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Samranwetaya P. Pathology of the systemic lupus erythematosﬁs: Study of fifteen autopsied
cases Vyvith one fully reported case. Chula Med J 1987 Sep; 31(9) : 723-733

Fifteen cases of SLE from 1983 - 1986 autopsied at the Department of Pathology,
Faculty of Medicine, Chulalongkorn University have been collected for study. The female
to male ratio was 6.5:1. The youngest patient was only 5 years old : the oldest was 53
years old. The average age was 29.8 years. There was periarterial concentric fibrosis of
the sheath artery of the spleen in 13 cases (86.6%). Pathologic changes of the renal
glomeruli were seen in all cases. IV with 13 cases (86.6%) in WHO class IV. The causes
of death in 2 cases (13.2%) were due to SLE itself, while in 7 out of the other 13 cases
they were related to infection, which were not only from bacteria but also from oppor-
tunistic organisms. Lung was the favorite target for infection, observed in 6 out of the
7 infected cases.

Reprint requests : Samranwetaya P, Department of Pathology, Faculty of Medicine, Chula-
longkorn University, Bangkok 10500, Thailand.
Received for publication. May 4, 1987.
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Figure 1 Showing focal area of necrosis of cardiac fibre with infiltration by small amount of mo-
nonuclear cells and hypertrophy of cardiac fibre.

Figure 2 Showing prominent of splenic follicles.
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Figure 3 Showing periarterial concentric fibrosis of sheath artery of spleen (H & EX 100)

Figure 4 Showing obscure of cortico—medullary junction.
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Figure 5 Showing diffuse proliferative lesion of glmerulus (H & EX 400)

Figure 6 Showing hyaline thrombi (arrow 1). Segmental fibrinoid necrosis of glomerular tuft (arrow
2). Segmental adhesion of glomerular tuft and Bowman’s capsule (arrow 3). Segmental
thickening of capillary loop wall (arrow 4). Duplication of basement membrane (arrow 5).
Segmental increasing in mesangial cellularity (arrow 6) (H & EX 400).
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Figure 7 Showing fibrinoid necrosis of small cerebral vessel (arrow), and the other side showing

cerebral infarction (H & EX 400).
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Table 1 Pathologic change of spleen, kidney and causes of death in SLE

Pathology
Spleen Kidney
Number |Sex |Age Other organs Causes of death
related to SLE
WT. |Change Wt. Lesion WHO
in gm {n g

1 F |19 | 230 + 255 Diffuse proliferative lesion | 1V — Pancreatitis after hysterostomy

2 F {26 | 135 + 160 Mesangial proliferation 11 — Interstitial pneumonia

3 F (26 | 110 + 115 Diffuse proliferative lesion | IV [Chronic pericarditis Bronchopneumonia with abscess

& pleuritis Aspergillus clavatus & Pseudomonas

4 F |5 40 + 40 Minimal mesangial change 11 — Diffuse alvelar fibrosis and
intraalveolar hemorrhage

5 M |30 | 140 + 160 [Diffuse proliferative lesion | IV | Focal pleuritis Chronic renal failure & congestive
heart failure

6 F [26 | 200 - 145 Mild mesangial change 1 — Tuberculous pneumonia &
extrapulmonary tuberculosis

7* F (28 | 130 + 160 [Diffuse proliferative lesion | 1V — Samonella B sepsis

8* F |53 | 105 + 110 [Diffuse proliferative lesion | 1V — Non infective endocarditis with
Carcinoma of liver with metastasis

9* F |21 | 190 + 205 |Diffuse proliferative lesion | IV — Acute pancreatitis
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Pathology
Spieen Kidney
Number |Sex|Age Other organs Causes of death
related to SLE
WT. |Changq Wt. Lesion WHO
in gm n g
10 Fl42] 190 - 150|Diffuse proliferative lesion | IV —_ Cirrhosis of liver with GI bleeding
n* Fl21] 120 + 145 |Diffuse proliferative lesion| IV — Candidiasis & mucormycosis of
lung and brain
12 F|36 80 + 145 [Mark mesangial change’k 1I - Erythema multiforme & liver necrosis
13* F |52 80 + 115 |Diffuse proliferative lesion{ IV |Fibrinoid necrosis
of pulmonary and
cerebral vessels & Bronchiectasis & lung abscesses
lung infatrction
14** M]39} 160 + 125 |Diffuse proliferative lesion | IV |Chronic Miliary tuberculosis &
pericarditis cryptococcosis
15** | F{23] 190 | + | 160(Diffuse proliferative lesion | IV [Fibrinoid Multiple foci of brain infarction
ecrosis of cerebral
essel with infarction

* Lesion with glomerular necrosis

WHO = WHO Classification

** Lesion with hyaline thrombi

2IETwie o- 9 1 1 9% (6.6 %)
21gIEnin 10 - 19 I 1 98 (6.6 %)
2IEng 20 - 20 1 7 9w (46.67)
awsenig 30 - 39 1 3 3 (20 %)
23wy 40 - 49 T 1 3% (6.6 %)
21YITWIN 50 - 59 ) 2 18 (13.2%)
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2 7 (13.2%) wull periarterial concentric

fibrosis 13 18 (86.61%)(")
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153 nfu (sniusedi 4) lundessanssmisssum
wamenfsmmuaslamy WHO dlassification™®) sl

Class I  Normal kidney 1 31 (6.6%)
Class II Mesangial change 3 3% (20.0%)

Class III Focal and segmental proliferative
glomerulonephritis liwuisg
Class 1V Diffuse proliferative glomeru-
lonephritis 11 38 (73.77)
Class V Membranous glomerulonephritis
laiwuiae
ry 1 4' d' & 2 a o
WEI’lﬁﬁJ’l’lWE]EI’N?JuﬂL'ﬂﬂGmULi]NI.I.E]a’e) 346 738

(40%) @ik

+ change in spleen =

present periarterial fibrosis

— Fibrinoid necrosis of pulmonary and
cerebral vessels with lung
infarction 1 3%

— Fibrinoid necrosis of glomerular

tuft and cerebral vessels with

multiple foci of brain infarction 1 918
— Pericarditis with pericardial

effusion 1T
— Pericarditis with myocarditis 1 9%
— Chronic pericarditis with pleurisy 1 3¢
— Bilateral pleuritis 1 9

aunamsmuiuusmiiie 2 won

1. defuesuwesd lasesell 2 s (13.2%)
it
— lafuine2 (Renal failure) M
Fewaladunad (congestive
heart failure) 1 718
— Fibrinoid necrosis of cerebral
vessels with multiple foci of
brain infarction 1 7%
2. Lsfiprfuiesuend § 13 318 (86.6%)
&ait

— lsa@auBe (Infection) 7 T
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(46.6%) uon'ldéioft

— Interstitial pneumonia 190
— Bronchopneumonia with
abscesses (caused by
Aspergillus clavatus and
pseudomonas aeroginosa) 1 918
— Tuberculous pneumonia 1 718

— Candidiasis and mucormycosis

of lung and brain 1 7
— Bronchiectasis with lung

abscess 17
— Miliary pulmonary

tuberculosis and

cryptococcosis 1 7
— Samonella B sepsis 1 7

— Mifmdesiulinfade

(Non-infection) 6 318 (40%)
&ail
— Pancreatitis 2

~ Diffuse alveolar fibrosis &
intraalveolar hemorrhage 1 3
- Non-infective vegetation of
aortic valve and carcinoma
of liver 1
— .Cirrhosis of liver with

esophageal varices &

gastrointestinal bleeding 1 9,

— Erythema multiforme with
liver necrosis from drug
allergy 1 98
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