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Table 1 Influence on survival and immune efficacy of piglets with HCV by HCLV inoculation
(2 b fragal e RN AREERE MOl 634 MUl EC  RETHE ETIEL AR
No.of Groups of AR LRt 11365 BT HL Number of B KL Number Number
sows  piglets  With/without Number of Number of Number of challenged  Number of of died of
HCV vaceinated unvaccinated died piglets piglets piglets with rised piglets  survival
piglets piglets  before challenge temperature piglets
ey 3 | 2 I ]
With HCV
1 - \'J"l'_a:—_..
'/1 Ty B 3 3 ) 3
WithoutHCV
42 o
il B
2 2 2 2
With HCV
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1 ANl
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Control piglets ~ Without HCV
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Table 2 The results of HCV assay in tonsil and survival condition of piglets before and after challenge
e AR i 60 d HOV Rl g W s Hev Rl 4Pk
15 5 Vaceined/ 60 days before challenge days after challenge Protected
Groups o e
No. unvaccinated 04d 154 30 d 45 d 60d 04d 74d 14 4d 214 condition
1 %% Vaceinated + ++ 4 + o+ 4+ - - FHE 4+ b b+ 1735 Survived
2 RHIE Unvaceinated - - +H4 HH++ - - FEE FE AR 4+ 4 1735 Survived
3 %9% Vaccinated - - - - - - - I 1735 Survived
4 AGiE Unvaccinated - - - - - - - A+ 4+ 1735 Survived
5 % Vaccinated - - - - - - 4+ H 4 H 4 1735 Survived
42 6 AHIE Unvaccinated - - - - - - - - - 1735 Survived
7 HIE Vaccinated + 4+ BT died
8 AHIE Unvaccinated ++ ++ + 4+ i - 4+ F£4 Survived
9 HIE Vaccinated + 4+ L A R AT
10 AMd%E Unvaccinated o+ ++ e T S s - + 4+ + AT Survived
11 fB9% Vaccinated - - - - - - - ++++ o+ {4 Survived
21 B Vaceinated ++ o+t + + - JET Died
22 AMRFE Unvaccinated - - - - - - - BET Died
23 J% Vaccinated R R S - - BT Died
24 A% Unvaccinated + 4+ 4+ JET died
25 Hd% Vaccinated thF+ A+ 4+ +++ I Died
26 AGE Unvaccinated + 4+ R Died
27 % Vaceinated + 44+ 4+ FET Died
244 28 MRS Unvaccinated + 4+ + + JET Died
29 I Vaccinated P S SE SR S S + o+ + 4+  +++  SET Died
30 ARIE Unvaccinated - - - - - FET Died
31 %% Vaccinated + 44+ R + o+ + 4 - JET Died
32 A5 Mummy + o+ +
33 BN Stillbirth 4+
34 BN Stillbirth /
ME 1 - ++ 4+ JET Died
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Influence of Persistent HCV Infection on Sows Reproduction Ability
and Piglets HCLV Immune Efficacy

NING Yi-bao, WANG Qin, QIU Hui-shen, ZHANG Guang-chuan,
SONG Li,ZHAO Yun, WANG Zai-shi, SHEN Qing-chun
( China Institute of Veterinary Drug Control, Beijing 100081, China)

Abstract: Two sows with field hog cholera virus (HCV) , thirtyfive piglets stem from the two sows and
six HCV negative controls were studied. Observation of development of fetuses, survival rate of piglets,
HCV vertical transfer rate, and influence of immune protection efficacy of hog cholera lapinization virus
(HCLYV) in pigs with HCV were carried out in the laboratory. Meanwhile, HCV horizontal transfer be-
tween pigs and influence on ability of sows” reproduction by HCV persistent infection were observed. T he
results indicated: Foetuses” development of one sow was affected obviously by persistent HCV infection.
Among fourteen piglets, three were stillbirths, all piglets were weak. Surprisingly, foetuses” development
of the other sow was not affected. Sows with persistent infection can transfer HCV to piglets through pla-
centa, vertical transfer rate of one sow was 45% (5/11), the other was 86% ( 12/ 14). Mortality of piglets
couldn’t be blocked by forecolostrum sucking and vaccine vaccination. The HCV infected piglets couldn’t
produce enough immune protection efficacy by HCLV vaccination. Four of five vaccinated piglets died after
challenge of virulent strain of HCV. HCV can spread horizontally by piglets with virus, and made health
pig infected, all four HCV antibody negative pigs that feeded in same pen with HCV carring piglets were
infected, three of them died: Persistent infection of HCV can lead to disability of reproduction.

Key words: HCV: persistent infection; survival of piglets: immune protection



