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ETIOLOGY AND PATHOGENESIS

Mycobacteria are slender rods that are acid-fast (i.e., they have a high content of
complex lipids that readily bind the Ziehl-Neelsen stain.




PATHOGENESIS

**(the first 3 weeks) in the nonsensitized patient

A INFECTION BEFORE ACTIVATION OF CELL MEDIATED IMMUNITY
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B INITIATION AND CONSEQUENCES OF CELL MEDIATED IMMUNITY

Alveolar IL-12
macrophage

Class Il T cell
MHC receptor

MTb antigen

Tuberculin positivity

Activated

macrophage Caseous
necrosis
TNF,

chemokines

; Monocyte

recruitment

Sensitized

Macrophage activation T cell

* Phagolysosome maturation
and activation

* Production of nitric oxide

» Production of reactive oxygen species

* Autophagy

R& %o

Mycobacterial killing

Epithelioid
granuloma




TUBERCULINTEST

TB (tuberculosis) skin test

Intradermal injection
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derivative (PPD)
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PRIMARY TUBERCULOSIS



MORPHOLOGY



Ghon complex:
The gray-white parenchymal sub pleural focus with
Hilar lymph nodes caseation.




TUBERCULOUS LYMPHADENITIS:

Necrotizing granuloma

Amorphous granular
eosinophilic debritic material
CASEQUS NECROSIS

Modified macrophages with

abundant cytoplasm and pale
staining "slipper™ shaped nuchei
EPITHELDID CELLS

Multinucleated giant cell
LANGHAN GIANT CELL
Collar of ymphocytes
surrounding epitheloid cell
aggregates
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SECONDARY TUBERCULOSIS

(REACTIVATION TUBERCULOSIS)

- Secondary tuberculosis is the pattern of disease that arises in a previously sensitized host.

- It may appear shortly after primary tuberculosis, but more commonly arises from reactivation of
dormant primary lesions many decades after initial infection.

- only a few patients (<5%) with primary disease subsequently develop secondary tuberculosis.






Secondary pulmonary tuberculosis consequences
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Secondary pulmonary tuberculosis consequences




3. pleuralinvolvement:

pleural effusions, tuberculous empyema, or obliterative fibrous pleuritis may
develop.




5. Isolated-organ tuberculosis:

if one of the organs or tissues seeded hematogenously and may be the presenting
manifestation of tuberculosis.




CLINICAL FEATURES

Purulent

YV V V VvV VY VvV °




EXTRAPULMONARY MANIFESTATIONS
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DIAGNOSIS
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