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Introduction 

It has been shown that the host defence mechanism 

(immunity) plays an important role in the curative 

process of malignant tumors in man and animals. 
A close relationship between neoplastic changes and 

pre-existed deficiency of the immune response in the 
host8,3), or between the oncologic actions of various 

carcinogens and their inhibitory effects upon the 

immune response of the host10-12), or between the 

competence of the host to elicit immune response 

and tumor regression14,17,13) has been demonstrated 

mainly by animal experiments. The improvement 
in therapeutic effect may be induced by addition of 

immunotherapy to surgery and postoperative chemo-

therapy13,22), and an immunosuppressive agent, 

cortisone, is well known highly to reduce the chemo-

therapeutic effect of various anticancer agents",20,21). 

It increases the incidence of metastases of malignant 

tumors18,23). On the other hand, immunosuppressive 

drugs are known to induce immunological toler-

ance34-27) and to suppress rejection reaction in man 
and animals28-32). Immunological deficiency or induc-

tion of immunological tolerance may provide a favor-

able condition for neoplasia or progressive growth 

of neoplastic tumors33-36). 

Many types of anticancer agents such as alkylating 
agents, antipurines, antifolic acids, halogenated 

pyrimidines, vinca alkaloids, and steroids have been 
shown to be potent inhibitors of the immune response 

in animals37-41) and in Mari42-44,46). 

For these reasons, it seems paradoxical to treat 

patients with malignant tumors with chemotherapeu-
tical agents which induce significantly deleterious 

effects upon the immune response of the host es-

sential for the defence against tumor growth. 
A new anticancer agent, soedomycin, has a unique

property to suppress the nuclear division of tumor 
cells and to induce the loss of viability of ascites 

tumor cells such as EHRLICH ascites carcinoma, 

Sarcoma-180, and YOSHIDA sarcoma, without causing 

any injurious effect upon the cells of organs and 
tissues, including the bone marrow, lymphatic, 

cardiovascular, urogenital systems, liver, gastro-

intestinal tract etc. 

Clinical trials were initiated in September, 1965, 

mainly in order to evaluate its preventive effect upon 

the recurrence of gastric cancer after radical removal 
of the parent tumor. Total 83 patients were thus 

treated until September, 1970, of which 72 cases 

were patients with gastric cancer and 11 cases were 

those with cancers of the other organs. 

In this paper we will report the therapeutic 

results obtained from patients treated for past 5 

years. 
I. Soedomycin 

This agent was chemically extracted by SOEDA 

from culture media of Streptomyces hachijoensis in 

1963, and then purified and named soedomycin in 

19651,2,3). It is now obtained in the form of white 

amorphous powder, highly soluble in water, but 

hardly soluble in ethanol or methanol. According 
to the data up to date, it seems to belong to polysac-

charide having a molecular weight of about 1, 000, 

and it shows a clear maximum absorption at 210 mit 

on the absorption spectrum. 

The LD,0 of this agent for the mouse of dd-strain 

is more than 120 mg/kg by intraperitoneal route. It 

has neither myelotoxic nor lymphotoxic effect upon 

animals and man. It does not induce leukopenia, 

lymphopenia, anemia, thrombocytopenia, dysfunction 
of the liver, gastrointestinal toxic symptoms etc. 

The red blood cells, hemoglobin and hematocrit are
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rather increased by administration of a daily dose 
of 5.0mg/kg of this agent to the rabbit for 14 days. 

Histological examination of animals thus treated does 

not reveal any toxic changes in the bone marrow, 

lymphatic system, liver, kidney, cardiovascular 

system, lung, adrenal glands, gastrointestinal tract, 
and other organs. 

For clinical purpose, a daily dose of 1.0 to 2.0 

mg/kg is usually given i. v. for at least 3 weeks 

starting immediately after radical resection of the 

primary tumor. In cases wherein radical resection 
is incapable or in inoperable cases a longer course 

with a larger daily dose of soedomycin is usually 

required. 

In spite of the complete absence of serious toxic 

side-effects, soedomycin is capable of inducing inhi-
bition of nuclear division of ascites tumor cells of 

EHRLICH ascites cancer, Sarcoma-180 and YOSHIDA 

sarcoma. For instance, the nuclear division rate of 
YOSHIDA sarcoma cells drops, on average, to about 

a half 6 hours after i.p. injection of O. 2mg/kg into 

the rat developing typical ascites tumor. This effect 

is usually maintained at least for 15 hours. With 

1.0mg/kg, it drops to about 30% and persists for 

24 hours. 

In vitro treatment of these ascites tumor cells 
with this agent easily results in the loss of viability 

of such cells, which become incapable of inducing 

ascites tumor if i. p. inoculated into susceptible 

animals. 
It is of much interest that animals once received 

transplantation of ascites tumor cells treated, in 

vitro, with soedomycin acquire a certain degree of 

specific resistance within 10days sufficient to tolerate 
i.p. inoculation of 10' to 10° intact tumor cells, 

which correspond to 103 to 104 times the minimal 

transplantable cell dose1,2,3). Inoculation of as few 

as 10 tumor cells is lethal to most WISTER rats. 

Although its antitumor activity is not so potent, 

soedomycin may be a unique anticancer agent of 
much higher selective toxicity than any other anti-

cancer agents commonly used at present for clinical 

purpose. 

II. The object of clinical trial 

A. Gastric cancer patients 

The 5-year-survival rate of patients with gastric 
cancer whose primary cancerous lesions have been 

radically resected is around 30% according to the 

statistics of many authors5-7). The rate of patients 

wherein such radical resection can be performed

ranges between 40 and 60%, and usually 50% of all 

cases of gastric cancer4), so that the survivors of 

5 years duration cannot exceed 20% of the total 

cases of gastric cancer. 

Since it is paradoxical to expect a success in 
chemotherapy of more advanced cases wherein only 

subtotal resection of tumor is possible or inoperable 

at all with the same agents incapable of inducing 

complete cures in almost all radically operable cases, 

chemotherapy with soedomycin was applied mainly 

to the patient with gastric cancer whose primary 

tumor had been radically removed. (Group 1). 
Postoperative chemotherapy should, of course, be 

started immediately after operation to eradicate the 

residual remnants of cancer cells within the period 

where the number of such cells is quite small. In 

our series, 67 cases were treated immediately after 
operation, but there were 5 other cases wherein 

chemotherapy was started several weeks or months 

after operation done in other hospitals (Group 2). 

A-1. Patients in Group 1 
The age and sex distributions of total 67 cases 

are shown in the following table (Table 1).

The classification of total 67 cases due to the stage 

of gastric cancer is shown in the following table 

(Table 2).

The classification of 67 cases due to the postopera-
tive course-lengths is shown in the following table 

(Table 3). 
A-2. Patients in Group 2 

Five cases included in this group did not receive 

immediate chemotherapy with soedomycin after

Table 1. Age and sex distributions

*(2) means that 2 patients died up to the end of 

December 1970.

Table 2. Stage distribution
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operation, because they had received radical oper-

ation in other hospitals. A period between 8 weeks 

and 10 months had passed after operation before 

they received chemotherapy with soedomycin in our 

hospital. According to the statistics of radically 

operated cases of gastric cancer, more than 20% 
of patients are known to develop recurrence and 

die within a year after operation. In view of 

this fact, the residual remnants of neoplastic cells 

may grow relatively rapidly after surgical enuclea-

tion of the parent gastric tumor. These cases in 

our series, therefore, have been followed up as 
a different category from that of the Group 1. 

In this group, 35, 26, 15, 8 and 7 months have 

passed respectively since they received operation, 
and neither recurrence nor death has occurred until 

the end of December 1970. 

B. Patients with other cancer 
This group is consisted of total 11 cases of cancer 

of the various organs other than the stomach. There 

are 6 cases of colon cancer, 2 cases of rectal cancer, 
2 cases of breast cancer, and one case of cancer of 

the thyroid gland. One of 2 cases of breast cancer 

was surgically treated in other hospital, so that 

chemotherapy with soedomycin was initiated about 
2 months after operation. The other 10 cases were 

operated in our hospital and followed by immediate 

chemotherapy with soedomycin. 

The classification of 11 cases due to their diagnosis 
and postoperative course length is seen in the fol-

lowing table (Table 4). 

Neither recurrence nor death has occurred among

these 11 cases until the end of December 1970. 

III. Analysis of the therapeutic results 

A. Patients with gastric cancer 

A-1. Group 1 (67 cases) 
In this group, 5 cases developed recurrence and 

died during the period between 16 and 26 months 

after operation. No death occurred within a year 
among total 55 cases wherein more than 12 months 

have passed since they received radical operation in 

our hospital. The 2 and 3-year-survival rates at 

the end of December 1970, in our series are 93. 6% 

(44/47) and 88. 9% (24/27) respectively which are by 
far better than those in any other previous series 

reported by many authors"). 

Five out of total 67 cases in this Group 1 expired 
due to recurrence, and the last death occurred 26 

months after operation. Since then there has been 

neither recurrence nor death among total 42 cases 

who have survived more than 2 years without signs 

of recurrence since they received radical resection 
of the parent tumors. 

In many other previous statistics, the number of 

survivors progressively decreases as time goes by 

during the course between 2 and 5 years after oper-

ation. For instance, the 2, 3, 4 and 5-year-survival 

rates in the URABE's series5) are 57. 2%, 44. 4%, 
35. 5% and 32. 2% respectively, while the 2, 3 and 

4-year-survival rates in the KURU's series7) are 

50. 6%, 42. 5% and 31. 9% respectively. 

The survival rates in our series are shown in the 
following table (Table 5) 

In our series, there are total 61 cases wherein

Table 3. Postoperative course-lengths

* 10 (1) means that a period between 42 and 47 months has passed postoperatively in 10 

cases and one of them died already.

Table 4. Classification of 11 cases
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more than .6 months have passed since they received 
operation. As shown in Table 2, the rate of patients 

surgically treated at the stage I in our series was 
over 40%. the rate of such patients is usually 

less than 20%4). Thus in the URABE's series, it was 

less than 3% (3/124), while in the KURU's series7 

It was 21. 5% (165/768). In the YAMAGATA's 

series6) and INOKUCHI's series4) it was 10.6%(57/533) 

and 16.7% (62/371) respectively. 
Consequently, this high rate of the stage I may 

have apparently contributed to an excellent result 
in our series, however, the 2 and 3-year-survival 

rates of the stages II and III in our series are 88. 9% 

(4/27) and 76.9% (10/13) respectively. These 
tgures are much higher than those in any other 
series mentioned above. For instance, the 2 and 3- 

year-survival rates in the KURU's series7)were 
40. 0% (175/437) and 30. 9% (81/262) respectively. 

According to the previous statistics, the 5-year-

survival rate of the patient surgically treated at the 
stage I is generally high and 22/22 or 100% in the 
INOKUCHI's series4, 2/3 in the URABE's serieso, 30/33 
or 90. 9% in the YAMAGATA's series6), or 66. 0% in 
the TAGUCHI's series16). KURU7) did not show the 
5-year-survival rate in his series. (The 4-year-
survival rate in his series was 23/27 or 85. 2%). 

The 2-year-survival rate of the patient surgically 

treated at the stages II and III was shown to be 
69/121 or 57. 0% (5), 253/496 or 51. 0% (6) , and 
175/437 or 40. 0% (7), while 3-year-survival rate 
of such cases was 53/121 or 43. 8% (5), 165/461 or 
35. 8% (6), and 81/262 or 30. 9% (7) respectively. 
Similarly, the 4-year-survival rate was 42/121 or 
34. 7% (5), and 23/117 or 19. 6% (7), while the 5- 

year-survival rate was 38/121 or 31. 4% (5), and 
73/417 or 17. 5% (6) respectively. For unknown 
reasons, NAKAZAT01.5) and TAGUCHI") did not show 
the exact 3, 4 or 5-year-survival rate in their series. 

In contrast, neither recurrence nor death has

occurred among total 28 cases in our series wherein 

operation was performed at the stage I of gastric 

cancer. Thus the 3, 4 and 5-year-survival rates 

are 14/14, 5/5, and 1/1 respectively. 

With regard to the stages II and III, the 2, 3, and 
4-year-survival rates are 24/27 or 88.9%, 10/13 or 

76.9%, and 2/2 respectively in our series, which 

are much higher than those in the other series cited 

above. 

With regard to the overall survival rate, 33 out 

of 124 cases in the URABE's series (26. 2%) and 

244 out of 768 cases in the KURU's series (31. 8%) 

died within a year after operation, while 243 out of 

553 cases in the YAMAGATA's series (43. 9%) died 

within one and a half years following opera-
tion. In our series, none of the total 55 cases 

died within a year following operation, and all 

survived more than one year, regardless of the stage 

of the disease. This may be an outstanding feature 

in our series. 

Total 42 cases in our series have survived more 

than 2 years without any signs of recurrence. 

Neither recurrence nor death has occurred since 

then among these 42 cases, and 2, 5 and 17 cases 

have survived more than 5, 4 and 3 years respec-
tively, all in good health. This long durable saving 

from recurrence of the disease may be another 

outstanding feature in our series. 

Five cases developed recurrence and died during 
the course between 16 and 26 months following 

operation, 2 were surgically treated at the stage II 

and 3 at the stage III, however, 7 out of 8 cases 

operated at the stage II or III have survived more 

than 3 and a half years in good health since they 
received operation. 

Although the number of cases in our series is not 

sufficient as yet, it may be evident that soedomycin 

chemotherapy given immediately after radical op- 

eration may have much contributed to inhibition 

Table 5. The survival rates in the Group 1 (in December 1970) 
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of postoperative recurrence of gastric cancer. 

A-2. Gastric cancer in the Group 2 

As mentioned above, 20 to 30% of radically 

Operated cases of gastric cancer cannot survive 
one year following operation. This fact may mean 

that the residual remnants of cancer cells after 

surgical removal of the parent tumor may grow 

relatively rapidly within several months after 

operation and cause early death of the patient. 

Postoperative chemotherapy should, therefore, be 
started as early as possible after operation in order 

to eradicate such remnant neoplastic cells when 

they are quite small in number. 

Five cases in this group were given soedomycin 

after the course of 8 weeks to 10 months since they 

had received operation in other hospitals. There 

were no signs of recurrence when chemotherapy 

with soedomycin was started, however, their 
further courses have been followed up included in 

a separate group from the Group 1, wherein chemo-

therapy with soedomycin was given immediately 

after operation, because the conditions under which 

they first received out chemotherapy might be sub-

stantially different from those of the Group 1. 
In spite of delayed application of soedomycin 

chemotherapy, they have been quite well, and 35, 

26, 15, 8 and 7 months have passed respectively 

since they received operation. No signs of recurrence 
have been observed in these cases up to the end of 

December 1970. 

B. Patients with other cancer 

As shown in Table 4, there are 6 cases of cancer 

of the colon, 2 cases of cancer of the rectum, 2 

cases of cancer of the breast, and one case of cancer 

of the thyroid gland. Except for one breast cancer 

case, they received radical operation and immediate 

postoperative chemotherapy with soedomycin in our 
hospital. One patient with breast cancer received 

operation in other hospital and chemotherapy with 

soedomycin was started about 2 months later. 

More than 3 years have passed in 6 out of 11 
cases in this group without any signs of recurrence 

since operation was performed. Besides these, 2 

cases of colon cancer and one case of rectal cancer 

have survived more than one year in good health. 

Although the number of cases in this group is too 

small, it still appears that chemotherapy with 
soedomycin may have contributed to inhibition of 

postoperative recurrence at least of cob-rectal 
cancer, considered in light of the data obtained

from chemotherapy of gastric cancer. 

Discussion 

For many years, it has been a failure to induce 

complete relief even in most cases of cancer wherein 
radical resection of the primary tumor can be 

performed. In gastric cancer, more than 20%, 
of such cases will develop recurrence and die 

within a year following radical removal of the 

parent tumor, whether they are given postoperative 
chemotherapy or not. In general, more than 50% 

of them cannot survive 3 years, and the survivors 

of 5-year-duration cannot exceed 30% of radically 

operable cases. The rate of such radically operable 

cases is, on average, 50% of all patients with 

gastric cancer, so that the rate of survivors of 
5 years duration is less than 20% of the overall 

cases of this disease). 

For this reason, much effort has been made for 

years effectively to suppress postoperative recurrence 
and thus substantially to improve the survival rate 

of the patient by means of chemotherapy with 

various anticancer drugs, but no significant success 

has been achieved up to the present time. Moreover, 

in some statistics it appears that the present chemo-
therapy routinely applied in our country may help 

rather than hinder the postoperative recurrence of 

gastric cancer. 
It is, of course, far more difficult to attain com-

plete relief of gastric cancer, wherein only subtotal 
resection of the parent tumor is possible or which 

is inoperable at all. It seems entirely impossible 

to achieve a success in inducing cures of long dura-

tion in such cases by means of chemotherapy with 

anticancer agents incapable of inducing complete 
cures in almost all cases of radically operable 

gastric cancer. 
It is well known that all or most anticancer agents 

clinically used at present are potent inhibitors of 

the immune response in man27,42-44,46) and ani-

mals37-41,45). It has been demonstrated that inhibitors 
of the immune response of the host may induce 

immunological toleranse to various antigens includ-

ing allografts in adult animals24-26, 41,47) and in 

man27-30,47). In human transplantation surgery, 

immunosuppressive drugs such as azathioprine 

(Imuran), 6-mercaptopurine, prednisone, and dactino-
mycin have been used to suppress rejection reaction 

of the recipient28-30). Clinically, carcinoma metastatic 

to the kidney was transferred to the recipient when 
he received a kidney transplant from a cadaveric
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source28-80). The tumor persisted and grew while 

the recipient received immunosuppressive therapy, 
but underwent immunologic rejection when the 

administration of immunosuppressive drugs was 

discontinued and the major portion of the tumor 

was removed30). Transplantation of human cell 

lines from man to man usually does not occur and 

cells are rejected promptly in healthy recipients28,48, 
49), but it was demonstrated that human tumors can 
be serially maintained in cortisone-treated laboratory 

animals such as hamsters, rats, and mice",51). 

These studies have emphasized the importance of 

the host's immune response in determining the 

behavior of allogeneic transplanted tumor in man, 

and these findings may suggest that the immune 
mechanism may be operating in spontaneous neo-

plastic growth in man, at least in those tumors that 
may have specific antigenic components. 

According to the opinions of RUBIN") and BURNE36), 

it appears that the induction of immunologic toler 

ance or the existence of immunologic deficiency may 
always provide a favorable condition for neoplasia 

or progressive growth of neoplastic tumors. 

In experimental studies with S-180, FERRER and 

WHICH") found that the therapeutic treatment alone 

or the host immunologic reaction alone was unable 
to cause complete regression of tumors. In contrast, 

the combination of these 2 factors led to cures in a 

significant number of animals. Based upon these 
findings they suggested that the effective therapy 

would depend upon the availability of agents suf-

ficiently selective to inhibit the growth of the tumor 

without impairing the immunologic response of the 
host. 

GLYNN et al. treated CDBA F1 hybrid male mice 

bearing advanced leukemia L1210 with halogenated 
derivatives of methotrexate and obtained an extensive 

increase in survival time and appreciable number 

of survivors of indefinite duration. However, many 
of these survivors were shown refractory to rein-

oculation with either antifolic-sensitive or resistant 

sublines of leukemia L 121052,53). Thus, increased 

cures of animals by halogenated methotrexate was 

attributed to the elicitation in the host of an 
immune response which contributed to the inhibi-

tion of growth of leukemia L 1210. 

REINER et al. observed that immunosuppressive 

anticancer drugs such as cyclophosphamide (en-

doxan), methotrexate, and 5-fluoro-2-deoxyuridine 

increase the incidence of chemically induced tumors

in mice33,34), while the enhancement of metastases 

was induced by antilymphocytic serum54) or cortisone 

treatment23) in murine tumor systems. 

In view of these facts, it seems resonable to con-

sider that 2 types of actions are responsible for the 

overall effects of anticancer chemotherapy seen in 

animal experiments. One is the therapeutically 

induced inhibition of the growth of the tumor and 

another is the immunologically dependent regression 

of the impaired tumor. 

Thus, the difficulty in chemotherapy of human 

cancer may be attributed to hitherto known anti-

cancer drugs inevitably associated with deleterious 

side effects to induce potent suppression of the 

immune response of the host, which may result in 

the inhibition of the immunologically dependent 

regression of the impaired tumor. 

Soedomycin was found out according to the 

fundamental principle to obtain an agent sufficiently 

selective to inhibit the growth of neoplastic cells 

without impairing the immunological response of 

the host. It induces no harmful effect upon normal 

organs and tissues of the host. It is neither 

myelotoxic nor lymphotoxic. It does not induce 

leukopenia, anemia, thrombocytopenia, impairement 

of the liver, gastrointestinal disturbance, and alopecia 

not infrequently seen among patients treated with 

other anticancer drugs routinely used for clinical 

ipractice. Despite these, it therapeutically induces 

nhibitio n of the growth of experimental tumors 

such as EHRLICH'S ascites or solid tumor, S-180, or 

YOSHIDA'S ascites or solid sarcoma. 

Since the effect of anticancer chemotherapy is 

inversely proportional to the size of tumor mass'8, 

55-57), the first step of success in chemotherapy of 

human cancer should be the discovery of chemo-

therapeutic measures completely to suppress the 

postoperative recurrence in the radically operable 

cases of cancer. It seems quite paradoxical to 

expect a therapeutic success in obtaining cures of 

indefinite duration in an appreciable number of the 

patient, wherein the cancer lesion has been partially 

removed or inoperable at all, with an anticancer 

agent ineffective in inducing complete cures in all 

or most cases in which the cancer lesions have been 

radically removed. 

For these reasons, total 83 cases consisting of 72 

cases of gastric cancer and 11 cases of other cancer 

were treated with soedomycin as early as possible 

after they had received radical resection of the
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parent tumors. The results obtained in our series 
have been significantly better than those in any 

other series reported by many authors, wherein no 

postoperative chemotherapy was given5) or similar 

postoperative chemotherapy was given with mito-
mycin C, endoxan, toyomycin, and 5-FU7,15,16). 

In general, more than 20% of radically operable 

cases of gastric cancer developed recurrence and 

expired within a year after operation5-7), while 

none of the total 58 cases in our series expired 

during the course of one year following operation. 
This is one of the outstanding features in our 

series. It may be extremely difficult to expect an 

extensive increase of survivors of 5-year-duration 

by means of chemotherapy with anticancer agents 

incapable of suppressing postoperative recurrence in 

all or most radically operable cases for as short as 

a year following operation. 
Even in the cases operated at the stage I, the 5- 

year-survival rate was reported as low as 63% in 
the series given no chemotherapy or 66% in the 

series postoperatively treated with mitomycin C16). 
In our series neither recurrence nor death has 

occurred among total 28 cases operated at the stage 

I for post 62 months since September 1965. 

Five cases of gastric cancer operated at the stage 

II (2 cases) and III (3 cases) in our series expired 

due to recurrence during the course of 16 to 26 

months since they had received operation in our 

hospital, but the remaining 67 cases have been 

quite well without any signs or symptoms of recur-
rence. 

The 2-or 3-year-survival rate of the cases of 

gastric cancer in our series operated at the stage 
II and III is 24/27 (88. 9%) or 10/13 (76. 9%), 

at the end of December 1970. These figures are 

much higher than those in the statistics cited above. 

For instance, URABE et a15) reported that these were 
57. 0% (69/121) and 43. 8% (53/121) respectively, 

and KuRU7) showed that these were 40. 0% (175/ 

437) and 30. 9% (81/262) respectively. NAKAZAT015) 

reported that the 2-year-survival rate in his series 

postoperatively treated with a full course of 40 mg 
of mitomycin C was 73. 7% (84/114), but he did not 

show the 3-year-survival rate of that series. 
There are total 42 cases of gastric cancer operated 

at various stages in our hospital, who have survived 

more than 2 years without any signs or symptoms 

of recurrence. It is much noteworthy that among 

these cases recurrence has never developed there-

after, and 17, 5 and 2 cases have been in good

health for more than 3, 4 and 5 years respectively. 

The remaining 18 cases have been also well for 25 

to 35 months quite free from any signs of recur-

rence. This long durable saving from recurrence 

seen in these cases is another outstanding feature 

in our series. 

Total 11 cases of cancer in the organs other than 

the stomach were similarly treated with soedomycin. 

In 6 out of these cases, more than 3 years have 

passed without recurrence since radical operations 

were performed. The remaining 5 cases have been 

also well with no signs of recurrence. 

Thus, although the number of patients in our 

series is not so sufficient at present, it may be clear 

that the postoperative treatment with soedomycin, 

a new anticancer agent, has much contributed to 

effective suppression of recurrence and thus signifi-

cantly improved the postoperative prognosis of the 

patient with either gastric or other cancer whose 

parent tumor had been radically operated. 

The data of the similar cases of gastric cancer 

are growing progressively now, on which we will 

report in the near future. On the details of the 

patient with cancer, wherein the tumor was only 

partially removed or inoperable at all, we will 

report later on separately from radically operated 

cases of gastric or other cancer. 
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