
he second trimester, at delivery, and of their infants indicate 
hat lead circulating in the bloodstream is readily exchanged 
etween mother and fetus and is present in the newborn. There i 
o significant change in lead concentration as pregnancy progres 
s, indicating no hormonal influence within pregnancy as is foun 
n other trace metals. Erythrocyte protoporphyrin concentration 
s twice normal in the cord and neonate samples, with no correla 
ion to lowered serum iron. Mean blood lead concentrations are 

in the same samples from Boston and New Bedford, Mass. 
Mother Cord Blood Infant 

N Pb EP Pb EP - Pb EP 
46 6 5  2 F 9  7 3  5c20 954 6c25 
30 824 2692 8 5  54525 1053 54526 

. parainfluenza (l), P. multicida (1) and S. marcescens (1). Con. 
idering that both K. pneumoniae and P. aeruginosa septicemia oc 
urred in neonates with chronic lung disease while on respirator 
12 of 13 pts), the group of RGN constitutes the 3rd most common 

FEVER AND PRESUMED SEPSIS IN INFANTS C 6 MOS. OF AGE 
Leo R. Muido and Leonard B. Weiner (won. by Frank A. 
Oski) Dept. of Peds., SUNY Upstate Med. Ctr.. 

Syracuse, New York 
This retrospective studv evaluated the differences and out- ? 

come of children56 mos. of age admitted with the diagnosis of 
fever, possible sepsis and apnea; none with foci of serious 
infection. There were 44 pts. in Gp. A (bacterial negative dis- 
ease), 6 in Gp. B (bacterial proven disease), 5 in Gp. C (latent 
disease) and 17 in Gp.D (apnea). Historical information obtained 
age, admission temperature, preadmission duration of illness, 
incidence of GI or URI symptoms, and concurrent family illness. 
Lab data included: weight, CBC, chest x-ray, CSF analysis, blood 
cultures and urinalysis and culture. Mean age was Gp. A: 7.1 wks 
Gp. B: 13.2 wks, Gp. C: 17.2 wks. Gp. D: 7.8 wks. Mean temper- 
ture was similar in gps. A thru C (38.6OC, 3g°C, 39.4OC). Pre- 
admission duration of illness was longer in Gps. B 6 C. There 
as no concurrent family illness in Gp. B, vs. 50% in Gp. A. 
bsolute band counts did not correlate with bacterial disease; 
400/m3 in Gp. A, 900/m3 in Gp. B, 2800/m3 in Gp. C. Absolute 
eutrophil counts (ANC) were more reliable; Gp. A: 4700/m3, Gp. 
: 7600/m3. Discharge diagnoses in Gp. B included 2 UTIs and 4 
pisodes of sepsis. Gp. A included viral illness (21), URI (6), 
ever (5). gastroenteritis (4) and others. Gp.C included aseptic 
eningitis (1). otitis media (2). viral pneumonia (2); all 
developing after admission. Gp. D included apnea (13), URI (4). 
The incidence of proven bacterial disease was 8.3% and signif- 
cant differences in age, preadmission duration of illness, con- 
urrent family illness and ANC were noted. 
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MEASLES IN A PARTIALLY IMMUNIZE0 POPULATION. Martin 
Laverne Wintermey and,Oona?d J .  S l y r  
Robert G. Thompson , Un~vers~ty of Iowa 
of Pediatrics, Iowa City. 

During the investigation of an outbreak of measles in a par- 
tially immunized rural community, a spectrum of illness was ob- 
served which ranged in severity from a brief febrile illness to 
one characteristic of measles. Unimmunized children had more 
illness (p = 0.009) and more measles (p < 0.001) than immunized 
children. However, a large proportion of both the immunized 
and unimmunized children developed a milder illness epidemio- 
logically and serologically associated with measles..The pro- 
portion of immunized and unimmunized children who developed 
the milder, measles-associated illness was not statistically 
different (p = 0.20). 

Employing a trichotomous logistic model, it was demonstratec 
that the probability of developing both measles and measles- 
associated illness decreased with increasing age of immunizatior 
(P < 0.001) but was unaffected by the interval since irmuniza- 
tion (p 5 0.12). The age at which immunization could be expec- 
ted to prevent measles in 955 of cases was 5 years. Reimnuni- 
zation against measles after 5 years of age may be necessary to 
effect eradication of epidemic measles. Based upon this model, 
reimunization would also be expected to reduce the occurence 
of measles-associated illness. 

PERINATAL DEATH RELATED TO PREGNANCY HYPERTENSION ANC 
PROTEINURIA. Richard Naeye (Spon. by Nicholas M. Hel- 
son) Pennsylvania State Univ., Colleqe of Medicine. 

Department of pathology, Hershey, Pa. 
The study determined the frequency of placental and fetal dis. 

orders responsible for hypertension related fetal and neonatal 
deaths in a prospective study of 53,518 pregnancies. 3.22 of thf 
pregnancies were placed in the hyper tens ion -p ro te inu r i a  category 
when one or more maternal diastolic blood pressures were recordec 
at 85 mn Hg or more with 1+ or greater proteinuria. The peri- 
natal mortality rate for these pregnancies was 37.9/1000 births 
and 17.2/1000 for normotensive mothers without proteinuria(P<.Ol: 
42% of the excess mortality associated with hypertension and 
proteinuria was due to large placental infarcts, 15% to placental 
growth retardation, 132 to abruptio placentae and the remaining 
30% to other disorders. 

The perinatal mortality rate for pregnancies that were char- 
acterized by hypertension without proteinuria was 26.6/1000 
births. 35% of their excess mortality was due to large placental 
infarcts, 15% to premature rupture of the fetal membranes, 124 tc 
~lacental growth retardation, 4% to abruptio placentae and the 
remaining 34% to other disorders. Thus, overall about two third! 
3f the excess perinatal mortality associated with maternal hyper- 
tension during pregnancy was due to three disorders, placental 
infarcts, marked placental growth retardation and abruptio pla- 
:entae. The study found hypertension related lesions in decidual 
snd uterine arteries that appear responsible for these three 
disorders. 

CAUSES OF THE EXCESSIVE PERINATAL MORTALITY ASSOCIATt 
WITH PROLONGED GESTATIONS. Richard L .  Naeye, Pennsyl- 

aging" or reduced uteroplacental perfusion, i .e. fibrotic villi 
excessive syncytial knots, infarcts and decidual necrosis at the 

was 20.9/1000 births for infants 
and 11.7/1000 for those born be I 

tween 38-42 weeks.  he-perinatal mortality rate due to congenit 
nalformations was 113% greater, amniotic fluid infections 160% 
greater, abruptio placentae 100% greater, placental growth retar 
ation 280% greater, placental infarcts 81% greater and umbilical 
cord knots 88:: greater in the postterm than in the term infants. 
The excess mortality due to congenital ma1 formations was entire1 
in infants with hypoplastic adrenal glands. Thus, only about on 
quarter of the excess perinatal mortality associated with pro- 
longed gestations was due to placental disorders that lead to 
placental insufficiency. The clinical indications for inducing 
delivery in postterm gestations may need revision. 
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