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Abstract:  Silicosis: A Case Reportand Literatures Review.
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Silicosis is an occasional occupational lung disease
in Thailand. Because symptoms and signs of this disease
are similar to asthma and chronic obstructive pulmonary

disease, careful history taking for noxious exposure and

occupational environment are very important to
diagnosis. Tissue biopsy is rarely necessary if exposure
history and specific pattern of radiographic findings are

confirmed. Environmental investigation for early

@ o 9 '
* nndilsz i NRUNIUBIYINTITY 159NV IFUATT BTN UATTITEN30000

4 o ' '
= nnglsedn e lsadon NRANNIUBIYINTITY 15 ANV IFUATT BTN UATTITBEN30000



42 N¥AT ISINLIANMITIBUATIIBTN N 33 AUUN 1 YNFIAN - IWBIU 2552

diagnosis and prevention is necessary for effective
disease. This report is a case of Silicosis that was
diagnosed at Maharat Nakhon Ratchasima Hospital and

literature review.
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Vital signs: T 37 degree Celsius, BP 120/80
mmHg, pulse rate 80 beats/min, respiratory rate 28/
min, oxygen saturation (room air) 96%

General appearance: mild dyspnea, no cyanosis,
no clubbing of fingers

HEENT: normal pharynx and tonsils, no cervical
lymphadenopathy

Heart: normal S1 S2, no murmur

Lungs: normal antero-posterior diameter, equal
chest movement, slightly decrease breath sound both
upper lungs, wheezing in both lungs, normal vocal
resonance, normal tactile fremitus, normal percussion.

Abdomen: soft, no abdominal tenderness, liver

and spleen not palpable

Nervous system: unremarkable
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- Complete blood count: hemoglobin 14 g/dL,
hematocrit 45 vol%, white blood count 7900 /uL
(neutrophil 41%, lymphocyte 23%, eosinophil 2.8%,
monocyte 6%, basophil 0.7%), platelet 346,000/ul

- Blood chemistries: BUN 8 mg/dL, creatinine
1.04 mg/dL, sodium 135 mmol/L, potassium 3.9 mmol/
L, chloride 98 mmol/L, HCO3 27 mmol/L

- Sputum for acid-fast bacilli: negative for 3
specimens for 3 days

- Arterial blood gas in room air: pH 7.46 PaO2
66 mmHg PaCO2 37.3 mmHg HCO3 27 mmol/L

- enwisdilea (nwdl 1): diffuse alveolar
infiltration both upper lobes

- High resolution Computerized Tomography of
chest (HRCT) (o Wl‘ﬁ 2): The study reveals large
conglomerulate masses in posterior aspect of both upper
lobes and bilateral perihilar regions. There are multiple
centrilobular and subpleural nodules, smooth and thinning
minor fissure without traction, right hydropneu-
mothorax. Normal heart, trachea, main bronchus are
patent. Mediastinal or hilar lymph node cannot be

evaluated
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pneumothorax, hilar node calcification e lainy
cavity (0 Twﬁ 4B)
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1. Tuberculosis

2. Histoplasmosis

3. Sarcoidosis

4. Pulmonary alveolar proteinosis

5. Calcified lung lesion

6. Asbestosis

7. Coal worker pneumoconiosis
8. Hypersensitivity pneumonitis

9. Wegener’s granulomatosis
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