Osaka University Knowledg

Tltl.e Hg%ﬁgﬁﬁ 56‘7@2: Lfﬁﬁﬁﬂﬂﬁﬂmﬁﬁﬁi%ﬁﬁﬁ l/fC
FrEEEEDKRFBDMRET
Author(s) |fRHH, 5=; IBE, #X; KK, OF
Citation | HAEZFHIHRFEHMES. 1998, 58(4), p. 152-156

Version Type

VoR

URL

https://hdl.handle.net/11094/17818

rights

Note

Osaka University Knowledge Archive : OUKA

https://ir. library. osaka-u. ac. jp/

Osaka University




WRARBETCHE DT & L CHkA IRBI IR FEARAN 2 BT L 72
WS R DFRAF L O Ky

mE

BB Ak AW

)35 2R e SR 2) PEE

Prognosis of Residual Spleen after Partial
Splenic Embolization for the Treatment of
Hypersplenism in Cirrhosis

Takashi Iida", Ikuo Sakino"’
and Kimihiro Akagi®

The aim of this study was to elusidate the change in re-
sidual spleen volume after partial splenic embolization (PSE)
in 43 cirrhotic patients with marked hypersplenism. Residual
spleen volume was indicated as the rate (%) of residual spleen
to initial spleen before PSE. Furthermore, the platelet count
after PSE was observed in 23 patients followed up for 2 years.

Residual spleen volume in patients with infarction rates
of more than 80% (group A)had been maintained within 20
% even after 2 years, while they had obviously increased
during the early stage after PSE in patients with infarction
rates under 80% (group B), especially in patients with lower
infarction rates (under 60%).

Mean platelet count improved significantly in both groups
after PSE (p < 0.001, respectively), but increased more in
group A than in group B (p <0.01). High fever and abdominal
pain were observed in all cases of PSE. Other adverse ef-
fects such as pleural effusion and ascites that were frequent
in group A were transient.

These results suggest that PSE performed with a high
infarction rate of the spleen provides effective, long-lasting
results in the treatment of hypersplenism in cirrhosis.

Research Code No. : 516.4

Key words : Embolization, Cirrhosis, Hypersplenism

Received Jul. 22, 1997 revision accepted Jan. 23, 1998
1) Department of Radiology, Saiseikai Yahata General Hospital
2) Department of Internal Medicine, Saiseikai Yakata General Hospital

NIPPON ACTA RADIOLOGICA 1998 ; 58 : 152-156

LU ® I

o RERZEAT (LT PSE) (&, FFRZS B o s EE T
RFINRIETCHE P ) FERIRE OERE HY L LT T &
N, ZOHEREIZODVTES  OWEHALBV1, —
Ji, PSEREATIR\AFMATHIEENEA L, #OMBEI w2
LSRN ZVEEL Ao TV 25, BEEIc4R4E2
PoOIL B EIESRIC BT 2 |G I H Y 4, EE
5 IIPSEDIFEZESR & S-AFR DO BIfR 2 B 523 5 HIW T,
AR OM BRI BRI Lo THE T 5.

[

MRBLVHE

19894 1 AH 519954 3 HE Tl2, BRI THMZE LD
Wrah, MERETTHEDGHE L L TPSE% MfT L 72431 % 344
L7z PERNLES6,7i% (26-70/%), BHE2361, “ePE206
THhot-.

PSE!dSeldingeriZ(Z & 1) KEREIR 2 & & 7 — 7V ( SEH A
X, AT ¥y b, B Z MREIIRAE O KU BIIR 565
£ 0 EAAF TERAIIHFAL, MBIIRERIZF] X
T, gelatin sponge il ( 2mm#8) & HiEHE (Flomoxef 1g)
TAEMAEKIZES, SEOEEH (lopamiron370 F 7213
300) MR TRRMLZtE, hTF—FN LY PROOE
AL7z. BEDHIEE [ /-2 T DSA % 4 2 HEfT
L, DSA LT, MR HMIZTI0%BIRELER b
HCHELHRT L. FAEeTERZETEEILZ, 12
71 BT, PSE(#I[A1340-50% % Hec & L, fhkos gk
HER ATHEERSE L) % 2 [T THEAT L 72 (Fig.1).

PSE% ififT4 2 BHEI, BERTORBFLHEAL L, AR
Hidroxyzine pamoate 25-50mg % 7 L 72, #3212 e
i£500ml & 10%HES00m1 & itk 3 HEMER L, Aot
RN EEERNA L. F 7, RIS HUEYE (Flomoxef
lg/H) &4 2 081, &55 Lk, #EMb I UWMBH L LT
[ZIndometacin<*Diclofenac sodium SP %@ EF{d FH L 7=,

MDA % 1 HH OWERCT L TR & I 2T
DA 78y 3 220 7 b (Medvision, 3225—2771) — »#t,
KE) Z2fi-THllEL, BE L/, 2 B4 TPSE % #if7

HARERSRE 5558 % #Ha5



i o

Fig.1

Computed tomographies (A) before and (B)1 week after PSE.

L7-fERITIE, 2 BEOWZROERL» S EE L7z, KIZ,
PSE# OTRAFNR O A5 (4750 0 BRI 1233 2 JERIZEEM AR
DEE, %) DE{bx, FHIEEHB0% L. (234) & i (20
) o 2 BEIZ 5T, REEEAGIZIE LR L7z,

SH1Z, ik 2 4 L,L FRGBEIZRTTRE T d o 7223 EH & 4
FEHB0% LA E DA (127]) & T ZEZA60-80% Al DBHRE (11

BT T, BRAFMAEOZILZMAT L, £/, MkaE
JOEZHE ) PLIMERE A B & O RE DS DfREL LT

L2 % 153

ARl Mg & UtHepaplastin test (HPT)
DZAL A 23FE B THEE L 72,

TRTHOT—#1E mean 2 SDT/R L,
FATFIYALEL S unpaired Student's t test %
AWTHREL, p<0.05EHAHAMAEEL
17

PSEJn_ﬂ' BH ORI O WRFND, A%
A% L EDATETA19.5em’, 80% 7k
OB TIE354.5em® & ATF TR E Wi
o728, 2 HEMICAEERAO L
o7z (Table 1). fit~> T, WiHERH TPSE
%1 8 B ZHE S IR TEINR A & Tl
T5E, BEL D HEROFmVATEDIE

FEIR A EAZHIME L7 (P < 0.001).

VAT IRARFE DAL & REIRFIIZ A B &
FHIESR AT R0% KT OREFI T, Mitiuit]
I HRAFIR D IE KA H 1260 % K
i OREB 2 F DO EFE I AT < RO H e
(Fig.2 A). —7J7, HHEEEDB0%LLEDFE
HITIE, PSE# 3-64 A LA IEAAGE A %
T RERIATA S A, BT, #
DT EEL, BINID D EFRONE
K@ o -7 (Fig2B). 72,
2 ELLEREBEIR T & 12, HEEFDH60%
L o232, PSEMTETA & #ifk 2
EDFRFMERT 2 1Ll 5 &, HZESR80
%L EOARETIZ12.3+6.2%76 203 +
9.5% (p <0.001) & HEARDFEIEIL 10% LT
THoitz. —FH, BETIZ29.3+£6.1%M
548.8 +12.5% (p < 0.0001) & HAEFE D1

=4
A b,

MAEEE TH > 72 (Fig.3).

JAZ, PSEFEoM /NS % #EREAIZHIE L, PSERT, #rfz
1A AU IEM, 1 L2 FOBL %IRRT A
(Fig.4). #AlH £ OHitk 2 Eo i/ ML, ABETIZS. 1+
1.770513.2 £ 4.7X10%ul(p < 0.001)12, BETIZ5.5+1.8
7510.6 + ‘z,sxm*ml (p<0. 001) &, PSEf:MEEL LIZHE
ntEENIA bz, L L, BEROKVWBIHIZARELDZ
DEITEE TH -7 (p<0.01).

7, HfEo~—F—-& LT,
HPT OB & UHiT#E 2 SEOZL % 2

Table 1 Volumes of the spleen in 43 patients with liver cirrhosis before and after PSE. ]
P REBOIvS W IRer CITICR S neReeC o — 5E, WHEIZITWEEL b ICHEOYE
- }nfarctlon‘ No.of Volumes of the spleen (cm? ) B B L7ehs, ABECHI S At A5
rate (%) cases before SE after SE ¥ b7z (Table 2).
A 2 80% 23 419.5 +253.7 47.4+38.2" RIZ, PSEfiitR DM/ NMUEE &L U
PTOLEF Tl 2 72012, FRiEM
B <80% 20 354.5 + 156.8 117.1+64.0 HPTOR & FHT S 01, RFR

=xap < 0.001, signific mtl\ smaller than residual spleens in pdlleum performed with

< 80% infarction rate.

FR104E3 25 H

2O ELLERRONE

Fil & A%
HREf L 72 (Table 3). 208 %, B0
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| ) umes in patients after PSE. PSE were
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Terms (M)

and (B)high (more than 80%)
infarction rates.

AR L D DI E DR ER L L )iV AER AR
BHhz,

PSEDAGHE (Table 4) & LT, S5k IEMIIEEE & 26
RO, REERIIFERIZL > TRY IR WS, #
EROBOUARTEANITHEEPIZALN(p <
0.05). L2 L, MmoOFHFSHmII0 2 BT, MEERIC
ERIEAONLED o7, WBOCT L THERI NI AS
L UPKIE, HEEI0% L EDAKTEWEHAIZH - 7
M, FEEEIROON o7 S50, ABTHAD7:
DIZ—EICESTIIZ ZE L7216, FALEZOEMIZ, —
FEIZ80% LL LD E 1T L7 1 BT, BADEFEL, I8
WE9e 7% 560 L 74850, FAREATRIZHET L 72 5ER A5 &
ni-.

26

z

#3 HY PR ED NIk ZE4241F (partial splenic embolization, PSE)
&, BEEREAEAFCTE, TORMMEIDRVEWV) Eh b
P & O BN DOBIRTH AL L EZIOND. it
PSEIIMTADEHHE L Z/ L, HIES50-80% THifT =
NTVBGENL DD it DRI DL % #E
BRI A7 HUE (2 I, B & 9 I FFREZE 8.3 1 615 DPSE
BOMEREZ 120 A MCT L TREMIZHE L, FERHT0
%LU ED1261TI, FRAFIAPSERD35-45% |2/ L 7=
%, 70%KiMD 4 FEGITIIAFERAHEEA L, PSEDH
AIRIRIZBEETH o2 HE LT 5, FH S 13HEERR0
%% HIEL LAPSEZ T L, #EZERARO%LLL & 157223

=

Il
"~
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Fig.3 Prognoses of residual spleen volumes after PSE in
group A (——) and group B ().
Data were shown as mean + SD. #; p < 0.001, ##; p < 0.0001.
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Fig.4 Lomg-term follow-up of platelet counts after PSE in
group A(—) and group B ().
Data were shown as mean = SD. #; p < 0.001, ##; p <0.0001.

FEB) & 80% Al D205 1243V T THRAFHR DZAY % FEREHY | Hk
FtL7z. FO#EE, 80%LL LTIt 3-6 4 H LA
PHEEM AT BEG D A SN0, FhlBEIZZEELL,
PSE# 2 4F M CTHiE10020.3 £ 9.5% [ZFi/N L7z,
RAB0% Kiili Td o 7-HEG TIIMHE RN R OB AT
LIEGIHSE R S, PSEM% 2 4 THTRTD48.8 £12.5% &
%0, FEIZ60%KiMORER T, PSERDEIROMEHTEE
Thot:. UEOEERLY, PSEQOFRE* EMMMRET A1

—7, WE

1380% L EDHENVETH B EEZ
2% (WA
FWEEERCPSEX TEITT A &, Ml
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PSEDMUBERETTH O GHRN R Z 8-l 2 726012, Il
MREL & ARG 2 SEIIGE L, WA & AN 2 F ol
FHAERIZE Y 2 BE(B0% LLEDARE L 60-80% Kt
BIff) I TR L7z, F0R5R, MEETHiICIE
HELUGETROIDS, HEREDOEVATETE O
MHETHo . ZOBRBHROENL, BEIIBW
TR OBAFEAFER L RICER L EIZX B E
Zz H5hb, BHSY1370% LT OWZETIX, PSER
BENCERErZ6NB b 00, 1 HALEIZIZZD
BRI EL, —H, 70-90%DHETIZNN L, D
R L ZIZFAEOREDSE SN/ LR T NS,
fEo T, MU S AT EBEHROTEN S D,
BITRAFANE KT A AT, A E D70
%LLED, 80% % HIEL LI HENFEETHLLE
bbb, 85617, BWHEFRTPSEXEfTT 2L, I
AR M ERBR OB A2V T <, FFERED AT
Ao AT EARESIN TR,

EzE T HALEEIC—EIZ80% L, EOFEZE
EREATT A L, WMICAFAEDHET L v X ) 126
Biig#EE LTd, £0ay bu—VitEiETH 512
EEZOLNL, ZOL) RIEFICBWTIE, 1294
DIAIZPSE% 2 @I TIT ) AV EHEDE L, #r
BEAENESTHILEEZ OGNS, T2, FFiRER
JEIE 457 EOMEEIFEY DL, HEY—KIZT5
A, 2 2T THITTS A2 R ERNZ L o TEE
L, 2 AMAeENEEES L, WRERLEEIC
FTHUEFOFEIITRETH B EBbhb, FELIE
PSEf%, @fllZ5E2h & E)E 2 F2& 724, Indometacin
#°Diclofenac sodium SPT1 > b T — VU FETdH >
7o, 5512, MifRICCT L TREED KRN H 5
h, ZTNOOAHAEIIBE L ) BEFOEVAKTS
WIS o 7205, —BFTH D, BARILH LW
IR ORBIERZ TAZ LIZX W E L. Al

DTEL, —FEIZ80% L FOBEL T L AEMEET 4
RERED 1 Blak &, PSEXNEIT L/ AR LBEEOM
A MHEICH S e ERIIBO SN o fz, TEE,
PSEDZEREABO% LTI S 2 5 TRIKELERIL,
Wi BHEREIcd o 7- L B b5, HEZESR80% L. EDOPSEF
WAT3 2856, AR LI —REIIIET 3 2 MR 2 Z R
L, MigE®e@yicTiid, mERaEDTHIIETEET
horlEZLNI.

Table 2 The changes of hepaplastin test(HPT)in 23 patients with liver cirrhosis

before and after PSE.

AL AN 2-4 M Tl E I E L, Infarction No.of HPT (%)
B G):‘i?zﬁé, i ?175 e SO rate (%) cases before PSE after PSE
L 7-fifi % AEEDA LN B,

> 0 A7 . 13 Reee
- T, PSEf% 3 7 ALNOZEALIE, A = 80% 12 174+ 11.2 63.7+13.6
WD —I e BINE ATV 2B X B <80% 11 58.2 £ 18.1 65.7 +19.5°

RV SH A, €IT, EEOLIE

FH 1043 H25H

#p < 0.01, #=xp < 0.001.

27



156 IALBSRE TOIHE L2 0 5 2 {4 IR IR AR i

Table 3 Correlations between volumes of the spleen and platelet counts (Plt) or
hepaplastin tests (HPT)in patients with liver cirrhosis before and after PSE.

¥ & B
ltems r p values 1. MERETTEDRRE L L TP ”‘%
Volumes vs Plt (before SE) -0.6129 0.0005 A3 55 M EIIR 24 47 (PSE) # KifT
Volumes vs Plt (after SE) -0.4646 0.0127 L, SR OMHRER, M/ &
AVolumes vs A Pt 0.6295 0.0003 5N D EBNEB £ UHiRaEREICo
| Infectionrate (o6) vsARIt L, 00005 WCHRE L7

Volumes vs HPT (before SE) -0.3924 0.0389 2. HHIEHAR0% L DIEBITIE, itk
Volumes vs HPT (after SE) -0.0417 0.8333 2 E TR OZALILTEY 10% L F

AVolumes vs A HPT 0.4731 0.0110 . . ) .
H 1277, 80% AR OFEW] TlLAi 4T
Infarction rate (%) vs AHPT 0.4516 0.0159 i o R

Table 4 Adverse effects of PSE in 43 patients.

Symptom and sign

No. of cases (%)

(No. of cases) group A (23)

group B (20)

WK AT 505 % 8D, 0

ZTALAHETH 7.

3. PSEflfz, M/Mids L UHPTOH
ERUGh ARSI, Forhnd iR

w%*ﬁih,m%uLmﬁWTiU

1. Fevlar . o 23 ;;c;oior 20 (100j05 PETH - 7
ax'rfwm GEES 98810, 4, iEA mru REZE)TR0% DL o) |
Duration (day) 17.0+9.7 10.9+4.7°
. . . REBIT, — i PSE % ififT L 7245 5%,
2. Abdominal pain 23 (100) 0 (100) . WETR 4o hi g5 L 71
Duration (day) 128458 14.6+ 6.6 o Ly 7 HJL“ -
3. Anorexia 22 (96) 17 (85) q d {U“ ;”M*"""*“‘t SO RER
Duration (day) 5.9+4.7 52+50 ARG 2. _
4. Pleural effusion 15 (65) 10 (50) 5. PLEORIRA & BEHS0% & BiR L
5. Ascites 9 (39) 6 (30) L72PSEW, RFBIZIZHE S Mepkhe Ut
6. Aterectasis 1 (4) 0 DHHFE LT, BAFHOEA D &
7. Peritonitis 1 (4) 0 T, RIAOBRIPHFFTE 2G5 LN
8. Hepatic failure 1 (4) 0 FETHrELELLN.
#=p < 0.05.
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