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Patterns of relapse in experimental Trypanosoma evansi infections: 
Evidence of resistance to widely used trypanocides in Egypt

Introduction

The most common pathogenic trypanosome that affects animals is 
Trypanosoma evansi. Cattle, buffaloes, horses, donkeys, and camels are 
among the animals it infects (Chandu et al., 2021). The parasite’s negative 
effects on the health of infected animals result in significant financial loss-
es. These include infertility, weakness, abortion, decreased milk produc-
tion, weight loss, and a decreased capacity for strenuous work. Anemia, 
compromised immunity, nerve damage, and ultimately death may result 
from the illness if left untreated (Fesseha et al., 2022).  There have been 
reports of a high prevalence of T. evansi infections in Egypt. Buffaloes 
and donkeys in the Giza area were discovered to be highly afflicted by 
researchers (Zayed et al., 2010). In a same vein, several instances of the 
parasite in sheep and goats were documented in Cairo (Ashour et al., 
2013). A significant rate of infection in cattle was also found in later stud-
ies conducted in Southern and Lower Egypt (Elhaig et al., 2016; Fereig et 
al., 2017).

T. evansi can be controlled using various trypanocidal drugs, includ-
ing polysulfonated naphthylamine, quinapyramine sulfate and chloride, 
melarsomine, homidium salts, and diminazene aceturate (Desquesnes et 
al., 2013). Although these medications have been in use for more than 50 
years, the parasite has gradually developed increasing resistance to them 
over time (Geerts and Holmes, 1998).

Melarsomine has shown the ability to overcome resistance to poly-
sulfonated naphthylamine and quinapyramine when given as a deep 
intramuscular injection at a dose of 0.25 mg/kg (Luckins, 1998). Howev-
er, its high cost compared to other treatments limits its widespread use 
(Giordani et al., 2016). Studies have also shown that even with this dose, 
relapses can still occur in buffaloes and cattle (Desquesnes et al., 2011).

Quinapyramine was used in the past (Indrakamhang, 1998), but to-
day, diminazene aceturate is the most used drug for treating surra in 
various animals, including horses, buffaloes, cattle, pigs, deer, elephants, 

and dogs (Tuntasuvan and Luckins, 1998). However, after more than 40 
years of use, treatment failures have been frequently reported, likely due 
to drug resistance (Tuntasuvan et al., 2003a; Tuntasuvan et al., 2003b; 
Hin-On et al., 2004).

T. evansi rapidly becomes resistant to medications such as isomet-
amidium chloride and diminazene aceturate. Poor living conditions, large 
parasite burdens, compromised immune systems in infected animals, or 
improper dosage during therapy are frequently cited as causes of this re-
sistance (Osman et al., 1992; Mutugi et al., 1994). Populations that exhibit 
drug resistance can be made responsive to treatment by either increasing 
the dosage or employing a combination of treatment approaches (Joshi 
and Singh, 2000; Ndung et al., 2020).

The present study was conducted to evaluate and compare the effi-
cacy of different dose levels of quinapyramine, melarsomine, and dimi-
nazene aceturate in the treatment of experimental Trypanosoma evansi 
infections in a murine model. The study further aimed to investigate the 
relationship between drug dosage and treatment failure, with a particular 
focus on relapse as an indicator of resistance. By analyzing relapse pat-
terns and therapeutic outcomes over a 60-day observation period, the 
study sought to identify the most effective dosing strategies for potential 
field application and to provide deeper insights into long-term treatment 
outcomes in T. evansi infections.

Materials and methods

Ethical approval 

The study was conducted by the ethical guidelines outlined in Alex-
andria University’s Declaration. Ethical approval was obtained from the 
Research Ethics Review Committee of the Faculty of Veterinary Medicine 
(Protocol No. 161). Additionally, the In vivo experiments were carried out 
following approval from the Institutional Animal Care and Use Committee 
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(IACUC) under Protocol No. 194.

Experimental animals
    
 A total of 56 female Swiss albino mice, weighing 20-25 g, aged 8-9 

weeks, obtained from the Medical Technology Center, Medical Research 
Institute, Alexandria University, were used for the In vivo experiment. 
Mice were maintained in cages and housed at a temperature of 20 ± 2˚C 
and relative humidity of 50-60% with artificial light. Mice were provided 
with pelleted feed and water ad libitum. Mice were allowed for adapta-
tion for ten days before the beginning of the experiment. 

Trypanosoma evansi strain

The T. evansi strain was initially isolated from a naturally infected 
camel provided kindly by Dr. Tahani S. Behour from the Biotechnology 
Research Unit of the Animal Reproduction Research Institute in Giza, 
Egypt, and subsequently maintained on Swiss albino mice.

Tested drugs

The effectiveness of three compounds with trypanocidal activi-
ty against T. evansi infection was evaluated using murine models. The 
following drugs were tested: Diminazene aceturate (Batrynil®, Arab 
Company for Medical Products, Egypt), Bis (aminoethylthio)-4 melami-
no-phenylarsine dihydrochloride (Cymelarsan®, Merial, France), and 
Quinapyramine sulfate combined with quinapyramine chloride in a ratio 
of 3:2 (Triquin®, Vétoquinol, Mumbai). All stock solutions were freshly 
prepared on the day of the experiment using double-distilled water and 
stored at −20 °C until use.

Donor mice infectivity

Donor mice were experimentally infected with T. evansi by intraper-
itoneal injection of 1×10⁵ trypanosomes suspended in phosphate-buff-
ered saline. Parasitemia was monitored daily using wet blood films ob-
tained from the tail vein. Once a high level of parasitemia was detected, 
Blood was collected from infected donor mice, then appropriately diluted 
in EDTA buffer before being used for inoculation in the test animals in 
different experimental groups as described by Mdachi et al. (2023).

In vivo experiments

Eight groups (Groups 1 through 8) of seven mice each were created 
from the mice. As the negative control, Group 1 was made up of mice 
that were healthy and not affected. On Day 0, mice in Groups 2 through 8 
received an intraperitoneal inoculation of 1×10⁵ T. evansi. After the inocu-
lation, the parasitemia was tracked for three days. As the positive control, 
Group 2 was not given any therapeutic intervention. The medication was 
injected intraperitoneally for three days in a row, starting 72 hours after 
the infection. 

Quinapyramine was administered in a dosage of 3 mg/kg to Group 3. 
Group 4 received Quinapyramine at a dosage of 6 mg/kg. Melarsomine 
was provided to Group 5 at a dosage of 0. 25 mg/kg. For Group 6, Melar-
somine was given at a dosage of 0. 5 mg/kg. Diminazene aceturate was 
supplied to Group 7 at a dose of 3.5 mg/kg, and Diminazene aceturate 
was given at a dose of 7 mg/kg to Group 8.  Wet blood samples from the 
tail vein were used every day to measure parasitemia levels using Herbert 
and Lumsden’s rapid matching method (Herbert and Lumsden, 1976). For 
every sample, 20 microscopic areas were scanned at a magnification of 
×400 (Da Silva et al., 2009; Obi et al., 2020). After seven days of daily 
assessments, there were three observations every week until sixty days 
after the infection. 

Data evaluation

IBM SPSS software version 20.0 (Armonk, NY: IBM Corp.) was used 
to analyze the data after it was entered into a computer program. The 
data distribution’s normality was evaluated using the Shapiro-Wilk test. 
The quantitative data was summarized using descriptive statistics such as 
mean, standard deviation, median, and range (minimum and maximum 
values). The 5% level of significance was used to establish statistical sig-
nificance.

Results

Effect of trypanocidal drugs on T. evansi

The dose had an impact on each drug’s response. The findings 
demonstrated that at a level of 0.5 mg/kg, T. evansi exhibited great sen-
sitivity to Cymelarsan. All seven infected mice had their parasite totally 
eradicated by this dosage, and there was no subsequent infection re-
currence. Six of the seven mice were treated by Cymelarsan at the lower 
dosage of 0.25 mg/kg. The mortality rate was 14.28%, with one mouse 
passing away on day 24 after infection. On the second day following in-
fection, parasitemia was initially found; on the third day, all mice had 
parasitemia, at which point treatment started (Figs. 1 and 2). Throughout 
the trial, Group 6 (treated with 0.5 mg/kg Cymelarsan) did not have any 
parasites. On the other hand, all the mice in the positive control group 
(Group 2), which was left untreated, perished by day 7 due to rapidly 
rising parasitemia. 

Treatment with 3 and 6 mg/kg of quinapyramine sulfate and chloride 
did not work. A high level of resistance to these medications was demon-
strated by the deaths of every mouse in these groups by days 7 and 12, 
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Fig. 1. Kaplan-Meier survival curve for groups and overall survival.

Fig. 2. Comparison of groups under study based on parasitemia.



respectively (Figs. 3 and 4).

At first, mice given 3.5 mg/kg diminazene aceturate showed signs of 
improvement; nevertheless, by day 10, parasitemia had returned, and all 
the mice perished. Only two mice made it to the end of the study when 
the dose was raised to 7 mg/kg, and most animals continued to relapse. 
Although it might be a little less than the resistance seen to quinapy-
ramine, the high death rates (100% and 71.43%) indicate considerable 
resistance to diminazene aceturate (Figs. 5 and 6).

The most successful treatment was 0.5 mg/kg of Cymelarsan, which 
completely eradicated the illness without causing any recurrence. With 
only one recorded death, it was largely successful even at the lower dose 
of 0.25 mg/kg. This suggests that although the Egyptian isolate of T. 
evansi exhibited strong resistance to both, it is extremely susceptible to 
Cymelarsan.

Patterns of relapse and resistance

 In four and three mice, respectively, Triquin at doses of 3 and 6 mg/
kg momentarily decreased parasitemia. But by day 14, there were relaps-
es, and by day 20, parasitemia reached its climax, which killed all the mice 
(Figs. 3 and 4). In mice given 3.5 mg/kg diminazene aceturate, parasite-
mia returned between days 13 and 15, and in every instance, the animals 
died (Fig. 5). Only two mice were healed at the higher dose of 7 mg/kg, 
while five mice relapsed on day 16 and died subsequently (Fig. 6). After 
receiving 0.25 mg/kg Cymelarsan, one mouse experienced a relapse on 
day 19 and passed away on day 24 (Fig. 7). Nevertheless, no relapse was 
seen in any of the mice when the dosage was raised to 0.5 mg/kg. 

Discussion

The purpose of this investigation was to determine how sensitive 
Egyptian isolates of Trypanosoma evansi were to widely accessible try-
panocidal medications. A single daily dose was given for three days in a 
row as part of the treatment plan; the dosage was increased to improve 
drug efficacy and lower the chance of relapse. For sixty days, the entire 
experiment was observed.

Our findings revealed a concerning level of drug resistance in the 
Egyptian T. evansi isolates. Specifically, the parasite showed complete 
resistance to the combination of quinapyramine sulfate and chloride 
(Triquin), as neither tested dose produced a curative effect. Resistance 
to diminazene aceturate (Batrynil) was also observed to be moderate at 
the standard dose and high at the double dose. In contrast, T. evansi was 
found to be sensitive to Cymelarsan (melarsomine hydrochloride), par-
ticularly at 0.5 mg/kg, which eliminated the infection completely without 
relapse. Even the lower dose (0.25 mg/kg) showed high effectiveness, 
curing most cases.

Our findings were supported by Mekonnen et al. (2018) who report-
ed that treatment of 2 out of 6 mice infected with T. evansi (type A), using 
MelCy (Cymelarsan) at a dose of 0.125 mg/kg BW for 4 consecutive days, 
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Fig. 3. Swiss albino mice infected with T. evansi are observed daily following 
treatment with 3 mg/kg of Triquin.

Fig. 4. Swiss albino mice infected with T. evansi on a daily basis following 
treatment with 6 mg/kg of Triquin.

Fig. 5. Swiss albino mice infected with T. evansi are observed daily following 
treatment with 3.5 mg/kg of batrynil.

Fig. 6. Swiss albino mice infected with T. evansi are observed daily following 
treatment with 7 mg/kg of Batrynil.

Fig. 7. Swiss albino mice infected with T. evansi on a daily basis following treat-
ment with 0.25 mg/kg of Cymelarsan.



while none was cured of T. evansi (Type B) infected mice, but complete 
cure was achieved only at a much higher dose (2 mg/kg) combined with 
diminazene diaceturate (DIM; Veriben) at a dose of 20 mg/kg BW. Are-
gawi et al. (2020) observed that a dose of 3.5 mg/kg diminazene in mice 
failed to prevent relapses, while a dose of 7 mg/kg administered 27 days 
after the standard treatment to all 10 mice cleared the parasites with no 
parasitemia detected for three months, indicating that higher doses may 
be necessary. 

Previous research also highlights inconsistencies in drug effective-
ness across species and geographical strains. For example, Lun et al. 
(1991); Tuntasuvan et al. (2003a); Colpo et al. (2005); Da Silva et al. (2009) 
and Howes et al. (2011) all reported diminazene failure in treating try-
panosomosis in horses, mules, dogs, cats, and buffaloes. Eke et al. (2020) 
observed early relapse and death in animals treated with diminazene, 
emphasizing its limited efficacy in certain T. evansi infections. In contrast, 
Musa et al. (1994) demonstrated that Cymelarsan at both 0.25 and 0.5 
mg/kg BW was highly effective and safe in dromedary camels, with no 
observed relapses throughout a 90-day PI. Similarly, Desquesnes et al. 
(2011) recommended increasing the Cymelarsan dose to 0.5 mg/kg for 
cattle due to relapses observed at the lower dose (0.25 mg/kg).

Recent findings by Mdachi et al. (2023) revealed that 75% of T. evansi 
isolates from camels showed multidrug resistance, highlighting the ur-
gency for integrated control strategies, including better vector manage-
ment and more cautious drug use. Further, Abdel-Rady et al. (2024) com-
pared Cymelarsan and quinapyramine (Aquin-1.5) in dromedaries and 
found Cymelarsan to be significantly more effective (100% vs. 83.3% cure 
rates). Jatau et al. (2010) reported similar success with a 7 mg/kg dose of 
diminazene in rats infected with a Nigerian strain T. evansi, though this 
dose is higher than standard recommendations. Additionally, administer-
ing both the standard and double doses of diminazene to rats and cats 
on alternate days over a five-day period was found to be effective and 
non-toxic (Da Silva et al., 2008; Da Silva et al., 2009).

In the study by Al-Rawashdeh et al. (1999), 82% of camels were treat-
ed with Melarsomine (Cymelarsan) at a dose of 0.25 mg/kg. Although 
the initial treatment was effective, symptoms of trypanosomiasis reap-
peared in some animals, necessitating a second round of therapy. Despite 
retreatment, 18% of the camels experienced relapse within the Jordan 
Valley. Sutcliffe et al. (2014) attributed such treatment failures-even at 
higher doses-to the prevalence of low-quality, or substandard, trypano-
cidal drugs commonly found in many African markets. They emphasized 
the importance of verifying the source and authenticity of these drugs to 
ensure therapeutic effectiveness. Conversely, Van den Bossche and Row-
lands (2001) suggested that parasitemia may sometimes drop to levels 
undetectable by microscopy, potentially leading to underdiagnosis or 
false assumptions of cure.

Several studies have documented both relapse and mortality follow-
ing treatment of T. evansi infections. Dargantes (2010) reported that dimi-
nazene was ineffective in rats and goats, with relapses occurring as early 
as 27 days post-treatment. Similarly, Divina (2004) observed a reappear-
ance of parasitemia in mules and horses after a five-day treatment course 
in cases of severe infection. The inefficacy of diminazene has also been 
highlighted by Tuntasuvan and Luckins (1998); Tuntasuvan et al. (2003b), 
and Kongkaew et al. (2012), who found frequent relapses in cattle, hors-
es, pigs, and elephants despite treatment. Notably, equines showed per-
sistent infections even after receiving repeated doses of diminazene at 
3.5 mg/kg body weight. These findings collectively suggest that, at stan-
dard dosages, diminazene may be insufficient to fully eliminate T. evansi 
infections (Tuntasuvan et al., 2003b).

Two main theories may explain the observed treatment failures and 
relapse patterns; the first one suggests that some trypanocides act on 
specific structures within the parasite. For instance, diminazene interferes 
with kinetoplast DNA synthesis, while quinapyramine disrupts kDNA con-
densation, affecting protein synthesis (Mamman et al., 1994; Mehlhorn, 
2008). However, certain strains of T. evansi have lost their kinetoplasts 

known as dyskinetoplastic variants rendering these drugs less effective 
(Zweygarth et al., 1990; Brun et al., 1998). This may explain why even 
after temporary parasite clearance, relapses and eventual death occurred. 
According to the second theory, T. evansi may hide in protected tissues 
such as the brain, testes, or other organs (Sudarto et al., 1990; Boid et al., 
1996; Tuntasuvan et al., 2003a). Most drugs are more effective against 
parasites in the bloodstream but have limited access to these tissue sites 
(Desquesnes et al., 2013). This creates a reservoir from which the parasite 
can re-emerge after treatment, causing a relapse.

Conclusion

The problem of drug-resistant strains of Trypanosoma evansi in Egypt 
is highlighted by this study. Our results show that Cymelarsan (melarsom-
ine hydrochloride) performs better than conventional trypanocides such 
as diminazene aceturate and quinapyramine, which have limited effec-
tiveness. The most successful treatment for T. evansi was Cymelarsan at 
0.5 mg/kg, which eradicated the parasite entirely and showed no signs 
of recurrence. This implies that Cymelarsan sensitivity is quite high in the 
Egyptian isolate. On the other hand, even at greater dosages, there was 
significant resistance to diminazene aceturate and quinapyramine (sul-
fate and chloride).

Acknowledgments

This research was supported by the Science and Technology De-
velopment Fund (STDF), Egypt, through a collaborative grant between 
Alexandria University and Keele University, UK, under the Newton Fund 
Institutional Links Programme. The project, titled “Investigating Drug Re-
sistance and New Treatments for Trypanosoma evansi in Egyptian Cam-
els” (Grant Code: 27730), provided essential funding and resources for 
the successful completion of this study.

Conflict of interest

The authors have no conflict of interest to declare.

References

Abdel-Rady, A., Alhassan, A., Mostafa, W., Elhaig, M.M., 2024. Parasitological, Sero-
logical and Molecular Prevalence of Trypanosoma evansi among Arabian Cam-
els (Camelus dromedaries) with Evaluation of Antitrypanosomal Drugs. Acta 
Parasitol. 69, 465–470. https://doi.org/10.1007/s11686-023-00770-2.

Al-Rawashdeh, O.F., Sharif, L.A., Al-Qudah, K., Al-Ani, F.K., 1999. Trypanosoma evansi 
infection in camels in Jordan. Revue Élev. Méd. Vét. Pays Trop. 52, 233-237.

Aregawi, W.G., Gutema, F., Tesfaye, J., Sorsa, A., Megersa, B., Teshome, P., Agga G.E., 
Ashenafi H., 2020. Efficacy of diminazene diaceturate and isometamidium chlo-
ride hydrochloride for the treatment of Trypanosoma evansi in mice model. J. 
Parasit. Dis. 45, 131–136.

Ashour, A.A., Abou El-Naga, T.R., Barghash, S.M., Salama, M.S., 2023. Trypanosoma 
evansi: Detection of Trypanosoma evansi DNA in naturally and experimentally 
infected animals using TBR1&TBR2 primers. Exp. Parasitol. 134, 109-114. 

Boid, R., Hunter, A., Jones, T.W., Ross, C.A., Sutherland, D., Luckins, A.G., 1996. Try-
panosomiasis research at the Centre for Tropical Veterinary Medicine (CTVM) 
1970 to 1995. Trop. Anim. Health Prod. 28, 5–22.

Brun, R., Hecker, H., Lun, Z.R., 1998. Trypanosoma evansi and T. equiperdum: distribu-
tion, biology, treatment and phylogenetic relationship (a review). Vet. Parasitol. 
79, 95-107. 

Chandu, A.G.S., Sengupta, P.P., Jacob, S.S., Suresh, K.P., Borthakur, SK., Patra, G., Roy, 
P., 2021. Seroprevalence of Trypanosoma evansi in cattle and analysis of associ-
ated climatic risk factors in Mizoram, India. J. Parasitic Dis. 45, 244–251.

Colpo, C.B., Monteiro, S.G., Stainki, D.R., Colpo, E.T.B., Henriques, G.B., 2005. Infec-
c¸a˜o natural por Trypanosoma evansi em ca˜es/natural infection by Trypanoso-
ma evansi in dogs. Cienc Rural. 35, 717.

Da Silva, A.S., Tochetto, C., Zanette, R.A., Pierezan, F., Rissi, D.R., Santurio, J.M., Mon-
teiro, S.G., 2008. Aceturato de diminazeno e dipropionato de imidocarb no con-
trole de infecc¸a˜o por Trypanosoma evansi em Rattus norvegicus infec tados 
experimentalmente. Cienc Rural. 38, 1357–1362.

Da Silva, A.S., Zanette, R.A., Wolkmer, P., Costa, M.M., Garcia, H.A., Lopes, S.T.A., 
Santurio, J.M., Teixeira, M.M.G., Monteiro, S.G., 2009. Diminazene aceturate in 
the control of Trypanosoma evansi infection in cats. Vet. Parasitol. 165, 47–50.

Dargantes, A.P., 2010. Epidemiology, control and potential insect vectors of Try-
panosoma evansi (surra) in village livestock in southern Philippines. Disserta-
tion. Murdoch University, Australia.

S. Abouakkada et al. /Journal of Advanced Veterinary Research (2025) Volume 15, Issue 3, 359-363

362



Desquesnes, M., Ketsarin, K., Timothée, V., Nachai S., Rodtian, P., Sathaporn, J., 2011. 
An evaluation of melarsomine hydrochloride efficacy for parasitological cure 
in experimental infection of dairy cattle with Trypanosoma evansi in Thailand. 
Parasitol. 138, Cambridge University Press:  pp. 1134–1142.

Desquesnes, M., Philippe, H., De-Hua, L., Alan, D., Zhao-Rong, L., Sathaporn, J., 2013. 
Trypanosoma evansi and Surra: A Review and Perspectives on Origin, History, 
Distribution, Taxonomy, Morphology, Hosts, and Pathogenic Effects). BioMed. 
Res. Int. 2013; Article ID 194176, 22 pages.

Divina, B., 2004. Trypanosoma evansi: Diagnosis, cryopreservation, and prevention 
and treatment in experimentally infected rats. University of the Philippines, 
Philippines.

Eke, I.G., Ezeh, I.O., Ezeudu, T.A., Eze, U.U., Anaga, A.O., Onyeyili, P.A., 2020. Efficacy 
of secnidazole-diminazene aceturate combination therapy in the late treatment 
of Trypanosoma brucei brucei infection in dogs. Braz. J. Pharm. Sci. 56, e18042. 
https://doi.org/10.1590/s2175-97902019000318042.

Elhaig, M.M., Selim, A., Mahmoud, M.M., El-Gayar, E.K., 2016. Molecular confirmation 
of Trypanosoma evansi and Babesia bigemina in cattle from Lower Egypt. Pak. 
Vet. J. 36, 409-414.

 Fereig, R.M., Mohamed, S.G.A.,Mahmoud, H.Y.A.H., AbouLaila, M.R., Guswanto, A., 
Nguyen, T.T., Mohamed, A.E.A., Inoue, N., Igarashi, I., Nishikawa, Y., 2017. Sero-
prevalence of Babesia bovis, B. bigemina, Trypanosoma evansi, and Anaplasma 
marginale antibodies in cattle in Southern Egypt. Ticks Tick Borne Dis. 8, 125-
131. 

Fesseha, H., Eshetu, E., Mathewos, M., Tilante, T., 2022. Study on bovine trypano-
somiasis and associated risk factors in Benatsemay District, Southern Ethiopia. 
Environ Health Insights 16,1-10.

Geerts, S., Holmes, P.H., 1998. Drug management and parasite resistance in bovine 
trypanosomiasis in Africa. PAAT Technical and Scientific Series, No. 1. Rome, 
FAO.  

Giordani, F., Morrison, L.J., Rowan, TG., Koning, H.P.D., Barrett, M.P., 2016. The animal 
trypanosomiases and their chemotherapy: a review. Parasitology 143, 1862–89. 

Herbert, W.J., Lumsden, W.H.R., 1976. ‘Trypanosoma brucei: A rapid “matching” 
method for estimating the host’s parasitemia’. Exp. Parasitol. 40, 427–431.

Hin-On, W., Rodtian, P., Nuangmek, A., Uthaiwan, V., Muangyai, M., 2004. Surra in 
timber elephant from Northern Thailand; diagnosis and treatment; a case study. 
In: Proceedings of the 30th Annual Conference of the Thai Veterinary Medical 
Association, Bangkok, Thailand, 10–12 November 2004; pp. 373–385.

Howes, F., Da Silva, AS., Athayde, C.D.L., Costa, M.M., Corrêa, M.M.B., Tavares, K.C.S., 
Miletti, L.C., Lopes, S.T.D.A., Amaral, A.D.S., Schmidt, C., 2011. A new therapeutic 
protocol for dogs infected with Trypanosoma evansi. Acta Sci. Vet. 39, 1-4. 

Indrakamhang, P., 1998. Trypanosoma evansi infection in livestock in Thaïland. J. 
Protozool. Res. 8, 153–161.

Jatau, I.D., Lawal, AI., Agbede, R., Abdurrahman, E.M., 2010. Efficacies of diminazene 
aceturate and isometamidium chloride in Trypanosoma evansi experimentally 
infected rats. Sokoto J. Vet. Sci. 8, 4–8.

Joshi, S.S., Singh, B., 2000. Evaluation of therapeutic and chemoprophylactic efficacy 
of certain drugs against clinical Surra in buffaloes. Indian Vet. J. 77, 895–897. 

Kongkaew, W., Worasing, R., Desquesnes, M., 2012. Investigation on an outbreak 
of equine trypanosomosis (surra) in a farm in Surat Thani Province—Southern 
Thailand. In Proceedings of the 1st Regional Conference of the Society for Trop-
ical Veterinary Medicine (STVM): A Change in Global Environment, Biodiversity, 
Diseases and Health, Phuket, Thailand, p. 32.

Luckins, A.G., 1998. Epidemiology of Surra: Unanswered Questions. J. Protozool. Res. 
8, 106–119. 

Lun, Z.R., Min, Z.P., Huang, D., Liang, J.X., Yang, X.F., Huang, Y.T., 1991. Cymelarsan in 
the treatment of buffaloes naturally infected with Trypanosoma evansi in South 
China. Acta Trop. 49, 233–236. https://doi.org/10.1016/ 0001-706X (91)90042-I.

Mamman, M., Moloo, S., Peregrine, A., 1994. Relapse of Trypanosoma congolense 
infection in goats after diminazene aceturate is not a result of invasion of the 

central nervous system. Ann. Trop. Med. Parasitol. 88, 87–88.
Mdachi, R.E., Ogolla, K.O., Auma, J.E., Wamwiri, F.N., Kurgat, R.K., Wanjala, K.B., Mugu-

nieri, L.G., Alusi, P.M., Chemuliti, J.K., Mukiria, P.W., Okoth, S.O., 2023. Variation 
of sensitivity of Trypanosoma evansi isolates from Isiolo and Marsabit coun-
ties of Kenya to locally available trypanocidal drugs. PLoS ONE 18, e0281180. 
https://doi.org/10.1371/journal.pone.0281180.

Mehlhorn, H., 2008. Encyclopedic Reference of Parasitology: Diseases, Treatment, 
Therapy. 2nd ed. Springer, Verlag Heidelberg, Germany.

Mekonnen, G., Mohammed, E.F., Kidane, W., Nesibu, A., Yohannes, H., Van Reet, N., 
Büscher, P., Birhanu, H., 2018. Isometamidium chloride and homidium chloride 
fail to cure mice infected with Ethiopian Trypanosoma evansi type A and B. PLoS 
Negl. Trop. Dis. 12, e0006790. https://doi.org/10.1371/journal.pntd.0006790

Musa, M.M., Abdoon, A.M., Nasir, B.T., Salim, Y.I., Abdel-Rahman, A.Y., Shommein, 
A.M., 1994. Efficacy of Cymelarsan in the treatment of natural chronic Trypano-
soma evansi infection in camels in the Sudan. Rev. Elev. Med. Vet. Pays Trop. 
47, 397-400. 

Mutugi, M.W., Boid, R., Luckins, A.G., 1994. Experimental induction of suramin-re-
sistance in cloned and uncloned stocks of Trypanosoma evansi using immuno-
suppressed and immunocompetent mice. Tropical Medicine and Parasitology: 
Official Organ of Deutsche Tropenmedizinische Gesellschaft and of Deutsche 
Gesellschaft fur Technische Zusammenarbeit (GTZ) 45, 232-236. 

Ndung’u, K., Murilla, G.A., Thuita, J.K., Ngae, G.N., Auma, J.E., Gitonga, P.K., Thun-
gu, D.K., Kurgat, R.K., Chemuliti, J.K., Mdachi, RE., 2020. Differential virulence 
of Trypanosoma brucei rhodesiense isolates does not influence the outcome of 
treatment with anti-trypanosomal drugs in the mouse model. PLOS ONE 15, 
e0229060. 

Obi, C.F., Ezeh, I.O., Okpala, M.I., Idika, I.K., Mbe, N., Nwobi, L.G., Ezeokonkwo, R.C., 
2020. Azithromycin and diaminazene aceturate combination therapy in exper-
imental multidrug-resistant Trypanosoma brucei brucei infection in Albino rats. 
Vet. Parasitol. 282, 109138.

Osman, A.S., Jennings, F.W., Holmes, P.H., 1992. The rapid development of drug-re-
sistance by Trypanosoma evansi in immunosuppressed mice. Acta Trop. 50, 
249– 257.

Sudarto, M., Tabel, H., Haines, D., 1990. Immunohistochemical demonstration of Try-
panosoma evansi in tissues of experimentally infected rats and naturally infect-
ed water buffalo (Bubalus bubalis). J. Parasitol. 76, 162–167.

Sutcliffe, O., Skellern, G., Araya, F., Cannavan, A., Sasanya, J.J., Dungu, B., Gool, F.V., 
Münstermann, S., Mattioli, R.C., 2014. Animal trypanosomosis: making quality 
control of trypanocidal drugs possible. Rev. Sci. Tech. 33, 813–830.

Tuntasuvan, D., Luckins, A., 1998. Status of Surra in livestock in Thailand. J. Protozool. 
Res. 8, 162–170.

 Tuntasuvan, D., Jarabrum, W., Viseshakul, N., Mohkaew, K., Borisutsuwan, S., Th-
eeraphan, A., Kongkanjana, N., 2003a. Chemotherapy of surra in horses and 
mules with diminazene aceturate. Vet. Parasitol. 110, 227–233. https://doi.
org/10.1016/S0304-4017 (02)00304-7.

Tuntasuvan, D., Trongwanichnam, K., Sukruen, A., Borisutsuvan, S., Mohkaew, K., 
Chompoochan, T., 2003b. Efficacy of Diminazene Aceturate on the treatment 
of trypanosomosis in pigs. Journal of the Thai Veterinary Medicine Association 
54, 49–55.

Van den Bossche, P., Rowlands, G.J., 2001. The relationship between the parasitolog-
ical prevalence of trypanosomal infections in cattle and herd average packed 
cell volume. Acta Trop. 78, 163-70. doi: 10.1016/s0001-706x (00)00182-0. 

Zayed, A.A., Habeeb, S.M., Allam, N.A.T., Ashry, H.M.Z., Mohamed, A.H.H., Ashour, 
A.A., Taha, H.A., 2010. A critical comparative study of parasitological and se-
rological differential diagnostic methods of Trypanosoma evansi infections in 
some farm animals in Egypt. Am. Eurasian J. Agric. Environ. Sci. 8, 633-642.

Zweygarth, E., Kaminsky, R., Webster, P., 1990. Trypanosoma brucei evansi: dyski-
netoplasia and loss of infectivity after long-term in vitro cultivation. Acta Trop. 
48, 95-99.

S. Abouakkada et al. /Journal of Advanced Veterinary Research (2025) Volume 15, Issue 3, 359-363

363


