AĞUSTOS 2018 TUS – HATALI  SORULAR

Temel Bilimler 76. Soru

Termofilik aktinomiçeslerin solunması sonucu gelişen ve “çiftçi akciğeri” olarak adlandırılan reaksiyon aşağıdakilerden hangisidir?

A)
Tip 1 aşırı duyarlılık reaksiyonu 
B)
Tip 2 aşırı duyarlılık reaksiyonu 
C)
Tip 3 aşırı duyarlılık reaksiyonu
D)
Tip 4 aşırı duyarlılık reaksiyonu
E)
Tip 5 aşırı duyarlılık reaksiyonu
Doğru cevap: A, C, D

ÖSYM tarafından bu sorunun cevabı tip 3 hipersensitivite olarak (c şıkkı) verilmiştir. Ancak Patoloji textbooklarına göre A,C ve D seçenekleri doğru olmaktadır. Soru iptal edilmelidir.

Rubin’s Pathology Clinicopathologic Foundations of Medicine Seventh Edition, 2015 baskı sayfa 144 te hipersensitivite pnömonisinin tip1, tip 3 ve tip 4 hipersensitiviteye örnek olduğu, sayfa 721’de ise tip3 ve tip 4 hipersensitiviteye örnek olduğu yazmaktadır.
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Inhalation of many antigens leads to hypersensitivity pneu-
monitis (also called extrinsic allergic alveolitis), with acute or
chronic interstitial inflammation in the lung. Most such anti-
gens are encountered in occupational settings, and resulting
diseases are labeled accordingly: ﬁccurs in
people exposed to Micropolyspora faeni from moldy hay; bag-
assosis results from exposure to sacchari
in moldy sugar cane; maple bark-stripper’s disease follows
exposure to the fungus Cryptostroma corticale in moldy maple
bark; and bird fancier’s lung affects bird keepers with long-
term exposure to proteins from bird feathers, blood and
excrement. Other causes of hypersensitivity pneumonitis
include inhalation of pituitary snuff (pituitary snuff tak-
er’s disease), moldy cork (suberosis) and moldy compost
(mushroom worker’s disease). Hypersensitivity pneumoni-
tis may also be caused by fungi that grow in stagnant water
in air conditioners, swimming pools, hot tubs and central
heating units. Skin tests and serum precipitating antibodies
are often used to confirm the diagnosis. Often, especially in
chronic hypersensitivity pneumonitis, an inciting antigen
is never identified. In acute cases, the diagnosis is usually

established clinically, so lung biopsies are performed only in
chronic cases.

ity pneumonitis is characterized by neutrophilic
infiltrates in alveoli and respiratory bronchioles;
chronic lesions show mononuclear cells and granulomas,
typical of delayed hypersensitivity. Most cases have
serum IgG precipitating antibodies against the offending

. PATHOPHYSIOLOGY: Acute hypersensitiv-
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Importantly, most people who have serum precipitins
to inhaled antigens do not develop hypersensitivity
pneumonitis, suggesting a genetic component in host sus-
ceptibility.

chronic hypersensitivity pneumonitis is virtually

diagnostic. However, in subtle cases, the diagno-
sis may require careful clinical and radiologic correlation,
and even then it may remain tentative. Microscopic fea-
tures of chronic hypersensitivity pneumonitis are bronchi-
olocentric cellular interstitial pneumonia, noncaseating
granulomas and organizing pneumonia (Fig. 18-59A,B).
The bronchiolocentric cellular interstitial infiltrate consists
of lymphocytes, plasma cells and macrophages and varies
from severe to subtle; eosinophils are uncommon. Poorly
formed noncaseating granulomas are seen in two thirds of
cases (Fig. 18-59B), as is organizing pneumonia (Fig.
18-59A). In the end stage, interstitial inflammation recedes,
leaving pulmonary fibrosis, which may resemble usual
interstitial pneumonia.

CLINICAL FEATURES: Hypersensitivity pneu-
q"; ‘

W PATHOLOGY: The histology in florid cases of

monitis may present as acute, subacute or chronic

pulmonary disease, depending on the frequency
and intensity of exposure to the offending antigen. Farmer’s
lung is the prototype of hypersensitivity pneumonitis,
caused by inhaling thermophilic actinomycetes from moldy
hay. Typically, a farm worker enters a barn where hay has
been stored for winter feeding. After a lag period of 4-
6 hours, he or she rapidly develops dyspnea, cough and
mild fever. Symptoms remit within 2448 hours but return
on reexposure; with time, the disorder becomes chronic.
Patients with chronic hypersensitivity pneumonitis have a
more nonspecific presentation, with a gradual onset of dys-
pnea and cor pulmonale.
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TABLE 4-4
MODIFIED CELL AND COOMBS CLASSIFICATION OF HYPERSEN

Type

Type 1 (anaphylactic type):
immediate hypersensitivity

Type Il (cytotoxic type): cytotoxic
antibodies

Type Il (immune complex type):
immune complex disease

Type IV (cell-mediated type):
delayed-type hypersensitivity

Mechanism

IgE antibody-mediated mast cell actiy
degranulation

Non-Ig mediated

Cytotoxic (IgG, IgM) antibodies formec
antigens; complement usually involve

Noncytotoxic antibodies against cell s

Antibodies (IgG, IgM, IgA) formed aga
or endogenous antigens; complement
(neutrophils, macrophages) often invo

Mononuclear cells (T lymphocytes, me
interleukin and lymphokine production

Ig = immunoglobulin; SLE = systemic lupus erythematosus.

Many immunologic diseases are mediated by more than
one type of hypersensitivity reaction. For example, in hyper-
sensitivity pneumonitis, lung injury from inhaled fungal
antigens involves types I, Il and IV reactions.
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ROBBINS AND COTRAN Pathologic Basis of Disease, 9. edition, 2015 baskısında sayfa 694’te hipersensitivite pnömonisinde vakaların 2/3’ünün tip 4 hipersensitivite olduğu yazmaktadır.
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The term hypersensitivity pneumonitis describes a spectrum
of immunologically mediated, predominantly interstitial,
lung disorders caused by intense, often prolonged expo-
sure to inhaled organic antigens. Affected individuals
have an abnormal sensitivity or heightened reactivity to
the causative antigen, which, in contrast to asthma, leads
to pathologic changes that primarily involve the alveolar
walls (thus the synonym “extrinsic allergic alveolitis”). It
is important to recognize these diseases early in their
course because progression to serious chronic fibrotic lung
disease can be prevented by removal of the environmental
agent.

Most commonly, hypersensitivity results from the inha-
lation of organic dust containing antigens made up of the
spores of thermophilic bacteria, fungi, animal proteins, or
bacterial products. Numerous syndromes are described,
depending on the occupation or exposure of the individ-
ual. Farmer’s lung results from exposure to dusts generated
from humid, warm, newly harvested hay that permits
the rapid proliferation of the spores of thermophilic acti-
nomycetes. Pigeon breeder’s lung (bird fancier’s disease) is
provoked by proteins from serum, excreta, or feathers of
birds. Humidifier or air-conditioner lung is caused by ther-
mophilic bacteria in heated water reservoirs. Pet birds and
moldy basements are easily missed unless asked about
specifically.

Several lines of evidence suggest that hypersensitivity
pneumonitis is an immunologically mediated disease:

e Bronchoalveolar lavage specimens from the acute
phase show increased levels of proinflammatory che-

mokines such as macrophage inflammatory protein 1o
and IL-8.

® Bronchoalveolar lavage specimens also consistently
demonstrate increased numbers of both CD4+ and
CD8+ T lymphocytes.

* Most patients have specific antibodies against the caus-
ative antigen in their serum.

¢ Complement and immunoglobulins have been demon-
strated within vessel walls by immunofluorescence.

against the implicated anti-
gens are also common and have a pathogenic role.
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