—0OY bo—H— @R E %
EYZRREE—R TR B LOF Y MDEBLWEL IV 3, 135
VIR RS LU R AOSRMEEEREESO®
gwﬁﬁn®l®®%ﬁmﬂ%8$0$uh@jvﬂ/a/%%
HUTWET (R2.6) . 2HRBICOVTIFIHBHZTELES
www.thermofisher.com/neuroantibodies

K RRES
Thermo Fisher™ Pierce ™ Primary Neuron Isolation Kit (88280)
Thermo Fisher™ Neuronal Culture Medium for Pierce™ Primary Cell Isolation (88283)
Kits

Invitrogen™ BrainStain™ Imaging Kit (B34650)
Invitrogen™ PrestoBlue™ Cell Viability Reagent (A13261)
Invitrogen™ Neurite Outgrowth Staining Kit (A15001)
Invitrogen™ FluoVolt™ Membrane Potential Kit (F10488)
Invitrogen™ LIVE/DEAD™ Cell Viability Imaging Kit (R37601)
Invitrogen™ CellROX™ Green Reagent, for oxidative stress detection (C10444)
Invitrogen™ CellROX™ Orange Reagent, for oxidative stress detection (C10443)
Invitrogen™ pHrodo ™ Red Dextran, 10,000 MW, for endocytosis (P10361)
Invitrogen™ Rhod-3 Calcium Imaging Kit (R10145)
Invitrogen™ CellEvent™ Caspase-3/7 Green ReadyProbes™ Reagent (R37111)
Invitrogen™ Image-iT" Hypoxia Reagent (H10498)
Invitrogen™ ProLong™ Live Antifade Reagent, for live cell imaging (P36974)

Autophagy detection reagents and kits

Dextrans, hydrazides, neuronal tracers

2-8 #HREMWEEARBEOTEN—ADY—)U | SREMEERICHITDHLBEDT <
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BR{LANLUAB KU
R A

SV RUT7EEETRE
SRIOVRUTEER2S LOBIER N UAF, SRS KON
B EBEIGEIRN DY HLIBNDICBVTHRERENZZ NI
RUZBHBDZLNEIRINF T (M2.45K05K27) » FIZIF.
NIFIFUIVINTEBIORIQESL I T AV NE =~
JVRUVERREES LUMIREANCa2+REE LR ZFFEUED, @
PDCIFEFmENETUL. AD. PDBKLUALSTIEF= IV RY
7DNA (MtDNA) [CBIFDEEMEHINTNETD, “ EEH=RE
(ROS) F= IV RUFPHEBERDZBEL, PIRh—YR7ZES|E
RCIOEEENHIE T, S IV RUTPDRHEEFMEEF. =T
VRUTZDREESHWICHBESNZEBN ORI TIN TNS5D
FOCRDEFEIF. . DINEKEER. @REHREESTHS
<DEMNREBICBVWCEIERISNFE I, “ SFIVRUPBLY
EREBERID IO h—J DM ICDVWTIFTRICIFEEESINT
WEBAN =IOV RUPENBEOEAEE (MAM) i'2D0
FIARSEICHIFBIEEDBENS KU Ca* DIRAF RT3 2% 0]
BECLTHY, 7— 77T V—LERDEM TH DI ENTHRIC
BVWCTRENTWVET,

=havRU7

1. RS/ HES

p3 (\
Bap31 l
3.MAMIEENZ]L
Mfn2
PACS-2

/I\iERR (MAM)

H2.4. BIEARVRICHT R PIVRUTRIG

AV TIRYV—LEEGHD. SNV RUTPEERLICES L. £
OR—Y2AEFEFHRUET, INBDZIVINTEFUITNY—(E A
VI—0OAFY (1BBLUV18) DEEZFEL, OJ LM
FEICEES5IBAR/N—TEEEHETBREREY T FIVICKIGLTE
HENFE T, NOD-#FZEE T 7S —I V/INITBDAVN—TdH
2BNLRP1. 3. BKUV4(E. ROSDERZEEL AV TITXYV—LD
F—OUR—RUNTT, INBDTOLRICESTDIV/INTE
DIRFEHEER2.8ITRUET, =

IR HICBIFBCOX-2DRE]

BREFROSLAIG, A haA 2 RPF R BELOVRRIEER
EDEHDRIEAT A T—I—DEEZ(BELE T, TNSDEHR
FREBIBICHESL. Y04 Fo5F—E-2 (COX-2) D7 v
Fal—yavD—RERIFET, TORITSVIVDERICH
BLEEINBDCOX-21F. FRLTENDICEIET NIEICEASULET (K
2.5) o COX-2PEAPAE I 2 HKIBIEADH EH) GERFOA
RMFRAEEEINSAIDS] R E) (F. AD. PD. ALS. BELUMSHRE
DIRBETDINHD DV FESHD BN TR T B/zh TN
TWVET, ©

AB BEE=o07U7 \

cox-fasm  —1 S

WIEFFNE
BARAAY /

RSN

THERRAE

[2.5. NSAIDSIC & B COX-2fEIC KB TORI TS IV ER DN

RSN

R
IU=3Ihb
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FRIEANLUAB RO
R T

F2.7.NDICEET D= IV RUFHEERS

pES S

FILYNAR—R FrJOLCZEE
BFmERI VINTBkEERE

N=F2V PR BFmERI VINTBkEERE

PTEN SFE#EFT—T 1 (PINK1) KIBICKBEEEHIU > EE LD
PD BEHRFDEZ —1—0OVICHIFD mtDNA Rk

NIFURVIR /\79’-‘/9’-‘/8&:0“1‘U QZZBOTSTXY KBS IV RUPHEER2DFRE | S MOV RUPEEES
HD #fif2(CH133 Ca” RE LR
EhZ R RIZRIE LE SOD1ZE&

SRIVRUPIEBIFZIRIVF—EEDET
mtDNA DEREHISIEL )L DIEN

F2.8. IV RUPHET2CEHSTBRKRNBIVINTE

I—Fuk  HEE NFRmRES

DRP1 SAFZVEEEIVINIE (DRP1) ; SOV RUPHHICHE Dynamin Related Protein 1 Polyclonal Antibody
(PA1-16986)

BAX ZEETOPRN—IRIVINTE ; SNV RUPHIREBMZTTHE Bax Monoclonal Antibody (6A7)
(MA5-14003)

FIS1 SRAVRUPHHIVINTE ; SNV RUP DR E(BE FIS1 Polyclonal Antibody

(PA5-22142)

NLRP3  NOD #Z&HA(NLR) 77=U— EVUIVEEZSEIV/NIE 2 (NLRP3): NLRP3 (NOD Domain) Monoclonal Antibody
AV ITSRY—LES) | RIEMRZRICH I B REFEEEIE (25N10E9)
(MA5-16274)
Bap31 JEEE ER BiES VNI E  IVINTBDWGEEIVIN— XY hADERRIC  BAP31 Monoclonal Antibody (CC-1)

E (MA3-002)

GRP75 JI\WI—RFBEIIVINTE 75 (GRP75) ; B avIIVINIBY+ROV; HSPA9/GRP75 Monoclonal Antibody (30A5)
{EZILO—ALARNIVITHFS ROS Bl (MA1-91639)

Mfn2 SrTYY -2 SRV RUFZREEE GTPase : = MY RUPEERAERET: MFN2 Polyclonal Antibody
SRIAVRUPBELU ER DA VAUV YT FIVGEICES (PA5-27606)

o 1R VIR 1ZB1K (0 1R Z7EZ A RZHRE) ; R—/N={EEEEEH"1—0 Sigma-1 Receptor Polyclonal Antibody
VBRI ZNOYA MTBWVWTHEIR ; MPTP (PD EF)L) - FRMER—/N= (42-3300)
AEENMEHRARSEICE 5T B OlaE kS

NSOBROMD= NI RUPI NI ERRERTURICRET 25 ULVERIC DOV TIE
CHEBHETELEEL, www.thermofisher.com/antibodies
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R TR RIAZTD
FTATITET

PAIER (CNS) (&, BEZNIRFAD "REEHE BMI T, A V97 MIEMEIFT (BBB) (&, REREMZNSCNSADRA
ZHRULE T, 707 U7EHES SO ENICHR RS ZEE I 2EMRF. ROV AROU Y/ VEER(E. RERINE
FHRIDLDOLIREES (BCLIFECOXFINEE) ZRETDRIIIERLE T, INSOBAHEEICEEN ST mERD
BRREBIOEINEFEDICERAIBNDICH T MRBEDFIBD SOETICHEZSATVNBDESNET (FR2.9) . HICBITHRK
FEFAFER IS IHE T DI=h DEBS DRAFE (L. FF MR BB D UVEIRR(CDIRAN WY, ©

R2.IMBREMRBICHBIIRERG
R BARE EiSnE
FIWYINAR—TR EHEZIOTUP. MEFREYA MA2. BEBE A BRTFRICHIDHEB LU T 2R DT
Ut DEFDLA)LIEN
N=FVVVRBLV So07VU7ERE. FFa3IbF5—Hlla. CFN [CHI1F #HRFFEICH I SHAE  LBD [CHBIFD A BBIT
L E— | A BERFNAE DRIEFFR MY A MV, BRUMODEFDLUANILIEN  S100B (LT DESHAEME - XTI LA Ri
BRBELUCNS [CHIF3 T MEDOFE
NIFVRVR SO0J USRS, fFRT. BEOREATI—9—0D KiRH
L)L
EhE i RIZREE L AE R, CD14. BRUDREFDLANILIEN HIRGRI S VNI BICH T BTAB LU T #iaR D
fEZes
LFMEE(LAE =707 U7EMRE. FFaSILFS5—HEE. Rk, STUYBKRUSIUVEERRICH T 35S LU
CFN [CBIFBNIEFR MY A MO, MAESIUMHD  THERD &L T #izlc k) asEnsd=—a—0k
RFDLANILENM O71 >V DFE

B TIE FURICTHIA T, SRR R(CEHET 25— v MM DWW I Bfcsh DEETHREES N
MBILWVELISAB KU Luminexaw MU TWNE T,
FEULWERICOWTIFIB5ZTELIZE L), www.thermofisher.com/immunoassays
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FTATITET

HHRRIN—ADEEDRHFE

FHEYZ. BRERZE. BIOUFOT SV T HEIAMDESSE.
WEOFLWLBZYIIhEX Uz, FHilildEBCER U bl
ZELET B, PRBLUFRBEMREROES S IUBEDH
DEHREREEFRENEONDS KU Z1—OVEEDIH
DEFUWVBEAICDIRD D OIREM N B K T, IERIRMRRDH
ESOERAZHEIRT 2CHOHEEE UTIE, AT SR lE0
BAERNIDEME L. HDVIFRIRMRMERE T (E AN T
f8 (iPSCs) HRMIRDBBNAZEFONE T, MERICHBIFTDIHRL
BRED{EilRERZLE U B2% AR (PSCs) D1t
RIS R2.6[CRUE I, FEDMREYFIMFOENZ D R—H
FBIHIC BHTIIEHMDT FUT—2 3V TRIDAH DEH
ENEDBLWVWR—NI 2 UZ ZRHELTVE T, INS5DY—

JUlg, U7, 90BN, —1—0OVE, SR MERE. M
REIEIZE. BROMOBREYZMEDBFICBIIDMRES

ZICLET (F2.10) o

Beta-3 Tubulin
human Monoclonal Antibody
JresS—

MBIFa2—TUVHK

£ %ﬂ & R\
5 0 I P (7O—r 2G10) (MEE
%ggg = MA1-118) ZRUL\z B
70 kD _ -Fa—"TUVDITAY
55 (DI —— 4 vl T | O ME . E R
35 kD — W
25D BB KUSH-SY5BY (&
NEEEEHIRE) LU Hela

(RFEfELIEENF=5R
FEAHAD) BRI
B 5D E—h BOUIC
g <O Sy R T
R 5 VY NLRI— Bk
W UELEVRDSHEL
i CREBY SRS
. (- hCOWTERMLE
(EE) o

e

B/NS T B UTc e SRR D SR L DT ESRE L. :1B3-F 21—
Uik (BT) SIEReiRIY hO—L (ETF) ZHE& U,

et R e S

([SHERUCTECWVWSFEDZEF C9, SfLd, 1

————————,——,—————————————
R R RITZTD

e TR
PSCs BIBEAER BiSEAER
FAROYAR
JU7 ; ; i ;
FiERAE
iPSCs @ s
R FUTFUROYAR
ngasmas A2B5 ~
CD44 T \J
o :[ PDGFa GalC
ESCs e NG2 CNPase
04 MBP
FAFY FsEE
—a—0Ov
ESANCAM Bl Fa—JUY
MAP-2

Za—0O0743XVb
DA Za1—0O:FOYY EROFY5—E(TH)
O~ A HEIEI:5-HT

GABAfEBIE=1—02:GABA
EE=21—0: AUV P EFIVNS YR TTS5—E (ChAT)

(2.6. PSCOMERBENDDLIEE

R2.104HERFEDIHDRRAT—H—

HiiFs 7FrUs—vay

'.
g0
B
J0

SOX1 Polyclonal Antibody WB, IHC (P)
(PA5-23351)
A2B5 Monoclonal Antibody (105) IF, IHC, Flow

(43-3110)

CD44/H-CAM Monoclonal Antibody
(Hermes-1) (MA4400)

IF, ICC, IHC, Flow, IP

GFAP Polyclonal Antibody WB, IF, ICC, IHC
(PA1-10004)
PDGFA Polyclonal Antibody WB, IHC

(PA5-11722)

Beta-3 Tubulin Monoclonal Antibody
(TU-20) (MA1-19187)

MAP2 A, B, C Monoclonal Antibody
(AP18) (MA5-12826)

€58 : ICC, SeEflia(b® ; IF, mZHEE, IHC, Eiffit®, WB,
YIRSV I OvT«47; Flow, 7O0—HYA bXKU—

WB, IF, ICC, IHC (P),
Flow

WB, IF, ICC, IHC (P)

SFIHERTEDIZHD

vay
ZINI

BARIZ 7 AUV =R RHELUTNE T, s5LLY Iﬁﬁﬁlgﬁb\?(&_Bb%*‘EK /fsray
www.thermofisher.com/stemcellantibody-hb
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5 PA5-29354) T8 LIz~ DX HiKAE

WO EEB LF DM

72RO
HA

ZFFEO=-21—-0OY
Insulin Degrading Enzyme Rabbit

Polyclonal Antibody #1125
REERTIA (REES PA5-29350) T2
[E3.7. ZILYN\AI—%% (AD) DFIFBRIE ABLPBLVIVDEEGEDSLUEBRE. NE. BOUICEIEIN/R BUIES Y MMEERO R L F 0T
[F. ADICBIF2HBREMB LY F T AMEEREEICFS UE I, ADDICHDFLWEE? O—FICF. NS
DFOCROBENSENF T, thDOBEREPDEE LG, BRRERNTOFECHITD - 2—0OVDRES LUV
BOREZI—TVRELTVET,
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PIVI\A R —IRDFRIRE S KO
FRRE LT

T ILYNAR—IRDIEHEIFRARIFRETIT N, PZOARBTSS5—
TOEMPADERIEICEH >TLWDEVSE AR IE T Y AN EE
LUCWVET,

AD/REDMHRZHIREEC DV TR S DI R EELIBT B
(C. BHTIFY AL (B fBRREE LA BlREY R—h i
ERER (CSF) &) ([CEFENBEMABA2ZTEET BcHD. 960 T
WU —RBRO~7O0F—h)—F—ZRHWND. IFREERRE
EDEEREESRBEIEAEE (ELISA) v hERELTVET,
AFvE ENABL2ORABB LU EGHEZFRHE L. B40/A
B437%EHE TIC. AB42ZEEIRINICRE T 2T ENTIRET T,
(BRBES KHB3544)

Amyloid beta 42 Ultrasensitive
ELISA Kit, Human

TEEESS
o RXE: <1 pg/mL

o 1ZAERDARERE : 1.56-100 pg/mL

o BUFAIVIA T fliRaisE LA, BB EYR—b CSF
o BRI ES

o U FPIVE 50 uL (FHHEH)

NUF—2ay
Ty R 74 REE
TV EANDRBEERET BT, BAEEDHU AB42Y Y FILICDVTIBE 7wt A BOBEERET BLH(C. YV FILIEDVWTEROT v &1 %36
RET7vtA &iTo1, Tore.
INSA—=9 Bl BUFIL2 B3 INSX—S 9o IL1 HBYFIL2 HF)IL 3
98 (pg/mL) 71.76 40.45 21.37 T8 (pg/mL) 71.30 40.16 21.29
SD 5.76 3.75 1.78 SD 5.24 3.96 113
%CV 8.04 9.37 8.33 %CV 7.36 9.85 5.32
SD = {Z#{RE: CV = ZTEIFRH SD = {Z#{RE: CV = ZTEIRH

ELISADTERIRM— R I A UA([CDVTIEIBESZTEBLETL,
www.thermofisher.com/findelisa
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Z)VINAR—IRDIRIEZH KO

RAEFIEF

MR RRER( b DR
BRICUVBESNIZY DIF M ENSHERE L. IERFYDDIR
T4 —=ILT1 VT ZSIEERI L. ERRY D, MAP1SKUMAP2
ZEHIRLE T, TORBR. N\ EDALELBLUHIENICSITS
IOIVINTEDFUIR—TERIEUE T, R RIRHEEL(F
IODAFUIN—LDRBREVTETY . FREXES D IO
RAROT7 RS-V 2XZFBLFT (K3.8) o ** GSK-3 SRV
CDK5(39 072U VB b T2 X B+ T —TE T, YD(d, K3.38
KUMBBICRIKDBELDMDFF—ERBKIURRT7I—E
[CROTZNZTNUVBEB KU VB b NE T, »

E3.8. BUVEIESY Y IIRBELDFS—EILKIUVBIEEINE T, BUVE
£ D1&, MNED SHEREL. MNEDTRELS SURRMEEZES ITEIUE
To Flo. BUVEREY DIEREL T —WDSBART A SAV R ERY, ZNIEH
REREEEDOEBM D LRI E T,

Fn OB Aq kA camki GSK-3p
e L/ MARK k5

l \ l MAPK
| |V !
®® ® ® ® () ®
Y KXGS  SP

SP SP S SP
46 184-202 214 235 262-356 394,404

1 BB R

MBD

IIBLUMNERS
SUINOE

BUVEIL
IVIINTE

#3.3.99FF—EBLVHKRT7I—E
=Ty hk

NFREES
*F—t

GSK-3 GSK-8 Polyclonal Antibody
(PA5-32440)

CDK5 Cdk5 Monoclonal Antibody (DC17+DC34)
(MA5-11291)

PKC PKC alpha Monoclonal Antibody (MC5)
(MA1-157)

PKA Phospho-PKA 2 Beta pSer114 Polyclonal Antibody
(PA1-26735)

Erk2 p42 MAP Kinase/ERK2/MAPK1
Monoclonal Antibody (6F8)
(MA1-099)

Akt AKT1+AKT2+AKT3 Monoclonal Antibody (J.314.4)
(MA5-14916)

Fyn Fyn Monoclonal Antibody (1S)
(AHO0482)

JNK JNK1/MAPK8 Monoclonal Antibody (1E5)
(MA5-17117)

CaMKIl Phospho-CaMKIl pThr286 Polyclonal Antibody
(PA5-35520)

MARK MARKT1 Polyclonal Antibody

(PA5-17058)
IRRAT 79—

PP1 PP1-alpha Polyclonal Antibody
(PA5-17825)

PP2A PP2A alpha Polyclonal Antibody
(PA5-29754)

PP2B PP2A B Subunit Polyclonal Antibody
(PA5-17515)

PP5 PP5 Polyclonal Antibody

(PA5-19540)
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*ﬂﬂfﬁ%%fﬁ%’&ﬁﬁl&%@”%ﬁ’][CTE]UV@’ﬁ%fb9@b\57ﬁ%@*ﬂ?b\ét—&“E’][Cahaﬂu‘ék*ﬂ?b\iib‘ ZTOBEREAYF U, PIF
Y AEFFUMAP2, 704 KRB BRUOIIREDRY V/INIBEITH T DA TIRHARE T I, * MRFEFHERLEHTF I
—C‘%Dbﬂfb\%)9//\7 5ERIACUZANZVTIUFT,

RIAPNERESIVINIBS LU BRERMEIVINOE

MAPT Phospho-Tau pThr Polyclonal Antibody

(Tau) (44-738G)

MAP1 MAP1 Polyclonal Antibody
(PA5-19995)

MAP2 MAP2 Polyclonal Antibody

(PA5-17646)

Vimentin Vimentin Monoclonal Antibody (Vimentin-SP20, gp100-HMB45)
(MA5-14435)

Actin Actin Monoclonal Antibody (mAbGEa)
(MA1-744)

Ubiquitin Ubiquitin Antibody (10HCLC), ABfinity™ Rabbit Oligoclonal
(710362)

e 1
"f.;;z':?f“ir"rﬁ'.

Vimentin Mouse Monoclonal Pan Actin Antibody, Biotin Conjugate Ubiquitin Mouse Monoclonal Antibody (Ubi-1) #1121
Antibody (V9) FIEXVFUHIATRE (ACTNO5 (C4) HM7IFVE/J0—F EFFVHik (REES MA1-10035) TEEULIE7ILY/NA
LicE hBREDREHEBIEZDIT (BE Uik (BEES MA5-11869) $LU Y RESHFESHBORERBIEZD7T.
&S MA5-11883) Thermo Scientific™ DyLightiZs8 — Tk &

A 2FaX—2 37 UeNIH-3T3HH2D i

BRORESINLTIFY (RE) DREEN

e F-7OF (FREB) [FRERIET 7 OA

I, #% (B) [FHoechstaRFzIFDAPI

THE,
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BHTEF EEVU1—Y3VELT BRED—RBKIU TR
FEORILWVIR—NI 4 UA (THIA T, ELISARRES IO 7Y
U, 8—9—5"y METADHTFE Y. BOUCHRENZ DKLU
DM R D EFADEFE TIICERDTRIRELISATF Y hziR(Ht
LCWE T,

HREYZBELISAT v M. R B O R PRI FEBEhED
WMREZIE T DIeH(CTTA VI NTcBREELISAF Y NTT,

INSD “neuroELISA” v ., IXEBER (CSF) .| flfaigs
BRI 2—0OYSA—h BLUNEET > FILigEny
TIVIALICBITBDAB. I, BRUOQ-VRITUA VI VINTED
e 5 E. W OBEBFEEZTEEE T DLIICTHA 2 EINT

R EYFAELISAICIIR T, BHIC[EF FEE DA RIELISAR G
ATIU—DHIET,

UZBEELISA

A MIA VB KUTENAVELISA

HBEHLDOWHRERRZDHOET RIS A

ELISATH1Z C25FDxEE

BARBRNUT—Y 3V —RE, 1TV IV BE FE
M, O, BROOY MEDO—BEMREDEFRELEDIREI(C
WG L. EREEOD D IERZEIR

BE—HSH UHI—FTa T ENITU—b IR S KU
BT, RIVI—R NI 7— BESUVICPIETU—HE

AES

ZZ 0. ready-to-useD+w

Yu SY, Zuo LJ, Wang F et al. (2014) Potential biomarkers relating pathological proteins,
neuroinflammatory factors and free radicals in PD patients with cognitive impairment: a

Sivaprakasam P, Han X, Civiello RL et al. (2015) Discovery of new acylaminopyridines as
GSK-3 inhibitors by a structure guided in-depth exploration of chemical space around a
ed Chem Lett 1;25(9):1856-1863.

Petroni D, Tsai J, Agrawal K (2012) Low-dow methylmercury-induced oxidative stress,
cytotoxicity, and tau-hyperphosphorylation in human neuroblastoma (SH-SY5Y) cells.

Mohamed NE, Zhao Y, Lee JH et al (2011) Upregulation of AMPA receptor GluR2 (GluA2)
subunits in subcortical ischemic vascular dementia is repressed in the presence of
Alzheimer’s disease. Neurochem Int 58(7):820-825.

Saman S, Kim W, Raya M et al. (2012? Exosome-associated tau is secreted in tauopathy
models and is selectively phosphorylated in cerebrospinal fluid in early Alzheimer

Hunter CL, Bimonte-Nelson HA, Nelson M et al. (2004) Behavioral and neurobiological
markers of Alzheimer’s disease in Ts65Dn mice: effects of estrogen. Neurobiol Aging

Ron%H, Jin L, Wei W et al. (2015) Alpha-synuclein is a potential biomarker in the serum
SF of patients with intractable epilepsy. Seizure 27:6-9.

Li YC, Chen Q, Wan XZ et al. (2011) Effects of conjugated linoleic acid on cleavage of
amyloid precurosr protein via PPARy. Neurol Sci 32(6):1095-1101.

Cheng XJ, Gao Y, Zhao YW et al. (2015?I S%jLiu\rg Shloqig(ees)in%’?:?gggé% levels by
s. PLoS One e .

Stygelbout V, Leroy K, Pouillon V et al. (2014) Inositol trisphosphate 3-kinase B is
increased in human Alzheimer brain and exacerbated mouse Alzheimer pathology. Brain

Devi L, Tang J, Ohno M (2015) Beneficial effects of the p-secretase inhibitor GRL-8234 in
5XFAD Alzheimer’s transgenic mice lessen during disease progression. Curr Alzheimer

TAU R.')T231] Phospho- (KHB8051)
ELISA Kit, Human
cross-sectional study. BMC Neurol 22;14:113.
TAU (total) ELISA Kit, (KHB0041)
Human
pyrrolopyridinone core. Bioorg
TAU LpS199 Phospho- (KHB7041)
ELISA Kit, Human
nviron Toxicol 27(9):549-555.
TAU [pS396] Phospho- (KHB7031)
ELISA Kit, Human
TAU R}ﬁ 81] Phospho- (KHO0631)
ELISA Kit, Human
disease. J Biol Chem 3;287(6):3842-3849.
TAU (total) ELISA Kit, (KMB7011)
Mouse
25(7):873-884.
alpha-Synuclein ELISA Kit, (KHB0061)
Human and
Amyloid beta (APP) ELISA  (KHB0051)
Kit, Human
Amyloid beta 40 ELISA Kit, (KHB3481)
Human supressing A clearance in cultured ce
émyloid beta 40 ELISA Kit, (KMB3481)
at
137(Pt 2):537-552.
Amyloid beta 42 ELISA Kit, (KHB3441)
Human
Res 12(1):13-21.
Amyloid beta 42 (KHB3544)

Ultrasensitive ELISA Kit,
Human

Cho SM, Kim HV, Lee S et al. (2014) Correlations of amyloid-beta concentrations
between CSF and plasma in acute Alzheimer mouse model. Sci Rep 27;4:6777.

ELISADTER R M—NI U [CDVWTIFTBESZTEBLEE0,

BEZUREARADOTUER—DY—/IU | PILYN\AI—FNOIREH 3-12



Z)VINAR—IRDIRIEZH KO

RAEFIEF

NAAI—H—
ADDMBZNS KU BESIZNFHICEE T 2 BB R 2 1ER
[F. REREPERETOEZI U T DI DERRI TR
FHIDICHIHERINTEE U, BETIE, HZDAA—I Y
THEBLOIVINTBINAF X—H—7Z & T Bz DHfTH'AD
DFUWEBEEAERRE T 2D DBRREBE RS OICHBRE DR
RICHENITERSINTVEYD, ADDRERDLVEREETDAYT
U—Z VD EAESNBELRINA I X—H— DI E#ZR3.51TR
LET, »

NAFX—H—F. BEENITHED LU FHI CE2BIZEHDE
EATHY, ERFEYZHEE. FBRERE FeFeBICHN TS
RnERUET, NAF~N—H—DREBIEEN TH B[,
ZFOEFE BE. BLRU/FRIFTEENEEEEERMITSNTNS
MERHIET, ** RN, NAF~Y—h—[F. EEBEE T
TR EBETOEZIU VT EREFREORE. BEICHT S
FISDEZIUD, SSITHRBORZ ZONEE T Bz (CHANS
nN&Edg. ”»

BRENIGNAFT = H— DL FITRUE T

o EEIRN (FELTOERET Y IV THIEZETRY)
SRR (KEDDIEEBH Y IVt ERY)
PR EiE = IEHE(C 8

BRICH T DRILDIEE Z IR

R3.5.FIVYINAI—RINA F T —H— 1@ HDT= b D— AR T5i%

N—h—i&HE T
AR—=I VT
CT. PET. MRI

HEEHIHE LY,
MRS

MERRENFH/\RDISEE (M) THESI

ADE SNz BB DEFINZEE. BLICSRAEAENBIRHNT
WE T, IREDADIFETlE. NAFY—H—=FALT, EROFE
ERNCRBERE T B DI TONTVET, Td. KR
DAERERRE TR DM RIVRBEE(TU\, FIEAIC R BE T2
FECIPBESEDFUWVEREFRR T EAREBIEST
BIEHICHBARTGRTY, ~ HEEY—H—BIOEEY—H—7%
SUOCEERERD—INBRIES LUSEREERIITRULETD,

k!
ElL

NAAR—H—T=Fa—R

Fd
3

AN ER MCl

sRRERE-Y

AB
IOENE= 21— OV
BEOWEETS
BB

- 5B
ERpRHSAE

SRANAE

B3.9. NAFI—H—ETIYNAT— (AD) AT —IDBEF B-7=0A N
(AB) BRUYVIFMBEEER (CSF) F/clFmBFRLEMBIRTE (PET) A1 X—JY
TN UTIRE L. ROBEEERHBERE (MRI) ZRANWTEHELSE I, AD
DERFRIGETICBNT, BRABEEN ERRRE L. BE. SBAEZEFAE T HHIERME
DBRERAEAERES (MCI) (SETULET,

AA—I VT FHEBIIFHRERN, BOEES SUKEEDBROIEFES. AD ETD
B TIRE. RIS E CHD I EICKBEABIR. AD [CHTBDRESIUIFRMED

P ——

CITSTENTIRE, AD [CHTARERLUS

Ab42, a2-370707UY, B8&UHMDIVINTE RESHERIMEVT EICKBERTIRR.

CSF 5% AD & E#18R,
AB 42, t-99, p-9T/A B 42

RICRE,

3-13 BREMEEARAOTUENR—ADY—)U | PILYN\A X—FRNDE
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PIVIINAN
FeRE L1

RORIEZH KO

Luminex<ILF L w I 23 i UL
feTm—9H1Ds KL

TILYNAR—IRIFRDE I Z (e ET D, HDFHULWLFY
N3, ERT—EU. £ MNNESERPDABL0, AB42B LU
IUDEER/RERMBITDRLIMBICT AV EINTVET,
BREYR—N MR, FB3EBBE DEREOY Y AIVIA S
([CHFEMATEEETNE D, (BWHBES LHNOOOIM) .

_uminex” Platform®DjzsH D
nvitrogen™ Amyloid beta (AG)/ Tau
Neurodegenerative Human Magnetic

3-plex PanelEA

Lt Dy ORI ] [iE-EDTADEIR
- 3BEDI—4 v NORBBITICHERY Y FILIEHTH 120% )
15 pL/well 100% n=6
© BE BRIE BIO0YMIO-BMBEOBEOVTES . gy
BRBETV. BREESLOEERGREEE %4
60%
o WILFFLWIABADOE, AL—R, BLOLVWIAFIv &
JULIE, ELISAEBEDER ZEISIC5RIR 40%
) 20%
HDFw MM Luminex™ 100", 200", FLEXMAP 3D, &/z(l&
MAGPIXEBICBVTERT DL SICHESINTNED, 0%
AB40 AB42 tau

OUYER(E, 7L YINA X—REBEREEDTAISE Y Y VISR UfcBIRZ 9>/ V0
BERATEITDEICEURDE U, MBSV EERUCOIE G, ERE%E
DHBEEANICH DT ENREINTVET,

SETRLuminexii— I 4 U A (CB I B 1EIRIC DOV TIFIBS 7T B EE 0,
www.thermofisher.com/luminex
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PIVINAX—IRICHITD

AR RAE

TR NE

ITEFEET, MERIEFADETORBAICABH BRI 5 CTHE
LBWEBXSNTVE U, ITF. BLEBRONAF AT 7
NT 4D AMRICK) . RERDEMEFADFIERIDEE R
KAEEREEDERMBTELRBDIENHSHICEINE UL, BER
IVNIBEZEI-RIDELCTFICERNHDEE T, HlSK
OMFRICBIFDREAT A IT—I—LNILDEBIMNEADDYIERLE
REDEICERNHFONDTENHEESNTVERT, I &
B BEEAER EDAEIRTHONBDBLUNILDRAEZER I HFRE(C
BVTIF. ADZRAETDIURITMBIILE T, REFHTI(E, 4
BRIENADRIEEDREHAERDFEZESATNSIENRENT
AES-P

B

&
l £

P o077

MEFEHD

R \ FANTYA
CNSD
1)
L |
ETE

E3.10. RES KU HEMIASEICBFI3=o07 V7RSS LU7 A OYA D
%8 FAROYARSKLUZOO7UTHIRG. INSOBEEFEH L EE KT
REFEDWBUET, U4 MA L TEHA V. BROERBEREREDIIEMARC
FUBEE U AT I—9— (iRt =B xE J, MARMBIFIDIHIEIF. CNSAN
DRIOT7—IWEESIEFRIL, IOICKEERBELIETEFT,

T=0ARBRBICED
=o07U7 DEHL

. ®
&i -
BANAA, R

TEN(Y

=707 U7k

707 U7 MIR—BRAREROBMIE—E. ADICHT2 @R
RIERNEEL TRIFFRTI. CORFK LU, Rezis
RORENZBV RRAEPHERT T UZREL. TIRERICES
TEIRBRFZDMULETT, “* ADFERPDIEE. SHE. HDVIE
ABEBEDEREF=ZIOT U7 DEH b ZE<TIREEN B E T,
PASOYA SBRO=Z7O7 U7 HREIR. INSDBEFEH 7z
BKAEFHERFZDMUE T UA MM TEAA BRO
BB RIER EDRAEMIRIC K EE U AT« T— 5 — 31812
itz 8T Y (N310BKXUK3.6) o

MBS RUADICHIFDMERIEDIHNEZ <H DK DI, KAE
[FRAZ 3 TRL BBBOLUANILTHELF T, BBBOKIZE(S.
MEENSCNSICEIRZBITSE, MERFZSS(CRIESEBR
9, Ffe. ADFBEDMEC(F, EFHOIY MO—)LEEELERU
T BUNILDILAB. IL-6. IL-8, TNF-a, TGF-B. 8K UMCP-1
PEENBTENRENK U, *

R3.6.BROMEREATI—5—

AD FEICHITBZE

YA ALY CNS [EBWT, FibENe7 A ~OYA S
IL-1B KU=oOTUTICEUGMENTETA MAAY
IL-6 (&, BUNBBICBIFEZ1—0YB IV DH
IL-12 FO7RN—YABLIRIFEEFELE T,
IFN-y

TNF-a

TEAALY FZROYA b S0U7. BLU=2—0O
SDF-1 VICEKDTEHAVDBRFEIRIG. AD FiRE

BEfRLE T,

SEM BERUREF. MMNREBICHIFS. =07
BRE U7 FEED-1—OYB LU HOMED=T
NO, ROS, O,. OJU7FEEMDT RN —YRABLVEFEEE

EFEY,
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=707 U7 UA MA 2V ZDBTBIEIT TR IRZEBH IO OEY VT U, THIRRICIRR S Bfch DN LIBTFEU
F 9 MFIRRIETHIRDE I EDERFER T, MiRRETIKF L. TS ETHRISMRZIER S BDH. REINEZIE T DfcHDE
SIRDYA MIA UV EELELE T,

ADTIF, ABBFUYINRERL. =707 U7 Biff. SRMES IO 7077 —IRREDFIRIERRIC I >TTOEY Y TEN
FI. T ABBRUYVZERET DI DRERZFIA T DN IREETUCVE T, MRESS. BEEIRE R LD DV SR ERE
FOEICEOTABBRUY DDUNIVZE TS B ZNUCKIADDIRIRDE T BIES 2 (FELETED T LZHHFLTLET (K3.11) 6

ABZFI(FIDEI—T b ETDDIF /P MEE/ 7O—FILNEZRVDRIERRERR Tl ADDRIRDEE IR DER
INLTWE T, UD UIRH'S. BRIREIER—ADICH I 2 REEN REEEB KU R E BB EDMmH D7 FO—F—Cld. BERIG (BB
BR) . PZOARAAX—IVITDERE. BLOEMMLY RRA Y MNIHIEBEEREDORBEICEBLTCVE T, * IR1EF. ADDAE
RFELRIDIRSOADICH T 23 LW R EEE Y 70— F OREFRICH T REENI R ED FURE R ED LT S U BMIEDIE(C
ERZESCRRZED VT, ©

T/ 00—-FIVHAGDOESE

fxiB3F3 (BBB)
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P-IURTFE )\
J ) RUZO—FIb =2
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L |
BEE/IOUTSIAD Aﬁﬁ!ﬁi

1.8EBISE A 2EMREE \wr/ p-9UIER—T
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BE3.11. PIWYNAI—RBEDHDREREDDORBEZNT FO—F ABRTFRERFIVRTFREAVDEEBRELECTE. BEOERNTINSDRTFRICHT
DNMBEEEENT RS CEICFOTRERMIESNE T, HBWE HREE/7O0—FILNGEEEATERBRELED. ABBRUIVDREICERTZIENTE
F9,
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SSERAN B EERD=HD
mn /073~ (-
A\
R IES IR B ORGROEBRFEICN I DENNIBE > TECVET, RS EROBRMIE CH =707 UFMIBE. 7ILW\A<X—FKP

DR MR RICH T DMDRERINICEENDREBZDIER CHDEZEAONE T, FUBFEICNA T, PAOYA MBKRUZT
O7 U7 #Hiald, #iRiast 28 <aREMDH DRIEF R M T A M+ VB IUMORFZ DM LE T,

.
N Vil STl R RIEIC DV TR S B DIE T LA ZIEL

<HEWHIZTWE T, SHOMEE. Ry, Bt E.
ELISA. DT 2970y T« J. 7O0—PA AR —=HBKUM
D7 FUTr—2 3y SORLEWVW FUT— 3> TOFERICD
WCNUF—=V 3 EH T,
FULWBRICOWVWTIFIBSZETELIEET 0,
www.thermofisher.com/neuroantibodies

Invitrogen™ Attune” NxT Flow Cytometer: /XD JILT
AVE DV

=o07VU7Hk

[X3.7. HEE e

& 3.8. HEBH ST EINBARNBE YA M1V

RFREES 7rUr—vay
IL-1 beta IL-1 beta Monoclonal Antibody, FACS

PE Conjugate (CRM56)

(A18489)

o EVa—ILRATHUV—T4—IUR TP VIT U— RO iR
IL-12 Interleukin-12 Monoclonal ELISA, FACS, HEBNESA VT VTN
Antibody (CC301 FN, WB _ o .
ntibody (OG301) . BRI — I RE AR U EF 0B

(MA5-16618)
o ERBYYLIVBER—FRARE - BORES T3 VICKD
BEFUBLERDORGTZZHRA

TNF-alpha  TNF-alpha Monoclonal Antibody FACS o 1—P—RBORRICNB—H 50 HHiaRE Y Y FILERS
(MAb11), FITC Conjugate BMETON VISR
(A18469)

#8558 : ELISA, BRiE G RZEIERIEE  FACS, B8RRIl BNEs ;
FITC, ZILA LA VA VYFF I 7x—b; FN, 887 vt IHC, Rzt
L, A9 —04F; Neu, $F1; WB, TR0 T0OvF«4V T

FRIFBVEATICH T IHDTA hA—I—(CRAT D5 UWVVBERIC DOV TIFIBESETEBLEE L),
www.thermofisher.com/attune
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EVP-0962 Y - 2L SI—CREA 148

PF-04360365 AB40ICHIBD7IZAN/ 7VI TR mAb %148

(RXX<T)

MABT5102A A B (BE/X—BKLUAVIT—) (LTS mAb 148

LY2062430 A BICX9 2 mAb 25 111 48

AADvact IIICHITBDIITF %148

BMS-241027 BDFOMNERELE %148
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US540 VRS NI BB ERARU/N—E A2 (Lp-PLA2) 148
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R 70 B (& C DBV R RIS UYIESNTWVSI8FTE
ZRHIDBDEUCFRICEERINTNE T, IRETIE. il
DESICKY, BIEEN DOESREDHBRIFFMHIROKIUT U7
FBOEENTIRE T T, wiFeriliie (NSC) (3. ReUTANEM. 4R
BROUMADITEE AR, FEEERHER (ESC) . HDWFATZEE
MHEFRE (PSC) BREDHELDY—ANSERFIDIENTE
T

(FoEADFERTIF. NSCRIBRICIUERM= 1—0O2 DI
MBRUEBDAENRENFE U, COEF, BIES NI
NSCHBIZ DRI CHAET NI RN NSCORERF 7I(C
K2HDNHESHTIEHUEFEA. ADSY M EFTILZRVc—IE
DFBE T EMIRERRAFEGFZHEEREL LSS Y MNSC
(FEFL, KN E(ICHATN. SRATENBINLE LA Eb
NGFELFZSFIRVINSCIEERE T A E(ICHIARNT,
RAMEREN B LFBATUI, ?

E3.13. CD44#iid B LU'GFAPHiF ZAWL =2V 7RISRl S L U7
A0V FPOREHENEDT PD-3RF—HENSCZET U7 iy
T25HBFAE Uz, MEFEED LB BLIEUIHE. anti-GFAP (M5
No. 18-0063) —xfifA&Alexa Fluor 488 goat anti-Rabbit (RGmEE
5 A-11034) (BR&) ZF1EH £Uanti-CD 44— itk &Invitrogen
Alexa Fluor 594 goat anti-mouse (8&No. A-11005) (FR&) X1
ARTHEEB U, DNAIFDAPI (BFt2) TREU.
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BEE U CHMRZRIT T DIchDEZWIREE I, ADICHT
2RO HRRMRRR SRIAFEGEN (K3.13) FASN
FHARDOMRICKDEBIMCAINLIZAIBH ) FE T, ADREHED
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FAENCTWLEd, ©

Bl | Nestin (MA1110)

1.Overlay with DAPI

1.S0x2 (PA1049)

1.Pax6 (MA1109) 1.0verlay-with DAPI

8= —

Isotype control

& | PaxG (MA1109)
¥
5

e e i
FL1-488

g Isotype control
g lu I| A o ﬁ Isotype control

=l
g || I| ] i |!|':I /Soxz
A AL WA
e 0. R J AN A

- - —t T e rrmr—

-1 IR - =
FL1-488 FL1-488

E3.14. iPSCH 5in vitroCHEELHERAROF+SIIY
T—vary WESHMEIE. Gibco” PSC Neural Induction Medium
(HEEBES A1647801) ZFHL\TC. PD-3RF—HRIPSCHh HFHEE
Ufzo (A) anti-Nestin antibody (R@ES MA1-110) D—x T
{KICHEWLTDyLight 488-conjugated goat anti-mouse (B R&E
5 35502) (&) Zx#iiA. anti-SOX2 (RBHES PA1-049) —
RPUAICHE WL TDyLight 594-conjugated goat anti-rabbit (545
&S 35560) (F&@) Zxyifk. Bk Uanti-Pax6 (RB/BES MA1-
109) —RFUAICHE WL TDyLight 488-conjugated goat anti-mouse
(REBES 35502) (R&) A ZERALCRBEREZEDTZT>
fzo (B) BEU—RUAICHE L TDyLight 488-conjugated goat anti-rabbit
(BRBES 35552) THELTIO—HA hANI—BITEIT oI,

MR R R SRR TR U CE TV BEENE T, Sttld, MmO F+5I9UTE—32m
e DEARIFT LAV =AM U TWVE T, FUVBHRIC DOV CFIBE5ZTELZE 0,
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RIVFTFLYIRTvtA. BLOHBERT7Fv ~DBLWLE
Lovarvza BETCICICHEID T+ —Y v hTRHELTL
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www.thermofisher.com/buildyourownimmunoassay

WREWEEREREAOTUENR—2DY—)U | ZILYN\A X—ROEUHEH 3-20



)72/ A

1. Stages of Alzheimer’s. alz.org. http://www.alz.org/alzheimers_disease_stages_
of_alzheimers.asp. Accessed August 2015.

2. Tong LM, Fong H, Huang Y (2015) Stem cell therapy for Alzheimer’s disease
and related disorders: current status and future perspectives. Exp Mol Med
13;47:e151.

3. Bird TD. Alzheimer Disease Overview. 1998 [Updated 2014 Apr 3]. In:
GeneReviews [Internet]. Pagon RA, Adam MP, Ardinger HH, et al., editors.
Seattle (WA): University of Washington, Seattle; 1993-2015. Available from:
http://www.ncbi.nim.nih.gov/books/NBK1161/. Accessed August 2015.

4. 2015 Alzheimer’s Disease Facts and Figures. Alzheimer’s association. https://
www.alz.org/facts/downloads/facts_figures_2015.pdf. Accessed August 2015.

5. Sheng M, Sabatini BL, Stidhof TC (2012) Synapses and Alzheimer’s disease.
Cold Spring Harb Perspect Biol 1;4(5).

6. Ray M, Zhang W (2010) Analysis of Alzheimer’s disease severity across brain
regions by topological analysis of gene co-expression networks. BMC Syst Biol
4:136.

7. Moreira PI, Carvalho C, Zhu X et al. (2010) Mitochondrial dysfunction is a trigger
of Alzheimer’s disease pathophysiology. Biochim Biophys Acta 1802(1):2-10.

8. Guzior N, Wieckowska A, Panek D et al. (2015) Recent development of
multifunctional agents as potential drug candidates for the treatment of
Alzheimer’s disease. Curr Med Chem 22(3):373-404.

9. Collingwood J Brain Fluid Changes Predict Alzheimer’s 10 Years in Advance.

Psych Central. http://psychcentral.com/lib/brain-fluid-changes-predict-

alzheimers-10-years-in-advance/. Accessed August 2015.

Gendelman HE, Anantharam V, Bronich T et al. (2015) Nanoneuromedicines

for degenerative, inflammatory, and infectious nervous system diseases.

Nanomedicine 11(3):751-767.

11. 2015 Alzheimer’s Statistics. Alzheimers.net. http://www.alzheimers.net/
resources/alzheimers-statistics/. Accessed September 2015.

12. 2015 Alzheimer’s Statistics. Alzheimers.net. http://www.alz.org/dementia/types-
of-dementia.asp. Accessed August 2015.

13.  Alzheimer’s Disease Fact Sheet. National Institute on Aging. https://www.nia.
nih.gov/alzheimers/publication/alzheimers-disease-fact-sheet. Accessed August
2015.

14. Lott IT, Head E (2005) Alzheimer disease and Down syndrome: factors in
pathogenesis. Neurobiol Aging. 2005 Mar;26(3):383-389.

15.  Barber RC (2012) The genetics of Alzheimer’s disease. Scientifica (Cairo)
2012:246210.

16. Risk Factors. Alz.org. http://www.alz.org/alzheimers_disease_causes_risk_
factors.asp. Accessed August 2015.

17.  Serrano-Pozo A, Frosch MP, Masliah E (2011) Neuropathological alterations in
Alzheimer disease. Cold Spring Harb Perspect Med 1(1):a006189.

18.  Apostolova LG, Green AE, Babakchanian S et al. (2012) Hippocampal atrophy
and ventricular enlargement in normal aging, mild cognitive impairment (MCI),
and Alzheimer Disease. Alzheimer Dis Assoc Disord 26(1):17-27.

19.  Rosso AB, Inestrosa NC (2013) WNT signaling in neuronal maturation and
synaptogenesis. Front Cell Neurosci 7:103.

20. Pescosolido N, Pascarella A, Buomprisco G et al. (2014) Critical review on the

relationship between glaucoma and Alzheimer’s disease. Adv Ophthalmol Vis
Syst 1(4):00024.

21.  Zhang X, LiY, Xu H et al. (2014) The y-secretase complex: from structure to
function. Front Cell Neurosci 8:427.

22.  Querfurth HW, LaFerla FM (2010) Alzheimer’s disease. N Engl J Med
362(4):329-344.

23. Sakono M, Zako T (2010) Amyloid oligomers: formation and toxicity of Abeta
oligomers. FEBS J 277(6):1348-1358.

24,  Goure WF, Krafft GA, Jerecic J (2014) Targeting the proper amyloid-beta
neuronal toxins: a path forward for Alzheimer’s disease immunotherapeutics.
Alzheimers Res Ther 6(4):42.

25.  Anoop A, Singh PK, Jacob RS et al. (2010) CSF biomarkers for Alzheimer’s
disease diagnosis. Int J Alzheimers Dis 23;2010:606802.

26. Mandelkow E, Mandelkow EM (1995) Microtubules and microtubule-associated

proteins. Curr Opin Cell Biol 7(1):72-81.

#0355 www.thermofisher.com/antibodies

All rights reserved. All trademarks are the property of Thermo Fisher Scientific and its
subsidiaries unless otherwise specified. Hoechst is a trademark of Hoechst GmbH. Luminex is a
trademark of Luminex Corporation.

3-21 BREMEEARAOTUENR—ADY—)U | PILYN\A X—FNDE

27.

28.

29.

30.

31.

32.

33.

34.

35.

36.

37.

38.

39.

40.

41.

42.

43.

Boutajangout A, Wisniewsik T (2014) Tau-based therapeutic approaches for
Alzheimer’s disease - a mini-review. Gerontology. 2014;60(5):381-385.

Wang JZ, Xia YY, Grundke-lgbal | et al. (2013) Abnormal hyperphosphorylation
of tau: sites, regulation, and molecular mechanism of neurofibrillary
degeneration. J Alzheimers Dis 33 Suppl 1:5123-5139.

Wischik CM, Harrington CR, Storey JM (2014) Tau-aggregation inhibitor therapy
for Alzheimer’s disease. Biochem Pharmacol 88(4):529-539.

Aso E, Ferrer | (2013) Potential Therapeutic Strategies to Prevent Progression of
Alzheimer to Disease States. Chapter 11 in: Understanding Alzheimer’s Disease.
Intech http://cdn.intechopen.com/pdfs-wm/43125.pdf. Accessed August 2015.

Kumar A, Singh A, Ekavi AS (2015) A review on Alzheimer’s disease
pathophysiology and its management: an update. Pharmacol Rep 67(2):195—
203.

Puntmann VO (2009) How-to guide on biomarkers: biomarker definitions,
validation and applications with examples from cardiovascular disease. Postgrad
Med J 85(1008):538-545.

Heppner FL, Ransohoff RM, Becher B. (2015) Immune attack: the role of
inflammation in Alzheimer disease. Nat Rev Neurosci 16(6):358-372.

Heneka MT, Carson MJ, El Khoury J et al. (2015) Neuroinflammation in
Alzheimer’s disease. Lancet Neurol 14(4):388-405.

Morales I, Guzman-Martinez L, Cerda-Troncoso C et al. (2014)
Neuroinflammation in the pathogenesis of Alzheimer’s disease. A rational
framework for the search of novel therapeutic approaches. Front Cell Neurosci
22;8:112.

Marques F, Sousa JC, Sousa N et al. (2013) Blood-brain-barriers in aging and in
Alzheimer’s disease. Mol Neurodegener 22;8:38.

Li'Y, Tan MS, Jiang T et al. (2014) Microglia in Alzheimer’s disease. Biomed Res
Int 2014:437483.

Yang C, Xiao S (2015) New developments of clinical trial in immunotherapy

for Alzheimer’s disease. Curr Pharm Biotech16(6):484-491. http://www.
ingentaconnect.com/content/ben/cpb/2015/00000016/00000006/art00002?to
ken=00431021437a63736a6f35475f4c7a763c24452a5b6f644a467b4d616d3f
4e4b342. Accessed August 2015.

Wisniewski T, Goifii F (2015) Immunotherapeutic approaches for Alzheimer’s
disease. Neuron 18;85(6):1162-1176.

Han SH, Mook-Jung | (2014) Diverse molecular targets for therapeutic strategies
in Alzheimer’s disease. J Korean Med Sci 29:893-902.

Kang JH, Ryoo NY, Shin DW et al. (2014) Role of cerebrospinal fluid biomarkers
in clinical trials for Alzheimer’s disease modifying therapies. Korean J Physiol
Pharmacol 18(6):447-456.

Jia Q, Deng Y, Qing H et al. (2014) Potential therapeutic strategies for
Alzhiemer’s disease targeting or beyond B-amyloid: insights from clinical trials.
BioMed Res Int 837157

ALZFORUM/Networking for a Cure. Ready or Not: Stem Cell Therapies Poised
to Enter Trials for Alzheimer’s. http://www.alzforum.org/news/conference-
coverage/ready-or-not-stem-cell-therapies-poised-enter-trials-alzheimers.
Accessed August 2015.



e
DOFER

R MR L
A> O3V

7/

1 DDA IR Z thDBRME I C IR AR A LR T
BICHDIRFHRIF LLERH SN CVE T, SRAMEREESH L
OEENAEREDEE(L. SR T1 DL DRI
MR BOMRZEFIRDEEDIN, XTEHDREY—H—
DFEFBRZHESDENERERLET, LD ULEHS,
T—RAICK2TUF JREN—A—CRES NS ICBARTR
EEDIMENRBSNIENC BB ET, TOXRIRIRIRIC
BVTC RENFRR D T2 T D E(F, HREMRER
DZH BB BROARICHITHRET I,

TILINA =R, VDE=IEBIERANE. /N\—FV YV ViR &
KUOMDIER R EDIRAZ RAEIRBFDBCF. BEEICA—
N=ZVIHEEITDICHENST. COKRETIL—ETE
£ I DIEHITERBITERINTL\ S ERIREY—H—%&
THI T B ElF RENBRBUS SUBRENICE S I DRIEKRFDRAZRD 2D EZTREC T T —
LI—D7ZRHTDECIRIF T,

SWN

N—=F2V R 4-2 SRR LIE 412
NIFVRUIR 4-6 U772 RA 417
EhZAEMHRISRIE I 4-9

HRACOBERTEEY, BHRAICIEEATEE A, © 2016 Thermo Fisher Scientific Inc. sEflFC B 5 www.thermofisher.com/antibodies



IN—F NV TR

N—F YV RO

N—F2 V28R (PD) &, EFEEALZHHMETDETHED
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L DRLIBEENPDERLBIDHMERSRI N MFEME
PDICEHET DEERMFHIFREICHTDR—/NZ AR 21—
OYOEEREVE—IMEDEE. EICa-YRXTUA VNS85
RRENERERTY, * PDEREHRDIEEKDIAFTICHNT, a-v
I UA 2 DB R DR A S KOS MRS U TOMHR
Lz U RSN TNTNLE—IVES KU L E— IR
CUCORIESNE Uz a-RXTUAVDEEIE PDEREDIL
EEOMMBE CRES N, ZILYNAI—RB KU E—/ AT
RAMEREDMD I XTI UA VIRICHFELE T, *°

a-IXITLALY

a-IRXTUA VF, IRARU/N—ED2%BEET DR+ ZHi
I VINIBE T, SNCABGT (PARKHEEFEE) [CO—RENT
WE T, a-YXTUA VT BHURF. a-2RXTAhE—
NEDEEMD THDIEZREITDICHICERINTEFL
foo o1 BBl Q- RT A VIFRHERERZTER U, <DL
BRa-IRXITUA VEERKE ERINc U E—/IMATEREEZ R UL
F9, " a-YRXRITUAVEGTFORE G IC—PREDI ALY
AZ R (ASSTHRUA30P) (FRIEIEPDDRHIFAEICRARUE
T 2 A-VRIUA VDI VINTBZR T+ —=ILT V7 (F. B4
BIYNDEDBREHER., FENa-YXITVAVDOERITHTD
K. BOUICBIENA Ny —B RUORIEICH TR nEL

[#:7 ;17 0y, SynucleinalphaRabbit Polyclonal THEUDOEEMUN B F T BEDWE TIE, FOY Y FF—F
"~ AP S g Antibody a)/;; U; ‘fff (i'!-=:n§ C-ADIDLARILB KONER DI a- T LA VEBDIEN %
B e 4 §l = PA5-16738 WL UVEE - e ] e 2 —
¥ e B rsocoame MO EEE LS BUTLNBTENTREANTNET, c-ADIHERTHI=0F=
; R i | 9. Z1—OVIEBIFBLE—IEDR 7 (FDAEGRAH DIBEEIEMHEINRGEER) 3. PDYNORET
£ oA mIEEBLTZRL, JUCBN TR REMERED KU R—/ = AL OBHEERE T
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Alpha Synuclein Antibody (14H2L1), ABfinity Coelho-Cerqueira E, Carmo-Gongalves P, Pinheiro AS et al. (2013) a-Synuclein as

Rabbit Monoclonal an intrinsically disordered monomer—fact or artifact? FEBS J 280(19):4915-4927.

(701085)

SNCA Monoclonal Antibody (2B2D1, 2B2A11)  Sanchez-Danés A, Richaud-Patin Y, Carballo-Carbaja | et al. (2012) Disease-

(MA5-15290) specific phenotypes in dopamine neurons from human iPS-based models of
genetic and sporadic Parkinson’s disease. EMBO Mol Med 4(5):380-395.

Pan Synuclein Polyclonal Antibody Seidel K, Schdls K, Nuber S et al. (2010) First appraisal of brain pathology owing

(PA1-38705) to A30P mutant alpha-synuclein. Ann Neurol 67(5):684—-689.

Phospho-alpha Synuclein pSer129 Polyclonal Khandelwal PJ, Dumanis SB, Herman AM et al. (2012) Wild type and P301L mutant

Antibody Tau promote neuro-inflammation and o-Synuclein accumulation in lentiviral gene

(PA1-4686) delivery models. Mol Cell Neurosci 49(1):44-53.
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