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Table 4
Male Sexual Behavior, Significant Effects

Intromission Latency (Seconds)

Test 1 Test 2
Mean SEM Mean SEM
Drug 565.6 157.1% , 635.7 139.5] +
Pair Fed 187.3 31.0-ll s 2574 65.3 n
Ad-lib Fed 141.3 258 357.3 117.7] -8
*F(1,30) = 6.72, using pooled error term, p < .05. TF(1,30) = 4.72,

using pooled error term, p < .05.

The only drug-related deficit in sexual behavior tests
was a delay in the onset of copulation (increased intromis-
sion latency). Once drug-treated animals began copulat-
ing, their behavior was not significantly different from
that of controls. Beach (1956) proposed that masculine
sexual behavior is composed of at least two factors, an
arousal mechanism leading to the onset of copulation and
a copulatory mechanism that sums the effects of repeated
intromissions until an ejaculation is triggered. It is the
arousal factor that was impaired by the current prenatal
c-methylphenylalanine plus phenylalanine treatment. This
result contrasts with the effects of perinatally administered
dopamine-related drugs, which produced deficits in the
hypothetical copulatory mechanism, but not in sexual
arousal (Hull, Nishita, Bitran, & Dalterio, 1984).

In summary, maternal administration of c-methyl-
phenylalanine plus phenylalanine during pregnancy
resulted in several kinds of behavioral deficits in the off-
spring, beginning at 10 days of age and continuing well
into adulthood. In the tests of swimming development,
both the drug, per se, and nutritional deprivation result-
ing from appetite suppression appeared to produce addi-
tive effects. This finding underscores the importance of
using nutritional controls in tests of animal models of
PKU. On the other hand, the deficits in active avoidance
and in sexual arousal appear to have resulted from the
drug, per se. It is not clear whether the lack of nutritional
effects on these measures was due to the longer time since
the drug treatment or to the different requirements of these
tests. Maternal treatment with o-methylphenylalanine plus
phenylalanine during gestation has resulted in enduring
behavioral deficits in the offspring; therefore, this regi-
men appears to produce a useful model of maternal PKU,
which may be used in the search for more effective treat-
ments for this disorder.
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