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WBC 9900 /ul
RBC 375 X 10%ul
Hgb 12.2 g/dl
Hct 36.3 %

Plt 14.8 X 104/pl

<Urinalysis>
W.N.L.

<Viral Marker>
HBs Ag(-)
HCV Ab(-)

<Blood Chemistry>
TP 5.9 mg/dl
Alb 3.3 mg/dl
T.Bil 0.7 mg/dl
D.Bil 0.3 mg/dl

AST 30 U/

ALT 45 U/
ALP 169 U/
LAP 50 U/
y-GTP 33 Ul
LDH 144 U/l

BUN 17 mg/dl
Cr 1.41 mg/dl
Na 138.5 mEq/I
K 3.3mEq/I
Cl 103 mEq/l
T.cho 140 mg/dl
FBS 306mg/dl
HbAlc 5.5%

CRP 0.168 mg/dl

ARRREMR

<Complete Blood Cell>

AMY 68 U/l
ANA (-)
AMA (-)
ASMA (-)
<Coagulation>
PT 80.9%
PT-INR 1.13

<Tumor Marker>
AFP 2.1 ng/ml
PIVKA-II 500 mAU/ml
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Clinical characteristics of patients with ruptured HCC treated by TAE

Parameters n =48
Age (years) 64.5 (46-88)
Men / Women 35/ 13
HCV / HBV / Others 36/6/6
History of treatment for HCC 18
Shock 20
Syncope 7
Blood transfusion 16
Nodular / Massive / Diffuse 41/7/0
Tumor location Unilateral / Bilateral 21 / 27
Tumor number 1-3/4=X< 28 / 20
Maximal tumor size (cm) 6.0 (3.0-18.0)
Vascular invasion Portal / Hepatic / Both 7/0/1
Extrahepatic spread 3
Laboratory data

Alanine aminotransferase (IU/L) 445 (14-1946)
Albumin (g/dL) 2.85 (1.6-4.7)
Total bilirubin (mg/dL) 1.4 (0.4-5.4)

Prothrombin time activity (%)
Hemoglobin (g/dL)

Platelet ( X 10%/ u L)
Creatinine (mg/dL)

AFP (ng/mL)

70.45 (19.8-113.1)
9.85 (5.0-15.3)
11.8 (3.8-27.6)
1.05 (0.43-3.42)
262 (2-409680)




Embolization materials

n
gelatin sponges 18
gelatin sponges combined with iodized oll 24
metallic colils d)

metallic coils combined with gelatin sponges
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Survival curve of patients with ruptured HCC treated by TAE



Short—term

outcome
(30 days after TAE)

Emergency

treatment

successful
n =44 (91.7%)
TAE
n =48
ruptured HCC unsuccessful
n=158 n =4 (8.3%)
Other
treatments
n=110

Short—term outcomes of patients with ruptured HCC after receiving TAE



Causes of early death in patients with ruptured HCC after TAE

Causes

intraperitoneal bleeding

hepatic failure

HCC

spontaneous bacterial peritonitis
gastrointestinal tract perforation




Predictors of short—term survival in patients with ruptured HCC treated by TAE

P-value P-value :
Parameters (univariate) (multivaritate) Odds ratio 95KCl
Age (years) 64.5 >
Gender women 0.163
Etiology of chronic liver disease non HCV 0.591
History of treatment for HCC no
Shock no 0.272
Syncope no 0.478
Blood transfusion no
Radiographic features of HCC nodular 0.478
Tumor location unilateral 0.724
Tumor number 3=> 0.875
Maximal tumor size (cm) 6.0 => 0.613
Vascular invasion absent 0.520
Extrahepatic spread absent 0.209
Laboratory data
Alanine aminotransferase (IU/L) 445=>
Albumin (g/dL) 2.85< 0.082 0.255 0.055-1.190
Total bilirubin (mg/dL) 14>
Prothrombin time activity (%) 70.45 < 0.082 0.255 0.055-1.190
Hemoglobin (g/dL) 9.85 <
Platelet (X 10*/ u L) 11.8< 0.353
Creatinine (mg/dL) 1.05 => 0.018 0.152 0.032-0.724
AFP (ng/mL) 262 > 0.756




Definitive Long—term

treatment outcome
(> 30 days after TAE)

Resection
n=238

TAE
n=>95
Survivors after TAE e

n =33

TAI

Conservative
treatment 0
n=17

Long—term outcomes of patients with ruptured HCC after receiving TAE



Causes of death in patients with ruptured HCC
after definitive treatment

n
HCC 12
rerupture of HCC 9)

hepatic failure 6




Predictors of long—term survival in patients with ruptured HCC
who survived more than 30 days after TAE

P-value

P-value

Parameters (univaritate)  (multivariate) Relative hazard 95%CI
Age (years) 67>

Gender women 0.720

Etiology of chronic liver disease non HCV 0.280

History of treatment for HCC no 0.072 0.411 0.156-1.082
Shock no 0.958

Syncope no 0.601

Blood transfusion no

Radiographic features of HCC nodular 0.928

Tumor location unilateral 0.041 0.322 0.109-0.957
Number of tumors 3=>

Maximal tumor size (cm) 6.0> = 0.439

Vascular invasion absence 0.787

Extrahepatic spread absence 0.204

Laboratory data

Alanine aminotransferase (IU/L) 41=> 0.433

Albumin (g/dL) 3.1<

Total bilirubin (mg/dL) 1.1>

Prothrombin time activity (%) 82.0 <

Hemoglobin (g/dL) 9.9< 0.513

Platelet (x 10*/ u L) 126 < 0.330

Creatinine (mg/dL) 0.89 > 0.601

AFP (ng/mL) 230 > 0.004 0.238 0.090-0.629
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Survival curves of patients with ruptured HCC treated by TAE
who were divided into two groups according to tumor location
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Predictors of survival in patients with ruptured HCC treated by TAE

author year n predictors
univariate = Okazaki 1991 38 total bilirubin
Ngan 1998 33 total bilirubin
author year n predictors (short—term) predictors (long—term)

multivariate Kung 2008 167 creatinine, PVTT

(albumin)
Li 2009 62 albumin
Kirikoshi 2009 15 maximal tumor size
creatinine

Our study 2010 48 tumor location, AFP

(albumin, PT)
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