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A case of antiphospholipid antibody syndrome with variable renal histological change despite of

poor changes in urinalysis
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Internal Medicine, School of Medicine, Tokai University, Kanagawa, Japan

We experienced a case of lupus nephritis with antiphospholipid antibody syndrome. A renal biopsy
specimen from this patient showed various renal histological changes, but the results of urinalysis were
almost normal. The patient was a 56-year-old woman diagnosed as having systemic lupus erythematosus
with antiphospholipid antibody syndrome in 1983. In 1998, she had diarrhea and blood gas analysis
showed metabolic acidosis. Therefore, she was admitted to our hospital and underwent renal function
examination. The glomerular filtration rate was reduced (GFR : 40/m//min), but urinalysis was almost
normal. To examine her renal dysfunction, we performed open renal biopsy. Her renal tissues showed
global glomerular sclerosis, mesangial cell proliferation and infiltration of cells in the tubulointerstitial
area(WHO II). Furthermore, some arterioles showed organized thrombus formation and recanalization
due to the antiphospholipid antibody syndrome. Renal biopsy of patients with lupus nephritis is useful not
only for precise diagnosis, but also for the selection of appropriate treatment.
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Table 1. Laboratory findings on admission
Peripheral blood Arterial blood gas (Room air) Urinalysis
WBC 1.6X 103/ ul pH 7.380 Specific gravity |.010
RBC 3.40% 10%/ ! PCO, 26.9 mmHg pH 5.5
Hb 9.8 g/dl PO, |12 mmHg Protein (=)
Ht 28.8% BE 6.7 mmol/! Glucose (=)
PLT L1 X104/ ! HCO,~ 6.1 mmol// Ketone body (=)
Coagulation system S0, 98.4% Occult blood (=)
PT 13.7 sec. Immune system Urobilinogen (=)
APTT 67.9 sec. IgG 1,890 mg/d!/ RBC =<I|/HF
PT % 82.0% IgA 359 mg/d/ WBC =I|/HF
Fib 434 mg/dl IgM 242 mg/d! Squamous epithelium = |/HF
FDP 126 pug/ml C, 45 mg/dl Transitional epithelium =1/HF
Biochemistry C, Il mg/dl Tubular epithelium | ~4/HF
TP 7.4 g/dl CHso 21.91U/1 Hyaline cast 2+
Alb 3.5g/dl ANA D+N X 640 Epithelial cast +
GOT 161U/1 cryoglobulin (=) Others
GPT 111u/1 Anti ss-DNA Ab 200 IU/m! GFR 40 m!/min
LDH 488 1U/1 Anti ds-DNA Ab 301U/m! B-B,MG 5.35mg//
ALP 2891U/1 Anti Sm Ab (=) U-B,MG 0.36 mg/!
v-GTP 511U/1 Anti RNP Ab (=) NAG 4.5U/1
AMY 176 1U/! Anti SS-A Ab (=)
UA 8.6 mg/d/ Anti SS-B Ab (=)
BUN 25 mg/dl C-ANCA <I0EU
Cr |.0 mg/dl P-ANCA <I0OEU
Na 132 mEq/!/ Clg <1.5ug/ml
K 3.5mEq/! Protein fraction
Cl 104 mEq/! Alb 52.8%
Ca 4.3 mEq/! a-1 3.4%
P 2.9mg/dl a-2 7.7%
T-BIl 0.2 mg/dl/ o) 8.6 %
D-Bil 0.0 mg/d/ % 271.5%
CRP 0.10 mg/d!/ A/G .12
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Table 2. Changes in urinalysis, peripheral blood and immune system for ten years
1988 1989 1990 1991 1992 1993 1994 1995 1996 1997 admission  discharge
Urinalysis
Protein (=) (=) (=) (=) (=) (=) (+) (=) (=) (+) (=) (=)
Glucose (=) (=) (=) (=) (=) (=) (=) (=) (=) (=) (=) (=)
Occult blood (=) (=) (=) (=) (=) (=) (=) (=) (=) (x) (=) (=)
RBC =<I|/HF =I/HF =I/HF =I/HF =I|/HF =I|/HF | ~4/HF =I|/HF =I/HF =I/HF =I|/HF =I/HF
WBC =I|/HF =I/HF =I/HF =I/HF |~4/HF =I/HF =I/HF =I|/HF =I/HF =I/HF =I|/HF =I/HF
Squamous |~4/HF =I/HF =I/HF =I/HF |~4/HF |~4/HF =I|/HF |~4/HF |~4/HF =I/HF =|/HF =I|/HF
epithelium
Transitional =I|/HF =I|/HF |~4/HF =I/HF =I|/HF =/HF =I/HF =I|/HF =I/HF =I/HF =I|/HF =I/HF
epithelium
Tubular epithelium = 1/HF =<I|/HF =I/HF =I/HF =|/HF =I|/HF =I|/HF =|/HF =I|/HF =I|/HF | ~4/HF =|/HF
Hyaline cast (=) (3+) (-) (=) (+) (=) (=) (=) (=) (=) 2+) (=)
Granular cast (=) (1+) (=) (=) (=) (=) (=) (=) (=) (=) (=) (=)
Epithelial cast (=) (=) (=) (=) (=) (=) (=) (=) (=) (=) (=) (=)
Leucocyte cast (=) (=) (-) (=) (=) (=) (=) (=) (-) (=) (=) (=)
Erythrocyte cast (=) (=) (=) (=) (=) (=) (=) (=) (=) (=) (=) (=)
Fatty cast (=) (=) (-) (=) (=) (=) (=) (=) (=) (=) (=) (=)
Waxy cast (=) (=) (=) (=) (=) (=) (=) (=) (=) (=) (=) (=)
Peripheral blood
WBC(XIOa/,ul) 2.5 3.5 2.6 2.5 3.0 3.8 4.6 5.4 4.4 4.6 1.6 3.0
lymphocyte (%) 33.0 41.0 52.0 45.0 35.0 17.4 20.0 9.8 12.8 9.5 32.0 37.3
Hb (g/d/) 10.8 10.3 1.4 10.7 8.9 10.0 12.2 12.7 12.5 1.6 9.8 10.6
Ht (%) 31.7 32.0 34.7 32.0 27.8 29.9 36.7 37.9 37.1 36.2 28.8 32.7
PIt(X 10*/ul) 17.2 16.6 15.9 16.9 16.2 12.6 14.2 13.6 15.3 14.7 1.1 12.3
Immune system
C,(mg/dl) ND ND 56 57 58 56 68 57 71 66 45 64
C,(mg/dl) ND ND 13 14 13 13 17 15 20 12 I 16
CHso (U/mi) ND ND ND ND ND ND ND ND ND ND 21.9 ND
ANA (+) (+) (+) (+) ND ND 320 320 160 320 640 640
Anti ds-DNA Ab ND ND ND ND ND ND 29 29 52.1 7.7 30 21.9
Anti DNA Ab (+) (+) (+) (=) (=) ND ND ND ND ND ND ND
Anti 3,-GPI Ab ND ND ND ND ND ND =1.2 ND ND =1.2 ND =1.2
ND : not done
15‘152+ LR+ 25RO 12 D & THRERIR RS % AR T 1 AFEG DR 2T R & U C, —E0IMmE NI MR,

B9 BT RIEEED Ko 28, GFR 40 m//min & KT
wato%Qm@?—&kbf@,E¢MMG@%E
FEEZED Iz, Table2 23@m%E 10 FERIOR - MIEHT RO
i, Fig. 1 ABEHOEIK « BEERERT R ORI 2L &2 R
K

TRIEHARKAT R © PAS 0l —ER DR ~ D HH 2 il
R & cast 258, WL DO LBRk{EKD global sclerosis

BTz (Fig. 5a), % OMME TIXMEIZ T ClcafEbL
TBY, HHEL TW2HRHED 5hiz(Fig.5b), &5
2, —HOKRREOMERIC S MBS KA TV
(Fig. 5¢) o

z =

%8 7z (Fig. 2a) o Egg%{%“(“bi, global sclerosis, FRANE
i, MEAOHIIGRE, B X UL, BREREREICIX
periglomerular fibrosis % 58 & 7z (Fig. 2b) , % DAl D 5k Bk
IRZE L TIE, AV ¥y AMBEOEHEE X A Y~ F
v LFEE O Z R 12 (Fig. 2¢) , HOEHURETIE X 9>
F 7 L2 HULIC IgA AR b < Rra s iz (Fig 3),
BFEMSEFT R TY A > ¥ 7 A$EBC electron  dense
deposit #5872 (Fig. 4), INOHDFTRN O XY > F 7 A
EHEAL L — 7 A B4 WHO 118 &2 L 7z,

SLE ZHCOEH K T 2PiEE L 2> 2
HEREEL, %@%%W%iéﬁ@%%@é%%fi:
%V, W—TAERIE SLE ITHE S RERIEE R T, R RS
W 2R T HEMEEE X SLE BEOR 10 % EH T 5 Lwb
nz?2, iz, MEHRE LI VIREVHESHRE S,
PRAEIR & U O S - BRI, BIEMERE, MM
D &R DRIV IRETUAERERE L X Tw
239,

AAEGNE SLEWCHT Y > FREPURRE R %2 & 0F L 7 5E I



392 SR EIRE Z RO TG TRETURTEBRERED 1 4]

Urine volume

(ml/day)
30001
2650 2500 2650
I GR 2100
(ml/min)
2000 60 1800
L L Urine protein
(9/day) 44
40 1 0.2f < — el
37 1200 1200
] L L L
000 1000 —¢=~ Urine volume
F 201 0ar 012 =&~ Urine protein
+ L L 0.11 0.04 —&GFR
0.02 0.03
0]

1 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16 17 (days)
Fig. 1. Chinical course during the admission

A renal biopsy specimen showed mild mesangial
cell proliferation and mesangial matrix expansion.
Some glomeruli showed global screlosis, periglomer-

ular fibrosis and interstitial damage Fig.3. An immunofluorescence study showed

a, b, ¢ : Periodic acid-Shiff staining. predominant staining of IgA.
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