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Table 1 Preoperative blood analyses and intraoperative blood loss in groups I

and II
Group GOT GPT Total Albumin ICG K Prothrombin Blood
bilirubin 1 time loss
(1u/1)  (1U/1) (mg/d1) (g/d1) (min™+) (%) (g)
I(n=6) 62+11 72+21 0.8+#0.2  3.9+0.3 0.14:0.04 82.7+11.6 1373+836
IT{n=4) 54+ 7 64+18 0.9:0.2  3.8+0.2 0.13+0.01 91.3+ 6.4 1632+1013
N.S. N.S. N.S. N.S. N.S. N.S. N.S.

N.S.: Not significant

Group 1I:

Patients with inactive cirrhosis who had an uneventful

postoperative course after hepatectomy

Group II: Patients with chronic active hepatitis who died of hepatic
failure after hepatectomy
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Table 2 Summary of cases with postoperative liver failure (Group D

Case Age Sex Diagnosis Operative method Blood Plasma Maximum Survival
loss exchange bilirubin period
(yrs) (g) (times) (mg/dl1) (days)
1 58 M HCC subsegmentectomy 2800 8 18.8 27
active cirrhosis
2 54 M HCC partial resection 2463 33 64.5 96
active cirrhosis
3 59 HCC, CAH right lobectomy 787 15 30.7 64
4 57 HCC, CAH right lobectomy 476 10 24.0 50
M: male, HCC: hepatocellular carcinoma, CAH: chronic active hepatitis
Table 3 Changes of parameters indicating host defense mechanisms
Before Postoperative day
Parameters Group surgery T
1 3 17 14
Phagocytic I 0.024+0.007 0.023+0.004 0.02610.009.. 0.02410.010‘
index IX 0.02020.008 0.01030.002.' 0.010+0.002 0.009+0.001
Opsonic I 97.2+3.7 88.4+5.1 90.7+6.2 89.2+7.4 91.717.6..
index (%) 11 82.3+9.4"" 66.7:6.2"" | 58.3x12.1"*° 53.9+14.5"" 66.6+6.4
CHgo I 38.4+5.1 33.3+#4.9 39.7+5.0 374214.8. 36.615.1‘.
(U7m1) 11 23.7+5.9"%" 18.7+4.1*" | 16.1:3.8"" 18.3+3.9"" 19.0+2.6
Fibronectin 1 242186 228453 _— 194255 202145
( g/ml) II 155+42 148+46" B gg+12** 108+18
Leu 11(%) I 24.7+6.0 23.7+6.0 24.7+4.8 25.4;3.5. e
11 14.7+9.9 6.0+0.8"" 6.3x1.7""° 7.0+1.8%" —_—
OKT4/0KT8 I 1.47+0.36 1.65+0.25 1.61+0.31 1.83+0.50 -_—
11 1.48+0.52 1.46+0.41 1.90+0.67 1.71+0.48 —_
* p<0.05, #e p<0.01

Fig. 1 Pathohistological findings of the liver in case 4 obtained from preoper-
ative biopsy (left) and resected specimen (right). Marked cellular infiltration,
and piecemeal necrosis and ballooning of hepatocytes were observed in resected
specimen (HE, X144)
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Significance of Host Defense Mechanisms in Hepatoma Patients with Chronic Active
Hepatitis Indicating for Hepatic Resection

Kiyoaki Ouchi, Shuji Matsubara, Masanori Suzuki, Tsuyoshi Tominaga, Taisei Muto and Seiki Matsuno
The First Department of Surgery, Tohoku University School of Medicine

Patients with chronic active hepatitis (CAH) tend to have hepatic failure after major surgical procedures such
as hepatic resection. Four patients with CAH who died of hepatic failure after hepatectomy were compared with six
with inactive cirrhosis who had an uneventful postoperative course after hepatectomy. Parameters indicating host
defense mechanisms such as reticuloendothelial phagocytic index, opsonic index, CHy,, fibronectin and Leu 11 were
measured. All those parameters were significantly lower after the operation in patients with CAH than in those
with inactive cirrhosis. In addition, preoperative values of opsonic index (82.3 + 9.4% vs 97.2 + 3.7%) and CH;, (23.7
* 5.9 w/ml vs 38.4 £ 5.1 u/ml) were significantly lower in the former than in the latter group. It should be noted
that patients with deteriorated host defense mechanisms possibly have active inflammatory lesions in the liver.
Parameters indicating host defense mechanisms, therefore, could be important determinants of indications for
surgery, operative procedure of choice, and short term post operative survival.

Reprint requests: Kiyoaki Ouchi The First Department of Surgery, Tohoku University School of Medicine
1-1 Seiryocho, Aoba-ku, Sendai 980 JAPAN






