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Work-flow i moderne digitaliseret patologi-laboratorium
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036 Steatose

Fedtlever, steatosis hepatis. Fedtdegeneration betegner ophobningen af fedt i

|

parenkymceller og kan ses i en lang rkke celler, dog oftest i leveren. Tilstanden &é‘%

skyldes pavirkning af cellens lipidstofskifte, sa der ophobes triglycerid ge

intracellulzrt. Denne pavirkning kan skyldes en lang rkke arsager, de hyppigste Open Case

me Aam alliabal mn adimacibars Wad allbabhal madesambtar hamatamabnme s bl =8

037a Amyloidose i leveren

Amylaidosis hepatis. Amyloid er en ekstracelluler aflejring af fibre bestdende af  *
E|

abnormt foldet protein. Amyloidose er en tilstand, hvor sadanne aflejringer %

forarsager inflammation, vevsskade og pavirkning af organfunktionen. Amyloid er i A

mikroskopet en homogen masse, som | HE-farvningen er markred|/lilla. Farves der Open Case

-
N A klusae mmmdaidak lalbrnrade hulleat | Aabkbkalbmalaricaeat hor ammdes-




EKSAMEN ibasal patologi, 5. semester bachelor, medicinstudiet, sommer 2015

Eksamenssaettet indeholder 1 hovedspegrgsmal og 10 multiple choice (MC)-spergsmal. Hovedspergsmalet
vaegter 50%, mens hver af de 10 MC-spargsmal veegter 5% af den samlede besvarelse. Til
hovedspargsmalet hgrer to digitale mikroskopi-prazparater. Mikroskopi-praeparaterne abnes med VIRMIK,

som tilgas via internettet. Systemet fungerer ngjagtigt som det, der er brugt i undervisningen ... ...

DET SR IKKE TILADT AT ANVENDE ANDRE SRUCERNAVIVE FOR AT LOSGE PAVIRMIK USERNAMES ~ dette W{‘:ﬂ:
Sammenhang mellem

hvad der er pensum;

hvad der undervises; 0gQ

hvad der eksamineres
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CELLE-PATOLOGI
INFLAMMATION

KREDSL@BS-PATOLOGI

NEOPLASI

1. | veevet ses en seerlig form for nekrose. Beskriv denne og angiv
dens betegnelse.

Forslag til svar:

Fedtnekrose. Fremstar som konturer af fedtceller med lillafarvet
(basofilt), homogent omdannet cytoplasma og med accentureret
cellemembran. Der kan ses egentlig forkalkning (merkere lilla farve,
evt. sor).

Koagulationsnekrose

Kollikvationsnekrose =
Liquefactive

Kasegs nekrose

Fedtnekrose

Fibrinoid nekrose

CAFE

Cellerne er dgde, men
vaevets arkitektur er
bevaret.

Inflammatorisk
nedbrydning til flydende
visk@s masse.

Gulligt-hvidligt udseende
ansamling bestaende af
fragmenterede/lyserede
celler; omgivende

inflammation = granulom.

Udvisket vaevsarkitektur.

Fokale omrader med
saponificering.
Mikroskopisk ses
nekrotiske fedtceller
omgivet af inflammation.

Udfaeldning af antistoffer
og antigener samt
fibrinlekage fra
karvaeggen.

Lokalisering

Infarkter i solide
organer (ikke
hjernen)

Infarkt: i CNS
Infektion: fokal

Tuberkulose foci
(oftest lungerne,
men ses i hele
kroppen).

Pancreas og
peritoneum (udlgses
af pancreas lipase v.
akut pancreatit).

Arterier. Ses bl.a. v.
polyarteritis nodosa.
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Lagkagekonkurrence 2/2 - Inflammation
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Akut nflammation

Planocellular metaplasia in the lung

have example of planocellular metaplasia in the lung from a patient with planocellular carcinoma. At low magnification, we see a bronchus

Here we
with cartilage and epithelia towards the lumen. The major part of this section is occupied by the planocellular carcinoma that has invaded the lung
tissue. Note that planocellular carcinoma is always preceded by metaplasia because squamous epithelium is not normally found in a healthy lung.

also see peribronchial glands here, adipocytes here, and compressed alveoli here.
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Question on the transition
between benign and malignant
tumors in relation to mutations.

¢

We have discussed the transition between benign and malignant tumors in
relation to mutations, and further mutations in relation to the various forms of

adaptations described in pathology

One teacher explains that all human cancers have 5-10 rate limiting mutations
which make them malignant. If the cells have fewer mutations than required to
be an invasive cancer, they might be hyperplasic, dysplastic, or form a benign
tumor. Each of these stages may become malignant. For myeloma and lipoma
transition is rare, for polyps in the colon more frequent and for villous

adenoma in the colon even more frequent.

Another teacher explains that metaplasia is an adaptative and reversible
process where one “well-differentiated” cell type is replaced by another “well
differentiated” cell type from the same germ layer. By well-differentiated “I
mean not permanently changed for example by genetic mutations”, Dysplasia
occurs after genetic changes including formation and activation of oncogenes
or disappearance or inactivation of tumor suppressor genes and is a precursor

of malignancy.

between benign and malignant tumors in
relation to mutations.”

Ben Vainer

his answer

Marie Kveiborg

Additional note t

Malignancy is no
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Question on the transition
between benign and malignant
tumors in relation to mutations.

R 4

We have discussed the transition between benign and malignant tumors in
relation to mutations, and further mutations in relation to the various forms of

adaptations described in pathology

One teacher explains that all human cancers have 5-10 rate limiting mutations
which make them malignant. If the cells have fewer mutations than required to
be an invasive cancer, they might be hyperplasic, dysplastic, or form a benign
tumor. Each of these stages may become malignant. For myeloma and lipoma
transition is rare, for polyps in the colon more frequent and for villous

adenoma in the colon even more frequent.

Another teacher explains that metaplasia is an adaptative and reversible
process where one “well-differentiated” cell type is replaced by another “well
differentiated” cell type from the same germ layer, By well-differentiated “I
mean not permanently changed for example by genetic mutations”, Dysplasia
occurs after genetic changes including formation and activation of oncogenes
or disappearance or inactivation of tumor suppressor genes and is a precursor

of malignancy.

between benign and malignant tumors in
relation to mutations.”

Ben Vainer

It is a question on how to define ar
that is disc ted by t
in the gene (i.e.1 eversible). The adaptive changes,
hyperplasia and metaplasia, are caused by changes in
t need genetic changes in the cell type
nt to stress, that dysplasia is NOT an adapti
rmanent genetic n ion ir 1¢. In sor ooks dysplas
1s an adaptive ct ssibly because early dyspl

he cells are shed off the surface and removed - the ger

otherwise, please feel free to write again

Marie Kveiborg

Additional note to Johannes' Q

Malignancy is not ined e s, but is base:
everity to which the his cal and cytolog riteria of m.

observed. Yet, n y is thol to arise as a result of acc
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Patients with the Li-Fraumeni syndrome have 8 25-
fold greater chance of developing a malignant
tumour by SO years of age compared with the
general population. The spectrum of tumours that
develop in patients with LI-Fraumen! syndrome is
much varied. The most common types are
sarcomas, breast cancer, leukaema, brain tumours,
and carcinomas of the adrenal cortex

(8. 212, 10th edition of Robbins Basic Pathology)
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Case 1 — Cytopatologi

Anbefalet laesning: Kapitel |

Videoforelaesninger: Cytopatologi I: Cellebeskadigelse, adaptation og neki&¢
[1: Celledodsmekanismer (RSR).

Forberedende sporgsmal:

2%

I. Hvad dekker begrebet “celluler adaptation™ over? Find, beskriv og forklar eksempler pfi]z\
hypertrofi, hyperplasi og atrofi.
2. Definér, differentier og forklar ved eksempler metaplasi og dysplasi.

. Redeggr for histopatologiske forandringer ved steatose og hyaline forandringer.

. Redegor kort for patogenese og find eksempler pa typiske organskader ved onkose (=nekrose).
. Beskriv den indre signalvej ved apoptose.

). Beskriv den ydre signalvej ved apoptose.

. Redegor for, og find eksempler pa, kollikvationsnekrose og koagulationsnekrose,

. gor for, og find eksempler pa, kasegs og hemoragisk nekrose — samt for vade og tgrre
gangrene tilstande.




Har du anvendt videostreaming?




Har du anvendt videostreaming?
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Prioritering af basal patologi

Antal studerende

1
— .

1 2 3
1 = fgrste prioritet 2 = anden prioritet 3 = tredje prioritet




Strengths

Hvad er dine 3-4
vigtigste styrker?

Opportunities

Hvad er de vigtigste
muligheder eller
potentialerifremtiden
for din virksomhed?

Weaknesses

Hvad er din
virksomheds eller’
forretningsplans 3
primzere svagheder?

Threats

Hvad er de stgrste risici
og farer for at du ikke
nar dine mal?
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