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LS

HERIE(TBI) R[] 2 /BN E(AD) = b FORERH S AR R - B E8di=r Byt -
T B PREECRAIARA - AHT5E H AV E PR AloE 3 TBI BRSO HAE A - DURBRSR E i
STTIRG - ST EDREASE DA AT ER - AR S0 R AR Al % S5 3R (PR AU R
BT+ TNF-o) RRPUSAER (T EZR-6 7 IL-6) & PH5 SREE T AD MBS T - BRI
FREE H (AB) ~ SR L AITEE 2 K (APP) ~ DJE[EE 2% (BACEL) KANHSE CE H (MLKL)FRIE - LUt
AR T ETIE A - GRS - AP mE A TS [ TNF-o ~ AR ~ BACEI »
MLKL 2 FSFEIEMEE T > $27F IL-6 R 4ERF APP B o IREHEM » 4y nl A SR iak 88 R
JE ~ (e SOMERTIR - 0 AD HHEEER > TR > DLER R (EA -

B~ MIRES AR R

—  WIEE
R U B ARG ET - BFEOE —TE NN - HIE TR R RS &S iR
B (FREIEAIEG R AR A IE SRR - £ 58 (S TIEAI G 9% 5 52,000 A -
Horp 25% 2 Banty - B AGEA E S BG R PR LS 2 A (AL O3 E > BN E2 5 AIEC TR FeBE ~ e
BT G BE A B AR EE » RIS Rt BURENEE P ER LRI B R 0 1R 38 A R BERY
= EEREE - 1 H AR (B — R e i S B H S it AR RV EEY a7 U LLTAR I AEATHE
SEC B fEEE -
MR EZZ NSV > DU e SR Bl o B R - BREE T T 4llSE(4H3E) 5 (Asarum sieboldii)
TERBFEEIER - AREEIH IR CREE B F H AR R AT - INEEA R EWT TR Aot & Of
Z25REE ] (stretch stress) U BERG A 5 - BRETAIRAAY AL PRAEIEA] -

—~ HEEE
(—) ~ 4=
4H=%=/& (Aristolochiaceae ) &y IE3E ~ BOMN KON RAVEAEY) - HAR I H4r 5

B A $EIZ (antitussive) ~ HiiE& (anti-allergic) ~ Hi=1fE (antihyperlipidemic) ~ 1555



(expectorant) ~ Hi=2£3% (anti-inflammation)(Jing et al., 2017) - Jiiif¥ (anesthetic)fIHT E &
(antifungal) - A:¥E2FISEEEZR TR FREH - Qe Al LUK 3R ~ HUdB ~ FIHiEbintE - [ElRsC
B S tE YA [EI SO 2 B 1 S fdEE 22 0 41 FS JEEL i (aristolochic acids) » &% 2% (safrole) -
idroH A7 (terpinolene) » FHEL T &) (methyleugenol) - RHS5ZE (lignans) ~ i (ketone) ~ ZJd
B (vinyl) ~ DURZERTAY) (benzene derivatives)Z(Li et al., 2018) - H: H B HIHIEEsE R A
JE R TR bR & BARENER - 52 AR% -
(Z) ~ BRI BE R EE Z AR

BISTERGRES (traumatic brain injury; TBI)E RPN STEESN - R B - SmEE foEH S
FY > BFERABENERZ — W RS QR ZEEE (Alzheimer’ s disease 5 AD)
e Ehlt o ATEATZEEUR - TBI Bl AD BEAMH FEIRVRER L - B A st ahiaE 44s
(neurofibrillary tangles) ~ 4HRES NSRRI R&E HE (amyloid beta 5 AB)MEFE KBTI (AP plaque)
AR B 22 tau B8 HAVAEIERERZE (tau hyperphosphorylation) Je A% 5 38 P 7 e
(neuroinflammation) (O'Brien & Wong, 2011) 2k EH NEHWHFEAI B iaEEBds &R - =772 —
FIECIEME TBI B3 thEs R oK & ABSRSEAIERZEN ARYITE » iSRRI AH AD ~ &
EC&E A E B EE R RE SR JE MY 52 (X. H. Chen, V. E. Johnson, K. Uryu, J. Q. Trojanowski, & D. H.
Smith, 2009) < 2016 I i E & K E2REHYEEE David Sharp A\ B EEFEBANG RS IR GHY
AR NKHREHETT T 28 ABFFE(Scott et al., 2016) » A5 I R IR B S b & ¢l © PET A1
MRI - bt TBI4H ~ AD 4H Rz fEERRYE N SH Z BB 25: - PET fafiii o) DAk LS AU By Bk 2R
PESE > MRI RIJZ =85S REAHIRIR GRS - 45 5RE0R - TBI 40K ABBESRHERAHY A
A Lt A B ] 22 PR T AR Y R EAE ] BIRE 12 H117% (5] B2 (posterior cingulate cortex) Sz /Mt
(cerebellum) - FEFERERAIG RS (55 APHERAH Y771 H&H] Ry o] H AT RA L - H A Aae T
N R BIVIIE I (shear stress) » &5 5538 plH & B A EERY R 2S4S 3 LR TP RIS E
"B 185 (traumatic white matter injury) » 72 0] BEE L) APHERRRVESR 2 — (Johnson, Stewart, &
Smith, 2010) - B G » MRS ABEYINVIEAIE - &OARSREZ - (FBEEMHaE
Fr A R (R f S T i 28 B A S IR AR P AH A AR B4 - £ DN RE el sk E L LA
P E T F T DU ISR IR F HS iR E AR 2RI 2 Y (X.-H. Chen, V.
E. Johnson, K. Uryu, J. Q. Trojanowski, & D. H. Smith, 2009) - - #ft4E SR BARS Al (5 s 81 H 1 5% e
AD R\ EEIE = EAHRRAY



(2) ~ FEATE SRR &% 5 M I i 2 AR 14

A EE S MR S MEEAE (SR M (B& AD) HYRELABRER P E 2 FIRIE - B4
TBI fE T IR 14 IE B &3 — S F T % SRR » S A I RS e P 2 AR BT P Y 2%
oAz A mER (polymorphonuclear leukocytes) ~ T 4R (T cells) ~ E R4 (macrophages)f1H
IRFET-4MHE (natural killer cells)iy; = B 75 8 (Stahel et al., 2000) - 4072 {0/ NIZATAE (microglia)
HYE(E - R SRR (cytokines) KB {EIA T (chemokines)(Nagamoto-Combs,
McNeal, Morecraft, & Combs, 2007; Ziebell & Morganti-Kossmann, 2010) > 5 [#EtHEE TTHYIE S °
4Rt - 8457 Ry Ffd > interleukins (ILs) ~ interferons (IFNs) ~ tumor necrosis factors (TNFsS) -
transforming growth factors (TGFs) A iz colony-stimulating factors (CSFs) » & —f#{K 5 T&=HY
MEEE L - EE S BRERI&ERE o W AEYMERVEREER - EEAIAR - AIRE(E - BRK
FE ~ e ST ~ dHARETE ~ AR b P RESE B e H R (Hibi, Nakajima, & Hirano, 1996) -
{18 3% MNP 2 (proinflammatory cytokines) H #Yy BH U fg g 532 4B K7~ (tumor necrosis factor-a;
TNF-o) 271 HE 2 -1p(interleukin-1B; IL-18)7% 7 H 38 Ry BRI 55 [#8 SMAs /KR ~ M5
BREER s R AT o PR TNF-o il ] LUA S RGNS AL ~ S A SR
B~ H KR RS /K R 52 » i — 2D (e s tidL T RE 718 (Cheong et al., 2013; Chio et al., 2013;
Chio et al., 2010) - 524 » H1 38 ME4HPE 2= (anti-inflammatory cytokines) [y} [ /& 2=-6
(interleukin-6 ;  IL-6)#ff 5y B QA (BN T SATBetaiARIEA T (hepatic stimulating
factor) » £33 SR A g REL IL-1B 2RSS DURIAYEE A - [RIN AT s (iaihoe nT 98
TSR NE AR EA L - SRS R SR SR IR D AR SR T (Chio et al., 2017) -

NS SR 3530 - EEINAIGHES R - HRISH EE L H R BREZE > B
fris i R R U N AR TR A H 2 S BRRE - DNIEHER) 138 SR MR SEAE (R
TBI SMEHHIR - R EIRTIE M el s 38 M S i R FR s V)R B Y 52 (Loane & Byrnes,
2010) - [RIPLEA AT A% 88 % M S 2 a8 TBI HYEE 22 H i 2 —(Ziebell & Morganti-Kossmann,

2010) -



(10) ~ Pl Z& AR S Bk FR AR R O E R R IR B

Rt T8 2K (8 (amyloid precursor protein : APP)RI{ERT 2 A1 Al T e » 1 240t
s T A RS APP {4 B ST e il P R S - APP &S R /KRR
FEgk 1% 25 1 E (amyloid beta; AB) - JZ:nl32% e BRE JE 7 1Y RS T 2 PR A By B B 5 (amy loid
plaque)fy £ 2k 4 2 —(Chartier-Harlin et al., 1991; Murrell, Farlow, Ghetti, & Benson, 1991) -
AB ST S 'E  (amyloid precursor protein : APP)XK H Ry ZX U E i pk - Ei:
[-site APP cleaving enzyme-1 (BACE1) kz presenilin-1 (PS-1)(X. H. Chen et al., 2004; Zhang,
Thompson, Zhang, & Xu, 2011) » J.HE BACE1 & & APP 1YZ&E /KR IE » 1£ APP iYEE 671
F1 672 HYGEBLIEAL 2 Y AB HERRFHIHY N Uil 50 B 54 > K mliz: APP Ry (]
—)(Das & Yan, 2017; Kim et al., 2007) » FIE2RHERZHRAY L TRIZE S 02 APP 42 D) EIAIT
i ABREHH RS NI (R E AR S e S PR BB EE A (plaque formation) » BHLiE T HEEEIFER L
{E11E(Stokin et al., 2005) - YR ZIRAVEIZETR B Y AR HORITE RAVERET - AIFE{R 5 L
ZEr SRV P 2 ABHR BB E AR AR T HERR USSP RICE 2P HUBESE > A iaoT 2 IRy
iRz PIIHBE - 5|58 8)  SUI8 AR MITRENERE (Hamley, 2012; Sadigh-Eteghad et al., 2015)

Ap oligomer \ Amyloid plaques,
r |cell death, other features
: | of Alzheimer's disease |

/V " Cell membrane
e s

SOCTAR RS

"""""

Ap VS
% y-secretase
“‘,./'O‘"(B::m
& enzyme
8 . .. €— BACE1
¥ Alternate d) mRNA
BACE1 proteins v‘-. \,J‘J

Cytoplasm

it BACET antisense gene
\“\.:.

BACET micro-BNA gene

W o Nucleus
Alternate ek

BACE1 mRNAs BACET1 gene

[&l(—) ~ ABZE BB PR 7 4= 7 #57%E (source: APEXBI0)



(7)) ~ HFRIEMEE T (necroptosis)

ERIHRE C R E 20T AT (necrosis) Sk FPAEAIFESE T (programmed cell death;
PCD) » PCD X B]i& 47 B JH T (apoptosis) ~ LM E T (necroptosis) ~ 4HHEEE T (pyroptosis) k& E
iz {F Fil (autophagy)<# (Galluzzi et al., 2018) - Necrosis # RN AAEEELEGRE - ELREERETRE
HARERR - DNA SRR E RN 4SBT AIRE © Necroptosis 22— Z5IEHE S S 4HRE
PITYMSESE RS - AR SZEHHAES N TNF-ofE AT SHRRARA 1325245 tumor necrosis factor
receptor 1 (TNFRL1)AYEHE(HIEERIK Tz - JE{L4NAEE H receptor-interactive protein kinases
(RIPK) 1 B RIPK 3 FZ44AREE H 18 & e (necrosome) » B Ef mixed lineage kinase domain like
pseudokinase (MLKL)ZE H'E iz (LIFFH > 2B SRBGTHRE SIS RCATHERRIR » B E %
AHHEISEIZEMEE TS (necroptosis)([& —) (W. Chen et al., 2013; Liu et al., 2019; Sun et al., 2012;
Zhao et al., 2012) - 2017 4% Antonella Caccamo 25 A B2 H1E AD B oh 5 i E n s 4H 4%
S 3 necroptosis > HEASERITHAERERE ~ KHEZ= (it (Caccamo et al., 2017) - ZEIREFR
43¢ 7F necroptosis £ DA Zyfa tiiiARE R AR MMSE DRl R AILRE » 435 RIPK1 81 MLKL
SR EE - H MMSE 8GR (S 28 M1 RE PR R g ) © 204 - 4R e st =
YRR — B AR - B o] DAREECEE SR S8 - /2 T LIS IR (55 [t 4R
Z(LHSE TNF-o) 22 B HARRA Y MLKL Wl (B IEH - i ise DA se A C AR —

SHIPRES -

TNF-a
~
TNFR1

ﬂﬂ‘ﬂ ﬂ'ﬂﬂ?{ﬁﬂﬂﬂﬂﬂﬂﬂ
SRS\ PSB85 8Y

. (_ RIPI DTRAF2) | Complex I Membrane
K63:Poly-Ub Ecmm/z ; Rupture
“Open” conformation APOPt"SiS Necrop oSsis

p Complexlla
cIAP inhibition i

@ s @ | IKK complex
!m‘ I

NF-kB & MAPK activation

and-C YL e e o
____________________________________ , @ S : MLKL
: oy 4 MLKL
cell survival i e i C 7 - ;

i o S e S Y -y R G i s
'_ Complex Il b R ! %0111plcx Ilc
i @ @ : ecrosome

Apoptosis i e phosphorylation * activation _l_ inhibition

B() ~ 4pEEEsE M A T (necroptosis) & 1€ (Liu et al., 2019)
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ey BARCSTRRIEER - FRATRERE A TTIR S R AAE R R R 574l - B SRR
J& » (I R A F-(proinflammatory cytokine) Bt 3 A f-(anti-inflammatory cytokine) 5z H 1% A] gt
i AD FEARIMHRRE H - EFEEURA B AIBE 85 H (APP) K o g EE VRO B 8B 1 (AB) ~ 70/
ZE HH§(BACEL) » [FFEHA A TSR C BRI UR A5 B SE MR CAERA « LEAN - TRt FIREET k4
FEHTHEREIER - S T UE BTRET AR KR BTSRRI - THEE R FHYH
TR SR - (TNF-0) Bl SR IR 1Y 71 (1 E 22-6 (IL-6) » i[RI ek D BACEL Ty fBBRYR 2 » [

(& ABHERRIL4ERF APP -3 > DURES (L TTHISE L -

R BIFEEN
— - IR RO R -
T PRABE RO T AR TSR A TTIR - SRS - FRaA

FHNIRGR MO TSR E -

1]

R B R (T U B R P 5 o DU AT T
P RS TE IR | ST e A A B B 5 T 2 S -

H

PRaTAleE SO TR G S [ (e RN AU R MR R E 2 E -



1]

2 ~ PIFeati Kastt

> 4REREE(Cell culture)

(—) ~ HHAERR(cell line)
AE B PC12 1HEC ARt - 20 B KBRS R AR s $5 AAtRE Y 4HRE % (pheochromocytoma
of the rat adrenal medulla) » BEH 5B American Type Culture Collection °

(=) ~ AR
RPMI £5& & (Gibco, USA)HE 10 % heat-inactivated horse serum (56°C, 30 min) (Cat
No:SH30074.03, Hyclone, USA), 5 % Fetal bovine serum (Cat No:10437, Gibco, USA), 1X Penicillin
/ Streptomycin (Cat No:15140, Gibco, USA) °

(=)~ HA
Nerve Growth Factor(Corning Incorporated Life Science) ~ Trypsin(Gibco, USA) ~ PBS(:& NaCl 16
5, KC1 0.4 %, NaHPO: 2.88 7€, KH:POs 0.48 B2, 1. T. Baker) &2 &R (37°C, 5 % CO») (Forma

Scientific, Inc.) °

v YlIFE/KZE (water extraction method)

S - AR EEA (GHEAR o E R E]) ~ RO 323K -
eff - TREEE IR TG E R AR T STC-901,578) ~ HEEEE (Rocker, Rocker-610,

USA) ~ & H 8RS M% (EZ2 personal solvent evaporator, SP Scientific, USA)

~ FERERE(cell viability assay)
VA © MTT Solution ~ DMSO

a52ffi  ELISA reader (7% 540 nm)(Thermo Scientific, Multiskan GO, USA)



V-~ 4HREFEEZEEIZS( cell injury controller)

AREEHE A Cell Injury Controller IT (Custom Design and Fabrication; Virginia Commonwealth

University, USA) > LURBR R BN Z R ER 1A AR -

=l w8 ““

TR

s T = ;“-‘%" ¥ =
[E(=) ~ HHAEIE GRS s [ () ~ ARSI

i~ RECAHREE T (flow cytometry assay)

=85 © PBS ~ Trypsin ~ binding buffer ~ Annexin V ~ PI(E£2% © Invitrogen, Lot:2051233)(PI BE :
Invitrogen, Lot:1801183)

it ¢ oA AHRE EE(ACEA Biosciences, Inc. , NovoCyte, USA)

A WY

7N A EREEE(Western blotting)
(—EE
=R ¢ H.O -~ stacking buffer 4 %, pH 6.8, = Tris 6.05 7, Amresco life science, 77-86-1 ~ SDS 0.4
52, Amresco life science, 151-21-3)~ Acrylamide (30 %, Bio-Rad Cat No:1610156)~ APS (10 %,
Amresco life science) ~ TEMED(SIGMA) ~ separating buffer (12.5 %, pH8.8, & Tris 36.2 5
SDS 1.6 5€) ~ 1E T E£(.T. Baker, 9045-03)
(=)~ Bk

=47 - running buffer(: Tris 3.028 72, Glycine 14.412 52, SDS 1 72, &5 1L 7K$)~marker(Bio-Rad
Cat No:161-0374)

st + Bk (Hoefer SE 600 Ruby) ~ #EJFHLEES(WEALTEC, ELITE 300 Plus )



(=) ~ transfer ~ blocking
=) - B R (Honeywell Burdick&Jackson, AH230-4) ~ MQ 7K - transfer buffer(Glycine 14.4 5, Tris 3
o2, FHfEE 230 ml, Total: 1000 ml) ~ washing buffer (TBS: & NaCl 29.22 ¢, Tris 2.42 7€, /&Y
1L 7KH#140.05 % Tween-20, Amresco Life Science, 9005-64-5) ~ blocking buffer (5 % non-fat

milk: ZAEHEREDY 5 7, TTBS 100 ml) ~ —4k#ihs (B-actin~ APP~AB~BACE] ~MLKL)

e (anti-mouse 1gG ~ anti-rabbit 1gG)

Amyloid

I° antibody B-actin y.o1 precursor
Incubating with Protein(ATt)
. . g Factory / Cat. No. Santa Cruz Sc-4778 abcam #32136
1" antibody :

Source Mouse rabbit

Ratio 1/5000 1/30000
Incubati i 2° antibody anti-mouse 1gG anti-Rabbit IgG
rolcu émg W Factory / Cat. No. cell signaling 7076S cell signaling 7074
2 antibody :

Ratio 1/5000 1/100000

BACE1 AB p-MLKL(Ser358)
Incubating with |abcam #2077 abcam #62658 cell signaling #91689
1" antibody Rabbit Rabbit rabbit

1/4000 1/8000 1/2000
Incubati i anti-Rabbit IgG anti-Rabbit IgG anti-Rabbit IgG
n n
ocu % EWl cell signaling 7074  |cell signaling 7074 cell signaling 7074
2 antibody

1/40000 1/20000 1/20000

(19) ~ BE

[SRA=PA
- BHR

2108 © Enhanced Luminol Reagent ~ Enhanced Oxidizing Reagent(PerkinElmer) ~ Developer

Fixer(Carestream 4980488)

acli - BB

fi 24 IR B £ (enzyme-link immunosorbent assay, ELISA)

=75 © Coating buffer ~ Washing buffer (1L PBS+ 0.5 ml Tween-20) ~ Assay Diluent solution (PBS + 10
%FBS) ~ Enzyme-reagent (SAV-HRP) ~ Stop solution(2N H.SOs, J.T. Baker, 9681-01) ~ TMB(Science
Products Inc.) ~ Detection antibody (TNF-o ~ IL-6)(BD Biosciences, IL-6 + Cat No:550319,
TNF-a:558535)

{5 © ELISA reader



© WETREE
ik

FREFLZIFH A= 2
R ANVE B
FRREF G HiES?
wiE e = AN
RN EE SRS ?
i = chp TR B
PN SN~ i O - e
o425 Y
- EhaAHR
EhEi o7 B DU PU4H:
(—)
(=)
(=)
()

B~ WA NITA

R E NGRS |
SBRBER TG

il ki) G TS
FERDHT

AR AT

ELE -

Western Blot

2 3% S IFEAH 3R R el
ELISA assay

TEH P2 (control):PC12 HIEE TR & T HEE 72 /N -
Asarum sieboldii #H=E4H(AS):PC12 L TTHIALH=(1500 pg/m)EFE 72 /N -
LHFETREAH(TBD: UR AR B2 28 AL PC12 taCTTIRE R 72 /NG > L EEAHRRE T 04T -

UHREIE S & FF Asarum sieboldii A2 GEFAH(TBI+AS) © 48 FAHE (1500 pg/mb)il DL R T B4

[k PC12 tESTCHEHG » A5 72 /NI ER LA AE T T o0 4T

= dfifpkEE

(—) ~ dHEEEE

TR well FHAMA 1.5 ml &7 NGF fyEEE: 5 %ISMME+ 100 ng/ml NGF) B AR
37C, 5 % CO. Z MBS S - F=KFEH—RXEH NGF (Ui &R  E2 12 K
PC-12 4 HfE Ry feAS SRR YRS -
HEPHERNERR R B Collagen IV F 3 ml/well PBS 2 rinse wells FFZ:F% PBS -
iR e NIV ARG S 50 ml AV LE < 1A 10 ml PBS 2 wash 4 LA 2.5
ml Trypsin » 37 HIE R ARESEFEN 5 708 © JOA 7.5 ml FVEREE: » el R
HUHAIG A S0 ml B 0VE = DL 300 g ML 10 5388 AR R OB < MILA 5 ml BEPE AT
MR TR S - BUD&E (200~500 1 DAYAHAE G R TEAAE « (s 4GSR AL 8*10° {#l/well
AR 6-well BRHYEHE well N = BCEARCR 37°C, 5 % CO» 2 R R faNERE -

10

1 2 ml/well Y Collagen IV (16.7 1 g/mDiI ASHE well N - if




(2) ~ dHRdE
TEIFA flask HRE A 10 ml PBS JE5E4HAE © A 2.5 ml Trypsin MR ASHARES SRS 5 7788 © 5
7 #EZ NI medium SR o KRR AYREG T Y > —HERCA 50 ml B0 < BL 300 ¢/ 10min 2
BRMFRE LY © 25 E0BMR - et A 5 ml ERE RIS TH39 5 « K FTA iR A ST
(Y flask & BEREEERAEEIEDE 37°C, 5 % CO» Z ARBRS B ARG -
g~ dlEKER
HUEZERAHEARER 300 52 » AIA 3500 ml RO 7K » FI AR IR Hh 4288 57K 2 180 738 - BUR{Z
AETTHIE - FHHL 40 ml HFKZER 2 HE F - (EH 2 B8O EHEEL (5= 3, Aqueous/ i
[&:30°C/ HffH 18 /INERBE L TE AR 4 CKFEIRTE -
o REBMEEBEEIREO TR G B FE R
(—) ~ FERER

T EHE well BYLHBENIA 5 ng/ml #9 MTT Solution 7 #EF T8, (10000 rpm, 5 4788) » 2 FI3ER

BAA 1ml DMSO (1 47$#) » 2451 sample HY 100 1 n=2)HA 96-well #%H » {85 ELISA
Reader 385HL O.D.fH » JZ&E Fy 540 nm » REIZ 4 SR -
() ~ R R B2 T

[amia s s 2]
EFal R

[E(77) ~ SRS s R () ~ AR AR T4
IRFAEHR B2 w2 22 SR BRI ES - R SR A P2 L R TR R B I SR i P A
7 MEEHT > SCsBR BN B B SRBRME - EEERIE

11



L WY

/\

~

AHESE oA

(—) ~ dHRE Tt

WEEARTEFRANA S ml B OB NEEL 600/ 5 7#)i% Kbk HIER 1A 2 ml / well
PBS wash 4R U EEFA RIS CVE N © DA 1 ml/ well Trypsin > I E P 4AEESERE 5~10
GrEE > PRI EIRERYEE LB T - DL 600 g BCy 5 s8R EBR OB o FRIILA 1 ml PBS B
PR REATRAERE OVE A e B DAERR RO RBR EIERIZNIA 500 121 binding buffer
BT ANAE o B 110 (EAHRETE 2 flow tube BT 0 IIAS w1 FITC Annexine F1 PI o %%
ROREREOCE NI ERN 15 7788 o f£—/NFAAIA 400 ¢ 1 bindind buffer FIJATRZAH
A AT -

(—) ~ DNA Enlorth

W EEEE A YRR B AR S ml BE O ENEEL 6002/ 5 73881 KBR EIERMIA 2 ml/ well
PBS wash &RRIG T EERE LB » BIA 1 ml/ well Trypsin > AfGRCE A AHAERSERS 5~10
Sy > BRI EIRERVEEOE T - DL 600 g B0 5 s 25br AR - FMIFAENRIERDY FER
HEE 1.5 ml tube rack BCESHE DAFTHAAE - fEE RS L G -4 ) —EBEEZ BZF HA 3ml
T0% /K2 HIERE - BL-20CKFaH 2/ 0 —/ N 2FER - BL 600 g BiELy 5 77 #1g LBk FIER -
IS RRIEREY_EIEREEE 1.5 ml tube rack BESHHE DI THAHAR - HIA 4 ml PBS ##E& 3 77 ##1%
Bl - KB B © A 1 ml PL/ Triton X-100 JEE&TR > H9EFTHAARRE - =R BEEH 0 30 53
7 o FI R VAR A FL3 -

12



+ -

& H'EHIE B (8 7 R E)
(—) ~ 2
HRFECSFHY separating gel (12.5 %) 357 A RIEE Ry 0.75 mm HYSURBE IR - HEIJeRifERCstH
AT 2.2 AR R 10 £ 15 o #ElR T IBREED P stacking gel (4 %) A BRI FERT
AN - 6T 10 2 15 8% » SREET > £ TR well FA0A sample » SMAIAIA marker -
1/ R BEEERETIIAD & running buffer FESLE A REE M -
(=)~ Bk
FEE K EERIFALERS - AF ER K R ER 0 A A 3 —2RHY running buffer » [MEZE &5
HIRA 7 358 2 FE 0 B & running buffer » LA GRS » WAE T JTIRARLAET - DIKEY 300
YRS AT [ 100 (RFHE FlEdG IR T B S8 — (8 NEH% R E B B i B RT3 -
By T REGIERZENE L ER/NAIE - A EE KIS -
(=) ~ transfer
i’ PVDF B BTl & RN MR N e ZE R DIV RB ARG R/ N AR BE N — 0 g 7K
FH MQ /K= S8 » 5 &= A transfer buffer PN 10 £ 15 434 > transfer buffer #5557%
FE-3 JEVKFE - R Y - BBEREEE - UIBR ERBLLSCA FEEERY sample buffer BBz
B HARHRBASHUA transfer buffer PN 10 F] 15 7388 - & transfer FIAREH B N 2R RS ~
=5RJEAR - PVDF B ~ BB~ =5RIBARSOB4R - IR EJ5 R4l (IEMR) » N5 A e (ERKR) - i
AECEEERE T - B2 EEIRMLERS > JILA transfer buffer » IR AIKEE > (RIFHMEE - WAET
TG T > DIEYERS7 88 300 B8 ~ 100 fREF transfer —/NE o
(") ~ blocking
7 transfer SERCHY PVDF BERCA TTBS /1 10 £ 15 4388 - WAEHE S ELL—434# 70 £ 100 #
HIEE  BE R 5ER &Y PVDF BERTA 5% blocking buffer » WEIEFH# G L LIKLY 40 By
BRI — I/ NI 22—l 2 N -
(T1) ~ —4RBiRe/ — 4 bihe
7 PVDF F5fi¢ blocking buffer FHE2H » WAHEAYERT TTBS J&E7%  FIRA—4Rbiis AR -
[ FELK A8 24 /NI » 4 J& > 42 8 - SR TTBS 7Bk » 110 8 » JEILPUZR - f92K 15 7088 - I

A RBiReiaR T o SHE 1S /NEf > #2550 51 75 45

13



)~ B R~ B

R TTBS /&4 » 110 #8 > 82LP02R - FiiRE2R 15 4388 » (W2 30 738 » 484k 1.5 /NEF < JF
Fg: washing buffer » I A Enhanced Luminol Reagent 1 Enhanced Oxidizing Reagent » Ebf5l Fs—Lhb
— o EME e > S R4S RZ PYDF B8 AR FECA Hyper cassette (ZEAGHMEIBLS) -
B E > FREm R S BREY/K o) -

53 RIAE Wi &7 Fh B A Developer PAK Fixer » EHE BFF)MREE N2 H High
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sk - 485

AB =amyloid beta FEBIEEEHE

AD = Alzheimer’ s discase [ 2% G ERNE

APP = amyloid precursor protein SRS EERTEESE 1S

APS = Ammonium persulfate %= g $%

BACE1 = B-site APP cleaving enzyme 1 B—437440

CSFs = Colony-stimulating factors EE3% il +

DMSO = Dimethyl sulfoxide - FHZLTHHR

ELISA = enzyme-linked immunosorbent assay 2= Gy b4

FBS = Fetal bovine serum A%

FITC = Fluorescein isothiocyanate & Fhfi & Ll

IBD = Inflammatory Bowel Disease % 3% M4:B5A

IFNs = Interferons F#2%

ILs = Interleukins  H4HRE M BT EHE

IL-6 = interleukin-6 41 H/E -6

MLKL = Mixed lineage kinase domain like pseudokinase JE&rst 2 i 4h fink
MTT = (3-(4,5-Dimethylthiazol-2-y1)-2,5-diphenyltetrazolium bromide) AHREE ER 4T
NGF = Nerve growth factor {484 [N T

O.D. = optical density YtZ&[E

PBS = Phosphate buffered saline i EE4s # 4= FEEE K

PC12 = pheochromocytoma 12 A BB - HRBE'E1E $& 4Ry

PI = Propidium lodide  #{LPIE

PVDF membrane = polyvinylidene fluoride 2 {wmaE L IEHE

RPMI = Roswell Park Memorial Institute 1640 medium RPMI 558K
SDS = Sodium dodecyl sulfate -+ JEREERT FE $

TBI = traumatic brain injury ~ BHE S ES

TEMED = Tetramethylethylenediamine  PUFHFEE 2 —f#

TGFs = Transforming growth factors (b4 F R

TNE-a = Tumor necrosis factor alpha  FF I fEREIE SE R+

TNFs = Tumor necrosis factors  FEFIEFEN T

TTBS = Tris-buffered saline+Tween-20 = Z [ 4% A BREG K+ L L FLEE S 20
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