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of history of exposure to dusts, radiograph
of chest, hands and feet as well as positive
RF, Some of the cases showed increase of
immunoglobulin and presence of subcutaneous
nodules,

Key words, pneumocconioisis rheumatoid

anthrasillicosis report of cases

A Study on 20 Years of Yellow
Phosphorus Poisoning and An Inguiry
into its Diagnostic Criterion

Teng Hegin, et al

It was found, after four consecutive vears
of physical checkups on 189 workers of yellow
phosphorus production, that the incidences of
tooth disease and periodontal disease in wor-
kers of four years of service were 58,29% and
37.6% respectively, They were significant (P
<0,01) compared with workers of three years
of service and those on the control group,
X-ray pictures showed that 56,99 of workers
with 3 to 5 years of service had mandibular
injuries, A striking feature was that the pa-
tient had at once osteoporosis and local calci-
fication (accounting for 93,9%), and the inci-
dence was positive in correlation with years
of service (r=0,965, P<C0,01),

Follow-up visits were paid to 31 patients
who had not contact yellow phosphorus pro-
duction for 15 years, Among them, 11 deve-
loped from stage 1 to stage T, and 8 to stage
. 3 cases showed porosity-or abscess-like
changes in mandibular X-ray pictures, which,

* 63 o

were rather rare,

This article attempted to discuss on the
diagnostic criterion of chronic yellow phospho-
rus poisoning and suggested a classification
of 3 stages according to the range and degree
of mandibular injury, on the basis of X-ray
findings,

Key words, yellow phosphorus poisoning
mandibular injury

Study on the biomonitoring idices
of toluene exposure

Wang Guangzu, et al

The correlation of the excretion of uri-
nary hippuric acid (HA)and o-cresol (o-¢) with
the exposed air concentration were studied
in workers and volunteers exposed to toluene,
Excretion of urinary HA in non-exposurers
fluctuated in the day time,
trace in amount of o-cresol was detected in

No or only

the urine samples of non-exposures,

The urinary HA raised significantly at
the mid of shift, It reached the maxium by
the end of shift and declined to the base le-
vel 4 hours after stopping of exposure, The
urinary HA at the shift-end correlated well
with TWA in air concentration (worker,
r = 0, 64, volunteer, r=0,78), Exposure of high,
the o-cresol level were correlated with TWA
of air concentration (worker, r=9,63, volun-
teer, r=0,65 very well,

Key words, hippuric acid o-cresol TWA

biomonritoring
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