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Lung biopsy is often required to establish the cause of dif- 
fuse infiltrative pulmonary disease. While lung biopsy 
permits better tissue sampling, controversy exists concerning 
potential risks of the procedure, Over a 4-year period, 35 pat- 
ients ages 3 months to 18 years with diffuse pulmonary diseasa 
underwent diagnostic open lung biopsy. In 28 patients, a pre- 
existing malignancy was present, All biopsy procedures were per- 
formed in the operating room, with general anesthesia used in all 
but 1 case. Lingular biopsies were performed in the 26 patients 
with bilateral disease. A specific etiology was identified in 24 
patients: 17 had pneumocystis carinii pneumonia; 1 fungal pneu- 
monia; 1 bacterial pneumonia; 2 desquamative interstitial pneu- 
monia; 1 pulmonary hemosiderosis; 1 pulmonary histiocytosis, and 
1 methotrexate pneumonitis. The remaining 11 patients had non- 
specific pneumonitis. One patient subsequently demonstrated to 
have pneumocystis carinii pneumonia had a falsely negative 
biopsy. The only significant complicaticns were 2 pneumothoraces 
requiring prolonged chest tube drainage. There were no deaths 
directly attributable to the operative procedure. One patient 
with a brain tumor died 18 hours after biopsy due to cerebellar 
herniation. Open lung biopsy is a safe and reliable diagnostic 
technique in seriously ill pediatric patients with diffuse 
pulmonary diseaee. 

THROtBOCYTOPENIA I N  NEONATAL SEPSIS: TIME RELATION- 790 SHIP BEWEEN CLINICAL SIGNS, DETECTION OF THRoMBo- 
CYTOPENIA AN0 POSITIVE BLOOD CULTURE. Modanlou . 
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~hromboc~topen ia  i s  a common-mani f es ta t ion  d f  bac te r ia l  sepsis 
i n  chi ldren.  A prospective study was designed t o  inves t iga te  the 
t ime re la t ionsh ip  between the c l i n i c a l  manifestations o f  sepsis. 
detect ion of  thrombocytonenia and the  confirmation o f  a pos i t i ve  
blood cu l tu re .  Three groups o f  neonates admitted t o  special care 
were studied. Group I (16 p t s )  had sepsis confirmed by pos i t i ve  
blood cul tures.  Group I 1  (63 p t s )  were sus ected t o  be sept ic  
but blood cul tures were negative. Group II! (28 p t s )  were ran- 
domly selected sick neonates without suspected or  confirmed sep- 
s i s .  P l a t e l e t  counts by phase microscopy were done a t  the  t ime 
of sept ic  work-up and a t  12. 24, 48 and 72 hours i n  Groups I and 
I 1  and a t  s im i la r  in te rva ls  i n  Group 111. Thrombocytopenia. 
p l a t e l e t s <  100.000/mn3, were found i n  63% o f  Group I, none i n  
Group I 1  and i n  18% of Group 111. At the above time i n t e r v a l s  
comparisons of p l a t e l e t  counts between Groups I and 11, and I and 
I 1 1  showed s t a t i s t i c a l l y  s ign i f i can t  d i f ferences a t  a l l  times 
(pC  0 .05) .  I n  Group I thrombocytopenia was detected a t  8 + 12  
hours whi le  the pos i t i ve  blood cul tures were confirmed a t  F3 + 27 
hours w i th  < 0.005. This study confirms t h a t  thrombocytopen~a 
i s  frequentyy associated w i th  bac te r ia l  sepsis i n  neonates, a l -  
though less f requent ly  i t  may be present i n  c l i n i c a l  e n t i t i e s  
other  than sepsis. The rap id  appearance o f  thrombocytopenia, 
long before the confirmation o f  a pos i t i ve  blood cu l tu re ,  makes 
t h i s  t e s t  a valuable adjunct t o  management o f  sept ic  neonates. 
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A mouse model of CMV infection of the developing CNS and its 
prevention were studied to obtain information which might help 
prevent human CMV induced mental retardation. The Smith strainof 
mouse CMV serially passed in salivary glands of weanling mice and 
outbred Swiss mice(Nat:NLW (SW) BR) were employed. Suckling mice 
were inoculated intraperitoneally with lo2 plaque forming units 
(PFU a sublethal dose. Virus content in the spleen peaked at 
104.3iPFU/gm) on d. 5. in liver at 104.0 on d. 10. in salivary 
gland on or after d. 15 at lo8, and in the brain at on d. 
14. Virus (102-5~F~/gm) was still recoverable from the brain two 
months after inoculation. CNS histopathology included scattered 
nodules of microglia, a few mononuclear and polymorphonuclear 
cells, and rare typical intranuclear inclusions in the cortex. 
Adult females convalescent from intraperitoneal inoculation as 
sucklings, or those immunized as weanlings conferred protection 
as follows. Mortality was eliminated and virus was not recovered 
fro liver or brain after challenge of sucklingswith lethaldoses T (10 PFU) if both their nurser and their mother were immune, orif 
their nurser was immune and their mother was not. If theirnuraer 
was not immune and their mother was, protection wassignificantly 
less. PFU reducing capacity of serum and milk, and theperitoneal 
macrophage, breast milk, and spleen lymphocyte response to CMVin 
mothers and sucklings are being determined; and the model is 
being adapted to C57B16/J mice. 

789 DIFFERENCE IN BEHAVIOR OF INFLUENZA A AND B VIRUSES 
IN INFANT RATS: VIRAL MULTIPLICATION IN NASAL TUR- 

BINATES AND POTENTIATION OF BACTEREMIC INFECTION WITH H. INFLU- 
ENZAE TYPE B. Richard H. Michaels. Richard L. Myerowitz, and 
Frederick L. Ruben. Univ. of Pittsburgh Sch.of Med.. Pittsburgh. 

Previous work by Michaela, Myerowitz and Klaw (J.Infect. Dia. 
in press) showed that the intranasal dose of H. iniluenzaetype b 
(HIB) required to produce bacteremia and meningitis in about SOX 
of infant rats was reduced 100-fold when animals were first given 
influenza A virus (Port Chalmers strain). Similar results have 
recently been obtained with Af~ngland and A/Victoria viruses. 

As a art of a study of virus attenuation. 2 day old rats were 
given 101-107 egg infective doses (EID) of either AIVictoria 
(A/V) or BfHong Kong (B/HK viruses intranasally. At 5 days of 
age all rats were given lo&-lo6 colony forming units (cfu) of 
HIB intranasally. HIB bacteremia was found at 7 days of age in 
52/97 rats given A/V virus, but In only 3/49 rats given B/HK 
virus. Bacteremia was detected in none of 38 control rats. 

In a single experiment. 2 day old rats were given almost iden- 
tical doses of virus (105.6 EID of A/V or 105.7 EID of B/HK), 
but the virus titer in nasal turbinates 48 hours later was over 
100 times higher for A/V than for BlHK virus. At 5 days of age 
rats were given 106 cfu of HIB. Subsequent bacteremia was de- 
tected in 419 rats given A/V and in none of 11 rats given B/HK. 

The lower turbinate virus titers and lack of potentiation of 
HIB infection in rats with influenza B as compared to influenza 
A virus is consistent with epidemiologic observations suggesting 
that influenza B is often a mild disease in humans. 

In retrospect, progreasive varicella (the clinical involve- 
ment of organ systems other than the skin, the prolonged appear- 
ance of vesicles, or clinically significant hemorrhage) is 
usually not difficult to distinguish from typical varicella. 
However this often fatal complication of varicella is difficult 
to anticipate even in children at high risk. 

During the course of varicella, viral culture of buffy coats 
in human fibroblast tissue cultures were performed on 13 normal 
children and 15 children at risk of developing progressive vari- 
cella. Eight patients who developed progressive varicella had 
viremia in association with exanthem whereas no child who had a 
typical varicella course demonstrated viremia. In 6 patients 
with a progressive course, viremia was present prior to the 
clinical appreciation of a progressive course of the varicella 
infection. The viremia appeared to be cell-associated and thus 
may be amenable to rapid diagnosis by immunofluorescence or 
electron microscopy. The documentation of viremia preceeding 
the clinical manifestations of progressive varicella infection 
may allow the early recognition of those children in whom anti- 
viral therapy may be beneficial. 
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The bactericidal properties of amniotic fluid normally pro- 
tect fetuses from late gestational infections by bacteria of low 
virulence. Recently mycoplaama T-strains, an organism of low 
virulenre was found responsible for 23 fatal infections of late 
gestational fetuses in Addis Ababa. ELhiopia. This prompted 
analyses of amniotic fluid antimicrobial activity in that city. 
The antimicrohial activity of 53 fluids collected at term was 
measured by a semiquantitative plate-count technique. In the 
U.S. most term fluids are bactericidal but in Addis Ababa, only 
one fluid was bactericidal. 12 were bacteriostatic and 40 did 
not inhibit bacterial growth. Underprivileged gravida had about 
60% of WHO recommended calorie intake, 75% protein, 352 calcium, 
15% vitamin A. 50% riboflavin and niacin, 40% ascorbic acid and 
.loo% of iron and thiamine. Their amniotic fluids had a mean 
1.9 log increase in bacterial titer in the test system. Privi- 
le~ed gravida had near recomnended intake levels of nutrients. 
Their fluids had a mean 0.8 log increase in bacterial titer. In 
vitro increaain~ amniotic fluid zinc levels 9 p~lml restored 
antimicrobial activity. The amniotic fluid infection syndrome 
is the most common cause of preterm delivery and perinatal death 
wherever it has heen studied. including the 11.S. and various 
sites in Africa. Nutrition of the gravida may plav a role in 
the gcnesis of the disorder. 
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