


test, pigs with the receptor still had a lower weight, although not signifi-
cant. However, no difference in days on test wes observed. Pigs with the
receptor showed higher daily gain of lean and a lower feed consumption per
kg lean tissue. They also had a thinner backfat and a higher lean percentage
in the carcass.

The results obtained indicate that the K88 receptor is unfavourable
during piglet period, but an advantage during the fattening period of slaughter
pigs. There seers to be a positive influence of the K88 receptor on lean de-
position. However, an important fact is that the pigs in the present study
were chosen at 9 weeks of age for the performance test. Extremely small pigs
were not allowed as test pigs, nor unhealthy pigs, or pigs with any defects.
Piglets with the K83 receptor are expected to be more susceptible to neonatal
diarrhoea, and may have a higher death rate during early life. The frequency
of pigs with the K83 receptor would thus be higher if whole litters rather
than pigs chosen for performance test were studied. The influence of the K38
receptor on performance might also be different.

Recently, a technique has been described that mekes use of very small
specimens of the small intestine in the test for receptor, thus making it
possible to identify the two pig phenotypes by examining biopsy samples ob-
tained by enterotomy. This allows identification of the two phenotypes in
pigs intended for breeding (Snodgrass et al., 1981).
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Table 1. The effect the K88 receptor on production traits registrated during
the piglet period (birth to 9 weeks of age)

Contrast+S.E

no receptor Prob-
Trait receptor F-ratio value x S.D.
Live weight at 3 weeks, kg 0.25*0.12 45 0.04 5.8 11
Live weight at 6 weeks, g 0.57*0.21 7.0 0.009 105 1.9
Live weight at 9 weeks, kg 0.39*0.36 1.2 0.28 16.2 3.0
Live weight at start test, kg 1.18+0.55 4.6 0.03 24.2 4.7
Kg lean at start test 0.49*0.22 5.2 0.02 8.4 1.9
kg fat at start test 0.15*0.07 4.8 0.03 2.6 0.6
Kg bone at start test 0.12+0.05 5.8 0.02 2.7 0.4
Daily gain of lean, g 6.0+2.7 5.0 0.03 103.7 224
Daily gain of fat, g 1.8+0.9 4.5 0.03 32.4 7.3
Daily gain of bone, g 1.5+0.6 5.5 0.02 33.4 5.4
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Table 2. The effect of the K88 receptor on production traits registrated
during the test period (12 weeks of age to slaughter at 100 kg
live weight) and after slaughter

Contrasts.E.

no receptor - Prob-
Trait receptor F-ratio value x S.D.
Live weight after 2 weeks
at test, kg 0.38+0.74 C3 0.61 311 6.5
Live weight after 6 weeks
at test, kg 0.82+1.15 0.5 0.48 50.1 10.6
Live weight after 10 weeks
at test, kg 1.25+1.42 0.8 0.38 74.6 13.5
Days on test 0.00+1.53 0.0 0.99 98.0 14.0
Average daily gain, g -10.5+11.0 0.9 0.34 798 100
Daily gain lean, g —11.1+4.1 7.3 0.008 34 3
Daily gain fat, g 4.5+4.2 1.2 0.28 192 40
Daily gain bone, g -0.9+0.9 1.0 0.32 64 7
Kg feed/kg lean 0.24+0.14 2S 0.09 7.57 1.29
Meal/kg lean 0.79-0.41 3.8 0.05 22.3 3.5
Dig. protein/kg lean 0.034+0.017 3.7 0.06 0.915 0.148
Lean % -0.85+0.35 5.9 0.02 55.7 31
Fat % 0.30+0.39 4.2 0.04 31.0 35
Bore % 0.05+0.08 0.5 0.47 131 0.7
Backfat, nm 1.03+0.48 4.6 0.03 20.3 4.6
Carcass length, nm 2.00+3.26 0.4 0.54 939.5 29.0
Meat colour -0.04t0.46 0.0 0.93 24.7 35

IMVARY

Ore important virulence factor of enterotoxigenic EiheAAjdvia. c.oLL iS the
ability to adhere to the epithelial cells in the small intestine. The ad-
hesion of E.zoti kss to the small intestine of pigs, which is promoted by a
dominantly inherited receptor in the host, waes studied after slaughter in
approximately 600 crossbred pigs. Adhesion between epithelial cells obtained
from different parts of the small intestine and E.coLL kss occured in about
40% of the pigs studied.

The results indicate that there are differences in performance of pigs be-
longing to the two phenotypes (receptor - no receptor) which are discussed.
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ABAVVENFASSUNG

Ein entscheidender Ansteckungfaktor bei enterotoxinbildenden Stanmmen von
E.coJLL ist die Fahigkeit an den Epithelzellen des Dunndams anzuheften.

Die Haftfahigkeit von E.coJu. kss die durch einen dominant vererbten Darm
zellenfaktor erleichtert wird, wurde bei etwa 600 Schlachtschweinen unter-
sucht. Bei Liber 40% der Schweine wurde eine Anheftung zwischen den Epithel-
zellen des DUnndarms und den E.coLL kss Organismen gefunden.

Die Resultate andeuten dass Schweine von den zwei Phanotypen (Rezeptor -
kein Rezeptor) verschiedene Produktionsleistung haben.

RESUVEN

Unh importante factor de virulencia de la enterotoxica E.coi-t €s su capacidad
de adherirse a las celulas del epitelio en el intestino delgado. La adhesiofi
de E.coL1 kss al intestino delgado, lo cual es favorecido por un caracter
hereditario dominante en el huesped, fue estudiado en alrededor de 600 cer-
dos hibridos, despues de muertos. La adhesion de la E.cotc a las celulas del
epitelio en diferentes partes del intestino delgado ocurrio en alrededor del
4% de los cerdos estudiados.

Los resultados indican que hay diferencias en el de los cerdos
pertenecientes a los dos fenotipos (receptor - dador) los cuales son

discutidos.
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