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Variables | Odds Raio 95% Cl p value
RIG-I/ISP-1 ratio (by 0.21 ) 2.6 1.5- 4.5 0.0007
Core 71&91 double mut. 6.7 0.9-45.4 0.05
Platelet count (by 50X10%/ L) 1.8 1.4- 96 0.01
Age(by 1 yr.) 1.0 0.8- 1.1 0.55
Gender(Female) 4.1 0.7-25.7 0.12
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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-
fion. In the present study qguestionnaires about the PTNM
were sent to the pathology divisions of 288 institutions
designated as Gan-shinryo-renkei-kyoten Byoin (local 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 canceris a T component’: 45.5% (35/77). Few respon-
-dents knew the UICC criteria for judging whether multiple
pulmonary lesions represent metastatic or multiple primary
lesions. Only 26 (36.4%) of 77 pathologists were informed
about cTNM routinely, suggesting that neither pathologists
nor clinicians possess adequate 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-toriatsukai-kiyakus (Japanese
classification of cancers: JC) for each tumor site in most
institutes, which are also based on TNM system.

To be designated as Garrshinryo-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 handiing -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 allow 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
supplement 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



