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Table 1
Serum NEFA Change in GTT in Normal Persons
Fasting 30 60 90 120 180 min.
Mean Value (mEq/L) 0.578 0.302  0.2568  0.267 0.227  0.288
Standard Deviation (mEq/L) 0.264 0.058 0.042 0.048 0.042  0.058
% Change 100 52 45 46 39 50
Table 2
Liver Fatty Infiltration and Fasting Serum NEFA
O © ® o
0.57840.264
Normals 6
Acute Hepatitis 0.67310.196 0.3631+0.117 0.790+0.125 0.500
(Convalescence) 3) 3 O €]

Chronic Hepatitis 0. 615(:50 -142

Liver Cirrhosis 0. 810(%“)0 -115

Fatty Liver

Number of cases

¢ >

0.403+0.031  0.60210.139  0.6270.087
(3) ® @

0.620 0.670
@ o
0.44040.072
[63]

0.8501-0.458
€)

Mean Value <= Standard Deviation

The extent of fatty infiltration, as revealed by microscopic examination, is divided irnto the

following four groups.
O : No fatty infiltration
@ : Moderate fatty infiltration

© : Slight fatty infiltration
® : Marked fatty infiltration.
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Table 3

Liver Fatty Infiltration and Per Cent Change in
Serum NEFA in GTT in Acute Hepatitis

Table 5

Liver Fatty Infiltration and Per Cent Change in
Serum NEFA in GTT in Liver Cirrhosis

‘min. after min. after
glucose load glucose load
Case T2HDE 30 g0 90 120 180 Caso FSHDE 30 o0 90 120 180
level ’ level i
|a 40 40 22 30 40 a" 78 66 59 40 55
Oib 100 53 36 36 43 35 Ol|b* 100 47 20 17 22 41
c 50 60 60 ¢’ 84 43 32 34 35
1d 56 69 69 713 a” 70 48 45 48 56
©|e 100 8 49 44 66 51 ©|e 1100 9 60 59 71 72
£ 104 100 91 74 78 £ 81 62 65 70 108
g 85 8 80 85 92 @|g 100 8 65 68 78 85
®l® 10 92 60 43 39 40 :
i 55 87 40 43 26 @ |h” 100 103 8 66 61 72
i 73 55 69 59 114
elx 10 110 8 100 8 72 O,©,® and @ : See the legends to Table 2

' 0.0, ® and @ : See the legends to Table 2

Table 4

Liver Fatty Infiltration and Per Cent Change in
Serum NEFA in GTT in Chronic Hepatitis

min. after
glucose load

%sm&@
ase F2SUNE 39 60 90 130 180
T EEE
2 64 70
Ole¢ 100 g3 6 72 68 100
& 48 56 54 85 89
¢ 97 9 71 97 110
@|f 100 8 8 77 64 66
o 80 70 70 78 85
1% 89 80 62 72 85
v 77T 52 48 39 82
®{i 100 108 57 54 57 711
K 63 59 39 37 61
fr 60 47 47 62 102
m’ . 89 70 64 63 59
®|n 100 9 8 77 66 68
o 125 83 8 74 81

O,©,® and @ : See the legends to Table 2

BROER A B X UITRE DA% Tl NEFA
DELDEABEEES SUREFR (KELH) )
ICHATRIROERBS & Nl BN ICEED
ZR3H oot

BB EBE X D hEERD AB TR, KFLE
RIZBVL T3/ NEFA OZBIA2RL, A%
0 DR DIZE IR N E £ RISV BT AT
HErTh 3,

Table 6

Liver Fatty Infiltration and Per Cent Change in
Serum NEFA in GTT in Fatty Liver

min. after
_glucose load
Fasting
Case level 30 60 90 120 180
a’”’ 128 125 131 95 164
@ | b’ 100 124 134 142 110 132
e 113 91 104 87 76

@ : See the legends to Table 2
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NY, FICEERELY ERTIEEERLE, C
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4) ) EEAE UTH K D hikieli% s W 521
BoEE
REZONTN S,

FREERBoRNCAIBL, FOREIKEDIE
BERHFORE AN TC L RIEBERNIGHFICE
WTRENTWVWBELZATHBED, KEHPOLOD
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EHRD EOBALD, it NEFA CRE %k
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FEERICEDbN 2 EbE % h NEFA OB fE
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%78 L7z, Wajchenberg %8 [IEEMEBEIC
BT, EEKMP NEFA OFEOLERERE L
ZOEEIIFFHED NEFA NBEIDIETTH 3
LEDOTNS,

B, ERERICBOTRORT RIS OEE
LhET AL, BHttEOBENEL Ko hih
NEFA b ES3 BUEARED bhis ot Bt
EUBERENROBAIE, #2 TEEKMmbh
NEFA DETHH LI,

RIC, BIREERIC BT GIT D NEFA OF
BHEFORETHEDEELVRITE L, Fo W
LB DIE B ML IC D h Glucose £ T # O M
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The Response of Serum Non-Estrified Fatty Acid (NEFA) to

Glucose Load in Patients with Liver Diseases and its Relationship

to Hepatic Fatty Infiltration.

Yutaka KOMOTO

The Ist Department of Internal Medicine
Okayama University Medical School
(Director: Prof. K. Kosaka)

Summary

The changes of serum NEFA concentration after oral glucose administration were examined

in patients with acute hepatitis (convalescent), chronic hepatitis, liver cirrhosis and fatty

liver, excluding obesity, manifest arteriosclerotic vascular disorders, diabetes and other endocrine

disorders.

1) The fasting NEFA value had the tendency to increase in liver diseases, especially in

liver cirrhosis. No correlation was found between the NEFA value and the extent of hepatic

fatty infiltration.

2) Although no specific pattern of NEFA response to glucose was found in these liver
diseases, the decrease in NEFA concentration following the glucose load became less marked

in accordance with the increase in the extent of hepatic fatty infiltration.




