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Alcoholic Liver Injury Accompanied with Various Metabolic and
Endocrinological Disorders — A Case Report

Shihichi Tsutsul, Takehito Mayumi, Yasuhiko HIRATA,
Hiromi IsuiBasHI and Yoshiyuki NiHo

The First Department of Internal Medicine, Faculty of Medicine,
Kyushu University 60, Fukuoka 812

Hironobu YosHIMATSU and. Toshiie SAKATA
The First Department of Internal Medicine, Ohita Medical College, Ohita 879-55

We report a young female case of alcoholic liver injury accompanied with various metabolic
and endocrinological disorders. A 29 year-old woman was admitted because of general fatigue
and hyperlipidemia. She was a heavy drinker. Laboratory data on admission revealed liver
dysfunction and hyperlipidemia (type II b) with a quite high serum y-glutamyltranspeptidase
(yGTP) level. The microscopic finding of the liver biopsy specimen showed fatty metamorphosis
and ballooning of hepatocytes, and she was diagnosed as heavy alcoholic liver injury. The
endocrinological examination revealed the elevated plasma cortisol level, though the urinary 17
-hydroxycorticoids (17-OHCS) and 17-ketosteroids (17-KS) excretion and the plasma adrenocor-
ticotropic hormone (ACTH) level were reduced. Cortisol secretion showed the normal circadian
rhythm and the normal response to ACTH provocation. The levels of plasma triiodothironine
(T3), thyroxine (T,), and thyroid stimulating hormone (TSH) were also reduced. These endo-
crinological and metabolic disorders were normalized in company with recovery of the liver
function by temperance, diet therapy and nutritional education. Thus, these abnormalities were
considered to be resulted from the alcoholic liver injury and the effect of the ethanol to the
hypothalamic-pituitary system.
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Microscopic findings of the liver show-
ing diffuse fatty metamorphosis of
hepatocytes. Ballooning of the he-
patocytes and pericellular fibrosis are
partly seen suggesting alcoholic liver
injury. (H. E. staining)

Figure 1:

Table 1 Laboratory data on admission.

Urinalysis T. Bil. 1.7 mg/dl
Prot. (—) D. Bil. 1.0 mg/dl
Sugar (=) GOT 217 IU/L
Ung. (N) GPT 109 IU/L
Bil. (=) LDH 762 1U/L

CBC ALP 323 TU/L
Hb 11.7 g/dl yGTP 989 IU/L
Ht 37.2% ChE 177 1U/L
RBC 288 X10%/ul Chol 251 mg/dl
WBC 2,400 /ul T 249 mg/dl
Pit. 14.5X10%/ 1 HDL-Chol 20 mg/dl

Coagulation study LDL 1,049 mg/dl
PT 11.3/12.4 sec. VLDL 53 mg/dl
aPTT 26.0/29.5 sec. ICGisr 8.6 %
HPT 74.6 % Serology

Serum chemistry HBs-Ag (=)
T. Prot. 5.4g/dl HCV (Ci00) -Ab (—)
Alb. 3.1g/dl IgA 217 mg/dl
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Table 2 Endocrinological data(l).
10/23/91 11/08/91 normal range
ACTH [pg/ml] 10 30-60
Cortisol [peg/dl] 28.8 15.0 5.5-17.0
17-OHCS in urine [mg/day] 1.36 2.36 2.4-6.4
17-KS in urine [mg/day] 1.20 3.00 3.0-8.0
Adrenaline in urine [ug/day] 4.9 3.0-15.0
Noradrenaline in urine [wxg/day] 17.6 26.0-121.0
Aldosterone [pg/mil] 66 35.7-240
T, [ng/ml] 0.4 0.9 0.9-2.1
T. [ug/dl] 3.1 7.1 4.5-12.5
free T, [ng/dl] 0.7 0.7 1.0-2.0
TSH [£U/mi] 0.47 0.80 0.2-4.7
LH [mIU/ml] <0.5
FSH [mIU/ml] 4.1
PRL [ng/ml] 1.5 1.4-14.6
Table 3 Endocrinological data(2).
(Cortisol circadian rhythm+Dexamethasone overnight supression+ACTH provo-
cation)
Time 8:00 17 : 00 21:00 23 :00 8:00 8:30 9:00
cortisol (10/23/91) 28.0 5.5 16.0 5.5 — -
(11/08/91) 15.0 4.8 8.2 1.0 18.9 29.6
[rg/dl]
1 1
) @

@ : Dexamethasone 1.0 mg p.o. @ : Tetracosactide acetate (ACTH)0.25 mg i.v.
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Table 4 Endocrinological data(3).
(TRH provocation)
time [min.] 0 30 60 90 120

TSH [U/ml] | 0.80 9.30 8.90 5.62 4.44
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Figure 2: Clinical course.
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