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Adenosine Deaminase Elevation in Common Cold

Tadayoshi IMAIZUMI

Nakano Homecare Clinic
4-4-11, Nakano, Nakano-ku, Tokyo 164-0001

It has been known that adenosine deaminase(ADA)
was elevated in pleural fluid of tuberculous pleuri-
tis', or serum of liver diseases”.

Serum ADA was observed on common cold in
the present study.

Materials and Methods

Cases studied : Twenty four cases with common
cold (male 11, female 13), 11 cases with neck
lymphadenitis (male 3, female 8), 10 cases with
acute bronchitis (male 7, female 8), 8 cases of viral
infection (male 6, female 2)(Rubella 4, Herpes
zoster 2, Herpes simplex 1, Varicella 1, EB virus
infection 1), and 25 control (male 14, female 11)
were studied (Table 1).

Sample : Serum from cases was used.

ADA assay : Ammonia produced from adenosine
by ADA was assayed by direct color measure-
ment*. Standard level of serum ADA was under
19 IU/L.

Table 1 Cases studied.

Age

n Sex m
Common cold 24 MI1,FI3 352 155
Neck lymphadenitis 11 M 3,F8 313 49
Acute bronchitis 10 M7,F3 537 173
Chronic bronchitis 9 M 7.F2 539 21.1
Viral infection* 8 M6,F 2 310 938
Control 25 MI14 Fll 475 120

* Rubella 4
Herpes zoster 1
Herpes simplex 1

Varicella 1
EBYV infection 1
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Results

ADA was elevated in 16 out of 24 common cold
(66.7%). 5 out of 11 neck lymphadeni (45.5%). 2
out of 10 acute bronchitis (20.0%), 1 out of 9
chronic bronchitis (11.1%), 7 out of 8 viral infec-
tion (87.5%), and 0 out of 25 control (0%)(Table 2,
Fig.1).

ADA in clinical course(2 cases)(Fig. 2).

Age 26, male with common cold was observed.
ADA was 30.8 IU/L on the Ist day, but was 19.7
IU/L on the 14th day in the clinical course.

Age 39, female with neck lymphadenitis was
observed. ADA was 32.3 IU/L on the 1st day, and
was 37.3 IU/L on the 6th day, but was 18.1 IU/L
on the 70th day in the clinical course.

Periferal white blood cell(WBC) count in ceses.

Normal WBC count was observed in ADA-
elevated common cold(12/15), neck lymphadenitis
(5/5), and viral infection(6/6) (Table 3).

Discussion

ADA was elevated in common cold(66.7%). In
clinical course of the case with common cold,
elevated ADA was down with healing of common
cold.

Table 2 ADA elevation.

n ADA elevation
Common cold 24 16 (66.7%)*
Neck lymphadenitis 11 5 (45.5%)
Acute bronchitis 10 2 (20.0%)*
Chronie bronchitis 9 1 (11.1%)
Viral infection 8 7 (87.5%)
Control 25 0( 0%)

* p<0.02
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cytes”. ADA elevation was observed in viral Mo 4

infection, such as varicella, herpes zoster, of rubel-
la, in the present results. Many cases of common
cold was said with viral infection. ADA elevated
common cold of the presented cases should be
viral infection. Periferal blood WBC was not
increased in viral infection. WBC of common cold
was also not increased.

Table 3 Periferal blood WBC and ADA.

WBC WBC

n 90004 9000 |
Common cold ADAt 15 3 12
ADA | 9 4 5
Neck lymphadenitis ADA % 5 0 5
ADA | 4 1 3
Viral infection ADA ¢ 6 0 6
ADA | 3 0 3

51

WBC 4200
Stab 11
Seg
Mo
Ly

19
50

Fig.2 ADA in clinical course (2cases).
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1. ADA elevation was observed in common cold(66.7%).

2. With improvement of the disease, elevated ADA was down in clinical course.
3. White blood cell was not so increased in ADA elevated common cold.

4. Viral infection should be activated lymphocyte, so that ADA was elevated.
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Decreased Incidences of Primary Lung Carcinoma in Cases
with Past History of Duodenal Ulcer

Tadayoshi IMAIZUMI

Nakano Homecare Clinic
4-4-11, Nakano, Nakano-ku, Tokyo 164-0001

Introduction
Increased incidences of primary lung carcinoma
was observed in cases with past history of gastric
diseases, gastric ulcer and gastrectomy. That was,
27.7% in gastric diseases, and 13.5% in control".
Duodenal ulcer past history was noted in primary
lung carcinoma, in the present study.

Table 1 Cases studied ; Primary lung carcinoma (n=218)
and Control (healthy subjects) (n=297) were studied.

n Sex Age
Primary lung ca. 218 FM lgg gg:gg
Adeno ca. 117 2,{ gg
Squamous cell ca. 68 Ilgl Z;
Small cell ca. 23 M 18
Large cell ca. 10 ;{[ lg
Control 297 I‘h‘d {gg gg:;g

Table 2 Pulmonary lung carcinoma and past history of
gastric or duodenal ulcer ; Primary lung carcinoma
were as follows: adenocarcinoma, squamous cell car-
cinoma, small cell carcinoma, and large cell carcino-
ma. Duodenal ulcer past history was few in com-
pared with control (p<0.01).

Past history

n Sex GU DU
M 84 18 (21.4%) 3 (3.6%)
Adeuo ca. 117 N 33 3 ( 9.0%) 0
M 74 11 (14.9%) 1 (0.9%)
Squamous cell ca. 68 F 12 1 E 8.3%) 0 °
8% 1 ( 5.6%
Small cell ca. 23 :,4 lg 3 (27.8%) (5.6%)
M 10 1 (10.0%) 0
Large cell ca. 10 F oo 0 0
218 M 186 35 (18.8%)° 5 ( 2.7%)®
F 50 4 ( 8.0%) 0(0 %)°®
) 297 M 168 13 ( 7.7%)® 17 (10.1%)®
Control F 128 8 (63%) 7 (55%)°
® P<0.01 ® P<0.01 ® P<0.01
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Materials and Methods

Cases studied. Primary lung carcinoma(n=218;
male 186, female 50)(adenocarcinoma 117, squa-
mous cell carcinoma 68, small cell carcinoma 23,
large cell carcinoma 10)(Age 43~82), and con-
trol(healthy subjects)(n=297; male 168, female
128)(age55~70) were used(Table 1).

control

Fig.1 Gastric ulcer(GU) and duodenal ulcer(DU) in primary
lung carcinoma and control(Male).

0%

Primary lung ca. control

Fig.2 Duodenal ulcer (DU) in primary lung carcinoma and
control (Female) ; Control was 2.8% but primary lung car-
cinoma was 0%.



Past history. Gastric ulcer, and duodenal ulcer
were noted in the cases.

Results

Primary lung carcinoma: Gastric ulcer past history
was observed in 18.8%(male) and 8.0%(female).
Duodenal ulcer past history was observed in
2.7%(male) and 0%(female).

Control : Gastric ulcer past history was observed
in 7.7%(male) and 6.3%(female).

Duodenal ulcer past history was observed in
10.1%(male) and 5.5%(female) (Table 2, Fig. 1,
Fig. 2).

Years from gastric/duodenal ulcer till primary
lung carcinoma was shown in Fig. 3. Gastric ulcer
past history of primary lung carcinoma was seen
within about 10 years (90% in adenocarcinoma,
Fig 3)(69.2% in total, Table 3).

Discussion
The obtained results were shown as follows.
1. Primary lung carcinoma was a few in cases with
past history of duodenal ulcer.
2. Primary lung carcinoma risk was high in cases
with past history of gastric ulcer, especially aged
cases with ulcer.

6100 R RIPUL SRR BT LR JEF

Table 3 Years from gastric ulcer(GU) till primary
lung carcinoma.Year within 10 was many in gastric
ulcer. Primary lung carcinoma was 69.2% and con-
trol was 23.8%(p<0.001).

GU Within 10years

Primary lung ca. 39 27 (69.2%)®

Control 21 5 (23.8%)%
® p <0001

3. A faqctor that was trophic to the lung mighy be
produced in the stomach(lung growth factor,
LGF).

Gastric disease past history(gastric ulcer, and gas-
trectomy) was caused many cases with primary
lung carcinoma”. On the other hand, past history
of duodenal ulcer was caused a few cases with pri-
mary lung carcinoma.

Gastric disease was indicated a depressed gastric

DU O GU @
Years—+
401+
(e}
35—+
8
30+ o H o o °
o 3
251 o °
0o °©
20+ . 8
2 g o
15—+ d ° ° ° o
° o0 o o
o ° o}
10 1 : [ e [e]
H [T ° o)
51 ° [
°ss ° o
o0 0 oe °
°32 00 Ld ! 1 | ! Q
M F M F
Adno Squamous Small Large GU DU
Primary lung ca. Control

Fig.3 Years from gastric and duodenal ulcer till primary lung carcinoma ; Primary lung carcinoma was many within 10
years from gastric ulcer. On the other hand, control was many over 10 years from gastric and duodenal ulcer.
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Fig. 4 Possibil mechanismus GU/DU and lung ; LGF : lung growth factor, GU : gastric ulcer, DU : duodenol ulcer.

function including gastric produced hormone. On If was were able to use LGF as drug, we should

the contrary, duodenal ulcer might be activated be obtain one of therapoetic or preventing method

gastric function including gastric producing hor- to pulmonary diseases.

mone. Among gastric producing hormone, some

pf them might be trophic to the lung(Fig. 4)(lung References

growth factor, LGF). 1) Imaizumi T. Past history with gastric ulcer
Gastrin was elevated in cases with pulmonay and gastrectomy in primary lung carcinomsa.
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Abstract

1) Primary lung carcinoma was few in cases with duodenal ulcer.

2) Primary lung carcinoma with aged gastric ulcer past history was many.
3) Lung Growth Factor, LGF, was submitted.
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