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Embolization of Splenic and Left Gastric Artery for
Hypersplenism and Portal Hypertension

Takao Kodama, Shozo Tamura, Yasusi Kihara and Katushi Watanabe
Department of Radiology, Miyazaki Medical College

Research Cord No. : 516.4

Key Words : Splenic artery embolization, Left gastric artery
embolization, Portal hypertension, Hypersplenism

A total of 40 patient with hypersplenism and/or cardioesophageal varices caused by liver cirrosis,
Banti's syndrome or Budd-Chiari syndrome were treated by splenic embolization and left gastric
arterial embolization. Platelet count significantly increased to six months after splenic embolization
(p<<0.001). White blood cell count increased significantly within one week after embolization, and
gradualy decreased to previous level within six months. In 26 patients who were followed-up more
than six months, platelet count (p<0.005) and hemoglobin value (p<0.001) increased significantly.
Because of the combined therapy including endoscopic injection sclerotherapy and splenopneumopexy,
it was difficult to evaluate the effect of splenic and left gastric embolization on esophageal varices. The
discomnforst and complications of pain, fever, splenic abscess, pleural effusion, ascites and so on were
observed. The splenic embolization may be adequate to obtain 30 to 50% splenic infarction area in
consideration of the changes of platelet count and incidence of complications.
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Fig. 1 Changes of WBC and platelet counts and
hemoglobin value after splenic embolization (n=

40).

Table 1 Long term effect of splenic embolization
on hypersplenism. (n=26)

WBC count Platelet count
(x10°/mm?®)  (X10¢/mm*)
11.2+1.7-,

3.9%1.6 ?,4::215].
9.8+3.1—  13.1+1.5-

4.4+1.3
* p<0.005 * p<0.001

Hb
(g/dD

Before TAE
After TAE
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Table 2 Initial effect of embolization therapy on esophageal varices
according to combined therapy. (n=35)

Endoscopic findings of varices

Combined therapy Total
Unchanged Improved Disappeared

(~0 1 1 1 3D

Sclerotherapy 2 11(4) 4+(2) 17 6)
Sclerothera " i

R SPP. 0 6(2) 7 13 2)
Others 0 2 0 2

Total 3 20 12 365(10)

S.P.P. . Splenopneumopexy

( ) . Number of cases in whom the effectiveness of TAE were observed
* 1 gastric varices were observed in 1 case

Table 3 Initial effect of embolization therapy on esophageal varices
according to embolized artery. (n=35)

Endoscopic findings of varices

Embolized artery Total
Unchanged Improved Disappeared
Splenic a. only 5(1) 6*(3) 11C 4)
Splenic a.& . '
left gastric a. 3 15(6) 6 2406
Total 3 20(M 12(3) 35(10)

() Number of cases in whom the effectiveness of TAE were observed
* . gastric varices were observed in 1 case
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Table 4 Comparison of effect on hypersplenism
and complications of splenic embolization acco-
rding to the area of splenic infarction. (n=25)

Infarction on CT

<30% 0= <60% 60%=

No. of cases 10 9 6 .
Platlet (< 10*/ram?)
Before TAE 8.3+4.0 7.8%£1.8 6.9%+1.5

Peak after TAE 14.3£6.3 22.5+11.6 23.2+11.6

Complications

Fever 40400 7(78) 5(83)
Abdominal pain 1010) 7(78) 4(67)
Major compli. 0 1011 2033)
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Fig. 2 Relation between the embolus and infarc-
tion on CT (n=26).
*S.C.: Spring coil, G.S.: Gelatine sponge, A:
Group A, B: Group B
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Fig. 3 Case 1.
a, Splenic angiography immediately after TAE.
b. Celiac angiography 6 weeks after TAE.
¢. Abdominal CT scan 2 weeks after TAE.
Arrow and curved arrow indicate the positions of steel coils.
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Fig. 4 Case 2.
a, Celiac angiography 3 weeks after TAE (arrow indicate the position of the

steel coil).

b, abdominal CT scan 4 weeks after TAE.
¢, Abdominal CT scan one year after TAE.
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