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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 01 / 52

An infant has recurrent pneumonias due to encapsulated bacteria and Giardia infection. Which
immune arm is most likely impaired?

A.  Neutrophil oxidative burst

B.  Type I interferon signaling

C.  Cytotoxic lymphocyte granule release

D.  Antibody production

E.  Terminal complement assembly

ORIGINAL SOURCE TABLE  |  Table 164.1  |  PDF p. 1265  |  printed p. 1252
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 02 / 52

A newborn has very low T cells, preserved B cells, and absent NK cells. Which category in the
classification table fits?

A.  Properdin deficiency

B.  T−B+NK− severe combined immunodeficiency

C.  Isolated selective IgA deficiency

D.  Classical complement deficiency

E.  Isolated neutropenia

ORIGINAL SOURCE TABLE  |  Table 164.2  |  PDF p. 1266  |  printed p. 1253

Prepared for Dr. Manar Alshawabkeh  |  Nelson Pediatrics 22e 3



NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 03 / 52

A child has a second episode of herpes simplex encephalitis without recurrent mucocutaneous
herpes. Which listed pathway should be investigated?

A.  Terminal C5–C9 assembly

B.  BTK-dependent B-cell maturation

C.  Neutrophil CD18 adhesion

D.  C1-inhibitor regulation

E.  TLR3-related antiviral signaling

ORIGINAL SOURCE TABLE  |  Table 164.3  |  PDF p. 1267  |  printed p. 1254

Prepared for Dr. Manar Alshawabkeh  |  Nelson Pediatrics 22e 4



NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 04 / 52

A child has recurrent invasive pneumococcal sepsis despite previously normal health. Which
anatomic condition is included in the differential table?

A.  Isolated laryngomalacia

B.  Congenital pyloric stenosis

C.  Asplenia

D.  Thymic hyperplasia

E.  Splenomegaly alone

ORIGINAL SOURCE TABLE  |  Table 164.4  |  PDF p. 1268  |  printed p. 1255
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 05 / 52

A child develops EBV-associated hemophagocytic lymphohistiocytosis. Which clinical framing best
reflects the table?

A.  Investigate an underlying primary immune deficiency

B.  Exclude inherited immune disease because EBV is present

C.  Diagnose isolated antibody deficiency from EBV alone

D.  Attribute it exclusively to complement consumption

E.  Presume that no genetic evaluation can be informative

ORIGINAL SOURCE TABLE  |  Table 164.5  |  PDF p. 1269  |  printed p. 1256
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 06 / 52

A 7-month-old has persistent oral candidiasis, chronic diarrhea, failure to thrive, and very low
age-adjusted lymphocytes. Which immune defect is most strongly suggested?

A.  Selective IgA deficiency alone

B.  C1-inhibitor deficiency

C.  Isolated factor H deficiency

D.  T-cell or combined immunodeficiency

E.  Isolated terminal complement deficiency

ORIGINAL SOURCE TABLE  |  Table 164.6  |  PDF p. 1270  |  printed p. 1257

Prepared for Dr. Manar Alshawabkeh  |  Nelson Pediatrics 22e 7



NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 07 / 52

An infant has eczema, recurrent infections, and thrombocytopenia with unusually small platelets.
Which syndrome is most consistent with the physical-feature table?

A.  DiGeorge syndrome

B.  Wiskott–Aldrich syndrome

C.  Ataxia–telangiectasia

D.  Chédiak–Higashi syndrome

E.  Cartilage–hair hypoplasia

ORIGINAL SOURCE TABLE  |  Table 164.7  |  PDF p. 1271  |  printed p. 1258
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 08 / 52

An infant has severe early enteropathy, endocrinopathy, and immune dysregulation. Which X-linked
gene in the enteropathy table is most relevant?

A.  EPCAM

B.  MYO5B

C.  STX3

D.  TTC37

E.  FOXP3

ORIGINAL SOURCE TABLE  |  Table 164.9  |  PDF p. 1273  |  printed p. 1260

Prepared for Dr. Manar Alshawabkeh  |  Nelson Pediatrics 22e 9



NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 09 / 52

A young child has autoimmune enteropathy, cytopenias, and other organ-specific autoimmunity.
Which T-cell tolerance gene in the table is X-linked?

A.  STAT3

B.  AIRE

C.  FOXP3

D.  CTLA4

E.  LRBA

ORIGINAL SOURCE TABLE  |  Table 164.10  |  PDF p. 1274  |  printed p. 1261

Prepared for Dr. Manar Alshawabkeh  |  Nelson Pediatrics 22e 10



NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 10 / 52

A boy with severe combined immunodeficiency has absent T cells, preserved B cells, and absent NK
cells. Which molecular defect is a classic fit?

A.  Common gamma-chain (CD132) deficiency

B.  RAG1 deficiency

C.  Adenosine deaminase deficiency

D.  Artemis deficiency

E.  DNA ligase IV deficiency

ORIGINAL SOURCE TABLE  |  Table 165.1  |  PDF p. 1276  |  printed p. 1263

Prepared for Dr. Manar Alshawabkeh  |  Nelson Pediatrics 22e 11



NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 11 / 52

A child has short-limbed skeletal dysplasia, sparse hair, and recurrent infection. Which
immunoosseous dysplasia is most likely?

A.  Roifman syndrome

B.  MYSM1 deficiency

C.  EXTL3 deficiency

D.  Cartilage–hair hypoplasia

E.  Schimke immunoosseous dysplasia

ORIGINAL SOURCE TABLE  |  Table 165.4  |  PDF p. 1281  |  printed p. 1268

Prepared for Dr. Manar Alshawabkeh  |  Nelson Pediatrics 22e 12



NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 12 / 52

A newborn with conotruncal heart disease, hypocalcemia, and low T cells has suspected thymic
hypoplasia. Which table-listed condition best fits?

A.  Properdin deficiency

B.  22q11.2 deletion syndrome

C.  Cartilage–hair hypoplasia

D.  X-linked agammaglobulinemia

E.  Chediak–Higashi syndrome

ORIGINAL SOURCE TABLE  |  Table 165.6  |  PDF p. 1283  |  printed p. 1270

Prepared for Dr. Manar Alshawabkeh  |  Nelson Pediatrics 22e 13



NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 13 / 52

A child with eczema, recurrent skin infections, very high IgE, and severe persistent cutaneous viral
infections is evaluated for a hyper-IgE syndrome. Which gene is table-listed and clinically relevant?

A.  BTK

B.  C2

C.  ELANE

D.  FOXP3

E.  DOCK8

ORIGINAL SOURCE TABLE  |  Table 165.7  |  PDF p. 1284  |  printed p. 1271

Prepared for Dr. Manar Alshawabkeh  |  Nelson Pediatrics 22e 14



NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 14 / 52

A boy has nearly absent circulating B cells and profoundly low serum immunoglobulins. Which gene
in the common antibody-deficiency table causes agammaglobulinemia?

A.  C5

B.  ELANE

C.  BTK

D.  CTLA4

E.  FOXP3

ORIGINAL SOURCE TABLE  |  Table 166.1  |  PDF p. 1291  |  printed p. 1278

Prepared for Dr. Manar Alshawabkeh  |  Nelson Pediatrics 22e 15



NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 15 / 52

A mother is a carrier of X-linked agammaglobulinemia. Which gene in the inheritance table defines the
classic X-linked form?

A.  BTK

B.  IGHM

C.  CD79A

D.  BLNK

E.  IGLL1

ORIGINAL SOURCE TABLE  |  Table 166.2  |  PDF p. 1293  |  printed p. 1280

Prepared for Dr. Manar Alshawabkeh  |  Nelson Pediatrics 22e 16



NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 16 / 52

A child with recurrent bacterial respiratory infections also develops a serious enterovirus infection.
Which primary antibody-deficiency phenotype in the table best matches?

A.  Isolated IgG subclass deficiency

B.  Selective polysaccharide antibody deficiency

C.  Transient hypogammaglobulinemia of infancy

D.  Agammaglobulinemia

E.  Selective IgA deficiency

ORIGINAL SOURCE TABLE  |  Table 166.3  |  PDF p. 1295  |  printed p. 1282
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 17 / 52

A boy has low IgG, IgA, and IgM, nearly absent CD19-positive B cells, and poor protein and
polysaccharide antibody titers. Which laboratory phenotype fits?

A.  Isolated T-cell lymphocytopenia

B.  X-linked or autosomal recessive agammaglobulinemia

C.  Selective IgA deficiency

D.  Specific antibody deficiency with normal immunoglobulins

E.  Isolated complement deficiency

ORIGINAL SOURCE TABLE  |  Table 166.4  |  PDF p. 1295  |  printed p. 1282
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 18 / 52

A child has persistent eosinophilia, wheezing, and travel exposure with possible tissue-invasive
helminth infection. Which listed pathogen is a plausible cause?

A.  Neisseria meningitidis

B.  Streptococcus pneumoniae

C.  Mycoplasma pneumoniae

D.  Staphylococcus epidermidis

E.  Strongyloides stercoralis

ORIGINAL SOURCE TABLE  |  Table 169.1  |  PDF p. 1308  |  printed p. 1295
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 19 / 52

An infant has recurrent omphalitis and marked neutrophilia, with delayed umbilical cord separation.
Which phagocyte disorder fits the infection-pattern table and context?

A.  Hereditary angioedema

B.  Isolated CD8 deficiency

C.  Leukocyte adhesion deficiency

D.  Selective IgA deficiency

E.  C1-inhibitor deficiency

ORIGINAL SOURCE TABLE  |  Table 170.1  |  PDF p. 1310  |  printed p. 1297
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 20 / 52

A newborn has delayed cord separation, recurrent bacterial soft-tissue infection, and marked
neutrophilia. Which molecule is deficient in classic LAD type 1?

A.  CD18 beta-2 integrin chain

B.  BTK tyrosine kinase

C.  C1 esterase inhibitor

D.  FOXP3 transcription factor

E.  C5 complement component

ORIGINAL SOURCE TABLE  |  Table 170.3  |  PDF p. 1313  |  printed p. 1300
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 21 / 52

A boy has chronic granulomatous disease caused by a gp91phox defect. Which inheritance is
assigned to that component?

A.  Mitochondrial

B.  Multifactorial only

C.  Maternal imprinting

D.  X-linked

E.  Autosomal dominant

ORIGINAL SOURCE TABLE  |  Table 170.4  |  PDF p. 1315  |  printed p. 1302
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 22 / 52

A child has persistent severe neutropenia documented on three separate blood counts. Which next
evaluation appears in the diagnostic approach table?

A.  A single serum IgE level as definitive testing

B.  Bone marrow examination with cytogenetics

C.  No further assessment until adulthood

D.  Isolated skin-prick allergy testing

E.  Routine echocardiography as the sole test

ORIGINAL SOURCE TABLE  |  Table 171.1  |  PDF p. 1318  |  printed p. 1305
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 23 / 52

A child develops neutropenia after a new anticonvulsant. Which etiologic category is listed among
causes extrinsic to marrow myeloid cells?

A.  Congenital maturation arrest

B.  Cyclic neutropenia from ELANE

C.  Myelokathexis due to CXCR4

D.  Schwachman–Diamond syndrome

E.  Drug-induced neutropenia

ORIGINAL SOURCE TABLE  |  Table 171.2  |  PDF p. 1319  |  printed p. 1306
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 24 / 52

A child with neutropenia has macrocytosis and restrictive eating with malnutrition. Which acquired
myeloid cause in the table should be assessed?

A.  C1 inhibitor deficiency

B.  A terminal complement defect

C.  Vitamin B12, copper, or folate deficiency

D.  Inherited ELANE mutation as the required cause

E.  Congenital CD18 deficiency

ORIGINAL SOURCE TABLE  |  Table 171.3  |  PDF p. 1319  |  printed p. 1306
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 25 / 52

A child has an acute influenza infection and transient neutropenia. Which etiologic group includes
influenza in the infection table?

A.  Viral infections

B.  Protozoan infections

C.  Fungal infections

D.  Rickettsial infections

E.  Helminth infections

ORIGINAL SOURCE TABLE  |  Table 171.4  |  PDF p. 1319  |  printed p. 1306

Prepared for Dr. Manar Alshawabkeh  |  Nelson Pediatrics 22e 26



NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 26 / 52

Neutropenia appears abruptly after a medication exposure and promptly recurs after a small
rechallenge. Which mechanism in the table is suggested?

A.  Nutritional copper deficiency

B.  Cyclic neutropenia

C.  Postviral marrow recovery

D.  Immunologic drug-induced neutropenia

E.  Chronic inherited marrow failure

ORIGINAL SOURCE TABLE  |  Table 171.5  |  PDF p. 1320  |  printed p. 1307
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 27 / 52

A child has recurrent episodes of profound neutropenia at regular intervals. Which gene in the
intrinsic myeloid-disorder table is linked to cyclic neutropenia?

A.  CD40LG

B.  ELANE

C.  FOXP3

D.  BTK

E.  C1QA

ORIGINAL SOURCE TABLE  |  Table 171.6  |  PDF p. 1322  |  printed p. 1309
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 28 / 52

A child has congenital neutropenia and exocrine pancreatic insufficiency. Which syndrome does the
organ-feature table favor?

A.  WHIM syndrome

B.  Barth syndrome

C.  Wiskott–Aldrich syndrome

D.  Cohen syndrome

E.  Shwachman–Diamond syndrome

ORIGINAL SOURCE TABLE  |  Table 171.7  |  PDF p. 1324  |  printed p. 1311
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 29 / 52

A child has lymphocytopenia in the setting of a protein-losing enteropathy. Which category in the
causes table applies?

A.  Primary neutrophil oxidative-burst defect

B.  Hereditary C1 inhibitor deficiency

C.  Acquired systemic disease

D.  Inherited absence of lymphopoietic stem cells

E.  Isolated terminal complement deficiency

ORIGINAL SOURCE TABLE  |  Table 171.8  |  PDF p. 1325  |  printed p. 1312
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 30 / 52

A child with a severe burn has transient neutrophilia. Which category in the table includes this
presentation?

A.  Acute acquired neutrophilia

B.  Chronic acquired neutrophilia

C.  Lifelong congenital neutrophilia

D.  Primary lymphocytopenia

E.  Monocyte-specific proliferation

ORIGINAL SOURCE TABLE  |  Table 172.1  |  PDF p. 1327  |  printed p. 1314
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 31 / 52

A toddler has persistent monocytosis, splenomegaly, and concern for a myeloid malignancy. Which
listed malignancy is particularly relevant?

A.  Retinoblastoma

B.  Wilms tumor

C.  Neuroblastoma

D.  Juvenile myelomonocytic leukemia

E.  Ewing sarcoma

ORIGINAL SOURCE TABLE  |  Table 172.2  |  PDF p. 1327  |  printed p. 1314
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 32 / 52

A child has recurrent meningococcal infection. Which complement components form the membrane
attack complex in the component table?

A.  CD46, CD55, and CD59 only

B.  C5 through C9

C.  C1q, C1r, and C1s only

D.  Factor B and factor D only

E.  C3a and C5a receptors

ORIGINAL SOURCE TABLE  |  Table 173.2  |  PDF p. 1328  |  printed p. 1315
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 33 / 52

A child has recurrent Neisseria meningitidis infections and suspected terminal complement
deficiency. Which strategy in the evaluation table should be used first?

A.  Measure serum IgE alone

B.  Perform a neutrophil oxidative-burst test as the sole evaluation

C.  Diagnose terminal deficiency from total IgG alone

D.  Use lymphocyte proliferation to exclude complement disease

E.  Screen complement pathway function before targeted component testing

ORIGINAL SOURCE TABLE  |  Table 173.3  |  PDF p. 1331  |  printed p. 1318
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 34 / 52

A child develops recurrent invasive Neisseria infections with otherwise unremarkable immune testing.
Which group of deficiencies is most consistent with the pathway table?

A.  BTK deficiency

B.  ELANE deficiency

C.  C5–C9 terminal component deficiencies

D.  C1-inhibitor deficiency alone

E.  FOXP3 deficiency

ORIGINAL SOURCE TABLE  |  Table 173.4  |  PDF p. 1332  |  printed p. 1319
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 35 / 52

A child has recurrent swelling without urticaria and low functional C1 inhibitor. Which inheritance
pattern does the regulator-deficiency table list?

A.  Autosomal dominant

B.  X-linked recessive

C.  Mitochondrial

D.  Y-linked

E.  Autosomal recessive in every case

ORIGINAL SOURCE TABLE  |  Table 173.5  |  PDF p. 1335  |  printed p. 1322
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 36 / 52

A boy has severe early enteropathy, eczema, and type 1 diabetes with immune dysregulation. Which
gene is listed for the classic X-linked Tregopathy?

A.  CTLA4

B.  BACH2

C.  STAT3

D.  FOXP3

E.  LRBA

ORIGINAL SOURCE TABLE  |  Table 174.1  |  PDF p. 1338  |  printed p. 1325
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 37 / 52

A boy has severe EBV disease with lymphoproliferation, hypogammaglobulinemia, and an X-linked
magnesium transport defect. Which gene is listed?

A.  RASGRP1

B.  MAGT1

C.  ITK

D.  CD70

E.  CTPS1

ORIGINAL SOURCE TABLE  |  Table 174.2  |  PDF p. 1340  |  printed p. 1327
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 38 / 52

A child has mononucleosis-like symptoms for more than three months and elevated EBV PCR. Which
additional evidence is required by the CAEBV diagnostic table?

A.  A positive heterophile antibody alone

B.  A history of one uncomplicated EBV infection

C.  Isolated tonsillar enlargement alone

D.  Normal EBV testing in affected tissue

E.  EBV infection of T or NK cells and exclusion of other diagnoses

ORIGINAL SOURCE TABLE  |  Table 174.3  |  PDF p. 1341  |  printed p. 1328
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 39 / 52

A child has autoimmune cytopenias, enteropathy, and recurrent infection. Which listed gene can
cause CTLA-4 haploinsufficiency?

A.  C9

B.  CYBB

C.  CTLA4

D.  ELANE

E.  BTK

ORIGINAL SOURCE TABLE  |  Table 174.4  |  PDF p. 1343  |  printed p. 1330
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 40 / 52

A child has chronic noninfectious lymphadenopathy and splenomegaly with elevated alpha-beta
double-negative T cells. Which diagnosis is supported by the required criteria?

A.  Autoimmune lymphoproliferative syndrome

B.  Isolated selective IgA deficiency

C.  Chronic granulomatous disease

D.  Terminal complement deficiency

E.  Hereditary angioedema

ORIGINAL SOURCE TABLE  |  Table 174.5  |  PDF p. 1344  |  printed p. 1331
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 41 / 52

A patient with recurrent infection and immune dysregulation has alopecia, vitiligo, and central adrenal
insufficiency. Which pathway-gene entry best fits?

A.  IKBKG

B.  BTK

C.  ELANE

D.  NFKB2

E.  NFKB1

ORIGINAL SOURCE TABLE  |  Table 174.7  |  PDF p. 1347  |  printed p. 1334
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 42 / 52

A child has disseminated bacille Calmette–Guérin infection after vaccination. Which signaling axis is
central to the table of Mendelian susceptibility to mycobacteria?

A.  FOXP3/T-regulatory cells only

B.  IL-12/interferon-gamma

C.  C5–C9 membrane attack

D.  C1 inhibitor/bradykinin

E.  BTK/B-cell receptor only

ORIGINAL SOURCE TABLE  |  Table 175.1  |  PDF p. 1349  |  printed p. 1336
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 43 / 52

A previously healthy child has recurrent herpes simplex encephalitis. Which innate antiviral gene
appears in the viral-susceptibility table?

A.  BTK

B.  ELANE

C.  C6

D.  CD18

E.  TLR3

ORIGINAL SOURCE TABLE  |  Table 175.2  |  PDF p. 1352  |  printed p. 1339
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 44 / 52

A child has persistent mucocutaneous candidiasis with no obvious acquired cause. Which signaling
pathway is emphasized by the listed inborn errors?

A.  BTK-dependent class switching

B.  Neutrophil CD18 adhesion alone

C.  IL-17 signaling

D.  C5–C9 terminal complement

E.  C1-inhibitor control

ORIGINAL SOURCE TABLE  |  Table 175.4  |  PDF p. 1356  |  printed p. 1343
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 45 / 52

An infant with newly diagnosed severe combined immunodeficiency is due for a live attenuated
vaccine. Which principle follows the immunization table?

A.  Avoid live vaccines in complete combined immunodeficiency

B.  Give all live vaccines on the standard schedule regardless of immune status

C.  Replace inactivated vaccines with oral poliovirus vaccine

D.  Use BCG to test T-cell function

E.  Infer vaccine safety solely from normal total IgE

ORIGINAL SOURCE TABLE  |  Table 176.1  |  PDF p. 1358  |  printed p. 1345
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 46 / 52

A child has repeatedly normal total IgG but proven specific antibody deficiency with clinically
significant infections. Which table principle is relevant when considering Ig replacement?

A.  A single elevated IgE establishes an indication

B.  The route of administration is fixed for every child

C.  Replacement is limited to a single infusion after diagnosis

D.  Normal total IgG alone does not exclude a documented antibody-production indication

E.  Only absent total IgG can justify replacement

ORIGINAL SOURCE TABLE  |  Table 176.3  |  PDF p. 1362  |  printed p. 1349
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 47 / 52

A child has severe acquired aplastic anemia and is referred for stem-cell transplant consideration.
Which transplant type lists this condition as an indication?

A.  A renal transplant

B.  Allogeneic hematopoietic stem-cell transplantation

C.  Autologous transplant as the sole standard category

D.  Isolated granulocyte transfusion

E.  Pancreatic islet transplantation

ORIGINAL SOURCE TABLE  |  Table 177.1  |  PDF p. 1365  |  printed p. 1352
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NELSON PEDIATRICS 22e  |  BOARD REVIEW QUESTION 48 / 52

A child with high-risk neuroblastoma is being evaluated for high-dose chemotherapy with stem-cell
rescue. Which transplant approach appears in the indication table?

A.  Allogeneic transplant for every stage of neuroblastoma

B.  Cord-blood transplant for all low-risk patients

C.  Granulocyte transfusion only

D.  Pancreatic islet transplantation

E.  Autologous hematopoietic stem-cell transplantation
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After HSCT, a child develops an erythematous rash covering 30% of body surface area, without liver
or gastrointestinal involvement. Which skin stage is assigned in the acute GVHD table?

A.  Stage 3

B.  Stage 4

C.  Stage 2

D.  Stage 0

E.  Stage 1
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Months after HSCT, a child develops dry eyes, lichen-planus-like oral changes, and sclerotic skin.
Which complication fits the findings table?

A.  Chronic graft-versus-host disease

B.  Acute isolated neutropenia

C.  Immediate transfusion hemolysis

D.  Veno-occlusive disease alone

E.  Primary complement deficiency

ORIGINAL SOURCE TABLE  |  Table 179.2  |  PDF p. 1371  |  printed p. 1358
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A child develops ascites, weight gain, and kidney dysfunction after HSCT. Which post-transplant
complication is graded by these findings in the table?

A.  Isolated selective IgA deficiency

B.  X-linked agammaglobulinemia

C.  Leukocyte adhesion deficiency

D.  Sinusoidal obstructive syndrome

E.  Chronic graft-versus-host disease

ORIGINAL SOURCE TABLE  |  Table 179.3  |  PDF p. 1373  |  printed p. 1360
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A survivor of childhood HSCT received total-body irradiation and now needs long-term surveillance.
Which late effect appears among irradiation-associated risks?

A.  Chronic mucocutaneous candidiasis as a necessary effect

B.  Hypothyroidism

C.  Delayed umbilical cord separation

D.  Congenital asplenia

E.  Neonatal omphalitis

ORIGINAL SOURCE TABLE  |  Table 181.1  |  PDF p. 1379  |  printed p. 1366
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Answer key and teaching notes

01. D  |  Table 164.1  |  PDF p. 1265, printed p. 1252

Why: The antibody-defect row links sinopulmonary infection with Giardia and other gastrointestinal infections.
Closest distractor: Complement defects may cause invasive encapsulated bacterial infection but do not best explain this combined pattern.

02. B  |  Table 164.2  |  PDF p. 1266, printed p. 1253

Why: The table lists T−B+NK− among cellular and humoral severe combined immunodeficiencies.
Closest distractor: Selective IgA deficiency is an antibody defect without this T- and NK-cell phenotype.

03. E  |  Table 164.3  |  PDF p. 1267, printed p. 1254

Why: Herpes simplex encephalitis is linked to TLR3 and related antiviral signaling genes in the sentinel-infection table.
Closest distractor: Terminal complement deficiency instead points toward invasive Neisseria infection.

04. C  |  Table 164.4  |  PDF p. 1268, printed p. 1255

Why: Asplenia is explicitly one of the conditions in the recurrent invasive pneumococcal infection table.
Closest distractor: Thymic hyperplasia is not the table-listed anatomic explanation.

05. A  |  Table 164.5  |  PDF p. 1269, printed p. 1256

Why: The table catalogs primary immune deficiency disorders that confer risk of HLH.
Closest distractor: An infectious trigger does not exclude a primary immune defect.

06. D  |  Table 164.6  |  PDF p. 1270, printed p. 1257

Why: The table groups persistent candidiasis after 6 months, chronic diarrhea, failure to thrive, and lymphopenia under T-cell defects.
Closest distractor: Humoral defects chiefly cause recurrent bacterial sinopulmonary infections.

07. B  |  Table 164.7  |  PDF p. 1271, printed p. 1258

Why: Small-platelet thrombocytopenia and eczema are listed features of Wiskott–Aldrich syndrome.
Closest distractor: Chédiak–Higashi syndrome is associated with hypopigmentation rather than small-platelet thrombocytopenia.

08. E  |  Table 164.9  |  PDF p. 1273, printed p. 1260

Why: FOXP3 is the X-linked immune-dysregulation cause of early-onset enteropathy.
Closest distractor: EPCAM is listed for tufting enteropathy, an epithelial rather than IPEX-like immune disorder.

09. C  |  Table 164.10  |  PDF p. 1274, printed p. 1261

Why: The pleomorphic-autoimmunity table identifies FOXP3 as an X-linked T-cell tolerance defect.
Closest distractor: CTLA4 is also relevant to autoimmunity but is listed as autosomal dominant.

10. A  |  Table 165.1  |  PDF p. 1276, printed p. 1263

Why: The SCID genetics table lists common gamma-chain deficiency as X-linked T−B+ SCID; the nearby discussion identifies its NK− phenotype.
Closest distractor: RAG1 deficiency has a T−B− pattern rather than preserved B cells.

11. D  |  Table 165.4  |  PDF p. 1281, printed p. 1268

Why: The immunoosseous table identifies cartilage–hair hypoplasia, with RMRP, as a skeletal disorder with immune deficiency.
Closest distractor: Schimke dysplasia is a different immunoosseous disorder, without the characteristic cartilage–hair combination.

12. B  |  Table 165.6  |  PDF p. 1283, printed p. 1270

Why: The thymic-disorders table lists DiGeorge/22q11.2 deletion syndrome.
Closest distractor: X-linked agammaglobulinemia is a B-cell maturation defect and does not explain the congenital thymic phenotype.

13. E  |  Table 165.7  |  PDF p. 1284, printed p. 1271

Why: DOCK8 deficiency is included in the hyper-IgE syndromes table and is associated with combined immune defects.
Closest distractor: BTK is an agammaglobulinemia gene and not a hyper-IgE syndrome in this table.

14. C  |  Table 166.1  |  PDF p. 1291, printed p. 1278

Why: BTK is listed among the agammaglobulinemia genes.
Closest distractor: CTLA4 is listed in the CVID-associated category and does not best match absent B cells.

15. A  |  Table 166.2  |  PDF p. 1293, printed p. 1280

Why: The inheritance table identifies XLA with Btk.
Closest distractor: IGHM is among the other agammaglobulinemia forms in the table.
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Answer key and teaching notes

16. D  |  Table 166.3  |  PDF p. 1295, printed p. 1282

Why: The phenotype table specifically includes enterovirus infections with agammaglobulinemia.
Closest distractor: Selective IgA deficiency is often asymptomatic and is less consistent with this severe pattern.

17. B  |  Table 166.4  |  PDF p. 1295, printed p. 1282

Why: The laboratory table pairs decreased immunoglobulins and absent B cells with agammaglobulinemia.
Closest distractor: Selective IgA deficiency preserves IgG and circulating B cells.

18. E  |  Table 169.1  |  PDF p. 1308, printed p. 1295

Why: Strongyloidiasis appears under tissue-invasive helminth causes of eosinophilia.
Closest distractor: Neisseria infection is not listed as a typical helminth-associated eosinophilia cause.

19. C  |  Table 170.1  |  PDF p. 1310, printed p. 1297

Why: The infection-pattern table includes LAD among severe skin/soft-tissue infection and gum infection causes; delayed cord separation supports LAD.
Closest distractor: Selective IgA deficiency does not produce the characteristic adhesion phenotype.

20. A  |  Table 170.3  |  PDF p. 1313, printed p. 1300

Why: The LAD table identifies the common beta-2 integrin chain CD18 in LAD-1.
Closest distractor: C1 inhibitor deficiency causes hereditary angioedema rather than defective tight leukocyte adherence.

21. D  |  Table 170.4  |  PDF p. 1315, printed p. 1302

Why: The CGD classification table identifies gp91phox as the X-linked component.
Closest distractor: The p47phox and several other components are classified as autosomal.

22. B  |  Table 171.1  |  PDF p. 1318, printed p. 1305

Why: The leukopenia approach includes marrow aspiration and biopsy with cytogenetics for ANC below 500/µL on three tests.
Closest distractor: A single IgE level cannot assess persistent severe neutropenia.

23. E  |  Table 171.2  |  PDF p. 1319, printed p. 1306

Why: The extrinsic-neutropenia table lists anticonvulsants under drug-induced causes.
Closest distractor: ELANE-associated cyclic neutropenia is an intrinsic inherited myeloid disorder.

24. C  |  Table 171.3  |  PDF p. 1319, printed p. 1306

Why: The acquired-myeloid table lists vitamin B12, copper, and folate deficiency, including malnutrition-related mechanisms.
Closest distractor: ELANE disease is an inherited myeloid condition, not the nutritional explanation.

25. A  |  Table 171.4  |  PDF p. 1319, printed p. 1306

Why: Influenza is explicitly among viral infections associated with neutropenia.
Closest distractor: Protozoan examples in the table include malaria and leishmaniasis, not influenza.

26. D  |  Table 171.5  |  PDF p. 1320, printed p. 1307

Why: The immunologic drug-neutropenia column describes rapid recurrence with a small rechallenge and acute onset.
Closest distractor: Cyclic neutropenia has periodic episodes independent of drug rechallenge.

27. B  |  Table 171.6  |  PDF p. 1322, printed p. 1309

Why: Cyclic neutropenia is listed with autosomal dominant ELANE in the intrinsic myeloid table.
Closest distractor: BTK affects B-cell maturation rather than periodic neutrophil production.

28. E  |  Table 171.7  |  PDF p. 1324, printed p. 1311

Why: The congenital-neutropenia feature table associates exocrine pancreatic insufficiency with Shwachman–Diamond syndrome.
Closest distractor: WHIM syndrome is associated with myelokathexis rather than exocrine pancreatic failure.

29. C  |  Table 171.8  |  PDF p. 1325, printed p. 1312

Why: Protein-losing enteropathy is listed among acquired systemic causes of lymphocytopenia.
Closest distractor: Inherited lymphopoietic aplasia is a separate category.

30. A  |  Table 172.1  |  PDF p. 1327, printed p. 1314

Why: Burns and acute stress appear in the acute acquired neutrophilia group.
Closest distractor: Chronic acquired neutrophilia is linked to persistent inflammation or infection.
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Answer key and teaching notes

31. D  |  Table 172.2  |  PDF p. 1327, printed p. 1314

Why: Juvenile myelomonocytic leukemia is listed among malignant causes of monocytosis.
Closest distractor: Neuroblastoma is not the myelomonocytic neoplasm highlighted in this table.

32. B  |  Table 173.2  |  PDF p. 1328, printed p. 1315

Why: The membrane attack complex is composed of C5, C6, C7, C8, and C9 in the table.
Closest distractor: C1 components initiate the classical pathway rather than form the terminal complex.

33. E  |  Table 173.3  |  PDF p. 1331, printed p. 1318

Why: The evaluation table organizes screening of complement pathways followed by targeted component assessment.
Closest distractor: Serum IgE does not test the terminal complement pathway.

34. C  |  Table 173.4  |  PDF p. 1332, printed p. 1319

Why: The pathway table includes C5–C9 deficiencies, which are linked in the chapter to Neisseria susceptibility.
Closest distractor: C1 inhibitor deficiency causes angioedema rather than the terminal-pathway infection phenotype.

35. A  |  Table 173.5  |  PDF p. 1335, printed p. 1322

Why: The table lists C1 inhibitor deficiency as autosomal dominant.
Closest distractor: Properdin deficiency, not classic C1 inhibitor deficiency, is listed as X-linked recessive.

36. D  |  Table 174.1  |  PDF p. 1338, printed p. 1325

Why: FOXP3 is the X-linked IPEX gene in the Tregopathies table.
Closest distractor: LRBA is an autosomal recessive IPEX-like immune-dysregulation defect.

37. B  |  Table 174.2  |  PDF p. 1340, printed p. 1327

Why: The EBV susceptibility table identifies MAGT1 with X-linked XMEN syndrome.
Closest distractor: ITK deficiency also predisposes to EBV disease but is listed as autosomal recessive.

38. E  |  Table 174.3  |  PDF p. 1341, printed p. 1328

Why: The CAEBV criteria require evidence of EBV in T or NK cells and exclusion of alternative diagnoses along with sustained symptoms and elevated viral load.
Closest distractor: A heterophile test alone does not establish the required cellular infection and exclusion criteria.

39. C  |  Table 174.4  |  PDF p. 1343, printed p. 1330

Why: CTLA4 haploinsufficiency appears among monogenic causes of autoimmune cytopenias and immune deficiency.
Closest distractor: ELANE primarily causes congenital or cyclic neutropenia, not the CTLA-4 phenotype.

40. A  |  Table 174.5  |  PDF p. 1344, printed p. 1331

Why: The two required ALPS criteria are chronic nonmalignant/noninfectious lymphoproliferation and elevated alpha-beta double-negative T cells.
Closest distractor: Selective IgA deficiency does not explain this characteristic cell population.

41. D  |  Table 174.7  |  PDF p. 1347, printed p. 1334

Why: The NF-κB table lists alopecia, vitiligo, and central adrenal insufficiency in the NF-κB2 row.
Closest distractor: NF-κB1 has a different cluster of inflammatory and autoimmune manifestations in the table.

42. B  |  Table 175.1  |  PDF p. 1349, printed p. 1336

Why: The table lists IL12RB1, IL12B, and IFN-gamma receptor defects among Mendelian susceptibility disorders.
Closest distractor: Terminal complement deficiency chiefly predisposes to invasive Neisseria.

43. E  |  Table 175.2  |  PDF p. 1352, printed p. 1339

Why: TLR3 deficiency is listed among disorders with predominant viral susceptibility, including HSV encephalitis in the chapter.
Closest distractor: BTK deficiency predominantly causes antibody deficiency rather than isolated HSV encephalitis.

44. C  |  Table 175.4  |  PDF p. 1356, printed p. 1343

Why: The chronic mucocutaneous candidiasis table lists IL17F, IL17RA, IL17RC, and related signaling defects.
Closest distractor: Terminal complement defects have a different invasive bacterial infection phenotype.

45. A  |  Table 176.1  |  PDF p. 1358, printed p. 1345

Why: The immunization table distinguishes complete combined defects such as SCID and their contraindications to live vaccines.
Closest distractor: A standard live-vaccine schedule cannot be presumed safe in SCID.
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Answer key and teaching notes

46. D  |  Table 176.3  |  PDF p. 1362, printed p. 1349

Why: The IgRT principles state that some indicated diagnoses have normal total IgG with documented specific antibody deficiency.
Closest distractor: The table does not require every eligible patient to have low total IgG.

47. B  |  Table 177.1  |  PDF p. 1365, printed p. 1352

Why: Severe acquired aplastic anemia is included in the allogeneic HSCT indications table.
Closest distractor: Autologous stem cells would not replace the diseased hematopoietic compartment in the same way.

48. E  |  Table 178.1  |  PDF p. 1369, printed p. 1356

Why: The autologous-HSCT chapter and table include high-risk neuroblastoma among relevant indications.
Closest distractor: Allogeneic transplant is not the routine stem-cell rescue approach described for this scenario.

49. C  |  Table 179.1  |  PDF p. 1371, printed p. 1358

Why: A maculopapular rash affecting 25–50% of body surface area is skin stage 2.
Closest distractor: Stage 1 is limited to less than 25% of body surface area.

50. A  |  Table 179.2  |  PDF p. 1371, printed p. 1358

Why: Sicca eye changes, oral lichen-planus changes, and sclerotic skin are listed manifestations of chronic GVHD.
Closest distractor: Sinusoidal obstruction chiefly affects the liver and does not explain this mucocutaneous cluster.

51. D  |  Table 179.3  |  PDF p. 1373, printed p. 1360

Why: The pediatric sinusoidal-obstructive-syndrome grading table uses ascites, weight gain, and renal function among severity domains.
Closest distractor: Chronic GVHD has a distinct multisystem clinical findings table and is not graded by this SOS scale.

52. B  |  Table 181.1  |  PDF p. 1379, printed p. 1366

Why: The late-effects table lists hypothyroidism among total-body-irradiation-associated outcomes.
Closest distractor: Delayed cord separation is a congenital adhesion-defect feature rather than a late transplant exposure effect.
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Table selection log

01. Table 164.1 | PDF p. 1265 | printed p. 1252 | Completed

02. Table 164.2 | PDF p. 1266 | printed p. 1253 | Completed

03. Table 164.3 | PDF p. 1267 | printed p. 1254 | Completed

04. Table 164.4 | PDF p. 1268 | printed p. 1255 | Completed

05. Table 164.5 | PDF p. 1269 | printed p. 1256 | Completed

06. Table 164.6 | PDF p. 1270 | printed p. 1257 | Completed

07. Table 164.7 | PDF p. 1271 | printed p. 1258 | Completed

08. Table 164.9 | PDF p. 1273 | printed p. 1260 | Completed

09. Table 164.10 | PDF p. 1274 | printed p. 1261 | Completed

10. Table 165.1 | PDF p. 1276 | printed p. 1263 | Completed

11. Table 165.4 | PDF p. 1281 | printed p. 1268 | Completed

12. Table 165.6 | PDF p. 1283 | printed p. 1270 | Completed

13. Table 165.7 | PDF p. 1284 | printed p. 1271 | Completed

14. Table 166.1 | PDF p. 1291 | printed p. 1278 | Completed

15. Table 166.2 | PDF p. 1293 | printed p. 1280 | Completed

16. Table 166.3 | PDF p. 1295 | printed p. 1282 | Completed

17. Table 166.4 | PDF p. 1295 | printed p. 1282 | Completed

18. Table 169.1 | PDF p. 1308 | printed p. 1295 | Completed

19. Table 170.1 | PDF p. 1310 | printed p. 1297 | Completed

20. Table 170.3 | PDF p. 1313 | printed p. 1300 | Completed

21. Table 170.4 | PDF p. 1315 | printed p. 1302 | Completed

22. Table 171.1 | PDF p. 1318 | printed p. 1305 | Completed

23. Table 171.2 | PDF p. 1319 | printed p. 1306 | Completed

24. Table 171.3 | PDF p. 1319 | printed p. 1306 | Completed

25. Table 171.4 | PDF p. 1319 | printed p. 1306 | Completed

26. Table 171.5 | PDF p. 1320 | printed p. 1307 | Completed

27. Table 171.6 | PDF p. 1322 | printed p. 1309 | Completed

28. Table 171.7 | PDF p. 1324 | printed p. 1311 | Completed

29. Table 171.8 | PDF p. 1325 | printed p. 1312 | Completed

30. Table 172.1 | PDF p. 1327 | printed p. 1314 | Completed

31. Table 172.2 | PDF p. 1327 | printed p. 1314 | Completed

32. Table 173.2 | PDF p. 1328 | printed p. 1315 | Completed

33. Table 173.3 | PDF p. 1331 | printed p. 1318 | Completed

34. Table 173.4 | PDF p. 1332 | printed p. 1319 | Completed

35. Table 173.5 | PDF p. 1335 | printed p. 1322 | Completed

36. Table 174.1 | PDF p. 1338 | printed p. 1325 | Completed

37. Table 174.2 | PDF p. 1340 | printed p. 1327 | Completed

38. Table 174.3 | PDF p. 1341 | printed p. 1328 | Completed
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Table selection log

39. Table 174.4 | PDF p. 1343 | printed p. 1330 | Completed

40. Table 174.5 | PDF p. 1344 | printed p. 1331 | Completed

41. Table 174.7 | PDF p. 1347 | printed p. 1334 | Completed

42. Table 175.1 | PDF p. 1349 | printed p. 1336 | Completed

43. Table 175.2 | PDF p. 1352 | printed p. 1339 | Completed

44. Table 175.4 | PDF p. 1356 | printed p. 1343 | Completed

45. Table 176.1 | PDF p. 1358 | printed p. 1345 | Completed

46. Table 176.3 | PDF p. 1362 | printed p. 1349 | Completed

47. Table 177.1 | PDF p. 1365 | printed p. 1352 | Completed

48. Table 178.1 | PDF p. 1369 | printed p. 1356 | Completed

49. Table 179.1 | PDF p. 1371 | printed p. 1358 | Completed

50. Table 179.2 | PDF p. 1371 | printed p. 1358 | Completed

51. Table 179.3 | PDF p. 1373 | printed p. 1360 | Completed

52. Table 181.1 | PDF p. 1379 | printed p. 1366 | Completed

Table 164.8 | PDF p. 1272 | Excluded: Continues onto PDF p. 1273

Table 165.2 | PDF p. 1279 | Excluded: Continues onto PDF p. 1280

Table 165.3 | PDF p. 1280 | Excluded: Continues onto PDF p. 1281

Table 165.5 | PDF p. 1282 | Excluded: Continues onto PDF p. 1283

Table 168.1 | PDF p. 1303 | Excluded: Basic cell kinetics; limited board decision value

Table 170.2 | PDF p. 1310 | Excluded: Continues onto PDF p. 1311

Table 173.1 | PDF p. 1328 | Excluded: Basic nomenclature; limited clinical value

Table 173.6 | PDF p. 1336 | Excluded: Detailed treatment and dose table; requires current guideline review

Table 174.6 | PDF p. 1345 | Excluded: Continues onto PDF p. 1346

Table 175.3 | PDF p. 1354 | Excluded: Wide genetic listing; source image not reliably readable at page size

Table 176.2 | PDF p. 1360 | Excluded: Continues onto PDF p. 1361 and product listing is time sensitive

Table 180.1 | PDF p. 1375 | Excluded: Continues onto PDF p. 1376

Total: 52 completed + 12 excluded = 64 tables in Part XII.

Last completed: Table 181.1, PDF p. 1379. Part XIII Allergy begins PDF p. 1380.

Clinical review: consult current guidance before applying treatment or vaccination tables.

CDC: https://www.cdc.gov/vaccines/hcp/imz-best-practices/altered-immunocompetence.html
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