AN gFo 2 BAS Plummer - Vinson 5579 $£&3 ¢

— 1% -

bh
ab
rio

*
o
Mo
_Ol

:
2t
k!

X
o
&
r:!?

=Abstract=

Surgical Treatment of Plummer -Vinson Syndrome with Carcinoma in Situ
- One case report -

Ju Won Choe, M.D.*, Woon Ha Chang, M.D.¥, Chan Pil Park, M.D.*¥* Tae Yun Oh, M.D.*.

Plummer-Vinson syndrome(Paterson-Kelly syndrome) is characterized by dysphagia due to
upper esophageal or hypopharyngeal web, iron deficiency anemia, and atropic oral and
glossal mucosa. This syndrome is usually known as precancerous lesion that develops into
postcricoid carcinoma. Universally, the clinical manifestations of this syndrome were
markedly improved after oral iron replacement therapy or endoscopic balloon or
clectrocautery treatment. 63 year-old woman was received a short segment, free jejunal
transfer to be released from esophageal stricture. After the operation, the stenotic lesion
proved to be Plummer-vinson syndrome with carcinoma in situ by pathologic study.

(Korean J Thorac Cardiovase Surg 2002;35:495-9)

Key words : 1. Plumer-Vinson syndrome
2. Esophogeal neoplasm
3. Esophogeal stricture
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Fig. 1. Glossitis and papillary atrophy of the tongue, and
fissures at the angles of the mouth were noted.
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Fig. 2. Preoperative esophagogram(Left) : Concentric upper
esophageal stricture was seen in anterior view. Postoperative
esophagogram(Right):  Previously noted indentation was
disappeared.

Fol 427 ARE Y2 ARt F4S Fo+
229 AATE ofebd ARAANE & T AF 45T
telste] kEAZCE ARAEE 2N Fol Auleng
AHe AEsig oy, SFAAFE sH 1.5~2 em F-#ollA Al
& WAoo Iste] Fabshx Fejgiet of Wl distod
SR Ase) AEs o) 2ANEE Anste 2o sl
ALE Azt kARl Anl g s DM Al =3}
o o

M.——-

=

o

AN

w2

re
to
X
lo

X,
mﬁ‘_‘,

FEAl st FEANEE Foll T4 A
dejste] o] oF 10 em Hx2] o]4HE AHE3}
% % o|A#H2 papaverine®} heparines 3¢ A
48] ‘@1—4 Aol Bag skgloh 3

e
Ao
>

1 A
fir o8 H
—1“‘:1 o o

2

°
38 >

>
o,
o
2 TR £
o
& off
> o ©
o o
>
.
rlo
rl
do,
o
o
o
1>
bt
M 12
o
lo
4
2
0,

[P
=D

Fﬂiﬂx_ﬁ_lﬁio
=

=
ox
Tl
r)w
O>"
ofn
=
)
o
oM,
oX,
=
1o
e e
X
>
>
o
lo
il
i
Si
n,_g{_n‘

—496 —



g2 A
20002;35:495-9

Severe stricture was noted just

Fig. 3. Endoscopic findings :
below the upper esophageal sphincter(Left). The stricture was
disappeared after successful operation(Right).
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Fig. 4. Schematic diagram about the operation.
«Superior thyroidal artery(STA), External jugular vein(EJV)
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Fig. 5. Normal esophageal mucosa with well preservation of
muscularis mucosase(Left). H&E, X200. Sguamous cell
carcinoma in situ(Right). H&E, X200. Complete disorganization
throughout all layers with nuclear atypia is demonstrated. In
situ malignant changes are seen together with moderate
infiltration of chronic inflammatory cells in submucosal layer.
There is partial loss of muscularis mucosa in them.
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