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amylase concentration of 29 mEq/L (normal = 90 mEq/L), con-
sistent with chronic pancreatitis. There was no family history of
pancreatitis. Lipoprotein electrophoresis and urinary amino acid
excretion were normal. Tests for mumps complement-fixing anti-
bodies were negative. Pancreatitis should be considered as a
possible cause of pleural effusion in childhood. Pleural-fluid
amylase levels should be obtained in all children with unex-
plained pleural effusions.

Depressed plasma retinol-binding protein (RBP) in cystic fibrosis
(CF). FRANK REES SMITH, BARBARA A. UNDERWOOD, CAROLYN R.
DENNING, and DEWITT S. GOODMAN. Columbia Univ. Coll. of
Phys. and Surg., N. Y. N. Y.
Decreased plasma levels with normal or increased liver stores of

vitamin A were reported previously in CF patients orally supple-
mented with water-miscible vitamin A. These findings suggested
a defect in the mechanism by which vitamin A is transported from
the liver in patients with CF. Plasma levels of RBP, the specific
carrier protein for vitamin A, have been measured by radio-
immunoassay in 69 samples from 49 CF patients and in 96 normal
age-matched controls. Mean RBP levels (± SEM) in CF, 24.4 ±
1.3 ,ug/ml, were significantly (p < .001) lower than in normal con-
trols, 37.3 ±1 .3 /ig/ml. In normal children 14 years and under,
plasma RBP and vitamin A levels showed a significant (p < .001)
correlation with age; in contrast no age-related rise was observed
in CF children of comparable age. Saturation of RBP with vita-
min A was less than normal (p < .004), and the levels of plasma
prealbumin (the protein normally complexed with RBP) were
decreased (p < .001) in the CF group 15 years and older com-
pared with controls. Depressed plasma RBP levels were not cor-
related with plasma G.O.T. or albumin levels. These results sug-
gest that a defect in the hepatic production and/or secretion of
RBP occurs in CF.

Severe gastrointestinal hemorrhage (GIH) after "therapeutic"
doses of aspirin (ASA) in normal children. J. LAWRENCE NAIMAN,
GARRETT BERGMAN, and PHILIP PHILIPPIDIS. St. Christopher's
Hosp. for Children and Temple Univ. Sch. of Med., Philadel-
phia, Pa.
Although gastrointestinal hemorrhage (due to gastritis) as-

sociated with the abuse of ASA-containing preparations by adults
is well recognized, its importance as a cause of severe GIH in
children has not been well appreciated, either in the literature or
practice of pediatrics. From 1965-1970 we observed 12 children
from 3 months to 14 years of age in whom severe hematemesis
and/or melena followed ordinary (antipyretic) doses of ASA.
Hemoglobin concentrations were decreased in all, with levels be-
low 7 gm% in 3 patients; RBC morphology and reticulocytosis
suggested acute blood loss. Studies of hemostasis (prothrombin
time, partial thromboplastin time, platelet count, and Ivy Bleed-
ing time) were normal. Gastrointestinal roentgenograms revealed
no lesions. Laparotomy in one patient yielded negative results. A
history of ASA ingestion had been recorded initially in several
patients, but the possibility of an etiologic relationship between
ASA and GIH was not considered until the above studies had
been reported as normal. Discontinuation of ASA, observation of
serial Hb levels and iron prophylaxis has sufficed in the manage-
ment of this self-limited iatrogenic problem. Our experience with
these cases suggests the need to re-evaluate current pharmacologic
practices regarding ASA therapy in children.

Irritable bowel syndrome in childhood: The nature of the
rectal inucosa correlating proctoscopy, dissecting microscopy and
histologic appearances, IAN S. E. GIBBONS, ALEXANDER NEDWICH,
HENRY D. APPLEMAN and GIULIO J. BARBERO. Hahnemann Med.
Coll. and Hosp., Philadelphia, Pa.
We have previously described non-specific proctoscopic findings

in children with this syndrome. A further 59 patients ranging in
age from 2 to 17 years have been studied. Rectal suction biopsy
specimens were examined in buffered formalin, using a dissecting
microscope. Serial sections were scrutinized histologically. Mucus
was present covering specimens from 17 cases. In 29 patients a
single vessel surrounding the cryptal offices was regular and
distinct, but consisted of duplicated regular vessels in 19 and
irregular disoriented capillaries in 11. Forty biopsies showed ag-
gregations of lyinphoid tissue, represented by pale areas over
which vessel architecture is lost. Volcanic cone-like openings to
the crypts were seen in 51. The muscularis inucosa appeared
granular and glistening white in 50 cases, but was greyish yellow
in four children with severe symptoms. In 5 children histology
was normal but in the others a pattern emerges. Goblet cells are
increased in size and number. The glands vary in size, with bal-
looning, angulation and loss of parallel vertical formation. As a
result the intercryptal space narrows, and "ghosts" of disintegrated
entire glands appear. Compared with inflammatory colitis there is
a decrease in cell population. Mucophages may appear in large
clusters or invade the muscularis. Dissecting microscopy shows
anatomical variation of vessels in 50%. Histology demonstrates
an increase in mucus secreting cells and a diminution of cell
population in the lamina propria.

Radioiodinated rose bengal and oral cholestyramine: Identifica-
tion of patent extra hepatic biliary pathways. J. R. POLEY, E. I.
SMITH, D. J. BOON, and C. W. SMITH. Children's Memorial
Hosp., Univ. of Okla. Med. Clr., Oklahoma City, Okla. (Intr.
by H. D. Riley, Jr.)
The precise preoperative determination of patent vs. obstructed

extrahepatic biliary pathways in infants with persistent chole-
static jaundice remains a major problem. The detection of an
abnormal low-density serum lipoprotein (LP-X) in infants with
extrahepatic biliary obstruction seemed helpful (J. R. Poley et al,
Gastroenterology 58:983, 1970). However, a small percentage of
infants with "neonatal hepatitis" are LP-X-positive. To further
characterize the LP-X-positive infant, we have combined the 131I-
Rose Bengal (IRB) test with oral cholestyramine, a nonabsorba-
ble polymer with strong cationic binding sites. We proposed that
iodine (IRB) should bind to cholestyramine in the intestine pre-
venting enterohepatic cycling of IRB thus increasing fecal excre-
tion of label. To test this, we have studied seven infants with
persistent cholestatic jaundice aged 3-6 months and compared
results of the JRB test prior to, after 15-18 days and during
cholestyramine, 4 gm/day. In three LP-X-positive infants, there
was no change in excretion of label with cholestyramine and all
three had impassable extrahepatic biliary pathways. Conversely,
the excretion of label in the remaining four patients (two LP-X-
positive) increased from a mean of 6% (range 5-8%) to a mean
of 28% (range 19-36%) with cholestyramine; patency of the
extrahepatic bile ducts was demonstrated in two by operative
cholangiogram. The other two were not operated upon and
their jaundice cleared subsequently. In vitro studies simulating
intestinal conditions demonstrated ready binding of IRB to cho-
lestyramine.
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