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A 14-Year-Old Boy with Recent Slowing of Growth and Delayed Puberty
(Volume 352: 393-403 / Case 3-2005)
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Figure 4. Duodenal-Biopsy Specimen (Hematoxylin and Eosin).

Figure 3. Algorithm for the Diagnosis of Celiac Disease in Different Populations. In Panel A, the duodenal mucosa shows villi that are markedly atrophic to absent, with hyperplastic crypts and extensive
intraepithelial lymphocytosis — findings that are typical of the destructive stage of celiac disease (Marsh type 3). Panel

Patients with classic symptoms of celiac disease, those with atypical symptoms, patients from at-risk populations, and those who have

undergone small-bowel biopsy for other reasons that suggest possible celiac disease should have a test for tissue transglutaminase (TTG) B shows a higher-power version of the same image, in which damaged cuboidal enterocytes, mitotic figures in the hyper-
antibodies and measurement of total IgA. If the patient is not IgA-deficient and the TTG-antibody test is negative, celiac disease is unlikely. plastic crypts (arrow), and many intraepithelial lymphaocytes (arrowheads) are evident. An image of normal duodenal

If the TTG-antibody test is positive, a biopsy of the small bowel should be performed; if changes associated with celiac disease are present, mucosa from another patient (Panel C) shows tall, thin villi, with no crypt hyperplasia, a normal crypt-to-villus ratio of
the diagnosis is established. If the ll-bowel biopsy is not di: ic, the patient should be monitored and a repeated biopsy considered. 1:3, and only a few intraepithelial lymphocytes. Panel D shows a higher-power image of the normal mucosa, in which tall
HLA typing for DQ2 and DQ8 haplotypes can be performed; if the assay is negative, the patient does not have celiac disease. columnar enterocytes and a few widely scattered intraepithelial lymphocytes (arrow) are evident.
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