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HOW TO USE THIS SECTION

 

This section includes algorithms, nomograms, and tables, arranged
alphabetically by subject, designed to be used in the selection and
interpretation of appropriate laboratory tests.

A conventional algorithm layout is displayed below. Diagnostic
tests are enclosed in ovals; diagnoses in italics; and treatment recom-
mendations in rectangles.

Abbreviations used throughout this section include the following:

 

N

 

 = normal

 

Abn

 

 = abnormal

 

Pos

 

 = positive

 

Neg

 

 = negative

 

Occ

 

 = occasional

 

­

 

 = increased or high

 

¯

 

 = decreased or low

SUSPECTED DIAGNOSIS/CLINICAL SITUATION

Test abnormal

Treatment

Diagnosis Diagnosis

Test normal

Diagnostic test
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Figure 8–1. ACETAMINOPHEN TOXICITY: Nomogram for prediction of acetaminophen hepa-
totoxicity following acute overdosage. The upper line defines serum acetaminophen concen-
trations known to be associated with hepatotoxicity; the lower line defines serum levels 25%
below those expected to cause hepatotoxicity. To give a margin for error, the lower line
should be used as a guide to treatment. (Modified and reproduced, with permission, from Ru-
mack BH, Matthew H: Acetaminophen poisoning and toxicity. Pediatrics 1975;55:871. Repro-
duced by permission of Pediatrics Vol 55 page 873, Copyright © 1975. Permission obtained
also from Saunders CE, Ho MT [editors]: Current Emergency Diagnosis & Treatment, 4th ed.
Appleton & Lange, 1992.)
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Figure 8–2. ACID-BASE NOMOGRAM: Shown are the 95% confidence limits of the normal
respiratory and metabolic compensations for primary acid-base disturbances. (Reproduced,
with permission, from Cogan MG (editor): Fluid and Electrolytes: Physiology and Pathophys-
iology. Appleton & Lange, 1991.)
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Figure 8–3. ADRENOCORTICAL INSUFFICIENCY: 

 

Laboratory evaluation of suspected
adrenocortical insufficiency. 

 

ACTH

 

 = adrenocorticotropic hormone. (Modified, with permis-
sion, from Baxter JD, Tyrrell JB: The adrenal cortex. In: 

 

Endocrinology and Metabolism,

 

 3rd
ed. Felig P, Baxter JD, Frohman LA [editors]. McGraw-Hill, 1995; and from Harvey AM et al:

 

The Principles and Practice of Medicine,

 

 22nd ed. Appleton & Lange, 1988.)

ADRENOCORTICAL INSUFFICIENCY SUSPECTED

Cortisol abnormal

Adrenal insufficiency

Primary adrenocortical
insufficiency

Secondary adrenocortical
insufficiency

Plasma ACTH
elevated

No response
to exogenous

ACTH

Obtain plasma ACTH;
Perform 3-day ACTH

stimulation test

Cortisol normal2

Rapid ACTH stimulation test1

Excludes primary
adrenocortical insufficiency

Metyrapone
blockade3

11-Deoxycortisol
(Compound S)

abnormal

Plasma ACTH
normal

Adequate
response to
exogenous

ACTH

Adrenal atrophy
excluded, decreased

ACTH reserve not
excluded

1 In the rapid ACTH stimulation test, a baseline cortisol sample is obtained;  
   cosyntropin 0.25 mg is given IM or IV; and plasma cortisol samples are 
   obtained 30 or 60 minutes later.
2 The normal response is a cortisol increment > 7 mg/dL. If a cortisol level of 
   > 18 mg/dL is obtained, the response is normal regardless of the increment.
3 Metyrapone blockade is performed by giving 2.0–2.5 g metyrapone PO at 
   12 midnight. Draw cortisol and 11-deoxycortisol levels at 8 AM.  
   11-Deoxycortisol level < 7 mg/dL indicates secondary adrenal insufficiency 
   (as long as there is adequate blockade of cortisol synthesis [cortisol level 
   < 10 mg/dL]).


