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Abstract
Understanding factors for the re-emergence of Ebola viral disease (EVD), its pathogenesis as well as
understanding the biology of Ebola virus in its natural reservoir is one of the most difficult scientific problems facing
scientists today. Knowledge gaps exist for this disease that is yet to be fully understood. The virus is endemic in the
sub-Saharan Africa where it causes major as well as minor epidemics. Mitigation strategies have not been well
understood because of the easy transmission of disease among humans. There are no approved drugs for
treatment while vaccines are being tested for human safety. Studying and understanding the pathogen has proved to
be a difficult phenomenon because it’s virulent form needs level IV biosafety laboratories that are difficult to access
in many developing as well as some developed countries. This review aims at discussing the biology, epidemiology,
risk factors as well as the pathogenesis of the disease in the hope demystifying the disease.
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Introduction
The Ebola virus belongs to the family Filoviridae, genus Ebola virus,
the virus is in circulation in the sub-Saharan Africa where it causes
large outbreaks of the Ebola viral disease (EVD) that results to Ebola
haemorrhagic fever (EHF) in its terminal stages. The fatality rates of
this disease are very high due to its fast transmission modes as well as
fast pathogenesis [1]. The virus’ natural reservoir is unknown although
there has been a suspicion of pteropodidae bats being the natural
carriers [2]. According to the world health organization, the average
fatality rate due to EVD is 50% though figures have kept on varying
from 25% to 90% since the Ebola cases were first reported.
Ebola disease is acute, serious and often fatal if no treatment and
preventive measures are put in place. The first emergence of the disease
was when it appeared simultaneously in Sudan and the Democratic
Republic Congo in 1976. Its name “Ebola” was derived from the river
Ebola in the Democratic Republic of Congo around which the virus
occurred [3].
The virus genome is non-segmented, negative-sense with singlestranded RNA resembling the rhabdoviruses and the paramyxoviruses
in genome organization as well as replication mechanisms. The family
name Filoviridae is taken from the Latin word "filum," that means
thread-like. The virus has a filamentous structure. The haemorrhage
due to the disease occurs in a small percentage of Ebola patients when
they are in the terminal phase of the disease and in shock [4,5].
Ebola genus is subdivided into five species i.e., Zaire, Ivory Coast,
Sudan, Reston and Bundibugyo [6]. Four species have been known to
cause disease in humans:
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i.) The Zaire virus that was first reported in the year 1976 has been
causing large EVD outbreaks in Central Africa with fatality rates being
reported at being from 55% to 88%. The Ebola epidemic of the year
2014-2015 in West Africa was caused by this species [7-10].
ii.) The Sudan virus whose first and second epidemics were reported
in 1970s, the third epidemic occurred in Uganda in the year 2000 with
the fourth and last one to be reported happening in Sudan again in the
year 2004. The fatality rates have been documented as being at 50% for
the four epidemics [11-15].
iii.) The Ivory Coast virus has only caused an illness in one person
who ended up surviving [16].
iv.) The Bundibugyo virus whose first emergence was in 2007 in
Uganda. This virus had a lower fatality rate of 30%. The genomic
sequences reveal that the virus has close relations with the Ivory Coast
species [17].
The Reston virus is maintained in an animal reservoir in Philippines
and has not been reported in Africa. This species first caused an
outbreak in macaques that were imported in the United States in the
year 1989 [18,19]. The latest reports of Reston virus were reported in
pigs in 200820.

Reservoir of Ebola virus
Identification of the natural reservoirs of Ebola virus has remained a
major challenge. This challenge has proved to be an obstacle when it
comes to devising ways to treat and prevent viral transmission to
humans. Ebola viral sequences have been detected in fruit bat samples
of the family pteropodidae collected from Central Africa [21,22].
Documented data suggests that these bats may be among the natural
reservoirs of the virus in Africa [23].
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Transmission and Risk Factors for Transmission
Risk factors for transmission
The risk of infection with Ebola virus is associated with three
behaviours which are, close contact with an infected person in the later
stages of infection; caring for a person with an Ebola infection or when
preparing the deceased for a decent burial. There is no risk of infection
with asymptomatic persons as well as a very low risk of infection
during the incubation period and a low risk of infection during the
first week of symptomatic illness. The high risk of transmission in
funerals occurs when one touches the body of a diseased person [24].
Visiting and caring for Ebola cases in hospitals raises transmission
risks during major outbreaks [25-28]. This can be attributed to higher
viral loads during the periods when the disease is severe as well as
inadequate protection measures. However, earlier hospitalization with
long hospital stays with sufficient isolation and protective measures
can reduce the duration and burden of Ebola outbreak [29].
The Ebola ecological niche can impact on some risk factors for
infection such as occupation [30]. The large secondary to primary case
ratios in outbreaks negates any chance of ecological niches having a
greater influence on calculated risk ratios though [31].
Adulthood increases the risk of disease. Risk of illness does not
depend on total viral loads. The higher risk associated with adulthood
is because adults are primarily carers thus would be inclined to take
care of those infected with EVD [28].
The risks of transmission to family members is higher in those who
take care of their loved ones until death and much higher if care is
being done at home [25]. Risks of infection are also high among
healthcare workers taking care of the sick, in laboratories due to
accidents or due to contact with wildlife [25].
Contacts with wildlife are important in Ebola epidemiology as
outbreaks are almost always linked to wild animals. However, due to
lack of enough data on contacts with wildlife that do not result in to
disease, it is difficult calculate the risk of disease due to contact [24].
The risk of transmission is high if contact with fluids from an
infected person whose developed signs and symptoms occur through
broken skin surfaces or unprotected mucous membranes. The world
health organization reckons that blood, feces and vomit are the most
infectious body fluids [36-38].

Transmission
Transmission from animals: It is alleged that fruit bats of the family
Pteropodidae are the natural hosts of Ebola virus. In the human
population, Ebola is introduced through close contact with secretions,
blood, organs or other body fluids of infected wildlife such as gorillas,
chimpanzees, fruit bats, antelopes, monkeys and porcupines that may
be dead or ill in rainforests [3]. There can be accidental infection of
laboratory workers in any Biosafety Level 4 facilities where the Ebola
virus is being studied or if the virus is used as a biological weapon by
terror groups [32,33].
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Figure 1: Hypothesis of Ebola virus transmission at the humananimal interface.
Human to human transmission: Human to human transmission is
connected to direct contact with individuals who are symptomatic of
the Ebola disease or contact with those who’ve died from the disease.
Transmission also occurs via direct contact with body fluids from
those who are infected with the disease [34-36]. Infection has a direct
correlation with the type of body fluid as well as the viral amount in
the fluid.
Among the infectious fluids include semen, urine, vaginal fluid,
saliva, breast milk, aqueous humor, blood, vomit and feces. Through
Reverse-transcriptase polymerase chain reaction, viral RNA has also
been identified in tears and sweat. The RNA can persist in these fluids
even when the virus is no longer detectable in the body [39-42].
Transmission through direct skin-skin contact is possible even
though the risk of developing infection is lower than fluid contact [36].
Ebola virus on the skin surface might be due to viral replication in
dermal and epidermal structures and/or contamination with blood or
other body fluids. Contact with contaminated surfaces can result to
viral transmission. The Centres for Disease Control (CDC) indicate
that the virus on different surfaces can remain infectious from hours to
days [43,44].
Viral pathogenesis: Data on disease pathogenesis has been obtained
from laboratory studies that employ nonhuman primates such as
monkeys, baboons and other animals such as mice. The West African
outbreak of 2014-2015 has also provided data on disease pathogenesis
through case reports and large scale observational studies [41,45].
Entry into the body is through the mucous membranes, breaks on
the skin surface or through mother to child (parenteral infection).
Different cell types are infected by the virus especially the macrophages
and dendritic cells where replication is done leading to cell necrosis
[5,46]. The virus the spreads systematically by suppressing type I
interferon responses. It spreads to the lymph nodes where they
replicate further. The virus enters the bloodstream then enters the
dendritic cells, macrophages in the liver, spleen, thymus as well as
other lymphoid tissues. Other cell types such as endothelial cells,
hepatocytes, fibroblasts, adrenal cortical cells, and epithelial cells can
also be infected. Fatal infection occurs when there is a multifocal
necrosis in tissues like the spleen and the liver [47].
Patients then suffer from vomiting and diarrhoea that can result in
acute volume depletion, hypotension as well as shock. The
gastrointestinal dysfunction has yet to be tied to a direct result of viral
infection of the gastrointestinal tract or whether it is because of
circulating cytokines [1,48,49]. Infection with the virus then induces
systemic inflammatory syndrome by initiating the release of
chemokines, cytokines and other proinflammatory mediators from
cells such as macrophages and others [5,46].
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Tumor necrosis factor (TNF)-alpha, interleukin (IL)-1beta, IL-6,
macrophage chemotactic protein (MCP)-1, and nitric oxide (NO) are
then released from infected macrophages50. The coagulation defects in
Ebola virus disease are induced through the host inflammatory
response. Viral infected macrophages synthesize cell surface tissue
factor (TF), prompting the extrinsic coagulation pathway,
proinflammatory cytokines also induce macrophages to produce TF51.
The two stimuli explain the rapid development and severity of
coagulopathy in Ebola virus infection. D-dimers are also seen in Ebola
infected monkeys within 24 hours after infection.

countries such as Liberia, Sierra Leone, Nigeria, Senegal and finally
Mali [62-65].
According to WHO, about 28,500 cases attributed to Ebola have
been identified, with over 11,000 deaths. Among them were 881
healthcare workers who had also been infected with about 60% of them
dying. In countries where transmission was limited such as Nigeria and
Senegal, the disease was eliminated early while in areas where there
was widespread transmission, the disease slowed significantly in 2015
[66].

The impaired dendritic cell functions as well as T lymphocyte
apoptosis in infected individuals result in the impairment of adaptive
immunity resulting to the onset of fatal illness [4].
Ebola infection disables antigen-specific immune responses.
Replication majorly occurs in dendritic cells which are responsible for
initiating adaptive immune responses. In vitro studies show that
infected cells fail to undergo maturation and thus are unable to present
antigens to naive lymphocytes, potentially explaining why patients
dying from Ebola virus disease may not develop antibodies to the virus
[5,14,51,52]. Adaptive immunity is impaired by the viral infection due
to apoptosis induced by inflammatory mediators and loss of support
signals from dendritic cells. This phenomenon occurs in septic shock
too.

Epidemiology of Ebola viral disease
The 2013–2015 epidemic of EVD in Western Africa was the largest
and most widespread to date and case fatalities far exceed the total
from all previous EVD emergences. This outbreak was caused by the
Zaire species of Ebola and it was the first in urban settings with high
population densities where sustained transmission occurred. Previous
outbreaks were majorly due to nosocomial transmissions of the disease
and risks associated with funeral practices.
The large size of the 2013–2015 epidemic was unmatched by
adequate clinical capacity resulting in community based care rather
than hospitalization of cases [53].
Three Ebola virus species are responsible for the Ebola outbreaks in
sub-Saharan Africa: EBOV, Sudan ebolavirus and Bundibugyo
ebolavirus. Epidemics have happened in the Democratic Republic of
Congo, Sudan, Gabon, Republic of Congo, and Uganda [54,55].
The first recognition of Ebola virus was when two concurrent
outbreaks occurred in Zaire and Sudan in 19761. An epidemic due to
the Zaire species resulted in several hundred cases in 1995 in Kikwit,
DRC, while the Sudan virus infected over 400 people in Gulu, Uganda
in 2000. The Ebola virus is not restricted to humans and it has been
known to spread to wild nonhuman primates because of their contact
with unidentified reservoirs. This has led to reduction by death of some
primates such as Chimpanzees and Gorillas in Central Africa. Human
epidemics have also occurred due to handling of these sick or dead
animals in search for food [56-60].

The 2014-2015 Ebola outbreak in West Africa
The biggest Ebola epidemic thus far. This epidemic began in Guinea
in late 2013 and was confirmed by WHO in March 2014. The first case
of the outbreak was a 2-year-old child who died in Meliandou in
Guéckédou prefecture on December 6, 2013 after developing fever,
vomiting, and black stools without haemorrhage [10,61]. Due to
person-person contact, the virus spread to other West African
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Figure 2: Major West African countries affected by the Ebola viral
disease. Adapted from http://www.cdc.gov/vhf/ebola/outbreaks/
2014-west-africa/index.html
In August of 2014, an outbreak of Ebola virus disease was reported
in the Democratic Republic of the Congo. As of November 11, 2014, a
total of 66 cases of Ebola virus disease (confirmed and probable),
including 49 deaths, had been connected to this outbreak [67-69].

Clinical symptoms and diagnosis of Ebola virus disease
The time interval from infection with the Ebola virus to the onset of
symptoms is 2 to 21 days but the average is 8-10 days. Humans are
infectious only when they’ve developed symptoms. The first symptoms
are the sudden onset of fever, fatigue, weakness, muscle pain, severe
headache and sore throat. These are then followed by vomiting,
diarrhoea, rash, abdominal pain, symptoms of impaired kidney and
liver function and unexplained haemorrhage. Laboratory tests find low
white blood cell and platelet counts as well as elevated liver enzyme
levels [70,71].
Distinguishing Ebola Virus Disease from other infectious diseases
like malaria, typhoid fever and meningitis is difficult. According to
WHO, confirmation of Ebola virus infection is done using; antibodycapture enzyme-linked immunosorbent assay (ELISA), antigencapture detection tests, serum neutralization test, reverse transcriptase
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polymerase chain reaction (RT-PCR) assay, electron microscopy and
virus isolation by cell culture [70].

care is risky especially in domestic settings. There should be more
studies to correlate the contexts, timing as well as the intimacy of
contacts after disease onset. Due to the severe nature of the disease,
preventive and control strategies should be placed in endemic areas,
especially sub-Saharan Africa as treatment options are sought.

References
1.
2.
3.
4.
5.
6.
7.
Figure 3: Timeline of Ebola infection In Guinea, Liberia and Sierra
Leone. Adapted from http://www.cdc.gov/vhf/ebola/outbreaks/
2014-west-africa/index.html

Treatment and vaccines
There is no approved treatment available for Ebola Virus Disease. A
range of treatments including immune therapies, blood products and
drug therapies are being evaluated. Supportive care rehydration with
oral or intravenous fluids and treatment of specific symptoms increases
the chances of survival. No licensed vaccines are available yet, but 2
potential ones are undergoing human safety tests [70].

Prevention and control
Prevention and control strategies rely on employing different
interventions in case management, surveillance and contact follow-up,
provision of good laboratory services as well as safe burials. For the
control of outbreaks, there should be community engagement and
training to increase awareness on disease risk factors. Primary
infection can be controlled by handling animals with gloves and other
suitable protective clothing. Animal products for consumption should
be well cooked.
Secondary transmission from direct contact with people with Ebola
symptoms can be controlled by wearing gloves as well as protective
equipment during patient care. Hands should be washed regularly after
patient care. Reducing the risk of sexual transmission involves
abstinence from sex for men and women who’ve recovered from Ebola
disease; if not possible, protective measures such as condom use should
be recommended.

8.
9.
10.
11.
12.
13.
14.

15.
16.
17.
18.
19.

Healthcare workers should mind hand hygiene, respiratory hygiene,
use of protective equipment and safe injection practices. Train
laboratory staff on proper handling of samples collected for Ebola
investigative tests.

20.

In conclusion, the risk of Ebola infections primarily follows from
only close personal contact when symptoms have manifested. Patient

21.

J Infect Dis Diagn
ISSN: jidd, an open access journal

Feldmann H, Jones S, Klenk HD, Schnittler HJ (2003) Ebola virus: from
discovery to vaccine. Nat Rev Immunol 3: 677-685.
Leroy EM, Kumulungui B, Pourrut X, Rouquet P, Hassanin A, et al.
(2005) Fruit bats as reservoirs of Ebola virus. Nature 438: 575-576.
Ebola virus factsheet. Retrieved from http://www.who.int/mediacentre/
factsheets/fs103/en/
Bray M (2005) Pathogenesis of viral hemorrhagic fever. Curr Opin
Immunol 17: 399-403.
Mahanty S, Bray M (2004) Pathogenesis of filoviral haemorrhagic fevers.
Lancet Infect Dis 4: 487-498.
Bray MF, Richman DD, Whitley RJ, Hayden FG (2002) ASM Press,
Washington DC, p. 875.
WHO Ebola Response Team (2014) Ebola virus disease in West Africa-the first 9 months of the epidemic and forward projections. N Engl J Med
371: 1481-1495.
Georges MC, Lu CY, Lansoud SJ, Leroy E, Baize S (1997) Isolation and
partial molecular characterization of a strain of Ebola virus during a
recent epidemic of viral haemorrhagic fever in Gabon. Lancet 18: 49-181.
Johnson KM, Lange JV, Webb PA, Murphy FA (1977) Isolation and partial
characterisation of a new virus causing acute haemorrhagic fever in Zaire.
Lancet 1: 569-571.
Baize S, Pannetier D, Oestereich L, Rieger T, Koivogui L, et al. (2014)
Emergence of Zaire Ebola virus disease in Guinea. N Engl J Med 371:
1418-1425.
[No authors listed] (1978) Ebola haemorrhagic fever in Sudan, 1976.
Report of a WHO/International Study Team. Bull World Health Organ
56: 247-270.
Baron RC, McCormick JB, Zubeir OA (1983) Ebola virus disease in
southern Sudan: hospital dissemination and intrafamilial spread. Bull
World Health Organ 61: 997-1003.
Centers for Disease Control and Prevention (CDC) (2001) Outbreak of
Ebola hemorrhagic fever Uganda, August 2000-January 2001. MMWR
Morb Mortal Wkly Rep 50: 73-77.
Sanchez A, Lukwiya M, Bausch D, Mahanty S, Sanchez AJ, et al. (2004).
Analysis of human peripheral blood samples from fatal and nonfatal
cases of Ebola (Sudan) hemorrhagic fever: cellular responses, virus load,
and nitric oxide levels. J Virol 78: 10370-10377.
Onyango CO, Opoka ML, Ksiazek TG, Formenty P, Ahmed A, et al.
(2007) Laboratory diagnosis of Ebola hemorrhagic fever during an
outbreakin Yambio, Sudan, 2004. J Infect Dis 196: S193-198.
Formenty P1, Hatz C, Le Guenno B, Stoll A, Rogenmoser P, et al. (1999)
Human infection due to Ebola virus, subtype Côte d'Ivoire: clinical and
biologic presentation. J Infect Dis 179: S48-53.
Towner JS, Sealy TK, Khristova ML, Albariño CG, Conlan S, et al. (2008)
Newly discovered ebola virus associated with hemorrhagic fever outbreak
in Uganda. PLoS Pathog 4: e1000212.
Jahrling PB, Geisbert TW, Dalgard DW, Johnson ED, Ksiazek TG, et al.
(1990) Preliminary report: isolation of Ebola virus from monkeys
imported to USA. Lancet 335: 502-505.
Miranda ME, Ksiazek TG, Retuya TJ, Khan AS, Sanchez A, et al. (1999)
Epidemiology of Ebola (subtype Reston) virus in the Philippines, 1996. J
Infect Dis 179: S115-119.
Barrette RW, Metwally SA, Rowland JM, Xu L, Zaki SR, et al. (2009)
Discovery of swine as a host for the Reston ebolavirus. Science 325:
204-206.
Leroy EM, Kumulungui B, Pourrut X, Rouquet P, Hassanin A, et al.
(2005) Fruit bats as reservoirs of Ebola virus. Nature 438: 575-576.

Volume 1 • Issue 1 • 1000103

Citation:

Wambani RJ, Ogola PE, Arika WM, Rachuonyo HO, Burugu MW (2016) Ebola Virus Disease: A Biological and Epidemiological
Perspective of a Virulent Virus. J Infect Dis Diagn 1: 103.

Page 5 of 6
22.
23.

24.
25.
26.

27.

28.
29.
30.
31.
32.
33.
34.
35.

36.
37.
38.
39.

40.
41.

Biek R, Walsh PD, Leroy EM, Real LA (2006) Recent common ancestry of
Ebola Zaire virus found in a bat reservoir. PLoS Pathog 2: e90.
Leroy EM, Epelboin A, Mondonge V, Pourrut X, Gonzalez JP, et al. (2009)
Human Ebola outbreak resulting from direct exposure to fruit bats in
Luebo, Democratic Republic of Congo, 2007. Vector Borne Zoonotic Dis
9: 723-728.
Brainard J, Hooper L, Pond K, Edmunds K, Hunter PR (2015) Risk
factors for transmission of Ebola or Marburg virus disease: a systematic
review and meta-analysis. Int J Epidemiol .
Francesconi P, Yoti Z, Declich S, Onek PA, Fabiani M, et al. (2003) Ebola
hemorrhagic fever transmission and risk factors of contacts, Uganda.
Emerg Infect Dis 9: 1430-1437.
Roels TH, Bloom AS, Buffington J, Muhungu GL, Mac Kenzie WR, et al.
(1999) Ebola hemorrhagic fever, Kikwit, Democratic Republic of the
Congo, 1995: risk factors for patients without a reported exposure. J
Infect Dis 179: S92-97.
Dowell SF, Mukunu R, Ksiazek TG, Khan AS, Rollin PE, et al. (1999)
Transmission of Ebola hemorrhagic fever: a study of risk factors in family
members, Kikwit, Democratic Republic of the Congo, 1995. Commission
de Lutte contre les Epidémies à Kikwit. J Infect Dis 179: 87-91.
Baron RC, McCormick JB, Zubeir OA (1983) Ebola virus disease in
southern Sudan: hospital dissemination and intrafamilial spread. Bull
World Health Organ 61: 997-1003.
Faye O, Boëlle PY, Heleze E, Faye O, Loucoubar C, et al. (2015) Chains of
transmission and control of Ebola virus disease in Conakry, Guinea, in
2014: an observational study. Lancet Infect Dis 15: 320-326.
Changula K, Kajihara M, Mweene AS, Takada A (2014) Ebola and
Marburg virus diseases in Africa: increased risk of outbreaks in
previously unaffected areas? Microbiol Immunol 58: 483-491.
Kuhn J, Calisher CH (2008) Filoviruses: a Compendium of 40 Years of
Epidemiological, Clinical, and Laboratory Studies. New York, NY:
Springer Science&Business Media.
Borio L, Inglesby T, Peters CJ, Schmaljohn AL, Hughes JM, et al. (2002)
Hemorrhagic fever viruses as biological weapons: medical and public
health management. JAMA 287: 2391-2405.
Bray M (2003) Defense against filoviruses used as biological weapons.
Antiviral Res 57: 53-60.
Green A (2014) Ebola emergency meeting establishes new control centre.
Lancet 384: 118.
Dowell SF, Mukunu R, Ksiazek TG, Khan AS, Rollin PE, et al. (1999)
Transmission of Ebola hemorrhagic fever: a study of risk factors in family
members, Kikwit, Democratic Republic of the Congo, 1995. Commission
de Lutte contre les Epidémies à Kikwit. J Infect Dis 179: S87-91.
Centers for Disease Control and Prevention. Review of human-to-human
transmission of Ebola virus. Retrieved from http://www.cdc.gov/vhf/
ebola/transmission/human-transmission.html
Centers for Disease Control. Ebola virus disease: transmission. Retrieved
from
http://www.cdc.gov/vhf/ebola/transmission/index.html?
s_cid=cs_3923
World Health Organization. What we know about transmission of the
Ebola virus among humans. Retrieved from http://www.who.int/
mediacentre/news/ebola/06-october-2014/en/
Rowe AK, Bertolli J, Khan AS, Mukunu R, Muyembe JJ, et al. (1999).
Clinical, virologic, and immunologic follow-up of convalescent Ebola
hemorrhagic fever patients and their household contacts, Kikwit,
Democratic Republic of the Congo. Commission de Lutte contre les
Epidémies à Kikwit. J Infect Dis 1: 28-35.
Bausch DG, Towner JS, Dowell SF, Kaducu F, Lukwiya M, et al. (2007)
Assessment of the risk of Ebola virus transmission from bodily fluids and
fomites. J Infect Dis 196: 142-147.
Kreuels B, Wichmann D, Emmerich P, Schmidt-Chanasit J, de Heer G, et
al. (2014) A case of severe Ebola virus infection complicated by gramnegative septicemia. N Engl J Med 371: 2394-2401.

J Infect Dis Diagn
ISSN: jidd, an open access journal

42.
43.

44.
45.
46.
47.
48.
49.
50.

51.

52.

53.

54.
55.
56.
57.
58.
59.
60.
61.
62.
63.

Varkey JB, Shantha JG, Crozier I, Kraft CS, Lyon GM, et al. (2015)
Persistence of Ebola Virus in Ocular Fluid during Convalescence. N Engl
J Med 372: 2423-2427.
Centers for Disease Control and Prevention. Interim guidance for
environmental infection control in hospitals for Ebola virus. Retrieved
from
http://www.cdc.gov/vhf/ebola/hcp/environmental-infectioncontrol-in-hospitals.html
Centers for Disease Control and Prevention. Q&As on Transmission.
Retrieved from http://www.cdc.gov/vhf/ebola/transmission/qas.html
Chertow DS, Kleine C, Edwards JK, Scaini R, Giuliani R, et al. (2014)
Ebola virus disease in West Africa--clinical manifestations and
management. N Engl J Med 371: 2054-2057.
Bray M, Geisbert TW (2005) Ebola virus: the role of macrophages and
dendritic cells in the pathogenesis of Ebola hemorrhagic fever. Int J
Biochem Cell Biol 37: 1560-1566.
Basler CF (2005). Interferon antagonists encoded by emerging RNA
viruses. In: Modulation of Host Gene Expression and Innate Immunity by
Viruses, Palese P (ed.), Springer, pp. 197-220.
Bwaka MA, Bonnet MJ, Calain P, Colebunders R, De Roo A, et al. (1999)
Ebola hemorrhagic fever in Kikwit, Democratic Republic of the Congo:
clinical observations in 103 patients. J Infect Dis 179: S1-7.
Kortepeter MG, Bausch DG, Bray M (2011) Basic clinical and laboratory
features of filoviral hemorrhagic fever. J Infect Dis 204: S810-816.
Hensley LE, Young HA, Jahrling PB, Geisbert TW (2002)
Proinflammatory response during Ebola virus infection of primate
models: possible involvement of the tumor necrosis factor receptor
superfamily. Immunol Lett 80: 169-179.
Geisbert TW, Young HA, Jahrling PB, Davis KJ, Larsen T, et al. (2003)
Pathogenesis of Ebola hemorrhagic fever in primate models: evidence
that hemorrhage is not a direct effect of virus-induced cytolysis of
endothelial cells. Am J Pathol 163: 2371-2382.
Baize S, Leroy EM, Georges-Courbot MC, Capron M, Lansoud-Soukate J,
et al. (1999) Defective humoral responses and extensive intravascular
apoptosis are associated with fatal outcome in Ebola virus-infected
patients. Nat Med 5: 423-426.
Kucharski A, Camacho A, Checchi F, Waldman R, Grais R, et al. (2014)
Evaluation of the Benefits and Risks of Introducing Ebola Community
Care Centers. Washington, DC: Himmelfarb Health Sciences Library, The
George Washington University.
Feldmann H, Geisbert TW (2011) Ebola haemorrhagic fever. Lancet 377:
849-862.
Hartman AL, Towner JS, Nichol ST (2010) Ebola and marburg
hemorrhagic fever. Clin Lab Med 30: 161-177.
Leroy EM, Rouquet P, Formenty P, Souquière S, Kilbourne A, et al. (2004)
Multiple Ebola virus transmission events and rapid decline of central
African wildlife. Science 303: 387-390.
Peterson AT, Carroll DS, Mills JN, Johnson KM (2004) Potential
mammalian filovirus reservoirs. Emerg Infect Dis 10: 2073-2081.
Pourrut X, Kumulungui B, Wittmann T, Moussavou G, Délicat A, et al.
(2005) The natural history of Ebola virus in Africa. Microbes Infect 7:
1005-1014.
Rouquet P, Froment JM, Bermejo M, Kilbourn A, Karesh W, et al. (2005)
Wild animal mortality monitoring and human Ebola outbreaks, Gabon
and Republic of Congo, 2001-2003. Emerg Infect Dis 11: 283-290.
Georges-Courbot MC, Sanchez A, Lu CY, Baize S, Leroy E, et al. (1997)
Isolation and phylogenetic characterization of Ebola viruses causing
different outbreaks in Gabon. Emerg Infect Dis 3: 59-62.
World Health Organization. Global Alert and Response. Ebola virus
disease. Retrieved from http://www.who.int/csr/disease/ebola/en/
World Health Organization. Ebola situation in Senegal remains stable.
Retrieved
from
http://www.who.int/mediacentre/news/ebola/12september-2014/en/
World Health Organization. Ebola response roadmap situation report, 26
September 2014. Retrieved from http://apps.who.int/iris/bitstream/
10665/135029/1/roadmapupdate26sept14_eng.pdf?ua=1

Volume 1 • Issue 1 • 1000103

Citation:

Wambani RJ, Ogola PE, Arika WM, Rachuonyo HO, Burugu MW (2016) Ebola Virus Disease: A Biological and Epidemiological
Perspective of a Virulent Virus. J Infect Dis Diagn 1: 103.

Page 6 of 6
64.
65.
66.
67.

World Health Organization. Mali confirms its first case of Ebola.
Retrieved
from
http://www.who.int/mediacentre/news/ebola/24october-2014/en/
Gire SK, Goba A, Andersen KG, Sealfon RS, Park DJ, et al. (2014)
Genomic surveillance elucidates Ebola virus origin and transmission
during the 2014 outbreak. Science 345: 1369-1372.
World Health Organization. Ebola Situation Report-19 August 2015.
Retrieved
from
http://apps.who.int/ebola/current-situation/ebolasituation-report-19-august-2015
World Health Organization. Global Alert Response. Ebola virus disease –
Democratic
Republic
of
Congo.
Retrieved
from
http://
www.who.int/csr/don/2014_08_27_ebola/en/

J Infect Dis Diagn
ISSN: jidd, an open access journal

68.
69.

70.
71.

Maganga GD, Kapetshi J, Berthet N, Kebela Ilunga B, Kabange F, et al.
(2014) Ebola virus disease in the Democratic Republic of Congo. N Engl J
Med 371: 2083-2091.
World Health Organization: Ebola response roadmap situation report: 19
November 2014. Retrieved from http://apps.who.int/iris/bitstream/
10665/144032/1/roadmapsitrep_19Nov14_eng.pdf?ua=1 on December
14th, 2015.
Ebola Virus disease. Adapted from http://www.who.int/mediacentre/
factsheets/fs103/en/
Ebola Virus disease. Retrieved from http://www.cdc.gov/vhf/ebola/signsand-symptoms/index.html

Volume 1 • Issue 1 • 1000103

