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Pulmonary Vascular Changes in Systemic Pulmonary artery anastomosis:
An experimental Study

Park, Young Kwan, * M. D.

Two groups of left pulmonary-subclavian artery anastomosis were done in 26 adult mongorel dogs.
For the first group, the distal end of the sulclavian artery was anastomosed to the side of the left pul-
monary artery, and for the second group, the subclavian end was anastomosed to the proximal end of
the left lower lobe pulmonary artery.

Among them, 6 died of bleeding or anesthetic failure during the day of operation, 10 survived 1 to
106 days and the other 10 were sacrificed at various interval.

To investigate the relationship between hemodynamic stress and temporal evolution of the pulmonary
vascular lesions, the pulmonary and femoral artery pressures, arteriogram and pathohistological specim-
ens were obtained.

The following results were obtained.

1. The postoperative pulmonary artery pressures were within normal limits except 2 dogs in the first
group, but in all 12 dogs of the second group, they were in moderate to maked pulmonary hyperte-

nsion level.
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After subclavian pulmonary anastomosis, both groups dogs showed ircreased femoral artery pulse pres-

sure.

3. The pulmonary vascular changes were more severe and appeared earlier in the sccond group dogs co-
mpared with the first group.

4. The earliest vascular changes appeared in the media of the small muscular arteries and arterioles.

5. Various vascular charges were produced in 2 cr 3 months. Thereafter, the changes were stationary.

6. Among the first group, two long-term servivors (No. 705 & 713) which had normal pulmonary art-

ery pressure under the anesthesia, also showed various vascular changes as other pulmonary hypert-

ensive dogs.

7. In the early stage meadial hypertrophy, interruption of elastic lamellaec were found in the small mus-
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cular arteries and arterioles, which were followed by intimal proliferation and thrombosis.

These

findings may suggest some evidences of trauma to the vessels.

8. Pulmonary arteriograms showed irregularity of the intima of the large and medium sized arteries, ab-

rupt ending of some of the small arteries and narrowing of the anastomosis.
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Pulmonary artery, medium sized. Intimal sclerosis.

- T
Fig. 7. X120, Verhoeff stain.
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Fig. 9. <120, H-E stain. Fig. 10. x50, Verhoeff stain.

Brarching artery,

Fig. 11. X120, Verhoeff stain. Fig. 13, x120 H T stain.

Marked interstitial fibrosis.
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Small arteries and arterioles.

ey o

Fig. 13. X120, H-E stain. Moderate intimal I'ig. 14. X120, H-E stain. Moderate intimal

thickening with calcification thickening with fccal fibriroid recrosis.
s S :

Fig. 15. X120, H-E stain. Moderate intimal Fig. 16. X120, H E stain. Marked intimal
and muscular thickening.

‘ . Yo e :
arked intimal and muscular Fig. 18. X540, H E stain. Necrotizirg arteriolitis
thickening with luminal obliteration. with rcurd cell infiltration.

7 R r‘ 4 ‘a‘ 1
Fig. 17. X540, H-E,
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