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Table 1. The characteristics of the patients

Characteristics

Value (range)

No of patients

Female : male

Median age on admission (year)

Median Hb level (g/dL)

At onset

Lowest during follow-up
PLT count (><10%/L)

At onset

Lowest during follow-up
Total bilirubin (mg/dL)

At onset

Highest during follow-up
LD (IU/L)

At onset

Highest during follow-up
Reticulocyte count (%)=

At onset

Highest during follow-up
No of patients transfused
No. of transfusion units

Per patient

Per event

49
37:12
49 (2~81)

6.7 (2.5~11)
5.9 (4.8~7.3)

173 (62~278)
55 (20~149)

1.0 (0.5~2.4)
1.8 (0.8~3.4)

454 (273~657)
562 (293~921)

7.2 (3.3~15.8)

10.7 (4.6~19.3)

36

9.3 (1~45)
1.5 (1~8)

Data was shown as median (interquartile range)

* The number of patients with reticulocyte count was 23.

Hb, Hemoglobin; PLT, platelet;

Lactate dehydrogenase;

activated partial thromboplastin time; No, number
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Figure 1. The correlation of the lowest hemoglobin and the highest
lactate dehydrogenase levels of patients in l1-year follow-up.

The black diamonds represent a patient with transfusion and white
ones do a patient without transfusion.

Five diamonds which are in zero of lactate dehydrogenase, in fact

have no value of lactate dehydrogenase.
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A TH(Table 2).

10



Table 2. Clinical diagnosis of the patients

Disorders n
Idiopathic (Autoimmune hemolytic anemia) 12
Mycoplasma pneumonia infection 2
Solid cancer (12)
Stomach cancer 1
Sigmoid colon or rectum cancer 2
Hepatocellular carcinoma or cholangiocarcinoma 2
Gallbladder cancer 1
Glottic cancer 1
Lung cancer 2
Breast cancer 1
Ovary or endometrial cancer 2
Hematologic malignancy (9)
Diffuse large B cell lymphoma 2
Non-Hodgkin lymphoma 1
Multiple myeloma 1
Acute myeloblastic leukemia 1
Myelodysplastic syndrome 1
Chronic myeloproliferative disease 3
Inflammatory bowel disease 1
Systemic lupus erythematousus 13

11



olge At Q2 HAHdom I3 HAF 4 o, HAH Fo #H =E 3
o, F=EdE Q3 ALY &7 1 o, Hol Fwtd HAA HHel 1 o

o] 1t} (Table 3).

Table 3. Causes of deaths in the patients

Causes of death n

Infection 4
septic shock due to Cryptococcus neoformans (1)

Pseudomonas aeruginosa (1)

unknown bacteria (2)

Hemorrhage 4
Pulmonary hemorrhage * (3)

Hypovolemic shock (1)

Cancer 1

obstructive pneumonia (1)

* A Prior pneumonia was suspected in two of these patients

12
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Figure 2. Skeletal box and whisker plot
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43 TU/L #4383 th(Figure 2)(Table 4).

before-transfusion

after-transfusion

before-transfusion

after-transfusion

of hemoglobin and lactate

dehydrogenase level between pre-transfusion and post transfusion.
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Table 4. Comparisons of the laboratory values between pre— and post

transfusion

Wilcoxon with one-tailed

Mean of

Mean of

pvalue

Alternative Hypothesis

change per unit

change

Pre-Hb<post-Hb <0.0001

1.2 g/dL

2 g/dL

b

Pre-LD>post-LD 0.0258

-43 TU/L

-58 IU/L

LD

Hb, Hemoglobin; LD, Lactate dehydrogenase

Nfo
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= 3} tH(Table 5).
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3k Cox’
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B (Figure 3).
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Table 5. Multivariate analysis of survival by logistic regression

B S.E. Wald df Sig. Exp(B)
Sepsis/pneumonia 2.715 1.228 4.888 1 .027 15.099
Cancer 2.041 1.206 2.867 1 .090 7.700
Transfusion .024 .022 1.127 1 .288 1.024

A 10+ B 100~

09—

0.7+

0.6~ Hazard raio 104 (p=0.01)

Predicted probability of survival

--£"1 No pneumonia/sepsis

05— =T {neumonialsepsis
=T T T T | o
0 100 200 300 400
Time from first need of transfusion (days)
C 1.00+
®
2 095+
<
=
w
'S 0907
2
S 085
2
o
—_
a
T 080
)
% Hazard raio 3.3 (p=0.09)
2 075+
o - No cancer
~ Cancer
0.70-
T T T T T
0 100 200 300 400
Time from first need of transfusion (days)
Figure 3. Adjusted survival

0.95+

0807

0.85-

0.807

Predicted probability of survival

075

0.70—

curves

Hazardraio 7.1 (p=007)

--£" Transfusion <6 unit
= Transfusion =>6 unit

T

T T T T
0 100 200 300 400

Time from first need of transfusion (days)

in pneumonia/sepsis (A),

transfusion unit (B) and cancer (C) by a Cox proportional hazards

regression model predicting l-year mortality.
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ABSTRACT

Effect of least incompatible blood transfusion in patients with
panagglutination

Youkyung Seo

Department of Medicine
The Graduate School, Yonsei University

(Directed by Professor Hyun Ok Kim)

In patients who had serum auto antibody that react with all screening
red blood cells (panagglutination), waiting for compatible blood is
likely to delay a needed transfusion. In some cases of severely
diminished hemoglobin counts, least incompatible blood may be
transfused. However, least incompatible transfusion therapy 1is
challenged by the presence of unexpected antibody in patient's serum,
which may create transfusion reaction. The aim of this study was to
know the effect of least incompatible transfusion on clinical
outcomes in patients with panagglutination.

We conducted a retrospective study of 49 patients with
panagglutination in irregular antibody screening test between January
2006 and July 2010. Of 36 patients have least incompatible blood
transfusion, changes in hemoglobin and lactate dehydrogenas values

before and after transfusion were analyzed. One year mortality after

25



initial need of transfusion was documented.

In all 36 transfused patients, hemoglobin wvalues increased 1.2
(0.0~3.0) g/dL per unit without acute transfusion reactions indicated
by an increase in the LD level. Least incompatible transfusion was
not associated with increased all-cause mortality.

As an alternative to the time consuming process of alloantibody
detection, patients with severe anemia can be effectively transfused
with "least incompatible units" in an emergency clinical setting

without experiencing acute transfusion reactions.

Key Words: panagglutination, least incompatible blood, transfusion
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