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Fig.1 EGF stained lung adeno carcinoma. Cancer cell was stained.
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EGF Staing in Primary Lung Carcinoma

Tadayoshi IMAIZUMI

Department of Internal Medicine, Toyokaya Aoyama Hospital
5-1, Monnami, Kozakai, Hoi-gun, Aichi 442-0827

Abstract
“EGF -producing lung carcinoma” would be presented.
Key words

Primary lung carcinoma, EGF, Adenocarcinoma.

EGF staining in primary lung carcinoma was observed. Adenocarcinoma of the lung was stained by EGF.
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RNA % it} #%, anchored oligo (dT) primer %
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Tablel BEEHF.
10y M 1y M 4y M 8y F 12y M 12y F 1y F 12y M
PF(/m) |<60 —> 200 <60 —> 189 <60 —> 150 <60 — 229 160 — 350 <60 —> 360 <60 —> 214 180 —> 245
WCS. [5—>90 2—>0 6—">0 5—>0 6 >0 6 —"0 3—>0 5—0
T IgE 1,100 1,400 1,800 510 1,800 300 940 690
1gE(DAH ++ ++ + ++ ++ ++ ++ ++
Eo(%) 209 75 02 84 - 14 8.7 100
BDI + + + + + +

PF:peak flow rate, WCS : Wood's clinical Score, BDI:beclomethasone dipropionate inhalation.
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Analysis of Gene Expressions in Children
with Acute Exacerbation of Bronchial Asthma

Toshio KATSUNUMA ", Morimitsu TOMIKAWA",
Akira AKASAWA? | Hirohisa SAITOY, Yuji SUGITA®

Department of Pediatrics, The Jikei University School of Medicine" .
Department of Allergy, National Children's Hospital® .
Department of Allergy and Immunology, National Children's Research Center? .
Genox Research, Inc.”

Abstract Although the importance of airway inflammation has become apparent in the pathogenesis of asthma, less
knowledge has been accumulated regarding childhood asthma compared with adult asthma. The aims of this study were to
analyze a wide range of inflammatory mediators of airway inflammation in childhood asthma, and to apply findings to the
development of a new treatment method for asthma. Eight pediatric asthmatic patients (five males, three females; mean age:
10.0 years) with acute exacerbation were recruited for the study. Peripheral venous blood was drawn from the patients at the
time exacerbation and again after improvement of the clinical symptoms and lung function. Total RNA was extracted from
the isolated T lymphocytes (CD3+ cells). The DD (Differential Display RT-PCR) method was used detect expressed genes
as widely as possible, and quantification of candidate gene expression was performed using the real-time quantitative RT-
PCR method. The only gene for which significant expression differences were recognized in both the DD analysis and
quantitative RT-PCR analysis was lipocortin (annexin) II (exacerbation > remission, p < 0.05). In the quantitative RT-PCR
analysis of IL-4, IL-5, IFN-y , IL-12 receptor /2 and integrin « 6, a significant difference was found only in the expression
of IL-4 mRNA (exacerbation > remission, p < 0.05). The IL-4 plasma concentration tended to be higher in exacerbation
than in remission, but it was not statistically significant (p = 0.07). Our findings suggest activation of T cells and 1L-4 pro-
duction may be involved not only in the basic pathogenesis of asthma but also in its acute exacerbation, and that lipocortin 11
(annexin II) may contribute to asthma exacerbation and airway remodeling.
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A Case of Small Cell Lung Carcinoma with Para Neoplastic Syndrome

Taiga IRAKO, Megumi MINATANI, Taichi MOCHIZUKI
Futoshi KOTAJIMA, Tetsuo SATOU, Hisashi TAI

Department of Respiratory Disease, The Jikei University School of Medicine

Abstract
Key words

We experienced small cell lung carcinoma with para neoplastic syndrome.
Lung carcinoma, Dermatomyositis, Paraneoplastic syndrome.
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Autopsy of a Patient who Received Long-term CAPD Complicated
with Remarkable Ectopic Calcification in Lung
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Kenji KASAI, Akira KOJIMA, Tadaaki TOKUDA

Fuji City General Hospital, Department of Internal Medicine and Department of Pathology
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Table 1 Subjects studied (Age 50~59).

Fig.1 %FVC and GUS/DUS/Control.

. - e i BMI
ANEF v 7 ZZE0h 0 B iR IR G _
G-1 X-P n X an-1
GUS 34 20.9 4.7
GUS+DUS 7 22.8 4.6
DUS 20 23.1 4.9
R 100 Control I 30 21.8 2.5
GUS 61.0% 6 Control I 30 24.5 2.8
with e
(Gus+DUS) | | | o 81.71%
a=d1 o = 3%
“n=25 n=13" =3 |- 0
e 100 100 F T R
p>05 |
DUS 0% 35% 6 0%
n=20 g 25% 60%
. ) : =%
n=§ n=7 n=5 0
9% 39.0%
Control 41.6%
n=60 28.3% - 28.3%
{5;11 - J n=25 =17 |— 0 EH:? DUS Control
<99 100-109 110> GUS +DUS
@ p<0.01 @ p>01 @ p<0.001 n=41 =20 n=60

Fig.2 %FVC and GUS/DUS/Control (%FVC>100).
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300 LDH

e ® : 200 u
GUS 2904 |- 714
400 214 L 100
0
300
o S i - 200
DUsS 255 | |~ 2486 2530 0
0
300
e o 200
Control I 2634 '283.5 283.0 00
0
e 300
S i !',; S 200
Control II 2787 |- 296.0 300.2
i) Vi TR 100
<9 100-109 S110 0
@ p>0.1 ® p>0.05
Fig.3 LDH in GUS/DUS/Control.
Table2 %FVC in GUS/DUS (Age 50~59). Table 3 LDH in GUS/DUS/Control.
% FVC wrve _ LpH .
n X g n-
- G1 Xx-P n <9 100-109  >110 <99 2008 2904 385
A GUs 34 20 1 3 GUS 100-109 1 2714 28.4
B GUS+DUS 7 5 2 0 >110 3 294.7 18.7
A+B 11 2.5 (61.0%)° 16 (7.3%)°°® GUS < 99 6 249.0 53.5
(o} DUS 20 8 (40%)° 7 5 + 100-109 0 - -
D Control I 30 7 15 7 DUS >110 0 — —
22 (23.3%)°° - < 99 8® 265.5 27.0
E Control IL 30 10 10 10 DUS 100-109 7 248.6 57.9
20 (33.3%)°°° >110 5° 253.0 39.1
D+E  Control I +Controll 60 17 (28.3%)®® 17 (28.3%) 7 < 99 7 263.4 63.2
- ) Control I 100-109 15 283.5 50.2
@ p<0.01 @ »<0.05 >110 7 283.1 205
@ p>01 ® p>0.1 < 99 1® 278.7 23.7
@ p<0.05 ® p<0.01 Control II 100-109 10 296.0 18.6
>110 9° 300.2 884
® p>0.1 ® p>0.05 © p>01
Table 4 LDH/%FVC in GUS/DUS/Control.
LDH,/ %FVC
p<0.02
%FVC LDH,/ %FVC 4.0 ’
p<0.02
n x an-1 X on-1 |—‘—’]
GUS 31 97.1°® 9.0 3.02° 0.5 30T
GUS+DUS 6 952 44 3.1 0.5 : -
DUS 20 103.9 13.3 2.6° 0.5 o I A :
Control I 30 1046° 101 2.7° 0.5 3 26 2T
Control I 30 1035° 105 28 0.5 T
Control T +Controll 60  103.9 116 2.7° 0.5 T
© p<0.02 ® p<0.01 cus v Contral
n
@ p<0.05 ® p<0.02 LDH/%FVC T 3.0 26 27
Q@ p<0.02 an-l 05 0.5 0.5
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Fig4 LDH/%FVCin GUS/DUS/Control.
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}
HRERIHIC B T
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AU L T
BT ENTRREND,

Fig.5 flilC$17 5 4 A3&H L LDH.

100% LA E (>100%) D =225 1) THEI%E
TR0 7.

LDHIZLDH,/ %FVCIZ DWW TEE 1T
-7z (LDHZZEE150~380UL).

B R
1) %FVC:GUSTI361.0%%%99LLF (Cont-
rol 28.3%) (P<0.01) A 5#7z. DUST
1ZControl & DZE I A S N7 /- 72 (Table
2, Fig.1,2).

2) LDH,” %FVC : GUS3.0, DUS2.6, Control
2.705H 5 N7z, GUS & Control (2 & 7
(P<0.02) A LMNTz. (Fig3,4).

3) DUSTUWMRIEIE LoEE L Tidt %
o 72 ASLDHAS L S KA % 7R 9@ [ 2
ALz,

zZ =

M2 (B) B L BRELOME? » O
BROENDLIEDNHB., TOZEIEIMEBTD
B2 S > TEBICBWVWTERNS
BIE L TWB 2 R E N (Figs).
Am O B EERIEG BT B HiTEEE (%
FVC), LDHOBIZEX, Mt BORMIZH 5
EZRAHE D —eAs, GEIOFERELTAHADL
n7-d o LR S,

X

1) AREF. LDHEflitkse. BRI M
2002;38 (Mar. #4¥)):246.

2) AREF. BigE L W XRBIBEMEZER.
2RI S5 BRFZEREE 1997:9:33-34.

3) AREY. BWESMEBECAPDIIBIT A Bik
B, BRIFRIFREMARIE 1998;10:26-28.

Lower Pulmonary Function (% FVC) and Higher LDH Level
in Cases with Gastric Ulcer Scar

Tadayoshi IMAIZUMI

Department of Internal Medicine, Toyokaya Aoyama Hospital
5-1, Monnami, Kozakai, Hoi-gun, Aichi 442-0827

Abstract

Key words %FVC, Gastric ulcer, LDH.

A lower %FVC and a higer LDH/%FVC was obserued on cases with gastric ulcer sear in age 50-59.
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