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Previous s tud ies  i n  term neonates have documented a decrease 

i n  c a l f  blood flow (CBF) immediately postprandial,  followed by 
hyperdynamic c irculatory s t a t e  2 to  3 hours la ter  (Pediat 47:378, 
1971). The c irculatory response t o  feeding o f  24 low b i r t h  
weight (LBW) infants  was invest igated a t  ages 4 t o  24 days. 
Twenty of 24 infants  were preterm, mean b ir th  weighc (BW), 1323 
(SD + 125G) and ges ta t iona l  age (GA) 33.6  2 0.65 wks. The remain 
ing 4 were term SGA in fants ,  GA, 38.5 + 0 . 5  wks, and BW 1747.5 i: 
125G. Feeding consisted o f  standard formula, with mean amounts 
of 20 mllkg i n  preterm and 30 mllkg i n  term in fants .  The CBF was 
measured by venous occlusion plethysmographic method 15 t o  30 
minutes before feeding and # hourly for  2 to  3 hrs .  postprandial.  
The c a l f  skin temperature was kept constant throughout the study 
(mean 35 '~ ) .  Blood pressure (BP), and pulse  ra te  (PR) were moni- 
tored.  Preterm infants  showed no s ign i f i cant  change i n  the ir  4 
lour postprandial CBF from a control  value o f  7 .04 ml/min/100 ml ,  
while term SGA infants  showed a decrease o f  33% from 8.88 ml/min/ 
100 ml. The 2% hr.  postprandial CBF i n  both groups increased by 
16 t o  30%. There were no s i g n i f i c a n t  changes i n  the PR or BP. 
I t  i s  suggested that unlike the term infant ,  preterm infants  

owed no inmediate peripheral c irculatory response t o  feeding.  
i s  di f ference may be re la ted  t o  ges ta t iona l  age or the amount 

feeding. Although, the s tud ies  i n  term infants  showed no 
rre la t ion  t o  amount of feed.  

The p a t i e n t s  w i t h  C A  ranged f rom 2 months t o  1 7  y e a r s  o f  age and 
were n o t  r e c e i v i n g  m e d i c a t i o n s  a t  t h e  t ime o f  s t u d y .  A l l  had 
c l i n i c a l  and a r t e r i o g r a p h i c  ev idence o f  CA and demonstrated r e s t  
i n g  g r a d i e n t s  f r o m  20 t o  110 nlmHg across  t h e  CA. Sa~i ip les f o r  
PRA were o b t a i n e d  f rom t h e  r i g h t  r e n a l  v e i n  (R-PRA), t h e  l e f t  
r e n a l  v e i n  (L-PRA) and t h e  l o w e r  i n f e r i o r  vena cava (I-PRA) be- 

PRA 4.7t1.3 .5+ .1  
PRA 4.3+ .9 .51.1 

- 

CARDIOVASCULAR EFFECTS OF HYPOTHERMIA AND W A R M I N G  
N NEWBORN DOGS. J o h n  H .  R e u t e r ,  L e o n a r d  I.  Kle inman ,  
m l n  J. L i g h t  a n d  James  M .  S u t h e r l a n d .  U n i v e r s i t y  o f  

C i n c i n n a t i  C o l l e g e  o f  M e d i c i n e ,  Dep t .  o f  P e d i a t r i c s ,  C i n c i n n a t i .  
The  c a r d i o v a s c u l a r  e f f e c t s  o f  a c u t e  h y p o t h e m a  a n d  r a p i d  r e -  

warming  w e r e  s t u d i e d  i n  11 newborn d o g s ,  2-5 d a y s  o f  a g e ,  a n e s -  
t h e t i z e d  l i g h t l y  w i t h  p e n t h o t h a l ,  20  mg/kg. C a r d i a c  o u t p u t  a n d  
o r g a n  b l o o d  f l o w s  w e r e  m e a s u r e d  b y  t h e  r a d i o a c t i v e  m i c r o s p h e r e  
r e f e r e n c e  o r g a n  t e c h n i q u e .  :?nimals w e r e  made h y p o t h e r m i c  b y  
p l a c i n g  them i n  a n  i n c u b a t o r  w i t h o u t  h e a t ,  r e s u l t i n g  i n  r e c t a l  
a n d  s k i n  t e m p e r a t u r e s  o f  33.0k.25' c a n d  33 .7 t .28 '  C ,  r e s p e c -  
t i v e l y  ( m e a n i S E ) .  An imals  w e r e  r a p i d l y  rewarmed b y  s e t t i n g  t h e  
i n c u b a t o r  h e a t e r  t o  maximum, r e s u l t i n g  i n  a r i s e  o f  r e c t a l  a n d  
s k i n  t e m p e r a t u r e s  t o  35 .1 t .49 '  C a n d  3 5 . 5 t . 4 0 °  C ,  r e s p e c t i v e l y ,  
w i t h i n  60 m i n u t e s .  R a p i d  r ewarming  r e s u l t e d  i n  a s l i g h t  r i s e  in 
BP f r o m  4 5 . 0  t o  49 .4  m m ~ q  ( p < . 0 2 5 ) ,  a s l i g h t  r i s e  i n  r e n a l  b l o o d  
f l o w  f r o m  2 . 1 7  t o  2 . 8 1  ml/min/g ( p < . 0 5 )  a n d  a l a r g e  ( 6 5 % )  i n -  
c r e a s e  i n  c e r e b r a l  b l o o d  f l o w  (CBF) f r o m  . 3 1  t o  . 5 1  ml/min/g 
( p C . 0 5 ) .  T h e r e  w e r e  n o  s i g n i f ~ c a n t  c h a n g e s  i n  c a r d i a c  o u t p u t  o r  

b l o o d  f l o w  t o  t h e  G I  t r a c t .  Measurement s  o f  t h e  e f f e c t s  o f  
c o o l i n g  w e r e  made i n  4 a n i m l s  and  r e v e a l e d  a marked d r o p  i n  CBF 
f r o m  . 5 1  t o  . 2 0  ( p i . 0 2 5 ) .  D u r i n g  t h e  r ewarming  p r o c e d u r e ,  4 
a n i m a l s  became a p n e i c  and  b r a d y c a r d i c ,  r e s p o n d i n g  t o  t a c t i l e  
s t i m u l a t i o n .  T h e s e  s t u d i e s  d e m o n s t r a t e  t h a t  a c u t e  c h a n g e s  i n  
body  t e m p e r a t u r e  r e s u l t  i n  a l t e r e d  f u n c t i o n  o f  t h e  c a r d i o v a s c u -  
l a r  s y s t e m ,  p a r t i c u l a r l y  f l o w  t o  t h e  b r a i n ,  a n d  s u c h  c h a n g e s  may 
c o n t r i b u t e  t o  t h e  c l i n i c a l  d i s o r d e r s  f o u n d  i n  i n f a n t s  u n d e r  
s i m l a r  t h e r m a l  c o n d i t i o n s .  

THE PATHOLOGY OF CONGENITAL MITRAL STENOSIS. 
N. Ruckrnan, R i c h a r d  Van Praagh. C h i l d r e n ' s  H o s p i t a l  
Med ica l  Center ,  Departments o f  P e d i a t r i c s  and 

Patho logy ,  Boston, Mass. (Spon. by Glenn C. Rosenqu is t )  
T h i s  s t u d y  was under taken i n  an e f f o r t  t o  c l a r i f y  t h e  

p r i n c i p a l  p a t h o l o g i c  f i n d i n g s  o f  c o n g e n i t a l  m i t r a l  s t e n o s i s  
and t o  propose an anatomic c l a s s i f i c a t i o n .  I n  a  s e r i e s  o f  64 
a u t o p s i e d  cases, f o u r  anatomic t y p e s  were found: (1  ) t y p i c a l  
c o n g e n i t a l  m i t r a l  s t e n o s i s  w i t h  s h o r t  chordae t e ~ d i n e a e ,  
o b l i t e r a t i o n  o f  i n t e r c h o r d a l  spaces, and r e d u c t i o n  o f  i n t e r -  
p a p i l l a r y  d i s t a n c e  (32 cases, 50 p e r c e n t ) ;  ( 2 )  h y p o p l a s t i c  
c o n g e n i t a l  m i t r a l  StenoSiS, a s s o c i a t e d  a l m o s t  always w i t h  a 
h y p o p l a s t i c  l e f t  h e a r t  syndrome (26 cases, 41 p e r c e n t )  ; 
(3)  s u p r a m i t r a l  r i n g  (5 cases, 8 p e r c e n t ) ;  and ( 4 )  parachute  
m i t r a l  v a l v e  (4 cases, 6 p e r c e n t ) .  The median ages a t  death  
were: parachute  m i t r a l  v a l v e ,  9 11/12 y e a r s :  s u p r a m i t r a l  
r i n g ,  5 7/12 years ;  t y p i c a l  c o n g e n i t a l  m i t r a l  s t e n o s i s ,  7  
y e a r s ;  and h y p o p l a s t i c  c o n g e n i t a l  m i t r a l  s t e n o s i s ,  7  days .  
Thus, parachute  r n i t r a l  v a l v e  had t h e  b e s t  n a t u r a l  h i s t o r y  
and t h e  h y p o p l a s t i c  t y p e  had t h e  w o r s t ,  w h i l e  t h a t  o f  t h e  
o t h e r  two t y p e s  was i n t e r m e d i a t e .  A s s o c i a t e d  m a l f o r m a t i o n s  
were p r e s e n t  i n  94 p e r c e n t  o f  cases, those w i t h  t h e  g r e a t e s t  
f requency  b e i n q  endocard ia1  s c l e r o s i s  o r  f l o r i d  endocard ia1  
f i b r u e l a s t o s i s  i n  41 p e r c e n t ,  v a l v u l a r  a o r t i c  s t e n 0 5 i s  i n  
33 percent ,  h y p o p l a s i a  o f  t h e  a o r t i c  i s thmus i n  31 p e r c e n t ,  
a o r t i c  a t r e s i a  i n  23 p e r c e n t ,  and c o a r c t a t i o n  o f  t h e  a o r t a  
i n  20 p e r c e n t  o f  t h e  cases. 

M I T R A L  V A L V E  PROLAPSE (MVP'  SYNI)I<OME IN 
DUCHENNE'S PROGRESSIVE MUSCUL.AK IIYSTKOPHY. 
Shyamal K.  Sanyal. Robert Leung. Ralpli C. 'Ticrtle). W.lrrcll W. 

J o h n s o n ,  Sarnucl E. Pltncr. St .  Jude  (:l~tldren'\ I<crc.lrill Hospital. 
Cardiopulmonary Disease Sewlcc, Mcrnpliis. Tcnneascc. 

Cardlac status was ,ru~prctil~r!\ '  cv~ lua rcd  nun-tnv.~\tvcl!. 111 211 t t 1 . 1 1 ~  

children, each with clinics\, blocliernical, c l c c t r ~ ~ m y o g r a p h l ~  . ~ t ~ d  inusclc-hl<~pay 
evidence o f  Duchcnnc's progreaslvc rnuscul.~r d~str<,pl i ! .  A ~loncjcct i<,n \ \ s t < ~ l t c  
click, confirmed by p h o n o ~ a r d i o ~ r a ~ h y .  w n  liicritificd 111 7 p.ltlcnts ( 3  wit11 

Duration of infusion cas from 10 minutes to  3 days. mldsystolic murmur as well) and suggertcd the prescllcc < ) I  MVP ivtldrtjlt~c. 
i n  p 9  bas seen in  719 pts.  NO increase was seen in Echocardlograpliy supported this dlagno<ls In a11 7 p.ltlctltr .ind i t1  4 otlirra 
th hypoplastic p- arteries and 1 infant age 34 without systolic click. A n  abrupt rntdsystc,llc posterlor r ~ i i , t i i ~ ~ l  (> 3 m n )  was 

noted in 5 pdtlcntr. wllile .I attlouth, pdnsysro~lr .  .Inrcrlorly i<lllc.lvc 
("hammock-like") posterior motion o f  the 1c;lflct > 3n1rn fro111 tllc CI) llnc was 

and 2 interpted aortic arch. 'Ihe age of infusion ranged recorded for all 11 patients. Addltl<~nal flndltigs wcrc. tnulriplc scqucncc lllicr In 0 

24 hours to  8 days. Duration of infusion was from 70 patients and posterlor coap ta t~on  of the rnltral leaflet rlc.lr thc Icft ~ t r l a l  w.111 in 6. 
es to  6 days. Increased pulse pressure in the desmCing Pathogenests of these ,~bn<~rn ta l  T t n d ~ l l ~ \  w:t\ studtcd by d c t . ~ ~ l c d  
\?as noted in all 5 pts .  S p a t a n ~ u s  correction of mta -  niacroscopic, h ~ s t o l o g ~ c  and ultrastructurnl cxanilnattotl o f  the Iic.~rt In a p.ltient 
acidosis was preceded by a transient decrease i n  ar ter ia l  with a noncjcction systolic click. .,lid C C I I O  e v ~ d e ~ i c c  o f  tlie sy~ldrorne.  The  ctittrc 

heart was perfuscd and ftxed withln 2 Ilourr o f  dc.itl~ wltll 2.5'% gIut.rraldcl~ydc at 
4'C for 4 hours. The most char;lctcristlc ultraatrucrur:ll hrldinga were 111ult1iocd1 
areas with totdl loss o f  thick as well as tliill ~llytriili~r~lcttta but  p r e ~ e r v ~ t l ~ l ~  116 the 
transverse "T" systcni. Theac dcgcticrat~vc c l ~ d ~ ~ g e s  .,ifected ~ ~ C ~ D I I ~ I I I . I I I I ~ ~  tlic 
lcft ventricular postcrobas,d .uc.l and pustcrlur p.tptll.~ry tnuaclc. ,\l,tr,ri I,,I/I,<, 
le'lfl~ts IUCTL' I I ( I ~ ~ ' I / .  

Wc conclude i )  :I high prcv.iIcncc o f  MVP \!ndrolnc cxistc ~n 1)ucl~ctlric's 
dystrophy li) the syndrome in rlicse patlcrits 1s ~,xpreaaiotl o i ( ; ~ d l ( ~ n l y o p . l t h y  
rather than an rsolntcd <iysiropl~i<- lnvolvcriierit at' the niltr.ll vdvc leaflets. 
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