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Present situation of pTNM classification in Japan: Questionnaire
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pTNM classification is the most important element of surgi-
cal pathology. Internationally, the International Union
against Cancer (UICC)-TNM is the standard TNM classifica-
tion. In the present study questionnaires about the pTNM
were sent to the pathology divisions of 288 institutions
designated as Gan-shinryo-renkei-kyoten Byoin (iocal core
cancer hospitals) on the basis of the Cancer Control Act.
The guestionnaire consisted mainly of questions about the
TNM. There were 78 respondents, including 70 qualified
pathology specialists, with a mean of 18.4 years of experi-
ence. The recognition rate of the important basic rules of the
UICC-TNM were as follows: ‘When in doubt, select the
lower’: 63.6% (49/77); ‘Direct invasion to a lymph node is an
N component’: 61.0% (47/77); ‘Only the extension of an inva-
sive cancer is a T component’: 45.5% (35/77). Few respon-
-dents knew the UICC criteria for judging whether multiple
pulmonary iesions represent metastatic or muitipie primary
lesions. Only 26 (36.4%) of 77 pathologists were informed
about ¢cTNM routinely, suggesting that neither pathologists
nor clinicians possess adequatie knowledge about pTNM
classification in many institutions. It is recommended that
pathologists be informed about the ruies and importance of
pTNM through education, the revised Japanese classifica-
tion of cancers, and self-assessment of their own institutes.
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The International Union against Cancer (UICC)-TNM
classification (UICC-TNM) was developed by the UICC in
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cooperation with the American Joint Committee on Cancer
(AJCC).™® UICC-TNM is used internationally as the standard
TNM classification. TNM and stage, a grouping of combined
T, N and M according to vital risk, are essential for both
research and intervention.'? In Japan, cancer staging is
reported on the basis of Gan-foriatsukai-kiyakus (Japanese
classification of cancers: JC) for each tumor site in most
institutes, which are also based on TNM system.

To be designated as Gan-shinryo-renkei-kyoten Byoin in
Japan (local core cancer hospitals: LCCH), the Cancer
Control Act requires LCCHs to perform hospital cancer reg-
istration. The registration is conducted using the UICC-TNM
classification system.

In Japan little attention has been paid to the pTNM,
although it is the most important component of surgical
pathology. The handling of surgical specimens and the
reporting of pathology findings are conducted in compliance
with the JC at most institutes in Japan. JC is very useful for
standardizing pathology reports, particularly for cancers of
the stomach and large intestine.* Each JC is independent,
however, and therefore the stage classification is conducted
according to separate individual criteria. The absence of
common rules may aliow a pathologist to. apply the criteria
for the organ that they diagnose daily to other organs; for
example, applying the criteria for a gastric cancer to a uterine
cervical cancer. JC rarely have written criteria about points
that are difficult to judge. JC have no help desk to respond to
users’ questions. In addition, JC cannot be used for interna-
tional research or reporting because it consists of domestic
rules. The UICC-TNM represents the international system. It
has general rules and additional rules. The same rules are
fundamentally used for all organs.® The UICC-TNM has a
supptement book and a frequently asked questions (FAQ)
section, and detailed rules are established according to
various situations.® When stagers have further questions,
the help desk can be contacted on the Web.® The same
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definitions used for the UICC-TNM have now been adopted
for the TNM classification in various JC, for exampie thyroid
cancer, the cancer of the head and neck, renal cancer, lung
cancer, ovarian cancer and so on.

In the present study we administered a questionnaire
survey (including quizzes) on pTNM classification to the
pathologists of LCCH. The questions pertained to knowledge
of the TNM classification itself and to the TNM staging of lung
cancer. Although the survey was conducted only in Japan, it
may be interesting for pathologists and other medical profes-
sionals abroad, because there have been no prior reports of
questionnaire surveys of pathologists from cancer hospitals
on the pTNM classification.

MATERIALS AND METHODS

Questionnaires on pTNM were sent to 288 LCCH in Japan that
had been approved by 2007. The version that was translated
into English and the summaries of the answers are shown in
Tables 1-7. in the original Japanese version the inquiries did
not have any number, but sequential numbers were then
assigned for the purpose of the report. The major questions
were about lung cancer because (i) the texts on TNM of the
Japanese Classification of Lung Cancer by the Japan Lung
Cancer Society (JCLC) are almost the same as those of the
UICC-TNM;7 (if) the pTNM classification is complex; 2 (iif) lung
cancer is an important cancer, because it is the leading and
second leading cause of mortality in male and female sub-
jects, respectively, in Japan;° and (iv) we assessed the pitfalls
of the lung cancer pTNM classification in our previous study
(N. Teramoto, R. Nishimura, H. Takahata, S. Sawada, T,
Shinkai, unpubl. data, 2007).

RESULTS

We obtained 78 responses from 70 institutes by fax or mail.
Each response was independent. The data from the authors’
hospital (Shikoku Cancer Center) were not included. One
response was not included in the total because it was a
completely blank paper. In one response there were no
answers to the questions pertaining to lung cancer because
the response was from a pathologist of an institution that did
not treat lung cancer patients. For 78 responses, the stan-
dard error at a risk rate of 0.05 is £6.7% with a response rate
of 10%/90%, +8.9% with 20%/80%, and +11.0% with 50%.
For example, if 20% of 78 respondents selected answer A, it
is estimated that 11.1-28.9% of the pathologists in Japan
would select answer A at a risk rate of 0.05. Tables 1,2 list the
questions and answers about the respondents themselves
and institutions. Table 3 lists the questions and answers
about the present situation of surgical pathology diagnoses

Table 1 Section I: Inquiry about the respondents themselves
Total

1. How many years have passed since you.became a

pathologist?

Average: 18.4 years (0—40 years) 78
2. Are you a certified pathologist?

Yes: 70 No: 8 78
3. What is your position at your institute?

Full-time pathologist : 73, Part-time pathologist: 5 78
4. How do you rate your level of knowledge about iung

cancer?

Specialist: 2; Familiar: 4; average: 53; Little experience: 78

19

5. Do you think that you received enough education about

TNM during your residency as a pathologist?

Yes: 1 No: 70 No opinion: 7 78
6. Do you think you have attended a sufficient number of

courses at academic conferences or workshops to learn

about TNM?

Yes: 1 No: 75 No opinion: 2 78

Table 2 Section II: About the respondents’ institutions

Total
1. How many beds are at your institute?
average: 612 beds, (300-1200) 77
2. How many pathologists are working at your institute?
average: 2.89 (1-16) 77

1 pathologist/institute: 16

2 pathologists/institute: 21
3. How many operated lung cancer specimens do you

examine per year?

Average: 63.4 (0~200) 75
4. How many operated uterine cervical cancer specimens

do you examine per year?

Average: 29.8 (0-130) 74

at their institutions. Tables 4-7 outline the quizzes about and
answers to the TNM classification. The correct answers io
these quizzes are shown in bold underlined letters. The mean
number of correct answers by correspondents to 19 of 20
questions was 9.4 + 3.6 (1-17), excluding V-1, which was a
subjective question.

Respondents and institutions

There were 78 respondents with a mean length of experience
of 18.4 years (Tables 1,2). Most of the 73 respondents were
full-time specialists in pathology. Only one pathologist
indicated that he had received satisfactory education about
PTNM during his training to become a pathologist. Another
indicated that he had received it at academic meetings.

Present status of surgical pathology diagnosis

Although pTNM is defined as a modification of cTNM on the
basis of pathological findings, only 26 respondents (33.8%)

© 2008 The Authors
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Table 3 . Section lll: Present status of pathological diagnosis of surgical specimens

Total (n)
1. Do clinicians inform.about cTNM on most cases?
Yes: 26; No: 34; IDK: 17 77
2. Who classifies the T of pTNM of lung cancer?
Pathologist: 55; Clinician: 20, Tumor registrar: 0; IDK: 2 77
3. Who classifies the M of pTNM of iung cancer?
Pathologist: 9; Pathologist if possible: 29; Clinician in most cases: 28; Tumor registrar; 2; IDK: 7 77
4. Do you separately indicate the UICC-pTNM and JCLC-pTNM? : o
UICC-TNM and JCLC separately - - 9 77
Only JCLC-TNM 38
Only UICC-TNM 2
Neither 17
5. Who sections the surgical specimens?
Pathologist: 67; Pathologist with surgeon: 4; Surgeon: 4; Laboratory technician; 2 76
6. Can you refer to the resuits of intraoperative lavage cytology while making a pathologicai diagnosis?
Yes: 69 No: 7 76
7. s the size of the lung cancer measured?
Yes: 72 No: 5 77
7a. In the case of ‘Yes', who determines the size?
Pathologist: 62; Surgeon: §; Pathologist with surgeon: 4; Laboratory technician: 1 72
7b. It the answer is ‘No,’ what is done instead?
Transcription of the clinical size: 1; Size is not recorded in the report: 4 5
8. When is the tumor size measured?
Size is measured on the gross examination of surgical specimens 43 77
- Size is determined by mapping in the cut-out figure. 12
Determination in HE specimens 9
Not measured 5
Others 7
- 8. Do you routinely prepare tissue sections for screening of metastases to the peribronchial lymph nodes in the hilar region, in
addition to preparing sections of the lymph node specimens collected separately?
Yes: 49 No: 28 77
10. When pleural invasion is suspected, is the site of maximal invasion always excised?
Yes: 76 No: 1 77
11. How is intrapulmonary metastasis from primary cancer of the lung differentiated from multiple primary lesions?
Differentiated according to the UICC-AJCC criteria 8 76
Differentiated on an individual basis, but | know the UICC-AJCC criteria. 4
Differentiated on an individual basis. | do not know the UICC-AJCC criteria. 42
Not differentiated 15
Others 7

AJCC, American Joint Committee on Cancer; IDK, | do not know {includes no answer); JCLC, Japanese Classification of Lung Cancer; UICC,
“International Union against Cancer.

Table 4 Section IV: Quizzes concerning general knowledge of UICC-TNM

% of correct answers n Ref

1. When in doubt between T1 and T2, T2 is chosen from the point view of benefit of the patient.

Yes: 11, No: 48, IDK: 17 63.6 77 5
2. Direct.invasion of cancer to the lymph nodes is regarded as an N component.

Yes: 47, No: 17; IDK: 13 . 61.0 77 35
3. When cancer cell spillage into the body cavity occurs during the surgical procedure, the case is regarded as M1.

Yes: 0, No: 54, IDK:23 ’ 70.1 77 18
4. In patients in whom preoperative chemotherapy was efficient, pT is judged from the spread of the cicatricial tissue, ’

Yes: 10, No: 42 [DK: 25 54.5 77 5

5. All primary malignant tumofs (excluding hematopoietic'neoplasms) of the tumor sites that have UICC-TNM classification can be
. classified according to TNM classification. ’
Yes: 33, No: 20, IDK: 24 . 26.0 77 125

Bold underlined, correct answers. Ref: reference providing evidence for the correct answer,
IDK, | do not know; ‘'no response’ was totalized as IDK; UICC, International Union against Cancer.
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Table 5 Section Va: Quizzes concerning UICC-TNM of lung cancer

% of correct answers n  Ref

“1. Itis stated in the JCLC that TNM is the same as UICC-TNM for tung cancer.

Yes: 14 No: 17 "IDK: 46 — 77 a7
2. ltis stated in the AJCC staging manual that AJCC-TNM is the same as UICC-TNM for lung cancer.

Yes: 13, No: 3, IDK:61 16.9 77 7
3. TNM in the Japanese Classification of Lung Cancer is the same as UICC-TNM. k

Yes: 27, No: 17, IDK: 33 221 77 187

4. Bronchioloalveolar carcinoma (BAC) is now defined as a non-invasive tumor according to the WHO tumor classification. Thus, how is

pT of BAC classified?
pTis
pT1i

The maximum diameter of the BAC is measured. and pT is decided from the size (diameter). 4

QOthers

18 53.9 76 o8
8
1

9

5. The UICC-TNM supplement says that ‘When size is the criterion for the ¢T/pT category, the size is the measurement of invasive
component.’ Then, how is pT decided in the case of infiltrating cancer with BAC (e.g. in the case of mixed BAC and papiliary

adenocarcinoma)?

pT1 2 59.2 76 8¢
Oniy the size of the infiltrating cancer excluding BAC is measured to determine the T. 22
The size including the BAC is measured to determine the pT, 45
Others ] 7
6. Pleural invasion is a T component. What are the criteria for T2 among the foliowing?
Extension to a site near the visceral pieura 1 43.7 77 ¢
Invasion of the elastic lamina of the visceral pleura, 31
Exposure of tumor cells to the visceral pleural surface 37
Invasion of the parietal pleura 2
Others [

7. Microscopic examination of the lung cancer specimens revealed small cancer nodules at a site distant from the main tumor, which were
not detected macroscopically. Both cancer nodules were pure papillary adenocarcinomas, composed of invasive cancer alone.

Regarded as intrapulmonary metastasis 35 1.7 77 !
Not regarded as intrapuimonary metastasis 9
Cannot say for certain without actual observation of the specimens under a microscope 29
Others 4

Bold underlined, correct answers. Ref: reference providing evidence for the correct answer.
IDK, | do not know. ‘No response’ was in totalized as IDK in 1-3 and omitted in 4-7.
AJCC, American Joint Committee on Cancer; IDK, | do not know (includes no answer): JCLC, Japanese Classification of Lung Cancer; UICC,

international Union against Cancer; WHO, World Health Organization.

answered that they were informed about the cTNM by clini-
cians in most cases (Table 3). There were 20 respondents
who indicated that they did not judge the pT by themselves
(-2}, There were 71 respondents (93.4%) who indicated
that they performed sectioning of surgical specimens by
themselves (lll-5). Fifieen respondents, however, indicated
that the lung tumor size for determining T was not determined
by pathologists, including five respondents who indicated
that the size was not measured on pathological specimens
(11-7). Twenty-eight respondents (36.4%) indicated that they
do not prepare specimens of peribronchial lymph nodes from
the hilar region, which are the first targets of lymph node
metastasis of lung cancer (11i-9).

Answer validation of the quizzes

Section IV: Quizzes concerning general knowledge
of UICC-TNM

Section IV includes questions on general knowledge of the
UICC-TNM (Table 4). When there is a doubt, the tumor must

be classified into the lower category according to the UICC-
TNM general rule No.4 (IV-1).5 It is also an important rule of
the UICC-TNM that direct invasion to lymph nodes is
regarded as the N component (1V-2).5 Neither of the two rules
is specified in any of the JC. The correct answer rates were
63.6% and 61.0%, respectively, but. considering that these
questions had two choices, the number of pathologists who
had sufficient knowledge for the rules will be much smaller.
ypT is judged from the actual existing tumor, not from the

-cancer scar (IV-3)."* Tumor spillage during surgery has no

influence on the TNM of tumors except for ovarian tumors
(Iv-4).*% Carcinoid, sarcoma and melanoma, as well as
hematopoietic tumors, are excluded from the TNM classifi-
cation in most tumor sites (IV-5) because they do not have a
similar prognosis as the carcinomas of the same TNM.#

Section Va: Quizzes concerning UICC-TNM of lung cancer

Section Va includes questions about the TNM classification
of lung cancer (Table 5). in the JCLC it is implied but not
written clearly that the JCLC-TNM and UICC-TNM are the
same.” We do not know the correct answer to V-1, but JCLC-
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Table 6 Section Vb: Quizzes concerning intrapulmonary metastasis and size of lung cancer

171

% of correct answers

n

Ref

Questions 8-12. Choose the case in general terms. A ciue: Questions 8, § and 12 refer to the presence of cancer nodules in the same

iobe, and questions 10 and 11 refer to the presence of cancer nodules in different lobes. .

8. .Two tumor lesions not adjacent to each other were visualized at the time of preoperative CT. Examination of tissue specimens from

both tumors revealed the same histological type of adenocarcinoma. The smaller node does not have BAC around it.

It the smalier lesion is regarded as intrapulmonary metastasis, the case would be evaluated as pT4pNOcMO and stage HIB.

If it is_not regarded as intrapulmonary metastasis, the .case would be evaiuated as pT1pNOcMO and stage |A. Which of the evaluations

is valid?
Regarded as intrapuimonary metastasis: 61 )
Not regarded as intrapuimonary metastasis: 10 13.2
Others: 5
8. Under the same conditions as those in Question 8, metastasis was detected in the #12 lymph node alone.
If the smaller lesion is regarded as intrapuimonary metastasis, pT4pN1cMO and stage liIB.
If it is not regarded as intrapuimonary metastasis, pT1pN1cMO and stage A,
Begarded as intrapuimonary metastasis: 59
Not regarded as intrapulmonary metastasis; 8 78.7
Others: 8
10. Under the same conditions as those in Question 8, metastases were detected in the #12 lymph node alone.
If the smaller lesion is regarded as an intrapulmonary metastasis, pT1pN1pM1 (PUL) and stage IV.
It it is not regarded as an intrapuimonary metastasis, pT1pN1eMO and stage [IA.
Regarded as intrapuimaonary metastasis: 49 .
Not regarded as ihtragulmonam metastasis: 16 1.1
Others: 11
11. Under the same conditions as those in Question 8, metastases were detected in #7 lymph node alone.
It the smaller lesion is regarded as an intrapulmonary metastasis, PT1pN2pM1 (PUL) and stage 1V.
If it is not regarded as an intrapulmonary metastasis, pT1pN2cMO and stage lHA.
Regarded as intrapuimonary metastasis: 54
Not regarded as intrapuimonary metastasis: 11 71.1
Others: 11
12. Under the same conditions as those in Question. 8, metastasis was detected in the liver.
If the smalier lesion is regarded as an intrapuimonary metastasis, pT4pNOcM1 (HEP) and stage IV.
It it is not regarded as an intrapulmonary metastasis, pT1pNOcM1 and stage IV.
Regarded as intrapulmonary metastasis: 61
Not regarded as intrapulmonary metastasis: 8 80.3
Others: 7

76

75

76

76

76

1.6

16

13. The size measured by CT was 3.2 cm, while the size after fixation at the time of resection was 2.8 cm. The lesion is evaluated as ¢T2,

but-pT is evaluated as pT1.

Yes: 56, No: 11 IDK: 10 ' 727 77 5
14. The size measured after fixation was 3.2 cm, while the size in the HE specimen was 2.8 cm.
Yes: 12 No:54 IDK: 11 . 70.1 77 5
Bold underlined, correct answers. Ret: reference providing evidence for the correct answer. ;
BAC, Bronchioloalveolar carcinoma; 1DK, | do not know; 'no response’ was totalized as IDK,
Table 7 Section VI: Quiz concerning extension of intra-epithelial component
Answer

1 The extension of cervical cancer to the portio supravaginalis is a factor for classification as T2a in cases of cervical
squamous cell carcinoma;

a In the presence of histological evidence of carcinoma in situ, the lesion is evaluated as pT2a, it vaginal extension is
suspected macroscopically.

b In the presence of histological evidence of carcinoma in situ, the lesion is evaluated as pT2a, even if vaginal extension is
not suspected macroscopically.

¢ When evidence of invasive sguamous cell carcinoma of the vagina is present histologically, it is evaluated as
pT2a, even if vaginal involvement is not suspected macroscopically.

d When vaginal involvement is suspected macroscopically, the lesion is evaluated as pT2a, even if evidence of carcinoma
in situ is absent histologically.

e When vaginal involvement is suspected macroscopically, the lesion is-evaluated as pT2a, even if evidence of infiltration
is absent histologicaliy.
No answer

32

35

5

The correct answer is ¢. The percentage of correct answers was 45.5%, Four respondents marked letters a—c together. They were dealt with as ‘b’

because b includes all the conditions.
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TNM is distinctly different from UICC-TNM on minor rules

(V-3)."* For example, see the answer for V-6 in the next -

paragraph. AJCC-TNM and UICC-TNM of lung cancer are
identical (V-2). UICC and AJCC worked together to make the
same TNM system for all organs in the sixth edition,’
although there are small numbers of minor differences.

It is plausible to evaluate bronchioloalveoiar carcinoma
(BAC) as pTis, because it is now defined as a non-invasive
carcinoma.”*? It is also plausible to measure the size from
the invasive component aione according to the principles of
UICC-TNM.® At the moment, however, BAC is exceptionally
regarded as an invasive cancer in UICC-TNM (V-4, -5).54The
T2 criterion of JCLC-TNM requires complete exposure of the
tumor cells to the visceral pleural surface,” while that of
UICC-TNM inciudes the invasion of the elastic lamina (V-6).°
The frequency with which JCLC-T1 is UICC-T2 depends on
the patients who undergo surgery at each institution. At
Shikoku Cancer Center, for example, JCLC-T1 is UICC-T2
according 1o the criterion in approximately 5% of patients (N.
Teramoto, R. Nishimura, H. Takahata, S. Sawada, T. Shinkai,
unpubl. data, 2007). Microscopic nodules that cannot be
confirmed macroscopically or radiologically, are not evalu-
ated as intrapuimonary metastases (V-7)."® The correct
response rate was only 11.7%. The criteria of intrapuimonary
metastasis are summarized in Table 8.

Section Vb: Quizzes concerning intrapulmonary metastasis
and size of fung cancer

Questions V-8—12 include  questions about the differentia-
tion of intrapuimonary metastasis from multiple primaries

Tabie 8 Criteria of intrapuimonary metastasis

Description” Ref

Microscopic nodules that are not found radiologically or 15

macroscopically are not regarded as intrapulmonary
metastasis.t

A primary adenocarcinoma with muitiple deposits of
adenocarcinoma in another lobe, with/without lymph
nodal and/or distal metastasis is M1.1

Two separate nodules are not likely to be metastatic
without any of the followingt
A Lymph node metastasis of the common lymphatic
drainage
B Mediastinal metastasis
C Extrathoracic metastasis.

+This rule is written in the AJCC staging handbook, Part IV. It is based
on UICC-general rute No. 5.

INote that the rule for multiple deposits and that for two (or a few)
nodules are different. The former will also be true for carcinomas other
than adenocarcinoma. The latter is described only in the AJCC staging
handbook but is also valid on UICC-TNM.®

AJCC, American Joint Committee on Cancer; IDK, | do not know
(includes no answer); JCLC, Japanese Classification of Lung Cancer;
UICC, International Union against Cancer.

(Table 6). These questions were offered with the sentences
‘You may think that you cannot choose a correct answer

-without checking the actual specimens. But please selectan -

answer. that fits best to the rules in general terms’. The
UICC-TNM FAQ section says ‘A 2-cm pi’imary adenocarci-
noma with multiple deposits of adenocarcinoma in another
fobe, negative lymph nodes and no other metastasis' is-M1:
(Table 8).% But this is a cancer showing multiple deposits..
According to the AJCC staging manual, a subject with 2
nodules can be regarded as having intrapulmonary metasta-
sis if at least one of the foliowing three criteria is met: (i)
lymph node metastasis of the common lymphatic drainage;
(i) mediastinal metastasis; or (iii) extrathoracic metastasis
(Table 8)." Therefore, case V-8 with NOMO is not regarded as
intrapuimonary metastasis (pT1NOMO).

‘Intrapuimonary metastasis within a lobe is T4, while that in
different lobes is M1(PUL). Because case V-9 is TANTMO or
TINTMO, it is certain that two nodules were in the same lobe.
Therefore, the metastasis to lymph node 12 (lobar nodes
bronchi) is in a common lymphatic drainage. Case V-9 can be
regarded as intralobular pulmonary metastasis (pT4N1MO)
according to criterion A. In contrast, case V-10,
pTiIN1M1(PUL) or pTINIMO is a multiple primary case
because the case involved two nodules in different lobes and
lymph node 12 is not in common lymphatic drainage. None of
the A-C criteria are met in case V-10 (pT1N1MO0). Case V-11
with N2 (mediastinal metastasis) can be regarded as intra-
pulmonary metastasis even if the node is present in different
lobes (criteria A and B; pT1N2M1). Case V-12 with distant
metastasis is M1(PUL) due to criterion C (pTNOM1). The
correct answer rates for V-8 and V-10 (right answer: ‘Not
regarded as intrapulmonary metastasis’) were very low
(Table 6). The right answer rates for V-8, -11, and -12 (correct
answer: Regarded as intrapulmonary metastasis) were high,
probably because 44 (57.9%) of the 76 respondents
answered all the cases as intrapulmonary metastasis.

When pT is'determined by tumor size, the size of unfixed
material is used first, the size of a fixed tumor as next best if
measurement of unfixed material is impossible, and the size
on preparatory slides is used as a last resort (V-13, -14).5¢
The size measured on CT is not used as the pathology size
if the actual size of a pathology specimen can be measured.

Section VI: Quiz concerning extension of
intra-epithelial component

This question was submitted as a quiz concerning uterine
cervical cancer to conceal the fact that this question was
actually about the extension of an intra-epithelial component.
In general, the extension of an intra-epithelial component
does not change the T (Vi-1).5® The correct answer to this
question was given by 35 (45.5%) of the 77 respondents
(Tabie 7).
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DISCUSSION

Questionnaires were sent to the pathologists working in
LCCH. When considering the mean number of beds {approx.
600) and the mean number of pathologists (approx. three;
Table 2), and that these pathologists belonged to LCCH, the
responders handle many cancer cases routinely. Because
there were only 78 respondents, there was a standard error
of approximately 10%, but the purpose of the questionnaire
survey was not to precisely estimate the correct answer rate
from the population. We consider the results of this question-
naire survey sufficient to represent Japanese pathologists’
knowledge about pTNM. As shown by this guestionnaire
survey, there is insufficient knbwiedge about the UICC-TNM
among pathoiogists in Japan, but we expected these results.

It is noteworthy that the percentage of correct answers to
questions conceming the following important criteria- was
only approximately 60%, despite the fact that the question
presented two choices: for example, ‘When it is difficult to
judge TNM, the lesion is classified into the lower category'
(1V-1), ‘direct invasion of the lymph node is an N component’
(1V-2) and so on (Table 4). It was even less recognized that
the extension of a non-invasive component of a carcinoma
does not raise T (Table 7).

Because pTNM classification is assigned by modification
of cTNM based on the pathological findings,® pTNM classifi-
cation without information on the cTNM makes little sense. in
>60% of the institutions, however, the pathology division was
not informed on the cTNM by the clinical divisions, suggest-
ing that not only pathologists, but also the majority of clini-
cians give little importance to evaluating the pTNM of the
pathological specimens (Tabie 3). Judging whether multiple
pulmonary lesions are multipie primary tumors or multiple
metastases changes the stage of a lung cancer considerably.
According to [li-11, the differential diagnosis between intra-
pulmonary metastatic tumors versus multiple primary tumors
is not based on the UICC-AJCC criteria or on any other
common criteria, but rather on individual judgment in most
institutes (Table 3). The results of judgment based on the
UICC-AJCC criteria are not always the most appropriate in
actual clinical cases. It is not justified, however, for each
pathologist to decide pTNM on their own individual criteria,
without knowing the common criteria. Because staging is
based on the surveys of TNM and prognosis at many insti-
tutions, it is not possible 1o stage a case without using
common criteria shared among institutions.’? Accumulating
information on cancers precisely staged on common criteria
is essential to improving the reliability of the TNM system in
the future.

When a pathologist explains the pathological findings of a
cancer to a patient directly in the pathologist's office, pTNM
assumes great importance, because it is the most important

.prognostic predictor. The prognosis is the major concern of
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patients. Appropriate sectioning of a surgical specimen is
impossible without comprehension of the pTNM classifica-
tion. Wrong pTNM will lead to deviations of cTNM, It goes
without saying that pTNM classification must be determined
by the pathologists who make the pathological diagnosis, not
by clinicians or tumor registrars who do not actually examine
the specimens.

‘The results of the guestionnaire survey indicated the faults
of the surgical pathology system in Japan. For the establish-
ment of evidence-based medicine, pTNM must be standard-
ized. TNM classification itself is not difficult (according to our
experience from unpublished data). The certification test for a
pathology specialist in Japan should include guestions to test
knowledge of TNM. Because most responders answered that
they had not been educated about TNM at ali, education
through training sessions at conferences might also be
useful. Most JC cite the texts of UICC-TNM of the organs, but
the basic rules of UWICC-TNM, which TNM stagers should
know before use, are not described. The JC needs to include
information explaining the importance of staging, a. detailed
explanation of the UICC-TNM, and a list of reference books.

In addition to questionnaire surveys, investigating the
accuracy of actual recorded bTNM is necessary to determine
whether the pTNM is being correctly used. The present
survey was performed in Japan. It is not certain how much
pathologists in other countries know about the rules of pTNM.
Itis recommended that the accuracy of pTNM be investigated
to assure the quality assurance of pathological diagnoses.
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