THE TOURIST
Perpetual Succour Hospital
Interhospital Conference
August 29, 2012

DR.BONTOL
Our objectives for tonights conference are:
•To present a case of Primary Pulmonary Coccidioidomycosis
•To discuss the incidence, epidemiology, etiology and pathophysiology of Coccidioidomycosis
•To differentiate Coccidioidomycosis from endemic Pulmonary Tuberculosis
•To discuss the current data on diagnosis and treatment of Coccidioidomycosis
The journey of the patient starts when a 53 year old filipino woman physician complained of chronic
cough and weight loss. She is an asthmatic since childhood well controlled by Salmeterol/ Fluticasone
Inhaler. She was hypothyroid 2 years ago maintained on Levothyroxine and is presently euthyroid. She
has no known heredofamilial disease and is not hypertensive nor diabetic. She claims to be allergic to
crustaceans. She maintains a healthy lifestyle and has never been hospitalized.
Her present ordeal started approximately 3 weeks PTA, when she was alarmed that she had sudden
weight loss of about 3 kilograms in three weeks without any change in appetite or diet. At this time, she
had also been having intermittent bouts of non-productive cough. This prompted her to seek admission to
shed some light into her dilemma.
On admission, she was afebrile and her other vital signs were normal. Her physical examination was
unremarkable except for skin findings of erythematous non-pruritic maculopapular rashes and extremity
findings of bilateral non-pitting edema. Her laboratory results were also normal except for an elevated
ESR and eosinophilia on CBC. The Chest Xray proved to be significant showing a slightly lobulated and
irregular mass-like lesion in the posterior segment of the right upper lobe approximately 2.6 x 4.0 cm in
size. Knowing that the patient is a pulmonologist exposed to many Tuberculosis cases, our primary
consideration was Pulmonary tuberculosis. To further investigate on the mass-like lesion on the chest
radiograph, she was advised to undergo a plain and contrast CT scan but due to fear of contrast induced
anaphylaxis, she decided to get just a plain chest CT scan. It revealed a small focal consolidation in the
posterior segment of the right upper lobe about 3.9 x 3.8 x 2.5 cm with small satellite nodules and

scattered nodules in the periphery of both lungs. Also noted were enlarged mediastinal lymph nodes.
Although our primary impression was still Pulmonary Tuberculosis, the CT scan results necessitates that
a possible pulmonary malignancy should be ruled out. The patient’s husband, who happens to be a
ThoracoCardiovascular surgeon, suggested to take a lung biopsy to shed some light into her condition.
She vehemently rejected his offer.
She was discharged after a day and given take home medications of 4 tablets of quadruple anti-TB
therapy. Due to doubts regarding the diagnosis, she ignored her discharge medications. She was also
terrified of swallowing many tablets and its potential adverse effects. When her collegues knew about her
condition they argued to resume her anti-TB treatment.
She sought for a second opinion from her friend in California, USA who is an infectious disease
consultant. She admitted to having chronic cough, weight loss and a pulmonary mass on chest Xray and
CT scan. She told him that she was hesitant to start anti-TB therapy and that she has been having nonresolving swollen ankles for a few weeks. Her friend started to ask questions regarding her history. He
asked about any flu-like illness noted in the past or any history of travel. It dawned on her that she had
recently visited Bakersfiled, California for a 10 day vacation. She visited many of the tourist attractions in
California, went jogging during the early morning and had frequent walks at night near a construction site.
At that time, it was sunny and dry in California. A few weeks after her return from the U.S., she developed
high grade fever with partial relief after taking an anti-pyretic. She also remembers having severe
myalgias and bilateral tender calves. After a few days, she then noted erythematous, non-pruritic
maculopapular rashes on both lower extremities. A week after onset of her symptoms, she complained of
non-productive cough with persistence of her fever, rash and myalgia. She relayed her symptoms to an
Infectious Disease specialist during her daily hospital rounds and was diagnosed with a viral infection.
Her condition improved with persistence only of non-productive cough and gradual onset of ankle
swelling.
After providing these details, her friend was quick to reply.
“That is a textbook case of Valley Fever”
“What??? Valley Fever?” she replied. “Yes, Coccidioidomycosis”
The patient was shocked. “How could I have Valley Fever?”
Coccidioidomycosis is endemic in Bakersfield, California and it manifests after about a month of
incubation period. Valley fever presents as a flu-like illness with rashes, myalgia, arthralgia, weight loss
and cough. Radiographic findings are nonspecific and appear close to pulmonary Tuberculosis and
pulmonary malignancies. She was convinced.

Patient was then started on Anti-fungal treatment using Fluconazole 400mg OD. Her cough and ankle
swelling resolved afer a week of treatment.
We were taught that history and physical examination comprise 80% of our diagnosis and that no
laboratory result can replace a complete and thorough history and physical examination. Dr. Gwendolyn
Pepito will enlighten us on how this disease came about.

DR.PEPITO

Let’s travel to Argentina, a country in South America which is the eighth-largest country in the
world by land area and the largest among Spanish-speaking nations. Its capital, the autonomous city of
Buenos Aires is regarded as the "Paris of South America”, which offers elegant architecture, exquisite
cuisine, a legendary nightlife, and fashionable shopping.It is a historical city since the first case of
Coccidioidomycosis was first described in 1892by Dr. Alejandro Posadas who was then a medical intern.
He described a 36-year-old soldier who had experienced a dermatologic problem since 1889.He
saw the patient, who had a large purple, fungal-like mass covering much of his rightcheek, several
ulcerative vegetations on his nose, oneon his arm resembling a cauliflower, and many papuleson his
extremities and trunk. Posadas thought that thepatient had mycosis fungoides. These are pictures ofskin
biopsy specimens and the developmental stages of the Coccidioides sp. as documented by Dr. Posadas
himself in 1892. The patient eventually died after 7 years of recurrent fever and progressive cutaneous
lesions.
Interestingly, the preserved mortal remains of Domingo Ezcurra, the first case, were found in
1948 in the anatomy museum of the medical school. His head is now the showpiece of the museum and
has been exhibited at medical mycology meetings in South America.
A year after, a 40-year-old native of the Azores and a manual laborer in San Joaquin Valleywas
admitted at a San Francisco hospital with skin lesions similar to Posadas’ patient. It was 7 yearsprior that
the patient developed a slowly enlarging sore on his neck shortly after emigrating to California. Medical
treatment and surgery was done and still the patient died in 1895. At autopsy, numerous nodules
occupied various tissues.They were granulomas, often with caseous necrosis similar to that from miliary
tuberculosis, but containing abundant protozoa- like organisms. Specimens sent to 2 microbiologists
yielded no organisms for one, and the other grew a mold that he discarded as a contaminant.
Dr. Emmet Rixford, a surgeon at San Francisco’s Cooper Medical College (now Stanford
University Medical School), isolated the organism after inoculating the tissue from the patient into a rabbit
and a dog. Together witha dermatologist, Dr. Thomas Gilchris, and a pathologist from John Hopkins
Hospital concluded that the organism is a protozoan and not a fungus. Drs. Rixford and Gilchriswith
aneminent parasitologist Charles Stiles, named the organism Coccidioides meaning “resembling
Coccidia” immitis meaning “not mild” after the two reported mortality.
Four years later, William Ophüls, professor of pathology and bacteriology, and Dr. Herbert
C.Moffitt, an internist, inoculated tissue and pus from another patient with a fatal case in California into
the peritoneum of male guinea pigs causing infectionand grew a mold that Ophüls initially considered to
be a contaminant. They injected the mycelia into a rabbit, which developed typical nodules containing the
visible organisms in various tissues. These findings proved that Coccidiodes immitiswas a fungus. It can
exist in two forms, the mycelial and spherule form.
The mycelia form represents the environmental phase. It grows in the warm, sandy soil of
endemic areas which are characterized by hot summer months, few winter freezes, rainfall between 5

and 20 inches in a year and alkaline soil. And these arein the southwest United States,primarily in
southern California, Arizona, Nevada,New Mexico, and Texas. There are also endemic areas throughout
northern Mexico and scattered areas of Central and South America.
In the soil,the mycelia grow in branching, septate hyphae. It is extremely hardy and can remain
viablein the dry desert soil for months to years. After a rain, it multiplies rapidly,forming arthroconidia.
Wind disperses these arthroconidiainto the air, and they may be inhaled by an animal or a human, who
becomes an accidental host. Within the lung, the arthroconidia transform into new, multinucleated
spherical structures called spherules. Theygrow larger and contain hundreds to thousandsof endospores.
The spherules eventually break open, releasing the endospores which grow to form new spherules and
the cycle continues.
It is a good thing our patient don’t have the disfiguringmanifestation. What are the chances of
having the disease?Among 100 persons infected withCoccidioides, 60 will be completely asymptomatic.
The other 40 will presentwith primary pulmonary coccidioidomycosis.
What are thehelpful clinical clues to diagnose primary coccidioidal pneumonia?
They may present with mild to moderate influenza like illness with symptoms of fever, cough or pleuritic
chest pain. Fatigue is a prominent symptom which almost always resolves but takes months to do so. Itis
frequently an acute illness but is often associated with night sweatsand weight loss. In approximately 5%
of cases, and most commonly in women, there may be rashes, including erythema multiforme or the
painful nodules of erythema nodosum on the lower extremities. These may be associated with symmetric
or asymmetric arthralgias. The pulmonary infiltrateis often dense and in the upper lobe. Hilar or
mediastinal adenopathy is also common. Occasionally, there is an unexplained peripheral blood
eosinophilia. Most of these symptoms generally clear within 2 to 3 weeks.
Our patient has the textbook description of primary infection of coccidioidomycosis with fever,
cough, fatigue, weight loss, rashes, mediastinal adenopathies, eosinophilia and an upper lobe infiltrate.If
we are presented with a patient having fever, cough, fatigue, weight loss and an upper lobe infiltrate, we,
as a Filipino clinician, readily diagnose this case as our endemic pulmonary tuberculosis. Can we be
faulted on this diagnosis?
A retrospective review was done of all patients admitted to a TB referral hospital between 1995
and 2007.Cadena et al. identified nine patients with both tuberculosis and coccidioidomycosis. Majority of
patients were male Hispanics. Six had culture-positive tuberculosis and three of which were drugresistant. Radiologic studies were unable to distinguish between the two diseases. All patients were
diagnosed with coccidioidomycosis after tuberculosis.All but two patients were treated with antifungal
agents. Two patients died, one of whom had acquired immunodeficiency syndrome. The study was done
in Texas, a known endemic area.
Among these 100,it is estimated that perhaps four will develop chronic complications, such as a
nodule, a cavity, or a chronic pneumonia.The pulmonary nodule is usually solitary and patients are
usually asymptomatic. If the nodule does not progress, then they pose no serious problems. Pulmonary
cavity is typically solitary, near pleura, and thin walled. Patients are generally asymptomatic and about
half regress after 2 years. But it may produce cough, chest pain, and hemoptysis. Peripheral cavitary
lesions may rupture into the pleural space in rare cases. Chronic fibrocavitary pneumonia is commonly
associated with diabetes or preexisting pulmonary fibrosis related to smoking or other causes.
Involvement of more than one lobe is more common, and these lesions may cause systemic symptoms,
such as night sweats and weight loss.Diffuse involvement of both lungs can occur in both primary and
late disease. This is most often caused by inhalation of large amounts of arthroconidia. This is a rapidly
progressive pulmonary disease that may result in respiratory failure particularly seen in
immunocompromised hosts.
About 1 of the 100 infected persons will develop extrathoracicdissemination, and this may evolve
either from the initiallyasymptomatic patient or the one with primary pneumonia. They are almost caused
by dissemination due to hematogeneous spread.

Spread to the central nervous system is the most lethal form of infection. The most common form
presents as chronic granulomatous meningitis usually involving the basilar meninges. Abscesses may
also be found. Most common symptoms are headache, nausea, vomiting and altered mental status and
these may occur even in the primary illness.Skin is the most common site of disseminated disease. Most
often present as papules and verrucous lesions.Osteomyelitis is a common manifestation with the
vertebral column as the most common site but can also involve the skull, tibia, metacarpals, metatarsals,
femur and ribs.Infection of the synovium accounts for about 20% of patients with hematogeneous
dissemination. Any joint can be affected, being more common in the lower extremities with the knee as
the most common joint affected.
Coccidioidomycosis has been found in almost every organ, very much like tuberculosis.
Lets travel to the United States of America and the other endemic areas of coccidioidomycosis
especially in Arizona and the southern portion of the San Joaquin Valley in California where our patient
acquired the infection.In these two areas, there have been marked increases in the number of
symptomatic cases over the last decade. Although the endemic region is geographically limited,
coccidioidomycosis may be seen by clinicians anywhere in the world including the Philippines because
these endemic areas are in the midst of massive population growth, increase in travel and migration and
a blooming tourism.
After travelling to Argentina and the endemic regions of the disease, we hope to impart the
general knowledge of this mycosis in the Philippines because it has similar clinical and radiographic
presentation to our endemic tuberculosiswhich has a totally different management. Dr. Merci Letigio-Uy
will guide us through the diagnosis and management of coccidioidomycosisespecially in our own Filipino
patients who are apparently high risk for disseminated infection.
DR. UY
Was this really a case of coccidioidomycosis? Or could her symptoms and signs be a manifestation of
more common diseases such as tuberculosis or lung cancer all coincidentally happening in the
background of a
recent transnational travel?
By definitively diagnosing coccidioidomycosis, we reduce the use of unnecessary antibacterial therapy. In
her case the decision to empirically treat her with anti-tuberculosis medication, which in itself carries a
roster of avoidable adverse reactions. Other more invasive diagnostic procedures may be avoided.
Doubts regarding an otherwise unknown respiratory condition may be put to rest, in her case, the fear of
a possible bronchogenic carcinoma. Lastly, diagnostic serologies for coccidioidomycosis also offer the
benefit of a prognosis.
There is no reliable rapid diagnostic test for coccidioidomycosis currently available.
Since she could not produce a sputum specimen, other diagnostic modalities were offered. CT-guided
biopsy of the lung mass, bronchoscopy with bronchoalveolar lavage or simply empiric treatment for
pulmonary tuberculosis was proposed. All of which she vehemently refused.
Except for the latter all have the advantage or providing the definitive evidence of coccidioidomycosis by
providing clinical samples for direct examination and culture of Coccidioides sp.
Direct microscopic examination of secretions can be performed immediately or after the addition of
potassium hydroxide for the detection of spherules. Papaniculaou, hematoxylin and eosin, silver or
periodic acid-schiff staining may increase the sensitivity of these tests.
Coccidioides sp. can also be cultured on most mycologic or bacteriologic media after 5 to 7 days under
aerobic conditions. The container should be opened in an appropriate biocontainment cabinet as this
stage is highly infectious. When identified these are subject to strict federal security regulations
developed for all select agents of bioterrorism as these have been classified as category C Priority
pathogens by CDC pertaining to their potential to be engineered for mass dissemination.

Currently the cornerstones for diagnosis are culture, histology and serology, with serology being most
frequently used. To date, the sensitivity of serologic tests is unknown.
It was Smith and his colleagues who developed the first widely used assays. Tube precipitin assays
detect the presence of IgM antibodies directed against a polysaccharide antigen from the fungal cell wall
now known to be beta-glucosidase. This test is frequently positive in the early phase of initial infection
and sometimes during recurrence of clinical illness.
Anti-coccidioidal Gamma immunoglobulins fix complement in the presence of a heat-labile antigenChitinase. Results are usually reported as titers. These can be detected during acute illness, may remain
elevated during chronic and disseminated disease and are useful for disease prognostication. Titers of at
least 1:16 are associated with extrathoracic manifestations
Using the same antigens, these tests use agar immunodiffusion to detect antibody responses. The
sensitivity of these tests is unclear but appears to retain the sensitivity of the older counterparts and are
very specific. These offer the advantage of being manufactured and distributed in commercially prepared
kits.
Enzyme linked immuno assays detect both IgM and IgG antibodies. These are very sensitive but not
always specific and should be used as a screening tool. If either IgM or IgG antibodies become positive,
tube precipitin antibodies, complement fixation or immunodiffusion techniques should be done to confirm
the finding. If the EIA test is negative, no further tests are required at that time as it is unlikely that the
other serologic tests will be positive.
Not uncommonly an EIA may be positive when the other serologic tests are negative. The latter should be
repeated at 6 week intervals to ascertain whether these have subsequently become positive.
With sound medical advice from her infectious disease specialist from San Joaquin Valley, she started
oral Fluconazole treatment at 400 mg daily. After 3 months of treatment, she availed of
coccidioidomycosis
serology. Her screening test was positive and confirmed with and anticoccidioidal titer of 1:8.
Other serologic tests for coccidioidomycosis include skin testing involving a dermal delayed-type
hypersensitivity reaction highly specific for coccdioidal infection and provides prognostic significance.
Coccidioides antigenuria test, which detect circulating coccidioidal antigens is useful for diagnosis of
coccidioidomycosis in immunocompromised patients. Lastly Genomic-based assays utilizing PCR,
although still undergoing studies and are not yet currently commercially available, provide a rapid, specific
diagnosis for coccidioidomycosis.
How should cases of coccidioidomycosis be managed? SLIDE 16 (Goals of treatment)
H Desired outcomes of treatment include: Resolution of signs and symptoms, reduction of antibody titers,
and restoration of functions of involved organs. It would also be desirable to prevent relapse of illness
on discontinuation of therapy
Antifungal drugs approved for the treatment of coccidioidomycosis include Amphotericin B both
deoxycholate and lipid formulations, Ketoconazole, Fluconazole and Itraconazole.
Whether to treat or to observe a likely self-limited uncomplicated acute coccidioidal pneumonia
remains an unsettled issue. While many experts recommend careful follow-up every 3-6 months for 1-2
years to document resolution or to identify early signs of progressive or disseminated disease. Others
argue to treat all symptomatic patients to lessen both the severity of symptoms and the duration of the
disease but without supporting data.
A prospective observational study by Ampel and colleagues conducted from 2001 to 2005, compared
management of 105 patients with primary pulmonary coccidioidomycosis.

Patients who were started on oral azole therapy were likely to have greater clinical scores, more
symptoms and positive cultures. However, the rate of clinical improvement was similar in the treated and
untreated group.
If it is no longer a question of which clinical entity, then which circumstances warrant initiation of
antifungal therapy?
Current guidelines do recommend initiating treatment to patients who are less likely to do well with
primary pulmonary coccidioidomycosis.
These include patients with HIV, organ transplant recipients, those receiving TNF inhibitors, diabetes
mellitus, preexisting cardiopulmonary disease and pregnant patients in their 3rd trimester or immediately
postpartum.
Exceptionally severe primary infections manifesting with weight loss more than 10%, intense night sweats
persisting longer than 3 weeks, infiltrates involving more than half of one lung or portions of both lungs,
prominent or persistent hilar lymphadenopathy, anticoccidioidal titer in excess of 1:16, inability to work,
symptoms > 2 months and age >55 years will also require treatment.
Filipino patients and those with African descent have a higher risk for dissemination and therefore benefit
from initiation of treatment.
Crum and her colleagues reported that the Non-white race was a predictor for dissemination. In their
report, 30% of Filipino patients with pulmonary disease progressed to disseminated disease. When
disseminated, Filipinos were more likely to develop cutaneous or central nervous system disease. They
concluded that predictors of permanent disability in coccidioidomycosis included the Filipino race.
Ruddy reviewed, that racial heritage was a risk factor for severe and disseminated infection. The
genetic basis for this increased susceptibility is unknown. But susceptibility to severe infections has been
associated with HLA Class II antigens and the ABO blood group B. In the earliest epidemiological studies
in California, coccidioidomycosis was 175x more likely to disseminate in Filipinos. In a study of 113 Navy
personnel, the black or Filipino race when compared with white, was the strongest risk factor for
hospitalization.
Going back, our patient had pulmonary mass, and presented with fever, cough, rash, body malaise,
arthralgias and weight loss. On top of these, she was an asthmatic since childhood and also a Filipino.
Her anti-coccidioidal titer was 1:8. Given all these and basing on Mycology Study Group scoring system
she has a score of 9 with a risk factor for dissemination of the disease. Treatment was wisely initiated.
In the same study by Ampel, 2 patients who were both initially treated developed disseminated
coccidioidomycois after therapy was subsequently discontinued. The first patient was a white man who
developed laryngeal coccidioidomycosis 16 months after initial discontinuation of oral azole therapy, while
the other was a black, diabetic man who was diagnosed with coccidioidal meningitis 20 mos after. Both
were retreated and clinically improved.
How long should our patient’s treatment be continued? As recommended by the Infectious Disease
Society of America, whether therapy was started or not, monitoring should be continued at 1-3 month
intervals for 1 year or longer in order to asses the resolution of pulmonary infiltrates or to identify as early
as possible patients who develop disseminated disease.
Our patient’s repeat chest xray after 2 months of oral fluconazole therapy showed a marked
improvement in size of the right upper lung field density. Along with these were the lysis of fever, and
resolution of cough, rashes, arthralgias, body malaise and weight loss bringing her Mycology Study group
score down to 2.
Antifungal therapy is initiated for primary coccidioidomycosis that presents as diffuse pneumonia

usually with high-dose fluconazole or amphotericin B when with significant hypoxia and rapid deterioration
and continued for several weeks. When there is evidence of clinical improvement, oral fluconazole may
replace Amphotericin B. Antifungal therapy should also be initiated for chronic progressive fibrocavitary
disease, non-meningeal disseminated coccidioidomycosis and coccidioidal meningitis.
Both Fluconazole and Itraconazole have been proven to be effective therapies for progressive forms of
coccidioidomycosis, but is one superior over the other? Galgiani and his colleagues compared standard
doses oral fluconazole versus Itraconazole for progressive nonmeningeal coccidioidomycosis. Although
there was a trend of better response to treatment in the Itraconazole group at 8 and 12 months, none
reached statistical significance. Relapse rates after discontinuation of therapy did not differ significantly
and both drugs were well tolerated. All in all, neither Fluconazole nor Itraconazole showed statistically
superior efficacy in nonmeningeal coccidioidomycosis.
Total length of therapy for diffuse pneumonia, chronic progressive fibrocavitary disease, disseminated
coccidioidomycosis should be at least 1 year. For patients with immunodeficiency, azole therapy should
be continued as secondary prophylaxis. Combination therapy with azoles and amphotericin B has been
recommended by some authors although there is no evidence that this is superior to treatment with a
single agent.
Antifungal treatment or resection of asymptomatic pulmonary nodules and pulmonary cavities is
unnecessary (E-II). Repeated chest radiographic follow up for 2 years may suffice. Should the nodule or
cavity enlarge, remain detectable after 2 years, and serum antibodies and cultures become positive,
consideration for resection should be done. Cavities located adjacent to the pleura, causing local
discomfort, with bacterial or fungal superinfection or those causing hemoptysis may be resected.
In a 10-year retrospective chart review involving 1496 patients, 6 percent underwent surgical intervention
often because of persistent symptoms or disease progression despite adequate antifungal
therapy. Surgery was done for 59 nodules, 18 cavities, 2 infiltrates and 7 complications of the disease.
Morbidity was 21%. In-hospital mortality was 2%, and were greater after resection for cavitary lesions
with resultant complications (P <0.005). The most common complications were bronchopleural fistulas.
Post operative antifungal therapy was administered to 42% of patients (89% for cavitary disease). There
were no cases of recurrence at follow-up mean of 24-months
It has been 6 months since we initiated oral azole antifungal treatment. Clinically, her signs and
symptoms have improved. Compared to her previous chest xray four months ago, the right upper lung
field infiltrate has almost completely resolved. She will soon be revisiting San Joaquin Valley for a repeat
anti- coccidioidal titer determination.
In summary, Coccidioidomycosis is a disease caused by Coccidioides species, endemic to Southwest
United States, Central and South America. Recent increases in incidence within and outside the endemic
areashave been reported due to massive growth in population, migration, travel and tourism.
The disease is caused by a dimorphic fungus acquired by inhalation of airbourne arthroconidia which are
naturally found in the soil of endemic regions.
Sixty percent of coccidioidal infections are completely asymptomatic while the remaining may present with
a pulmonary process that is difficult to distinguish from a bacterial community acquired pneumonia. Only
about one percent of infections will disseminate.
In a country, endemic for tuberculosis, recognition of coccidioidomycosis poses a diagnostic challenge as
both may present with constitutional symptoms of chronic cough, fever and weight loss. However a
detailed history of a recent transnational travel may help to differentiate one from the other.
Diagnosis entails direct visualization of Coccidioides sp. from clinical samples, although recently,
serology, because of its high specificity has become the cornerstone of diagnosis with the advantage of
providing a prognosis.
Treatment with oral azole antifungals: Fluconazole, Itraconazole and Ketoconazole are very effective.
Amphotericin B may be used as alternative in severe cases. Treatment lasts at least 1 year, and

depending on the patient’s improvement may be stopped or continued indefinitely.
With prompt and accurate diagnosis combined with adequate treatment, prognosis is good.
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DR. ARANAS WELCOME ADDRESS
Good evening. It’s supposed to be Dr.Zanoria, the chairman who was going to deliver the welcome
address. If I didn’t know any better, I would have thought na nag escaping games si Dr. Zanoria. But actually,
in truth... the truth is that he’s like the father of the bride whose daughter is about to walk down the aisle. He’s
having a severe bout of anxiety, he cannot take a step outside his home and so he sent me. Anyway, so I’m
here so I’m going to welcome everybody, the officers, and board of the PCCP headed by the very able and
indefatigable president Dr. Galvez-Tan, the training staff and fellows of the different training institutions,
colleagues, welcome. Ours is a fledging institution and it is the very first time that we’re going to join. Over the
past sessions, we have been following the proceedings via skype and I had to bring our fellows over last month
so that they can experience the real thing. And, now we’re here and we are hoping that at the end of the night,
you’ll be at least entertained, more informed and just a few caveats, if you notice later on that our presentors
have heavy accents, and sometimes slurred speech – mga Bisaya po. Number two, it’s really cold in here and
number three because of all the coffee that we drank just to keep us awake. Before we... I’d like to take this
opportunity also to make a few acknowledgements, because later on we will be dispersing and I don’t want to
miss the chance to thank some people, most of all our reactors who took time out of their very busy schedules.
Dr. Hernandez whose from out of town from Cebu, wala ho siyang kita ngayon, but for the love of the fellows
she’s here. Dr. Chaves, thank you very much. The PCCP Secretariat - Joanne, Ning, Andrea, Sherwin thank
you very much. You have been a great help to us. And of course, knowing the logistics of bringing fellows over
for just the presentation, we don’t have the venue and we would like to thank our benevolent sponsor for
accommodating us. We cannot thank you enough. And so here we are, sit back, relax and have a good
evening.

PHILIPPINE HEART REACTOR: DR. ANGELINE TALEON PARAZO
Good evening. While I was in the audience, I was thinking of one phrase that keeps on entering my
mind, is that most of us are cold and few are frozen. Now I know you’re listening. So actually while I was
listening to the case, a rather difficult case, because of three points. First is the overlap of protean symptoms
that would mimic tuberculosis, which is endemic in our country as well as malignancy. Second is the challenge
of diagnosis of a fungal infection. And third that makes this case difficult is that the patient is a doctor. Most
often than not doctor patients are toxic, they refuse diagnosis and it is a challenge by itself. So, we are forced
to go back to the history and physical examination and have a high index of suspicion which will then be
supported by laboratories. And lastly I would like to congratulate the fellows of Perpetual Succour for
presenting a case which is interesting as your first interhospital. Congratulations
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FIRST REACTOR: DR. JOSELITO CHAVES
Thank you and good evening, I’m not an expert in coccidioidomycosis, I think this is the only time that I
was able to encounter a case and congratulations to our fellows and consultants from Cebu for coming over
and educating us. Indeed the case was well presented and very educational. I remember when I was a
resident, we had a case from the middleast and it was ah... we were making rounds in that case and the
consultants were giving different diagnosis to the patient, and here was a medical intern whose diagnosis was
Kala-azar. And, the consultants did not believe him. And when the patient died, the patient indeed had Kalaazar. And when they went back to the history, the patient came from the middle east. If only a careful history
was done, then a good differential diagnosis would probably have considered other disease entities. In this
case I think a good history would have given us a better list of differential diagnosis and this can be proven by
just the telephone conversation when even the patient was notbeing seen by the doctor yet accurately
diagnosed just with history and interciew alone. And that was over the telephone. So I think history really plays
a very important part and toemphise it, it is correct history, not just history. Well probably the only advantage
that I have over a few of youwould be, I’ve seen a little more than a few cases of fungal lung infections, we’ve
had more than a thousand transplants at the National Kidneyand Transplant Institute, and fungallung infections
is one of the important conditions that we consider once we see a patient with a cavity and a history of cough,
pulmonary symptoms and a density or a lesion in the chest xray. And we’ve had that reflex, a bias reflex, that
we see something like that we always go for a biopsy if possible. And I agree with the husband of the patient
that probably the only thing I can suggest is to do a biopsy. Once we seen those lesions, we prefer to do a
biopsy because in many cases you would assume that there will be cases when TB can coexists with another
disease, because in Filipinos, TB is given. So, the presence of TB does not eliminate other disease entities. So
for example, you see a patient whose sputum is positive, for example you see this patient coming in with
cough, chronic in nature, weight loss for that matter is associated with the patient’s symptoms And you see a
lesion like that. If for example the patient coughs out a sputum positive specimen, it actually does not rule out
other disease entities. It only tells you that the patient is positive for AFB. And in many cases if you pursue the
diagnosis, then you will see that it can coexist with other disease entities. We’ve seen patient with Tb and
fungus, TB with nocardia, tb with nocardia and fungus, nocardia and fungus. So they come in different
combinations. And so the only way that this will probably not escape us would be always to recommend a
biopsy for that matter. So that this way we are able to properly institute the treatment at the same time get
away from the side effects of unnecessary treatment. So in this case I agree that from the very start probably
the only thing that we could have done was convince the patient for would be to do a biopsy and that way we
could have already diagnosed the fungal infection. Of course that is easier said than done because if I were
the patient, I also would have second thoughts about the biopsy. May be the only thing I think off is take antiTB or infact the first thing I tell the patient is to take antibiotics and take the xray after two weeks. Because
there are patients who might get bad reactions with anti-TB. But then again, in this case, I think the sputum
would not have given us enough information and we don’t have any serologic test, for that matter and number
two, if we had serologic tests, we still have to validate it in a number of patients in order to see that this is valid
for a number of Filipinos...
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SECOND REACTOR: DR. ELFLEDA HERNANDEZ
Good evening, I think I’m the one odd out tonight. First of all, I think I have to correct one thing. One is
that I haven’t had an invitation from Benny so I still believe that she is Galvez and not a Tan, right Benny? I
used to know her as Galvez and all of a sudden I was surprised that she already has a second surname.
Anyway, for tonight, these are just a few of my reactions. Now first of all, I would like to congratulate the Cebu
group for that very nice presentation, congratulations once again. Tonight we just heard a presentation of
something what travel will do to us. Now if Boyet remembers, actually, we are almost in the same generation
during my fellowship at PGH, a study was done at the UP-PGH not so long ago, I will not give the year
because that will give us our age, and one of the question was that “which subspecialty would you like to go
for?” and would you believe that the number one specialty then, anybody of you here perhaps remember that
particular study? It was pulmonary specialty. And one of the reasons that was sighted for that particular
subspecialty is they want to see the world...
...Productive and reproductive years to that matter in their own country of origin. The third one is a Filipina,
immunocompetent came up with coccidioidomycosis because she stayed in that very area for 23 years. She
had a lobectomy done because of bronchiectatic changes and frequent hemoptysis and she was on her
second year of fluconazole. And so, with the fourth case. What really happened to the fourth case? I was the
infectious disease physician alluded to in this particular case. And this is usually the case for us doctors. I was
going down the stairs, she was going up and she just mentioned to me ”you know doc, I have flu-like
symptoms for the past week”. And then That’s it. And I would say “ oh you must just have a viral illness,
because like me 2 weeks ago I had also a bad case of flu”. And in fact I asked her, “did youhave your flu
shots? Doc I, don’t and I did not have any shots”. “Okay, maybe I think it is high time that you should consider
your flu shots next time”. Only to find out a month later, again, as I was going down the stairs, she with a
fellow, the pulmonary fellow going up the stairs as she tried to ask to tell me “Doc did you eventually know
what was the diagnosis?” I said “why?”. “Did you ask me If I had history of travel?” And I said, “why, did you
really have history of travel?” When she told me that she was in California. And I asked her “Did you, did you
go to San Joaquin valley?” And she said,“yes”. So even before giving the diagnosis, I told her “you must have
really coccidioidomycosis”. And I think Dr. Yvonne here was at the time with Dra... “should we disclose the
name? Later. With the doctor”. I said “ok doc you should have told me ahead”. “I, I did not expect, and I’m
sorry”. As Clinicians, we have to be very adept in taking history of travel. All of us travel, right, K? So that was
her case. That is at the early age. Now I did not ask history of travel, I did not ask for a rash, and description of
the rash and the myalgia, and the night sweats which are the typical symptoms of coccidioidomycosis. Now
while the presentation was really very nice and have the titer of 1:8, but one thing though in this particular
case, was that we do not have a baseline complement fixation titer. All the titer that we have was 1:8. So how I
wish that we have a baseline titer. How I wish the personality was...
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