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Letters to the Editor

Serum tissue polypeptide antigen in pancreatic
cancer and other gastrointestinal diseases

Tissue polypeptide antigen (TPA) is a
glycoprotein produced by several tissues
with keratin-like sites.' It possesses an
excellent sensitivity for diagnosing pan-
creatic cancer2; in this neoplasm, as in other
malignancies, it reflects tumour growth and
extent.34 It is not specific, however, and
raised TPA values have often been found in
chronic pancreatitis and other inflammatory
states.4
The liver probably has a key role in

influencing circulating TPA by two different
mechanisms; (i) by releasing it from hepatic
or metastatic cells into the bloodstream; and
(ii) by decreasing its metabolism.
We attempted to evaluate the influence of

different types of liver damage on serum
TPA in patients suspected of having a pan-
creatic malignancy. We studied 135 subjects:
32 controls (20 men, 12 women, aged 19-60);
23 affected by histologically confirmed pan-
creatic cancer ofduct cell origin (18 men, five
women, aged 43-73) (16 had hepatic meta-
stases); and 13 with chronic pancreatitis (12
men, one woman, aged 26-65) in whom the
diagnosis was based on previously reported
criteria.4 Sixty seven patients (43 men, 24
women, aged 23-81) had extra-pancreatic
diseases including primary liver cell cancer
(26 cases), gastric cancer (n = 3), car-
cinoma of the colon (n = 2), carcinoma of
the hepatic hilus (n = 2), retroperitoneal
sarcoma (n = 1), liver cirrhosis (n = 11),
gallstones (n = 5), primary biliary cirrhosis
(n = 3), irritable colon (n = 3), benign
stenosis of the papilla of Vater (n = 2),
duodenal ulcer (n = 2), erosive gastritis
(n = 2), liver steatofibrosis (n = 1),
chronic cholecystitis (n = 1), hiatus hernia
(n = 1), ulcerative colitis (n = 1) and
retroperitoneal haematoma (n = 1).
The patients were divided into two groups:

group A (n = 60) included those with
anatomical liver damage (primary or meta-
static cancers, cirrhosis, steatofibrosis) of
whom 16 had pancreatic cancer, one had
chronic pancreatitis, and 43 had extra-
pancreatic diseases. Group B (n = 43)
comprised all the remaining patients of
whom five had pancreatic cancer, two had
chronic pancreatitis, and three had extra-
pancreatic diseases with a raised serum
bilirubin value (> 15 pg/l).
Serum TPA was assayed by an RIA tech-

nique using a commercial kit (Prolifigen, AB
Sangtec Medical, Bromma, Sweden). Due to

Table Logarithmic transformed values of
serum tissue polypeptide antigen (TPA)
(means, standard errors and statistical
evaluation)

TPA (U/l)

Mean SE

Control subjects (n = 32) 4-20 005
Pancreatic cancer (n = 23) 5-76* 0-17
Chronic pancreatitis 4-31$ 0-15

(n = 13)
Extra-pancreatic diseases 500t 0-10

(n = 67)
Analysis of variance F = 24-29, p < 0-001

Bonferroni's test for pairwise comparisons:
*p < 0-001 compared with control subjects,
chronic pancreatitis, extra-pancreatic diseases.
tp < 0-001 compared with control subjects.
tp < 0 05 compared with extra-pancreatic diseases.

the scattered distribution of TPA values a
logarithmic transformation of the data was
used for statistical analysis.
The table reports mean values, standard

errors, and statistical evaluation of the data.
Group A patients had higher values than

group B (t = 42-3, p < 0001). Patients
with raised values of total bilirubin, alanine
transaminase, and alkaline phosphatase had
higher TPA values compared with those with
normal values (Student's t test: t = 15-05, p
< 0001; t = 13-71, p < 0-001; t = 61-53,
p < 0-001, respectively).
We found grossly increased concentra-

tions of serum TPA in patients with pan-
creatic cancer as previously described2 4; we
also found that concentrations were raised in
other malignant or benign diseases,
especially of the liver and biliary tract.5
The presence of anatomical hepatic

damage is a factor of great importance in
influencing serum TPA; our group A
patients had higher concentrations than
group B.

Patients with abnormal liver function tests
had higher mean TPA concentrations, which
suggests that liver dysfunction can increase
circulating TPA. In addition to the presence
of liver damage, cholestasis alone is
associated with an increase in circulating
TPA.

It may therefore be concluded that
different types of liver pathologies may
influence circulating TPA in patients with
pancreatic cancer and other gastrointestinal
diseases.

D BASSO
C FABRIS
A PICCOLI

M PLEBANI*
G DEL FAVERO

Istituto di Medicina Interna (Cattedra di
Malattie Apparato Digerente),

*Cattedra di Chimica e Microscopia Clinica,
Universita degli Studi di Padova,

Via Giustiniani 2,
35100 Padova,

Italia

References

I Ochi Y, Ura Y, Hamazu M, Ishida M, Kajita Y,
Nakajima Y. Immunological study of tissue
polypeptide antigen (TPA-d emonstration
of keratin-like sites and blood group antigen-
like sites on TPA molecules. Clin Chim Acta
1985;151: 157-67.

2 Panucci A, Fabris C, Del Favero G, et al. Tissue
polypeptide antigen in pancreatic cancer
diagnosis. Br J Cancer 1985;52:801-3.

3 Bj6rklund B, Bjorklund V, Lundstrom R,
Eklund G. Tissue polypeptide antigen (TPA)
in human cancer defence responses. In:
Friedman H, Escobar MR, Reichard SM,
eds. The reticulo-endothelial system in health
and disease: irnmunologic and pathologic
aspects. New York: Plenum Publishing, 1976.

4 Panucci A, Fabris D, Del Favero G, et al. Is
tissue polypeptide antigen more accurate
than serum CEA for diagnosing pancreatic
cancer? J Clin Pathol 1986;39:75-7.

5 Basso D, Fabris C, Del Favero G, et al.
Combined determination of serum CA 19-9
and tissue polypeptide antigen: why no
improvement in pancreatic cancer diagnosis?
Oncology 1988;45:24-9.

Trisomy 11 in acute lymphoblastic leukaemia

The study of non-random, clonal
chromosomal abnormalities in leukaemia
has led to well established associations
between a specific abnormality and a
particular subtype of leukaemia. Trisomy 11
is emerging as a rare finding in clonal
haemopoietic disease and thus far seems to
have been associated with non-lymphoid
disorders." We present details of a child
with acute lymphoblastic leukaemia (ALL)
in whom trisomy 11 was found in the bone
marrow cells.
A 12 year old white boy presented with

oral herpes and pallor. Liver and spleen were
not enlarged. Chest x-ray picture showed
hilar and paratracheal lymphadenopathy.
The thymus was not enlarged. A full blood
count showed a haemoglobin concentration
of 5-8 g/dl, white cell count of 1-7 x 109/l
(10% blasts) and a platelet count of
50 x 109/l. Many poikilocytes were present
on the blood film and the mean red cell
volume was 101 fl. Plasma folate and B,2 and
red cell folate concentrations were normal.
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