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Antialia liadin antibodies(AGA)are a usefil tool in screenin 
Coeliac fiisease (CD).Anyway this test requires a rather specfa:?: 
zed 1aboratory.a venous bloAq sam le and about one week in order 
to obtain the result for the' famiyy" paediatrician.We developed 
and evaluated a dot immunobinding assay to detect alfagliadin IgG 
and IgA antibodies in a single dro of whole blood The method 1s 
based on the absorption of alfa-geiadin as a spot'on to nitro- 
cellulose sheets yho are immobilized on plastic strips.The strips 
were incubated 3b with atient szmple,and 30' with alkaline 
fk;:gm:a;;(i;:jufate ant3human (IgA and 1gC)antibodies.After short 

w th the substrate solution,the strip was dried and 
finally examined for the rasults,which are ex lessed by a,colo- 
rimetric reaction Twent patients wlth CD(10 w?;h active dlsease, 
10 during gluten kree d%et(~F~)), 11 children with other gastro- 
intestinal diseases( 8 IBD 1 autoinmune chronic diarrhoea 1 con- 
3enital microvillous atrophy 1 unexplained chronic diarrhAea) and 
5 healt controls were examined with both strip AGA test and the 
classic LISA test for AGA.Tlie results are summarized as follows: 
PATIENTS n' DOT IgA IgC CLISA IgA IgG 
CD untreated 10 + + + + 

5 + + + + 
CD on GFD 5 - - - - 

HEALTHY CONTROLS 35 - - - - 
The method showed ood corres ondence with ELISA AGA test:the pro- 
cedure is quick an3 simple an8 does not ~equires any costly equi- 
.ent We think that this "Strip AGA test could be very convenient 

gnth 'or sc eening and for the follow-up of CD This test could 
ayso &e usefui in population and/or family screening for C.D. 
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It has recently ken irdicated that 934 of patients with liver disease seocrdKy to 
Cystic FO-is ((F) shaved evidence of onn~n bile brt stemis m hepatLbiliary 
sca~ing (&&in et Al:N.4g.J.Med.318:340,1EB8).We performd mA scan p and 10 - 
12 mth pcst adninistratim of the h y m l i c  and &oleretic (15rgn(g/day) 
in 8 children with (F related liver disease.~logiCa patte~'n as well as flnc- 
ti& paraneters(fi of hepatic ussh-cut,time of visualizatimf the inktine)~eR 
evaluted.At baselh,evidslce of severe biliary abstnrticn was fcud in 2 cases, 
strikm visualizatim of sxax?ay and tertiary bile chts in 5 and dilatatim of 
mmol bile drct in 4;an enlarged gallbladder with &laJred raptying was present in 
2 patients and in 3 the gallbladder a d d  rot be vidized.l\fter UT.4 therapy,rmr- 

galogic appearance at mA scan iwuwed md&ly in all patients: m shewed evi- 
do-fe of biliary &tnrtim,dilatatim of c m  bile drct and intrrJlepatic h t s  
was substantially r s d c d  and in all clsg the @lbladder ws visualized and w- 
a d  to apiy mnrally. tka fi of hepatic nzsba~t dexeszd fran 50 + 21 &.at ba- 
seline to 35.0 + 18 &.after +hxapy and man tim of visualizatim-of the intesti 
ne dffl-eased G 4 6 . 8  + 40.8min.b 17.5+ 9.3min.afterW.Inallpatients cn 
UWA liver f m t i m  tesg irrpmved signifi-mtly and enri&rmt of the biliary bile 
acid -1 with UT.4 (fmo 4.8 + 2.2 % to 28.5 + 9.6 %)ocnnred. 
?he mdificati- observed after UD2A +hxapy & € s t  that impissated sewpti- 

in (F patients nay be r-eqwsible for WE typical appearance at hepatobiliary scarr 
ning and that the m - t  &ring UT.4 my be related to its &oleretic effect. 
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Humans consume l a rge  amounts o f  TFA due t o  the  extensive use of 
hydrogenated f a t s  i n  food production. TFA consumpti on i s  
considered safe f o r  man, bu t  s ide  e f f e c t s  inc lud ing impaired 
synthesis o f  LCP (20 & 22 carbons) have been observed i n  animal 
studies. We have prev ious ly  documented materno-fetal t rans fer  of 
TFA i n  humans. Therefore, we looked f o r  poss ib le  e f f ec t s  o f  TFA 
on LCP s ta tus  dur ing  ea r l y  l i f e ,  when LCP modulate t i s sue  growfh 
and development. Methods: Blood plasma samples were obtained i n  
29 c l i n i c a l l y  w e l l t u r e  i n f an t s  (gest.  age 34.0t1.8 wks., 
b i r thwt .  1694t173 g, MtSO) p r i o r  t o  feeding i n  the  morning o f  day 
3 post partum; when miTk in take was s t i l l  very low. No i n f an t  had 
received f a t  infusions. Fa t t y  acids i n  l i p i d  classes were 
determined by high-resolut ion gas-liquid-chromat~graphy. Results: 
Both t o t a l  TFA and e l a i d i c  ac id  ( 18 : l t ) ,  the main d i e ta r y  TFA, 
were inverse ly  cor re la ted t o  LCP i n  plasma l i p i d s .  I n  
t r i g l y ce r i des ,  l i n e a r  co r re l a t i on  coe f f i c i en t s  (r)  f o r  18 : l t  were 
s i g n i f i c a n t  (PC0.05* & 0.01**) f o r  LCP (n-6-LCP: -0.41*, n-3-LCP: 
-0.50**, t o t a l  LCP: -0.55**) and f o r  product substrate r a t i o s  o f  
LCP biosynthesis (20:4/18:2n-6: -0.47**, 22:6/18:3n-3: -0.50**). 
S imi la r  r esu l t s  were found i n  o ther  l i p i d  classes f o r  18 : l t  and 
t o t a l  TFA. Conclusions: 1. TFA exposure may impa i r  biosynthesis 
o f  n-6- and n-3-LCP i n  man. 2. Since the  capaci ty f o r  LCP 
biosynthesis i s  l i m i t e d  dur ing  ea r l y  l i f e  and LCP accre t ion  i s  
essent ia l  f o r  normal func t iona l  development o f  membrane r i c h  
t i ssues (e.g. b ra in) ,  a h igh  i n t r au te r i ne  TFA exposure may have 
ser ious r i s k s  f o r  fe tus  and neonate. 3. This observat ion i s  t he  
f i r s t  i nd i ca t i on  o f  poss ib le  untoward e f f e c t s  o f  TFA i n  man. 
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A subgroup o f  autoimune type chronic ac t i ve  h e p a t i t i s  (AI-CAH) 
i s  associated w i t h  LKM-1 autoant ibodies. They are d i rec ted 
against Cytochrome P450 d b l  and i n h i b i t  i t s  func t ion  i n  v i t r o .  We 
observed LKM-1 pos i t i ve  AI-CAH and c o l i t i s  i n  a 13 y e m i r l .  
L i ve r  disease responded we l l  t o  cor t i cos tero ids .  Father, mother, 
brother,  the  pa t i en t  and her i den t i ca l  t w i n  s i s t e r  were 
inves t iga ted f o r  HLA c lass  1-111 phenotypes, auto-antibodies, fi 
v i t r o  i n h i b i t i o n  o f  P450 db l ,  and i n  v i vo  phenotype f o r  drug 
metabolism (sparteine) mediated by t h i s  enzyme. Both tw ins  had 
the  au to i nune  HLA haplotype Al,  08, OR3, C4A-90. While the  
mother i s  a homozygous extensive metabol izer (EM) (metabolic 
r a t i o  0.33), the  f a the r  i s  a homozygous poor metabol izer (MR 
65.25) and a l l  ch i l d ren  are heterozygote EM (MR 1.01, 0.99 & 
1.76). Only the index pa t i en t  had signs o f  l i v e r  disease and was 
p o s i t i v e  f o r  LKM-1 ant ibodies, and on ly  her  serum i n h i b i t e d  P450 
d b l  catalysed ox idat ion  o f  sparteine i n  v i t r o  up t o  90 %. 
Conclusion: We descr ibe f o r  t he  f i r s t  t i m e u r e n c e  o f  LKM-1 
p o s i t i v e  AI-CAH i n  a p a i r  o f  i d e n t i c a l  twins, who were discordant 
f o r  the disease. Since both twins are o f  the  EM metabol izer type, 
1.e. express f unc t i ona l l y  i n t a c t  P450 db l ,  and share the 
autoimune HLA haplotype, we conclude t h a t  environmental fac tors  
t r i g g e r  the mani fes ta t ion  o f  t h i s  au to i nune  l i v e r  disease. 

PROSTAGLAHDINS I N  SMALL IWTESTIWAL WUCOSA OF CHILDREN WITH ACTIVE COELIAC 
DISEASE AND on A GLUTEN FREE DIET. 
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Enhanced s y n t h e s i s  o f  P r o s t a g l a n d i n s  lPCs l  has been r e p o r t e d  i n  c o e l i a c  d isease  ICDI and 
a p o s s ~ b l e  invo lvement  o f  these  substances i n  t h e  pa thogenes is  o f  d i a r r h o e a  I n  c o e l i a c  
p a t i e n t s  has  been supposed. The a i l  o f  ou r  s tudy  mas t o  e v a l u a t e  Prostaglandin 2  IPGEZI 
and 6 - K e t o p r o s t a g l a n d ~ n  F I q  1 6 - K e t o - P G f l ~ l  s y n t h e s i s  i n  s n a l l  i n t e s t i n a l  mucosa c f  t h r e e  
groups o f  p a t i e n t s :  group A, c o n s i s t i n g  o f  11 c h l l d r e n  r l t h  a c t i v e  CD and t o t a l  o r  
s u b t o t a l  nucos$ l  a t rophy ,  group B consisting o f  1 c h i l d r e n  on a g l ~ t e n  f r e e  o l e t  f o r  a t  
l e a s t  1 year u i t h  n i l d  v i l l o u s  a t rophy  o r  n o r n a l  i n t e s t i n a l  nucosa, group C i c o n t r o ! l  o f  6 
n o n - c o e l ~ a c  p a t i e n t s  w i t h  normal i n t a s t i n a l  mucosa.OnIy 6 c h i l d r e n  from group A had 
c h r o n i c  d i a r r h o e a  r h l l e  c h i l d r e n  from group B r e r e  asymptomatic.  C h i l d r e ?  f r o n  group C 
s u f f e r e d  f r o n  f a i l u r e  t o  t h r l v e ;  r e  exc luded  from t h l s  group c h i l d r e n  r h o  shored  
d ia r rhoea .  The amounts o f  PGs genera ted  by i n t e s t i n a l  mucosa r e r e  measured by a s tandard  
method, u s i n g  a RIA sys ten .  I n  group A PCE2 g e n e r a t i o n  Mas significantly h l g h e r  12052 i 
401, l lean i SEI t h a n  i n  group C 1603 ! 1401 1pi0.0031. C h i l d r e n  f rom group I u l t h  c h r o n l c  
d ~ a r r h o e a  and those  w l t h o u t  t h i s  synp ton  b o t h  shored  s i g n i f i c a n t  h i g t e r  P5E2 genera t ion  
(2569 i 681, 1431 i Ill, r e s p e c t i v e l y l  than  group C lp(0.021. I n  group 0 PGE2 g e n e r a t l o n  
was h i g h e r  11632 ! 5611 b u t  n o t  s i g n i f i c a n t l y  different f r o n  group C. 8-Keto-PGFld 
genera t ion  a l t h o u g h  h i g h e r  i n  group A and B than  C d i d  n o t  show an). s t a t l s t i c a l l y  
s i g n i f i c a n t  v a r i a t i o n .  Our r e s u l t s  i n d i c a t e  t h a t  PC ? g e n e r a t i o n  i n  CD IS n c t  always 
r e l a t e d  t o  t h e  presence o f  d ia r rhoea .  E leva ted  PCs l e v e l s  i n  intestinal nucosa i n  CD ma). 
be due t o  b o t h  enhanced s y n t h e s i s  and decreased degrada t ion .  A l te rna : i ve ly ,  as 
hypo thes ized  by B r a n s k l  IJ P e d i a t r  G a s t r o e n t e r o l  N u t r  3,672,19841, i t  :culd be t h e  
e x p r e s s i o n  o f  an a d a p t a t l v e  mechanism. T h i s  l a t t e r  hypo thes is  c o u l d  e r p l a l n  our  r e s u l t s  o f  
h i g h  PGE2 l e v e l s  i n  a s y n t o n a t i c  c o e l i a c  c h i l d r e n  on a g l u t e n  f r e e  d ~ e t .  raybe  I s  secessary 
a l o n g  p e r i o d  o f  d i e t  b e f o r e  t o  cease t h i s  a d a p t a t i v e  nechanlsn. 
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After experiments on piglets and rats SIT using Cyclosporine A (CsA) and after 
obtaining consent form fran parents. we perforred slx S I T  in children (6nths- 
9yrsI rlth short gut syndrane on hone TPN for 0.5 to 6 years. All but one donor 
and redpients were lsoblood group AEO, with negative cross wtch reaction. Graft 
were harvested on brain dead neonates in.2) or children 6-17 yrs. 1 1 0  + 10 cm of 
jejuno ileum underwent both vascular and luminal washing using Collins in.3) or 
UY (n.3). After aorta and inferior vena cava anastonsis total ischemic time 
ranged fron 1 hr 20 to 6 hr 30. Graft was ansstwosed on proxlnvrl end : both 
distal graft and own intestine *ere exteriorized as stomas. Initlal 
inrmnosuppression included solunedrol 2 mg/Kg/d and Cyclosporine as a continous 
infusion tor RIA serum levels 200-300 ng/nl. Antllymphoglobuline (ALG) ( 5  
ng/Kg/d) for 14 days were added In the last 4 cases. Systemic antibiotlcs and 
total decontaminstlon of the graft are associated. The first graft was removed 
after 8 hours for ischamla : the chlld was discharged on h- PN. Early ( <  15 
days) or delayed (2-6 nth*) acute graft rejection iGR) occured in all cases. Late 
clinical symptoms included increased ileostomy dralnage while histologic pattern 
changed earlier including prq)resslvely : T cell infiltrates (m+. UKlt. W25t). 
Increased HLA DR expresolon by crypts enterocytes. villi oedem, destruction ot 
crypt and surface epithelium, crypt abcesse and finally nucosal sloughing. GR was 
treated rlth ALG or (WT3 but leaded to graft renaval in 3 cases 3 wks to 6 mths 
after SIT. One graft was renved on the 17th nth because of chronlc rejection. 
Four graft were progressively used from the 4th rk tolerating up to 90 S ot  total 
energy Intakes, llke in one patient still living with the gratt for I 0  mths. 
Functlonnsl sssesment Included baryum transit. enzyme sctivitles, and absorption 
tests. Those results show that S I T  Is possible but depending on important 
Imnunosuppresslon. No GVH resctlan was observed. GR can he limlted by repated 
immun~hi~tochemI~aI study and early treatment. 
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