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Long-Term Follow-up Survey of Postoperative Change of Pulmonary Artery Pressure in
the VSD Patients with Severe Pulmonary Hypertension

Hyung Ryul Lee, M.D.*, Byung Ryul Park, M.D.*, Myung Gyu Park, M.D.*, Seung Jin Kim, M.D.*,
Pill Jo Choi, M.D.*, Seung Kyu Park, M.D.*, Si Chan Sung, M.D.*, Jong Won Kim, M.D.*,
Sung Kwang Lee, M.D.*, Hwang Kiw Chung, M.D.*

At the Dept. of Thoracic and Cardiovascular Surgery of Pusan National University Hospital, postoperative

cardiac catheterizations were performed in 12 patients of ventricular septal defect with severe pulmonary hyperten-

sion (Pp/Ps>0.75), who were operated during the period from july 1981 to Dec. 1986. The mean age of the

patients preoperatively was 12.4 (range: 4-18) year-old and the mean follow-up duration was 25.8 (range: 8-53)

month per patient.

In comparison with the preoperative data, the systolic pulmonary artery pressure (SPAP) was decreased
from 103.6+18.4 to 70.4+35.9 mmHg (p<0.01) and the Pp/Ps was decreased from 0.89+0.10 to 0.58+0.27
(p<0.01). But the Rp/Rs and Rp were not meaningfully changed, from 0.31+0.16 and 7.6+0.4 unit to 0.41+0.32

and 8.0+6.6 unit, respectively. The preoperative Qp/Qs was bellow 2.0(mean: 1.6} in 3 out of 4 cases whose

postoperative Rp/Rs and Rp were above 0.75 and 15 unit, respectively. On the contrary, the preoperative Qp/Qs

was above 2.0 (mean: 3.5) in all of the 8 cases, whose postoperative Rp/Rs and Rp were below 0.50 and 10

unit, respectively.
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AYFE A 83U o BG HF 25.8
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2. 2% 7RMIUYE JSEFEWNYHA functional
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%% class I 1@, class T 332, classIl 88 &

H 2,6+0.7°103, ¥F class I 732, class I

Table 1. Age and sex distribution

Male Female Total
-3 0 0 0
4-6 1 0 1
7-9 2 0 2
10-12 1 1 2
13-15 2 2 4
16-18 2 1 5
Total 8 4 12
Preop Postop:.
I 1 / 7 1
3
I3 % 3 II
2
III 8 2 > 2 111
v 0 0 Iv

Flg 1. Postoperative change of NYHA functional class

37, classI 232 33 1.6 £0.80]0]4 < Ao
ula 9w A 74 p<0.01) F-& epf ok Fig.1).

3. % 27 HEYHYU(SPAP) 9 H#3

%% SPAP: 61~ 80mmHg 27, 81~100mmHg
3#, 101~120mmHg 62, 121mmHgo]4 1212 3
T 103.6 + 18.4 mmHg ¥ o™, £F SPAPE 40mm
Hgol3} 23], 41~680mmHg 538, 61~80mmHg 23,
101~120 mmHg 34, 12lmmHgo|4 1d2 =HF
70.4 + 35.9 mmHgo| 15 <Al vl&) 2n|9iA 74
(p<0.01)¥-& Jepyglci( Table 2, Fig.2).

Table 2. Postoperative change of systolic pulmonary
artery pressure (SPAP)

mmHg Preop. Postop.
-40 0 2
41-60 0 5
61-80 2 2
81-100 3 0
101-120 6 3
121- 1 1
Total 12 12
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Fig. 2. Postoperative change of SPAP

4. 25 P,/ Pso #32

%3 A} Aol A Pp/Ps 0.750]4k0 & H7F0.89
+0.100]gl ot} 43 Pp/Ps= 0.25~0.44 62l], 0.45
~0.74 3%, 0.75¢]4 3 & HF 0.58 £ 0.270|3]
3 &R0 wa 2w glA 7 p<0.01) H& vpeb
gl el Table 3, Fig.3).

5. % Rp/Rs9f He
23 Rp/Rg= 0.240|37} 68, 0.25~0.44 33,
0.45~0.75 3& 2 3F 0.31+0.160|ge, £F Rp

Table 3. Postoperative change of Pp/Ps

Preop. Postop.
-0.24 0
0.25-0.44 6
0.45-0.74 0 3
0.75- 12 3
Total 12 12

0.25+

o 1 2 3

5
Follow-up duration {years)

Fig. 3. Postoperative change of Pp/Ps

/Re= 0.240|3}7} 7&], 0.25~0.44 12, 0.750]7¢
4|2 BF 0.41+0.32 5 JehdQdm X3 wlast
o Ex18tA 08 ou|odE Hile §l= Table 4).
22y 63 Rp/Rs7 0.7501 402 7w 4sle] &
A& 3o £ Rp/Re& 0.500] Ao g ek Fig.
4).

Table 4. Postoperative change of Rp/Rs

-0.24 6 7
0.25-0.44 3 1
0.45-0.74 3 0
0.75- 0 4

Total 12 12
1.004
0.75

€ 050
0.251 % %
0% ] 2 3 4 5
(year)

Fig. 4. Postoperative change of Rp/Rs

6. &% RpQ Hs

%4 Rpi 4unito)st7} 49, 5~7unit 24, 8
~10unit 32, 1l1unite] 4 3dlZ H 7 7.6*x0.4un-
itgdom <% Rpi+= 4unit o|3t7b 53, 5~Tunit
32, 1lunito]l4 422 3 8.0%x6.6unit 3i+H
el vla Yuigles Wae ek Table 5). 28

Table 5. Postoperative change of pulmonary vascular

resistance (Rp)

Wood unit Preop. Postop.
-4 4 5
5-7 2 3
8-10 3 0
11- 3 4
Total 12 12
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Fig. 5. Postoperative change of Rp

W %% Rp7} 15unit o)Ahe 2 Z715 45 3ol
Aol € Rpv 10unito] 4§ vhepd Sek(Fig.5 ).

7. 8 Qp/Qs 2 =% Rp/Ry % Rp 49 Azt
ZHAH

%% Rp/Re¢ 7t 0.75,Rp 7} 15unit o] A<l 439
Hx5 3ellold €A Qp/Qs v 2.003HHT1.6) 5
yell oz €% Rp/Rs7F 0.50, Rp 7} 10unit o]}
ol gl B} AoA £ Qp/ Qs & 2.00]3(H
T+ 3.5) & veligiEl gk lellelA W Qp/ Qs
5.4, Rp/Rg 0.16, Rp 4.4unit Y A9 EIFRp/Rei=
0.83, Rp= L.5lunit 2 3A Z7}3 sled ey
M Fig.6, 7).
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) &
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Preop. Qp/Qs

Fig. 6. Relationship between preop. Qp/Qs & postop.
Rp/Rs (mean follow-up duration: 25.8 month)
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Fig. 7. Relationship between preop. Qp/Qs & postop. Rp
(mean follow-up duration: 25.8 month)
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5 2 2 F57] AFUG S 757 A St
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32 Ase AYAAF A ANY BA G| v(Rp/Rs) ¥
sl d 225k (Rpdell wat 2h2k mild, moderate, severe
2 ¥-F3c}®(Table 6).

Halol A B

Table 6. Classification of pulmonary artery hypertension
and pulmonary vascular disease

Pulmonary vascular

Pulmonary artery disease
hypertension Pp/Ps
Rp/Rs Rp
Mild 0.25-0.44 0.25-0.44 5-7
Modrate 0.45-0.74 0.45-0.75 8-10
Severe 0.75- 0.75- 11-

Hl4y ¢e] Yl hyperkinetic type 3 obstru-
ctive type 2] 27}z & ui¥l 5|, hyperkinetic type
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