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1) Refsum's disease is a severe disorder that results in the accumulation of high levels of phytanic
acids and its lrnsaturated fattv acid leading to myelin problems around neryes. Normally, the
phytanic acid is broken down in the peroxisome, but in patients with Refsum's, cr-oxidatio4 does
not function and there are diflerent reasons why a-oxidation is affected. The two most probable
are likely due to the lack of a key enzyme respqqsible f,or tbs!{gAkllpx4 of phytanic acid, or the
absence of a functional Eansport p-rotein prevents the import of the enzyme into the peroxisome.
How many of the following statements are true?

J catalase-is present in the peroxi;ome; peroxisomes are *"Ynbror"-bound organelles; the melting
point offatty acids decreaseY as the length of the chain decreasesl oleic acil is considered a
vqsaturatedfatty acid because it contains one double bond; ll'estern blot analysis would

discriminate between a normal person and one sufferingfrom Refsum's
A) One of the above. v
B) Two of the above.

@ rouroftheabove.
D) Five of the above,
E) None of the above.

2) Which of the following is required for normal striated muscle function?
@ calcium pumps
B) depolym erization of T-tubule mernbranes
Q) thick filament shortening
Ef troponin hydrolysisp) spindle pole shortening

3) A pure lipid bilayer will not allow molecules to pass, while adding to the
I

bilayer would ascribe much more functional and biochemical properties to the
therefore the cell. Pick the best answers to complete the sentences above.

A) charged; GPI links; pumps
B) large; fatty acids; membrane
jQ) large; pumps; cytoskeleton
(D) charged; proteins; membrane
Y; nyarophobic; cholesterol; polar heads

and

4) The lipid tails in a typical cell membrane contain both saturated and unsaturated fatty acids. What
would the result be if all of the fatty acids in the membrane were to become saturated?

N Themelting point of the lipid bilayer would decreasg-r^J ."nJ&f
U\

Cx'li
?-*-. 1 f')J .i- ^\1-"* r'\ ( !J-"* r-'\ \ L'-r6dcU

rc \ t.^k-rnr *vr []f\---/) Myristic acid could not be present.
(1 Stearic acid could not be present.

@ fft. polar heads would fo-rm micelles.
E) None of above.
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5) Integnin is a type one transmembrane protein. From this we know that:
,.' /<) its SA domain becomes the trans-membrane domain.

Len US ittN-terminaldomaincanbindtoKDEL. Qnd.acr'i1q$rr -llpq
,{) ittC-terminal domain can interact with the cytoskeleton. U

, D it is secreted into the ECM. Tf
@ it is glycosylated on its STA domain. +

-N
a'"'n"*Ud "t"'"
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6)You are studying the poisoning effects caused by Amanitaphalloides and you plan to use a number
of cell bioloeical techuiqqes alorrg.with hgman mature red blood cells. First off, a microarray analysis;; A;i-ilx+nffi" il#i-:r'Iif;ii#;rffnreated cells are lora// rrr
lhose cells grown in the presence of the mushroom toxin. Secondly, you use colfocal microscopy with
m actin monoclonal antibody and notice that . Given
tlris inFormation, pick the best answers to complete the sentences above.

7$ nigner than in; most of the actin is in the globular form
1€) lower than in; there is significantly more filamentous actin
p1 ngher than in; there are no differences in the actin forms
pf lower than in; most of the actin is in the globular form
E) identical compared to; most of the actin is in the filamentous form

7) Mmy phorbol esters, which are plant-derived organic compounds, promote tumour formation in
nrimal cells because they mimic P!9 and cannot be regulated because of their fo^r9ign nature. From
the example that was discussed in lecture, and in the presence of free cvtosolic Ca'-, phorbol ester-
treated cells would have an active: ? 11

@ ueKpathway
It CREB pathway
pl Wntpathway
p) PKG pathway
lf None of the above

. DAG 
-)pfrr*lph,

Ros

t) The intestinal epithelium is a complex alrangement of cells, junctions, pumps and other transport

?K( /
7

Ct ar

\
0c|.Alei

coryonents. One function of this epithelial arrangement is to
A) maintain high Na+ levels in the blood.

)
t
\

w

)
Clucoj'q

@It
6)

9J
@

transport glucose across the apical and basal membranes.
maintain low Na* levels in the blood.
transport glucose into the intestinal lumen.
pump glucose into cells. -

Br:ol
9) Centrioles are pivotal cellular components whose distinct structure is well characteized. During
mitosis centrioles replicate and then become components of the mitotic apparatus. A difference
between a centriole found in a mitotic versus a non-mitotic cell is that:

ry) nnon-mitotic cells centrioles are not associated with an MTOC.
ll centrroles are made of triplet microtubules only in mitotic cells.
g) nnon-mitotic cells centrioles are basal-body linked.pl centrioles drive cell mfuration in non-mitotic cells.
@ None of the above are differences.

10) The GPCRJike protein Fizzledhas seven transmeqrbrane domains.
Frulzled: L:cgrt k e$[r.r NJ

Itr

Aprc el

I'
I

0YofP11q

Accordingly we know that
p/' (

E.is an ABC transporter.
Vf nascytosolic domains that bind Wnt ligands. h;t+3(r,

\!.rI L rlnrl.
l;l{; L

i. ;),1
E)

has 6 exoplasmic domains.
is a type IV fransmembrane protein.
Two of the above.t-

F$
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inhowmany of the
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11) Givenwhatf:*ffi1::": * '
followinglocafionsworuu 7"i-'^\rr-.",-{nrc,. mitochondria; ffansJJutt" r"'"{

ER; cx'Gitgr; *tty;f;" "Yiiif,*a',n' 
translpotgi; peroxisomes

A) z ?-' L/ " €s(*tra\ Pr$.."rnB)3 Ul B/9: i"r"/,w
E) 6 ..r -r:^1 ^oll

Thefollowin-g-3...questionsrefertothebelowu'*19"t}.picalepithelialcell.

' sYm'orter

4 ADp + pi ,, <_ Apicar
membrane

l.lrr11h;\i.$tB..olateral g-- / --"ni.",iluiin" ;${ Tight iunction - rnki}rnol

;#ffi., ;-;;;$;,, #fthat are u"iogLffiorted are:

A) K+ andNa+
,Gi Nu* and glucose
Yl PP andATP
D) K+ and glucose
ei erP and H+

13) The type of transport designatedby 3 is:
--' 

A) Passive diffusion
6i racilitated transPort
Y Attiu" transPort
U) S"condary transPort
gj Pti*utY active transPort

14)Labels5and6eachrepresent,respectively:'-' g,*iiffi"m3f ;lris;'Jffil'
U;;i" tissues and lung air sPace

;1 ffi; iit*tt and blood suPPlY

fi *i,llri""r r"*"" and blood suPPlY

\

3*F No+

ATP

ADP+Pi 7,
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l1l c-Fos is considered a proto-oncogene because as a transcription factor, its unregulated expression

o""*, io response to abnirmal gowth factor signaling associated with the proliferation of various
cancers. How many of the following directly relate to the c-Fos protein? ,-/"rft\ii"i""i 

"iirl*ron d,omain; EMSA could be used to prove/disprov{c-Fos binds to the promotrr. P\tl1ta4
of the p2TKipt g"ri; it contaiis d GPl-anchor; immunofluorescence and confocal microscopy wo?lu

s how it travels'through ihe cis-Golgi {---*, htry tt^F
A) one \< ci q\ ,,>(D t*o B"*4i-

c) three ,r* ,' ?,t,- ':";i
D) four ( u'/- prY \
E) noneoftheabove ' 

,, -__ __L1 L:*: c,.-
ld; To completg the characteizationof c-Fos, you found using l yeast-trryo hybrid aSS-ay-that it \ra6.*e'="*.
dimerizes non-covalently into an Ap-l complex with the c-Jun protein. Which one of the followingtht(d'F)ry,b'i
wo.ldyou have to use to convince your audience that this occurs naturally in living cells? -1\, *

eateltdse -dd,,n,^
1ff rnnr r ,cq.i"tp, XOYI--> enNor.rb LJ *-Zlceaxdgs*-r* -, ,,1r.., ,,. '"r,Jf,,"/ n'a"t llt*,,*",^,\e-: lfl&pe,^{*nr 

"F 
(o}5 hurnop'}'['r

lT) Many people from the Swedish province of Norrbotten have a genetic.disease called O"rrrh.r'r 6tt67-
type Itr, which is due to a single mutation in exol l0 of the glucocJrebrosidasq eene, leading to a I
frline to leucine substitution. The result is an accumulation of glucocerebroside in certain white "V, o )
blood cells that contribute to an enlarged liver and spleen. Your task is to select the proper technique a I ", b /
horyital lab would need in order to screen a population of indMduals for this disease. The best "I
-.tr"d to detect this mutated enzyme is: - ic4uf

/J EMSA 1, * I c,aY;\pi"rilraiography . --,. a.q K- L ,{','!^"' , ui l

Q toP4GE- 9*Ft4FitlD.lno,;*i hi,*, '"1,1.*nn,
Dt FRET analysis ' , qS',r "-ir'" v

fi ;ilit;irfr aensity gradient centritugatio"- drnsrly W-# I r 
1

l!) Gaucher,s disease is also considered to be the most common of the lysosomal storirge diseases.

Which one of the following is the best hypothesis you can think of that would contribute to symptoms -*:Laryeft";;rht"d to aprobiem yitn tne. iy"oro-.i th'nL"L'Kuoholfu / ljot *-)
H-Tfrt-,f.'"iT;:""?!ffi"J:#il"T;ilH;';,"^ 

\r'r'"\H I /" rv

drffi^*,.,,,. \ I 4fl. J-,gf ay;eractiveadenylylcyclase I h'qh (AI\4f
i' - ti7) absence of COPII vesicles €€ -r CJtq'(ontt

Kct I h,n,l,vry I'rlp3i-r +4rlffi::1""Jifiil'J"'JJ".?'U;T.,4l1lT".rt 
r}''*'u{ 

K'x**f 
"'"' I jt Il/t'g- .:"'81 dominant weel ceJt *x tlf r 't 

f r:+t_ - #, J^-.y I ,l p k (
19) Which secreted protein(s) contains the tripeptide sequence Arg-Gly-Asp? \eG D i (.ot* */{'@i"r.gri" \,r*ryr*u 1 ,,B) fibronectin :ry[*

. C) lamintr/ D) plectin t K(
Lry presun nE) all of the above. I u,

4 ruo (eerpl ' ,/ y-
{(r!,*,a -/.- ,ra 

lff,grut+1
Gtonrp r<.--.#l,.t:,
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20) I found this living on my Golden Retriever and had to take apicture of it Ilowmany ofthe
}tp*gt would I need anloyle required to g?-neJLfg thjs micrograph?x sto;,r-. :.' i xrrlvi v etectrons; phosphorescent screen; dvacuilrt rhodamine_fhalloidin; rtcin; WJight;

radioactive methionine; X-rav film; monoclonal antibodies; furiefilterJ OA)o x Y" 
'q ? schn,n., '"P/e,

c)4 J
D)6
E)8

21) The diagram below illustrates the results of a FRAP experiment. Based on these data, one could
conclude that

YlnNof the membrane is mobile.
n.30% of the membrane is composed of lipids.
470% of the membrane is composed ofprotein.
(D\30% of the membrane is mobile.
H 30% of the membrane is composed of cholesterol.

Fluorescence before bleaching

?'.=
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100
Time (sl

22)which statement about intermediate filaments (IFs) is false?
SJ IFs are not polar.
Vf IFs support membraneJ.
Qf assembly of IFs does not require ATp. . . ,. .

@ the IF piotein Desmin is found in desmese#Yltu
2E) NFL is found in nerves.

70% lenrn bond 5 nru rnb.
ff\&r\e

IF
nc+ p'11 

,Ac rnotcr t'it
S1ru *-d
f-q or^,

(ts



24) How many of the following applies to the K* channel that we talked about as having a key role in
heat rate regulation? . ./

it is activated directly by tte yand B subunitgl, 
^1jg"gli"S 

relies on the activation of a
* nicotinic-GpCR; ti* fllo*t out of thebellfoiloriiig'iiimulation; acetylcholine is the

tigand responsibtegfor initiating 
,,1;,:,f:,i|:fri,r".i,t 

GrP hvdrotvsis inhibits the

A)
B)
@
D)
E)

One of the above.
Two of the above.
Three ofthe above.
Four ofthe above.
Five of the above.

r-\
'Prr,..

/ iru,

kat,

25) proteasome degradation is a mechani+qr that ensures the Wnt pathway is "off' when the Wnt
ligend is nolpresent. In this case, -13 

C nkn,tf is phosphorylated by
tKT prior to its degradation in the proteasome'

A) Cyclin, MAPK
B) CREB, PKA
O Raf, PKC
D) B-catenin, MEK
@ None of the above

I

\-,



Bio2382b Final Exam Friday April 23d Z0l0 Code 333POf ilaqv&28)Berylliumfluorideisachemicalthatactiyatestransducin'eveninthe@or
light. what else is expected to occur, following u.ffi'n"oride expos;"?-

A Lh.g!{p-Sated cation channel wouldle op.rr.(B/ The PDE would be active.
C) C** levels would be higher inside rather than outside the rod cell.D) The brain would perceive this situation as a dark situation. .

E) None of the above.

Zg),y"and F pumps share the following feature(s).
(44 Are asymmetric.
@ X"transmembrane proteins.

EIiruM -
E) None of the above.

30) on April 13ft of this year the San Diego county Health and Human Services Agency reported aniJllf#,Tffi Tr-#i";"ipTT*-rr'nliii"?ii""#r"eil#T"1,g
4f ,rnetoxin I dalled botox. - t '

,A Th" toxin targets the Gcrq subuni t.p N' I Il. toxin would cause a decrease in intracellular ATp levels.wL the toxtn keeps.phospholipase c in a permanent "on" condition. A Myf O,.1d a r(F) r]h" toxin actJdiiectly on microtub.rles, prev"rrtirr* *"- from disass.-6tiog.

ll),tfi""::::,1:l'jil':131_n:-'u'1":.'I* t'.'.:*:1ppl:' rrom those children displaying symptoms
:;t:,Y:"r:g-:,:Yg1l1f.:]1"1: 1ryq one of the fo,,"**, techniques would #i{" #i iiijt##L,o rJp,pTt your claim that they had in fact been infected uy trris bactena?fr) uont'ocal microscopy and immunofluorescence wiih an antibody to adenylyl cyctasefg0r***j

Q :ot-PAGE and_rci"- blot analysis to measure the GDp state of Gcrir,',r lrkttg (,I L
S::::Yfolidanatysis to -.urur" cycrin/cdk il;il;"; q,rt cacAg{-No.tn"* ur"t"jvrir;;;r;;53 levels dtM FRET analysis to measure SNARil;ro* i*.r*iior*

32)cyt*!fi",.contributes to that wonderful aroma you smell when passing a field of fresh cut clover,but by itself it is especially dangerous at high .ottr.rrt utioo, b..uure it specifically acts to:A) block the synthesis of new mRNA
!) force the transition of G to F-actin(O promote blood clotting
D) cleave a docking complex required for neurotransmissionE) none ofthe above

33) During which stage of the cell cycre is dynein function critical?
/Xl. DNAreplicatiod _fy\.trs 

- -_ -..'
!J Centrosome duplication i fVpxr"rn.t Igl Votemicrotubuie shortening -t _ i.
A Contractile ring closure ffi'r)3''?&t r
A xuphase B {s^q/J t(1

Flv ltr_*-or -{.*,*ri ,i q-bl. j ,", l\it* f-J\7
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3a) Any drugs that target the cell cycle are of particular interest as they could serve as
(. ) che.motherapeutic agents against cancer. Seliciclib, also called R-roscovitine, is one such drug that isY- curently in clinical trials because it appears to act as an inhibitor of cyclin-dependenlkinases. When

nm-small cell lung cancer cells are treated with R-roscovitine they stop growiRg, display a number of
chracteristic features and then undergo apoptosis. Using the right assays, how many of the following
wouldyou expect to see following the treatment 9f these cells with R-roscovitine and before they
oorryleteapoptosis? Y K J.^ y ,,r' X y

COPII vesicles; larnins; bldbs; p34"o"'; ubiquitin; p53; Sll ,receptor; gelsolin;K €rteorsr 
0"1,1'o.l,r \ a- tubutin; "':fffi Y1!" cg(r,r,o@ r*o of the a

ni rnt"" of the above <-, n?,r,
C) Five of the above d,_ - 'qd P$J
o1 Nio"oftheabove *71 q p4 ,ilp. €i*0.,E) All of the above " ' r4 ,t,ftr,- ,V,

36f Yeus ago it was very popular to study the effects of toxins on cytoskeletal and cytoskeletal ; / ,u, 
r'1 

,nr

miatedproteins. Using 6 cell free sysrerLwith all the components needed for translation, S"" J ;
dirnine, and mRNAs specific for profilin. actin and gelsolin. researchers translated these mRNAs 

^4,-foftelnesence of a toxin and then used fiP$iPAGE and autoradiography to analyze the products. The ' tfF
Foects were electrophoresed alongsiddrldirtriilbamples of mRNAs translated without the toxin. In.
gEcGe, the scientist did not tell her colleague what toxin was used, and when the gel was run and

icqlcod to X-ray film, the autoradiogtam looked like this:

?n - Pf11m{C
dhvg*5 ^s." 5on] ^rot" ^.r."

--ot":-.".':N".*"1***so*6*'
2.,

kcd
A)
rylq
6

on the toxins that were discussed in class, the one responsible for the data above is:
Ackee -Q.*\ r{}:niv-t*"-*, [5ln**k :
TTX- tc*ro- pu41g,4l1t1- klh*,{"*
cholera-CAIYf
phalloidin- 5fqb
cannot be determined givgn the evidence

87

43

15 tn
-

:,
qt

*
L

n rrP

Y

n

L
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Rho bound to GDP Q*Pt-C-SCI 
is not associatedwti!#il

rl ii'irleT .-B ra,{ffrr'1
none of the above Ki S:#_{s;*"

Code 333

36) What cellular event is not associated witnricilloisonind
M CoenzymeA signalling' ./ trC :i-:,,^
ffi. x"""piormediated endocytosis' %,2 -,r','^'
' fiRetrograde transPort' ' ''\
@ OYnein transPort'

FY u""ogttrton bY chaPerons' ohaPtl-v.E s

37)ResolutionforaBrightfreldMicroscopeisdefinedasbeingequalto:

A) 0.61), B) 0.611' c) ry? ''o'J 
E) 0'61cos?"

ncos* cr sin* '1.^!/ narctano

3g) Activation of the wnt pathway in g0% of prostate cancefs leads to metastasis, the migration of

tumour cerls into bone. Investigatorr;'oyiJ;io pt*"ot rhir il happenins.bv using the potein

Dirkkolf Okk-l ) ;;;h;-r;romolar co'n*I"t'uiio"t' very effectiveiy bindsint and nrevents rt

f,sminteractingwith irsrec.eptor. It.iITT*I"*:::':hl:l;*f*iTm""l3$S,:Xfi".f,:Tffi ,#l"il# ?i,ili# ; ""i *ie'"r". using a varietv of technique s

lTt
vou find:' X\ no Dishevelled Brotein'/1 Bn"t^rn r.s inlh:lucleus

8t'',t(&
L-''! t

T1-

39) Wlich of the following is not aphospholipid?

A,sM kr*.nd b,1 : pl4oi $sph'npl6

q F"', 
5v Y,'.p] *?*1,br.1*.

40) The selectivity of the K* resting channel is due to:

/f,size-based exclusion' lcHoy
,B gaP'iurrction P.ore srze' f. ^ o

'C) pumP selectivrtY' J faP/
fY I\"GTP state of K+'
p nV atoPhobic attraction'

41) How many of the following are G protelns? 
^

Gas; transdicin; MAIK; f-c1teYt1t;

Al + t/ t/ v Pdtnbg
Gil s -/'H,l I

@a

du4n

cdcl2

cy..
h_
U,

^(, ^K {,,
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42) Brefeldin A is a substance that when added to cells interferes with

q
fr)
Et

{4} The importance of protein asymmetry is exemplified by chloroplast membranes where the
directional movement of ions is crucial to photosynthesis. While they do not have as complex a
membnane structure as chloroplasts, Eloxilqlggr nnembranes a4d their proteins play key roles in the
metabolism offary-aCdS.,.Pfr,ipZO is ape ose functions is to

is expected to coincide with the increase in NO levels?
gd lncrease in cAMP production.'/; lnuease in the concentration of GTP.
ff-[ttct"ase in PKG activity.' ocl'ru6{.r
{D_""r"use in citrulline production. \,E) None of the aboveU/

spectrin coated membranes.

interference of RGD signals.
clathrin coated membranes.
intermediate filament depolymeri zation.

trmort such fattv acids into the peroxisome. In doing so it is: 4
,!$.nansporting the fatfy acid to the expolasmic side of the peroxisome membrane. 4'$ altowing for the passive diffusion of the fatty acid across the peroxisome membrane.
fC) mnsporting the fatty acid to the cytosolic side of the peroxisome membrane.

. Vtransporting the fatty acid away frgm the lumenal side of the peroxisome membrane.Ur' 'fl aroii"gG r"ny uiid to..*uio in the cytosol.

45) Calcimycin, a toxin produced by the bacterium Streptomyces chartreusensis, acts as amobile ion-
cmier that allorys Ca2] ions to frgely cross earkaryotic cell membranes, and indicators like Fluo5N give
offffuorescence when bound to these ions. When Fluo5N is introduced into the same kind of yeast
cells we used in our discussion of the trvo-hybrid analysis, and these cells are then treated with
Calcimycin, what organelle would you expect to see fluoresce when the cells are examined by gonfocal
micrroscopv? 

o --- -- r ' V^ ,)micrroscopy?
Spn f res

-*
"qr.b

A) Mitochondria
B) Lysosome
C) Proteasome

r-)
Ar'n+ oa C'-rrriin** * Ai il

Bc rvyp

soi

Ff"q.u..kl,r*q$

R) RER
1p None of the above.

45) In a culture dish containing a pure population of endothelial cells, Calcimycin stimulates nitric
oxide (NO) production by a calmodulin-dependent nitric oxide svnthase. Which one of the following

10
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l7)!9u learned a greatdeal from the Calcimycin experiments, but when you turn your attention tostudying in a living mouse model system, you stumble on areal cell biology puzzle. To begin with, you test the ability ofthese endothelial ce[s L respond to
40usqarine, and they. respond in the ap*propriate manner, IP3.is released and using Fluo5N, |ou detectthe almost immediate increase in Ct* into the cytosol. Immunoblot analysis indicares that catnodulinlevels are normal, but there is one noticeably absent protein that confirms-your suqlicions * t" *hy

of the blood vessels. fne missing protein at the rootof this.problem is:
tr'Pi;il;tpase c

@ Cuanylyl cyclasepf Protenkinase C'D\ Acetylcholine GPCR
n N of the above.

48)-ECIER is a t$re JIT transmemhrane prote.in thatparticrpates in srgnal tansduction events along withprotey;lygan low affinity receptors. These proteoglycans:
,$ aiato the FGFR srAdomain. E ----e-J --"-' I -) SA
U:i#::il! iSlt:l#ffifl}ffi sequence 

\ Trpez 5nr,n)yo o -@ associates with the FGFR N-t-erminat domain. U ' - / W
pI aidwith FGF-RGD binding.

49) BiP is a key player in the @ and, although it was not discussed in lectures, Ican tell you that it is resident RER protein. Having said that you would expect to find that Bip'"ffi;* t' fl c't,
Q) KDEL sequence \
S, ubiquitin ligase \., , -J^.. r ^ ,kOZ.il *iuqri-.,r ) 94 #orl rr ,' rNr'

. 

{ CaaX- [;g \) 
I vf )I:wv

s0) AA
w6oy1

result of a cell having uotniff+ if;erpus" p.r-ps, and the K+ resting channels is that:the depolymeized, membrane can G@Gd b! a nerve impurse.
the ion and charge gradients can be used io do wtrk.
passive difftrsion of glucose across the membrane will be faster.
the K+ gradient makes it possible for faster passive difflrsion of K+ back into the cell.membrane thickness will be altered due to increased charges on the polar heads.

\

51) Ulich is not associated with carbohydrates?
i{ Acylation N Ag( 9t-".:5,.. .". o1b)(B) exoplasmic leaflet .pr$*:*tr-irflpcvWf CYilinkedproteins

The Golgi )

l1
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52) Mutations in the huma@g clathrin assembly protein (PICALIv4) gene
specifically affect adaptor protein complex-dependent clathrin-mediated errdocvtosis. How many of
the following wojnld you expect to see in hepatocytes (liver cells) expressing amatated PICALM gene?

hyperchofesbrolemia; no KDEL-contliningproteing excesssergosterol; iorkeratin

three tir,to "u
"'lf\lH

Y)
E)

13) Which of the following contributes to the stability of microtubules?
$ Colchicine
'pl. Pha[oidin'fi nnt
@ uers fo" 1
E) Kinesin

5{) In mice, the G-protein 13 subunit binds a p subunit and as a result, ss:utons t}uoug}rout the gut are
stimulated. At present it is not known how the By complex is activated and therefore we need you to
pick out the technique from the list below that is best suited to identifr which one of the B subunit
fnnily.can bind y3.

sf C.t filtration chromatography.p Automdiography.
(9 Yeast two-hybrid analysis.
D) DNA microarray analysis.

'fii uo"oclonal antiuoay iroduction.

55) In your analysis from above you find there are two F subunits, I and 3 that each bound to y3 and
afthough excited by the findings, you are skeptical that this may not be an event that occurs in cells in
lhe mouse. To convince your audience you decide to follow up with a technique and that technique
mfirms your suspicions that in mouse intestinal cells, y3 only binds B3. The technique you chose
wNs:

4f tonexchange chromatography.
DNA microarray analysis.

56) According to your text (Lodish et al.), which one of the following is an aliphatic amino acid
re$drd for proper signaling involving the Ras G-protein?

U
)wmg woplcl you expect to see m nepatocytes (llver cells.l expresslng amulaleo flLALM gene!
no LDlnregeptors; increased rate6f mitosis; stabilizedkicrotubules; symptoms of rc -hyperchoTesterolemiq no KDEL-containing proteins; excesss{gosterol; no keratin 144

lT- td'*r1,ol,ue, , x 
,i!:, , '%*,:tfil:ernaj*.pd

0hfu$**r .-f'

seven
none ofthe above

Jh firtrvr, - ,- 
" ntr>f /* ru? fJ g,/,s!,t,

li)r/rt, '

',lv"ry' ""'dtllO/

. IJ[4P VAG

,d48,

i1, I 1/nbleJI

V

A) Proline /
-$) Isoleucine ,/
\zJ Histicitt"
p] Tyrosine
pI Threonine

'p ntor c force microscopy.
lD) FRET analvsis.
$ s.uotting eiectron microscopy.

g

t2



57) Ras that lacks its c-terminal domain would interfere with EGF signalling because it:

'g'::tliilli:-;;i$'ffxlilffi$'{f-r * !' 6ffi't
'cil;;;rd;;ietaineain the RER. t%/ /-/ <- -\7
6 *"ili;te s"creted . * I
E; None of the above.

5g) In Addition to DAG, the other second messenger that forms from the cleavage of PIP2 by PLC is:

A) cAMP
B) IP2
c) PI3K

@) pr
E) NO

Bio2382b Final Exam Friday April 23'd 2010 Code 333

59) Cla.thrin, a key player in receptor-mediated endocytosis, is a major component of the:

#ff*-enverope A.-.roer"r., 3t4q^
61ffiilH." ,. ^a_1 ''u- 

)'L,o,,u/ e-{?r\ Pb%a*.

.,U::';'#H...-j-.tir,$,0.,",";,':;:',,:!-Kr;'uo***
Nnr*-.- ---'- {0S-

5T[ {'+*
A) secreted protein. LlOn
B) type II transmembrane protein /--'"'

QPon

U

C) type III transmembrane protein.
P\ cytosolic Protein.
Q,lNone of the above'

i
!:
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Duestion rnswer ileisht llternate llAlternate llAlternate llAlternate
1 .0

0(rt---l

.0

.0

.0

1.0

t.0
t.0
t.0
1.0

0 t.0
I 1.0

l2 1.0

t3 t.0
l4 ) 1.0

t5 1.0

t6 1.0

t7 1.0

l8 1.0

t9 1.0

l0 1.0

I 1.0

t2 1.0

t3 1.0

4 1.0

5 1.0
t-6 t.0
7 ) t.0

t8 1.0
t9 ) 1.0

r0 ) 1.0

1.0

2 1.0

3 1.0

4 1.0

5 1.0

t6 1.0 l( l) llc(1 ilD(1 ilE(1)
7 't 0

m-----l

8 ) 1.0

t9 ) l0
t0 ) 1.0

) 1.0

2 1.0

3 1.0

4 1.0

5 'l.0

T6 1.0

I'7 l0
8 1.0

t9 1.0

i0 1.0

1.0

2 1.0

3 1.0

i4 1.0

5 1.0

i6 1.0

7 t.0
8 t0

i9 1.0

i0 1.0

https ://ce.uwo.caluwc/webmail/iframe.html 4/22120t0


