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INTRODUCTION AND AIM OF WORK 

The inciJcnce of condylomata acuminata infection has shown a steady 

increase for adults aud children in recent years (Stumpf, 1980). Pregnancy may 

predispose women to active human papilloma virus (HPV) infections and 

clinically evident condylomas are allen observed to grow more rapidly during 

pregnancy (Rando ct a!., 1989). Anal condylomata and sexually transmitted 

diseases (STGs) arc common m patients who test positive for the human 

immunod cficiency virus (1-11 VJ (Beck et al., !990). 

Few patients have prot,rression to aggressive, regionally distributed. lesions 

that can be life-threatening (Alex et al., I 990). With the discovery that the viral 

agents of this disease arc potentially neoplastic (Lynch, 1985), a disorder that 

was once considered a nuisance is now taking on lleW-fOlllld illlport<mce and 

conccm. It is also important that female patients have cervical cytology, 

because cervical intraepithclial ncoplasias (C1Ns) arc often associated with 

genital HPV infection (Reid ct al., 1984a). J-IPV infection has been incriminated 

with Lkhisccncc of episiotomies in the immediate poslp<lrtum period (Russell ct 

a!, 1990). 

J\ltilougil tile natural ilistmy of HPV infection of the female genital tract is 

now well characterized (Reid ct a!., 1987), less is known about the productive 

lesion in n1en responsible for the transmission to women. Semen specimens 

from mcu vlith intramcatal penile warts, tested by Sou them blot hybridization, 

were positive lor IIPV types 6/11 (Jonathan ct al, 1989), this obscrv;~tion nwy 



have implications for screening of semen used for artilicinl insemination by 

donor (AID). It has been reconuncmlcd that all men attending AID clinics 

should be examined clinically and those who give a history of genital warts or 

have lesions be excluded (Barratt et al., 1989). 

Treatlll(;llt of nnogenital wmis is oflcn difllcult, and no one form of 

therapy is eflcctivc. None of the treatment methods eradicates the lll'V, and 

genital wart recurrences are seen with each metlloJ. Furthermore, the 

knowledge that these lesions are ot1ell sexually transmitted, and the ever­

increasing concern over child abuse have combined to make the recognition and 

treatment of this disease in the pediatric population of even greater sit,'11ificance. 

The aim of this work, owing to the importance of the subject of genital 

warts, is to present a thorough review of this disease. 
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NO:\IENCLATURE AND DEFINITIONS 

The term condyloma acuminatum ( condylome =knuckle; acuminatum = 

pointed), pl. condylomata acuminata, was originally used to emphasize the 

difference between anogcnital wa.Iis, which are usually protuberant, and the 

flatter syphilitic lesions, condylomata lata. Condylomata acuminata became an 

accepted term, mostly in the American literature, for viral anogenital warts. 

With recent developments in the understanding of HPV disease, it is clear 

tllirt the tcrrn is used variously to denote (I) the classical protuberant type of 

anogcnital wort only, (2) all clinically idcntiliable IIPV discosc of the anogcnital 

region including flat warts on the extemal genitalia and cervical 'flat 

condylomas', (3) all clinical lesions due to the HPV types usually associated 

with genital warts, including those in extragenital sites, e.g. the mouth. 

The term condyloma acuminatum, which strictly referred to a p::1rticular 

clinic;ll Wid histological lesion, has generally been dropped in favour of genital 

(or auogeuital) wart. Warts are benign proliferative lesions of cutaneous 

epithelium (Rowston and Mahy, 1967), whereas lesions arising Jh)lll metaplastic 

or nonkcratinizing squamous cpitilclium of the mucosa arc referred to ;ls 

condylomata or paprllomas (De Villiers, I n9). 

The .so-c;!lled 11at or non-condylomatous condylomata, now often termed 

' sub-clinical JJPV infection (SPJ) refer to occult infection, tile lesions being 

demonstrable only by colposcopy, cytology or biopsy. The recognition by 

Meisels ct al., in 1982, of the similarity of changes in ccrvic<d dyspbsia to those 

J 



seen m condylolllata prolllpted them to reclassif)' 90<Yo of lllild dysplasias as 

condyloJna planUJll. 

The possibility of Jcsi!plating a subset of cervical papillomavirnllcsions 

Ill which tlH.:re is a particular risk of malignant transformation was discussed by 

Meisels ct al., in 1981. The distinction between these 'atypical condylomas' and 

conventional f1at condylomas can be made by analysis of their nuclear ONA 

content and histology. Lesions which arc euploid or polyploid rarely progress, 

whereas lesions \vhich arc aneuploid oflcn proceed to higher grades of CIN. 

The presence of abnormal mitoses is the most reliable histological criterion for 

aneuploidy (Fu ct al., I 981 ). Meisels ct al., in 1977, reserved the tenn inverted 

condyloma for similar clinical lesions that histologically show an endophytic 

growth pattern. Latent (i.e. immunologically controlled)infection, in wi1ich 

sequences 'Of HPV arc identified in clinically and histologically normnl epithelia, 

is common on the cervix and undoubtedly occurs on the external genitalia ns 

well ('l'oon ct al., 1986). 

In rare instances, appear giant condylomas with clinical tCnturcs of 

invasiv-.:ly gn~wing, uon-mctastasiziug carcinomas, but with no histological signs 

of mnlignancy. These tumours arc called Duschkc-Locwenstcin tumours anJ arc 

regarded as <I variant of true eXtensive condylomas or as an intennediatc stntc in 

the ll.:\ c:llljllllCJJ! or ClllCCJ" from cundylomas (;lclnnauz (J!Jd Uwur, l 'J80a) and/or 
' 

as a V~lri~iJt uf well differentiated squamous-cell or verrucous carciuoma (Kraus 

ami i'ercz I 966). 
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EI'WEMIOLOGY OF GENITAL WARTS 

Prcvalcn(c And I.ncitlcncc of Genital \Varts: · 

\Vhilc many studies have focused on infections of females, far fewer have 

cxcunined the prevalence of genital I lPV infection in males, probably owing to 

the comparatively lower frequency of genital malignancy in males and to 

diiliculties in obtaining adequate specimens. Grussendorf et al., in I 987, 

demonstrated HPV DNA in 5.8% of penile swabs from the glans and sulcus 

coron:1 gland is of men without clinical evidence of genital IIPV infection. 

A skady seven-to eightfoldincrcasc in the incidence of anogcnital waris 

between 1950 and 1978 was recorded fi·om unusually comprehensive morbidity 

statistics in Rochester, Minnesota (Chuang ct a!., I 984). The Rochester study 

found an adjusted male: female incidence ratio of I: 1.4 for anogenital warts, 

with mcdi;m ages of 22 for women and 2G for men. Anogcnital warts are also 

being reported with increasing frequency in childri.!n (Shelton et al., 198G), and 

the reported age of onset varies from one day to 13 years. Girls arc more often 

affected than boys (De long ct al., 1982). Published data from au STD cliuic iu 

Georgia also reflect that genital warts arc more common among whites than 

blacks (Becker, 1984). 

Coudylonwta acuminata involvement of the unnary tract is considered 

rare. Kleiman anJ L~mcastcr, in !9G2, estimated that 5(% of all cases of 

condylomata acuminata involving the external genitalia would result in 

involvt.:JIH:lll of the urinary tract, but t.:s!imatcs as high as 23(Yu arc found in the 
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literature (Fuselier et al, !980). In their review, Kleiman and Lancaster found 

that the Jiscasc was most conHnonly limited to the external urethral meatus or 

distal urethra, rarely involved the entire urethra, and never involved only the 

posterior uretl1ra. 

Naturalllistory of Genital Warts: 

J\lthough cervical condylomata· acuminata are a benign proliferation 

usually with a polyploid or diploid DNA content (Winkler ct al., 1984), the 

lesions represent a marker for possible exposure to high-risk l!PV types. They 

also represent a marker of higb risk of synchronous or mctachronous 

development of CJN. At least 20% of women with clinically apparent cervical 

condylomata ac.uminata will have coexistent CIN. Condylomatous chnnges 

were identified in 8YYo of cervices that were afl'ectcd by CIN ami were in direct 

contact with GS% of CINs. This shows a direct topographic relationship 

between cervical condyloma anJ CIN (Kaoru eta!, 1987). Tile implicatious of 

this should be clear to the practicing dermatologist. Patie11ts with cervical 

condyloma need close gynecologic follow-up to look fur malignant 

transformation. Cervical visualization for women with external genital warts 

would seem :1dvisable. Female partners of men with penile \Varts should also be 

exalllincd for CIN. \VoiHen with clinically detected cervical condylmnata 

acuminata should have colposcopy and biopsy. 
' 

SPI <tpparently represents the earliest stage 111 the Cl N continuum and 

slwuld be seen as the earliest cervical lesion cz1pablc of progressing to invasive 

c'mcer (Reid et a!., 1984a). Women with a IJistOiy ofkoilocytotic atypia on a 
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cervical slll.ear have an increased risk ofCIN3 and invasive cancer (Mitcilcll et 

nl, 1986) Evans and Monaghan, in 1985, demonstrated that 16% of 

histologically proven cervical SP1 progreSsed to CIN 2-3, including one micro­

invasive carcino!lla, \Vi thin a I 2-month period. This progressive potcnti3l of 

mild cervical atypia was also documented by Campion and colleagues in a 

recent pruspcctivc study (Ca!llpion ct al., 1986). Of women with cytologic ;uHJ 

colposcopic evidence of mild cervical atypia, 26% pro~o,-csscd to histologically 

proven CIN3 within a 2-year period. Moreover the spontaneous regression rate 

was very low (II%). Those women who did regress remained at high risk of 

future recurrence of their cervical disease. These results were vc1y similar to tlle 

earlier prospective study of Richart and Barron (Richart and Barron, 1969), but 

the transit time to ClN3 for the modern group of young women was shor1cr. 

The natural history of vaginal condylomata acuminata tends to be one of 

spontaneous regression. However, the length of time over wl1ich this occurs is 

cxtreiJlcly variable. In particular, treatnlt:Ill of cc:rvical and vulv~Jr disease lll<l)' 

Oc followed by spontaneous regression of vaginal lesions The presence uf 

vaginal condylonwta acuminata also indicates an increased risk of exposure to 

high-risk IIPV types. Thus colposcopic examination of the cervix should be 

pcrfOrllled in the presence of vaginal condylomata acuminata regardless of the 

ccrvicll cytology report. Vaginal intracpitildial neoplasia (VAIN) including 

VAIN·; (severe dyspl<!Sia/can.:inoma in .:-;it~l) has been reporkd in associatioll 

with vaginal condylomata acuminata (Woodrutl; 1981) and maligmnt 

Cl)ilVcrsron of v~Jginal condylom<Jta has been rcportcJ (Schmauz al!d Owor, 

I 980b ). 
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