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Liver in Systemic Lupus Erythematosus
— Clinicopathological analvsis of 8 cases —

Young Nyun Park, M.D, Chanil Park, M.D. Yoon Sok Chung®, M .D,
' 81 Young Song*, M D. and Chein Soo Hong*, M .D.

Department of Pathology and Internal Medicine®, Y onsei University College of Medicine

Hepatic changes in eight cases of systemic lupus erythematosus(SLE ), were studied to evaluate
the nature of hepatic injury of SLE and its relation to lupoid hepatitis. Common histologic changes
of the liver in SLE included intralobular necro-inflammatory activities, fatty change, canalicular
bile stasis and mild perivenular and Disse space fibrosis. The fatty change and intralobular fibrosis
were thought not to be due to SLE itself but associated with steroid administration or chronic alco-
holic consumption. The necro-inflammatory changes were usually mild and features of chronic
active hepatitis with periportal destruction occured in one case. Symptoms related to the involve-
ment of many other organs than the liver appeared much frequently in patients with SLE than
lupoid hepatitis, suggesting that the SLE involving liver and the lupoid hepatitis are different dis-
eases. (Korean J Pathol 1992; 26: 445 450)
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Table 1. Clinical features of systemic lupus erythematosus

Case Malar Disc Fhoto Oral

Arth-

Sern- - Renal Neuro Hema Immune

Mo, rash Rash ulcer ritis sitis  disorder disorder disorder disorder ANA
1 - = - = - - + - 1\ - +
2 — - — — - - + - + + +
3 - — — - — + + + + + +
4 + - - - - + - - - + '
5 - + - + - + - - +
(5 - - - - - - - + + + +
7 + - + - - - - — - + +
8 - - - - — + + - i+

Disc: discoid,
ANA: antinuclear antibody

photo: photosensitivity, Hema: hematologic,

Table 2. Clinical features related to active systemic lupus ervthematosus

Case .. Rash, ulcer  Pleuritis or CNS ab- et .. Hematologic
No. Arthritis or alopecia pericarditis normality Vasculitis  Hematuria disorder

1 - — -+ — — + +

5 - - _ _ - + +

3 - - + . - - +

4 - + + - - — +

5 + + - - - + T

. B ) B N _ . +

7 - + - - - -

8 - - f N - ° :

CHNS: central nervous svstem
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Table 3. Laboratory findings and drug history of the patients with systemic lupus erythematosus

Case  Age" ASTHALT® ALP  T.hil
No. /Sex (1L7/L) (IU/L)  (mg/dl) HBsAg HCV.- Alcohol Drug
1 27/F 27/15 158 0.8 — NT - ~
34/49 350 09 — NT — Corticosteroid
2 7/M 509,364 365 29.0 - NT - Corticosteroid
3 34M 41/32 120 0.5 - NT + -
4 32M T4/122 146 1.0 — — - Corticosteroid
L 23/F 757/188 215 25 — - -
6 27/F 159/75 781 0.4 - — - Corticosteroid
7 34M 1331/1257 563 83 - - 4 —
8 17/F 18/12 136 0.4 + NT - Corticosteroid

*: Age (vears) at diagnosis of systemic lupus ervthematosus

f: Peak serum values
NT: not tested

Table 4. Histologic changes of the liver biopsied from the patient with systemic lupus erythematosus

—_——

— EEaa—— "
'f:i:ls-E Ln::lbullar_ FeripﬂrFal Stpatosic® Bile F":u" & _SD Granuloma
Nao. activity destruction cast fibrosis

1 + - - - - -
+ — + B - —

2 -+ — ~ | — -

3 + - + 4+ - + -

4 +++ + + - - -

o ++ - - + .

& + — + - - —

7 ++ - - + + -

FV: Perivenular, 30 Space of Disze
*: see text for grades of the changes.
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Fig. 1. A) Centrilobular necro-
inflammatory activity of mod-
erate degree and grade | fatty
change B} Severe necro-in-
flammatory activity.

Fig. 2. Chronic active hepatitis
showing periportal destruction
and bridging necrosis.
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Fig. 3. Canalicular bile cast
and sinusoidal lymphocytosis.
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