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Fig. 1. A 63-year-old male with dyspea for 7years
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a. HRCT at the level of right diaphragmatic dome shows honeycomcombing lesion more than 95 % in extent by visual estimation.
The average extent of honeycombing on 4 level was estimated 65 %

b. The main pulmonary artery was measured 33.0mm. The widest diameter perpendicular to the long axis of the main pulmonary
artery was measured from scan taken at about the level of the main pulmonary artery bifurcation.
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Table 1. Extent of Honeycombing lesion compared with diam-
eter of main pulmonary artery between patients and control

group

Honeycombing lesion(%) No MPA(mm)
Control group 30 251 +20
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Fig. 2. Relationship between the extent of honeycombing les-
ion and MPA size in the patient group.
MAP : main pulmonary artery
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The Size of the Main Pulmonary Artery in Patients with IPF :
Relationship with the Extent of Honeycombing Lesion'

Jong Koo Lee, M.D., Eun Joo Yun, M.D., Jae Kook Ko, M.D.
Hae Kyung Chun, M.D.%, Seon Young Yoo, M.D., Hyun Ja Shin, M.D.

7Department of Radiology, Korea Veterans’ Hospital
2Department of Radiology, St. Francisco Hospital

Purpose : To predict pulmonary arterial hypertension by comparing the extent of honeycombing lesion with
the diameter of main pulmonary artery (MPA).

Materials and Methods : We retrospectively reviewed 21 patients (20men, one woman) who showed
honeycombing lesion on HRCT, and also analysized a control group of 30 (29men, one woman) who had no
cardiopulmonary symptom and no abnormality on chest CT. On Chest HRCT, we scanned at four levels [1)
aortic arch, 2) bifurcation of bronchus, 3) mid-portion of left ventricle, 4) dome of right diaphragm], and two
radiologists then evaluated the proportion of honeycombing lesion within the entire lung field. According to the
extent of this, we divided the patients into five groups [(20% (1), 20—39% (1II), 40—59% (IlI), 60 —79 % (IV),
>80% (V)], and then divided Group I into two subgroups({10% (1 —1),10—19% (I —2)].

Using contrast-enhanced routine CT, the main pulmonary artery (MPA) was measured at its the widest diam-
eter perpendicular to the long axis at the level of its bifurcation.

Result : In group I (n=11) MPA was 28.4+2.6mm ;in group Il (n=6), it was 31.7 +2.0mm ;in group Ml(n=
2), 33.5mm ;in group IV(n=1), 33mm ; and in group V(n=1), 39mm. In subgroup I —1 MPA was 26.1 +1.9mm;
and in subgroup I —2, it was 29.8 +=1.6mm. In the control group, MPA was 25.1 =2.0mm.

Conclusion : The extent of honeycombing lesion is closely related to the change in diameter of the MPA.
Honeycombing lesion extending over more than 10 % of the lung field may lead to pulmonary arterial hyperten-

sion.

Index Words : Lung, diseases
Lung, fibrosis
Lung, CT
Hypertension, pulmonary
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Fig. 1. Oblique longitudinal sonogram Fig. 2. Postcontrast CT scan
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