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SUMMARY

Cancrum Oris (Noma) has been known to mankind since time immemorial. Its public
health importance is lately being realised especially in Africa, where majority of the
cases occur. It affects those whose immune systems are compromised and thus, it is
no wonder that it is being reported in HIV infected individuals. This development could
have serious implications regarding the impact of the HIV pandemic globally and in
particular the African region where poverty is rife.

INTRODUCTION

Cancrum oris, otherwise known as Noma is a
disease of antiquity described by Hippocrates and Galen
among other authors. The term Noma was derived from
a Greek verb ‘to devour’. It presents as a severe form
of ghngrene that destroys both the soft and hard tissues
of the mouth and the face, especially in children.
Poverty, poor oral hygiene, malnutrition, childhood
fevers and other conditions resulting in reduced host
resistance such as the human immunodeficiency virus
(HIV) infection are known predisposing factors(1,2).
Although Noma occurs mainly in children, there have
been reports of the disease afflicting adults with
leukemia and immunodeficiency(3).

Noma usually presents initially in the form of
ulcers in the oral mucosa and bleeding gums with areas
of necrosis. The cheeks, chin and lips soon swell
rapidly and develop dark greyish areas, which if
untreated disintegrate to expose destroyed soft and hard
tissues. A case-mortality rate of 80% has been reported
for those who do not receive treatment at this late
stage(1,3,4). The mortality has, however, decreased
since the advent of antibiotics, improvement of sanitation,
vaccination and effective treatment of childhood fevers.
Those who survive Noma are usually disfigured for life
coupled with functional problems requiring complex,
multistage reconstructive surgery. The emergence of
HIV in the early eighties has led to a resurgence,
discovery and alteration in the clinical presentation of
some recognised clinical manifestations of diseases. It
is, therefore, not unusual that cancrum oris could
present in an individual who may be HIV infected. This
report presents two HIV infected cases of cancrum oris.

CASE REPORTS

Case 1: A five year-old boy was referred to our
department for management of a rapidly spreading gangrenous
ulceration of the right cheek of about one-week duration.

During this period there were also fevers, lassitude, anorexia
and general irritability. Prior to this the child had had
recurrent and prolonged diarrhoea, skin rashes and progressive
weight loss for a period of years with one hospitalisation.
Immunisation was incomplete. The family - history revealed
that the child was a fourth born among five siblings. The
child’s father had died. The last-born child in the famin (fifth
sibling) was reported to have died at the age of three months
of an unknown illness. The remaining three siblings were
alive and well.

General examination revealed an ill-looking child,
lethargic, febrile and pale. He was small for his age, irritable
and moderately dehydrated. Detailed examination revealed an
oedematous right cheek with a well demarcated ulcer, which
emitted a foul smell (Figure 1).

Figure 1.

Tissue defect exposing dentition in cancrum oris

Laboratory investigations yielded results that were
significant for low haemoglobin (Hb 7.0g/dl) and increased
polymorphonuclear leukocytes (polymorphs 59%, lymphocytes
30%). The total protein was 59g/l and albumin 15g/l. The
child tested positive for HIV using the ELISA technique.

Case 2: A three year-old boy was referred from another
district hospital for the management of a gangrenous ulceration
of the right cheek. The lesion was reported to have been
preceded by vague toothache. The child’s mother provided
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a past history of recurrent diarhhoea, a cough and poor
growth. The child was not fully immunised. He was the last
born in a family of six of separated parents. The first-born
child died at birth but the other two siblings were reported
to be alive and well. The child's mother agreed to having
been coughing and losing weight over ‘a period of the
preceding few months.

General examination revealed an acutely ill-looking
child who was lethargic, pale and febrile. He was moderately
dehydrated and small for his age. There was right facial
oedema with a gangrenous, foul smelling, full thickness
ulceration of the right cheek whose margins were well
demarcated (Figure 2). He weighed 7.6 kg on admission.
A diagnosis of cancrum oris related to acquired
immunodeficiency or protein-energy malnutrition was made.
Laboratory investigations yielded results that were significant
for low haemoglobin (Hb 5.4 g/dl) and proteins (Total
protein 40g/l, albumin 10 g/1). The ELISA test for HIV was
positive.

Figure 2

Full thickness soft tissue destruction in cancrum oris

DISCUSSION

The definition of cancrum oris as given by
Tourdes(1) and quoted by many authors(2,3,5) can
hardly be improved upon. Though Noma is a disease
recognised since ancient times, its public health
importance is just being realised. The risk factors of
cancrum oris are well defined and have been reviewed
in the available literature. These include protein energy
malnutrition (PEM), vitamin A deficiency, poor oral
hygiene and a state of debilitation often as a result of
malaria and childhood fevers(1,2,5,6). It is suggested
that the interaction and/ or increased virulence of
certain organisms in the periodontal and oral mucosa
of a susceptible host is an essential prerequisite for the
genesis of cancrum oris. The principal organisms are
fusobacterium necrophorum and prevotella
melalanninogenice (7,8).

Some researchers are of the view that acute
necrotising ulcerative gingivitis (ANUG) is an antecedent
lesion of cancrurn oris(7-10). Whether cancrum oris
arises de novo or is an extension of ANUG is debatable.

Available evidence from studies conducted among
Nigerian children indicates an increase in the incidence
of ANUG without a corresponding rise of cases of
cancrum oris(8,9). A global increase in the incidence
of ANUG associated with HIV/AIDS has also been
reported with the frequency ranging from 4.4% to
16.0%(6,10). Not all these cases of ANUG, however,
develop into cancrum oris. A study conducted on the
clinical features and management of cancrum oris
among eight HIV/AIDS patients(6) did not report any
evolution of ANUG to cancrum oris. The authors of
this paper are of the opinion that the complex interaction
of poverty with pre-existing malnutrition or protein loss
due to recurrent and chronic diarrhoea associated with
HIV infection may be the predisposing factors to
cancrum oris in these two cases.

The two cases which presented only eight months
apart, exhibited many features of cancrum oris and
revealed many management challenges that this category
of patients present to a clinician. Although wound
healing was satisfactory after admission and parenteral
antibiotic therapy, the risk of inter-current infection
would make administration of general anaesthesia and
reconstructive surgery hazardous for such patients. The
case might be different, however, if the patients were
on antiretroviral therapy when reconstructive surgery
may be considered. Considering the unabated rise in
the incidence of HIV/AIDS in many developing
countries, many more children may be affected and this
poses a big challenge to the medical profession. There
exists a daunting task for health workers and especially
oral health professionals to spearhead advocacy for
measures that will reduce the incidence of HIV infection
and appropriate management protocols for those
presenting with complications of HIV/AIDS.

ACKNOWLEDGEMENT

Our sincere thanks to Dr. Phiri and the nursing
staff of the children’s’ medical ward at Queen Elizabeth
11 Hospital for their support in the management of the
two cases. We appreciate the Ministry of Health Ethics
Committee for granting permission for the publication
of this manuscript.

REFERENCES

1 Enwonwu, C.O. Noma: a neglected scourge of children in
sub-Saharan Africa. Bull. World Health Org. 1995; 73:541-
54S.

2. Leclercq, M-H. Can dentistry tackle inequality? The
challenge of Noma. FDI World. 1999; 2:9-13.

3. Barmes, D,E., Enwonwu, C.O,, Leclercq, M-H., Bourgeois,
D and Falker, W.A. The need for action against oro-facial
gangrene (Noma). (Editorial) J. Trop. Med. Intern. Health.
1985; 2:1111-1114.

4.  World Health Organization. Oral Health in the Aftican
Region; A Regional Strategy 1998; S, Harare, Zimbabwe.

5. Marck, K.W. Noma: in Europe yesterday... in Africa today,
in Noma Contact. World Health Organization. 1999; 2:8.



September 2002

EAST AFRICAN MEDICAL JOURNAL 501

6. Chidzonga, M.M. Noma (cancrum oris) in human 8.  Osuji, 0.0. Necrotizing ulcerative gingivitis and cancrurn
immunodeficiency virus/acquired immunodeficiency oris (Noma) in Ibadan, Nigeria. J. Periodontology. 1990;
syndrome patients: report of cight cases. J. Oral and 61:769-772.

Maxillofacial Surg. 1996; 54:1056-1060. 9.  Taiwo, J.O. Oral hygiene status and necrotizing ulcerative

7. Enwonwu, C.O. Epidemiological and biochemical studies gingivitis in Nigerian children. J. of Periodontology. 1993;
of necrotizing ulcerative gingivitis and Noma (cancrum 6?”072‘1074' o L
oris) in Nigerian children. Archives of Oral Biology. 1992; ~ 10. Pindborg, J.J. and Holmsuup, P. Necrotizing gingivitis
17:1357-1361. related to human immunodeficiency virus (HIV) infection.

Afri. Dental J. 1987; 1:5-8.
CORRECTION
In an article published in the July 2002 issue pages 355-359 by Y.T. Asrat, AM. Omwega and J.W.G.
Y y pag y g
Muita entitled “Prevalence of vitamin A deficiency among pre-school and school-aged children in Arssi
zone, Ethiopia,” we inadvertently omitted some of the references. This error is highly regretted, and
below are all the twenty two references to that article.
REFERENCES 12. Yonas, T. and Tezera, E. Blinding malnutrition: A serious
] . o threat in a district of Arsi zone, central Ethiopia. Report of

I~ IVACG. The symptoms and signs of vitamin A deficiency the XVIInternational Vitamin A Consultative Group meeting,
and their relationship to applied nutrition. Monograph, Chiang Rai, Thailand, pp. 81 (abstract). 1994. Washington
IVACG, 1981. Washington DC. DC. ‘

2. MclLaren, D.S. and Frigg, M. Sight and life manual on 13 paq, 1. and Gopaldas. T. Is vitamin A deficiency a public
vitamin A deficiency disorder (VADD). Task Force Sight health problem in underprivileged school boys (5-15 years)?
and Life. 1997. Basel, Switzerland. o Nutrition Review. 1986; 6:1051-1061.

3. World Health Or gz.\.mzat]‘on. Databank: Vitamin A~ 14 ginha, D.P. and Bang, F.B. Seasonal variations in signs of
deflqency in countries of the Affican region, 1993. vitamin A deficiency in rural west Bengal children. Lancet.
Working: paper. 1973; 11:228-231.

4. De« $ole, G Belay, Y. anq Zegaye, B. Vltam'm‘ A 15.  Beaton, G., Martorell, R., Aronson, K., Edmonston, B.,
deficiency in Southern Ethiopia. Amer. J. Clinical McCabe, G., Ross, A.C. and Harvey, B. Effectiveness of
Nutrition. 1?.85; 45:780-784. vitamin A supplementation in the control of young child

5. Wo.lde—Gebnlf:, Z'; Demel;e. ) T. and West, C;E morbidity and mortality in developing countries. ACC/SCN
Xerophthalmia  in = Ethiopia: A nationwide Nutrition Policy Discussion Paper No. 13. 1993. Geneva,
ophthalmological, biochemical and anthropometric survey. 16. Bushra, HE.and Tom, A.R. Vitamin A deficiency: A public
Euro. J. Clinical Nutrition. [1991; 45:469-478. health problem in eastern Sudan. East Afr. Med. J. 1987;

6. Wolde-Gebrile, Z., Gebru, H., Fisshea, T. and West, C.E. 64:782-789. |
Vitamin A, iron and iodine status in children with severe 7. Yona, T., Abera, A. and Wolde Gebril. Z. Nutritional
vitamin A deficiency in the rural village in Hararghe blindness in Tigrai region, northern Ethiopia. Ethiopian J.
region of Ethiopia. Euro. J. Clinical Nutrition. 1993; Health Development. 1997; 11:157-162.

; ‘:/7: 10f1~ 144' Tezer 18.  Sommer, A. Vitamin A deficiency and its consequences: A

. onas, T., ez.exa,.F‘, Meﬂla'ku. U.. Jemal, H. and field guide to detection and control. 1995. Monograph,
Wondemu, T. Vitamin A deficiency: A serious threat in WHO, Geneva,
Dodeta district in central Ethiopia. East Afri. Med. J. 19.  WHO/UNICEF/USAID/HKI/IVACG. Control of vitamin
1996_; 73:303'3_07' . _ ' A deficiency and xerophthalmia, No. 672, pp. 13-16. 1982.

8. Bieri, G, Tolliver, T. and Catignani, G. Simultaneous WHO Technical Report Series. Geneva
determination of tocopherol and retinal in plasma or red 20.  Tarwotjo, I, Sommer, A Soeéiharto T Susanto. D. and
Ze/l.ls‘l‘)yl l;gh pressure hf‘lu‘d_ chromatography. Amer. J. Muhila (1982). Dietary practice and xerophthalmia among

tica: Nulrition. !97'9* 32:2143-2146. . Indonesian children. American J. Clinical Nutrition. 1994

9. World Health Organization. Global prevalence of vitamin 35:574-581.

A deficiency. Micronutrient Deticiency Information System 21.  Brink, E'W., Perem, W.D.. Broske, S.. Cash. R.. Smith. I
Working Pagel-, 1?95' No. 2. Geneva. ) o Sauberlich, H. and Bashar, M. Vitamin A status of children

10.  IVACG. A brief guide to current methods of assessing vitamin in Sti Lanka. American J. Clinical Nutrition, 1979: 32: 84-
A status. Monograph, IVACG. 1993. Washington DC. 91. ' T

11, West, K.P.and Sommer, A. Delivery of oral dose of vitamin 22. Salon, S., Popkin. M.. Femandez, L. and Lotham, C
A toprevent vitamin A deficiency and nutritional blindness: Vitamin A defic~ienc"y in Philig)pi'nes" A stud); ot"
A‘ state.—of-the~art review. ACC/SCN Nutrition Policy xerophthalmia in Cebu. American J. Clinical Nutrition.
Discussion Paper No. 2. 1993. Rome. 1978: 31:360-368




