Avw\ou ncemeats

’AS doe ‘{wo\y

— P oot check-in dve May |
—RV%[ V@vaﬂf‘f’ doe M“'y (3

(o slip i)

_ COUVS& QU&‘S

&Qﬁ'ﬁo— K“U‘”/lf«”lje bese QA

\Whea \vas gamud L ~Jac Kson lO&V‘VJ 7j &Ud‘h‘cﬂ\
\U’ Semantic Yl)wrsl«nj

N by (517 ) g
: Calculvs

\H/ CX&QALC Ctjw\zg (osf Pvalaj)
\L/01 /18 saL, )

/_r‘_’fi.'*_i/ @ Reading  Comprehensiom (&A Frgom
W*Wﬁ "M‘D and  nef DB‘)
(D Span exctvactim of answers

©) Apemtive  veades @OH/W dowmais /P



Rexd c‘w\ Caw]ﬂfe/&wﬁa n

&V:ﬂ‘ {—m‘oe,rafur& S‘Lw-u [d T Cowk chicken o 7
at ) | »
oot  |ed 4o fre star o WWAZ

5(Uerﬁov\ \—z—. é %PS
s, g) vesits_| O
wel who @ el ST
famw\ W
Go Le. \feaoLJ W‘O*’@Wﬂm

- «iTLLe, assasSaetipn gf r‘) M[& lece an

C7.,,;[i§f€j“"de"(wmf[:+%
Meia  Causes ofF WWl.

—

Our fcus
e v dosnie e pargeph]
— §,t~\ple. r(uegm,»g '{/L\a’i‘ A + L/?’_alutm, vac,&\

v ve asemlv:j



giwp[e/ ex:

\T(Ae, ossassinetim ot FF Caved WWL.
Gaveile ry‘(moi[,) Killed W g0 Tme z,y) (A14.
Q: Whet event led o WWLY

Base,[?w&f

O n-qram “sliding  window "
LOUK oy 510“—‘\5 O'P Pafstje/j C/&LC&(
V\—jm c/v&/lﬂf) w/ Q

[ The a o FF cosd W]
// —> Z(LU@;—{——M\« V\,j mS}

X\

Nn=b1: Y what eueat " =i o wal'
/
nzl- wwl vatthes AOC
l’\“jl‘ o vd OW[T = SVM vatjl/\.’]‘

heve  puswer




@ Foufm‘vj
e\, T NN
Wh o uent led o WwWWLl
\ ) .

l \‘; (;' et :r o st doc

] £\ l Y (‘
The o of FF cassed wwWil
NP ams.

Ore EF optim:  Tnvestijate wLmuj
sz (dess \./‘// neur=l  mode]

MOVe/ 3—9/""%{ %MMVK’ vo’lC/k a Sloru/l
Lo he docvmort  gered wHo wewn( wet

The a. of [ cavsed WwWi

t t
Spon span Madel: inpot: (“XUQ}Q)

ot
et Oubput - (starty end)
Pa_t‘f



&/ 03 Ykgk‘,ﬁ\ Q )%\ o O‘_[;

02 0 - l 1
g/ —— QD?‘I[’W § 7’7":[1—71/

sto ¥ emA
ot distrbetm over YoosH—\‘w_; in Joc

This s a bit weit . /l/\av7ﬁ)€_ e
Ma'h/trﬁ( 2 (/M_Mle‘ 0(i5+ ovs NPS

Fromelly s ode [ PLstnt\ doe, g ) | sheee
P (end l doc ()

To oxtveor answer {—.w} \/u:‘jlf.ﬂ‘"gcan‘

spﬁy\ (S‘f'w“l‘) end )
suth futt fre 5 pom (s P(f%”””)[’[ewil-')
net e fuwaa 5[0 wwvds,



/J(-hwq—\‘ue, KQ&JW

@ encade q;\/@“"\‘”‘ Mmto o vechr 1
e
G 1

emcode as§s e ( D P
@’ code Pss e nfo ()( ()v\ v/ bi LSTM

P Pa
[)g 11\:)_-, . ‘(XCP;\] \,_,;1[|'me~r
X / \a*:,/zjfum
dot fmdwf“

@ Compute stowrt Jemd qorolo;
- T start
?(5“"*"”;‘(): softmax E W P
(L'r \A-/ sferr ?.L

N \/alu@

Pewd Lpy ) = sobrmm, (7 WP

C/mmpa.rﬂ _(L_ +e @,a.ol/\ Pogi{’(“ i -[’L—L f‘é‘; e
§Core W 9070( ‘f‘vul‘ ()09;;)]7/“/(5



PM‘“‘-WS (x LSTM Do
( X [olL ST -F(/tf D
\/J Syert emd f
/ \,\/ e l/Lw ']"U [pe di‘FFLrb'T

ovA
W @\MLQAJL'VJS C@/’O V&)

fE)(aw«}o[e/ from S AUAD

Stentvd  Quest
STm Awswefc'
Pém—j = hg -ﬁrﬂw \A/ék‘:(jf;&l:i)vksa |

aAn ( an§ il -+
"t/()'l"’EU(‘S ‘010‘( Sf - w 3 vy
C(uef ]

A/\oD(O/{ (eﬂ_rnj p

|> A‘“’WV *‘-\7
2) Matth .
VL&NL7 P@sﬁﬁ e wovds \J//Luesﬁ'm



vt
AM—\CI/:’M CJ"‘\-,D ave_ _)0—'( W/{ +2 determine
\\nLﬁM\ & U LM l 00 s Loke ov"lﬁ-w'él((ﬁﬂ

f aL ©
1 9

Bio ASQ d’a{"i‘f,

Tvan gw Cmov\ -l iu) W{g:mfdsd& U%”WP =

Test on B ASA. Wil e mede| do
we 17

Recent evidence suggests that abnormal activation of cyclin-dependent kinase 5 (cdk5) is a
critical prodeath signal in stroke. However, the mechanism(s) by which cdk5 promotes death is
unclear. Complicating the role of cdk5 are the observations that cdk5 can exist in multiple cellular
regions and possess both prosurvival and prodeath characteristics. In particular, the critical role
of cytoplasmic or nuclear cdk5 in neuronal jury, in vivo, is unclear. Therefore, we determined
where cdk5 was activated in models of ischemia and how manipulation of cdk5 in differing
compartments may affect neuronal death. Here, we show a critical function for cytoplasmic cdk5
in both focal and global models of stroke, in vivo. Cdk5 is activated in the cytoplasm and
expression of DNcdk5 localized to the cytoplasm is protective. Importantly, we also demonstrate
the antioxidant enzyme Prx2 (peroxiredoxin 2) as a critical cytoplasmic target of cdk5. In
contrast, the role of cdk5 in the nucleus is context-dependent. Following focal ischemia, nuclear
cdk5 is activated and functionally relevant while there is no evidence for such activation following
global ischemia. Importantly, myocyte enhancer factor 2D (MEF2D), a previously described
nuclear target of cdk5 in vitro, is also phosphorylated by cdk5 following focal ischemia. In
addition, MEF2D expression in this paradigm ameliorates death. Together, our results address the
critical issue of cdk5 activity compartmentalization, as well as define critical substrates for both
cytoplasmic and nuclear cdk5 activity in adult models of stroke.

What type of enzyme is peroxiredoxin?
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