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Fig. 1 Clinical and virological profiles of the experimental
horse 6# when it was treated with dexamethasone
Febrile episode is defined by a rectal temperature above 39°C in
conjunction with a reduction of the platelets (below 100 000/ml). e— e:

Rectal temperature; A—A: Lymphocyte; |]: Platelet.
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Fig. 2 Comparison of the lymphocyte proliferation level
of the experimental horses before and after drug treatment
Lymphocyte proliferation ration =proliferation percent of the test well
with the stimulation of PHA/proliferation percent of the control well
without the stimulation of PHA. [1: Before drug treatment; Il : After

drug treatment.
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Fig. 3 Phylogenetic analysis of the gp90 nucleotide
sequences of EIAYV isolated in vivo
The gp90 genes of the horse 6# were grouped in the clade B with the
pathogenic stain EIAV,;,,. The gp90 genes of the other horses were
grouped to the clade A with the vaccine strain EIA V.

< 10]0 L
10°F
]08,
107
100+
10°+
10*+
10°+
10°+
10"+

1

Viral RNA molecules/ml Plasm

|

TH# 8t o
Experimental horses

Fig. 4 Comparison of the plasma viral RNA copies of the
experimental horses before and after the drug treatment

[ : Before drug treatment; M : After drug treatment.
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The Plasma Load of Inoculated EIAV Vaccine Strain EIAV v
Was Not Boosted by Immune Suppression”

MA Jian"?, JIANG Cheng-Gang”, LIN Yue-Zhi”, GUO Liang"?, GUO Wei"”, KONG Xian-Gang",
SHEN Rong-Xian", SHAO Yi-Ming”, ZHANG Xiao-Yan®, ZHOU Jian-Hua"™
("National Key Laboratory of Veterinary Biotechnology, Harbin Veterinary Research Institute,Chinese Academy of Agricultural Sciences,
Harbin 150001, China; Wildlife Resources College, Northeast Forestry University, Harbin 150040, China;
INational Center for AIDS Control and Prevention, Beijing 100050, China)

Abstract The attenuated Chinese equine infectious anemia virus (EIAV) vaccine is the first lentiviral vaccine
that provides solid protective immunities to vaccinated horses. To investigate properties of EIAV vaccine,
especially the relationship between its replication and the immunity, viral plasma loads of an EIAV vaccine strain
EIAVmpy in immune suppressed horses were detected. Three horses, which were immunized with EIA Vi for 16
months, were treated with dexamethasone for 14 days to suppress their immunities. Reduced immune response in
these animals was confirmed by significantly declined lymphocyte proliferation rate detected after 10 days of the
drug treatment. The plasma viral loads of EIAVgyy, which was indicated by the genomic RNA copy numbers, in
horses before and after the treatment of dexamethasone were monitored by real time RT-PCR. Results revealed
that the viral plasma loads in two of three immune-suppressed horses were kept a steady low level around 10°~
10* copies/ml. The load was increased by 10 folds in the third horse, but was still among the standard levels for
EIAVmpy vaccinated horses. As a positive control, the viral copy number of an asymptomatic carrier of EIAV
virulent strain EIAVy;,, was jumped nearly 25 000-fold higher after being treated with dexamethasone. The typical
clinical symptoms of EIA, characterized by febrile episodes and thrombocytopenia, were also appeared in this
horse. These results clearly indicate that it is the unique biological feature of the attenuated EIAV vaccine, but not
the immunity, resulted in EIA Vippy remaining in low levels in the body harmlessly. In addition, the steady low level
of viremia and the inability to cause clinical symptoms of EIAVgp, in immune-suppressed hosts further
demonstrated the safety of attenuated Chinese EIAV vaccines. The data provide a new sight for studies on the

immunity to lentiviruses.
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