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Complement Activation by Tobacco Infusion

Myung-ho Chung, M.P.H. and Doo-hie Kim, M.D.
Graduate School of Public Health, Kyungpook National University, Taegu, Korea

Tae-ho Chung, M.D.
Kyungpook National University, School of Medicine

The capacity of tobacco infusions of Korean cigarettes to activate the complement path-

way was investigated in vitro by hemolytic assay.

Complement activity was studied using samples of normal rabbit serum incubated at 37°C

with tobacco infusions. In all mixtures containing tobacco infusion A,B,C,D,E,F,G,H and

I at a concentration of 0.1 :1, total hemolytic complement showed a progressive decrease
of 55,92%, 48.62%, 42.89%, 49.12%, 42.26%, 52.26%, 71.96%, 60.90%, and 61.14% respe-

ctively, after 60min of incubation.

This study suggests that all tobacco infusions of Korean cigarettes are activators of

complement.
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Fig. 1. Percent hemolysis of erythrocytes by rabbit complement which was incubated at 37.0°C with
veronal buffered saline, and tabacco infuson A,B,C,D,E,F,G,H and 1 for ¢ min. (QO) and 60 min. (@).



Table 1, Effect of tobacco infusions on total hemolytic complement activity

CH;,(hemolytic units/ml)*

a%nggﬁs Time of Incubation % gfecé%a;e
0 min 60 min

A (N=3) 7.9410.08 3.5040. 06 55.92+10. 41
B (N=3) 7.6310.05 3.92%0. 10 48.62:+12, 05
C (N=3) 7.81+0.11 4,460, 06 42,89+ 9.87
D (N=3) 8.55+0.09 4,3570, 07 49,124 8.82
E (N=3) 7.6970.09 4.4470.05 42,26+ 9.46
F (N=3) 7.75%+0.13 3.70=-0. 08 52.26+11.37
G (N=3) 7.8110.12 2.197-0. 05> 71.96+12. 68
H (N=3) 7.7570.57 3.0340.16 60.90+17.52
1 (N=3) 7.6910.23 2.9710.24 61.14113.36
VBS** (N=3) 7.7540.08 7.41-0. 09 4,39+ 0.13

* Hemolytic units are the reciprocal of the serum dilution giving 50% hemolysis(mean+-SE),
** Tobacco infusion was replaced by versonal beffered saline(VBS)
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