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Abstracts of original Articles

Effect of Sodium Para-Aminosal-
icylate on Brain Enzymes in Manganese

Treated Rats
Ge Lihui, et al

Rats pretreated for 60 days with Mn as
MnCl,-4H,0 in a dose of 15mg/kg/day thr-
ough intraperitoneal route, and then treated
with sodium para-aminosalicylate (PAS-Na)in
a doge of 80 or 120mg/kg, daily for 16 days,
Acid phosphatase and adenosine triphosphat-
ase activities inhibited by manganese in some
brain - regions, acetylcholinesterase activity
inhibited by the metal in all regions of rats
were restored in different degrees, The higher
dose of PAS-Na appeared to he more effective,
The regults suggested that the mechanism of
PAS-Na treatment may be restoration of
normal functions of neural cells and decrease
of synaptic function of the central cholinergie
system through restoration of activity of
related enzymes,

Key words, sodium pars-aminosalicylate

manganese toxication enzymes

The Metabolic Activation of Cy-

clophosphamide in Hydra Assay
Fu Lijie, et al

The proteratogen cyclophosphamide (CP)
was tested in the hydra assay in the presen-
ce and absence of an in vitro metabolic acti-
vation package(MAP) consisting of rat hepatic
microsomes (0,06 nmol P-450/ml) , 500um
NADPH, and 25um MgCl,. Bloactivation of
CP was confirmed under standard hydra
assay conditions of pH7,0 and 20°C, and
compared with activation at 37°C, The
results show the bioactivation increased the
toxicity of CP by two orders of magnitude,
The minimal effective concentration (MEC)
in the adult and “artificial embryo” of the
assay were decreased from 4000 ug/ml to

20ugCP/ml and from 1000pg/ml to 4,0 ug
CP/ml, respectively, Since hydra attenuate
apparently lacks MFO capacity thereby
facilitating comparative studies employing
microsomes of humans or any of the
Iaboratory mammals routinely used in dev-
elopmental toxicity safety evaluations,

Key words, cyclophosphamide  prote-

ratogen in vitro bicactivation  hydra assay

Prevalence Study on Hypertension
of Heat Exposure Workers in Tang—
shan Steel Plant )

Wang Zongyi, et al

3816 steel workers (male 3484, female
332) exposed to heat from Tangshan Steel
Plant, and 1047 archtectural and installing
workers (male 811, female 236) from the
same plant, as control group, were investiga-
ted, The prevalence rates of hypertension for
female workers in exposed and conirol
groups were 4,52% and 3,81% respectively,
the difference had no significance, The
prevalence rates of hypertension for male
workers in two groups were 9, 24% (adjusted
rate 10,30% » and 6,29% (adjusted rate
5.01%) respectively, the significal difference
was found (X2=7,25, P<0,01),and the rate
also increased with the standing and the
degree of heat exposure

Key words, heat exposure
steelworkers

hyperten-~

sion prevalence

Study on Serum Prealbumin as z
Sensitive Index in TNT Hepatic Da-
mage

Wang Renyi, et al

The serum prealbumin of 42 workers
exposed to low concentration(<MAC) trini-
trotoluene (TNT) were studied, The results
showed that Hbh, TTT, ZnTT, ALT all were



