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GROWTII IIORMONE (Gil ) SECRETION AND Gi l RESPONSE TO
GII·RE LEASING PEPTIDE I (GIIRP- I) IN PUERPERAL WOMEN.
F. de 7..(,," ghcr, D, Lemmens. B. Spitz. A, Asschc, R. Uouillon and
C.Y. Bowers. Departments or Ped iatrics. Ob stetrics. Gynecolog y and
Medicine, Universityof Leuven, Belgium and Department of Medicine.
Tulane U niversity, New Orleans. U.S.A.

In cod-gestational women. pituitary Gil secretion and responsiveness 10
Gi l-releasing factor arc dramatically dec reased , possibly due to Ihe abundan t
presence or placental G i l in the matern al ci rculat ion (de Zcghcr ct al, JCEM.
IlJ90). As there arc no daiu on postpartum secretion of pituitary GI l. it is
unknown when pituitary GH secretion recovers. Pituilary Gil secretion was
evaluated in lactating, puerperal women (n;21l; 38·58 h postparium) and in
ag e -m:IICht'll. mid-cycle women (n=IO. including ) mothers. 6 months or
more after last delive ry). Serum Gi l conce ntrations were measured at 20 min
intervals from 20 min before until IllOmin after an IV bolus of either GI IRP-I
(100 microgram in saline) or saline. Salinc-injccrcd puerperal women
prodneed uniformly flattened Gi l profiles characterized by lower (p<O.OI) Gil
peaks (median 5.6 ng/ml; P10-P90 range : 2.5-6.9 ng/ml) than mid-cycle
women (9. 1 ng/ml; 8.2-16.5 ng/ml), a'HI higher (p<O.ll I) Gi l troughs (2.1
nglml ; 1.5-2 .9 ng/rnl) than contro l women (a ll undet ectable). T he GIl
response to GIIRP-I in mid-cycle women (XX." ng/ml; 44- 111 ng/ml) was
sevenfold higher (p<O.OOI) than in puerperal women (12.9 ng/ml; 5.1l-29.0
I1 g/111 I). I3asal serum prolactin concentrat ions were twentyfold higher in
puerperal than in control women, whereas serum lor-I concentrations were
similar. In conclusion, puerperal women appear to present a distinct pattern of
GII secretion and a strikingly low Gil responsiveness to GIIRP-l, suggesting
that the pituitary hyposomarotropism of late gestation persists at least during
the first days of puerperium,
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The s e da t a indicate l ong las ting e f f e c t s o n t he irrunune sy s t e m in DES
expose d women. Su ch las t i ng e f fec ts o n t he immune sy s t em ma y be
accou nt e d for by a genomic me cha n i sm alte l-i ng t he cell u l a r respon s es
i n da u g hte r cell s th r ou gh out t he ( epr oductive yea r s .

ALTERr;:D MONONUCLEAR CELL I HHUtIE RES PONSE H I WOMEIi EXPOSED TO DES IN
UTERO. M. Segall -Blank, L . Burke , C . LOl -t!Jl ZO , O. Trentham, a nd J .
Mort o la, n Lv t s Ion o f Reproducti ve Endocrirlul ogy and I mmu no l o g y, Beth
I s rael Ho s pital, Harva rd Me dic al School .

I n utero diethy Lstilbe9teo l ( DES ) e xposu r e resul ts in Long te em
r e p r odu c t i ve consequence s . Pe e l Lmi n a r y cv Ld e n c e s ug gests a 1 i nk
b e t wee n prenatal DES exposu re a nd l o ng t erm a lteratio ns i n t h e i mmu ne
s y s tem. To f urther test th i s hy p o t he sis , we c ompared t he
p h ytoh ema g l u t i n i n (PHA) a nd c o nca v l in A (can A) i nd u c e d b l a s t og e n i c
r e s p o nse of mononuclea r c e ll i n p renata l ly e xpo s e d wome n ( n: 13 ) t o a ge
ma tched nan DES e xpo s e d wome n In =9). 15 mI. o f whal e bl ood obta i ned
d u r i ng the ear l y f ollicular phase o f c yc ling wome n we r e he par i nized,
d il uted 1 : 2, layere d OYer [ icoll -paq u f"! rlcn9i ty gradi e nt . The
mo nonuc l e a r cells we re wa shed X 3 (1 01. It. P . M. I . 1 6 40 ) . Al i quot 9
(O .lml ) of cell 5u spens ion were a dd ed in t r i p l i c a t e t o mi c ro- we l ls
( f i n a l c onc . of 5 x 10 ' j ml ) . Eit her PHA (7 . 5uq-lug j ml) o r Co n-/\ we re
a d ded t o each we l l. Af ter 48 hours o f i nc u b a t i o n at 37 1\ C the ce ll s
we re pul s e d wi th 1 cp-thym i d ine(H-Td), n o-incuba ted f or 18 hours,
ha rve s ted, counted, a nd a ge ome tr i c mean ot 3 dete r mi natio ns o b ta i ned .
Re s u lt 9 : De c r e a s i ng H1- Td p co Life['ation responses parall e led dec lin i ng
mit ogen conc e n t rations both wi t h PHA. a ntl Con -A . Co n -A showed no
significantly d if ferent r e s pOn s e i n ce ll s f r om DES sub jects compa red
t o cont rol s . I n cont rast , PHA raopon s e s WCl-C greater in DES subj e ct s
(p<.OOS 2 way ANOVA) .
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FROM LACTATE IN FASTUJG INFANTS. N. Nurjhan. F.

RoCChiCCioli, J. Zeller, P E 80u gneres U 342 INSEn M. St Vincenl de Paul, Paris.

Gluconeogenesis. the predominant sourcc ot glucose to Ihe lasting infanl, allows only

a precarious balance to be mainl ened with glucose as reflected 'by the

fasting decrease of plasma glucose . This study is the first quan tific ation 01

gluconeogenesis at this age. [3-13q lactate and [6.6·2H21glucose tracers were inrused

in 12 inl.mts aged 1-25 me during a briel6· 16 h las !. At substrale and isotopic steady·

stale. glucose and lacla le averaged 4.010.2 mM and 1.61.0 .1 mM respectively , with 13·
13Cl1a ctalc and 16.6-2H 21glucose enrichments at 1.910.2 and 2 .510.2 mol%E. The

appearance 01 glu cose (28 !3 I-lmollk .min ) and lactate ( 29 .!5 in

bloodSlrcam was 2-3 lold that in poslabsorptive adulls. lha incorpo ralion 01 13C from

lacl ale into specilic carbo n positions 0 1 glucose was measured using a new gas

chromalography-mass spectrometry technique, which corrects lor metabolic exchange

01 carbons in the Krebs cyc le. 3214% 01 thc tolal glucos e produc tion was due (0

lactale gluconeogenes is. both being correlated (r: O.67. p <O.01). Gluconeo genesis

was Ihe major roule (40-90%) for lociate disposal, will) a Men or 18.!2 mllk.min).

In conclusion, lacl ate gluconeog enesis accounts ror approximalively 1/3 of lhe total

fasting glucose production in infants, and its r'l.Ie is 2.5·4 lold higher than in adults.

SERUM IGF I LEVELS IN NORMA L SIZED ANO GRo\VrJI RETARDED (GR)
HUMAN FETUS.
S. Daron, I . Leger. IF . Oury, Noel P. Dlut, P. Czernichow.
Ped. Endocrinology and oustetric.,1Depl. Ilopital Robert Deurc, Paris, France.

It has jtecn shown by scvcml autho rs that' neonates with int raut e rine growth
retardation (IUGR) have a profound decrease of IGfi levels in cord blood. According
to previous animal studies thi s is believed to be the consequence of fetal malnutrition,
This work was undertaken to study IGP I levels in normal sized and GR fetuses ,
Serum IGF I was obtained during the second and third trimeste r of gestation. 135 fetal
blood samples taken for prenatal diagnosis were drawn from Ihe umbilical cord in
ulero. Gestation::d age was dctcnn ined Crom lhe of the !<ls t menslrual peri od and
was con li rmed by ul trasound . Diagno sis of lUGR was made according 10 the
uilrasound data gro wlh curves < 10th perc. (n '35) and non lUGR feluses > 10th
perc.(n· I00). IGFI (ng!ml) was measured by RIA after acid gel filtration and results
expressed as mean ±scm.
Ges lal iona l age (w ks) Nor ma l si zed fc luses IUG R fc lu ses
18-29 38.4 :!: 1.7 (n ; 66) 34.2 :!: 3.3 (n • 24)
30-40 62.3 ± 3.9 (n ; 34) 4 1.7 :!: 4.8 (n • I I)
In normal sized fcluscs IGFI levels increased gradually during gestation (r=0.40). On
the contrary, in GR fetuses this increase did not occurred. Between 18 and 30 wks of
gestation, IGF I levels were similllr in GR and norma l sized fetuses. However after 30
wks ofgcs talioll a significant difference was demonstrated between these 2 groups
(p=O.OOB) . In conclusion ; compared to normal sized fetuses, 1UGR fetuses have a
decreased IGF l levels during the thi rd trimester ofgcstatioll,These results suggest that
fetal IGFI might be regulated by nut ritional factors only durin g the last part of

S70 gestation.
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