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PERSISTENT INFECTION OF A PSEUDORABIES VIRUS CONTAMINATED SWINE HERD,
AN ERADICATION PROGRAM AND LATENT VIRUS INFECTION OF SEROPOSITIVE SOWS
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TAIWAN PROVINCIAL RESEARCH INSTITUTE FOR ANIMAL HEALTH, TAIWAN, ROC.

Latent infection of herpesviruses in clinically nor-
mal hosts were previously reported, either in human
with herpes simplex virus or in amimals, like cattle
with infectious bovine rhinotracheitis virus and
swine with pseudorabies virus (PRV). Persistence of
PRV in healthy pigs was reecrudesced shedding cccur—
ring over a considerable pericd, either naturally or
in response to a corticosteroid stimulus. Most of
workers detected the latent PRV in clinically reco-
vered pigs infected experimently. Eradication of PRV
from contaminated farms by removing seropositive
pigs periodically monitored by double immunodiffu—
sion (DID) or serum neutralization test {SNT} was
not satisfactorily succeeded by several workers,
particular with a large pig farm. This report deals -
with the recrudescent shedding PRV of clinically
healthy sows from a recent contaminated farm and a
successful eradication program.

A larpe breeding pig farm of the government property
with 1430 sows, 604 gilts and 1834 piglets, where
had an acute outbreak of PR lately ; with 2.52 % of
sows and 12.41 % of piglets showipg'clinical disea—
ses, was selected for the test. Thirty eight of 48
mmmmhwsmsumsmmmuMthmsmumg
from 1:2 to 1:8 were intramuscularly inoculated dai—
ly with dexamethasone (DMY, 5 mg/kg of body weight
for 5 days. Ten non—treated sows served as control.
Nasopharyngeal swabs and serum samples were collec—
ted daily or weekly intervals at pre and post DM
treatment for virus isolation and FR antibedy titra—
tion, respectively. Rectal temperatures were taken
'da*l} from all tested sows. Tissues of 7 sows were
also collecte: for virus- icolation at one month
after the DM treatment. RE-13 and ESE cells were
used for virus isolation sad-the isolates were con—
firmed by immunoflucrescence. An eradication program
was carried out 2 months later since the appearance
of the acute infection by testing and remavipg all
seropositive pigs, detected by DID and SNT. No PR
clinical disease has been obgeryed since the" acute
outbreak occurred. e

For recrudescent shedding test, PRV was isolated from
one of 48 sows before the DM tre=fment. Howsver, the
number of DM treated sows intermittent shedding PRV
in their nasopharyngeal- fluid increased significan—
tly after the treatment as.shown in Table 1. The
number of sows shed PRV reached tc a peak at day 3,

4 and 5 after the treatment, decreased gradually
thereafter. Only one or no sow was foundeto continue
shedding 9 days after the last ¢ =e of DM employed.

Table 1. N° of sows shedding PRV after treatment
with or without dexamethasone.

Day after treatment Total#**
pre 1 2 3 4 5% 7 14 21 28
10 non | Bormmiee i o Pl ey ey e P 4
treated = (40 %)
38 DM et S e e [ e e e e ]
treated (84.2%)

* DM was daily given to each =ow for 5 days.
** Total n® of pigs shedding PRV.

8ix sows either in treated or non treated group were
found no PRV shedding throughtout the test pericd.
Clinically, 3 DM treated pregnunt sows showed mild
temperature response (40-40.4°C} on the 4th day and
aborted on the 5th day after M treatment. Interss—
tingly, 2 of 3 aborted sows did not shed PRV through—
tout the test course. Isolaticn of PRV from tissues
of 5 DM treated and 2 non-tréated sows was indicated
in Table 2. PRV was recovered most frequently from

tonsil, lymph nodes, olfactory bulb and lung.

Table 2. Virus isolation from tissues of 7 sows.

H® Olfactory Tonsil Retrophary Spleen Lung Kidney

s0W bulb geal LN

i + + = - + -
2 + + + = + =
2] + - + - - =
4 = + = = = =
= = o + = — =
6 = = = = = =

Serum neutralization antibody titer against PRV was
found significant-raising in 14 of 38 DM treated sows
but none in control. Two folds raising in antibody
titer was considered significant because the.titra-—
tion of all serum samples were carried out at the
same time. Among 14 sows, 8 had 4 to 8 folds increa—

‘sing in SN antibody titers as compared with the sam—

ples collected at pre and 3 weeks after the DM treat-—
ment.

An incidence of 17.42 & of PR antibody prevalence was
obtained among 3036 pigs detected by DID 2 months
after the acute outhbreak : 37.85 % of 893 sows, .
25.47 % of 585 gilts and 5.47 % -of 1553 piglets. Era—
dication program was immediately started by removing
all seropositive pigs detected by DID monthly. At the
first 6 months, the number of seropositive pigs was
found with no decreasing evidence as the program
carrying out (Table 3). The detection of PR antibody
at the 6th month was done by DID and SNT.® About 2.3
folds of sercpositive pips were dekected by SNT than
by DID. The SN antibody titer 1:2 was considersd =
positive. Therefore the SNT instead of DID was used
for monitoring PR antibody thereafter. The number of
sercpositive pigs decreased preatly, but not compie—
tely in the subsequent 2 months périod. Removing
seronegative instead of Seropositive pigs to a clean
area was alsc done on the 6th month. Dramatically,
none of the pigs was detected as positive in the fur-
tTher 2 tests. We considered.that a successful eradi-
cation was obtained.

Table 3. Incidence of FR antibody prevalence.

Month 1 e e e e e
Ne ;

testeq 3035 1182 1808 1372 1547 1184 1082 934 920 920
e 5

e AT P e ST e
(%) 16.670.6 0.3 0 0

+ Detected by DID. ++ Detected by SNT.

Conclusion :
The occurence of latent PRV infeption of clinically
normal pigs under field condition was cbserved either
naturally or in response to corticosteroid stimula—
tion. The recrudescent shedding PRV from carriers was
more significantly in stressed condition as induced
with DM. Eradication of PRV from contaminated pig farms
could be achieved by removing.the serconegative pigs
detected by SNT to a clean area.
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