
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 




















































































































13 ofworldspopulation Infected MTB Infection 4 Response spectra
cont Dx

NB Infection f Disease D Innate ImmunestageLatent TB CDorment Bacilli HostinnateimmureSysabletoeradicateinfection
Huge ReservoirforfutureDisease NoAcquiredInvolvement Nomemory

2 AcquiredImmureStageActive Infection tuberculosis39MnewlyreadBoth innate AcquiredimmuneSysoperate to
TB Leading cause ofDeathdueto eliminate infectionCfraffeaffa's mostpeoplehere

bacterial infectionI 3 QuiescentImmurestage Granuloma

HIV HostimmuneSys stillcontrolinfectionbuttherearestil
Interplay Especially in SA viable nonreplicating organisms

MTB LDActiveInfectionStageUDR XDR TB strains are on Rise Bacteria viable replicate
Superscary for Medicine HostimmuneSys fight but start toshow

MB Antibiotic responsibility NB apparent symptoms f the Active
mustdofittest Disease

UTB Transmission F Ctightseas from active 113 Live
Aerosolizedprophetnuclei N95 113 Die
families not an issue 3 113 ChronicInfection

Particles airborneforLongtime Immune DX of MTB infection
Single cough's sooo infectiousdroplets Delayedtype4 Hypersensitivity
Deposited in terminalAirways cell mediated the Meades

TB cultures supernate
occurs mainly indoorsafterprolonged inject TB Antigens into stun
Exposure multiple shoala CNB not specific Alsomultiple
Risk closenessof contract punctureslike

Ucest take MTB seriously Tuberculin skin test TineHeattests
normal surgical mask nd protectagainstTB PPD PurifiedProteinDerivative
HIV C3 generallyneed cavaliesfortransmission Manatoux test
HIVCt cantransmitwithouthavingConaties Response after 24 72L

Rash 710mm t test
not all who are exposedget infected
433 not too surewhy Meansyouhavememory

Against TB proteins
ImpoundImmunitymayleadto TB Disease
CHostGenetics
HIV AIDS TTB E3 amongMalnutrition Medicalstudents
Alcoholism
Renalfailure
Immunosuppressive therapy
DiabetesMellitos

The stagesof Latent infection Disease

Latent infection Asymptomatic ID based
on a T cellresponse against MTBantigens
t tuberculin test
C Inteferan 2 release AssayCIGRA
Latent Active oversimplification



 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 














































































































Yew tests for MTBInfection Granuloma

InterferonGammareleaseAssaysCIGRA
I 500000
cells in the
testforty
5 willbeCt

NB in SA
only txt children
below55 centre macrophages with
peoplewithHIV ingested TB

giant cellschildbelow some Neutrophils
5 contact surroundedby T cells fibrotic
immediate wall
prophylaxis Bodytry to containcentre can become Necrotic Later

fibrotic spaceoccupyinglesion
MTB contained Dormant unable
to cause Disease until Hostweakened

ifferqBwholeBlood Below MultipleCaseatingGranuloma's inanyPeripheralbloodmononuclear
cells

Rely an pre existingmemory T cells
against MTB Antigens
MoreSpecific than TST
As sensitive as TST
MoreExpensive than TST 10
Rezones Lab
more standardised than TST Inside granuloma Hypoxic conditions
Requireonly 1 visit to AC worker MTB 4 metabolism DosRRegan
phone results in Nogrowth t 4 Respiration fatmetabolism

LungDrainingLymphNodes Become NonstainablebyConvention
Pathogenesis InnateImmunecellsindoce Tcells methods AFB's 3D

DNA
infectedAwedormacrophages InterstitialDendritic LesionDisruption MTB 5DNAsynths

cellsCDC's Resuscitated act aspheromones
CRIPES resuspromotingfooter

Uigrate to Draininglymphnodes stimulate Dissolve cell walls
Antigenspecific T cells

LongLesion Lymphnodes caseatingcentremayliquefy
EEh.sn eEEf ahiasm
Tcells body

FFertingparenchyma attractmonocytes
Tyfromblood macrophage Histiocytes

Granulomaforms CorchestratedbyTcells



 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 

Uanywaystosubvertmacrophagefunction Susceptibility to TB

Army MTB Infections
Interference with
phagosome
Clysosomefosion
Preventionof
phagolysosome
Acidification tmacrophageacadian
a 1 inductionby dissectsin
IFN Z Thi thoseareas

Ishmadion
csypfhtxhpfnzeffs.fiRegulation DegradationofMHCII

lackof Expressionofco stimulatorymoteates

Why with TB Lossof ImmuneMemory
MTB 0 S Antigens
i MTB 4000genes imay step
expressingantigens that wereexpressed
duringearly infection
memory cells thatwerespecificfor
earlyinfection notuseful nowsince
MTB notexpressingthoseAntigensanymore

ExhaustionofMemory
persistentantigencapted with strongstimulation Leads to lossofmemorycells IL 12 Chet Thi

_Tu2 IC 4 Crout Th2
instead

wrongT cell phenotype ofTn
UTB Best fought with a Tae1 Response
But MTB release things that induces
a Ty 2 Response instead

IEN 2
It I Needed produce J onIntracellular card
Extracellular f Ic h Tavares

TH2 cells produce Ic 5 more

Regulatory Tcel'S Ic Io
IL B d

preventImmunopathbut also ti THIResponse
ifbalance disturbed MTB evade immure

system
TB tries to T TH2 Response since a
THl Response eradicates it better
ie TB induceswrongimmureResponse


