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The compromised host may be defined as any
atient whose resistance to infection is impaired
Although almost
veryone agrees that the compromised host occupies

iy disease or therapy, or both.

n increasing proportion of today’s critical case-
rad—and, in particular, an increasing number
f hospital beds——the term covers many more
atients than may be commonly appreciated.

To begin, impaired host resistance results from
1y of four basic defects:a reduced number of
tnctional phagocytes, diminished cell-mediated im-
wnity, faulty antibody production, or damage
» mechanical barriers against infection.

Most physicians are aware that intrinsic or dis-
ise-related defects associated with impaired host
sistance can run the gamut from relatively subtle
'severe. At one end of the spectrum, for exam-
% there is diabetes mellitus. Leukocyte mobili-
sion is impaired concomitantly with elevated glu-
e concentrations, as is phagocytosis in severe
toacidosis, and tissue perfusion generally is jeop-
lized by vasculopathy——all increasing the diabe-
’s susceptibility to infection. Diseases with a
nilarly increased but variable risk of infection
slude sickle cell anemia and cystic fibrosis, in
lich specific defects in host resistance are not
11 characterized.

At the other end of the spectrum lie the more
ssic examples of the intrinsically compromised
st : the patient with acute leukemia, in which
paired host resistance is associated with fun-

ctional leukopenia, deficient leukocyte mobiliza-
tion, and defective phagocytosis ; the patient with
advanced Hodgkin’s disease, in which cell-medi-
ated immunity is compromised ; and the patient
with multiple myeloma, chronic lymphocytic leuke-
mia, or histiocytic lymphoma, in each of which
functional antibody production is depressed. The
burn patient, of course, is the classic example
of the host whose mechanical barriers against in-
fection have been seriously breached ; other ex-
amples include patients with decubitus ulcers,
severe eczema, or anal fissures.

Most, if not all, physicians are also aware that
well-intended therapy directed. against an underly-
ing disease will further impair resistance in the
already intrinsically compromised host. The most
striking illustration of this is the patient with
acute leukemia or aplastic anemia who receives
a bone marrow transplant and its attendant “con-
ditioning” regimen of cytotoxic and immunosup-
pressive drugs aimed at destroying the abnormal
pretransplant bone marrow. In such patients in-
fection is a very common complication, one that
accounts for most deaths. A similar but less
marked risk of infection exists for renal transplant
recipients, in whom the incidence of infection
is directly related to the degree and duration of
therapeutic immunosuppression. Both types of pa-
tients illustrate the fact that the effects of some
therapies resemble disease-related defects in host
resistance. Specifically, cytotoxic agents can dam-
age gastrointestinal endothelium, suppress anti-
body synthesis, and reduce phagocyte numbers ;
they also may impair phagocyte function. Cor-
ticosteroids may interfere with leukocyte mobiliza-
tion, depress cell-mediated immunity, and impair
phagocytosis (when used in large doses).

It may be less well appreciated that the increas-
ingly
drugs——especially
everbroadening groups of patients is expanding the
To illustrate,

aggressive use of immunosuppressive

adrenal corticosteroids——in
ranks of the immunocompromised.
for many years the conventional wisdom has been
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that patients with hematologic malignancies were
more susceptible to infection than were patients
with solid tumors. But with more aggressive

treatment of solid tumors, this distinction is now
becoming blurred. Increasing numbers of patients

with lung cancer, colon cancer, or other solid
tumors are developing life-threatening infections
and sepsis. In patients with brain tumors, the
current tendency to administer high-dose dexame-
thasone in order to minimize cerebral edema has
been associated (at this center and elsewhere) with
the development of Pneumocystic carinii pneumo-
nia, and infectious complication more typically seen
in such severely compromised hosts as marrow
transplant recipients and children with leukemia.
Equally important in this regard is the growing
use of steroids in nonmalignant disorders, especially
in severely ill patients for whom other therapy
is unavailing or unavailable. The list includes,
among many others, asthma, chronic bronchitis,
and other lung diseases ; skin diseases, such as
psoriasis and pemphigus ; and inflammatory bowel
disease. This does not mean that every patient
on steroids is necessarily susceptible to infection.
Dosages of less than 20 mg/day of prednisone (or
equivalent steroid) are usually not associated with
a significant risk of infection ; larger dosages are
typically the ones that depress phagocyte function
or both. A helpful

guideline to the overall risk of infection in patients

or cell-mediated immunity,

with all types of underlying disease is the absolute
polymorphonuclear cell count : When this falls be-
low 1,000/mm3, the incidence of infection begins
to rise ; when the count is below 500/mm3, the
increase in infection risk is particularly steep.

It may be wondered whether specific defects in
host resistance can be related to increased attack
rates by specific organisms in different kinds of
immunocompromised patients. In cancer patients,
for example, it has long been asserted by some
investigators that certain types of underlying neo-
plastic diseases are more highly associated with
infection by certain organisms than others. Infec-
tions involving pyogenic organisms have tended
to be associated with acute leukemia and antibody-
synthesizing dyscrasias, and this has been explained
as a reflection of defective neutrophil function in
those diseases. Similarly, norcardiosis, listeriosis,
and varicella-zoster infection have been character-

ized as common in patients with Hodgkin’s disease

and other lymphomas, and this has been relateg
to defective cell-mediated immunity in those djs.
eases. But what is usually missing from the dat
upon which these associations are based is infor
mation on the relative prevalence of the underly.
ing diseases. According to one national survey,
Hodgkin’s

prevalent than acute leukemia ; hence, in a sma]]

disease is almost six times more

group of patients, any apparent increase in cases

of listeriosis in Hodgkin’s disease, as compared
with acute leukemia, for example, may disappear
when
Thus,

tions about organism-specific risk factors related

or lose statistical significance corrected

for national prevalence data. generaliz
to host defects are difficult to make. The range
of intrinsic impairment is broad and often compli-
cated by therapeutic interventions.

A number of studies, however, have documented
useful temporal patterns of infection in compro-
mised hosts. In renal transplant recipients, for ex-
ample, bacterial infections typically predominate
in the first month after transplantation. Between
one and four months, cytomegalovirus pneumonia
predominates in a picture that may also include
Nocardia asteroides and various fungal infections.
In marrow transplant recipients, early infections,
both localized and septicemic, are primarily caused
by bacteria and fungi, and their incidence increases
in relation to the intensity of immunosuppression.
The late infections in these patients are mostly
interstitial pneumonias and viral diseases, with
cytomegalovirus prominent in both and P.carini
responsible for some of the pneumonias. They
often occur simultaneously with graft-versus-host
disease.

In more general terms, it is also now cleer
that the risk of pneumonia due to Legionella pnev
mophilia is about nine times greater in immuno
suppressed than in nonimmunosuppressed patients.
Yet the recent story of the discovery of legionelle
sis underscores the point that major pathogens
in the compromised host (and others) can go ur
recognized. Indeed, there are some pathogens W
have long known about but still cannot consistently
Systemic candidiasis is a prime
example ; the antemortem diagnosis of this infe-

detect at autopsy.

tion is made in only about 40% of patients &
best. There are promising new serologic teck
niques for diagnosing systemic candidiasis, incld
ing the solid-phase radioimmunoassay (RIA) an
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enzyme-linked immunosorbent assay (ELISA) for
Candida antigen detection, but these are not wide-
ly available and still require further study to define
Other infections
that are particularly troublesome to diagnose in-

their sensitivity and specificity.

clude those due to other fungi (e.g., Aspergillus),
viruses (especially cytomegalovirus), and P. carinii.
When these or other pathogens are in the lungs,
a large part of the diagnostic difficulty stems from
inadequate access to specimens that will yield reli-
able laboratory results.

The epidemiology of infections in compromised
hosts encompasses a large and variable group of
patterns. Nosologically, infecting pathogens may
be placed into either or both of two basic patterns
of transmission : exogenous and endogenous.

Exogenous organisms are not part of the host’s
microbial flora, e.g., airborne fungi-like Aspergil-
lus species. Endogenously acquired infection im-
plies a process involving organisms native to the
host, such as those colonizing the skin or gastro-
intestinal tract. In both categories, some of the
pathogens are rarely recovered from infected sites
in other than compromised hosts (e. g., Aspergillus
species, P.carinii, and Listeria monocytogenes).
Others appear to be present in most healthy indi-
viduals but are pathogenic primarily in compro-
mised hosts (e. g., Staphylococcus epidermidis and
Corynebacterium species). Still others, particular-
ly in a hospital setting, are common pathogens in
both compromised hosts and immunocompetent
patients(e. g., gram-negative bacilli, staphylococci,
herpes viruses, and fungi-like Candida species).

Epidermiologic studies have revealed a number
of modes of exogenous transmission for infection
As noted
previously in this series (see W.E.STAMM, “Noso-
comial Infections : Etiologic Changes, Therapeutic

Challenges,” HP, August), hand carriage by hospi-

that develops in hospitalized patients.

tal personnel looms large in endemic nosocomial
infection in all types of patients, as does exposure
to contaminated invasive medical devices, such as
intravenous catheters ; in addition, numerous out-
breaks of nosocomial infection have been clearly
traced to contaminated medications, disinfectants,
or infusion fluids. In terms of specific pathogens,
a full listing of airborne, waterborne, and con-
tact-transmitted agents is not possible here, but
it is known, that L. pneumophila
can be transmitted by inhalation of aerosolized

for example,

organisms released from contaminated air condi-
tioning systems and that Pseudomonas and Klebsiel-
la species can be ingested in food ; recently, out-
breaks of Aspergillus infection in hospitalized can-
cer patients have been associated with nearby con-

struction work, liberated

which, presumably,
spores for airborne transmission.

But there is also strong evidence that many
nosocomial infections in the compromised host are
either endogenous in origin or related to antecedent
colonization of the patient. In some cases, reacti-
Cyto-

megalovirus and varicella-zoster virus are major

vation of latent infection may be involved.
examples. Others may include Toxoplasma gondii
and P. carinii ; serologic surveys have suggested
that prior exposure to these two cyst-forming para-
sites is very common in healthy individuals, yet
neither is particularly lethal as a pathogen except
in the immunocompromised patient.

Another type of endogenous infection to which
the compromised host is particularly susceptible
is caused by organisms that comprise the normal
skin flora, such as Staphylococcus aureus, S. epi-
dermidis, and Corynebacterium species. S.aureus,
of course, has long been regarded as the single
most frequent cause of surgical wound infection.
Recent studies suggest, however, that S.epider-
midis and Corynebacterium species can be important
pathogens related to long-term intravascular cathe-
terization. At this center, the incidence of S.
epidermidis bacteremia in marrow transplant recipi-
ents has been rising in recent years;in fact, S.
epidermidis is now the most common organism
we recover from the blood of such patients, out-
numbering the combined total of Pseudomonas ae-
ruginosa and Klebsiella pnewumoniae bacteremias and
predominating over S.aureus bacteremia by a ratio
of 10: 1.

with changes in protocols in our transplantation

This new pattern has been associated
program. Highly cytotoxic chemotherapy for leu-
kemic transplant candidates in relapse has been
abandoned, and most procedures are now performed
when patients are in hemotologic remission. Per-
haps more important, all patients now have an
indwelling Hickman-type catheter inserted into the
subclavian vein for the duration of hospitalization.
Most of our S.epidermidis infections have been
associated with this device, as have the relatively
fewer Corynebacterium infections in our patients.

Fortunately, neither pathogen commonly results
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in overwhelming septicemia and septic shock syn-
drome, but more than half of the strains we
encounter are resistant to beta-lactam antibiotics.

As has been implied, the dividing lines between
exogenous and endogenous infection is often blur-
red by those microbes that colonize a healthy indi-
vidual without producing clinically recognizable ef-
fects until given the opportunity to do so by
immunocompromising events. Two portals of en-
try appear to be of paramount significance in such
opportunistic infections : the oropharynx and the
lower gastrointestinal trace. In both, gram-nega-
tive bacilli (especially P.aeruginosa and K. pneu-
moniae) are frequently pathogenic when the patient
is seriously ill and neutropenic but are rarely so
in immunocompetent individuals. Aspiration of
organisms colonizing the oropharynx is a common
mechanism leading to pneumonia, and hematogen-
ous seeding from the gastrointestinal tract is a
common mechanism leading to septicemia.

In a recent prospective study of 100 neutropenic
marrow transplant recipients at this center, there
were 34 episodes of gram-negative rod bacteremia.
In 30, the same or similar organisms had been
recovered previously from the gastrointestinal
tract, most often in stool specimens and within
two weeks prior to onset of clinical manifestations
of infection. The predominant organisms were
P.aeruginosa and K. pneumoniae. In patients with
either (but especially P. deruginosa), gastrointesti-
nal colonization significantly increased the risk of
systemic infection. Surprisingly, however, there
were no gram-negative bacteremias in the patients
who were less than 15 years of age, even though
many also were colonized by the same gram-nega-
tive organisms and all were receiving therapies
identical to those used in older patients for under-
lying disease and infection.

Similar evidence has been reported recently by
investigators in the National Cancer Institute’s
Baltimore Cancer Research Program. Between
1971 and 1976, 135 patients with newly diagnosed
acute nonlymphocytic leukemia were studied. On
entry, no studied patient had received antimicrobial
therapy recently, and baseline surveillance cultures
were obtained from the nose, mouth, axilla, and
rectum of each. In these patients, subsequent
pneumonias were frequently associated with or-
ganisms colonizing the oral cavity ; sinusitis, with

organisms colonizing the nose ; skin lesions, with

organisms colonizing the axilla or rectal ares;
and perianal lesions, with organisms present iy

rectal flora. Most important, bacteremias most
often developed in patients colonized by such gram-
negative organisms as P.aeruginosa, K. pneumoni.
ae, Proteus mirabilis, or Escherichia coli ; although
only the last-named would be expected to be present
in normal colonic flora, the rectum was the most
common site of baseline colonization for all of
these organisms.

Observations such as these mandate an aggressive
approach to management of the severely immune-
compromised. Since infections in such patients
can develop and spread rapidly, the physician should
always be alert for new physical findings. This
includes the relatively trivial, such as an ulcer
or sore, as well as the more patently serious,
such as ecthyma gangrenosum, the necrotizing vas
culitis of Pseudomonas septicemia. In my view,
any change in the status of the compromised host
is an indication for a prompt repeat physical exami
nation and appropriate laboratory studies, including
blood cultures, all of which should be accomplished
within an hour.

As for specific sites of infection, I would under-
score the importance of the bloodstream, central
nervous system, and lungs. I generally would
minimize that of the urinary tract except in the
renal transplant recipient. Traditionally, risk of
bacterial infection has been high in the renal trans
plant recipient, particularly in the first few months
after transplantation, but recent studies suggest
that this may be changing. For example, R H
RUBIN, et al., of Massachusetts General Hospital
have reported that the overall incidence of bactere:
mia in their renal transplant patients decreased
from about 27% between 1968 and 1977 to a reduc
tion in the incidence of bacteremias secondary to
infection of the urinary tract. The investigators
noted that prompt initiation of a six-week (&
opposed to a conventional 10 to 14-day) courst
of antibiotics was effective in treating bacteriuria
in their patients, thus reducing one major risk
of bacteremia. They have suggested that a fourr
month course of trimethoprim-sulfamethoxazole
administered prophylactically, may virtually erad
cate gram-negative bacteremia (except for Pseude
monas) secondary to urinary tract infection in
the renal transplant recipient.

In an immunocompromised patient, untreated
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septicemia carries a poor prognosis. But even se-
verely debilitated patients with septicemia often
respond to appropriate antimicrobial therapy when
it is promptly administered. This is particularly
true in staphylococcal bacteremias but less so in
gram-negative bacteremias. Initial clinical mani-
festations (shaking chills and fever) may be marked
or muted, but at the slightest suspicion of septice-
mia, blood cultures should be taken in order that
appropriate antimicrobial agents may be given.
Generally speaking, increasingly aggressive use
of aminoglycosides, cephalosporins, and newer peni-
cillins has tended in recent years to reduce the
incidence of septic shock and to improve survival
from bacteremia in the compromised host. Un-
fortunately, these gains are frequently offset in
the more severely immunocompromised by in-
creased morbidity and mortality due to fungal in-
fections. In the first 60 marrow transplant recipi-
ents studied at this center, for example, empirical
antibacterial therapy frequently was given early
Bacteria were
subsequently responsible for only 19% of all fatal
infections.

in the posttransplantation period.

In terms of septicemias, there were
no deaths in six patients with gram-positive bac-
teremia, and although 12 to 26 patients with gram-
negative bacteremia died, in only five were gram-
negative organisms the primary cause of death.
In contrast, fungi accounted for more than half
of all fatal posttransplantation infections in these
patients, as well as one third of all septicemias
and about one quarter of all pneumonias. Since
invasive fungal infections are notoriously difficult
to diagnose, empirical antifungal therapy (usually
intravenous amphotericin B) may be considered in
persistently febrile, clinically deteriorating marrow
transplant recipients and neutropenic patients with
acute leukemia or lymphoma who are already re-
ceiving appropriate antibacterial therapy.

Although far less frequent than septicemia or
pneumonia, clinical evidence of meningitis in the
. compromised host constitutes a medical emergency.
Clinical signs and symptoms can be subtle and
hard to recognize, particularly when the patient
is already severely debilitated.
- neck or back stiffness,

Headache, fever,
or paresis may not be
evident, and the first clue of central nervous sys-
. tem involvement in a patient may be nothing
more suggestive than minor personality changes,
such as agitation or disorientation. A full diagno-

stic workup, including lumbar puncture and cere-
brospinal fluid culture, can often establish and
diagnosis. Potential pathogens are numerous, but
two are of paramount importance in the severely
immunocompromised : L. monocytogenes and Cryp-
tococcus neoformans. Listeriosis is the most com-
mon cause of bacterial meningitis in the compro-
mised host ; as mentioned, it may be associated
most often with underlying Hodgkin’s disease. Un-
fortunately, L.monocytogenes can be disregarded
in the laboratory and dismissed or misidentified
as a diphtheroid ; accordingly, the laboratory should
always be alerted to the possibility of listeriosis
upon submission of a cerebrospinal fluid specimen
from an immunocompromised patient. Meningitis
due to the yeast C.neoformans is strongly associ-
ated with lymphomas or high-dose steroid therapy
that depresses cell-mediated immune functions.
Prompt and accurate diagnosis of either of these
central nervous system infections is crucial, in
part because effective therapy for each is available.
For C.neoformans, amphotericin B frequently has
been effective but is potentially nephrotoxic, and
resistance develops rapidly to flucytosine when the
latter is used alone. Recent experience, however,
suggests that the combination of these two drugs
is the treatment of choice ; this permits lower,
less toxic doses of each agent to act against yeasts
(e. g., C.neoformans and Candida) in what may
be a synergistic, not merely an additive, fashion.
One recent randomized study of the treatment
of cryptococcal meningitis found that amphotericin
B-flucytosine induced more cures more rapidly,
with fewer failures or relapses and less renal
damage, than did amphotericin B alone. For
L. monocytogenes, tetracycline often has been
used, but erythromycin and ampicillin are more
Whichever drug
is administered, therapy of listeriosis should con-

active and may be preferable.

tinue for at least one week after defervescence
Both diagnostically and therapeutically, the big-
gest challenge the clinician faces is the immuno-
compromised patient with pneumonia. Pulmonary
involvement is generally regarded as the most com-
mon type of infection in the compromised host,
and also the most frequently fatal. In large part,
these views are a reflection of the fact that a
specific diagnosis of pneumonia in the immuno-
compromised patient is frequently not made ante-

mortem. X-ray findings are only occasionally help-
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ful in confirming clinical suspicions, and both the
period of onset and the pace of pulmonary infection
sometimes also provide rough diagnostic clues.
For example, in renal transplant patients, bacterial
pneumonias tend to develop early and rapidly,
whereas pneumonias caused by cytomegalovirus or
P.carinii tend to be more delayed in onset and
more indolent in pace. But the crux of the mat-
ter is definitive diagnosis, as well as the lengths
to which one should go to obtain it. It is now
well established that in immunosuppressed patients,
organisms identified in relatively easily retrievable
sputum samples may not be those responsible for
infection in the lungs.

This commonly presents the clinician with two
options : to form a presumptive clinical diagnosis
and administer nonspecific antibiotics or to use
invasive diagnostic procedures so that specific the-
rapy may be administered. In most cases, 1 favor
the latter.

The invasive procedures that may provide a de-
finitive diagnosis are transtracheal aspiration, open-
lung biopsy, and fiberoptic bronchoscopy with wash-
ing, brusing, or biopsy. But recent experience
at UCLA illustrates the difficulties involved in
diagnosing pneumonia in the severely immuno-
compromised, even when an aggressive approach
is taken. In a group of 37 marrow transplant
recipients with pneumonia, the definitive diagnosis
was made most frequently at autopsy (15 patients).
Antemortem sputum and blood cultures were of
little help, since the causative organism was iso-
lated by these methods in only one and three
patients, respectively.  Transtracheal aspiration
was performed in two patients, leading to a de-
finitive diagnosis in one. Bronchoscopic methods
were performed in 25 patients but were positive
for the causative organism in only seven and pro-
vided the definitive diagnosis in only three. The
most productive method of antemortem diagnosis
in these patients was the most invasive : open-lung
biopsy, which was performed in 13 patients and
gave the definitive diagnosis in all 13;in seven

of these, however, that diagnosis was “idiopathic

interstitial pneumonia” a problematic diagnosis,
as will be discussed presently.

Bronchoscopy with washing, brushing, or biopsy
and ; to a lesser extent, transtracheal aspiration
are increasingly popular methods for diagnosing

pneumonia in immunocompromised patients because

they are less invasive than open-lung biopsy. Byt
one factor that limits all invasive procedures j
that the patient’s clotting functions must be ip.
tact ; adequate platelet support is mandatory. I
marrow transplant recipients, moreover, cytome-
galovirus pneumonia frequently develops (particy.
larly in those with underlying leukemia who haye
been exposed to radiation therapy), and our ex-
perience suggests that both transtracheal aspiration
and bronchoscopy are of limited usefulness in es.
tablishing this diagnosis.

Idiopathic interstitial pneumonia is also a major
problem after marrow transplantation. In some
of our patients, mortality from idiopathic inter.
stitial pneumonia correlated in part with a negative
or falling cytomegalovirus antibody titer, whereas
survival was associated with a rise in cytomegalo-
virus antibody. The extent to which cytomegalo-
virus was actually pathogenic in these patients is
not known. But it can be speculated that some
fatal pneumonias may have developed in the absence
of an immunologic response to the virus and that
the presence of such a response in other patients
may have been protective. Since there is currently
no effective therapy for cytomegalovirus pneumo
nia, investigation of the efficacy and safety of
passive immunization with cytomegalovirus anti-
body as a means of preventing some interstitial
pneumonias——including the idiopathic variety—
is now under way.

One type of interstitial pneumonia for which
effective therapy is available is that caused by
P. carinii, which used to be almost invariably fatal
in the immunosuppressed. In recent years, tri-
methoprim-sulfamethoxazole has been found effica-
treatment
Most recipients have been
and some

cious in both and prevention of
P.carinii pneumonia.
children (typically with

treatment failures have been associated with poor

leukemia),

absorption of orally administered medications. Re-
cently, we at this center studied intravenous tr-
methoprim-sulfamethoxazole in 10 adults and one
Most patients

were intrinsically immunocompromised, and all hed

child with P.carinii pneumonia.

received steroids within one month of the onset
of pneumonia ; in each, P.carinii cysts were de
monstrated in lung tissue or pulmonary secretions
Seven patients were cured, and in three treatment
failures other organisms also had been recovered
from pulmonary contents; the fourth treatment
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failure responded to pentamidine, which (unlike
trimethoprim-sulfamethoxazole) is frequently quite
toxic. In other published reports, about 60% to
70% of adults and children with P.carinii pneu-
monia have responded to trimethoprim-sulfametho-
xazole ; another 10% or so have responded to pen-
tamidine after failing on this drug combination.

Thus, for reasons of safety and efficacy, it ap-
pears that trimethoprim-sulfamethoxazole is the
initial treatment of choice. Most patients pro-
bably can be treated orally, with the intravenous
route indicated for those unable to comply with
oral regimens. Median response time in most
studies is four days ; if a patient has not responded
by six days, pentamidine should be substituted.
Since immunocompromised patients who recover
from an initial P.carinii pneumonia remain at
risk for recurrent infection, low-dose trimetho-
prim-sulfamethoxazole prophylaxis may be indi-
cated.

As for pneumonias of other etiologies that are
important in the compromised host, aminoglyco-
side-cephalosporin  or  aminoglycoside-penicillin
combinations are used most frequently against
gram-negative organisms. For legionellosis, ery-
thromycin is the drug of choice. In Candida
and Aspergillus pneumonias, amphotericin B, alone
or in combination with flucytosine, is the mainstay
of therapy. The role of imidazole derivatives in
fungal pneumonias is unclear ; one new imidazole
derivative, ketoconazole, is active against Candida
and, unlike amphotericin B, can be administered
orally.

Given the problems in diagnosing and treating
infections in the immunocompromised, it is not
surprising that efforts to prevent infection in such
patients have received increasing attention. Basi-
cally, these efforts fall into two categories : in-
fection control methods designed to protect the pa-
tient from exposure to or colonization Ly potential
pathogens and immunologic augmentation of host
resistance. The first is exemplified by various
types of patient isolation methods and by prophy-
lactic administration of broad-spectrum antibiotics
in order to suppress bacterial and fungal over-
growth in the gastrointestinal tract. Some recent
studies suggest that moderate isolation techniques
by themselves may not be significantly more protec-
tive than scrupulous adherence to prevention of

contact transmission (e. g., handwashing by hospital

personnel). More rigorous, or total, protective
isolation in laminar airflow units has reduced the
incidence of infection in some studies, but the
almost prohibitive costs involved are a major im-
pediment to widespread use of such units. It is
noteworthy that patients in laminar airflow units
typically also receive prophylactic antibiotics. One
recent study compared various prophylactic regi-
mens of antibacterial and antifungal agents (e.
g., vancomycin, gentamicin, and nystatin) in can-
cer patients, alone and in combination with total
: it was found that with some
regimens the effectiveness of antibiotic prophylaxis

protective isolation

alone approached that of antibiotics and laminar
airflow units together. Another interesting deve-
lopment concerns trimethoprim-sulfamethoxazole.
Preliminary indications from recent studies are
that this combination, administered prophylactical-
ly, may reduce the incidence of bacterial infections
in neutropenic patients ; the regimen is ineffective
however, against Pseudomonas or fungi.

Since these methods for protecting the com-
promised host have a number of deficiencies (not
the least of which may be development of micro-
bial resistance during long-term prophylactic anti-
biotic administration), much effort has been di-
rected at enhancing host defenses through active
or passive immunization. To date, achievements
in this regard have been limited. Use of pneu-
mococcal polysaccharide vaccine stimulates antibody
production in renal transplant recipients and in
patients with sickle cell disease or nephrotic syn-
drome. The results have been disappointing in
patients with Hodgkin’s disease ; antibody responses
have been limited largely to those with untreated
disease, whose risk of pneumococcal infection is
not so pronounced as in those with active disease
who are asplenic and are receiving immunosup-
Other established methods of

preventing infection in the immunocompromised

pressive therapy.

include routine polio and influenza vaccination (or
amantadine prophylaxis for influenza A infections),
monthly immune serum globulin maintenance in
patients with hypogammaglobulinemia, and post-
exposure hepatitis A or B immunoglobulin
and varicella-zoster immune globulin ; the latter
licensed by the Food and
Drug Administration with the stipulation that it

72 hours of

recently has been

be administered within exposure

to the virus.
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What about gram-negative infections? Cross-
reactions between pneumococcal polysaccharide anti-
gens and the capsules of some E.coli and K.
pneumoniae strains suggest that pneumococcal vac-
cine may have an effect on some gram-negative
infections, but this has not been demonstrated
clinically. More promising is the observation that

most Enterobacteriaceae organisms have outer
membrane lipopolysaccharide antigens with a com-
mon “core” region containing lipid A, which is
responsible for endotoxic activity. Preliminary re-
sults with vaccines using such core antigens in
animals and humans are encouraging, but use of
passively administered antibodies may be more
rational. Development of vaccines directed against
P.aeruginosa has received special attention, but
most of the promising clinical results reported
thus far have been in burn patients rather than
in the actively immunosuppressed ; in cancer pati-
ents, for example, antibody responses to Pseudomo-
nas vaccines have tended to be weak and transient.

Finally, one increasingly popular modality in
the management of the immunocompromised is
granulocyte transfusion, which has been used to
treat or prevent septicemia. One clear-cut candi-
date for such therapy is the granulocytopenic pati-
ent with documented septicemia who does not re-
spond to appropriate antimicrobials. Less clear-cut
is the value of routine granulocyte transfusions
in combination with appropriate antimicrobial the-
rapy in established septicemia ; the results of some
studies have suggested that this enhances the pro-
spects for recovery, but there is also evidence
that most patients will respond to antimicrobials
alone. Prophylactic granulocyte transfusions may
prevent some infections in neutropenic patients,
but not only is the effort tremendously expensive,
it is associated with other risks. In a recent con-
trolled study at UCLA, prophylactic granulocyte
transfusions in marrow transplant recipients were
associated with a significantly higher incidence of
cytomegalovirus infections. These considerations
have led us to abandon prophylactic granulocyte
It should be noted

that with increasing age, antibodies to cytomegalo-

transfusions at this center.

virus are common in the general population and
that cytomegalovirus infection following granulo-
cyte transfusion appears to be donor-related : ac-
cordingly, at least one group of investigators is
currently trying to identify a virus-free pool of

granulocyte donors in order to overcome thj
problem.

In the prevention of infection in the compro-
mised host, there are thus some areas in which
advances have been made by many more in which
improvement is ended. Even with what we cyr.
rently understand to be effective prophylactic meas.
ures, more than half of severely immunocompro.
mised patients develop infections. This frequently
throws the burden of management on diagnosis
in both of which there are alg
One of the most difficult prob.

lems clinicians face in the compromised host is

and therapy,
serious deficiencies.

that attempts to prevent or treat one type of
infection often seem to pave the way for develop-
ment of another. In some cases, the value of
such attempts may be open to question, particular-
ly when the cost of care in the seriously ill,
hospitalized patient is significantly increased with-
out also prolonging useful life. In patients, how-
ever, the fundamental message is that close clinical
monitoring for infectious complications is always
essential, no matter what prophylactic or thers

peutic measures have already been taken.
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wETLBEEHIRE

LIRMRERE LI R BB DR BT, AT D 10 £
&0 71 GITLLBRIT 63.4% T Ekh -, BE
ik, BARME, P. aeruginosa s & DOFHEMNELD
L7, TEE CHAEFICEUR S. preumoniaed
EHREMN 50% UTEBEMEL, BRELTEW
EBOINSD » T,

FEDFRYEETHRFDO I b, FRWEDIDIT
BRECTE 2011, B2 L, Eb@EdetFR
EBATHZ &L TH B, BEICHERER DI D 1T
SRERETMHLEN DY, BERERHBIEL LR
RBHDT, BERERICIAHEI KT TH AL, Hx
DIGHRIL 66.7% TH 1o Latex BERIT (LA) &
A5 &, H.influenzae type b, S. agalactiae, S. pneu-
woniae O 8 FITIX 7 GIGHE T, EELRZETH -,
IR DEES G5 LHIERIL 63.6% Linho L
> LA el o @B Thd S-lactam AR T
SHOEM D DT, FIAERBIRCETHF S 124 7

‘o

B8 L E.coli BAEA T4 2 W E kB, #E
DB 1,360/mm?, & 54mg/dl, BEEE 70
wgldl T, BHEEHTH -7, 5EEEBEOBTR T,
1Ha%L 18,000/mm3, EH 4 mg/d]l, HEE 327 mg/dl&
10, BRTY 5 ARHRE RS, MlFERRT

FIE 7.5x10% A5 2x10°CFU/ml iz L CL 7o, 5
BExoWmAOEBROBEIZRTEFNTSHY, HEMR
TZM LIch, (LFEREXHB LTS VT, BEREOS
NETREZ EEHYED. T OEHIATIOE—RDZER
HOBENFHREYELET 2R LV > TLME TRV T
H55,

AFED 1966~1978 EDFERAHE L, FER T,
E.coli t S. agalactiae, 6 »~F L&Y H.influenzae -
1~6ARMTIZZASHIHEEL
Tt FDHD 1979~1984 EDFETH = DEMEIL
R T, F—KBIRFIIA S L DA BEITIIHESE
CEHL, BLLOMOEEL TE 520 E L HIEEA
CELZ EAEE LL,

PERITFAE R ABPC+GM, EEIR T3 ABPC+
CP ME—UEIR L ST &7, ABPC fiftEE#EMD
fed, 1~62BRMGDO4EBREH T, EbbOH
RAExBAWTHTE E. coli, H.influenzae O\ ~Fhh %k
WA= TEIWDT, FHEHOBFDERFTOLEI E
Lo

BEROTII RS ARAF A Z L, EERELBEON
M X ABELXHE Licd iy, HERIK I 28E
PETHD, Lrd@NoBmERBGE T, HEAD
B P BE RARICKT % in vitro © MBC %74«
B2 TLEEOREIRILT, 8~10 FUE*ET A
L DWENS -, Fx b CTX L E.coli D ZEH+
T, MEAREMEPTOMBC ¥ FRECLS
MBC & Mgz Lichs, Bl L v EREE» S
L5 LTI, B MBC 25 in vitro MBC X b
BEhoto, Tt MK-0787 ®{EM L7- E.coli THWEZ%
T, PERFEESERECATS MBC 0 14~27 512
FELTWIDZ, BNAHEELI T, Lichio THE—
UOEIRFN L T B LR, EEABEE TS MBCy 2
BONDREGFHEEDOAI &L 1/10 UTFDbDTH
HBLENDY, MBCy AEIZEITIIL & X & L
5T EiTishs

AEFEFENBH DS, TR OKESE oM
WA X » THR S H, SUHPREYEIZ<
WicHTLHh, BRFBTIRERELHENL, &
—RBIRAEE T Y > TR TOETYHBLEN S 5,

%2 T S. aureus BEEKAF R A\ THRET Lic, BT
EIMoigE & LT3, AUC BEMEHEZExE L
L, EEeEMRMELE»ERLEE T LI,

5 B-lactam #| 22 EOMA X REEEF & LTLAER
XhTuwb PCG, ABPC &Ltk L7z, PCG o 2 B5fdl &
To AUC B ESRIL 3.77%, RE&ENRa
BHEOZRIT 1.4%, ABPC nxiuiz~h*i 16.8,

S. pneumoniae T,
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6.15% Th -1, AUC HEIME L E S ABPC X
hEVDIX LMOX o 18.7%, A% it ®ix CAZ @
16.2%, *oft 10% LA MK-0787, CTRX, CMD,
CPZ, CMNX, CTX, CXM, AC-1370 ® 8%, 8~<
10% #' CFX, CPM, CMZ, CBPZ, CZX o 5%,
6~<8% H CMX, L-105, AZT D 3#l, 3~<5% »
6315-S, CFS @ 2T, \wThd PCG L hFE»r-T,
REREfrnELEs=ix, CMD » 12.31% *#%£5§
iz, CPZ, CAZ, LMOX, CTRX, MK-0787, CMZ,
AC-1370, CMNX, CTX 215% %#x T\ i, Lichs
> TZhbDichic PCG e % MBC % 713847
MERZEEL T b ABPC X hEhi- MBC ¥
DL oNHNE, FOERIEL THALUEMNE &
WX k5, BRIV TRIESh - RPEE R, £
HERTRNT, 1R OHEBENS VDT, bEHK
EHBREY LD LR TE VA, ST 2~
10 pg/ml DFEH S, —IE Spg/ml 2B 5 5 HEEE(E
ELTUTHENO®a 21T - 7o

FE S v RO v 2D & 1z Chemotherapy $FES D
BEx AT, FE4EBITHTS MIC, 75 0.5 pg/
ml LT ORI TH L, 4EET X Tiz 0.5 pg/
ml S Fix CTRX, CTX, CZX, CMX, L-105 5
#l, H.influenzae, E.coli 1zt 1c% CAZ, LMOX,
AZT 2\ %o LD 5HID MIC Hfix#stT 5L, AL
MICg 0.5 pg/ml UTF &\ THEMNH D, 4EETN
TR Efw bGDdTwB01k CTRX & CTX T, 2D 2
HIMRFBT LMD 3F L hEL T, 22 THA
& PCG, ABPC mxE 4 &% 25 Bhicxf+ % MBC»
EEEE 18CFU/ml THE3T5 &, S. prneumoniae 1z
% L Tk CTX 0.024~0.1 (MBCg: 0.1) pg/ml,
CTRX 0.05~0.2 (0.2) pg/ml, PCG 0.012~0,024
(0.024) pg/ml T, PCG 712 ~ 3 BYREBE N T > 72 2%,
S. agalactiae T3 CTX0.05~0.1 (0.1) pg/ml, CTRX
0.05~0.39 (0.2) pg/ml &, PCG o 0.1~0.78 (0. 39)
pgfml X b 1~ 2Bl - T\ teo H. influenzae iz
%t LTk CTX 0.05~0.2 (0.2) pg/ml, CTRX 0.1~
0.39 (0.39) pg/ml, ABPC0.39~>100 (>100) gg/ml,
E. coli Tx CTX 0.05~0.39 (0.2) pg/ml, CTRX
0.1~0.78 (0.39) «g/ml, ABPC 6.25~>100 (>100)
pg/ml T, ABPC /v MBC T4 cephem H|D
MBCyp LU ETH » 720 LI EDEBHIBE BBEH S, FH
IR S MIRE ) L HEE T E, BRRAVERIGI S BEC A
HThrlic v ERER T %, BHEORML, FE4EE
FTRTZE DD, FAEREFERRBCHT D LEDLL
&T, GEVE ABPC @&+ ABAICKST, F
xR BIRFI LD L EX DR %o

£ 3 #Hf% cephem FDK Mt Listeria HE hay
WE ET, BARBEKTEYRRTER V¥ ¥ (Y
¥RAL, BHRBECABLHAL R A CEL,
ABPC ZE LI BRIREL, ZDOB AT Ly
RER LToo 2 X5 InkModlEld 5124k, ABPC Lof
ATA&— 1+ L, BHPEFEY T EZRTE L, ¢
7o ABPC Bt 5%7ch, S agalactiae, S. pneymo.
niae (3. ABPC ZfER T, 7 7 A[&MEE % LMOX y
THA—FTHEL VW EEXDRD, £ THBEAREY
AuwTohbd ABPC LEKHEL LA 0lifts
fT2&E Lico ABPC i1t #|D, F# CTX, CTRX
1% ABPC OB ITCEEOHE Y5 X th 14,
LMOX, CAZ, AZT ¥ ABPC OBiRHIEE ¥ AR
TR,

CTRX i, BERFBEOFHEI KL, £HHTH
I higwss, BEHFFEREENEL, ABREYETD)
HE TRBERERCH TR E ML BEIh D, —j
CTX TRZDEDOLEIXA VDS, AERT desac
tyl fE% 4 U%, BiW D desacetyl fho it fidics
F5XoEL, ERHNRV. CTX »HERCERE
A LT FEfkIC desacetyl (&4 Usr b, il
TERIhS EEL DRI, BEXRFEDHKI CTX
M T, 37°C TREFTH &, FEBRCMZIHLL
h ZE T desacetyl {3526, BighTo desacetylff
DHERITIEIR O RIEVERS b BIE5T % LR S,
desacetyl DX 4 EfEicx+ % MBC 12, S. agaac
tiae, S.pneumoniae, H.influenzae ¢ CTX {0
&, E.coli T 16 {5 Th 7ot M. luteus i3
5 MIC 3AED 45 ThHoTeo Lichi- THIRFRE
% bioassay THITE LTCFHET % B4, BEEN ds |
acetyl (EOIE L ARG D 1/4 LTFOEED, ThE
G U TEREDMEREIZ I TE 2 5 LENH D, &
acetyl {KIZBEIRPIBE D HFICHF L LTH Y, 5580
FEOHEIER L#E &, desacetylation DIFILOV
TREFSEORNEET 52, AENE TR
LEZORB, L LAKETO desacetyl {LBIXERR
ERE LWL B, CTX, CTRX ouihi
L DHRADE, SEROEAOER LT U THBFHE!
BRETHH 5,

LUk, RAEIHIETEERE R E RS
h, CTX, CTRX AHHETRIaL A%, ELEHRI0
E—UGBRFI L LTI OmFS 0 & = A bER
D, BERD ABPC ifih &35 HH L\ ks
BLEXBRBE Lhihiie, .
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BRM ¢ & ¥ %

H o # 5B
KKK IR RT /B

BRM (Biological Response Modifiers) &\ 5 40T
1979 4£%E > National Cancer Institute e, MZIRIE
Thich T, B - BEMEOBEBEEFEYEHIE5E
iRk THERW TibbRoOBESREXYFELS
BYWHE, EFRIRRLVS ZENTE S, EROKBER
EHC X B RBERED 2 0 BRM offguc@iEzhs b
DTHHH, BRM DERT S &I AL ELIZEHET
HY, FRELIEAKINTKLDEEZ DR S,

BRM /e A aNL»TELD LI AEELTHRD
E, BEDORBER IURBLFEDME L L LI1Z, £
DR E R 1ZB 53 5 effector, chemical mediator ¥
JUHASRTFRE ELMCEh, FEEBELOHEERN
&, Bt 2B EOEW¥ERIRIC biological response
CELBRTAZ EANREBITHOMTIL > TEIMHT
%%

DX 57 BRM oS0 ECD W T, BaAD
miotechnology DB X » T\~ %, Hybridoma, mono-
clonal HUEEDOHRBIIEMENEEYE OB, ML
HIREDBEXAEEIC LTV 5,

o BRM i EH L LTOWE LFEHRE L TORRD

b%, BRM OffAENHOEE LTADLLUTDLS
bDOHEL LR D,

(1) Effector ¥ 7211 18 X5&REIC A5 3 % media-
r OB IVOEEYELT, HHVIBRICEER
EERL 2R THEEOHBEFRAXHEMIE D,

(2) R#EAhE, FXABIT L B effector Ffoid
ediator D EIT X » THEEPFREEHEMIE 2,

(3) BEDOKER X VESRIMT 3 L5 clifHie
BT AEEE LTSRS 5, @R
RORZHEXHAIE S,

(4) EBEEROEKERS IO EREZE S,

(5) HMfashRicES EREIcHERT ABRI5E
DHX DN HEKEE S,

BE, BRM oW THUTO LS hEET T

1) %&#ss%| : BCG, C, parvum, MER, PSK,
ntinan, glucan, bestatin, muramyl dipeptide,
halose mycolate
2) RIRESHE - BBk U W E, cimetidine,

domethacin

3) fHi&EEH . levamisole

) EHBILEFRA  poly I-C,
double-strand RNA, polynucleotide duplexes

5) A4 vxz—7 v v Interferon-a, f, 7

6) A +HA v Interleukin-1, 2,3, TNF, 7

) Mgt e vBE A YV ESHE, L

8) [EFHMEmIZEIYE  neuramidase JLEE ([ MiRF
#ifa

9) HUEBMEHE: £/ 7 rr— btk
10) KEZINGIF) : retinoids
11) HE-HEET : HMEFEWE

S, FRENLEDLONBHLTCBEELDA
Do INLDFTHRMEATERR2HOTVHLOXED
HIFBRE BN B,

Interferon (IFN) :

HE, KEFEEMOES, BRIFHFEORREC
X T, #%® lymphokine 7\H & LTHE - KB4
E, EWFENEEOBRINTRR oo, TR LT
>1-Dh IFN TH 5,

IFN % antiviral OF & LTA % — + Lich, #fa
BEEEE S » T ATedic, JUBERE LTORR.
7EENTV %, IFN (X o, B, v L3EHDORIDH 75
A eh, 48 TRERAB DL IS 3 recombinant
IFN HAEHRBEIND L 51> TW5b, IFN a, B 1T
BJ L Tt Phase I 7¢ 5 U4MZ Phase I Study 35T LT
\ %, IFN-y {2~ Tix Phase I Study fTH 5,

IFN-a O HIESEIC >V TRIZEUTOL51c% &
bbb,

Table 1 Summary of response

pyrancopolymer,

~ | Response rate

o Tumerwee TG
Osteogenic sarcoma 0
Malignant melanoma 2~15
Multiple myeloma 18~27
Chronic lymphocytic leukemia 0~77
Hairy cell leukemia 80
Low-grade lymphoma { 38~73
High-grade lymphoma ; 0~10
Breast carcinoma | 0~41
Renal cell carcinoma i 11~30
Kaposi's sarcoma } 25~40
Colorectal carcinoma l 0
Ovarian carcinoma | 15~40
Lung carcinoma ‘ 0

IFN-B 2B LT IHERED TEE 2 — v 5B
BHHRIR T B,
IFN B CORTHEICNT 3R RCRK LTE
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W E Wb X B R feuvhs, Hairy cell leukemia ® Ka-
posi’s sarcoma with AIDS Zxt L Cidh g b D DA
5%, %7c myeloma, melanoma, renal cell carcinoma
ZraTAHRIVE—DOTH B, 4%, MOHER
EOBAS B VIECHT AL OBRBRE L OB L -
THREOEE, £RDOERLICOENB LS IFN O
FCHOLIERNLETHS 5,

Interleukin 2 (IL-2) :

Y vkaA Dy, THEOERYREET HETIX
T cell growth factor (TCGF) LB Fh T fohds, Th
CEM LB IL-2 L £3Fbhi, ¢ b THOFE
15,000 D+ Y T+ ¥, BEFHESLALL T I h
o

FE LT helper T V)V v IV IZF VB IOTED
R, lr BEFEY, IL-1icxbh IL-2 %ELET 5,
RIBE 4~ 6 BRI T EELBBAI N, 12~24 KR TR
BWwET 5, IL-2 D receptor (1Y v ARROEEITH 5
4>F & 50,000~60,000 DEEHTH% Tac FIETH
bo —7, WEHALIhic helper,
THIRE, NK ffaix IL-2 ofEfAic X v ARG &#E 2
o

IL-2 DEERIGHE & LT, ¥ TREASIERALH %,
BOABERTILY v 5o IL-2 EENETL, TR
IEHEBETLTWS, ¥c—RTiEE Ly v 5
D IL-2 EEDETHSH B, £ T, AIDS, RETLIE
#aD T IL-2 DRENRAALR TS,

BHEE T IL-2 BT, ZLREELTHEADL
h, TTRHHBECHEBHRLBOND I Lpvbh
2T\ %o IL-2 THRHER IR TS0, 1982 4,
RosenBERG 5 A3BE% L7- LAK (lymphokine-activated
killer) fRfa® IL-2 12 X % in vitro 2RV HHFETH
5o

BREOREMA IL-2 OFETTHEETHZ LI X
->T, BCOEREBEE*»SUAEOBMRYHEETES
LAK fifgniFEIhs L5 &1y, Zofiiaxaw
TOZBRIZFREOTHEMEZTRBETH LD TH 5,

BT 5 %W IREFRDOEHIHRA L killer fIfgnifH
%, PURMEOBVEEAVESEE R TE— B B
Thb, - hicxt LT LAK #ifaiz, IL-2 ofilEkoxk
THECHETE, L2 BCERER Y LT b M
U cytotoxicity #7RTDT H b, 72 IL-2 (2 T cell
growth factor TH % Z Lh 5, LAK fifg, 2Dy v
SERD S L FEAHETH h KEDO LAK Mflad LA
BMizBsr L TE A, LAK #ifa% adoptive-immu-
notherapy ~JGB T& AT, fEREREDORYE A 5
nambmhis, L L, T T o oE# R

suppressor, killer

EwEE LT\ 5, BT, #FR4T Pilot Study aify
bho2oH %,

Tumor necrosis factor (TNF) :

EMt<s w7 »— v DOEATS mediator molecule
DRI A THBA, Op —FFZ X » T 19754 TNF
MN|MEI R, T, BCG RS Licey k)
sB# iz endotoxin I L, BHRICME® invivog
BEEB 2O~ ACRET S L, BECHOEE
HRTHIEN D T, in vitro b b 5EOBEEHR
zxt U ocell lysis #%7cH372%, EEMRIIMEYS
2V EWSDTHB, LTDK’, KEXAVTLRED
#BrEw X vmEFic TNF BEEOHBENREORE, ¢
@ TNF BERBERMI L, =7v7 > —UREEL
TAHZ LRV WD EBbRA,

*>0#, e+ TNF 2SEEFRRLEREAVEAR
BCEEIND L s> T, 155 D7 3/ BEEH
LIRSS FE 17,700 OEHABE TH5HZ LA
M Nt, & D recombinant & b TNF (X in sitn
THE « DEMRCH LERMICHRESHYTL, i
e~y ARFREER XV e b-=v 2AREEECA
L, BEARESDVIIBRAZSC X ) EhAES
SHEXR LT\ B, ¥i, TNF i IL-1, IL-2 %1V
r = —HREERTFEELRIT, ¥ BEIRAERER
ETER DR EAERD LR T Licki» TIN
DHEBEIEMRCEREEATAZ LIt Xbb0LE
zhbha,

BT, BEREEVHBIN TV,

Lit, BRM 7cn & st s BRM bl
D05 % b DD IgpT lymphokine e LT FEHEEAND
EBOERCOWTHE L,

2 kR % R
/N VB R AR B RS EE & £ DXFR

AN R R
KREBKFNEH

B, 77 AR RERRE, foh T bRBEBE
T BB LA E b, —JF TRET e R IENE
FIDBA% & & b I RRIE B R A O & ¥
opportunistic pathogen D3 & % ghb%ﬁfimﬁ
FZ X TS BB T LTEBI TRV, £
BT b LRI, EROBR & %5 L oRFER
RED, NERER TR bR - RE
BRLMb Y, EREGISEEY THb, §ORE
3, NRROIB X D, KEORMEE L H M
DT Bz,
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xT, 1965 FAMTIRBEAEEL HELEGHE
THEBM - BRORENERINWFERTLIANEE &
HNEFR HBELEPLCHBMC X h, KE -
B - BT B, BB, ¥ AR EBEA O
B EenAM LI X VFEREERFOMFRERF LRAERL
ORFEMNB LN IR TV D,

FEL 1966 £ TERBME B TIET LicMED
BT TEHD 7 7 AEHRE LR 1223, 1967 F4£
MR CEBEYRBe S EN T, BAMEXAV
{EAREEEROUNIGBEC TENEEL DI, T D
FiEieT 1966 SFEM S RIBBEMRMAE THD Z L& -
Fro FOKEEERE D L) IR BB RYHEL 69 fIT
FOFERL &5 BRET b bR 21X Uik, R
%, HEEEAR Mk BERPIELESE TH-T0
ERICIFERPEAR S L, ROTIERM, 3K
FiT, 1974~1984 £TiX 1 2 ARBEME WA LT
B BIERBIBEEIRMECEE R LR T2,
FRBROTREE S Ak 64 MITT/c-» CREE
R, RERLE, AMK, EWEE &xohRe
AREER, FRRREBRLE TIL TV REESERE
pEH%, BEERIEE LTRE LD DS AR T
5 ThbbERESR B XU RFLETAHEME 1966
21973 4, 1974~1984 % TEFNFh 85.7%, 72.4%
_’rl_rly) T3 o

XT, BADEBRFT, TERBECESYH TEOR
RA AL, BULE, MANEELILS, WIENCEE
MR RBED 1975~1979 F£ 0 FEED FHK T
B80~1984 EDHEH D B E AR D &, AR T
WIMFEDEI ST FhFh 0.42%,0.57% T, 5 bR
EGIWILSEGIFRIEE T 7.4%, BEET6.8% LXK
iV, ERAFIER 1IN T TE IR UERE I
L5 ZimE — 7 ik b, 1980~1984 ETIXAER 7T H
TODEVDONET » T b, ¥HERBEMNTIKE
PEME, BMERSIRE LICEATH -1 bt
17 1975~1979 FEDRIMIE D ERRER LOHRTF A
&, BIREAED L, DMEREERS LORRE
1Y) A7 BRMCNITK TS, T, REDHEKIE
ThHH, FER, SHEAR TIISERIER,BIE
Bhh, not doing well LFHEZMAEIL > TV 50
REERRTIIERERC L 2BMEZT T UAEE
I Lo TV B, KEFERD ecthyma gangreno-
nIRRINZHVBEAR L AOH, ThbDHBI
TR L ETEER LTV 5,

BEEOWX T BEMATHEES 77V 7 EBORIEN
exotoxin 1T X% EEXDLNAREAEWT v¥F—F+%fE
_T\Wh,

ST, KEOHBMAMFWATRIL, WM, L 0%
BOERT, HIBARKIEDZ L Z EH% < FIUTILER
RERECIHEEINLE

WA DNTERD &, REGEFEEEDM%, &
27 Ko BREmSTs T, ERhRBgET A REX
TRERIE & OERBFFRICHETR TRIET 5 2 £1034<, 4
R, BxDEBREELHETEEE, BRREMCHKET 5,
— I ERBIBTREE S, TREE KE, —#&
Dffize & VR EIMLT 5, KB X R R,
REA1E, EOMMEMEE THIZIADIEERY LD,
BE®BL AN 5,

Te BT X ERFR D4 D I MEBEART RILEE TF
TR LBV, BRI VBZESC, /- HEEE
AR CE R LABRCEE» S L ERERT
LB OREELFE

FIBERRE DO FH L FICBUIE IOV TA B &, &
BRIELFAEAEETh L 60.7%, 57.7% L
CHANZE LBV, TREREROHIBEL, VB
EDLEREL E o BED ORI TIXLEN TR &,
MEETETNTH 57.1%, 34.8% %HRL TV 5, FRT
OEDHGENEL, KWTHATHIZEE TH-
1o

AEOKTILRGE £, BHRER, 2 owHEHIERLE
BB EDICHEBRNERE TH 5o HERNREGCH LT,
BREEORAE, BW - 1BE - BETAIC L 2 REH LK
Y)TaH b, water bacteria &\ oL B AAE TIXFEFEDA
b EE, BT X KO EHIRICIIFRCOAT B

BHZHEILT LLEICES LB LT, T com-
promised host TIXEMMEMNRE OHIEIKYIT, &
ZLENY v AEORBERE KT 2480 1 BgIR
Bic X aRAMmENoRAE ALL, AML TIHsE, #(EX
D OFFRE Sh 7GR L ABEIC X 2 UlfE, i
SR EABHMEOMBERE ShiclEk WmHHFERR
LRAMEIC & BRI > NEEEEIC L 5 REXER L
Twb, T, RIBEOMBFBHFNIAL TLIET X IEE
K, EERCLRSERSI R TV %,
BELORATIGE BV &L, kWTIH, BE
B % { protease, elastase FEAEE $ 89.1% 1T LT
Who
FECHTACFEFEOBFECI»EETHS 13w
5FTHig, EEVBRRAFRAXL2X=2) vF
€7 = ARHAEFINEHAESR, T2 7Y 22 VR
AR ZMZERERAOBLES I8-7
EHIRRZHRGR 2 5 & T4, HUE 7% Apalcillin
(APPC) #X<, &\ T Piperacillin (PIPC) 7%, + 7
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= &A% TI% Ceftazidime (CAZ), %k \» T Cefsulodin
(CFS), Cefoperazone (CPZ) 2 XUWHENHERLTW
Bo 7 I/ 7Y 2y FRPUAEFIZOWTHER & DBIR
#% % &, Gentamicin (GM), Tobramycin (TOB),
Amikacin (AMK) X LBEEORFUHNEL K- T
Who ¥ RBDEEEII X ) OO BEEIC ENRZ
XL el ettt 7 = 2SS BT AR HURIBEEE
BB LV TRADHIZERY L DT LITEET,
732 7Y 2y FRUAR THCITRIBEFEAY L 0%
HxtA L BEERE ERYERTAE &0 & & R B
fE, BEERPIETIBTRYTHB, BE, BEEDIIKF
MBS Ry DEEV B AT PIPC & TOB (GM) $HF8 T4
EaBth RSHrYEE R FOM, 7 CFS L 06tH
THELER > TV, EELFRPETE LR T 0
DIC, v 3 7N LThZh~Y vIRE, FELH
fil, ¥/cATrA FRrEVYDBHY 2 v 7REOLER
5 ThV . BEKEES BTKE - SEA8R
ik GM §FFKEBERER, BHEZRIEER5Z
ETHB,

L b HAEBERCE O TRBMENRFOET, KA
DHHGE, b XERERGE REZ= 7Y VB
LWfTrbh b, BER v~ e7 ) vOBRBRIZI D
FECH L, Thop Ui LEbEREEFAIh T
Do MY v =7 =m7 ) vEEHZRBEIM, OEP
(original endotoxin protein)-HA {fiCAL {7 =2 7
Y v EBRITE 16~64 f£T, wy MEDEIZ A 7B
protease-, elastase-HA {fi TE\ o

TTRBEREARS TIRBRBE» Y v ~2s= 7Y v,
T 7 OEP-HA fffi 256 50, 80 fE O,
PEG-#v=/m7 ) vicX BB %T s\ 25% BE
DEHREEBT B, Hv=re7 Y vOEREFEO—
DTHHAT V= viEHOHLEFBEE L LT in vitroT
De F AMNRAEEER~DOEE % GM 1/4 MIC, Carbe-
nicillin (CBPC) 1 MIC ZET THEBHE =7V v,
MROELE S = 7Y vHEMTEHB L, Pkl LT
REFAOTTE,NZDN, HLTFHF TV = v ELTH
tnLiMniE o OEP-HA ffiadE\E & AE RIS
AL LT, 2Oz LI3EER ALL BRIk
THv=re7 Y w5 L4, OEP-HA (lioH#
I FfT LT Phagocytic index @ FH #&Z 5T Eh
T& T,

BBEY 77 vicBd L TR TR RA BB TR
RRPE, BB L OEP,
exotoxin toxoid 12X % 4BMEA Y 7 F v CHEBULE
T\, Tibd OEP 2 X 2 RETHEI X A DM
BRI & A B ERHWE OBIEA PRy THTIL

protease, elastase,

X5 ETHLDT, SHRORE L ELREDERMY
LhRERDTHS 0

DAb /N R AR AR R EE o & DR L R 2 dbizsix
oo Vol ARRT B LB IEORIEILE « D4 fhgp
wXh—BERIhD, REEROLDICL BE0gE
RENEET 5. RBEREROBEL Lty
SH, WhHIREROLE LB X - THRECHT 2%
SR ED DL KELREL LA S,

LRSI L ()
EMEEIC S0 L o RED L RSE

B0 &

= K X
LRABREPF

g # =R
SERFEFZHNEH

BE KT 5 BHES OFEL RYE SR ILOEE,
ERDO—>2Thbh, —7, BEUHEBEBBEOERLLT
MELFEEOREE LIS BRE VT, RPELED
TEERHMEYED TWBH I ELFDERVEETHE,

EMBEEBRECK T, BPSEDOAPRETIEL, A
LIcRYUER IR T A 7-diy, B, |XE Hidt
FEREOAED O EMER AN LicREECOWD
RAEZFTEI TS T ENBLETH B,

Ko vROY ARREWTUL, EFEEMHG, ELE
BEE TR 5 REGHE 2o, HUmAks,
BEE, SRR 7 EEMER T B BENEE)
RRPBFAIREIC 5 % BT O\WT, BAEOMAND, ¥
10 ARG, WBERY, HERREhEhowTER
FRE LT & &b REMEE BE R
BB Lic LoBE, BETHE, HEHERE0LR
ted h LTHBTT A2 ORIE, EnERCAKLL
R T A B L s o BAMME GRHER
BHERERE) , RPELED LB A CERBFHT
B (L, BSHRaRes) ¥EETHLRE
DB, RPN ETHT 5 AKME EHE
BB AT FHMAE L EREOTE LY, BEP
BT\ THGET B A RIE S0 T, TEAR
BT, kbR & - Tatthk T oo
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NRBUBBC R HHFRER L
R

W H#F IE A&
RERFEFHPREH

£, MEVIIUD ETHREMEDOREA K
L, 35 OWHRFIFEL, EHEEEI -
Twb, HE, NMNEEMHBFEOBELE XL, HESH
iz X BEBPIALFERED D, KBFHEROERIT T
7, BER-=7n75—2 V) v ROBAILELTD
BREILIFITHIc B, DX 57 compromised host T
13 opportunistic infection # X732 LAE L, BRI
B L, BENARERCIESZ L3 25D, TORED
BEREFLLT HFFREESE WFHROEN - B
HRENEZL bR D,

FHRROBHRTE FFFREL) 25D, HHKED
PAERIERC THRB LW RS R e REOITH L
# 413 filtration leukapheresis & X b BEEIER A 5L B L,
BERT/e>T&EN, 1979 X H 1985 £ 11 A1 B ¥
TO7EMwc, TN 119 FEF, 792 @EfifT L1, 5 BE
HIEE BEHIEN 95 FEMI (79.8%) 497 [@ (62.8%) T
botle, BREREIMO & AEFIFEE T ALL45 AML
10, APL2, AMMoL1, AMoL 10, &£FX#HEIMmFE 1,
RAMKE L, By v fES, BHMAMBIESI, ToOMmo
BRSS9 FEGI, 5t 86 FEGITH »7co BMEH LT
BEAETRMEAN 10, FHIREERTEIE CH 218HRN
FEE 12 fITH - 12,

= ¢ v — VICBRERE M & EFE A B RRETT Lich
HRHTDE, BEALDEFN6HBETTSHY, 3~
5 EME, -1,

D BRI OB A & AR LIcER T, BT
FH & OBFRIT L, H£BFH LTI,

POBRMTICOWT, BRERBIMST TR e B A
A, Eresy vBEEFER LTSI, BET
RIS, BATERERM S AR L 7 B L PR R AR L
hORER, MBI LICHTBREBCEESRELLLO
EEDELTEBRYR N L, BHERSRE TED
130/86 (34.9%), % 22/86 (25.6%) &t 60.5% \ZhR
BHhBht, EEHFI 34/86 (39.5%) LKA EMIDIE
FIBID 17/34 Hbhtc, TREERERLM D £ E G DA R

6. 5% Tho <o
BHERZERES RS L, ] ARBERNREN 2T
R BBRIOBHRTHRET D L, 7 BRECEZ G
R LTk, BEORBECL X588, EARTHET
V BERIT LTRHEY LR A LENH B EBbhis,

EL, BRTH - BHETE ST 5 R BFHEK
DB OB ERE Ui, BEEREGMBIIAES &, A
Licfob SR ERER R (R RS 8, P IR#% 1 BRI O IF IR
FEX BRI LIEEDI R R & Lic, %), BERoI20
PFARER 1,500 REET, (3 EA L DEFIA 500 LIFT
BHotco ER) 21 SEGITIE, BILARRF-RER 140£311, &
1B 618+1,000, 1;8% 1,366+2,018 & B & hFelfeh
BRSO ED bhic, 2% h B TAE
&, REs e 7Y YEADORR AR LT Tl
BEXESOBRBAERGEC I D, FPERVEEINIED
T LTI OB, BRICE-TcbDEEX BN D,
L2 LEDBIC L RIFHER 100 LITFTT, LR LTV
WEEGIZ 7 il b, FRREREIUIEMINGc L v E UK
TFARERBIA D 5 % /NR O BB EAE 5 D BG 3 LB R
HRPFE LELOR, BATEBENNCTE> TV 5,

B 14 FEGITIY, BRALARE S 1381208, fRZREF S
302516, 1Af% 309419 LKRBFFEHROEMIAD
Niehote, CDZ &Y, FREREMIT TV - A B
LRI D T, BUOREIHELCLDLEE
b,

BRI M A VBN T, T LT LIGESI 17 i
50, TOXEFERHE S G E B ICERII0
BIThHoleo TORKEIEE T HL0LH5, #E
B2 hvo K3 TARAFARAL AvoX+T AR
NF LA 2, Pneumocystis carinii 1, P.carinii+H v
CA1ThHoTo 5HEIKE 10 FliconTh TERAT
T, MESEE »V=-fh% ToBE HEBEEY

ETE,

FERE ORGP L BETHEREE LT, FREDOE
HREEDO LD BEIGAEL, HHERPISHAKEOIE
bR, BRHEGBIMICL Y, HABRERRTESLE
2 bbb, L LAEFIRSEHOBERZRIEEL LTOHEHE
R AEIERCH 0, BIFROV I VBRI AR
NHWRE, BEEERORETHIEELEL LN D,

EHEGEEOSRYE, EBLOEELETR, FH
BROBAIcL B EEZLRDH, BEBEDCHFFRD
BRIOE VRERFORELH D, TOMBEROEER
%, MERTFORMEIEDHREIHMR SN, SEIFK A
3, NREHRE THERERE O & CUERA O IR e
CRIFTEE Y invitro DFRTHRE 2 1{Tic-> oo FEH &
LT VCR, VBL, VDS, MTX, CPM, Ara-C, BH-
AC, ACNU, ADR, DAUN, ACM, L-asp. & me-
thyl-pred CHEREFI TH5H AMPH-B %{HH L7, #F
hERESREIL A — 2 — A o F (07) EEARE, (LEFK,
ke, ELRE, FHERBERCOVLTT» 1

0, BEERERE T ) D1tk BH-AC, ACM, 1L



788

CHEMOTHERAPY

AUG. 1986

RN AETIEIL DL VBL Thoto, REEET
EHEIZH -1 DIt ACM, m-pred, AMPH-B 4%
St ELEEEETIRIEAL VBL, PRETIE
7:ZAZ VCR, ACNU Thotc, FHEROEESY m-
pred, AMPH-B 13{ETF X, ETFHEMZH»EH &
LT VCR, VBL, BH-AC /& aihbhis,

FREAOREIAGNEBEL VI ) BRETS
Bicdd, EERCFPRERYRBCETI®L0E 50
B TH M, hboBEREFACHERER, B L
FFREROMECEEYRIEL, HRE, RIEERT
LIcHTIREHIE S B L E X b,

BEUEECA LIy 1 /v ARRIE

e A ERRKRRB
SERFEFHDEH

EMEBIC A Lic v A L ARSREEDE f3, Vari-
cella zoster virus (VZV), Herpes simplex virus
(HSV), Cytomegalo virus (CMV) /& D~LRRAE Y
AN ARPRRHRBIE— DT 3%V 7 AN ARESRD
51z, LWELEEBILL, £60FRTIr1bB LD
TERPEC OV TR VAL TV 52, £ Offlico
WA S5 4% \ CRAFT HIZ X % &, HIURER
MHDY AN ASEBE TR, FEREERN AL
ARRZUNEL VW EHBITERTF— 2 Th-1eh, B
BLISESICIERNC X » T, BEROBENRLLIRS &
W T b EFlEIED Woop H0HETIE, 75 /.
RSA Vv INZVHF, FA), =vTarDEZEILNARK
dEly, HSV, VZV, CMV 7o & L RBEICE\Z 48
%ghfio

ETVZV, HSV, CMV i K ORFUILTEELT S
b T, EFPREEARIERR L BBEH
b, EBEH LEHChIc > TREBR AN - T
PLBEIRENRROND, BALILEZ D X 5 ITFEMIC
I THEREBYRZTALYRATHZ &%, BNE
BEHT IV AN ARPORBICOIehD b 0 & &
z, UTOREETicoto Tisbhb v 4 4 2 BREEHH
B L LT, 1 v5—7=rv (IFN) &E#, Natural
killer (NK) {&#, K cell B, =2 v 7 » — SEMA
EOJEFRN BB L, OENGM TREINIH4E
RmsMlaEEETHARYREL T sMlakRE L
T o B BRI RIEET O EIRR B Lc

NREWHERBRCRST AKERESH oMt IFN iF
ek, FEBRLALNDDFHENEET 500, ETHR
LRAG, FEALEEIRLWHILE, EFCX DB
EXRCTHI bt MUK K562 1wxfd 3

NK E# TN LA, BIRAITREEDET LT
WAL, EEDOEANEBRBH, EFREEMALLNG
dDbhht, EKBEKRD ADCC EHL, Efiic)
DEREOE,RD i, MIAMAEEOREL LT
% invitro TV v RGERICOM, FEEOuY
REV AN ARKGMREY M v N~ MEEEL, 1B
1575 — 7 OMEEE X RE Lo KERERH,
T, EEEELBERERTALThEA—ES O8RLEY
VAR TENRD LRI, in vivo TXXKERER
BERT A MCX T, BEORY LisWBALELET
BT IR LIS

LED X5, BHEEEEFCTEH~OBRENDD
bR 5 AMFER % O OEE T, R HEH oK
DRECENEDOLNDZ Eaibh ot XHIAEE
B X AHEFEHOHEN MK INB DT, KEEKL
IED CTEMEETH %0

A L ARPFEDBUTE, RERPDERIR TS
MESHBEE 7 AN ADBELEELEHOF ETHA
2, BBV, FRERERCANLL
BETE, FHGEE ZEDONVEBELHB, Thb
DOREXFHI> DD ELT, REBARIh2S2HH0,
KA FEF DY A M A BTERHRECREERETE
BLich, 7/ 7er—rHEvRic-RgEEsE
LT, HERERERT 5HEREHCHShD
ThY, SHOESHI/EEIN D,

BEIRENIC ¥ 4 v A RRYUE D B RS R T T 5]
HEE LT, BxXaMISiERICHE in 3 % Acute phase
reactants |2 B L, 72 floEMEEHI TR LILS
%, CRP, #it, Haptoglobulin, LDH, fFHhERH D57
DRFIEVTERRDLI B LXRHL, X0t
I UTER R S X o FOBER, MERRO 6% K]
BET, 9% 17 AUETh-Tnrext L, vAvAE
PTIL 7 AL 2 B 20% wtEY, HHEEOEN
AR TH B EHIE Lic, L LEEBHRHALI
N ARSRIE & ORI EREIRD T, 71 0 ARRE
REECIERET AR, L, SHEKER
A THRE Lot

YA R RRYE DR, Bt R
EroncBEYRETH LLh b, RERELLT
BBEMEH LR DO VZV, HSV e LT Arahl
Acycloguanosine 3% %, & HICERTH-10

EEMHE LD RFRIGS modulate 35 BRT
IFN G FH IR TV %, RAlE 150U mab 30010 %
e S &L LB L, EOIC X » TR EBYEEL
TWh, ERMELINIHEFER V.

r-glob. IXZhEhD Y 4 1 2wt LT
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NEEIRTVS, WThdRBERIHRIEL, KE
CIRRLER 72 BRILUA, KETRT BUAERE
FhE, REXMIETAZ ENTE S,

EDREX 51z, BEYA LA LEBEEORTY
HEZICHRENLETHBH, TOERTIELHMELS
B\, NRIITIRFEIIILES S, BRI -T -
glob. DIET LTWAIERICIE, WA EELT D, ¥727

2 FVRAEERBIRRAA TS, KEY 7 5 v TOH
GBEERIT 91.9% (409 BIFF) T, BIRIE S T

" follow up T3,
i 3, &% CMV, EB ity v 7 F vEARINHIZE IR %,

]

{, %#, EBORbhHHERIL 16% Bk T, »o8F
SETHAHLD, BMERACHZ 5, Rx D 10 £RD
BIFLPICAEOREIRED bR Ty

BUEFC A LI RPE O 5k
—F A P ATRT LA
BH T LIe—

FEBX-EB #&
KRR AR L % -85 A

SHAIRE T, BEREARECL>THE M RKEN»
500/mm?® %E[5z L LIELIEH D, REEOETLDH
2T, BRPFEXADT 5 LERIBDTEHLY, 2O
DRERETFHNERLER L LD, TORBHBEEOTHE
CAESHETH, SHAMFRCANT 5 RYIE LT
WE, X, ¥4 AT Ry ALA (CMV) pREE
5, BHBERERCANToREKME (IP) 0F
BETFHRESWTHET 5,

YT THRM 50 55 58 FoRI, SHEEMFCR
LTHEIEARER1T1s » 7o 147 fids 136 flic, 254[8]

DEBDHDII, 05 BREDOHEERR LIch DIk

TR (54.3%) T, K\WWTHIME, ik (3DkD
12.2%) Thotro 74 L ARBIHEE AT E TILE
RThY, 1HIRKENRRLRIIT TH»Tco TP
DIERERT ARG 2B &, HAERTRZ L b
DA 67.8%, FMER LMEBEFTEEA Lid 0N
9.8%, MEWHITMELLIch DA 8.5% T, REHD
BL1% BHUEEH TSR Lo — T, TUEEH CHE LI
LD 1.4% Th- 1o BRBITRIT B TH, AR
B L S hic 23 Bld 15 flic, SIREFIES 5\ i
HEBRRELZD bhic, S AIMREOYEEARES
DOARBBL, LAEDHESELS, KM HEEIEE
RPETHD LEL bRz,

BRBEAR ORI, FHROBL LFEHFRLT
BY, BHO 69% HMFHERE 500/mm? LT DR
Shico REEDTFHR GIFFBREOB X CEAIR, T

& X ERRIEE T, FEAEHS 1 BRILIPICFRER DM L
THEFLFBREL, L LicDRFhEROMMD &S
Nich > THEBIR T TH» oo MBEFIDBEH RS, Fh
BREG, REREHAG - AEAGCHEE Licl s A, §F
hER AR R EERE G CESRIMEVCEEAS A DR
2o L L, FHFERBARCEREABRACE VT,
HEHEVARRYRTER S L Dhi, WEHEGERN
Diswds, BEREARORPTEOERBAICIE, HFHERR
VB FERERAGICH T 5 HHROFVERA RS
EMBETHY, HEBERHZ LT DX 5 itk EEHE
haZ Ep8Ehb,
BEMEARFCEN T HMHE - ERRPERXTH T 57
DIEEBBRE XTI, TOMREELELEEBRER
W TRE Lico —RER, EWIWMKET O, £H
SMCERBEY N BT, REMEORE LB L
A, —RRRET 100 F24 b 113 B4 I FRERIE
3, EESRCEREEYMLCHET 28 BEH LT
B Ltco BEKRKET T REUEDHEIT 47 B &
—BRED 12 UTeRd LTsh, BE - EM - B
BOBBLTEL, X b EFURECTRETFH LA
BELELORI, BRYFEINIE, &L RRMANERHE
P Ui, MEBEREOTFHC, EHZREVEHEEX
bhi, EREIE, EE L Proteus B DERRY LI
A& E.coli DX BED MM & b h, HH,
Proteus B FREDOELKE TH Y, E.coli THEKED
BABETHHZ EXTRBRINT,

BB EEERICAHT S IP KB LT, BEEF
B AEBI S B CHRESRE Lic, S ARy LTRE
BRI AL - 1z 104 FlD 5 b 51 FIATET Licas,
IP DI L1=DiL 27 fI T, FERDE 1L TH-
- IP o&ftRIL 35% (36 f) T, FETERIL 75%
Q7 B) EBERTHo1o IP DR, 1980 £%T
(74%) & HBZ LT 1981 F% (26%) B3AE (P<
0.002) A L, FEHAROES > 2zt Lbe
L, BERCHELARHEEIZLRT, BAETHERT
B T8 L &2 Tco IP OFREMN BB INIEME
28 BIC, FOAHRIE, CMV 50%, CMV+Preumo-
cystis carinii 11%, P.carinii 4%, idiopathic 35%
T, CMV 12k 53 DhFKb %<, Bk XU P.cari-
nii LOREAEHEEDLET 61% ZhDT,
wic, 1P ORECBFET ARTFEHEH Lico BIE
B L LTOLSKREHRBS, Btk OMm /R e
IP %4E & DRAFE Y FANS &, CMV HiAMikmER 7 —
2O /NI & T e BER T, KRR 213
TS & IP A 64% CRELLOHL, 3~9ME
CHEILTRBHT S E 30% WEA LT D, BEHRIC
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X ANEEN IP BEWCEE LTS LEx bR, ¥
1o, MUMREL A CMV HUEEARTER V> — 2o
BEHTE IP AN 47% Tholcorrl, CMV
PUAMEHE ¥ - —RHZ & X»T 18% Wi LT
¥ b, M/MREMZ X5 CMV ORANRE20RFEL
TExbhi, CMV JUEMERE FF—HT s W T
IP &b ht-Z &ix, CMV OFEEILIC X A sEMEMN
Ezbhil, XK, MEEKREL [P RE L OBRY
ZBHE, EEENTRE LLOXAAKTTHY, %<
GEEEEER 100 BURCREEL T, 0z E
3, EEERENEIIChI S CEACK W THEMT
BT LEEAC S WTHRBETH > To BEEBRRKT
HoNK Lo, IP RECEBLTVWAT &b HE
{EEbhhic,

IP =%3 % interferon, acyclovir, CMV hyperim-
mune globulin OFpFshE ¥ L & & 5, inter-
feron & acyclovir HERMITRD B Nigh - o —
55, CMV hyperimmune globulin %, FH&&H, JE
BERED IP RAERNEK O % © 16%, 41% TEEE
(P<0.05) M&abh, BHLELLII,

LB, SaiAmEoBREARCEHT2RRMEL,
BB HERER AT S CMV [li0ERI2 T
HWEL, BREFHHEERREREFO LT TELD
2, BAETI» T BRBRITFERIRIC 2T i,

BUEBHC A LR RE DL FRE
— MR R—

B N k1

IS B AR 20 T 22 P B
BHEBEECKVT, REECEFTLD, FRKT
NTHEBEOFMEAKIR Shich, BB VILEETE
REiebZ EAMmTIRIR, MEREOEHFT I W T
3, EMNBEELENESELOEY, kIVEREEO
BE, TOREMMIREC I VEE, BEEECEIDS
DD, &HbIIHERBRPEDCAHFIRAEOR VD D
LE3RhTWB, YAFED 11 FMOHKPH 1,398 Flicis
FAMAEHOBEYARB L, BMBERE G O 42%
w, ¥EREBSO 36% iiREHERDI, L)
bIIEG T 583% &, X ERECHAAHZED
oz & X b, O I BIEREBRERYE, i IRk

B POV TERRIRE 21778 - 7o
WEHZ ABE LIciifEEE DN, ABRMFOKELHHR
R, Feo i HIEFHIRELRIT IR 345 ik 1
BLLic, AOMMXBATRLE XY, PAEMEMEY
SPE LTSN 97 B (28.1%) wh b, R

EpS SR TV AEERE, 3 JUVMERRAT
L0 EEE RS, RICRETREDHFENRET,
YA P ~DOEEER LOTFEEL DD, Rk 35 H
D5, BHEARKR L D BEROMEENREN
Bicfirebi, RO EE TOLEBYHEELEL
103 @lic2oC, X DR 2L T, 103 fi,
BEABR 3\ CHAEEMAA GBI 53 flby, -
55, JEEBEEIL 50 BITH - Too MERMITIT 5 AkK0
RE MR R ERIARREDE & DBREAR B L, AR
R KRBT B TR LR X b OFEMAERERS,
BAZEM IR A BT\ Tk T4% L EBRADE: G
A0 18%)0 F IR W, T 25 R 4 % 63 ff
(61%) M EBLIcH, ERHHZ LTI HAZER
BEOoBE LT [HAESEMASOE] T, A
Bl D 38% ik, 83% LD TERCRELAHEE
Lico RICHKEAD PR 2 REGL & BHOIH & OWERY My
L% &, Klebsiella J&, S.aureus, Acinetobacter BOK
CHRH Lichd, %< DERITR VTS 7 ABEEYE
LT AERERRETH»Too X DIAEFHRRBNT
b, TEAZEMIMAEHHEI] B 7.8 hA L, [Hak
Bl ® 10.1 hBRh~ERTH-T0o UEDLIE,
BRI VTR ERCERBRBELAHL, #
BER SOTET HEACS VT, LTOFERYAE
BT ABEARBABETCH o1 LT A, T ORREK
W APAERORSRIE, £3HNRE 7 = sFREWT
b 45.9% LIEL, PHRAEETY 50.0% &k, EFHL
FHARMBER IR TWD SO0, FAERDIILE
Bpayv b r—ARELWES RS, UILIOEAL
foo DL ERBEBEEOBS, RIiE LicHELE
ADRHLEMRD T Lishih, BEORBEECEE
7N, X DFHEBRIOWTENLENLIILHIE
NpbHEEL, ILREH ML,

BEERS, EREMEEGoFBLFEREL LT
CDDP, ACR %l & Lic&HIpHARERHTLTE
b, $EHIL5 ARERES L, L 3 BRKETS
rUa—nThho KR D BB 14 AR
b, #7 BRBEOFFRIRL Y ¥ T, & O
PEEE, OREPIEBETR, RETRCOT, e
JFERERBC 1,000/ DR A X b 0.023% HE Ky
120ml iwX b, 4BPEOSHKIET, mRLb W
dl DB EIRTH Y v T 7 = 5 2 2B Lico ARORE
BiEkas L, NENHEEEIREO RIVAER 5
ERIGARED 40.0% X bdiel, ¥ SELRE
D fBliT, X DERCREREZ Db 00, Wi
T PO S 25 1 1 B % S ALK D B B 7 Lo £
5 IR R O DRI, 15 < b ()
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B, —BREROBZREWTHEET, 1 oBRhERT
BFEB EEZ DRI, RTREBICHTHHEFL, Hic
FEEC o VLTI ER S rdE S, BREattcs
THF R IORBEFE LV BALOD, TORIER
THHFFRRL, REEELS SR TR, S
Bo X T, MEBAFRELDOLDLTRTALEND
BrEZ, Wdo 5 BMERER S OSFBRE WUT
BE5E-1) 01 7 -1 HBEEXIHEIL, HEEBTEK
ET5Arva—nN UTHREE-TI) i X »eEist
ot MRGEC L A2EDBR LUEIEROR,
B AMRBACOWTHRB &, BYHRIFLEE-1T,
SHERTRERZE 2 b2 33 fl 13 ] (39.4%) THH

& Db IR ES 29 #ITIX 10 4 (34.5%) Th
Cote WICHEEE-T T3, BfEx TOFEATAES 14
P51 (35.7%) 1, %I MABSEEESI T 13 £
F4fl (30.8%) L, MEDEHRTIIKEILNLD
weBbhic, —7%, EIERXIFFERE 500/u LIT%2
SUICEESR, -1 C 37 fis 26 f) (70.3%) &
B, S IFIIEEHEBIR L HREHXTED, 2 5H
PHREE-TI T 18 flF 16 (5.6%) &BML, RY
B o teo ERMBRADEEN, TOREEH
EBIVFRIEARELFELTWAI L LY, BIEEK
Bl L PEP ¥R ELFEMNCRTEAL B2
AZRSOBEXRDIEFTE, BREDO=vIr—1
bEB LIt UED XD, BREAHFERI RS
OR, REEBCHTAEBREOTXRRILI T LY, &
BT RERETFHFRTH 10

EMEERE AT AMERRD > B, HihiEA
DHERBREFEL PO, BRORFT 2TV, BRE
AROBN R LOBIAER OB E IR BRO T & et
) MERDOLR TRIFEFEHDO= v b r—ARBLR
MERDH2h b, BREOTFHODHOERMEDA
2T, REBCNTHHBEEOTXRE, XYiEL
r TR LEMREA L,

BUHEEC A UICRRRE DL ERE
—HERHR—
E HF B OB
RBRFEFZME_AH
EF, BMRBPEOREEO—> & LTHEDHM
ERIhTW3, SEFE, 1) MEcatt LcHE
REOKRE, 2) BIMIEEFI VT 585, 3) KR
L LTotBRIGD BRERK L ERETF, 4 HH
32 BLEBA D IRFIRRFE 3 X OV P BE D BUR
JSMER < v A5 v o FRRPFEC BT B ERREE

ZOWTHE Lo

1D &R 11 FRERCYEIANABE LA R RN 413 4
OWTHRE Lico ABERF 10.7%, ABidr 36.6%,
By 48.7% DRI ED bhiosl, HEEOWTAH
L, ANEERFCOMINIBERSLBRELLND
DD, BEEBINDOSEIERT, »ONBERDOE
EAERDBUTTHY, HAFRSHCEZROET
HRTHZE0nEL, ALIRERERPEC DL D
Al o te MRECKT HARBRENCEDOERZ LR D
&, DHHRTEHEREE, B LAt ARC s T
fatE RIZREDE T 234 b ey, MEEIR G T oMk %65
DERNREEDORFT TLEBEO S EL V1L, o &
D LIcfERENZ A B i -7,

2) ol 6 FREIORBAFHRBRARIC KT 2 MK
FORMTIE, 671 BRPHEHEIZ 4% CHlSh, 0k
LAERD VO FBThoTo ThHDOEBEEL E LT
&, MR, BEY vAENS L RED TV,

3) Boi 14 FERoBIEN» S OMER XOEEOH
BERITIs o tco MBI, WS, QMK BHY v
EDIEENMTEALE T, EEIEFERIEFT 10 % s
EEX T, 1982 FEin v — 7 #R LUK ZRO 1E
M%ER Lo CHILMBEEE K L, 1982 £ bRER
DER L RARRC 26l L Amphotericin B O 0% X
VRADTFHZETiobh 8L Bbhic, K&
ks &, AEOSBIMESCERCY <, Bl
FARENY vABRSEER S > T SREREE LT
X, WO FENRSED 2/3 B ED, TOMT ARLF
—NR, 7Y T bayh A, BRREET IS AL
Rico ERER & OBIFETIE, & steroid LI
PUEFRIR AR L OB BMAE e BT o hHE O BN
&L I BERT, HEBAREHF TIHLLRDIeh-
tro BEERMBEBRGIORCOWT, REXHCHEE
MRS Uil LIFEEMEM AR CHET 2 &, il
ABCTHEVTE LVCALRBD 2R THAREL, —7,
I 31} % 18 2« OLEFERIC A fc AR A DR EE
i3, Thoriikds e SFGFARETY 1,000 LITO
ExRT L0 7L, BECFKHFHME AT &
DT ENMBREC S\ THERRPEREREOE - —
HEBbhico

4) HEPFCNTAIRFIRZMY, (7r 743 VK
R THIE Lo C. albicans w3t LTidk AMPH 23,
fb> Candida ¥ XV C.neoformans & xf L TIL
Miconazole »\Fb@ENi MIC ExRL, ik C
albicans V=3t LTk AMPH & 5FC OffHBENRD
bhico —F, MAEEC>WTIE, 5FC 2g H5T
42~46 pg/ml, Miconazole 400mg # & T 0.5~2.2
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pg/ml D — 7 {ERBONT, EBE DO EBEEBECHI-T
i3, FTREROEMEENLTERTAZ EBKTT,
IhLOBRAN L VAR THS S LEbhTS,

5) BMEM~v RAH vy S BRPFEX A TREER
24770 - 7o 1L UDIT opportunistic infection & LTL
FUTRHNn% 4% (K. pneumoniae, E. coli, P.
aeruginosa, A.calcoaceticus) & C. albicans (RE¥ X
U5HER) © =y AT S REEY B L, C
albicans HMBOHE T LB LM ICERSEERE S Licl
stco Wi C. albicans DE R & H>%, carrageenan 4L
7, steroid #LFE, cyclophosphamide I %fT7g- 7
2, WIEhd av b e - ABTHRFETROHEINAARD
h, &<z cyclophosphamide Bz s\~ T HRYURB %
SR L1z cyclophosphamide SLE <= v 23 % AMPH
DR, HEECHE S B HA 7 dose response D
ErxR LS, SRE (S0pg 3 BERKE) BT
1~ 2 BRIz C.albicans BRGLISOBHERMEC X S
EERLRABTEE ~ v ANSHA DRI, KRICHRERIEH
(MDP-Lys-(L-18)) *F\Tiat Li, cyclophospha-
mide JEMLER~ v AERFER S O L B ~v 2 AMPH
BB TS THLME MDP 0B D bt
r-7n 7Y vEF L AMPH OSBRI OV ThHIRE
Lich, r-7 v 7)) vORRABRIALR I -1,

HMEAREEIBERELEPh A HEBERRCE VT, £
DEEEMNET LTV AREETIE, HEAEHEARA~E
TERBZEHVBREEELBbh, FERABEROM
A8 TS HPLC THRE Licas, SFC BRRIFABT
MR Li-owst L, AMPH BEVWEEThoTco B
hi-HEN*ET5 AMPH 0MlalBTo siE &
Bk oD BRSO H#Y T, AL Liposome i
AMPH %##ALTEED BRETLIBHEIKINT
Bh, BERIBROEXRLT W 5, FAd cyclophos-
phamide AE =¥ A THEEKD R XTL->7ch’, §E
DR TRXAEEDEIBONE» oo L L, FHEE
ERSHEIN B ERE L Bbhic,

6) Tof/tREREORARPMEDOTRAFIZOW
THEt+ % BT, cyclophosphamide I~ 2 #Bz
NEF~EREL, &0, H4EH (AMPC, CAZ+
MINO) KEHEH, PAEF L steroid PFRRF CHET L
1oh3, WO HIER ORI > MERE, AL
P, BEOSBEIZ LA LA bR ot

— M DEER DB I T, MPEEHPNiEGk Ehn D
NEESINDBERRE, AERPRRECSINIEET,
BRI RRREDET LIcBE I\ THAERIRL) D RESR
FERYUERIBRRPC R Lo LEECK T 51
FENfT bR TV B, ERICRINZHE, HEEF O

EnExhs—7, —ERETDLERFRSER Ly
BHBEBHRAONE, EHHEEET~OXME, 5
HHESERHOREREOHNERLLELEbh s,

BHER EWRRER

[ N S
KIEH L KFEFEBE ISR

bhbhOHE T B4 500 FhEV-EED FHrg
FTuWBR, F0# 60% IEMEBEEETADLAT
Who LAY, MBRERERIERBERE I~
12% T, BUHEBEE D 2~4% THRTEEREN
Pro BERENCEXRDLA, I E & D TnsE
bhic,

matched pair & F AT RER AR 46 § L FERR
B 45 Bl oW T, FBRF X & b ST THRE L, 40
B OFEAEERE, HmE & b R TR
b, FMEER 300 4rLIA, HE 1,000 ml HAks
FNDEEIIERGFE 93% xf UTRREFL 58% k
TE ot

EMBEBOMBRLRERT, REE KEE E
BEREERRRBOKE VD DIEL s Tl

HAD v v <ERBUT BRYEE 2,060+810, FERLEE
2,570+800 T, REFEDOFANEELRY LTt
AT, AT A—2—L LT IgG, IgA, IgM,
PHA ) v AE&EMARG SD, THkL, Bty
LY B, BEELIERABYHBRHLL LIS
IgG & IgM TREBHEMELR L, WIhiER
EMIC L & F » TWis, SI, T MRHEIERIHT
DEL Lo BB TIX e oo

B BH A ORI 35 0 5 THlaEK, SI ok
#, fihGIEAIR R, IR+ R RIS AR ST 8
SRCHE Liert, 3BMcErRn T, #ik10AE
DIEN 3BEL L BRBIEL feoteo Tiobb, HEAL
FHREBOFNEECAET P EYEL 5 X ) CEbh
Bok e, 3BMOMBBEPRERICELTDIh T

K, WEgomMBE7 L7 ¢ vE BEAEYAD
b, RABETIMIROT AT § VB, fikoREAE
HAEE (P<0.05) IKfETF LT\ e &T AT, Hik0R
BHE DB B HEN T M {E/c Fik & LT /NEFO I
gnostic nutritional index (PNI) 2\ HhT5e%
o, Bl PNI OBffrske fo &k & 5, KA
PNI 42 HIE S, JERHRE & ORCARERAD
Rio X1, BUEBHERLEAD > b, REkHE
Ol L FEC P AMF T PNI DEB R TH~T, LORR
FECOITIRMANES & X b, ARt dbr
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EERR Lico Ticbhb, Mikic PNI 2 40 LITFiCE
FL, ZhiEETAEATEIFERRBE VX B, LIc
BT, BREFEDOTH I IOBRRICIERBEEEOEEY
ERBE LT\ 5,

BUMEED D VIERBEOMBRYEL & O 4
4 DEAEIRBORETEYA LD T, kT S.
wureus, E. faecalis, E.coli, Klebsiella, P.aeruginosa
NEM ot D5, S.aureus, E.coli, Klebsiella,
P. aeruginosa D AEEDTF 1+ A 7 B (1 EBET 4
A7 H UEREZHSD & L) AN, WTh
DEFH LTHRBEDORBIC L » TREMICEXDD
fhotse 2O EIX, BHERESE ORI IHE
MOERX bEEM, H5VEBREAERSKEVLE
X ho X, RENBRECERINOSAHEFI HE I
htTd, FERBOEANH D, MEFROH - THE L
BRPFEDOFH LML T LI —FK Lich -1,

bhbhEEORBIBMRLL, FHERSHIXIRE

LTHAWT WA, Tibb, EEFMRICIMET VY
HEA~ =) vHl%, BEEEFHBRCIEBEARN=
Y VRSB VIE T HERE 7 = 2FIXFER LTV D,
BEPRLEME LT 3 ARl L K Tuw b, BN
9 ENLBRARRE7 = 2K O EREENEMLT, &
Wik 90% LlEMe7 = aFlEino T b, Land, K&
RRIY 10% UTEBEA LTW5B, Likd» T, EED
BEIDIFEMFREC L > TTFHRER L FIRT X
THH 5,

MBEREREOEARITFHITH B &\ Do MTRNITIX
ENBBEEL TSI SIRE, KERE, SHHEOH
EXANDBENBEETH D, R4 DRERFBRYS
B LTEM A &I Tho M F iRk 0L,
BB oA B 5\ L EKIRGE, REE, MEGRO
FILZOAT %o MEEROERIFMBEFELDODL DI
brr txEhTiliebice MBS v V) —TKI
VREEE LSV ICARNCEE LicF 2 — 7HROEED
FECEET 5, THRMLEEED BRI, Fhcko-
CET LB ERAp HREA @E T 5 ¥ T, AihHERE
DIFEAMEIT B Lieh bo BEFKFIETEGRE Y
EEL, ThorREMLYETHHEE N EFEA
S bbHA, BEBBE~OBITHEN, BIFBOLK
W OEREIRTNETH D, REMEICETIERO—
KAZD R Tigdd, bivbiudifits 3 Bk 5T
INEEL T, i, MPBRER LWL IDF
:2@*0& LT, #8TcfT7c5 bowel preparation LT
SEEBBOFEMCIINALEEL B,

BESRIE LIcB A, BRPEYERL, TOHRD
TCREEANDOFER I B, RBRICLEFE LIRS

0, ALFREORITI XL BT Ligl, HFEMHBoEL
R HEOBE X I b, TIREBRILELY H HEE
BRUHHCERTXETH5 5,

MEBREHBFIEIN D e b, BHEG ST 5
B L EMNOFHSTN 5 BDOT, BEDOKRLEH
X ioh?, LrdbBexdsBiErd zob
X 5 ieH LOWFiTEOMENE R 5,

LRI L D
BERREDAKEZD CDHME

BE2rFd

(R N i =
A BB ERAH

Z #
ABARFEFERPNRH

BERPIEDOREEIL Y A v A, HIE, BERicEnd
n, fffﬂ%‘mfb&t%ﬁ', Shigella, Salmonella, E.coli T
¥ enteroinvasive E.coli, enterotoxigenic E.coli, en-
teropathogenic E.coli, enterohemorrhagic E.coli ® 4
BENMBN T\ D, Vibrio TIXHERNSD V. chole-
rae 01, V.cholerae non-01, V. parahaemolyticus O
3w V.minicus, V. fluvialis, V. hollisae 15 &
LTHRIDFEREE LTEBIh TV %, Yersinia i
TEEH HH Y. pseudotuberculosis & Y. enterocolitica
D2EENTHREBRL DY, BREWCLIENHSEL,
Campylobacter I BEEAI TH L MBEE OF\ T FIE
DERET, TDIFEA LD Cjejuni THDH, FIT
C.coli, C. fetus D= b b5, TDfthTix C. perfrin-
gens, P.shigelloides, A.hydrophila iz & T THIAH
B35, Cdifficile DBEFRC L > TRIET 5 BEEX
B ER TLIebRWTREETH 5o

S DLBHBEIC X 5 T FIHE DB —F O T HIE
HBRELALHOPRANBEEINRTOIH AL TH 5
25, BBERYIEC KT ALERE OB ARG MEEY
HETRAERXBRET S L TH D, T2 TERMUM
LEABHERA Y e MRS LIcEE, BRAREE R E D
I3 EBHTHENCOWT, FRMLBOREEEC
WTHBRTW ek &, BERAD DERA LNEDBE
RPEEELR IR L, BERBEDRLEE LV
RIS ORI, # LUWABRIEF OFFE, £ LTH
BORMBEARECOVWTHALTWREKE, 40D
BRI I BEFTDRBITEIL T,
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E® 1 BEAHEERCOLT
EH - &
I B KFEFHIREIEERREZE

ABHAETS &, ML BEHOBERYIT, K
B, S0l LB DRI W AWAIBENIEE
LTK %o EABOBBMIL, HEFE»HIXKBE, En-
terococci, Lactobacilli, Clostridia, Staphylococci, 7%
EMNBBL, FoERT 100/g Thr, T0HE, B
FLEBEBTRIC 7 4 AENEFRAMEEDREA LY
Ed B, ALHEERTE, BARBERLIABFCET 4
ZXAENBRESEE LTHERATAZ EMHVD, E7 ¢
XAENBRE IS h WA R A bR D, BIRFEAIRC
s, ALRBRTIRAORE L RFECKEE, En-
terococci 7o & DIFZHBEOER S\ & TH B,

—F, B A DI TIL Bacteroides spp., Eubacteria,
Peptostreptococci 75 & DEFREEIIRESHE T, ME
Bur 1007 1M/g ikl & h, % o0 flh Clostridia, Bi-
fidobacteria 7z ¥ ME BRI hD, LA L, ABHE,
Streptococci, Lactobacilli, o &
105-7/g EHEhBABETH D, MADHEFEHMER
BEEORBEREC XY RAN, ThZhoBEick
Bl BEEVEFHCHERIR TV,

BRMEEEIEECY LT, 1) Ak, 2) 5EH,
F IV 3) FEMOED TFE LIS TR REL
Twb, HRAKTREZ $ VAR, Hit, BRI, ERYE
|, BRI EEEDRBEMRORE RS - T 5,
BEHTIBAREER, MEEROEEL, REVWHEOELE
mERI D, TH, B, REESE FEEE DiRE
{t, BME, % BHCREERE, RS CBEEL
T\bo —F, JREM TIX, Compromised host @ B
BRPOFERE L LTEALERLL > TV 5, HED
DREHETIE, BAMEED > bORBELEMALARMRK
BOFRRBE LD LIBDTHTH S, KIGHE B.
Sragilis ZEGPFEDFER LI AHEDEVHEETH DA,
IERMEHOBBEON T, BEIRLTE |
W R Y, TOMERL 1008 TREBEED 1/
1,000 AT &levo —77, REHETHHLE7 4 X
AW, B.vulgatus 1t EVIEPFE DR IN D Z LikE
Tl 2D X5 IBEER, S aureus, C. albicans 15 &
D4 { @ Opportunistic pathogens {22\ T [[HE B,
BEBBRTHI ENTE D,

TEOFNIHL DILFEREOHBIEFORREICE
L<EB LI, XORER, IVAVWHEARNIFT
L, XOBGCHES, XhERINTEYRTERL
PIE IR Tt i, ThbDRAIRHEARL LICER

Staphylococci

FLBRIhTEL ChLDBENCER ORI L2
BEDHBNMEE~NOYEXEETHZ L TEh,
ERofEE REZRLECIVBAMERCSL 58
BRE LI RIe-> T2, BHBTOECT ¢ / Bl
FREHOIFE RS, BREE#EOCET I\,
EORETREFIHECE LWEAER D, FHLLF)
Ty 4 7Y VRERTE, KEREDHIZX B hih,
oo 7Y v E=A v TRHIHEE, % 1C Bacteroide
Spp., Peptostreptococcus spp. DEPEHE LSED L1
2, KRBT Enterobacteriaceae O RENMMEET
»-10 AMPC, ABPC o & 1 ¥ 5 Tix Bacteroides
spp. W E B X & 5 hig drotc A, Lactobacilli #
Streptococci, Enterococci DA & i, 7THE
BRA LA T v F v OEE) G EFIIEE Shigh,
fens, EFIRA I BEE,SEFENIZSE B O f-Lacta
mase AR I, EFERN D B-Lactamase (L EAME
HREWRLT% R BB ETHS Bacteroides 0 §-
Lactamase FE&AHRIC X %, L 7= H3- T, Bacteroides
spp. @ B-Lactamase &S CHIKSEI D AMPC
% ABPC %, BB THMINDLDLELLRS,
€7 = & FNC X B IGHHEEADREN, Bacteroides
spp. DFEHT % p-Lactamase ¥t 5 LEN, &nH
LIEFEDA], EHFI TREHBHED RE IR & FEel
FFTarz Ly, R=v ) VHILAKETH S,

WHE, EERERR G X ) RET HBEEEL T
FiiED FRE & LT C. difficile & FDEEINEHLL
TWh, BB K TR, D 90~100% o fEfis
C.difficile \= X %7, HBEAIC X % TFHIETE, 20~
30% H C.difficile \Z X %H%, T0~80% DIEM TikEL
FRERM A B2 T\ i EFEOTHREELL
T C. perfringens type A, C,E, C.spiroforme HiEBE
N T &1, C. perfringens type A |3, Enterotoxin tff
falEE B FENAk TRPEORAER & 2R 5 HEM
BEOERIC X 5, C. perfringens type C i3, HIfEE
BEEERRIC X 5, C. perfringens type E i3, [-toxink
X %o C.spiroforme \x, C.perfringens type E 0 F
toxin BEDBRAYELE LT THXEZTLDLELS
ThBOMEHERACTHOBR, REEREAFE
LTk b, {L¥REFIRS CHAMEREDYEL
PEEBR TREME LCTRRRTL0LELL

K 2 BE PRI RE OERIRE

PR B 2 55— PO

R L - THRIERIG OB, —Raycieditf
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Eth EREEEEELIDND, REPLERL DD K
§, HW-EREERIDEBKES - lak LOSW -
U ER L hich BILEIA TR LT EE2 bR
Yo

BAOHELENDEEEIT = A2 — F 1HEICHEYS L
FOERETHEREMER S OH Y = —1kHLEh, EED
Pt ) T —RHBIhBFNRES, ToFobhT
PO DIEEDOKEZIDLDLEDT, FREERD »
=¥ CHEACBATAZ @GR TS, £ LT
HERNT=I/Rr7 >—2, V) vAREREUHAORKT L -
B IR e » R Y vAFR"DH 5 WIEFIIRA
DLWTFhMCABZ LIXBEZHTHBEIND,

Lizhis T, HILELE U TORBFLAED 2 H = X A
3, FhYXKERFTED X ITABEh, FilRicA-
A DIEFT, Vv RBRTASTCL OMBEBEY v 28
TEDIO SR T e AZINDEPMABT LT L > THL,N
LB THA D A vHEUY AT, BELOHREY
Mz T, DA OWTHEES L\,

L FFRRRRES LOSEEREBILENE U X
SIHEE LTV B FIRRAOTRBEHTREIFADO =7 =
7y —CTHLIBRRABC X » THIZEAN B, TOEK
RED=r7r7 > —CDTRIDE, ABEIRIIE
R AR s> TABSh B, ¥, Fred
HORBIEEREIE LTV AEEE LT, PRk - X1E
By v 0% USFESE CRIBAMECK T 5 it
BiEN LR T BT hES, HE»HOHREDORARFT
BEEARB LT, FRERH THEZDO X 5 BRI
Abhicvy, ¥t PARATE LcREBEA KL X
S TABEh, HkEEDEEEIBIEEh TV 5,

2. HERFTORKICE T - v/ REE K
BRZRALICHFII =27 r 7 » — U EICAE IR
AL ZARDO TR OB ORIRME LG T 5, Eik
fEE¥hicohs ) v ABRIBER Y v fi-lRE->25F
PHHELEBBEICE > T B, Thih— 3 v/ EFA
TWb, ZDh— 3 v 27X, V)V VAREHOT 77 %
=&Y VoSBT M A A 3 B I o PY B HE R
BIROWEMIED Y £ 7 2 —p3i—FTHZ LT L » TR
EZINTW3, Thbb, D777 2—-L)tT %
“RIEBERE L HHLDLEELZ LR TV S,

3. RERELeHRE  HILEMCIEUEL N
thadhed, R fidrimi Ihinnc &
RBBo Tibd, R TORBILGEIRRINTWS
L 2N ORBIGENFERIR TV VWD THD, &
SRR, BFTREDLMARIL LT AHDh, H5 W
PEMERIEDRII LTV 548, £t REilElSh,
TREIMH IR TN DOWTRNTHES S0 A

FRBORDIEEILY v AKD K — I v 72X » TR
ThTw3l, BENRCNTARELEIRTTL Y
TV =TI THHEIZZT T2 &b T
W5,

RAFRED > bEEoT hit, JETHEAEI AL
IgA 0 2B FWRF SC) »iEF L wH
IgA 285 TW52%, ZHUEMLEARE, ek, o
fEHIEB S h b, '

4., A= BAIREAEL, M= LiR~DY v
RERD K — § v 7 EA AR MR O M ABfa SR E
DEBER) 72—l > THEINR TV 5, EHEH
Dh— IV I TR ~AA—TOHF R TV o —TX
D&V, FLERMCE > T IgM 2% -7y v Bk
IgA %L DB~ T B2 L bR TVwb, bV ¥
FMER T~y ARIEZEANC T4 I v 7LD b T
X, S =ARTOHBEESR, Bk E LR
Bbhb, 2hid+7 v, +—THAFNLTEY, oh
CEoT, REEESSLVIERLLTERShS,

5. RAFRETLY v, vy —3EE: AEEEAR
Fiext3 5 B8 Ot MR EOFE ICIIBE CHE
HDBHBY TV —ROMELLETHY, 7y
F—DNEFECIEHTAZ Ll - TREKHRFEC X7
VAF =B h T 5,

6. EoHFEIBRE: —EROCIE VETHH
i, BFTRERDOHRIEILL, &HHEREIRIL LISV
L2 HMRBENHIIT B0, KBEOWREXHRET 5H
VEYRERETHZ LTI > TTHbD, ¥, E.coli
D=vFetFo i, EEARFOOLENRETS
LW IgA DHWHERTAHZ EXHON TV 5,

7. MAIIEOWT: A = AREEY )V v EED
MAREAE R EET DA, T HILERERIG &1
BIEMM L EE L BT WD, T, MAKIIHIFR
TR LEELTWHT b b B,

8. JEERAVRYLEIM : BEANMERY T M =11k
D=rr7-—UhHEML, ZREREHEIET 5, ME
RRYT X o THIRREESLEME (123 7k vigd) ok
LT IgA Hifsr T %,

9. HEBROBKE : MEOHWHHEML, 1gCG HikD
PEAE L UWHHEINT B,

10. REARIERT A= 7ae7 »—v 4 IgA [E
B IOUE 1gG MEERFE S RBEALETIE, RET L
SERNEELTVTY, MEF v 7Y TEIRRLRT
W END DB, TDIXIKEFITEIT IR 7 » - UM%
DBFCEET BT EMRBEIN TV S,

Fh e BLECKT BREMERLEREOFTY
Etafteb D EEX BN D, HFE, )V VARDOK— IV
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7, IgM bearing cell 75 IgA bearing cell ~D%
I, “A=AFWTOY T vy — THIEORMRETD
B EDEONTIE D OOB Do

K 1 ABERCRST2BERRE

AHEE &R T
ZEBHIEMRRE

BERREORRE LT, Ml vIrA ER F
Bl EHHTbRB, & ORMBEK X BRIERD
BTRLEEBT 5, SEREERRREERS, 0
HET X DB ERPECS VTN %,

BOR CRARMERE U &35 BERTREHER L
B, Thicf- TF Ly 2B ME 5 ERRE ORR
BELTEHTHIOTCKRT

1. BRECESR

ALK BERPEORREOER ¥ D o b DI,
Salmonella, Vibrio parahaemolyticus, enteropathoge-
nic Escherichia coli(EPEC) Th b, *iz, BT Sta-
phylococcus aureus, Clostridium perfringens, KT
Bacillus cereus Th -1z, L LEERIN L Campylo-
bacter jejunifcoli (C.jejunifcoli), Yersinia enterocoli-
tica, enterotoxigenic Escherichia coli 7z ¥ D% L\ 2
B X 5 FRHEEA SV 2 THb R, e A3 C
jejunifcoli \= X BB RIIBICIEA Y, MEKB RO
HEOBEMETRTHThb, Bicihbi Lbicsl
B#H LWTHIEOERBENRHE NI, ThHDHEIRX
BEROERMRBECOWT TEHEAEOh, 1982 &£
3B EELBIEFHAERREIC X » T, C. jejunifcoli %
SUTED SHEAFLCAFEORRAE L LTIHLL
i,

Vibrio cholerae non-01
Vibrio minicus
Campylobacter jejunicoli
Yersinia enterocolitica
Aeromonas hydrophila
Aeromonas sobria
Plesiomonas shigelloides
Vibrio fluvialis

SEEEE L2

Salmonella, Vibrio parahaemolyticus, EPEC, C.
Jejunifcoli 1 X DRI ETDE X FOEBIT L BB KL
AZiE B, L LZhEADOKET OEBICOWTIL
HRREDRFBEE L ENORRCHEEI NI HEY
B &, BT TREOCHAIIERE LRET HITIL
HEAET 5, iz ¥ i1 D LSk D Pseudomonas,

MNONSNCNCNCNONCNS)

Citrobacter, Enterobacter, Serratia 1g &b FTHUEDR
RE L7852, EbCREREBELRDDLI Lkt
Wo

3. AEBERAE (REMERSRTTRLSER)

14 {EHIRBRCABE LIcBE D 1981~1984 F 4 Eg
T, FAEERE TRIESRS OF B B & Bk Sa
monella K35 b % < 4/ 160 FILL ESREI T3, %
T C.jejunifcoli H' Salmonella VZTEEL LT 150~170
BINEER W T\~ 5, KT Vibrio parahaemolyticus,
EPEC DJEE I » T\ bo BiaHiT Klebsiella oxytoca
MAEFELSH EIRTWA D, HMlEvEE g
&, FESMEERCREBINRDZ LBV B TH
bo = DEXER penicillin RIABHAEHE OHEHi
FRINHZ LOSVHIEB L TE S, BEEEXL
BN CBERELE OV ABARERYRICT 510k
FELLBIOBFCLBLDEEL LR TS, AF0
BEREEEELHA IR TV ICDITRREE LR
e LTwighy

4. HEHATEBOREBRFLES

Salmonella, Yersinia, C. jejunifcoli, % LT—Hn
EPEC 7¢ K3 KM D FEIE b B MBI PI i R AERE L THE
MR L, BROCREBELOLE AL D,

enterotoxigenic Escherichia coli TIX/NEHNTHERE

DREIZ enterotoxin HFEL L CKETHRERRC T
BRMEORDNDZ Lidd e,

Staphylococcus aureus (LRGP THFERIEEZL
7c enterotoxin DIEFUC X h KEBELXE L, RHiht
hHZbhigg

U EDREBFYE X e T, REIERES #
RIAR, R (BlxE, MBeksi%esT LT TREDRRL
b, REOEME) ik wEE L TABORREORHR
DFTB, L LIEESWILS ¥ THEOMEH
BREX FiciThidisbiny,

5. BERIECIER (RAHETLERD

Salmonella, C.jejunijcoli = X %5 DEBERITY
FThasaCbEBTHY, il EoRERI FCE
ZbhTuwB,

6. FWREHOEMI N (AFESERD

1984 £ OFFREF OEMH ML, Salmonella T
~AREOYRICIE S %<, C.jejunifcoli TERHEME
BEBTEL, RARSIEMAH SR T 5,

7. FREOE « OEFICAT BTHIE (RHES

j2¢2))

Salmonella Tz EM-LCM 1= 70% I\ EO#ET
» b, Vibrio parahaemolyticus Gt ABPC, AMPG,
EM, LCM /g Xic 70~100% & 2 REfitts Chbo AR
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penicillin W TR HEEME T » 5, EPEC
i3 LCM & 100% Wit T & v, C.jejunijcoli Tix
CEZ 1= 96.5%, CL i 56.5% OWEETH 5,

8. BERYIEDEE
BAERPE TR B RERBERE O THK
BEREREDO—BEBTHERET2BE1 D5, Ll
Zem, M, BMER LS OBEECHEIMER¥HBE L
THE®T50
Salmonella T AMPC, ST, PPA, FOM /s X D5
BREURTRTERNYEATIH 2.0g %7 HREIOHFE
TR0, ¥REE CRAEL, BARFER BR,
BAREOBE, HEWIEHLBREN TR b T W
bo

Vibrio parahaemolyticus TiXiZ & A & FHERE THE
fT %, EREGITX PPA, NA /cX%1H 2.0g5 H
E#RE5T %5, ¥ TC, MINO /e & b {EHT 5,
C.jejunifcoli % EM 2E—BIRFE LTHVOA,
Z iz FOM, PPA, KM &L HAVbh 5,

IS E R 37 2 7o RN b It 1 3 D QR S D)
HEEBOREN B LN TH LB LERTETH
50, RO LWHE TR N & 5 K BERA
B BRI, ERcEEE2 6L, BREZEEL
THEEX TR DL BV ERB 5,

(1) FHLOERABEF O

T AE -
KBRS B LU B

HAEHBECRbAILEREFR E LTH LV AN HE
&, B new quinolones HIER Ih, FRERYEE
X3 HEREHEAE X D22 Hh %o ThOHFERNE
Flo 5 b, B (k- )ik Lic Ofloxacin (DL-8280),
Enoxacin (AT-2260), Norfloxacin (AM-715), Cipro-
floxacin (BAY o 9867) o 4 %= 2\ THERIIE
HTEREERA T AMAIEMIROLENES TS
5 [REMB AT LS| #RECTIbh TV 5,

BIZFE o\ Tik open study /bW EEHRAR
ZEBIRT L, BERRPECHIGT 2EF & LTHR
RE->TWbH, D% open study ##HT LTHEXE
BLfT75w, BE_EERABRSETH TH 5o

(1) Thb4# &S TRIBMEOREMECERL <,
POED THRCHE A EE SRR CIEB S hic,

(2) 4% @ open study »RT LB, *DEK
Fili CoBEBEZHR, MERRIERZIE, FHREC X HHEH
EOBRE) RUFILTE Lovte, EHIECH L B4
EBIBUIAET46] BliciE Lic, RHEFEIEIES Shigella,

Vibrio parahaemolyticus, enteropathogenic E. coli {2 %f
LT 1009 WE VBB &80, BHE LIz & A K50
Tehsotehs, Salmonella |§, Campylobacter jejunifcoli
Za L TR ECHBFESER LB ohichr ot %
fc Plesiomonas, Aeromonas, Vibrio fluvialis 1z ¥ D5
PRSP B R b D T O HFERRIE 7R L1,
o, NEBKERZDRD 100% 128, FREIISE
LD THL, Salmonella #ipi7 3 MIEME T #ic
B THRLER L HE S h,

(3) EIfFAREE BRREZFEOHBREL MO
TEMBA L RERL, ECENERS hichREES
CHTHEIRIGI AR, TR RBE YR ich -
<o

(4) —EEHRABRIHT LTV 5 Ofloxacin, Eno-
xacin @ 2 #)13 PPA N THEEL-Es R 24E
BTAHEIEOMCEN, ZOBEMIFFERRETE
BHTH-T

(5) SHROBEE LTREAMNEFLC TR T
WD ESF|D clinical trial iwif L ZIXBIRICOHE, &
A#E L ORKFHEO LB/ L, S icEERRFIE
FhTuwb,

(2) REEEXD16

B oK B =
LHETEEERAH

PAFIR 5 E# R L, Vancomycin (VCM) o
BofEC XV BIR UCBENEE O 1 flxRE Lic,

FEGI : T85%, ko T3 : HiMI(E, BUREE : IMIEER
BIEEDTIHEIE DT, BEXRBERTH-TCLTAH, B
158 £9 A 15 BOAREE L Uhids &L 7s b, Cefazolin
(CEZ) 4g/H 16 HfE], Cefoperazone (CPZ) 3g/H 3
Hfs, Ticarcillin(TIPC) 10g/8 12 BRI{EM, L
L 10 A 17 BX viiER %L, 10 A 26 B X
DREBHGHIEL, 10 H30H LY 183~ 4EDOKME
X L, BREME T B M B $7 16,800/mm?, K
3.4mEq/l, BUN 48mg/dl ThH -7, 10 A 31 HAH
PRERER O EEEXRT L, ERMEILET
ZER, 5HmtET, BEEDOBEREE EREL,
oA SR MBS SR, NS BENEE % &
W Ltc, [FBIFE EE % T E faecalis (¥, E.coli
(4D, P.mirabilis (V¥ it S h, # K5 #E T
Clostridium difficile »s 10° {#/g LE&E IR, 77 v
PAA LTy 43 X 0 Cdifficile 57 SFEH
hico X 11 A1 B XY VEM 1. 5g/BD&ERES
wBAMA, H5 2 B BQIMmImIEY L, MAGEL S
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Hbh, 8 ARIOEFERICX W MEILEE, KIBABER
BB L, SBEEhic C. difficile o5+ 2 2 BHE
#lo MIC i3, RfFlicERAIN7 CEZ 25pg/ml, CPZ
50 pg/ml, TIPC 12.5pg/ml &\ PN BEZHIVEL,
BECA G VEM @ MIC & 3.13pg/ml TH b, +
@ fi Rifampicin<£0. 2 pg/ml, Metronidazole, Tetra-
cycline % 0.39 ug/ml L RREZMMRIFTH - 70

BB R ITAERREPICRIET B2 E235 00,
FERA TR AEFEREFIE 14 BEICRE L, B
DWAERBERC L Y IERMEECLE B X 7L, Eilk
FOBEMDORIIC X Y RTEH B U TR Lic LiEE
Ihis,

BB 2 DA # 1%, 1) VCM %71t Metronida-
zole, 2) Cholestylamine, 3) FLEAEEHLFI, 4) BITHH
e VAl 5) MEHEXII HFHAI L O E 1T
bhTwad, BEROHFE I, VCM oFnirsErngd
BREEL LR BN, VCM BREEICER LIEGOH
EbAhbh, TR REBBRENLETSH S,

BRIK 2 NEBHEEC ST S 2
B B R
N S
RERKRFEE SR

NROTHFHE XD EREFICR O TEH KR T, BE
HEBRIE T HIAE © #2 2¢8ic Campylobacter jejuni (C. je-
Juni) DEDZEIGHEL LY, BERE THFEOHEHA
BELQRIL > EEAZ LR TV B,

ZIT, VALAL LOEEERR R, MEET
RECOWTHREOBIR LHEARE, BHE, MhE
ORBIc &>\ THEH T2 BN T, RABEFICHER
DEROEREARAY, THFGKAN EEE KRE
ETORES LU BHEROBIRM B O FRHI T 4 e
EDRHBAME P OIClBRBH, —H/PNRE LURAD
MEERF, v 235 BBACHERA YRS LIcSs
DEFEHME # OEBAEIC O TH N5,

JiEki% 1985 &£ 6 Ahb 10 A% TD 52 ARIICYA
FRBT L TR OREHER LOBIEE O/ NBEIC TR %
ERELTKRBELILOEN D 15 B E TONRESE L
U QTR THECREL, Cary-Blair £5it1 T #f%
L, EFEOHBEEIBE LT -7 Il ERL
reted, FEEEBILEM LT\,

FWE 25 AN 14 BT, 1~58 57% LB
Y&, ROTLRKR 23% C, RAEIEHERIT
REDI ot BRKIT 3:2 TBRIRMS -1,

5H AR OMEIR 2 B BT B Bud C.jejuni 57 {3,

C.coli 1 fj| 3t 58 | 12.8% T, %W C.jejuni &
Ce R Salmonella DR LRGN FiH - 12o B BIFEMIEL
%6, 7, 10 Fix 12~26 fITH B 2, 8, 9 Birth
EFN L5 Gl ESER BRI D D1, ERO—D
ELT, ZRBELDHE TEZE LTV 5701, Cary-
Blair ##ithp /b RIR T iRIC IS » P2 ATREMEAS B Do Sal-
monella sp. 17 | 3.8%, %A 1~7fkHEh, V.
parahaemolyticus \ 23 5| TH BN, 7T~9 Bi2%& 114,
Biletti 373 i 82.7% TH o710

BEPRACIR TlX, B Campylobacter, Salmonella,
V. parahaemolyticus, BERetEGlD4 ~ 67, 100, 2/3,
48%, THILL0IT, MmFIX4 4 43,77,0,28%, fafaix
2EARMHERT, &~ 57,100,3/3,58%, MEHIL4 &
7,35, 3/3, 17%;, WHi% ~ 16, 6, 0/3, 18% T, Sal-
monella DIEFRZEEFRIER A RN, #EEDHKHA
RO X BEERL, 433 ] 96% H»EET, &
FECI L Tehs » 7es

1 BOBRSMHIR T 37.4°C L TFAi% ~ 33, 0, 1/3,
52%, 39.1°C LI ki34 ~ 5,35,0,9% T Salmonella iz
@ %<, 37.5°C LU EDRBD S -1 238 floFE
L 5 BEAAS &« 77,59, 2/2, 72%, 6~10 Bl
% 5,35,0,6% T, R Salmonella \=FEHBRINE
K Abhte,

1 BRE THERTE, 4ELLTI &4 34,603,
51%, 5~10 [Eix& 4« 57,41,3/3,41%, 11~20 @34
% 7,47,0/3,7% T Salmonella \ZFHIEIHA L 25
i, THIAENL 5 A LA % « 38,13,2/3,64%, 6~
10 Hix% « 46,44,1/3,18%, 11 ALL L% « 16,44,
0/3,18% T, Salmonella ‘= FHIFRINEL A bhtc,

B KERD & 4 64,77,2/3,58%, JRIRI% & « 26,
18,1/3,35%, BK[E(X%& = 11,6,0/3,12%, fRHIEEYIL
Campylobacter (XM EH,G—FEL L, K\ THHLEE,
MPEEMONET, Salmonella \ 3 sMEI—FLE L, i
TMEES, MEEMT, HEBOLEN1HFAL R i,
V. parahaemolyticus (X ¥5¥g B2 2 B, BEISYEIIKEM
fE LGRS RIK TS, KRV CIKER T, B
LR RCENCY (N

Campylobacter }54s DZBDOATET, 10 HLL EZ:8
BHICHEAERG 16 FILIFHERMN 8 HIL T, FEIE
w, EHEEABR IORARILERTA L, BB, BE T
FITK LT MEAERGAIO A A FH 1 ~2 BEH LT
WaHD, BEEREL, BHEABHCIEERGINTY
1.7 BEMIN T8, AEELL» -, BEHEER
BIXfE &b 9.5 JRH TH -1,

Salmonella Ff5 453t U TXHTERIFEMF B Gl A e
{, KRR DIBULTE I 1o, HIEFIOMEYE
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R % S B OIS &B%E 9 FHOEF LN o 64 I
FItan L, FEAEAATINEN 4%, BHE
26%, RFHEEHEEY 18% T, FEROAZbLTII2HT
55BN, 2OHERL TV %,

DEFEOEARTE XL ¥ REFLF EE, IV
FOM-MIC RIE/NERESRE-T, 15 FEH (ABPC,
AMPC, CEX, CCL, EM, MDM, LCM, GM, KM,
FOM, TC, MINO, NA, PA, PPA) i oWTHIEL
Foo BEMEEE Y C.jejuni T 108 CFU/ml, fhoBE 108
CFU/ml T, C.jejuni 25 ¥k Tix MIC o — 7fE 1k
GM, EM, MDM, KM, NA, PA, FOM, AMPC o
JEw= X ¢, CCL % 12.5pg/ml, CEX 100 gg/ml Ll L
T, EM T1#k 12.5pg/ml Hihbhic, 4E 5 BED
Salmonella sp. 17 B HZERHFED 12 Exmzic 29
o MIC ov—7{Eix GM, CCL, AMPC, ABPC,
FOM, PPA OJEIC X7 7o V. parahaemolyticus 4 £
X FOM, GM, MINO, NA, KM ODJEIC Xh»To

EBLRT % OWMEF O (EARALENFIBT A 5 &,
Campylobacter sp. 58 T3, FELRIAR{ERIL 83%
<, {#AFcik CEX, CCL, EM »{FH&h, kEE#
DREAGIL 38% T, FEAFITIE EM, FOM, KM,
CCL s EMNBIRI T W5, Salmonella sp. 17 fI Tk
KERRIREAGIL 24% T, FAMTIE KM, FOM A
%< BRI N T B, V. parahaemolyticus 3 T, 3
Bl & & RBERTRER T, FKBEtk 1 GIKREM, 261 FOM
HEEZIh TV 5, HEEMEGITIKBRRTOPIEAIRER
B 83% T, oGtk LT, EEERIOHEFIERSF
MEBLET VI o T,

Wi S.sonnei X BHMEERFOREREED 1K
9 AH R KM 50mg/kg, 5 BREEREGLIGIE, [
o 4B NA 59mg/kg, 5 HRERGHRELL
7oflic FOM 194mg/kg, 5 B GC XL HE L ic
B, S.typhimurium = X% 10 g6 B &R FOM
97 mg/kg, 14 ARSI HEBELICOIE 2512 A
#Z Rz FOM 208 mg/kg, 14 B 5% 7 B THEELC
BIOFEERMEFEOERPIZEILIT OV TEN, HAFT
3 45 BBHD S.somnei 1T X % A0 EE M RFIIC PPA
2g/B, 5 BEESIC X HHE LcBlE 56 gHiED S.
typhimurium X 5B PA 2¢g/H, 5AMES
THHEE Lic\ R B 5 oo ZE 0T MBS # D RS ZE 1L
DTl T,

(1) HLERTRREE

BB B X
KERERKZENEH

FAER T THRECE, ERIVBREYANE LIy
EMBEOERCIBTENTER LS V. VL EX TR
SEGARMARKEEEETHD, BEAMROME 2
LIHLERSEBER JOMOBRMERECEL L
% pB-lactamase & FiAEWERRZH & ORI RERE
CEEYEZ B LIZKEVWEE X D,

R23T TR, “hbORMBEYELNCTHRbE,
AR LTHFRREA, &1 ONESNE OF T
W AHBELRE L, FHRAD v X FTHE Fos
fomycin (FOM) M EFIZ/ER L, READELHEHRTS
ERELHIRLTWD, SE, ZhbOBERRES
%, BRAE X VBREDHREOBE, ThORRLER
o B-lactamase & DEIFRITD W THRNI,

fh oW E (R Fosfomycin % {#H LIB4,
BRERIX 69% & Fosfomycin %{EM L TR H40
48% THNRED oo & LI B-lactamase RED,
E 3RO+ 7 = 2FIC5| &HEE Fosfomycin Z{ERL
BTG IFIE 100% DBREEHRR Ll

BEIEMBETHEI R LER TEO fHacta
mase EEAEY 1977 4~1982 £ ¥ T 20% AThot
7%, 1983 4£~1985 4Ei% 51.6% &N Liz, £MEH4
MERRS M & B-lactamase EEAE & OBAGREA 5 L,
ABPC 100 pg/ml Ll EOfHEEE 27 #h 23 #(E%)
iz B-lactamase EEMNH BN, —F, pB-lactamase &
EMMMIL I Nt &2 L% D Cefmetazone, L
tamoxef, Ceftizoxime 7¢ & Ci% B-lactamase EAH T
&V MIC #7R L1,

DEnz Xy, HREAWEHEEHT placam
ase WX DRIELS N B & LA BETE, EFELE
D B-lactamase 4k L, EikkE{D p-lactamase EE
CoWT R B &, 51 flo¥kFED f-lactamase #ELET
5L 0 27 ] (53%) wabh, 0 27 Fip e
* 5 LA OIBAMEIC X B p-lactamase EAEL, FIE
%5 BfhA p-lactamase wEEA£E Y, HELHEPCF
lactamase ¥ % 14 ] (51.9%) THhoTo



