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Table 17-1 Causes of Hyperthermia Syndromes

Heat Stroke

artional; Exercise in higher-than-narmal haat and/or humidity

rtional: Anti

5, including antihistamines; antiparkinsonian drugs; duretics; phenothiazines

Brug-Induced Myperthermia

Amphetarmines, cocaine, pi dine (PCP), methylenedioxymethamphetamine (MDMA; “ecstasy”}, lysergic acid
2 tichalinergics, sympathomimatics

Sarotonin Syndrome
Selective serotonin reuptake inhibitors (SSRIs), monaamine cxidase inhibitors {MAOIs), tricyclic antidepressants
Malignant Hyparthermia

onal anesthetics, succinylcholing

Endocrinopathy

Thyrotoxicasis, pheochramocytama
Central Nervous System Damage

Carat e, status epilepticus, hypothalamic injury

~Hatrrison's Principles of Internal Medicine

Discussion

% Fever versus Hyperthermia
¢ Fever of unknown origin

$¢ Sarcoidosis

Fever versus Hyperthermiaz

m Hyperthermia -- does not involve pyrogenic
molecules. The setting of the hypothalamic
thermoregulatory center is unchanged.

m Exogenous heat exposure and endogenous heat
production are two mechanisms by which
hyperthermia can result in dangerously high
internal temperatures.

fever of unknown origin

m Fever higher than 38.3°C on several occasions
m Duration of fever for at least three weeks

m Uncertain diagnosis after one week of study in
the hospital

® new system for classification of FUO:
= classic FUO
= nosocomial FUO

= neutropenic FUO; and
m FUO associated with HIV infection.




Classic FUO

3 outpatient visits or

3 days in the hospital without elucidation of a
cause or

1 week of "intelligent and invasive" ambulatory
investigation.

Classic FUO- diagnostic approach

m The most critical feature of the evaluation of a patient with
FUO is to take a careful history and to re the patient
frequently.

m thorough history should include the following information:

= Travel
osure (eg, pets, occupational, living on a farm)
ion (with the degree noted)
Drug and toxin history, including antimicrobials

Localizing symptoms

Medla biopsy™. invasive lesting®
1 I
—|IMW% | Mo diagnosis

Specilic tharapy

:Ex-wc..-l |n._‘-::w=f'| | Walchiul wa.l.m:]

1
| Ami-T8 therapy, | | Colchicine, NSAIDs

antimicrobial
Srergh i

tharagy
~Harrison's Principles of Internal Medicine

Classic FUO--

m Infections
m Malignancies

m Connective tissue diseases

Table 19-1 Classic FUO in Adults

Authors (Year Years No. of i i i
of of Cases Inflammatary Causes (%) Causes (%)
Publication)  Study Diseases (%)

Classic FUO- diagnostic testing
Fevar = 38'C x 3 weeks; | weak of “intelligent and irvasive Imvestigation” |
Physical exam ]— Al history

Laboratory Testing
CBC, DM, smear, ESA, CAP. urinalysis, iver hanction tests, muscle enzymes, VORL
HIV, CMY, EBV, ANA, RF, SPER. PPD, control skin W1, craatining, slectrolytes, Ca
Fe. ranaterrin, TIEC, vitamin B, sculd‘convalescan Serum et aside

Cutues: Blood, wine, sputum, s as appropriate

| Potentiany ﬂqgnuﬁ-(n cluet || neo ptentially dagnosti; cued |

L‘Mlﬂu am CT of ches1, abdaman, pelvis with
—al IV of PO contrast, W|OﬂOSCDD\

"_-'j

7[‘. soan, ! 'InPM'\I scan, FDG PFTu.ml

Classic FUO -- Treatment

Empiric course of antimicrobials should be considered
if an infectious diag rongly suspected
® Antituberculosis medications (particularly in the elderly
foreign-born) and broad-spectrum antibiotics are
reasonable in this setting (Table 30-9)

Empmc administration of cortic

many mtecnons that cause FUO




Sarcoidosis

a multisystem granulomatous disorder of
unknown etiology.

characterized pathologically by the presence of
noncaseating granulomas in involved organs.

initially presents with one or mote of

= Bilateral hilar adenopathy
= Pulmonary reticular opacities

= Skin, joint, and/or eye lesions

Stage III - interstitial disease (muitiple small
Stage I ¢ bilateral hilar adenopathy  podules in the mid-to-upper zones) with shrinking
hilar nodes |

590
BlZ8e IV : interstitial opacities with upSE2is

; and - .
redominance, volume loss, and advanced fibrosis

Sarcoidosis — Laboratory finding

), eosinophilia (aj ximately 25
ythrocyte sedimentation rate is frequently elevated, but
is not useful in assessing disease activity.
calciutia is more commonly obsetved than
Icemia.

ergammaglobulinemia (30 to 80 percent), diminished

skin test reactivity, and a positive theumatoid factor can e

Serum angiotensin converting enzyme (ACE) level is elevated
in 75 percent of untreated patients with sarcoidosis

Major Clinical Features

Clinically-Evident Organ System
Involvement (%)

Arrhythmias, hea hy, sudden desth

n, hydrocephalus

lupus perni
infiltrations on chee

Multiple focal

"punched-out" lesions

(arrows) on a plain x-
Im of the hand

retinal neovascularization : may require

Sarcoidosis -- Diagnosis

PATIENT MANAGEMENT FOR SARCOIDOSE

mptoms related to

the lung, skin, eyes,

o ,, SO Biopay shaming | [ Teatures suggesting sarccidasis
peripheral nerves, s i Corisluttet vt risigariograr Gkl
P . o Allemative. Consigtent skin lesions: lupus pamio, enythema nodosum,
liver, kidney, heart, dagnosis maculopapuar essons
/ - Unngitis, O i, Pyperoalcamia. Rypevcakiiuia
and other tissues. Fvanan rorve parayss
¥ |
Clnically Biopsy aflected crgan if possitie
consislent with Bronchescopy: Biopsy with granulama
Barcoklosis Novdie aspinato: granuiomas

I
; |
Hogative but na avidence | | Yes and no afion
of allemnalhvo Bagnoses gt

¥
Foabures highty conaishent with sancoxdosis
Sesien ACE level 2 fimes upper limit noemal
DAL lymphocytosis 2 times upper kit nomal
Panda/lambda sign on Galium scan

disorders. @_.,)l ) l

Passible sarcidoals: ssek cther sagnosss | | Sarcowdoaia |

granulomas

biopsy specim

Exclusion of other
granulomatous
g




Sarcoidosis -- Histology
Non caseating epithelioid granu]omas,%;ﬁ

well formed and separated 3
Langhan's or multinucleated giant cel
can be observed with the epithelioid el
Shaumann bodies

Asteroid bodies

Treatment

MANAGEMENT ALGORITHM OF CHRONIC DISEASE

Glucocorticoids Glucocorticoids Glucocorticoids
tolerated not tolerated not effective

[ Dose <10 mgid | [Alternative agents | [ Try alternative agents |

— Yes
Continue therapy Methotrexate
glucocorticoids

Hydroxychloroquine

No .
Seek alternative agents Azathioprine
Leflunomide If not effective,

Minocycline consider:
Multiple agenis
Infliximab
Cyclophosphamide
Thalidomide

Sarcoidosis -- Treatment

ALGORITHM FOR MANAGEMENT OF SARCOIDOSIS

Minimal to no symplomsl | Single organ disease | | Symptomatic multiple organs

Abnormalities of Affecting only: Systemic therapy:
neuralogic, cardiac, anterior eye; localized Glucocorticoids, e.q.,
ocular, calcium skin; cough prednisone

Yes: try topical
steroids

Yes: consider

Taper to <10 mg in less than 6
systemic therapy

months: continue prednisone

No: no therapy No: systemic Cannot taper to <10 mg in &
and observe therapy months or glucocorticoid toxicity

Consider methotrexate,
hydrexychloroquing, azathioprine

Table 322-2 Commonly Used Drugs to Treat Sarcoidosis

Drug Initial |Maintenance Monitoring  Toxicity Support Support
Dose | Dose Therapy® Monitoring”
20 10 Diabetes,
osteoporosis

density

Eye axam gf

Hydroxychl

Hematologic,

nauses

3-10 mg/kg | Initial PPD
q4-8 wk




