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THE PATHOGENICITY OF GNATHOSTOMA HISPIDUM TO SWINE

CHEN Mei, CHEN Qingquan, YE Xiangqun LIN Xiumin

( Life— Science College Xiamen University, Fujian 361005)

ABSTRACT: The typical symptom of Gnathostomiasis is that the infected swine keep vomiting, anorexia, emaciated lose weight

and its eosinophil leukocyte increased. Swine stomach and liver are the main organ damaged. The main pathological changes is that the

bottom of stomach is punctured by the parasite its mucosa become thicker, inflamed and ulcer. The connected tissue of liver proliferat-

ed. The pathw ay along which the parasite migrate become hemorrhage, with the liver cell cord disordered. The liver cell fatty degener-

ated withered and become necrosis. The way of the larve of Gnathostoma hispidum migrating in the body of swine and the control of

Gnathostomiasis are discussed in this paper.
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Table 1 The changes of the piglef s weight in the experimen-
tal and control group

H 39 SRR X R A
Date Experimental group Control group
P H 0 EH RN E
A Average weight fRE  Average weight
Weight increased Weight increased
(kg) ina day (kg) in aday
(kg/ (kg/ D
1995. 3. 22 8.5 — 9.5 —
1995. 4. 11 10.0 0. 075 14.5 0.25
1995. 4. 23 13.0 0. 14 19.25 0. 30
1995.5. 17 16.0 0. 135 24.5 0.22
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Table 2 The changes of hemogram in swine infected with Gnathostoma hispidum
A4 of A
Rl H 4 Date Experimental group * Control group
3.22 3.30 4.6 413 422 429 517 527 3.22 3.30 46 413 4.22
WE T L 4 1.5 15 12 24 9.5 5 1.5 2 4 2 2 2.5 2
rh 1 24 i 52 37.5 28 46 42 525 53 45 45 36.5 36.5 355 45
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