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A Belgian traveller was diagnosed with human African 
trypanosomiasis (HAT) due to Trypanosoma brucei 
rhodesiense  nine days after visiting the Masai Mara 
area in Kenya. He presented with an inoculation chan-
cre and was treated with suramin within four days of 
fever onset. Two weeks earlier, HAT was also reported 
in a German traveller who had visited the Masai Mara 
area. Because no cases have occurred in the area for 
over 12 years, this may indicate a focal cluster of HAT.

Case report
We report here the diagnosis of human trypanosomia-
sis (HAT) due to Trypanosoma brucei rhodesiense in 
a Belgian man who visited the Masai Mara National 
Reserve in Kenya from 7 to 9 February 2012. A summary 
of this case was reported through ProMED-mail on 22 
February 2012 [1]. A similar case had been reported 
from Frankfurt, Germany, in a traveller who had vis-
ited the Masai Mara area in January 2012 [2], which is 
described further in this issue [3].

The Belgian patient stayed at a lodge at the southern 
end of the Mara River for one night and participated 
in game tracking excursions on two occasions in the 
Reserve. He returned to Belgium on 13 February. He 
presented at the St. Jan’s Hospital in Bruges on 19 
February with a history of high-grade fever, malaise 
and headache that had been present for three days. 
He also had a painless and discrete chancre on his arm 
that he had noticed only two days earlier (Figure 1).  The 
patient was suspected to have malaria and a Giemsa-
stained thick blood smear was prepared for micro-
scopy. No malaria parasites were seen, but instead 
trypanosomes were identified on the thick smear, and 
subsequently confirmed on a thin smear (Figure 2). The 
patient was immediately transferred to the Tropical 
Diseases Unit at the University Hospital Antwerp for 
treatment. Pre-treatment blood analysis showed a high 
parasitemia (of more than one trypanosome per field 

on microscopy at 100x magnification), marked throm-
bocytopenia (47,000 platelets/µL), alanine aminotrans-
ferase (ALAT) and aspartate aminotransferase (ASAT) at 
three times the upper limit of normal, and moderately 
increased C-reactive protein. The trypanosome species 
was identified as T.b. rhodesiense by PCR detection of 
the serum resistance-associated gene [4].

Treatment with suramin (1g) was initiated on 20 
February, after a test dose of 100 mg was well toler-
ated. In our setting, suramin is given once weekly for 
five weeks. After 12 hours, an electrocardiography 
showed diffuse but transient S-T elevation often seen 
in acute T.  b.  rhodesiense trypanosomiasis. However, 
the levels of cardiac enzymes remained within normal 
limits and no cardiac dysfunction was seen on echocar-
diography. Trypanosomes were cleared from the blood 
24 hours after suramin was given.

Figure 1
Inoculation chancre of human African trypanosomiasis 
in a Belgian traveller returning from the Masai Mara area, 
Kenya, February 2012
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A generalised papulopruriginous rash appeared 36 
hours after the start of treatment, lasting for four days. 
The patient became afebrile two days after treatment; 
the chancre persisted until the fifth day. He recovered 
clinically by the seventh day and a platelet count and 
liver function tests had returned to near normal val-
ues by then. A cerebrospinal fluid examination per-
formed on the seventh day, when the second dose of 
suramin was given, showed a normal cell count and no 
trypanosomes.

The time lapse from presumed inoculation until the 
onset of fever was 11 days. Treatment was initiated on 
the 13th day after presumed inoculation. Such rela-
tively early treatment should prevent invasion of the 
brain by the parasite [5].

The trypanosome inoculation chancre observed on 
admission is an important clinical sign present in 
about two thirds of patients [6]. As in our case, it may 
be discrete and easily overlooked by physicians unfa-
miliar with this rare disease.

Background
Trypanosoma brucei rhodesiense is endemic in East 
and southern Africa and is transmitted to humans and 
game alike by tsetse flies of the Glossina morsitans 
group, which feed during the day. It accounts for the 
majority of imported HAT cases [6]. In Kenya, HAT is 
rare, in Kenyans and travellers alike. Until the cases 
reported this year, the last two autochtonous cases 
reported date from 2006 and 2009 and originated from 
the north-west part of the country (P. Simarro, per-
sonal communication, 21 February 2012). The Masai 
Mara Conservation Area in south-west Kenya receives 
about 300,000 visitors annually. Nowadays, the area 
also includes adjacent farms around the original Masai 

Mara National Reserve.  In the last 12 years, HAT has 
not been seen in travellers visiting Masai Mara, in con-
trast to the situation in the adjacent Serengeti National 
Park in Tanzania [7]. 

Among patients presenting fever after a travel in the 
tropics, T. b. rhodesiense HAT remains a very rare event 
[8]. Parasitemia is usually elevated during the acute 
febrile phase. This aids diagnosis, as even for micro-
scopists unfamiliar with the parasite, trypanosomes 
can be easily seen on a Giemsa-stained routine thick 
blood smear, and often on a thin blood smear too. 
Trypanosomes have an unmistakable shape (Figure 2). 

Discussion
Acute T.  b.  rhodesiense HAT is a medical emergency. 
Multi-organ failure may occur early in the course of 
the febrile phase with a high mortality risk, similar to 
that of severe malaria. In a large series of imported 
T. b. rhodesiense HAT cases, the case fatality rate was  
4.3%, associated either with late diagnosis during 
the acute febrile stage or with meningo-encephalitic 
stage treatment toxicity [6]. In 2007, a German patient 
infected with T.  b.  rhodesiense HAT in the Serengeti, 
Tanzania, died of multi-organ failure five days after 
the onset of the acute febrile phase. The diagnosis had 
been missed by another physician in Zanzibar, where 
trypanosomiasis does not occur, four days before the 
patient died despite fever and the presence of a chan-
cre. The patient was treated with antimalarials without 
a blood test having been done [9]. Patients require 
immediate treatment with suramin, after a test dose 
to observe any hypersensitivity to the drug. If suramin 
cannot be obtained within a day, immediate treatment 
with pentamidine has to be considered. Although not 
the first choice for T. b. rhodesiense HAT, pentamidine 
was effective in a few imported T.  b.  rhodesiense HAT 

Figure 2
Trypanosomes in (A) thick and (B) thin blood smears at diagnosis from a Belgian traveller returning from the Masai Mara 
area, Kenya, February 2012

A B

The smears were stained with Giemsa



3www.eurosurveillance.org

cases as the sole treatment given [6,10,11]. Suramin 
and other HAT medications can be obtained from the 
World Health Organization headquarters in Geneva, 
Switzerland, at very short notice.

Our patient had stayed overnight in a lodge close to 
the Mara River, in the south of the Masai Mara area, 
whereas the German patient had stayed in another 
lodge about 30 km further north (P. Simarro, personal 
communication, 21 February 2012) (Figure 3). However, 
both travellers may have visited the same area during 
one of the daytime game-watching excursions.

The coincidence of two T.  b.  rhodesiense HAT cases 
infected after visiting the Masai Mara area suggests 
a possible, incipient focal cluster, similar to the onset 
of an outbreak seen in travellers visiting the adjacent 
Serengeti in 2001 and 2002 [7].  T. b. rhodesiense HAT 
is endemic in both game reserves and game migrate 
annually between both areas. The ecosystems of the 
Masai Mara area and the northern part of the Serengeti 
are nearly identical. At any given time, only very few 
tsetse flies are infected with T.  b.  rhodesiense, which 
can infect humans. Most carry zoonotic species (T. 
congolense, T. vivax, T. b. brucei) that do not have the 
serum resistance-associated gene required to resist 
parasite lysis after inoculation in humans.

Although T.  b.  rhodesiense HAT remains an exception-
ally rare imported infectious disease, early recognition 
and treatment assures a favourable outcome. 
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