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1:/·J·LC'l Of· i'l\t\.'>1JllC!LLJ:-\ u;-.. lt ! lll 

L\!.:I:L .'>lelc;..:h, IJ!..·fll'S \I,J'>'•'l, 

/Jdth.ll 1\nch., l;diH)J 1-..Upl'•dll.\1, ,\Jartd /'dp: j:'-i'.!IL .. llll l 1 1 

Pt.:LlJalrtL:-. SclllJO! ol I'L·'-··,, I'L·v 

l!u n g11 r .v. 

!Jurtng ptVIImptctllttl (1'1\':\) ndmtrtt::.ltdltllll 

ldJL'I•lll.:d lrum dru):! \\lltcll c,Jl\ f11111\ drl lltlh 
Coenzyme-:\ 11r1d .::;uiJscqucntly wtlh c.trntttnc. lrlri.JJI' 
PI\'Jt]L)y/carrltlllll' cnusl''> caJnttJt\L' dL'IlL'tL'!lC.V ,trld 

hypOkL'lO!IL'Illll\, tlltl.L J\,1\'L' ill'L'Il tllliiJ,JJJJL <ill tilL" ciJL'Ll'> 

of Pl\'A on the on.:rall rnctabL)!Jsm n/ hurn.tn:,. 
In X clttldtL'fl tilL' ll,J'-,ill J{() JflCfL'd',L'd !rtlll\ !tl 

(p<O,USJ llll JJd du\' PI!']\:\ 1.1.\."'UU J ,j,JJ:rJ-

rlJStrntJlHl measured hv ind1rect c;J),1rJrllclJV. 
d1,.'l.. 1 L.'I<.'>L' 1\IJ.., l1•lllld 111 tilL' d111 I\' ut 1 II /.rl lt•rr 11! t .rt I I 

1\IIJ!c tl11..: 111 L.lli:\)-

JnL·rca'>cd 14.UO+tl.)U v:--. 1\oi.--. 

found in utJll/dlJ•rJJ lll rJJllll).!L'Il LUI11fl\lU1\\J,, .rr1d till' ll,L.!I 

cllcrgy UlliJ,n:d Jill( ,l!iL'Llcd IJy ll1c liL'IIlilll.'ill, .\II ul 
the :L!J0\1.' .l d.t.\''• .illL'J L!Jl 

iTllJ'U(]UCtJC'Ill of ::..Ujljl)L'IIIL'J\llll C,JJI\Illllt: (.l\1;.') lll till.' 1'1\,\ 

treatment. 
!'he Uat.1 :::.l1ow, th,lt tilL' 1'1\ .. \ LJL'.lllllt:lll 1.11USL':-. ptuluund 

1n nH.:taboiJL' fut.:l l.:llll.-.,umpllllfl, thL' JllllrlrJtt:U fat 

oxidation was rcpluccd by 1ncrcascd utlltZdtJon uJ C<trbo­

hvdrotcs. t\dmiJIISlJ'llllorl ol carnJlJilC lltll the:-.l! 
ci1angcs !Jy a1d111g the 1 111\lflL.Llton o! PlVI.li.llt:. 
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MICI!OIIICill,\L C,\1',\Criii:S OF MW 

P,\TIENTS WITII (;AUCIICR IJISEASC cC;IJI 
L Alarvdt, fl. 1\Jjpo.wa, II .\'hahak. and I J\m rid, 
/Jt'partmt'/11 of /'acdtatncs, Sthool of Aft·dtnnc, lkbnn·11, 1/uiiJ.;iU) 

U\:c.tusc of the p1imary of GO arc due to involvl·muil of cdb, \\t.: 
!-.ludtcJ of ph.tgnt.:ytu; from jlJliL'Ill'i CiD type I w,1.., 111 

th!L'I! pattl!nts (7 yJ-o!J mJk /!'t.l/, 8 yr-old m.tlc /1'1 Z.S yr-uld !1'1 3/) KJlltllg ul 
by J!!.olated blood gianulocytcs (G1) am.l (Mo), amlmonol.) l!l.Jl!UJ'II.It:''' 

(MDM; ul>latned by cultunng Mo for 5 d in Tcllun hc.1kL'IS 111 DMEM mt.:diUI\1) \\,t'> 111 
!-.uspc!L\IUil'i of b.II.'ICT\.1 (5xllf/ml) and pb.1gncytlt.: cell'> ol pll.l!'llq Ill' 

were performed in Jhc of humJn !-.L'TU!ll hH !lllll, U111k1 ,[uw 1lll.lllllll 
(-l 1pm), bacterial ktlhng was measured by colony .t(lcl dJ!-.IUJlllllb phJgocytn: ull'> 111 IIIJilrd 
1\Jtrogcn The results shown below a L'dpat.:tly of Mu to .• uu.J 1.11.1<.. 
of .til)' kdllng of b.Jt.:IL'ti.J by MDM, whereas krlhng of hy Ci1 "CIC l111np.11.1hk lo IIL1l 
of l"tllilluh 

JILents K.JIJHlg 1J 0 11\UCU Ul\1) p-IJ-g alll\lll)' oJ WJIC 

·- lH Mu MIJM pWIL'lll 

1.1. 8 u . (> 

I -· 'J. ). U )I 

I. Nil Nil W 

[ Cool<ol 8. -'J5 J1 • ' '- :1'"'::11'" 
Ill \111111 JliUVllt.: 1 .11.1 Ill th.,: jl.ll IOJl IY\lllhlb)' oJ Mo ,IJll Jl1,1l'llljlh.tgl·'o \lo 111'>1.: 

h.1'i Our dul'ld.IIC h11'>l ddr11"C Jllnll.ll\1'>1\l' l1l 
\>.,Jl!J (jJ) a111J JJ\\!Jl'.rle ol lo b,J(II.'I!.d Jl.lliiObl'1l'o Ill lill''>L' 
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DEVELOPMENTAL LOCALIZATION OF IIOX 2.1 PROTEIN IN MOUSE FETAL LUNG 
SUGGESTS A ROLE IN OETERJIINATION OF CELL FATE. Maryann V. Volpe, Iieber 
C. Nielsen, Tufts University School of Medicine and r:cw [nr,land Mcdicnl 
Center, HEMC (I'J7, 750 \Jashineton Street, Boston, MA. USA. 

!lox genes aro regulatory r,enes in mice containing a highly conserved 
homeobox region which arc thought to control embryonic and fetal 
development. \Je have previously reported that hox 2.1 mRNA levels in 
fetal mouse lung are maximum on day 16, decreasing thercaiter. llcrc 
we report the developmental localization of box 2.1 protein in mouse 
fetal lung. Hice (fetal days 14 to 18; adult) were sacrificed and 
lungs frozen in liquid Nl, cryosectioned and incubated with hox 2.1 
polyclonal antibody (courtesy of N. \Jall at Vanderbilt U.) followed by 
alkaline phosphatase imrnunostaining. Staining increased with gestation, 
was rare in adult specimens and was not seen in the absence of primary 
antibody. Nuclear staining was localized to subepithelial mesenchyme 
on day 14 and to both subepithelial mesenchyme and adjacent epithelial 
cells on day 15. As gestation progressed, staining localized to 
terminal bronchiolar columnar epithelium, abruptly decreasing or 
disappearing at branch points with transition to flattened epithelium. 
In conclusion, the change in localizatin of hox 2.1 protein from 
subepithelial mesenchyme to regionally restricted epithelia suggests 
a role in tho determination of epithelial cell fate and 
differentiation. The discordance between changes in mRNA levels and 
protein immunostalning suggests that hox 2.1 is complexly rcr,\llatcd 
during lung development. 
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DEVELOPMENT OF THE CAROTID DODY (CD) CATECHOLAMINE (CA) 
I:ESI'ONSE TO HYPOXIA IN RADDITS. Jean-M Hascaet, Aida Dairam, Jcan-M 
Coilct-Emaru, Eric Thorin, l'rant;ois Marchal. Laboraloirc 

INSERM U272 Nancy; and CNRS 1196 Lyon-l'rance 
The venlilatory response to hypoxia has been relaled to the CD chemoscnsilivily. 
Changes in lhe chemosensory response observed in the poslnaial period mighl be 
related to changes in lhe release of Dopamine (DA) and Norepinephrine (NE) from 
the CD as bolh are considered Ia be neuromodulalors of lhc CD chemoscnsilivily. 
METIIODS: 5 groups of rabbi Is aged s I, 5, 15, 25 days and adulls had lheir CD 
surgically removed under aneslhesia, and 100% 02. The CB were immediatly infused 
in 4001'1 of nulrilional media (IIEPES+EDTA) for lh al eilhcr 100% 02 (Conlrol, 
n=7,28,16,16,4 respectively) or 8% 02 in N2 (Hypoxia, n=I0,27,20,16,3 
respcclively) at 37'C. CA conlent in lhe CD and the media was measured by HPLC. 
ltESULTS:DA, NE (pmol) anJ fracllon relc....W m meJ1.t(%) (mt!an.±_SD). (•: p<O.OS control) 
Age s I d 5 d 15 d 25 d Adulls p (vs age) 

[ DA 35±14 34±20 56±26 86±81 246±158 0.001 
Media 25±17 30±28 29±16 16±25 2± I NS 

[ NE 19±11 20± 9 32±30 86±74 112±69 0.001 
Media 20± 8 25±22 18±12 7± 9 2± I 0.003 

[ DA 61±17• 26±12 41±24 51±53 415±34 0.001 
Media 36±32 47±25• 47±31• 51±23• 12± 3 • 0.03 

[ NE 25±13 21±16 38±55 34±20• 219±164 0.001 
Media 30±27 J3±2J 28±.21 30±17• 6± 1• 0.01 

Acule hypoxia increased significantly ihe release of DA from 5d of age. NE release 
also increased in response lo hypoxia, but only from 25d of age. In ihc hypoxic 
newborn ( s I d), DA content was increased but not ils release. 
co:-.CLUSION: These dala suggest ihat ihe variations in lhc chemosensory response 
during uevelopmenl could be associaled wilh changes in CA bal;cncc and rck;"e. 
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oexaaetbasone aodulatel the pulmonary cellular inflammatory re1ponse 
l" neonatal chronic lung disease. Ashton HR and Hall MA, Department 
of Neonatal Medicine, Southampton General Hospital. 

In a randomized double-blind placebo controlled atudy we examined 
the effects of dexamethasone (OEX) on inflanvnatory cella (ICe) in 
fluid from aerial broncheo-alveolar lavage (BAL) from infanta at high 
risk of developing neonatal chronic lung diaeaae (CLD). 

Infanta <32 weeka geetation, <1250Q birthwoi(i)ht, and still oxygen 
and ventilator dependent at 12 days were recruited. DEX was given 
from 14 days of aqe, at 0.6mg/ kg/day in a 2 week tapering course. 
7 infante received placebo, and 7 D&X. 4 auboaquent couroea of DEX 
were studied. Haan IC concentration• and mean \neutrophil., lln<.J 
\ma.crophat:J&S (as \ of total ICe) were calculated for days -1 and 0, 
1 and J, and 5 and 7 for each baby; median \ change a in the 
proportions of ICa were calculated for each group. Analysis o! 
covariance waa used to study the contribution of DEX to the changco. 

Value• are MEDIANS (interquartile range•) 
\CHANCE (neutrophil•) \CHANCE (macrophage•) 

DAYS 1 and J DAYS 5 and 7 DAYS 1 and J DAYS 5 and 7 
PLACEBO -14.6 (70,8) -9.6 (84.2) -2.6 t94.2) +2.5 t88.9J 
DEX -42.9 (67.5) -5,6 (100.2) +17.4(28.8) -5.9 (68.2) 
The regreosion coefficiento (RCa) for the changes in \neutrophilo and 
\macrophac;ea produced by DEX were -20.2 (95\Cl -J8.2 to -2.1) and 
2J.2 (95\CI 6.6 to J9.7), reapectively.There was a strong trend 
ta...1ards a fall in neutrophil concentration (RC -19.7 95\CI -41.8 to 
2. 5). 

Tho data ouggest that DEX affects the IC population of DA.L fluid in 
CLD by reducing neutrophil•,and not macrophages as has been Duggestcd 
in a previous study. 
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EFFECT OF INTRAVENTRICULAR HEHORAHADB ON PULHONARr 
)·UNCTION IN NEifDORlf PIGLETS, 
T.farGtad and and o.Dratlia. Depta. of Podimtrics and surg. 
Rea., RiKahospitalat, University Hospital, Oslo, Norway, 

Whilo pulmonary dysfunction is a known of 
Govcre head injury in adults, little ia Known about the 
o!!octG or cerebral injury on pulmonary !unction in nowborn 
infanta. Ho studied the ottocts ot-IVI! on and 
pulmonary mechanics in newborn piglets, The animals 'w'ere 
intubated and mechanically ventilatod at low frequencies to 
nllow ror opontaneous breathing between mach"nicQl breaths. 
Blood (8m1/100g estimated brain waight (100\)) "'"u 
in!usod into the lateral cerebral ventricle. GBs exchange, 
t·csplratory rate (RR) anc1 intraccrobrul pressure ( ICP) W«no 
studied untill npnea. Rosulta ware (rneantSD, •pea. OS): 

Daselina 100\ voluae apnea 
11ICP (mmli<J) 412 J8i8 JGil, 
RH (brc.,tho(min) ·IU±Jti 51±53 211 
MV (ml(min)(Kg 276±10) 2J6±124 22iB• 
PaCOZ(i'.Pa) 5,1±0.3 5.G±l.J 9.0tl.9• 
R (em H20/l(soc) 27±1J 43±25 
Cl (mljcm HZO)/Kg 2.110,4 2.010.6 2.110.5 
IVIt primarily ntrecta RR untill npnea antl rcduc"" roinuto 
vuntilution (MV). Cl did not chango. The increased R might 
be caused by bronchial constriction or naurogonic pulmonary 
ode rna. TI'.C increased H. might ill Do bo n ftH.;LuL· in t.lio nuull 
rot· vontilntory support in intt1ntu 'w'it.h IVll. 
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