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Condylomata acurninatum is common 
in the adult population. However, 
when reported in the prepubescent 
child, it should be considered with a 
high index of suspicion since it may 
be a subtle sign of extensive child 
abuse, as in the case reported. Child 
abuse is stereotyped as the battered 
child syndrome, but sexual abuse is 
being more frequently recognized in 
today's children. It is not associated 
with typically blatant physical abuse, 
but rather, subtle threats and 
psychologic trauma. Most of the 
previous reports of prepubescent 
condylomata in the literature have 
overlooked the association with 
abuse. While there is evidence of 
noncoital epidemiology, condylomata 
in prepubescent children is more 
likely to be associated with child 
abuse. The assistance of a 
multidisciplinary team can be helpful 
to the physician, the family, and the 
child in both recognition of the 
problem and initiation of therapy. 

There are few reports in the literature of condylo­
mata acuminatum in children. Of these, most ei­
ther reported a congenital transmission of the 
virus or have not commented on the mode of trans­
mission. Recently, perhaps because of increasing 
concern for children's welfare, there have been re­
ports of condylomata acuminatum as a result of 
sexual molestation.1•

2 Transmission of these le­
sions are well documented in the adult population, 
especially by the venereal route. It has not been 
widely appreciated that condylomata in the pre­
pubescent child may suggest child abuse. Because 
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of this, the finding should be approached with a 
high degree of suspicion and be evaluated from a 
social, as well as medical, standpoint. This is a re­
port of a child who presented with such findings. 
Only after persistent investigation by both medi­
cal personnel and social service was a history of 
sexual abuse elicited. 

Report of case 
A 5-year-old black female presented to the emergency 
room with a complaint of acute perineal bleeding. Her 
mother related that this was the result of her falling in 
bed and hitting a bedrail. Abuse or sexual contact was 
denied. Physical examination at that time revealed a 
minor laceration of the labia minora with friable condy­
lomata of the perineum and labia. Cultures and serolog­
ic evaluations were performed and, on recommendation 
from the gynecology service, therapy for condylomata 
acuminatum was deferred . A child abuse report was 
filed with state and local agencies and a return visit was 
requested in 1 week. 

At the return visit, the mother said that the patient 
admitted to having been the victim of several sexual as­
saults over the past several months. The mother's boy­
friend had been reported as the perpetrator. The mother 
also related a change in the patient's behavior; she was 
quiet, sleeping poorly, and complaining of painful urina­
tion. Serologic evaluations and cultures for gonorrhea 
were negative from the emergency room visit. Appropri­
ate medical therapy was instituted for condylomata, and 
the family was referred to a local counselling service. 

Review of literature 
The literature on condylomata acuminatum in 
children is sparse. The explanations of transmis­
sion in children seem to mostly delete the impor­
tant aspect, that of coital contact. Patel and Groff 3 

reported a case of an 18-month-old girl who pre­
sented with white vaginal discharge, bloody drain­
age, and a large cauliflower-like condylomata of 
the labia and hymen. This child was born to a 
mother who had been treated for condylomata in 
the last trimester of pregnancy. The lesion, which 
had been present for approximately 5 months, was 
treated with a combination of surgery and podo­
phyllin. This case was the first English language 
report of a probable congenital transmission of 
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condylomata. Previous cases had not confirmed 
preexisting maternal condylomata. Later, Tang4 

suggested that congenital condylomata might be · 
disseminated hematogenously, as well as by conti­
guity. He reported a case of a premature infant 
born to a mother with condylomata. Her intact fe­
tal membranes were hypothesized to prevent as­
cending transmission. 

Goldman and coworkers5 reported on three chil­
dren, 14 months to 16 years in age, with condylo­
mata. In two, it was noted that an adult in the re­
spective family had condylomata; in the third (a 
16-year-old male) , it was noted that he also had 
periungual verrucae. No explanation of the mode 
of transmission is offered in this communication; 
however, it is implied that condylomata acumina­
tum may be transmitted in a family in a fashion 
similar to verruca vulgaris and verruca plantaris. 
Storrs1 followed up Goldman's letter. He reported 
on two children with condylomata who were 
strongly suspected of being victims of sexual mo­
lestation by family members. It was suggested 
that Goldman reevaluate his cases for the possibil­
ity of abuse. 

Stumpf' reviews three cases. He noted a six­
year-old and two five-year-olds with a later onset 
of condylomata acuminatum. In two cases, there 
was no history of family members with condylo­
mata. He suggested that these cases were exam­
ples of an epidemic-like spread into the pediatric 
population, "because more adults in more family 
units are carrying the infection." He further stated 
that noncoital transmission is likely because the 
parents "denied direct genital contact." 

The first documented report in the English lan­
guage literature of condylomata from child abuse 
was by Seidel and associates. 2 He reported four 
cases of condylomata, three of which were ad­
mitted to be associated with sexual abuse. None of 
these children presented with complaints of sexual 
abuse; rather, the presenting complaints included 
warts on the vagina, rectal bleeding, pain on defe­
cation, and blood stains on underwear secondary to 
"falling on a rock." Only after further investiga­
tion by social agencies were histories of sexual con­
tact elicited. The authors further recommend 
screening these children with VDRL and cultures 
of pharynx, rectum, and genital areas for gonor­
rhea. 

Discussion 
Modern literature is replete with discussion of the 
transmission of condylomata. The etiologic agent 
is a papilloma virus, which is morphologically 
similar to, but antigenically different from, ver­
ruca vulgaris. Incubation periods vary from 6 
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weeks to 8 months. It has been documented that 
these lesions may be transmitted by sexual contact 
and congenitally. Noncoital transmission of the 
virus has not been conclusively demonstrated in 
spite of reports of such in the literature. Congeni­
tal transmission in the newborn has been substan­
tiated by convincing circumstantial evidence. 
Stumpf' reviewed 22 cases in prepubertal children 
who denied direct genital contact with infected in­
dividuals. Although it is suggested that these 
cases were the result of epidemic exposure, the 
possibility of sexual contact is neither explored in 
depth nor eliminated. 

The case study presented here is not remarkably 
different from those of Seidel. 2 It is significant that 
the child reported sexual abuse from a maternal 
paramour. Other reports might have produced 
such information, had there been suspicion from 
the investigators. 

Sexual abuse in children is not uncommon; it 
may involve any kind of sexual act between the 
child and an adult. There may be isolated in­
stances or repeated abuse. The prepubertal child is 
often left confused and disturbed following these 
instances. It should be remembered that when 
children finally discuss this event, they rarely 
make up stories about sexual abuse. 7 

When examining a child with condylomata acu­
minatum, the physician should maintain a high 
index of suspicion. A history of sexual contact rare­
ly is obtained in the initial interview. If sexual 
contact is denied upon questioning, further inves­
tigations need to be considered. Social agencies are 
often more attuned to dealing with this type of 
problem.8 It would not be unusual, as demonstrat­
ed by Seidel,2 that further interviews with the 
family and child will reveal a history of the illness. 
While protection of the child is the principal goal, 
comprehensive family therapy is mandated. Social 
services demonstrate value with the initiation of 
therapy. The family may be more attuned to a co­
operative relationship with the assistance of a 
social worker. The medical needs of the patient in­
clude appropriate management of the condylo­
mata, as well as screening for other venereal 
diseases. 
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mcoordmat1on. disturbed concentratiOn . extrapyramidal symptoms, mcludmg , rarely, tardive dyskinesia. 
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Card,ovascu/ar-atrial arrh~hms (mcluding alnal fibn llaiiOn) . myocardial mfarction. stroke. heart block 
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Antrchotmergrc-sublingual adem11s, dilation ol the unnary tract. 
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Gastrorntestrnal-stomatiliS, black tongue 
fndocrrne-gynecomaslla . 
Other-alopecia. 
OVERDOSAGE 
Srgns and Symptoms 
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lmponant 
Renal1mpa11ment may develop three to five days alter substantial overdosage in pat~ents who may appear otherwise recovered. Oli­
guna. hematuna. and renal fa il ure have been reported. Tubular necros1s and rhabdomyolysi~W IIh myoglobmuna may also occur m 
such cases Treatment IS the same as that for non-drug·mduced renal dysfunction In a limited senes ol cases of renatla1lure fo llow­
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In general. treatment ol overdosage must be symptomatiC and supportiVe II the patient is conscious. induced emesis fo llowed by 
gaslnc lavage with appropnate precautions to prevent pulmonary aspirat1on should be accomplished as soon as possible. following 
lavage. activated charcoal may be admm1stered to reduce absorption. An adequate airway should be established in comatose patients 
and ass1sted ventilatiOn mst1tuted 11 necessary Convuls1ons. should they occur, may respond to standard anticonvulsant therapy: 
however. barbiturates mar potentiate any respl!atory depreSSIOn SpecifiC treatment should be gUided by the predommant symptoms 
wh1ch may suggest use o a particular pharmacologic agent For example. the slow Intravenous administration of physostigmme sali· 
cylale has been reported to reverse most of the senous cardiOvascular and CNS elfects of overdosage w1th tncychc antidepressants. 
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eral days due to sustamed excessiVe drug levels. Unexpected card1ac deaths have occurred up to SIX days post-overdose w11h other 
antidepressants The ORS mterval of the electrocardiogram appears a reliable correlate ol the seventy ol overdosage. lithe ORS 
interval exceeds 100 m1lhseconds an~ 1 me durmg the first 24 hours alter overdose. card1ac function should be continually momtored 
for f1ve or six days. (Prolongation of the ORS interval beyond 100 milliseconds has not been reported with ASENDIN over-dosage, 
andtherehavebeennodeathsduetoprimarycardiactoxicity.) 
The smallest est1mated lethal overdose reported has been 2.6 grams. On the other hand. some patients have surviVed much larger 
overdoses Age and physical cond1110n of the patient. concomitant mgest1on of other drugs. and especially the interval between drug 
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DOSAGE AND ADMINISTRATION 
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II no response IS seen at 300 mg. dosage may be increased, dependmg upon tolerance. up to 400 mg da~y. Hospitalized patients 
who have been refractory to antidepressant therapy and who have no h1story of convulsiVe se~zures may have dosage ra1sed cau ­
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