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Group PI ICBA®% ) 02 ((Ase7) ACP(Ag9p)
Control 5 14- 0 53 50.34- 4.52  0.090G+ 0.0083  0.242+ 0.011
Normal serum 6 08 0 65 51.52+5.81 0. 0915+ 0. 0078 0.235+ 0. 010
ZAHS treated 3 575 0 36 26.85F 2,52  0.0644+ 0.0076+  0.102+ 0.012
Anti-(3, Cs 5 478 0 49 40.24+ 4.61=#  0.0882F 0.007%  0.201+ 0. 013%
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Effects of bypass-activated complement on bactericidal capacity of
Kuppfer cells
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Abstract Objective: To determine whether bypass-activated complement can directly influence intracel—
lular bactericidal activity (ICBA) of Kupffer cells ( KCs). Methods: @ Cultured KCs were challenged to dif-
ferent doses of ZAHS at different time phases and then 4 parameters were measured- @ In vivo. the rats
were challenged to ZAHS injection through mesenteric vein. The liver was sampled and examined under LM
and EM respectively 12 h later- ®  The same procedures were repeated except that ZAHS had been neutral-
ized by the serum against C3 and C5. Results: ) Phagocytic index (PI), ICBA and intracellular superoxide
ions of ZAHS-treated KCs rose significantly and then fell. Acid phosphatase ( ACP) decreased monotonously
decreased. ICBA was significantly correlated to both intracellular superoxide ions and ACP. @  After the
12th injection of ZAHS, the pathological changes in rat livers included albuminous degeneration of most hepa—
tocytes, injured mitochondria of some KCs and apoptosis of few hepatocytes adjacent to KCs. @ Block test
showed that the anti-serum-treated KCs held 79% ICBA, 83k ACP and 97% intracellular superoxide ions
respecting to the normal. No evident pathological changes in the livers of the challenged rats were seen. Con —
clusion: The fragments of C3 and C5in ZAHS can directly impair phagocytic and bactericidal function of KCs
and indirectly injure the structure of theliver. The mechanism of this might be the great release of bacterici—
dal and inflammatogenic intracellular superoxide ions and ACP.
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