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X 1. Risk factors for COPD

Degree of certainty Environmental factors

Host factors

Established - Cigarette smoking
Some occupational exposures

Good evidence

Alcohol

Environmental tobacco smoke in childhood

Other occupational exposures

Putative Adenovirus infection

Dietary deficiency of vitamin C

Air pollution (particularly SOz and particulates)
Poverty, low socioeconomic status

an-antitrypsin deficiency

Low birth weight

Childhood respiratory infection
Atopy (high IgE)

Bronchial hyperresponsiveness
Family history

Genetic predisposition

Blood group A

IgA nonsecretor

COPD: chronic obstructive pulmonary discase; IgE: immunoglobulin E; IgA: immunoglobulin A
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¥ 2. Functional Hallmarks : Predominant Bronchitis versus Predominant Emphysema

Predominant Bronchitis

Predominant Emphysema

FEVi/VC Reduced

FRC Mildly increased

TLC Normal or slightly increased
RV Moderately increased

Lung compliance Normal or low

Reduced

Markedly increased
Considerably increased
Markedly increased
Normal or low

Recoil pressure Normal or high Low

MVV Moderately decreased Markedly decreased

Airway resistance Increased Normal or slightly increased

Dco Normal or low Low

Arterial PO2 Moderately to severely reduced Slightly to moderately reduced
Arterial hypercapnia Chronic Only during acute respiratory infection
Hematocrit Generally high, may reach 70% Normal or slightly high, uncommon to

Pulmonary arterial pressure  Generally increased

exceed 55 %
Normal or slightly increased

NOTE: TLC = total lung capacity; RV = residual volume; Dw = diffusing capacity of carbon monoxide.
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Centrilobular Panacinar
emphysema emphysema

(n=18) (n=16)
Csp(L/em H:O/FRC)  0.059 0.102
K (% pred) 99 134
PL90 (% pred) 77 77
LLC (% pred) 109 109
P400 48.9 31.2
Mouscle in bronchioles 53 30

(% of max)

r SAD and FEVi/FVC —0.69 0.29
r X% and FEV/FVC 0.08 -0.72

Csp Specific compliance; FEV: Forced expiratory volume;
FRC Functional reserve capacity; FVC Forced vital ca-
pacity; K Shape constant K (see Table 1); P460 % bron-
chioles < 400m; PL90 transpulmonary pressure at 90%
total lung capacity; SAD Small airway disease score; TLC
Total lung capacity
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