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Apstracts of Original Articles

Pathological Observation on 3

Siderosis Cases o¢f Rust-removing

Workers
Zou Changqi, et al

Three autopsy cases of siderosis in rust-
removing workers of shipyard were reported,
According to the pathological criteria of pneu-
moconiosis, 3§ autops cases were diagnosed
as I stage of macular type pneumoconiosis,
The resules of pathomorphological observation
showed that a lot of dust particles, dust
induced fibrotic foci or nodules could be seenon
the wall of respiratory bronchioles, adjacent
alveolar spaces and on the peribronchioles and
perivessels, The interstitial fibrosis of Iung
was slighter than those of welders pneums=
oconiosis, Based on elemental analysis of lung
tissues, contents of Fe ane Mn in 3 autopsy
cases were much higher than those of non-pne-
umoconiosis group, but the contents of Mn in
siderosis group were lower than those of
welders pneumocconiosis, The contents of
free silica of lung specimens in siderosis
were 10 fold lower than those of silicotic
group, Authors consider that iron dusts may
cause changes of pnewnoconiosis but the
pathological changes of siderosis are less than
those seen in welders pneumoconiosis,

Key Words,
pathology

siderosis pneumoconiosis

Lymphocyte NTE Activity in
Workers Exposed to TOCP
Gao Baoxi, et al
Lymphocyte neuropathy iarget esterase
(NTE)in 60 workers exposed to tri-o-cresyl
phosphate (TOCP)were examined, The result
showed that the inhibition of Ilymphocyte
NTE may reflect the TOCP level of workers
exposed recently, and Iymphoeyte NTE can

be used as a rational biomonitor for workers
exposed to organophosphates,

.~ Key words, organophosphate poisoning
delayed

pathy target esterase

neuropathy lymphocyte neuro-

Comparison CT Scan, Ordinary
Chest Radiograph and High Kilovoltage
Chest Radiograph in the Diagrosis of
Pneumoconiosis

Guo Xiangyun, et al

In order o evaluate the praciical wuse of
CT in the diagnosis of pneumoconiosis, 47
cases of pneumoconiosis of various stages
caused by different kinds of dust were examined
with three different methods—CT scan, or-
dinary chest radiograph and high kilovoltage
chest radiograph, The results were compared-
with cone another, For stage 0*—I of pneumo-
coniosis, thinner slice scan could identify
small opacities more clearly than 1omm slice
scan, high kilovoltage chest radiograph was
better than ordinary chest radiograph in de-
tecting irrgular small opacities, For stage] —
E of pneumcconiosis, the yield rate were
27.6% higher for large opcities with CT scan
than that of chest radiograph, In comparison
with ordinary chest radiograph, CT can also
increase the yield rate of the focal emphy-
sema and plueral thickening by 36% and 259
respectively,

Key words:
chest radiograph

pneumoconiosis  CT scan

Report of g cases of Caplan’s Syn-
drome
Yang Dechang, et al

Six cases of typical Caplan's Syndrome
are reported, Diagnosis was made on the basis



