Diseases

SSPE

suk acute sclerozing pansncephaliti=
brain dizease that 1= a late Consequence of measlss

MEMO Deficiancy

J-linkad hypohyvdrotic ectodenmal dyvzplasia and inpmunodeficiency
lack one subunit of [KE —> impaired activation of INFeB
inefficient macrophase activation throush TLE4 zisnaling

on X-Chromozome —> MOre COoNUmon In bovs

SCID

sevare combinad inmmunedeficiency diseaze

ane of the RAG ganes doem't work

both B and T cells are absent

children die in early infancy from common mfections (unless they have bone marrow transplant=)

Omenn Swvndrome

FAC proteins have partial anzymatic acivity
differz from SCID in symptoms —> red rash on face and shoulders

Bare-Lymphocyte Svadrome

TAP iz non-funcrional

no peptides in EF. --> MHC I dos=m't reach surface

patients have lass than 1% of normal MHC class I

lack of MHC II exprezzion (CDM T cells fail to develop); lack of MHC I (losz of CDE T cells)
atient: have poor CDE T-cell responzes and suffer from chronic respiratory infections

Burkait's Lyvmnphoma paris of chromosome 2 and 14 have been exchanzed

AMYC (proto-oncogens) on chromosome 8 and heavy {14 light (2 or 22} chain genes switch

abnormal exprassion as a result of translocation causes imcreazed growth
DiGeorge's Syndroms delstion in chromoszome 22

thnrnus falls to develop

T-cells are absent

suscaptibility to wide range of opporunistic infections (ressmbles SCID)
ALPS (Lymphadenopathy in sutommnmne hinphoproliferation syndrarme)

patient: lack functional Fas molecules

cannot contral zize of rmphocyie population nor remove autoimmuns cells

secondary lymphoid crgans become swollen in absence of infaction
Hypar-Ighl svndrome patients that lack CD40 lizand (on T cell)

abnormalhy hizh lavels of Ighd in blood senum
almost no IzC and IgA

E cells are unable to switch isotyps

cannot maka Ab responzes to TD antizsns




no garpinal centers
#-linked: prominent in males

Hamolvtic Dizseasze of the
Iewhom

Mo is Ph negative buat dad i=n't

1=t chiuld 1s fine but when first babyv is born, fatal BBEC: blead into mom --> adapiive Immuane response

second premmancy = if fetus iz also Ph positive, mom can make 20 antibodies that can aross the placenta and taz FEC: for
destruction

Anti-Fh Ies (PhoGAM) iz given to mom at 28 weeks and within 72 hrs after birth

coats babn's BECs that enter mom

tricks imnmune svstem into thinking it's 8 sacondary mmune response

FINA wirus
Pattern of infaction = epidamics
Virus spraads fast and subsides quickly
genome: § F2{A moleculas
FINA replication is efror-praone; Sensratas many point-rmitations
new viral siramns lack hemazzhimin or newramimdasze epitopes that mduced protective inmmumity I previous epidamis
new generation of virus evades protective Inmunity —> ensures long-term survival of vins
antizenic dnific chanzes are small (pommt-mutation), 5o 30Me (TOS5-FeaCtion OCCULS;
epidarmics ocour every other winter
pandamics ara canzed by recombinant viruses (part avian and part haman), =0 hemagelutinin'neuraminidaze epitopes are
verv different from humans
Antigenic shift: pandemic, severs avian origin creates very differsnt strain every 10-50 vears
most offen occurs in farmers (near 1o Ivestock)
viruses arize from pizs that become infected with both avian and huoman simult:mecnshy

cansed by invpanosomes (3 protozoan)

trypanosomees live in mamimals and inzacts (cychic)

LIVpanosomes ne Jene rearransemant to changs surface antigans

they uzually expreszs one dominant type of WV 5G —> anfibodies produced azamst it but not azamst thoze that have sadtchead
VEG

genome contamns more than 1000 zenss ancoding Vs

thiz mechanizm produces 3 dramatic cycling in = of parasites

chronic cycling of Ab production and antizen clearance —> haavy deposition of immmuns complexes and inflammation -->
inflammation causes neurclozical darmage and coma

i

persists in host by hiding from immune rasponse’ in Sensory EUrons




infaciz epithelial cells; spreads to sensorv neurons serving infected arsa

Latency: dormant state (no replication nor generation of enough peptides to zignal prezance)
Virs 12 uaracommizad

strass reactivates the vins —> remfects epithalial Hzsues -> cauzes z0res

nerve calls have little MHC —> reduced CDE T call participation

Hearpas: Epstein Barr childhood mfection (mild, cold-like dizeases)
infactz B cellz by binding to CR-2 componsnt of B-call raceptor complex
infected B cells proliferate and produce virns —= stitmmlates EBV-specific T cells to react
small number of B cells becoms latently infacted but replication iz controlled by CDE calls
Herpes: Varicella-Zostars chicken pox

dormancy in dorzal root ganglia
raactivation canses shingles

Tubserculo=zis

cansed v pnvcobactariom toberculosis
prevents fusion of phazosoms with hysosome

Svphillis

caused by treponema pallidum
coats iself with humsn protein

Tomic shock svndrome

toxins bind to sites shared by many different TCE=

stimulate excessme polvclonal responze (mmolved 2-20% of total = of CD4 T cells)

after proliferation T-cell: with bound antizen die by apoptosiz and remove memory T cells
massive cytokine releaze: IL-1, IL-2, THF-alpha

antizen bridses MHC clazz [T and TCR=

H-linkad Ararmmaglobulinermiz

Antibody deficiency

E cell srowvth and differentiation blocked at pra-B cell stags

due to defact m gene coding for tyrozme kinase (Bik)

intracellular zismaling iz lost

increaze m bacterial infections that require antihodies for clearance (capsulated) -complement actinvation
increaze m viral infections that entar in sut (normally neagralized by antibodies)

H-linkad hypar Ighl

dirminizhed antibody production
ses Hyper Ish syndrome above

C3 complamant daficiencias

defects in complement components
C3 deficienciss:
increazed bacterial mfections
phazocytosis iz decreazad




