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A: Erythema of the breast.

Fig. 1

B: Cold agglutination of red blood cells.

Paste-like clotting blood floats in the middle layer of plasma.

C: Evaluation of false positive results in the column agglutination technology (CAT).
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Agglutination in the micro-bead matrix area is interpreted as a false positive. The grade of
false positive reaction is expressed by a semi-quantitative scale (0.5+ — 4+). Representative

pictures are shown.

Table 1 Clinical data on consultation

Urine
Protein
Sugar
Occult blood
Urobirinogen

Blood
WBC
RBC
Hb
Ht
MCV
Plt
Reticlocyte
PT
APTT
Blood Type
DAT
IAT

Mycoplasma antibody
Cold agglutinin

7,810 /ul
275x10* /ui
9.1 g/di
26.8 %
975 um?
254 x10% /ul
139x10* /ul
91.3 %
26.9 sec.
Type A, RhD (+)
IgG (=), C3d (+)
(=)
<40 titer
4,096 titer

TP
Alb
T.Bil
D.Bil
ALP
AST
ALT
LD
CK
BUN
Creatinine
UA
Haptoglobin
CRP
1gG
IgA
IgM
CH50
C3
C4
ANA

7.2 g/dl
44 g/di
2.01 mg/dl
0.12 mg/d!
286 1U/1
20 TU/1
16 1U/1
201 1U/1
62 TU/1

25 mg/dl
0.8 mg/dl
5.6 mg/dl
<10 mg/dl
0.07 mg/dl
1,229 mg/dl
225 mg/dl
197 mg/dl
33 U/ml
93 mg/dl
10 mg/dl
<40 titer

Abbreviation: ANA; anti-nuclear antibody, DAT, direct antiglobulin test; IAT,
indirect antiglobulin test
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Dyspnea
I

Breast erythema
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Fig. 2 Clinical course

Horizontal axis shows date (month/year).

Abbreviation: RBC, Red blood cell concentration; LD, Lactate dehydrogenase; Hb, Hemoglobin; CA, Cold ag-
glutinin; FP, Grade of false positive using column agglutination technology
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Abstract:

Background: We investigated the clinical course of one case to determine whether or not the level of false positive re-
action detected with column agglutination technology (CAT) reflects the activity of primary chronic cold agglutinin
disease (CAD).

Case: An 80-year old woman was diagnosed with primary chronic CAD, complicated with anemia and erythema of
the breast. Oral prednisolone and cyclosporine A were used for immunosuppressive therapy. During the clinical
course, erythema of the breast improved transiently but then became exacerbated again. The complement titer in-
creased transiently, and the change in the complement level was linked with the activity of erythema. False positive
levels on reverse typing test detected with CAT decreased when the complement level was suppressed, whereas the
cold agglutinin titer showed limited change.

Discussion: We detected a false positive reaction on reverse typing test by means of CAT, the temperature of which
was between 25 and 28°C. Investigation of the reaction between red blood cells and antibodies in this thermal range
seems to be effective and feasible for the evaluation of the capability of the antigen-antibody complex. We speculate
that detection of a false positive reaction on reverse typing test by means of CAT does indeed reflect the activity of

primary chronic CAD.
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