Table 4. Complete protection rate for 7 days of each treatment

Complete GRN alone CMB therapy - CCT therapy
protection (n=42) "{n=27) - (@=69)
‘ n . % n. % n %

Day 1

0-6h 40 952 26 96.3 69 100

6-12h 34 81 27 100 &7 97.1

12-18h 28 667 19 704 63 91.3

18-24h 27 643 19 704 62 89.9
Day 2 16  38.1 15 556 50 72.5
Pay 3 17 40.5 14 519 50 72.5
Day 4 27 643 16 593 54 78.3
Day 5 36 857 18 667 60 37
Day 6 37  88.1 22 815 63 91.3
Day 7 39 929 24 889 65 942
Table 5. Adverse evenls (days 1-3)
Adverse event Patients

GRNaloné. CMB therapy . CCT therapy
(n=42) =27 (n=6%9

Headache 3 2
Vertigo |
Hot flushes 2 3
Nervousness 8
Elevated aminotransferase

value convulsion 1
Other i
Total 6 1 i5

When the overall data for days [-7 were considered,
the CCT therapy provided complete protection from nau-
sea in more patients (20%) than GRN alone or CMB,
especially for days 1-5.

During days -7, complete protection from both nau-
sea and vomiting was also compared between therapies
(table 4). On days 2 and 3, the lowest protection rates were
observed in 16 of the 42 patients receiving GRN alone
(38.1%), in 14 of the 27 patients in the CMB group
(51.9%), and in 50 of the 69 patients in the CCT group
(72.5%, fig. 1).

Adverse Events

No severe or unexpected adverse events were reported.
Table 5 shows the data for days 1-3. Headache, vertigo
and hot flushes were slightly increased in patients receiv-

Control of Delayed Emesis during
Chemotherapy

ing GRN alone or CCT therapy. The most important
adverse event was nervousness just on day 1 or 2, due to
the combination of DRP in patients receiving CCT thera-
py.

Discussion

Very recently, a taxol/carboplatin regimen only for
ovarian cancer has been introduced primarily in Japan, so
the requirement of strong antiemetic regimens is not fre-
quent. Oral 5SHT; antagonists are routinely used. How-
ever, one of the key drugs for gynecologic cancer is the
platinum compound, such as CDDP or CBDCA. In con-
trast to CBDCA, CDDP is still included as primary or
secondary chemotherapy regimen for uterine and ovarian
cancer in Japan.

The randomized crossover study compared the combi-
nation of a 5-HT; antagonist and MPD with DRP as the
third drug in the prevention of acute and delayed emesis
in patients receiving CDDP-based chemotherapy for gy-
necologic malignancies. The combination of GRN plus
MPD and DRP as a CCT therapy was shown to be more -
effective than GRN alone or GRN plus MPD during the
first 24 h after chemotherapy. The higher incidence of
complete protection from acute nausea, vomiting, or both
with CCT therapy as well as the lower occurrence of
adverse events are clinically relevant. Fewer patients had
protection from nausea than protection from vomiting, a
finding also reported in other studies on GRN and DEX
[12]. However, in this study, the CCT therapy had the
same efficacy regarding both nausea and vomiting during
the acute phase of emesis.

Protection against delayed nausea and vomiting is very
important for patients subjected to chemotherapy. De-
layed emesis (starting 24 h after the administration of che-
motherapy) persists for at least 48 h, and patients may
thus require antiemetic therapy for several days. In the
present study, it is noteworthy that about 73% of the
patients treated with the CCT therapy did not vomit dur-
ing days 2-7. Prophylactic CCT therapy with DRP is
superior to the use of GRN alone or CMB therapy. On the
other hand, only about 50% of the patients treated with
CMB therapy had delayed nausea. Furthermore, almost
60% of the patients treated with GRN alone suffered from
delayed emesis. Thus, the control of delayed emesis is a
critical consideration. Our results show that compared
with other treatments the CCT therapy including DRP
provided the best protection for delayed emesis on days
2-3. This finding is significant in its potential for control-
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ling delayed emesis resulting from clinical treatment with
cisplatin-based chemotherapy.

The mechanism of onset of delayed emesis remains
unknown. Combination therapy with steroids to control
delayed-type vomiting is thought to be.effective [2] be-
cause of impaired function of the digestive tract, cytolysis
products resulting from the administration of a chemo-
therapeutic agent and inflammation caused by these
products, for example [13].

We conducted an animal study to examine the mecha-
nism of the effect of steroids on delayed-onset vomiting
[9]. We administered CDDP intraperitoneally at a dose of
5 mg/kg to ferrets, and compared the emesis among three
groups, i.e. the group without any antiemetic (the control
group), the group given GRN alone (GRN group), and the
group given DEX combined with GRN (DEX/GRN
group). A remarkable suppressive effect on emesis was
noted in the GRN group both in the acute phase (0-24 h)
and in the delayed phase (24-72 h) compared with the
control group. The antiemetic effect was strengthened in
the DEX/GRN group by the combination with DEX. In
comparison to the concentrations of 5-HT and its metab-
olite 5-HIAA in the intestine and in the area postrema, the
increase in 5-HT due to CDDP was not suppressed in the
GRN group or in the DEX/GRN group. We hypothesized
that combination therapy with GRN plus DEX may be
useful to suppress delayed emesis, but that the increased
5-HT concentration in the tissue may not contribute to
the occurrence of delayed emesis.

In a recent study, the combination of a SHT; receptor
antagonist with a steroid was also found to be effective in
patients with delayed emesis [14], Various mechanisms
have been proposed concerning the efficacy of these com-
binations, including stimulation of the cerebral cortex,
inhibition of the synthesis of prostaglandins, reinforce-
ment of the blood-brain barrier, stabilization of the cell
membrane, anti-inflammatory action, and acceleration of
the metabolism of the drug in the liver and of its excretion
into urine [15]. However, some problems have been
pointed out, such as the possible adverse effects of ste-
roids and problems from the viewpoint of health insur-
ance and medical expenses [16].

In the past, before the development of SHT; receptor
antagonists, administration of a steroid such as DEX or
MPD [17], or of a psychotropic agent such as DRP [18],
or an antihistamine agent such as diphenhydramine [19]
had been attempted to increase the effect of metoclo-
pramide with relatively good results. The primary effect
of the psychotropic agent DRP is suppression of the cen-
tral nervous system [20, 21]. The agent is administered for

52 Oncology 2003;64:46-53

tranquilization and sedation so that the quality of life of
the patient may be improved, although the patient may
become somnolent during therapy. It remains unknown
whether the somnolence is due to an inappropriate dose
or to an individual condition, but we believe that our
CCT therapy including DRP is generally well tolerated by
many patients,

Regarding the control of delayed emesis, it has been
recently reported that a tachykinin NK1 receptor antago-
nist secems to be a promising countermeasure for delayed-
onset vomiting and is being actively developed mainly in
Western countries [22]. The NK1 receptor of substance P
and the 5HTj; receptor of serotonin seem to hold the pass-
key to the common action site in the pathway of the vom-
iting center of the vagus nerve [23]. Preliminary clinical
trials have already been performed in the US [24], and
have shown that delayed emesis can be better controlled
by administration of CP122721, an NK1 receptor antago-
nist, rather than by administration of a 5HT; receptor
antagonist combined with a steroid. Thus, the NK 1 recep-
tor antagonist is expected to be effective for delayed eme-
sis. The association of substance P or NK 1 with DRP also
looks promising in the control of delayed emesis.

In the acute phase within 6 h after chemotherapy,
SHT; receptor antagonists are the most effective. Even
the current combination of a SHT5 receptor antagonist
with a steroid does not completely control delayed emesis.
Women with gynecologic malignancies are especially
prone to anticipating factors during chemotherapy. For
this reason, DRP may have the highest potential for con-
trolling delayed and anticipatory emesis in gynecological
patients undergoing chemotherapy. A prospective ran-
domized study is warranted to compare various treatment
modalities combined with steroids, with or without
DRP.

Sagae/Ishioka/Fukunaka/Terasawa/
Kobayashi/Sugimura/Nishioka/Kudo/
Minami
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Foreword

The first classification of regicnal lymph nodes was pro-
posed in the “General Rules for Reporting on Clinical
Oncology, Part V,” in 1991, to integrate the nomenclature
and coding based on individual General Rules for cancer
research (in Japanese). However, the proposal became
problematic because new codes in the proposal differed
from traditional codes in the individual General Rules for
cancer research.

During the following decade, much revision of the Gen-
eral Rules for cancer research took place, A new committee
on classification of regional lymph nodes was appointed, in
November 1997, to establish a new systematic classification
by the Japan Society of Clinical Oncology, the core society
for the treatment for cancer. The committee members were
clinicians from 15 societies that had established the General
Rules for cancer research and specialists in anatomy and
pathology.

The committee determined that any codes were not em-
ployed. The systematic classification of regional lymph
nodes was determined to be divided into four parts: 1)
the neck, axillae, chest wall, and upper extremities; 2) the
thorax; 3) the abdominal cavity (1 & 2); and 4) the pelvis,
inguinal region, and lower extremities.

First, the commitiee discussed anatomically appropriate
entries of regional lymph nodes for the systematic classifica-
tion. These entries were considered to integrate clinical
consistency in diagnosis and treatment of regional lymph
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nodes. Clinically rare lymph nodes, although having anato-
mically appropriate entries, were omitted, and some sub-
classifications that were meaningless clinically were not
employed. Then, new illusirations were employed in the
present classification. Because it is difficult to represent
three-dimensional images on a two-dimensional plane, these
new illustrations were produced to be used in practice.

All editorial members, as well as the chief of the commit-
tee on classification of regional lymph nodes, Ryuichi Kudo,
M.D., Ph.D., sincerely hope that this classification will be
widely accepted, and that appropriate entries of regional
lymph nodes in the systematic classification, such a common
word, will be used in aspects of continuing cancer research
and in practice in the diagnosis and treatment of cancer.

Classification of Regional Lymph Nodes

I.  Lymph nodes in the neck, axillae, chest wall, and upper
extremities

1. Parotid lymph nodes
Parotid lymph nodes can be classified into the fol-
lowing two groups according to their positional rela-
tionship to the parotid fascia.

a.Superficial parotid nodes
Superficial parotid nodes are located on the super-
ficial lobe of the parotid gland and anterior to the
auricula.

b.Deep parotid nodes
Deep parotid nodes can be subclassified as follows:

¢Infra-auricular parotid nodes }
Infra-auricular parotid nodes are located on the sur-
face of the lowest area of the parotid gland, which is
surrounded by the anterior margin of the sternocleido-
mastoid muscle, the masseter muscle, and the cervical
fascia.
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sIntraglandular parotid nodes

Intraglandular parotid nodes are located within the
loose connective tissue between the superficial and
deep lobes of the parotid gland.

2. Submental lymph nodes and submandibular lymph
nodes
a.Submental lymph nodes
Submental lymph nodes are sandwiched between
the platysma and mylohyoid muscles, and located in the
area surrounded by the mandible, the hyoid bone, and
the anterior belly of the digastric muscle.

b.Submandibular lymph nodes
Submandibular lymph nodes are sandwiched be-
tween the platysma and mylohyoeid muscles, and located
inthe (triangular) area surrounded by the mandible, and
the anterior and posterior bellies of the digastric muscle.

Superficial cervical lymph nodes

Superficial cervical lymph nodes are located along
the external jugular vein on the surface of the sterno-
cleidomastoid muscle. These nodes can be classified as
follows:

a. Anterior superficial cervical nodes- _
Anterior superficial cervical nodes are located along
the anterior jugular vein.

b.Lateral superficial cervical nodes
Lateral superficial cervical nodes are located along
the external jugular vein, and can be found on the
surface of the upper portion of the sternocleidomastoid
muscle,

4. Anterior deep cervical lymph nodes

A. Aanterior group
a.Prelaryngeal nodes
Prelaryngeal nodes are located on the surface of the
cricothyroid membrane.

b. Thyroid nodes
Thyroid nodes are attached to the thyroid capsule,
and can be classified as follows:

#Prethyroid nodes
*Parathyroid nodes

¢. Pretracheal nodes
Pretracheal nodes are located in front of the cervical
trachea.

d.Cervical paratracheal nodes
Cervical paratracheal nodes are located along the
recurrent laryngeal netve.

B. Posterior group
a. Retropharyngeal nodes

249

Retropharyngeal nodes are located posterior and
lateral to the pharynx.

b.Paraesophageal nodes
Paraesophageal nodes are located along the cervical
esophagus.

5. Lateral deep cervical lymph nodes

a. Superior deep cervical nodes (jugulodigastric nodes)
Superior deep cervical nodes are located along the
internal jugular vein, at the level of the posterior belly
of the digastric muscle.

b.Middle deep cervical nodes (jugulo-omohyoid nodes)
Middle deep cervical nodes are located along the
internal jugular vein, at the level of the superior belly of
the omohyoid muscle.

¢. Inferior deep cervical nodes
Inferior deep cervical nodes are located along the
internal jugular vein, at the level of the inferior belly of
the omohyoid muscle.

d. Spinal accessory nodes
Spinal accessory nodes are located along the acces-
sory nerve, and anlterior to the anterior margin of the
trapezius muscle. Because the highest nodes of this
group are indistinguishable from the superior deep cer-
vical nodes, they are simply classified as superior deep
cervical nodes.

e. Supraclavicular nodes (scalene nodes)

Supraclavicular nodes are located along the trans-
verse cervical vein.

Lymph nodes in the lesser and greater supraclavicu-
lar fossae can be classified into medial and lateral
groups. The medial group is termed the inferior deep
cervical nodes, and the {ateral group, the supraclavicu-
lar nodes. :

Axillary lymph nodes

Axillary lymph nodes are classified according to
the axillary blood vessels and their branches, as in
the classification of lymph nodes in the digestive
system.

a. Brachial nodes
Brachial nodes are located along the axillary vein,
and distal to the pectoralis minor muscle.

b.Subscapular nodes (scapular nodes)
Subscapular nodes are located along the thora-
codorsal blood vessels that are the continuation of the
subscapular blocod vessels.

c. Pectoral nodes {external mammary nodes)

Pectoral nodes are located along the lateral thoracic
blood vessels. These nodes can be classified as upper
and lower groups.
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The lymph nodes of the upper group (sorgius
nodes), deep to the pectoralis major muscle, are lo-
cated between the second and third ribs. The lymph
nodes of the lower group are located between the
fourth and sixth ribs, and below the inferior-lateral
margin of the pectoralis major muscle.

These nodes were formerly termed the cxternal
mammary nodes.

d.Central axillary nodes (superficial axillary nodes)
Central axillary nodes are located near the bottom
of the axilla, and are crossed and/or adjacent to the
intercostobrachial nerves.

€. Subpectoral nodes
Subpectoral nodes are located along the axillary
vein, and posterior to the pectoralis minor muscle.

f. Interpectoral nodes
Interpectoral nodes are located between the pecto-
ralis major and minor muscles, and along the pectoral
branches of the thoracoacromial blood vessels, where
the pectoral branches extend to the pectoralis major
muscle,

g Infraclavicular nodes (apical nodes) }
infraclavicular nodes are located along the axillary
vein between the pectoralis minor muscle and the sub-
clavius muscle, in the medial area where the
thoracoacromial vein drains into the axillary vein.
These nodes are located at the highest or the most
medial margin of the axilla.

Parasternal lymph nodes

Parasternal lymph nodes are located along the inter-
nal thoracic blood vessels between the first and sixth
ribs.

Epitrochlear lymph nodes

Epitrochlear lymph nodes are located along the
basilic vein, and at the cubital-fossa side above the
medial entepicondyle.

Lymph nodes in the thorax

Supreme mediastinal lymph nodes

Supreme mediastinal lymph nodes are located from
the imaginary line connecting the upper margin of the
left and right subclavian arteries with the upper margin
of the sternum, to the crossing point of the upper mar-
gin of the left brachiocephalic vein and the midline of
the trachea.

Anterior mediastinal lymph nodes

Anterior mediastinal lymph nodes are located
between the lowest supreme mediastinal lymph
nodes and the diaphragm. Anterior to the trachea,
these nodes are located along the aortic arch,
superior vena cava, and brachiocephalic veins, and

— 307 —

their anterior branches. In the lower boundary
area, these nodes are located anterior to the
pericardium.

Ligamentum arteriosum lymph node

Ligamentum arteriosun lymph nodes are located
along the left margin of the ligamentum arteriosum,
and below the aortic arch,

Ascending aortic lymph nodes

Ascending aortic lymph nodes are located on the
lateral wall of the ascending aorta and the aortic arch,
anterior to the vagus nerve.

Thoracic paratracheal lymph nodes

Thoracic paratracheal lymph nodes are located
between the supreme mediastinal lymph nodes and
tracheobronchial nodes. These nodes can be classified
according to the areas anterior and lateral to the
trachea, and divided into left and right groups.

Tracheobronchial lymph nodes

Tracheobronchial lymph nodes are located in
the trachecbronchial angle. On the right side,
these nodes are located medial to the azygos
vein. On the left side, these nodes are located
in the space between the aortic arch and left pul-
monary artery, and medial to the ligamentum
arteriosum. These nodes can be classified as right and
left groups.

Inferior tracheobronchial lymph nodes (subcarinal
lymph nodes)

Inferior tracheobronchial lymph nodes are located
in the immediate proximity of the tracheal bifurcation.

Bronchopulmonary lymph nodes

Bronchepulmeonary lymph nodes are located around
the right and left bronchi. These nodes can be classified
into the following groups.

*Main bronchus nodes (hilar nodes)
Main bronchus nodes, or hilar nodes, are located
around the right and left principal bronchi.

sInterlobar nodes
Interlobar nodes are located along the lobar
bronchi.

s]obar nodes _
Lobar nodes are located around the lobar bronchi.

*Segmental nodes
Segmental nodes are located along the segmental
bronchi. :

*Subsegmental nodes
Subsegmental nodes are located along the sub-
segmental bronchi, and distal to the subsegments.
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10.

11.
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Paraesophageal lymph nodes

Paraesophageal lymph nodes are located along
the thoracic esophagus, and can be classified as
upper, middle, and lower thoracic paraesophageal
nedes.

Supradiaphragmatic lymph nodes -

Supradiaphragmatic lymph nodes are located
around the esophageal hiatus of the diaphragm, in the
midback area of the diaphragm.

Posterior mediastinal lymph nodes

Posterior mediastinal lymph nodes are located in the
posterior mediastinum below the supreme mediastinal
lymph nodes, except for paraesophageal and supradia-
phragmatic lymph nodes. These nodes can be classified
as follows:

. Pulmonary ligament nodes

Pulmonary ligament nodes are located within the
pulmonary ligament and also posterior to and below
the inferior pulmonary vein.

. Thoracic duct nodes

Thoracic duct nodes are located along the thoracic
duct.

. Thoracic para-aortic nodes

Thoracic para-aortic nodes are located around the
descending aorta.

Lymph nodes in the abdominal cavity, No. 1
Paracardial lymph nodes

Paracardial lymph nodes are located around the car-
dia of the stomach, and they can be classified as follows:

. Right paracardial nodes

The boundary, between the right cardial nodes
and the lesser curvature lymph nodes, is the first
branch of the ascending branch of the left gastric artery
that enters the gastric wall. Lymph nodes located along
the first branch can be classified as right paracardial
nodes.

. Left paracardial nodes

Left paracardial nodes are located along the car-
dioesophageal branch of the left inferior phrenic svein.

Esophageal hiatus lymph nodes
Esophageal hiatus lymph nodes are located in the
esophageal hiatus.

Lesser curvature lymph nodes

The boundary, between the lesser curvature lymph
nodes and the suprapyloric lymph nodes, is the first
branch of the right gastric artery to the lesser curvature.
Lymph nodes located along the first branch can be
classified as suprapyloric lymph nodes.
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Greater curvature lymph nodes

The boundary, between the greater curvature lymph
nodes and the infrapyloric lymph nodes, is the first
branch of the right gastroepiploic artery to the greater
curvature. Lymph nodes located along this first branch
can be classified as greater curvature lymph nodes.

Suprapyloric lymph nodes
Suprapyloric lymph ncdes are located along the
right gastric artery and its origin.

Infrapyloric lymph nodes

The boundary, between the infrapyloric lymph
nodes and the superior mesenteric lymph nodes, is the
confluence of the right gastroepiploic vein with the an-
terior inferior pancreaticoduodenal vein. Lymph nodes
at the confluence can be classified as infrapyloric lymph
nodes.

Hepatoduodenal ligament lymph nodes

Hepatoduodenal ligament lymph nodes are located
within the hepatoduodenal ligament, which can be
classified as follows:

. Hepatic artery nodes

Hepatic artery nodes are located along the hepatic
artery.

. Bile duct nodes

Bile duct nodes are located along the bile duct.

. Cystic duct nodes

Cystic duct nodes are located along the cystic duct.

Peripancreatic lymph nodes

. Anterior and posterior pancreaticoduodenal nodes

Anterior and posterior pancreaticoduodenal nodes
are Jocated on the anterior and posterior surfaces of the
pancreatic head, from the superior mesenteric artery
and/or the portal vein to the medial margin of the
duodenum. The upper and lower nodes can be divided
at the level of the ampulla of Vater.

. Inferior pancreatic nodes

Inferior pancreatic nodes are located along the infe-
rior margin of the pancreatic body and 1ail; these nodes
do not include the splenic hilum lymph nodes or supe-
rior mesenteric lymph nodes.

Commbon hepatic artery lymph nodes

Common hepatic artery lymph nodes are located
along the common hepatic artery between the origin of
the splenic artery and that of the gastroduodenal ar-
tery. These nodes can be classified as follows:

. Anterosuperior group

These nodes are located anterosuperior to the com-
mon hepatic artery. ‘
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. Posterior group

These nodes are located posterior to the common
hepatic artery.

Splenic hilum lymph nodes

The boundary, between the splenic hilum lymph
nodes and the splenic artery lymph nodes, is the end of
the pancreatic tail.

Splenic artery lymph nodes

Splenic artery lymph nodes are located along the
splenic artery, and include the nodes posterior to the
pancreas. These nodes can be classified as distal and
proximal groups, according to the origin of the poste-
rior gastric artery.

Left gastric artery lymph nodes

Left gastric artery lymph nodes are located along
the left gastric artery, from the origin to the ascending
branch of the left gastric artery.

Celiac artery lymph nodes

Celiac artery lymph nodes are located around the
celiac trunk. These nodes, which are located immedi-
ately near the origins of the left gastric artery, the com-
mon hepatic artery, and the splenic artery, can be
classified as celiac artery lymph nodes.

Infradiaphragmatic lymph nodes
Infradiaphragmatic lymph nodes are located on the
abdominal surface of the diaphragm.

Intestinal mesenteric lymph nodes
Intestinal mesenteric lymph nodes are located in the
area of the intestinal mesentery.

Epicolic and paracolic lymph nodes

Epicolic lymph nodes are located on the colon wall,
from the cecumn to the sigmoid colon; those nodes along
the marginal arteries can be classified as the paracolic
lymph nodes.

Ileocolic artery lymph nodes
lleocolic artery lymph nodes are located along the
ileocolic artery.

Right colic artery lymph nodes
Right colic artery lymph nodes are located along the
right colic artery‘

Middle colic artery lymph nodes
Middle colic artery lymph nodes are located along

the middle cohc artery.

Superior mesenteric lymph nodes

Superior mesenteric lymph nodes surround the su-
perior mesenteric blood vessels, from the origin of the
superior mesenteric artery to that of the middle colic
artery.
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Left colic artery lymph nodes
Left colic artery lymph nodes are located along the
left colic artery.

Sigmoid artery lymph nodes
Sigmoid artery lymph nodes are located along the
first and second sigmoid arteries.

Inferior mesenteric artery lymph nodes

Inferior mesenteric artery lymph nodes are located
along the inferior mesenteric artery, from the origin
of the inferior mesenteric artery to that of the lowest
sigmoid artery. These nodes can be classified as
follows:

. Inferior mesenteric trunk nodes

Inferior mesenteric trunk nodes are located along
the inferior mesenteric artery, from the origin of the
left colic artery to that of the lowest sigmoid artery.

. Inferior mesenteric root nodes

Inferior mesenteric root nodes are located along the
inferior mesenteric artery, from the origin of the infe-
rior mesenteric artery to that of the left colic artery.

Lymph nodes in the abdominal cavity, No. 2

Abdominal para-aortic lymph nodes

Abdominal para-aortic lymph nodes surround the
abdominal aorta and inferior vena cava, which can be
classified into the following four groups, from cranial to
caudal areas.

*al group
Lymph nodes in the al group are located in the area
‘of the aortic hiatus (about 4-5cm in width, surrounded
by the medial crus of the diaphragm). These nodes are
located within the median arcuate ligament of the dia-
phragm.

*a? group
Lymph nodes in the a2 group are located in the area
from the uppermost part of the origin of the celiac
trunk to the lower margin of the left renal vein,

sbl group

Lymph nodes in the bl group are located in the area
from the lower margin of the left renal vein to the up-
permost part of the origin of the inferior mesenteric
artery.

sb2 group
Lymph nodes in the b2 group are located in the area
from the upper margin of the origin of the inferior
mesenteric artery to the aortic bifurcation.

Lymph nodes in the cross-sectional circumference of

" the abdominal aorta and the inferior vena cava can be

classified as follows:



v,

¢ Preaortic nodes

e Iateroaortic nodes
Retroaortic nodes
Interaorticocaval nodes
Precaval nodes
Laterocaval nodes
Retrocaval nodes

* & & »

Renal lymph nodes
From the point of view of renal cancer, another
classification has been employed.

- Right renal lymph nodes

Right renal lymph nodes are located to the right of
the median line of the abdominal aorta, from the erigin
of the celiac trunk to that of the inferior mesenteric
artery.

. Left renal lymph nodes

Left renal lymph nodes are located to the left of the
median line of the abdeminal aorta, from the origin of
the celiac trunk to that of the inferior mesenteric ar-
tery.

Lymph nodes in the pelvis, inguinal region, and lower
extremities

Subaortic lymph nodes

Subaortic lymph nodes are located immediately
below the aortic bifurcation, and in the angle of the
right and left common iliac arteries.

Median saé_ral lymph nodes
Median sacral lymph nodes are located along the
median sacral artery, and outside the mesorectum.

Lateral sacral lymph nodes

Lateral sacral Iymph nodes are located along
the lateral sacral artery, from the origin of the internal
iliac artery to the second or third sacral foramen.

Common iliac lymph nodes
Common iliac lymph nodes are located along the
commen iliac blood vessels.

External iliac lymph nodes
External iliac lymph nodes are located below the
origin of the external iliac blood vessels.

Suprafemoral lymph nodes

Suprafemoral lymph nodes are located along the
external iliac blood vessels, to the area just above the
inguinal ligament. These nodes can be classified into
the lateral and mediai groups relative to the external
iliac blood vessels.

Internal iliac lymph nodes
Internal iliac lymph nodes are located in the triangu-
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lar area between the external and internal iliac blood
vessels, and along the internal ilia¢ blood vessels.

8. Obturator lymph nodes
Obturator lymph nodes are located dorsal to the
external iliac blood vessels. These nodes surround the
obturator nerve and blood vessels. Some nodes are also
near the internal orifice of the obturator canal.

9. Parametrial lymph nodes
Parametrial lymph nodes are located in and/or
around the cardinal ligament.

10. Pararectal lymph nodes
Pararectal lymph nodes are located along the supe-
rior recta] artery distal to the origin of the lowest sig-
moid artery from the inferior mesenteric artery. These
nodes are also located within the rectal fascia, as well as
along the middle rectal artery medial to the pelvic
plexus.

11. Inferior rectal lymph nodes
Inferior rectal lymph nodes are located along the
inferior rectal artery in the ischiorectal fossa.

12. Middle rectal root lymph nodes
Middle rectal root lymph nodes are located along
the middle rectal artery, from the origin of the internal
iliac artery to the area lateral to the pelvic plexus.

13. Inguinal lymph nodes
Inguinal lymph nodes are located below the inguinal
ligament, These nodes can be classified as follows:

a. Superficial inguinal nodes
Superficial inguinal nodes are located on the surface
of the fascia lata.

b. Deep inguinal nodes
Deep inguinal nodes are located deep to the fascia
lata.

14. Popliteal lymph nodes
Popliteal lymph nodes are located around the
popliteal artery, within the rhomboid-shaped area sur-
rounded by the femoral biceps, the semimembranous
muscle, and the medial and lateral heads of the gastroc-
nemius muscle.
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