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Experiences of partial splenic embolization (PSE) in seven cases of liver cir-
rhosis with marked portalhypertension was reported. Changes in peripheral blood
(platelets and white blood cells), liver function tests and splenic volume were
examined. The peripheral platelet count at the 14th day was 3.8 times higher
than that before PSE. The peripheral platelet count was kept higher than 10x
104/pl for more than one year in two cases. The splenic volume decreased to
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about 709 of the original volume. The side effects "of PSE included left hypo-
chondrial pain, fever, ascites and pleural effusion, which could be easily controlled

by palliative treatment.

Thus, PSE was thought to be an effective method for the improvement of

the platelet count in liver cirrhosis with portalhypertension.
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Fig. 1. Sequential changes of serum platelets after PSE
(short term).
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Table 1. The changes of laboratory data
between before PSE and post PSE

1 month.
PSE i PSE #%1 A
| |
Plat x 10# 4.1+ 1.9 10.0+ 4.7
RBC  x10¢ 328.7469.2 | 326.0+47.4
WBC 4148 +2598 | 6000 +2169
fib.  (mg/dl) | 166.4+59.9 | 211.3+102.9
HPT (%) 63.7+14.5 61.4423.3
alb (g/daD 3.2+ 0.4 3.0+ 0.4
chE  (IU/dD 124 +56.2 | 117.8+58.9
Bil(T) (mg/dl) 2.0+ 1.7 1.9+ 1.9
GOT  JU/D 98.24£170.8 | 48.8+23.7
GPT  (IU/D 34.2+13.5 27.0+14.6
LDH U/l | 118.8+58.9 166 +78.9
* p<0.05
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Table 2. The changes of splenic volume
on simple CT. Comparison between
before and post PSE.

PSE i PSE # /i
T.T 49.5 15 0.30
K. I 119 50. 6 0.43
T.K 172.5 94.5 0.55
M. S 97.5 81.3 0.83
T. M 72 66 0.92
Y. T 150 140 0.93
S.K 100 100 1.00
o HBﬁiQﬂ‘ 75.3439.1 | 0.71+0.28
(cm?)
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Fig. 2. Clinical course.

Fig. 3. Sequential changes of the splenic echography after PSE.

A) before PSE. B) 3 days after PSE. C) 3 weeks after PSE. D) 9 months after PSE.
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Fig. 4. Sequential changes of the splenic
CT.
A) 2 weeks after PSE.
B) 5 months after PSE.
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Table 3. Complications of PSE.
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