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Table 1. Distribution of case and age in each group

Group No. of cases : Age . No. of LN
Male Female Total Mean Range examined

Breast cancer 0 20 20 49 37~73 147
Colon cancer 10 10 20 50 26~164 254
Stomach cancer 74 37 111 52.2 24~70 90
Peptic ulcer of stomach 32 5 37 49.6 18~67 177
Reactive hyperplasia 44 22 66 34 4~70 109

Total 160 04 254 4~73 1, 677

Fig. 1. Schematic diagram of
lesion. Central wvessels

tend

circular. F: Follitle V: Vessel

peripheral wvessels

hemangiomatoid
elongated and

o

be more

(2) Pan-nodal vasodilatation: 3= =g 4 =
bk F4 2o 7 AL dgle] 2456l )
AR W= 242 A Qo)A ge 7ASel

(Fig. 3).

(3) Miscellaneons lesion: $]2] 5 ¥ 5o =35)2)
o gxy Fal4 s ¥ HATY F4o] my

& %o ch(Fig. 4).

Fig. 2. Schematic diagram of hemangiomatoid

lesion. Distended wvessels fan out from
fibro-vascular core and surrounding sinus
histiocytosis prominent.
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Fig. 3. Schematic diagram of pan-nodal vasodila-
tation affecting intrancdal vessels situated
in cortex, paracortex and medulla, and
minor perinodal vascular dilatation.
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Fig. 4. Schematic diagram of miscellaneous lesion.
Proliferation of smooth muscle which
encircled numerous small hilar arteries
and veins.
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gyres @=ag o w=g fgala dxd 9907

Table 2, Frequency of vascular change in lymph node in each group

No. of case showing

Group E;I:{;[m{;i;; * ﬂ?ﬁn?if 1'u£=::lN : ., Pan-nodal ‘
Hemangiomatoid o a0t vion Miscellaneous
Breast cancer 20 147 0 7 0
Colon cancer 20 254 2 9 1
Stomach cancer 111 9910 11 46 3
Peptic ulcer of stomach az 177 0 18 1
Reactive hyperplasia 66 109 0 0 0
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Table 3. Frequency of pan-dodal vascular dilatation in cach group

- p——n

Pan-nodal dilatation No. of LN LN affected

Group No. of case No. of case 5 Mean age examined No. of LN % Among postitive

_ : : ag T case % (mean)
Breast cancer 20 7 35 44.8 147 25 17 36.1
Colon cancer 20 ] 45 42.4 254 28 11.0 32.5
Stomach cancer 111 46 41. 4 49,1 290 156 15. 8 57.8
Peptic ulcer of 37 18 48.6 50.5 177 34 19.2 41,27

stomach

Fig. 5. Schematic diagram of the general arch-
itecture and microvasculature in  the
normal lymph node. SCC, subcapsular
capillaries; PCV, posteapillary venules;
MCC, medullary cord capillaries: A,
artery; V, vein; E. Lefferent lymphatic;
A.L, afferent lymphatic.
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= Abstract=

A Study of Vascular Changes in the Lymph
' Nodes
Hye Suk Song, M.D., Ho Won Hwang, M.D. and
Chae Hong Suh, M.D.

Department of Pathology, College of Medicine,
Chosun Universily

A retrospective morphological study was condu-
cted on 1677 lymph nodes which were removed

surgically under the diagnosis of gastric carcino-
ma, breast carcinoma, colonic carcinoma, chronic
gastric ulcer, and superficial lymph nodes under
the diagnosis of reactive follicular hyperplasia at
Chosun University Hospital during a period of 5
vears from 1980 to 1984,

The hematoxylin and eosin stained sections were
examined to evaluate for any wvascular changes,
In selected cases further levels were prepared
from the paraffin blocks for Gomori's reticulin
stain.

The vascular abnormalities were divided into 3
groups, such as hemangiomatoid, pan-nodal vasod-
ilatation and miscellaneous types. The miscellane-
ous type included the proliferation of smooth
muscle which encircled numerous small hilar arte-
ries and veinsa.

The results obtained were as follows:

1) The hemangiomatoid lesions were localized
lesions which appeared to be associated with local
malignancy, but infrequent in incidence.

27 A more frequent wvascular abnormality was
pan-nodal vasodilatation, which tend to affect
many nodes in a single group and is relatively
associated with chronic gastric ulcer.

3) Miscellaneous lesion was nonspecific and
appeared both local malignancy and chronic infla-
mmation.

4) All three vascular reactions were somewhat
more frequent in female than male.
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Legend for figures

Fi€. 1. Photomicrograph of hemangiomatoid lesion, showing marked distended blood vessels with
congestion. The vascular lesion extended from the medulla to the outer cortex (H&E, 1007,

Fig. 2, Photomicrograph of hemangiomatoid lesion in the superficial medulla to the outer cortex.
Central vessels elongated, and peripheral vessels tend to be more cireular (H&E, =40).

Fig. 3. Photomicrograph of hemangiomatoid lesion, showing proliferation and dilatation of blood vessels
in the deep cortex. (Reticulin stain, x400).

Fig. 4. Photomicrograph of pan-nodal vasodilatation affecting intranodal small vessels situated in
cortex, paracortex and medulla (H&E, x40).

Fig. 5. Miscellaneous lesion showing proliferation of smooth muscle which encircled numerous small
hilar vessels({H&E, x40).

iE. 6. Miscellaneous lesion showing dilatation and proliferation of blood vessels in the hilum {Retic-
ulin, x100),

Lhesr
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