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Hereditary Cancer
CAP Syndrome
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Emulsion PCR
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Amplified Single Molecule Sequencing Emulsion PCR
different micro reactors : only 15 % are good ones
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Oxford Nanopore technology
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Sequence DNA by direct inspection using EM

T Tunneling A Tunneling
energy energy
spectra | | spectra

Conductive tip ‘ ‘
Tunneling

current - - :
Extended - - G-C-C-T-A-T-C-G G-C-C-T-A-T-C-G
ss-DNA

Atomically .

substrate

Collect new spectra

Reveo technology



IBM's DNA transistor technology

dielectric layers of the transistor

R ki
|||OI'
£

77 2] ssDNA molecule 0] E2slit S £
A

4t M Sl= electron signal 2 2] 0{A{ DN



Manual 2 =7}

.rJ.
H
"

l:‘_ L]

E










70
Ri MH







ZD1839 (Iressa)

EGFR inhibition

EGFR EGFR CerbB2 /
‘ \‘ /

MAP kinase (MAPIXignaI pathway

|

Cell proliféxation / cell survival

EGFR
tyrosine kinase
inhibitor
(EGFR-TKI)




Philadelphia chromosome

: a ;@ Shortened 22 chromosome
-1~ §(9;22)
4

t(9;22)(q22;q13)

L '.|-

Chronic Myelogenous Leukemia







BCR/ABL
Amplification

j 6.2%
point

mutation—e_
48.50% Additional
Chromosomal
Aberration

52.8%

710l HAyH o] At
BCR/ABL genef point mutation
BCR/ABL gene amplification

CISIC




Bcr/Abl ATP binding site

253 255 315 355
Tyr Glu Thr Met
540
T CiG GGG G| - c T T G

N My

255 355
Lys Thr
E255K — e ele M355T

N XD




LJ

, 'ﬁmplification of Her-2 in breast cancer




-1 Histone
Deacetylation



-'I'
THE LEMGTH OF DORMA IH H
HUMARM CHROMOSOME
RWERAGES =M KHEH
EXTERNMDED «
+ET THE =AME C"HREOHOZSOME
MAY EE. -
— QLY AEQUT Z@um LOMHG AT
lh INTEEFHAZE =-12@2 TIHEE
SHORTERI
o

=LY AEQUT Zum LOMG AT
METHAFHAZE = 12,208 TIMEE
SHORTERI

THE DHA IM A TYFICHL CHEREOMO=OME HOULD EE AEBEOUT

S A LORG iF IT KWERE THE DIAHETER OF =TRIMG 1



M X

F =HHO| Blo k..

Acetylating
agent

Histone
Deacetylation



Tumor
heterogeneity



Ok ZhA A
Sin

?Ie
Cel
Genomics




S=7IMZELl THE

Drugs that
»,  Kill tumour
1 stem cells

Tumour loses its
e i ability to generate
Y new cells

Tumour
degenerates



AAS e SN ZEE 7| 2 A
DNA level, RNA level

Single Cell PCR






