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The Relationship Between Loss of Blood Group Antigen A
in Cancer Tissue and Survival Time in the Antigen A Positive
Non-Small Cell Lung Cancer

Sel Hoon Yang, M.D., Eun Talk Jeong, M.D.
Department of Internal Medicine, Wonkwang University College of Medicine, Iksan, Korea

Background:ﬂwmmthanntmngmsﬁcfadmhmn—smaﬂoeﬂhmmmeris&eTNMsMgeEven
after complete resection in early non-small cell lung cancer, the five-year survival rate is still low. However,
new prognostic factors, including molecular biologic factors, have recently been found to guide the treatment of
patients with non-small cell lung cancer. We evaluated the prognostic value of the loss of blood-group antigen
A in tumar tissue, which has been implicated as an important prognostic factor for overall survival and the tim-
ing of the disease progression.

Methods : The loss of blood-group antigen A was assessed immunchistochemically in paraffin-embedded
tumor samples from 26 patients with blood types A or AB, who had undergone curative surgery. Monoclonal
antibody was used to detect the blood group antigen A expression.

Results : Fifteen patients (58% ) expressed antigen A in their tumor tissue, whereas 11 patients (42%) did
not show antigen A. The median survival time of the blood A antigen pasitive group was 11 months, while the
median survival time of the blood A antigen negative group was 18 months. The difference in survival between
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the two groups was not statistically significant.

Conclusion : The loss of blood-group antigen A in tumor tissue was not found to be a significant prognostic
factor in patients with non-small cell lung cancer. This study needs to be extended for further evaluation. (Tu-

berculosis and Respiratory Diseases 2000, 48 : 339-346)
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Table 1. Clinical characteristics of the patients

(n=26)
Age (mean, range) 63(35-84)
Sex (male : female) 20:6
Histology
Squamous 16
Adenocarcinoma 6
Large cell 4
TNM stage
I 16
1 5
MmA 5
Differentiation
Well )
Moderately 11
Poorly 7

95%, 75%, 50% ethanold] G&H oz AzlEle] Al
3471 ¥, v]E0)3<Q] peroxidase &g 23}
7] $13t4 3% H.0.2 A=|¥ ¥ FHsd g2 o
£ PBS(phosphate buffer saline) 2.2 A3& *F,
v Eold N HAFEL vl 93l non-immune
goat serum(5%, pH 7.6)0.2 2087 Xad *
Blood group antigen A 942} 3 (DAKO, Co)&
40°CoA ¥rgAlZ}. o]F9] vhg-2 WAz 3%}
Gare] FEH] AegA, biotine] AYE 2248
A& A7), avidine] BEE peroxidase rea-
gent& WR-A}F]H  biotin®} avidino] A%Eo§
blood group antigen A¢j| peroxidaser} #&tgit}.
of7]9f] 3-amino-9-ethylcarbazole?} ¥hg-3}e] A
g8 goyA & & Hematoxylin g4os tj=
A A}121 % blood group antigen A9l ¥ & ¥
3l9ct. blood group antigen A9} WHE& =23
slide 258 gA3te] YoHEn|Z 200u]3lo4 A
FAE F Fo] BAE PHES] vj&o] 5% °]4o]
d ¢ rgog #tk(Fig 1, 2, 3). Blood group
antigen A A4 wE PEL&7 el =AY
28ty £§F, TNMy7le o A&EEL Kaplan-
Meierjo.g2 F3lglon, 7+ 3t YEEL Log-

Fig. 1. Negative reaction of tumor cells and posi-
tive control of RBCs and vascular endo-
thelial cells to blood group A antigen
stain (Hematoxylin counterstain, 200X)

Fig. 2. Weak positive reaction to blood group A
antigen stain{Hematoxylin counterstain,

200X)

rank2 ¥l n =34ty B7F, AXiss,
TNMH 7o) ulE& L¥E2) ¥y Chi-Squarez 3
Ao p<0.05¢Y o EALY KoL QA3
i L

i oo
1. #2| ZA8A BF N TNM @ojol o 4EF

A 263F Uy FEAELL 1682 F3 BEY
e 12709, A9 6812 1570 Y, M EHES 4
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Fig. 3. Strong positive reaction to blood group
A antigen stain (Hematoxylin counter-
stain, 200X)

Table 2. Survival time of patients according to
the histology and TNM stage

Median survival time

(months)

Histology*

Squamous 12

Adenocarcinoma 15

Large cell 15
TNM stage**

1 17

I 13

mA 7

Kaplan-Meier, Log-rank,
* . p>0.05, ** : p<0.05
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Table 3. Prevalence of A antigen loss according to the histology, cellular differentiation and

TNM stage
No. of patient
.+. -
Histology*
Squamous (n=16) 9 7
Adenocarcinoma (n= 6) 4 2
Large cell (n= 4) 2 2
Differentiation*
Well (n= 8) 4
Moderately (n=11) 6
Poorly (n= 7) 5
TNM stage*
I (n=186) 8 8
I (n= 5) 3 2
mA (n= 5) 4 1
Total 15 11

Chi-Square, * : p>0.05

Table 4. Survival according to blood group antigen A loss

Antigen A (+) Antigen A (-)
2-yr survival 64%
Median survival time 11 months 18 months

Kaplan-Meier, Log-rank, p>0.05
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