
minerals are known to modify the fibrogenic effects of
crystalline silica.14 Our finding of exposure to mixed mineral
dust (eg, free crystalline silica and non-fibrous silicates such as
mica and kaolin) and mineralogical analysis findings similar to
those of Kampalath et al10 and Mulliez et al12 tend to support
their aetiological contribution.

In conclusion, mixed mineral dust toxicity should be
considered in the aetiological diagnosis of anthracofibrosis.
Repeated bronchial biopsies, sputum and bronchial fluid
analyses for acid-fast bacilli enable exclusion of cancer and
tuberculosis. Detailed history taking of potential exposure and/
or mineralogical analyses can identify causative mineral dusts.
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REFERENCES
1. Chung MP, Lee KS, Han J, et al. Bronchial stenosis due to anthracofibrosis. Chest

1998;113:344–50.
2. Kim HY, Im JG, Goo JM, et al. Bronchial anthracofibrosis (inflammatory bronchial

stenosis with anthracotic pigmentation): CT findings. AJR Am J Roentgenol
2000;174:523–7.

3. Cohen R, Velho V. Update on respiratory disease from coal mine and silica dust. Clin
Chest Med 2002;23:811–26.

4. Long R, Wong E, Barrie J. Bronchial anthracofibrosis and tuberculosis: CT features
before and after treatment. AJR Am J Roentgenol 2005;184(Suppl 3):S33–6.

5. Amoli K. Bronchopulmonary disease in Iranian housewives chronically exposed to
indoor smoke. Eur Respir J 1998;11:659–63.

6. Newman JK, Vatter AE, Reiss OK. Chemical and electron microscopic studies of the
black pigment of the human lung. Arch Environ Health 1967;15:420–9.

7. Baldwin DR, Lambert L, Pantin CF, et al. Silicosis presenting as bilateral hilar
lymphadenopathy. Thorax 1996;51:1165–7.

8. Cahill BC, Harmon KR, Shumway SJ, et al. Tracheobronchial obstruction due to
silicosis. Am Rev Respir Dis 1992;145:719–21.

9. Mahnken AH, Breuer C, Haage P. Silicosis-induced pulmonary artery stenosis:
demonstration by MR angiography and perfusion MRI. Br J Radiol 2001;74:859–61.

10. Kampalath BN, McMahon JT, Cohen A, et al. Obliterative central bronchitis due to
mineral dust in patients with pneumoconiosis. Arch Pathol Lab Med 1998;122:56–62.

11. Meysman M, Monsieur I, Noppen M, et al. Localised obliterative bronchitis due to
non-occupational mineral dust inhalation. Acta Clin Belg 2000;55:341–3.

12. Mulliez P, Billon-Galland MA, Dansin E, et al. [Bronchial anthracosis and pulmonary
mica overload]. Rev Mal Respir 2003;20:267–71.

13. Dumortier P, De Vuyst P, Yernault JC. Comparative analysis of inhaled particles
contained in human bronchoalveolar lavage fluids, lung parenchyma and lymph nodes.
Environ Health Perspect 1994;102(Suppl 5):257–9.

14. Craighead J, Kleinerman J. Diseases associated with exposure to silica and
nonfibrous silicate minerals. Arch Pathol Lab Med 1988;112:673–720.

OSA and survival after stroke
Sleep apnoea has been associated with increased mortality following stroke, but not
independently of potential confounding factors. This is the first study to distinguish between
obstructive and centrally mediated sleep apnoea following a stroke and to investigate the
influence of each on mortality.

One hundred and fifty-one patients admitted to an in-hospital stroke rehabilitation unit at the
Umea University Hospital in Sweden were invited to enrol in the study. Of these, 138 consented
and underwent overnight sleep studies. At study inclusion, 15 patients had had a haemorrhagic
stroke and 49 patients had experienced two or more strokes; 23 patients (17.4%) had obstructive
sleep apnoea and 28 (21.2%) had central sleep apnoea. The remaining 79 patients served as
controls. The primary outcome measure was all-cause mortality.

Obstructive sleep apnoea was associated with increased mortality after adjustment for age,
sex, body mass index, current smoking, hypertension, diabetes mellitus, atrial fibrillation, Mini-
Mental State Examination score and Barthel index of activities of daily living. These findings
were not replicated in the group with central sleep apnoea.

The authors conclude that it may be beneficial to perform sleep studies on patients following a
stroke and to offer continuous positive airway pressure to those with obstructive sleep apnoea,
although low compliance with treatment is expected. This study highlights an avenue for
improving the long-term outcome after stroke and may come to hold yet more relevance in the
future if better tolerated treatments for obstructive sleep apnoea are developed. One limitation of
this study was that patients with minor strokes and transient ischaemic attacks were not
included as they would not have undergone in-hospital stroke rehabilitation. This group may
also benefit from investigation.

c Sahlin C, Sandberg O, Gustafson Y, et al. Obstructive sleep apnea is a risk factor for death in patients with stroke: a 10-year follow-up.
Arch Intern Med 2008;168:297–301.
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