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Scabies

Eemalermite Burrews Inte the skin;, 1ays eggs, and
PrOGEUCES Secretions that cause: allergic reactions

Lanvae, er newly hatched mites, travel to the skin
surface, Iying 1 shallow: peckets where they will develop
Inte adult mites

Mite Is scratchedl off the skin, It can live in bedding Up te
245 AeUIrS

May: be up e a month hefore a newly. Infested person
willFnetice: theltching, especially. In peeple With geoe
Aygiene and Whe bathe regularly



Scanles-Symptoms

[tChIng, especially’ at night

Little red bumps: kecoming crusty: or scaly
Warmer: sites on the skin such as; skin
fieldsiwhere: clothing Is tight. lihese areas
nclude between the fingers;, on the

elbews or Wiists, buttecks or helt line,
areund the nippIEeS;, and onlthe PenRIs

Bacterial infectien may: eccllr Secendarily,



Noerwegian Crusted Scabies

Symptems are:fal more Severe thian usual. Larnge
areas off the hoedy, Including hands;and feet,
may; leerscaly’ and crusted

Crusts hide theusands ofi live mites; and thelr
eggs

Ireatment difficult vecause medications may not
e alble to penetrate the thickened! skin

Occursi mostly:among the; elderly; inisome AlDS
patients; or IMMmUuNOSUPRrESSE

Extremely infectious












Scanjes-Microscopic Diagnosis

SCARIES PIEep
Biopsy.
x Scahid reaction

» Nodular dermatitis With eesinepnils
s Seyhula







Treatment

Permetnrin cream 5% applied te the skin firemi head-to-
toe at bedtime, left on for 8 to: 14" hours and washed: offf

the next morning

s Seconditreatment ene week later may e recommended for
Infants with' scalbies) ofi the palms andi seles, or Iif Aew Iesions

appear after treatment
Lindane lotion; 1%, overnight treatment, lefit en for 8-12

noUKS
s Effective after 1 to 2 doses
s Aveld a second treatment wWithinia 7-day pernod

s Contraindicated i infants, small children, pregnant or Aursing
WOmEen, Or people withi seizures or ether neurelegicall diseases





















LLEprosy.

Appears In an Egyplian; papyrus
Inscribed about 1552-1350 B.C.

Indian writings' dated: at 600 B.C,
describe a disease that most
EXPErts agree was leprosy.

[Does not appear In the recerds of
ancient Greece' until the: ammy: of
Alexander the Great came: back
from India in 326, B.C

In Rome, the firist mention
colncides withr the return of
Pempey s tieeps firem Asia Miner
in 62 B.C.




Leprosy In The Bible

KING UZZIAH WWords leprous; or |eprosy appear 54
- 2 times

Bible eguated this sickmess; wiiihi sin.

s Uzziah, King of Judah, wanted to burn
Incense in the temple off Jehovah, a
ceremony reserved for priests. The
priests oppesed him, and Uzziah
pecame angry. God struck: him with
leprosy.

Jesus healed the blind andl deaf but

cleansed the: lepers, implying a moral

JESUS Stlgma

L The Church ordered regulations
against lepers at the: Councilioff Ancyra

314 A.D., defining them as unclean

PErsens; bodily andfmorally

= People classified as lepers included
heretics




Leprosy-RPathophysielogy.

Armauer Hansen: discevered N/eprae in Nemvay.
in 1873

a Eirst baclllus te e asseciated withi Auman disease

a Not inually’ theught te be an Infectious disease

Animal reserveirs
= 9-panded armadillies

a Chimpanzees
a Viangahey: monkeys



Leprosy-Pathephysiology:

Therareas moest: commonly’ affected oy, Iepresy. are cenler
part of beady/
s Superiicial peripheral nerves, skin, mucous membranes of the
UPpREr respiratery. tract, anterior chamber of the eyes, and! testes
s [issue damage Is caused by:
Degree torwhich cell-mediated Immunity. Is; expressed
Extent ofi bacillary spread and multiplication

Appearance: off tissue-damaging| Immunelegic complications (e,
lepra reactiens)

Develepment ol nerve damage analits sequelae:

Vi lepraens an epligate intracelltiarr acid=fast pacilus with
a unigque ability to enter nerves



Leprosy-\Worldwide: Prehlem

Appreximately: 6,000 patients With' Iepresy: live in: the
United States

a 959 of these patients acqguired then: disease' in developing
countries

s 200-300 cases are reported each year esp states withlarge
Immigrant pepulations

Worldwide prevalence of leprosy: Is reporied 1o e 5.5
millien: cases
s Majerity off affected persens Ve in the tropics and subtrepics

a 80% of the cases are found'in 5 countries: India, Myanmar,
Indenesia, Brazl, and Nigena



Lepresy-Clinical

Anesthesia of a skin lesion or In the distrikution of a perpheral
nenve, thickened nerves, and typicall skin'lesions.

Prodromall symptoms  arer generally slight but 90%; of patient present
Wit nUmMBRESS! first, Sometimes; years belore the skin Iesions; appear

INEUrepathay

s [emperature Is the: first sensation lost

a Next lest are light teuch, pain, and finally: deepr pressure

n [Especially apparent in the hands and feet.
Hypoepigmented macule Isioften the first cutaneous lesion

Erem this; stage, most lesiens; evolve inte the lepromatous,
tuberculold or borderline types



Indeterminate leprosy: (1L)

a Early forny Causes one te a few: hypopigmented; or
SOMeEtmes erytnematous, macules

m Sensery less s unusual

s Mest cases evolve: fremi this state Into one: of the
ether ferms, depending on the patients Immunity’ te
the disease

Strong| Immunity. may: become cured of disease
Occasional persistence 1 this Indeterminate form
Weaker iImmunity: may’ pregresses to ene of the other ferms



Tuberculeid leprosy: (T7T)

SKin|lesions are: few: in numper

a Usually: one erythematous: large plague withrwell-defined borders that
are elevated and slope down Inte an atrophic center

= [lesions can hecome arciformi or annular, and they canibe found on the
face, limles or elsewhere; but spare Intertrigineus areas and the scalp

x May involve a large asymmetric hypopigmented macule
Both types off Iesions are anesthetic and involve alepecia

Neural invelvement s commen n T and leads to tender, thickened
NERVES With sulbseguent less of function

= Great aurcular nerve and superficial peroneal nerves are often
prominent

Spontaneous reselution can occur infa few: years, leaving
pigmentary: disturlamnces or Scars

Progression| can also occur, leading| ter borderline-type lepresy.
Rarely untreated patients develop: lepromatous |eprosy.



Borderine tuberculoid lepresy: (BiF)

LesIoNS 1IN this form: are: similar tor these In
the tukerculeid ierm;, Pul: they are smaller
and more nUMErous

s Nerves are less enlarged), andiistless alopecia
IS present

[Diseaser’ can remain i this stage, converi
Pack 1o the tubkerculiold fierm, or Pregress



Borderline borderline leprosy: (BE)

Cutaneeus lesiens consist ofi AUMErous, red,
iregulary’ shapea: plagues that are: less well
defined than these' n|the tulkerculoid type

a Distribution; may: mimic these: ofi the: lepromateus
type, but more asymmetrc

s Anesthesia is enly: moederate
a Regienal adenopathy: may: be: present

[DISease may. remainiin: this; stage, Improve: ol
WOrsen



Berderline lepromatous; |leprosy
(=19,

LesIonS are: AUmerous, and consist of
macules; papules, plagues; and noeadules

s ARnuiar punched-eut-appearing lIesiens thait
loek like Inverted salcers; are common

= Anesthesia Is often apnsent

DISease’ may. remain: in this stage,
Improve, or regress



Lepromatous leprosy: (LL)

Early cutaneous, lesions consist mainly: off pale: macules. Later, infiltrations are present, wWith
numernous, bacilli

Macular lesions are small, diffuse, and symmetric

s Skin texture dees not change, and little or no less ofi sensation eccurs

s Nerves are not thickened), andl sweating| s nermal
_|

Lateral eyebrows are affected by alopecia (1e, madaresis), Which spreads to the eyelashes and then the
trunk. Scalpihair remains; intact.

Cani be diffuse, nedules (called lepromas), or plagues
s Difiuse type results in the appearance ol a leonine facies
= Neuritic lesions are symmetric and: slow! to develop
Systemic
s Eye invelvement occurs, causing pain, photephobia, decreased visual acuity, glaucema, and blindness
Tiesticular atrophy. results;ins sterility: and gynecomastia
Lymphadenepathy and hepatomegaly
Stridor and hoarseness are a result of laryngeal invelvement
Nasal infiltration; can cause: a saddle-nose deformity.
Aseptic necrosis and osteomyelitis cani eccur with repeated trauma after: joint invasion
Brawny edema of the lewer extremities Is a late finding

cannot conyvert back to the less severe boerderline or tuberculold types ofi disease

Fom s mheul |

L
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Leprosy. IHistopathology,

Well-develeped epithelioid granulemas are ehsenved in the papillan, dermis;
ofiten areundi neurevascular structures

Granulomast are surreunded by lymphocytes, Which extend inte the epidermis.
Langhans; giant cellsi are common

Dermal nerves are destroyed or swellen because of the granulemas
Acid-fast hacilli arernot ehserved

Dififuse infiltrate of fieamy macrophages Is present in the dermis; lbelow: a
sulbepidernmal zene: ofi uninvelved papillany/demmis

Enermoeus number of acid-fiast bacilli develop within the feamy: macrephages,
singly: or in clumjps called glohi

Lymphecytes are scant, and giant cells ane typically alhsent.

Numereus hacillifinvade: the nenves, but these are fairly well presenved with little
infiltrate

Nodular, or dermatoefibroma-like lesions i LL, referred to as histeid leprosy,
result in  a diffuse fascicular arrangement off spindled cells in the dermis admixed
With feamy: macrophages that contain numerous bacilli: (Mycobacterium spindle
cell tumor)



Leprosy. IHistopathology,

Bill form

s Well-developed epithelieid cell granulemas; are apparent and
difftse

s Bacilli are aldsent or rare, but they can be found mn dermal
nerves as wellfas ini the arrector pilerum

s Nerves are moderately swollen
BB fierm

a Diffiuse epithelioid granulenas; that lack giant cells are olsernved
N the dermis; belew the stubepidermal grenz zene

s Nerves: are slighily swellen;, and acid-fast hacilli are present in
moderate numbers



Leprosy. IHistopathology,

BIL form

s Smaller granulemas with seme: fieamy: changes and nUmereus
lymphoecytes are olhsenved

= Nerves,efiten have an onien-skin appearance due to invasion of
the perneurum

s Few epitheliold cells may: lbe ehserved

I ferm
s Eindings are nonspecific

s Histiocytes and lymphogcytes are scattered, With seme
concentratien areund dermall appendages and nenves

= An acid-fast bacillus can be oebserved in a nerve bundle
s Number of dermali mast cells may: be increased



Leprosy. IHistopathology,

Mycopacteralispindle cellfpsetdotuimor
Erythema nedesumiieprosum
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Syphilis

e prY/sIcIan. Wilo: KIToWs: SYaIals KaoWs
[meaqiciie;

-=—=S|iF William Osler;



Syphilis in the United States

1940-100,000 cases (pre-antiniotic ena)
1956-10,000 cases

1990-4'5,000r cases
m AIDS

s Intraveneus (IV) drugland crack cecalne
apuse

» Prostitution
1995-16,500 cases



Three Stages

Primary. syphilisideveleps at the site of tiansmission
s Incubation perod of 10-90idays (imean 21-28' days)
s Heals spontaneously: in 3-7 weeks
Secondary: syphilis
= About 4-10'weeks: after the appearance of the primary lesion

= |Most common systemic manifestationsiinclude malaise, fever, myalgias, and
arthralgias withira generalized body: rashrand lymphadenepaihy

s Symptematic secondary syphilisiusually: reselves without treatnment
Earlylatent syphilis

= Encompassesithe first 1-2 years ofi the disease andiis marked! by occasional
relapses of active secondary. Iesions

Late: latent syphilis
a  Asymptematic and generally neninfectious
= About one third of untreated! patients; develeop: tertiary: syphilis

= Latency period lasting years to;decadesiand manifests as gummatous: or
cardiovascular syphilis or neuresyphilis



Syphilis Laberatory Evaluation

Darkfield microscopy, iImmunefluerescent staining, or serologic testing| s necessary
fer diagnesis ofi syphilis

s Orallesions shouldilhe aveided because ofi the: difificulty ini distinguishing 7 pa/iaum.
morphoelegically frem /reponema macrodentymand: Jreponenma microaenyun,

s Positive darkfield examination Isi the: enly means ofi making an' alhselute: diagnosis) oft syphilis:
Negative darkifield examination; dees net rule out the: diagnesis
INentrepoenemal tests, VDRL and rapid plasma reagent (RPR), have sensitivities
appreaching) 80%: in' patients with: symptematic primar/ syphilis and virtually 100%: 1n
patients with secondary: syphilis.
= Positive VDRL should e guantified and titers follewed at regular intervals aifiter treatment
s Most patients have nenreactive nentreponemal tests within several years: after successiiul
treatment for syphilis, but a significant number have persistently’ pesitive tests and are said
o be serofiast
s Specificities of the VDRL and RPR tests are only fair
a [alse-pesitive results may result after immunizations, in acuie viral or lhacterial infection, or
during pregnancy:
Patients with a reactive VDRL or RPR shoeuld have the result confirmed! by specific
trepenemal testing. These tests include the fluerescent treponemal’ antibody,
absoerption (FTA-ABS)I and the microhemaggalutination; assay. fier /- paliaum (MHA=TP)



Secondary: Syphilis; Histopathoelogy

Psoerasiiermr dermmatitis Wit SUperticial
and deep mixed infiltrate: with plasma cells

s Plasmia cells may. e alsent: 10-15%) ofi cases

Epidernmis; may: have collections of
Reltrephils, parakeratesis, and Spengiosis

Ralely’ granulemateus, neutrophilic
dermatesis, or pseudolymphoma












Secondary: Syphilis-Histopatholegy.

Walthin=-Stali/ stallls o Gthelr SlVer: stalins
are usually  positive: for the erganisms

SllVer stains may. e negative in tertiany,
disease












Dermatopnytosis

Wet moeunt potassium hydrexide preparation (KOH prep)
s Skiniscrapings are placed on a slide and KOH' is;added withi gentlie heating

s Stain such as lactephenoel biue may: be added and! the slide: is examined under
the micrescope

= Dermatophytes often take weeks to culture
NUumereus histopathologic reaction patterns om skin: bIePsy.
s One classic pattern Is the presence of neutrephils, within the stratum| corneum

= Other common patterns include compact orthokeratosis andl a layer of compact
erthokeratesis underlying nermal orthekerataesis) (Samndwich sign)

= Dermatophyte infections ofi the hair are termed endothrix i it Invades; the hair
shaft and exethrix I It remains onl the: surface

Using a ultraviclet Wood's lamp, endothrix infections will not fluoresce: as
OPPOSEd 10 exethrX INTECLIONS



Dermmatephyte Histopathelogy,

JI Cutan| Pathol 2003 Apr;30(4):253-5

Retrospective case-control study on 303 cases ofi spongiotic: or
psoriasifierm dermatitides over a 35-monthi peried

s Hematoxyliniand eosin (H&E) and PAS-Distains were: utilized te identiiy;
Intraepidermall neutrephils and fungi

Sensitivity: and specificity for diagnoesing dermatephyte infection
Based upon; neutrephils within: the stratum) corneun were 62 and
599, respectively.

= Positive and negative: predictive values 1n ourr populationiwere 4 and
98%, respectively

CONCLUSION

= Histologic feature of neutrephils within the stratumi corneum;is neither
Sensitive ner specific In the diagnosis of dermatephytosis





















Leishimaniasis-Background

Designs en pre-Coelumbian pettery and the'existence of thousand-year-old
skullsiwitiarevidence: oft leishimaniasis

Restricted to) tropicalland temperate regions (natural habitat of the sandiiy)

Endemiciin 86/ countries (16 developed countries, 72 developing countries)
on 5 continents of Afiica, Asia, Eurepe, North America, and South America
Widespread migration freom rurall te Uijean: areas andi nMovement of
susceptible populatieons Inte eEndemic areas

Coe-infiection with HIV-hasilead to) the spread of leishimaniasis, typically a
rural disease, 1Inte uiidan: areas

Although' cutaneous;Ieislimaniasis exists Iin many countriesiwhere £
aorovan/is prevalent, the 2 parasites ane net present in the: same regions

s In'India, visceral leishmaniasis is confined to the eastern: parts, while cutaneous
lershimaniasisi is limited tes the dry Westen parts



Sandily

\/ector Sandfiies
(Plilepolomys
SPEcIes)

Le/sfmania are
Intracellular parasites
that Infect the
monenuciear
phagecytes




Clinical Variants

Visceral
a Lershimania aonovanrcausing visceral leishmaniasis (kala azar)
a Worldwide huit predeminantly, IS encounteredin India;, Souih
America, Central Asia, Middle East, and Africa
ClUtaneous
u Le/shimania tropica and: Le/simania. bras/iieris/s

a L tropicals i seen mainly alengl the shores of the Mediterranean,
threugh the Middle East, central Afica, and parts of lndia

s Cutaneous: leishmaniasis; caused by L bras/erns/s is confinead
mainly te; Centrall America and Seuth Amernca



Clinical Variants

Localized cutaneous leishmaniasis (LLCL)
m Crusted papules or ulcers eccur several weeks: to months (and rarely years) after sandiiy.
bite Ineculation on exposed skin
x [esions may. e associated with speretrichotic spread and usually: heall spentaneously

Dififuise’ cutaneous; leishmaniasis (DCL)
»  Analegous to lepromatous leprosy, ndividuals with DCL fail termoeunt a cell-mediated
IMMUNE respense terther Le/shmania parasite
s Develop multiple widespread cutaneous; papules and nodules; and are anergic to leishmanin
skin testing

Recidivans cutaneous;leishmaniasis (RCL)

= Uncemmoni clinical varant of leishimaniasis

= Recurrence of lesions at the site of apparently healed disease years after the original
Infection

s Occur on the face, and RCL presents as amn enlarging papule, plague, or coalescence of:
papules that heals withi ceniral scaning

= May cause significant facial destruction similar to the Itpus vulgaris vaniant of cutaneous
tuberculosis



Clinical Variants

Poest—kala azar dermal leishmaniasis (PKADL)
s Endemic to India and the Sudan
s Develops moenths to years after the patient's recovery. from visceral
leIshimaniasis
s Range firom hypepigmented macules; te erythematous papules;and firem
nodules ter plagues, reflecting Immune. response of the individual
Mucocutaneous leishmaniasis (MCL)
s Predominantly’ a New World disease

a May noet manifest clinically: until years aiter localized cutaneous disease
apparently has healed

s May migrate te the Upper respiratory. tract Where relentless destruction
off the erepharynx and nese ensues, may lead to death

Visceral leishmaniasis (VL kala azar)
n Le/shimania parasites localize to the reticuloendothelial system
s Potentially fatal widespread systemic disease



HIStopatiolegy

Parasitized macrophages widely disseminated
a Spleen, liver, and hene marrew

a Splenemegaly wWith; vVasculali spaces dilated and
engorged withrbloed, and the reticular cells of Billreth
are Iincreasedl niarkedly’and packed with amastigote
forms off the: parasite

n Liver Kupffer cells arerinereased ini size' and numier
andiinfected Wit amastigete: ierms off Le/s/mana

a Bene mariew s Ryperplastic With parasitized
macrophages replacing the normal henmepeietic tissue



HIStopathelegy-Skin

LCL

= [nregular acanthosis, withior without epidermal ulceration, and dense
dermalinfiltrate ofi mixed inflammatoery cells, particularly: plasmar cells,
lymphoecyies, andlhistiocytes

a Early, organisms may’be numerous; and feund readily within the
cyioplasmi el macrephages

= With time infiltrate isireplaced by nencaseating granulomata in Which
few or ne; erganisms cam be seen

s Ulcerated lesions commonly may hecome infiected secondarily,

s Biopsy: specimens; fromi eld (=61 mo), partially: treated, or low-burden
Infections frequently are nondiagnestic

DCL

s Individualsiwithr poor cellular iImmunity. ter Le/s/miania parasites

= [Dermis contains sheets of macrophages containing great NUmbers: of
amastigetes, with few lymphocytes or plasma cells



HIStiopatholegy: SKIin

PIKADL
a Variaple histelegy that Is determined By the degree of
eSSt ImmunIty, and the parasite’load

s Granulomateus histelegy: Is seen with lew: numiers of
erganisms; whilerdiffuse: RIStIeCyLIC or Xanthematous
Infiltrates may ve seen Withrnumerous organisms

RCL

x Usually:isi aifificult ter confirmr because ofi the: rarity: of
erganisms and Its histelegic similarty te lupus
vulgaris


















Chromoblastemyecosis

Trauma te the skin withileng| interval, occasionally’ several years
leading to small; raised), erythematous, asympiematic papule

a Splinters may. e present

a [ower extremities, especially the feet, hands, the arms, and the
buttecks

Over time: leads te nedule or plague
Rarely lymphatic and hematogenous dissemination may. 6ccur,

On the surface of hoth types off clinical vamants, numerous hlack
dots may be ehsernved Where: the causative: organisms are
preferentially found. Hemopurulent material covering small
ulcerations IS commonly: lserved.

Secondany Infection With: bacteria IS common



EUngal Causes

Eour different genera:

a [ pearosol, Pvernicosa, C
carion, anel = compacta

s Different species of
Exophialdinave alse heen
feported.

C. carioniis the most
COMMGN agent: of
chremohklastemycosis in
tihat country




Histepathoelogy

Pseudoepitheliomatous
RypEerplasia off the epidermis With
a diffuse; lymphenmenoenuciear
Inflammatery infiltrate in the
dermis

Microabscesses, granulomas;
granulematous; reactions

Giant cells contain brown-colered,
thick=walled fungall cells

x  Muriferm fungall cells may: e
single; 2-celled, or multiple-celled

s Copper pennies, Medlar bodies;
sclerotic hodies

Transepidermall elimination of the
fungal cells Is the histologic
counterpart ofi the black dots
clinically: evident



















Eczema Herpeticum

Alse knewn' as Kapesi
varcelliform ertption

Caused! by HSV-1

Commonly: develops in
patients With atepic
dermatitis, BUrAS, o
other inflammatory skin
conditions

Children are moest
commonly affected




Herpetic Whltiow

V/esicularr outioreaks oni the
hands and the digits, Was' most
commonly due; te infection
with HSV-1

Uswally eccurs; in children who
sucked thelr thumis and,, prior
o the widespread use of
gleves in health care workers

Occurrence ofi herpes Whitiow
due to HSV-2 Is/increasingly.
recognized, prebahbly due te
digital-genital contact




Zoster

During the acute phase,
signIficant Inflammatien of the
skin, dersal root ganglia, and
PEripherall neRVeES IS present

Evidence for early’ denervation
off skin tissue,, hemorrhagic
necresis, and neuronal 1oss In
dorsal reot ganglia Is present

Inflamniatery. chamnges: may,
PErsist fior months and lead 1o
scarring

























Congenitall Cytenegalovirus
Infection

Presumed tos e transplacental

a May lbhe transmitted perinatally, hoth by aspiration of cervicevaginal
Secretions In the birth canal and by breastieeding

= More than 50206 off infants; fed with breast milk that contains infectious
Virus become infected with CMV.

Infantsiwhoe are net infected congenitally or perinatally with CMV.
are at high rfsk te acquire: Infection In day: care centers

s Prevalence: ofi CMV. infection 1n day: care center attendants, particularly
children; younger than 2 years, approximates; 80%

May: e transmitted via saliva, urine;, andfomites
s Children, ini turn, may transmit Infection te their parents
s Major rele in the epidemiclegy of many: CMV Infections) In young parents



Clinical Variants

Moest common and important of allcongenitall Infiections

30,000-40,000 infants are herm with congenitall CVV-infection
annually i the United States

Likeliheod ofi congenital imfection; and the extent of disease 1n
the newer depend on matemal Immune status

AVerage rate: ofi transmission to the fetus Is 40%
Most of these infants have clinical disease at birth

I the setting of recurrent matemal ifection risk of transmission
to the fetus Is lewer, ranging from; 0.5-1.5%

MOSt Infiants’ appear nemmal at bith thus may: e classified as
Symptematic or asymptematic in nature



Clinical Variants

Cytomegalic inclusion disease

Appreximately 10%: of congenitally infectedi infants' have: clinical evidence: of;
disease at hbirth

Most severe form off congenitall CMV. infection
Almest always eccurs in wemen who: have primany: CMV- infection during
pregnancy

Characterized by intrauterine grewihretardation;, hepatesplenomeaaly,
hematolegical abnommalities (particularly, thrombocytopenla) and a variety of:
cutaneous manifestations, mcluding petechiae and purpura (ie, biuekherny muifiin
paly)

Most significant manifestations ofi CID: invelve CNS

Microcephaly, ventriculomegaly, cerelbral atrophy, chorieretinitis, and
senserneuraliiearing less are the moest common neurclegical consequences, of:
CID.

Intracerebrall calcifications typically, demoenstrate a
periventricular distribution

Predictive ofi cognitive andf audiologic deficits in later life:and predicts a poor
neurodevelopmental prognosis.

Overall, 90% ) of infants who survive symptomatic ClID: have: significant leng-term
neurelogical and neurodevelopmental sequelae



Clinical Variants

Asymptematicrcongenital CVIV.

a Viest infants with cengenital CVIV Infection| are: e
16, Wemen Who have preexisting immunity: te: CVV.

m| Clinically mormal at birthr but may: have: subtle: growth
retandation compared tor uninfected infants and at nsk
ol neurodevelopmental’ seguelae

5 Sensorineural’hearing Iessi IS majer conseguence

Approximately: 15-20% ofi these' infants will-have unilateral or
pilateralf deafiness

Routine newhorn audiclegic screening may not detect Cases
off CMV-asseciated hearng Iess Because: this deficit may,
develop months or even years after delivery



Differential Diagnesis

NTORCHI agents

Congenitall texoplasmesis

s Intracranial calcifications olsenved I congenital
1oxoplasmesis tend to he; scattered: diffiusely.
threugheut the brain and et In; the classic
Periventrcular distrputien off CMV.

Other cengenital Infections te e considered
Include lymphoecytic cheromeningitis Viius
(CCNMIN)infection,, HSV Infection,, syphilis,
enteroviral disease, HIV infiection, and rubella
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