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Partial Splenic Embolization as Treatment for Portal Hypertension
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Five cases of portal hypertension (2 cases of idiopathic portal hypertension (IPH) and three
cases of liver cirrhosis (LC) were treated by partial splenic embolization (PSE) using Gelfoam
particles and antibiotics. PSE was performed 3 times in one case and the others were treated
once. The patients were followed for approximately three years after PSE. Platelet counts
(PTLS), white blood cell counts (WBC) and hemoglobin levels (Hb) were followed.

1) Two cases of IPH resulted in a marked decrease in splenic size and increases in PLTS,
WBC and Hb.

2) Two out of three LC cases died of acute hepatic failure after PSE. The third case has
shown excellent results hematologically.

3) PLTS reached the highest level 2 weeks after PSE and decreased gradually. From 6
months to one year after PSE, PLTS again increased.

4) WBC was the highest on the third or forth day after PSE in those cases with over 60%
embolized spleen. In those cases with less than 60% embolized it was the highest on the first day.
The counts decreased gradually and then increased again between one and 5 months.

5) Hb began to increase about 3 weeks after PSE and continued to increase from 6 months
to one year.

6) The repeated PSE is very effective for IPH cases but care should be taken in selecting
LC cases for indication of PSE.
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Table 1 Cases and partial splenic embolization (PSE)

case sex age diseases

PSE complications

41 Idiopathic portal hypertension
Rheumatic arthritis

fever
209%(100) abdominal pain

60-70%(140)  fever

1 F 7 7 abdominal pain
4 ” 40-5096( 60> ga?;minal pain
2 F 3 gpachioporalhypertension  g)-90%(140) GOt S Varices bieeding
3 M 63 Liver cirrhosis 30-40%C 40)  fever L1 oain
4 M 59 Liver cirrhosis 309%( 40) fever, abdominal pain

Hepatoma

hepatic failure

5 M 59  Liver cirrhosis

fever, abdominal pain
hepatic failure )
(splenic vein thrombosis)

40-50%C 70)

F: female, M : male, (Gelfoam particles)
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Table 2 Change of Platelet Counts (PLTS) one
month after PSE

X104/
100 -
501 \\
30k ~
20f =
=< ><
10 -
. / P
—_—
= P
sl ; ‘\“"*‘“-».‘
_/
P 1 3~4 1 2 3 1 5
5 day week
E

Table 3 Change of White Blood Cell (WBC) one
month after PSE
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Table 4 Change of Hemoglobin (Hb) one month
after PSE
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Table 5 Long Follow-up of PLTS, WBC, Hb after
PSE
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Fig. 1 Case 1, Idiopathic Portal Hypertension
a) Arterial phase of celiac angiography before first PSE. Dilated splenic artery with marked splenomegaly
is noted. Aneuysma of splenic artery can be seen. b) Arterial phase of celiac angiography Zyears and eight
months after first PSE before third PSE. The size of spleen decreased remarkably but splenomegaly can be
still noted.
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a) Arterial phase of celiac angiography before PSE. Marked splenormegaly can be noted and collateral
veins can be identified from splenic hilum to the esophaqus on venous phase. b) Arterial phase of celiac
angiography after PSE. About 80~90% of spleen was devasculized by Gelfoam particles. ¢) Endoscopic
findings before PSE. Esophageal varix is noted on right side esophageal wall. d) Endoscopic findings eight
months after PSE. No esophageal varices are noted.

Fig. 2 Case 2, Idiopathic Portal Hypertension
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Fig. 3 Spleen at the time of autopsy of case 5
a) Cut surfase of embolized spleen. Peripheral location of the infarcted areas is cleary demarcated. b)
Histological findings of the spleen. Boundary between infarcted area and normal area can be clearly noted.
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