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PE: Temp 37.00C, BP 110/70 mmHg, P 90/min regular, R 18/min

No pallor, no icteric sclera, good conscicusness, thin
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HEENT: no oral thrush

Tonsils: normal

LLN: Lt. cervical lymphadenopathy size 0.3-1.0 cm., firm,
rubbery consistency

Lung: normal

Abdomen: flat, soft, mild tenderness at epigastrium, no shifting dullness.

liver+spleen: not palpable

PR: no rectal shelf, no melena

Neuro: impaired pinprick sensation at dorsum of both hands,
below midcalf of Rt leg and below Lt ankle

Ext:  flexion contracture of 4”, 5" fingers both hands,
hypopigmented plaque at Rt foot

Lab:

CBC: Hct 37.6%, WBC 16,310/mm’, N 73%, Lym 8%,
Mo 4%, Eo 12%, plateiet 342,000/mm’
RBC morphology: hypochromic, microcytic 2

LFT: TB/DB 0.4/0.1, SGOT/SGPT 25/19, ALP 112,
GGT 21 U/L, Alb 3.0, Glob 3.4

FBS: 96 mg/dl, BUN/Cr 8.0/1.0

Stool exam: normal x 3, occult blood : negative

BE: normal study
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Upper GI series: Thickening of mucosa from stomach, duodenum and
more prominent in jejunum.

U/S abdomen (upper): Normal liver, spleen and both kidneys.

The paraaortic region, pancreas and porta hepatis couldn’t be seen
because of superimposed bowel gas.

CT abdomen: normal liver and spleen, no focal lesion. Diffuse irregular
thickening of bowel wall at duodenum and jejunum. Enlarged
mesenteric LN

EGD: greyish discoloration of distal duodenum, no ulcer, no thickening of
gastric rugae.

Anti HIV: non-reactive (both ELISA and GPA) x 11

TPHA: negative

VDRL: negative

I

Serum amylase 61 U/L[0 - 220].

Cortisol level

13.2 /L [7 - 25]

Lead level = 2047 ug%,
ESR = 24 mm/h
LDH = 440 U/L (225-450)

Gastric biopsy: no pathologic change, no H. pylori was seen.

Duodenal biopsy: no pathologic change, no crystal-storing histiocytes
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Cervical LN biopsy: interfollicular plasmacytosis with crystral storing.
Negative for tumer and granuloma
Jejunal biopsy: normal villi, minimal plasma cell infiltration.
Small number of crystal-storing histiocyte in lamina
propria. Negative for tumor or granuloma
Sputum AFB = negative x 3
UA: normal
Urine amylase = 183 U/L
Urine proporphyrin: negative
Exploratory laparotomy
Normal liver, spleen, stomach, pancreas
GB: no gallstone
Small bowel: No dilatation. Blackish discoloration entire the segment .
Multiple retroperitoneal and mesenteric LN were enlarged
and cross-section specimens were black in color.
Microscopic examination: no AFB was found.
LN imprint: no significant result
Histopathological findings: crystal-storing histiocyte with multifocal
necrotizing and/or suppurative granuloma and focal fibrosis

LN C/S fungus: no growth
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Problem lists:

1. Chronic abdominal pain with weight loss

2. Cervical lymphadenopathy

3. History of borderline tuberculoid leprosy with its sequele
Discussion:

nnlsziavesdihe Tudrwsndiudnuaz colicky pain laedl

»
AWMUIUTM upper gut uAAwWdIMIITuTUNTIY wiswdua
USha LLQ @1 eivizdwdinaiiinenaniwitezdu small bowel
mﬂﬁﬁﬂ seaauuilu stomach, intraabdominal lymph node tlag large
bowel M N1
] [ ¥
Yynuses weight loss fdasuludihoswi  Uszneuduil
. b o Vel 2 . ] .

cervical lymphadenopathy @79 wldinng malignancy 738 chronic
. . 3/ - ] Y 1 . .
infection TuthuimAinuesldun lymphoma, hematologic malignancy
] . . . ¥ -i']
U9, tubercolosis UD¥ fungal infection Tastawizo ui u
immunocompromised host f‘hﬂ%’ummqﬁuqﬁﬁ']u'lﬂ"lﬁ'ﬁeu‘lmjﬁmswﬁ

=5 o :;
UANAIT NN 1
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Table 1. Causes of Chronic Abdominal Pain

Chronic intermittent pain

Chronic constant pain

Mechanical

Intermittent intestinal obstruction

(hernia, intussusception, adhesions, volvulus)

Gallstone

Ampullary stenosis
Inflammatory
Inflammatory bowel disease
Endometriosis/ endometritis
Acute relapsing pancreatitis
Familial Mediterranean fever
Neurologic and Metabolic
Porphyria

Abdominal epilepsy

Diabetic radiculopathy
Nerve root compression or entrapment
Uremia

Miscellaneous

Irritable bowel syndrome
Nonulcer dyspepsia

Chronic mesenteric ischemia

Mittelschmerz

Malignancy (primary or
metastatic)

Chronic pancreatitis

Psychiatric (depression,
somatoform disorder)

Inexplicable (chronic
intractable abdominal

pain)

auiunumialunsdudulsame I 1dmsitiegs  deqed
gastroscoye, plain abdomen, ultrasonography Tusgusn (91ANA lab SN

Au) 15109 1a M50 localized lesion 11N Uszpoufuma LFT uas

<

cC Ahildmivayulsafinais

i special investigation 1182 more
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. . 4
invasive procedure N1NUH (GI follow through, LN biopsy, small bowel

} 4

biopsy uAT CT whole abdomen) UNTENIIAMANgIUNNTUI

L4
ar =4

thickening of small bowel VT jejunum Hag ileum wioUNT

mesenteric LN enlargement W@ jejunum biopsy wuanvaziudanfel

o . . Sy s _ «

crystal-storing histiocyte 14 lamina propria Tao#i Tiwy malignancy 139
granuloma uAot1alaae

. Y 1 e ¥ =) L= 9

910 finding Asna1nihlfindounAainfaninaungezls filo

NUsziamssnm leprosy A0 dapsone, rifampicin uaznwnaala

lamprene (clofazimine) QY corticosteroid Mosnen1e erythema

1 A 1 1 H 1]
nodosum leprosum (ENL) 8¢5383ia lunguounaiil wud lamprene
»
. . o = A A v =
(clofazimine) ¥ 1MINA crystal deposit TWitioWedA199 14 Sansramanens
3

moninidnada Tau'ldenn13vi1 exploratory laparotomy. 910 finding

1 4

(ﬁ'aﬂam’fm’l'u) Nfauilu lamprene crystal-induced enteropathy Azl

" L A 1 1 H
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A Review of Side-Effects of Clofazimine

un.snsius Touaesssuuun

= -
mvin lsnszuymudue s swAs Yy

Browne and Hogerzeil (1962): first reported on the efficacy of ®
Lamprene (B663, G 30,320, Clofazimine) in Leprosy patients in
Nigeria.

Clofazimine is one of the extensively used antileprotic drugs; it is
effective in prevention and treatment of lepra (Erythema nodosum
leprosum, ENL) reactions, is also useful for the treatment of dapsone-
resistant leprosy cases, discoid lupus, pyoderma gangrenosum,
pustulosis palmaris and plantaris, and reaction occurring in borderline
to tuberculoid leprosy."'“"9

The active ingredient in Clofazimine is a substituted iminophenazine
dye (bright red dye).’

Clofazimine is highly lipophilic and tends to be deposited in fatty
tissue and cells of the reticulo-endothelial system.4

Half-life being at least 70 days in human tissue’
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Toxicity in humans

Skin

® Reversible dose related pink to brownish-black skin discoloration,
especially on exposed parts, is the most commonly observed side
effect of Lamprene.l‘z""4

® Discoloration of sweat, hair, sputum, urine, and feces may occur
during Clofazimine administration."”™*

® General dryness of skin (xeroderma},ichthyosis, pruritus, phototoxicity,
acneiform eruptions, and non-specific skin rashes have also been
described."***

Eye

® Conjunctival pigmentation"3

® Reversible linear brownish corneal streaks which disappeared within 2
months of stopping the drug.3

Gastrointestinal tract (less well known)

® Clofazimine is absorbed through the jejunum and ileum and taken up
by both the portal venous system and lymphatics.E

1965, Williams et al.. reported patients using Clofazimine caused
diarrhea, colicky abdominal pain, malaise, anorexia and weight loss and no

abnormalities were detected on x-ray examination.
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1967, Atkinson et al.. reported several months of treatment,
patients developed anorexia, epigastric pain and occasional vomiting and
followed by weight loss.

X-ray examination revealed coarsening of mucosal pattern and
segmentation of barium in ileum and distal jejunum

A specimen of jejunum was obtained by biopsy and showed a
normal mucosal villous pattern and moderate numbers of plasma cells in
the lamina propria. red crystals were seen in the lamina propria and were
identified by the ultra-violet spectroscope as Clofazamine crystals.

1967, Pettit et al.: reported patients using Clofazimine caused
intermittent diarrhea and upper abdominal pain during the third and fourth
months of treatment

1968, Inkamp: reported patients using Clofazimine caused
diarrhea

1971, Helmy et al.. reported patients using Clofazimine caused
nausea, vomiting and epigastric pain early in the course

1971, Schulz. reported patients using Clofazimine caused
abdominal pain and bowel irregularity severe enough to stop treatment,
and weight loss. The x-rays were normal, and Jejunal biopsy was not done

1975, Karat: reported patients using Clofazimine caused recurrent

colicky abdominal pain after 6 months and 18 months. Barium meal
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studies showed narrowing of the terminal ileum and dilatation of the
proximal loop. Laparotomy showed terminal ileum appeared thickened and
edematous, some enlarged mesenteric lymph nodes, no change of
absorptive function. Histological examination showed non-specific
granuloma characterized by foreign body giant cells and lymphocytes,
together with crystals of Clofazimine.
1980, A.C. McDougall et al.. reported patients using
Clofazimine caused severe abdominal pain, splenic infarction, violaceous
congestion of the small bowel.”
® At present no accurate assessment can be made of the incidence and
nature of gastrointestinal side effects.

® Symptoms reported include nausea, vomiting, abdominal pain (usually
epigastric, but occasionally described as “abdominal cramps” or
“colicky”), intermittent loose stools, diarrhea, anorexia, and weight
loss'

There is a possibility of two separate entities:’

1. An early syndrome

2. A late syndrome
1. An early syndrome
® a few days or weeks of starting Clofazimine and possibly due to a

direct irritant effect of the drug.
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common in response to a high dosage, given in a single dose

possibly suffering from other concurrent gastrointestinal disease, such
as amebiasis and intestinal bacterial infection.

The symptoms subsided once the dosage had been reduced or the drug

was discontinued.

2. A late syndrome

after some months or years on high dosage (more than 300 mg daily)
persistent diarrhea, loss of weight, and abdominal pain

associated with deposition of Clofazimine crystals in the tissue,
usually in the submucosa of the small intestine and in the mesenteric
lymph nodes

no peritonial fibrosis following Clofazimine administration has been
observed

In the case of the late syndrome, withdrawal of Clofazimine was not

necessarily followed by an improvement.

Dosage & Duration VS Abdominal pain

Dosage: 600-700 mg )
Duration: a few days or weeks to months or ycars6

Cessation resulted in alleviation of symptoms in most cases though

. 6
symptoms may persist for several months to several years

QM ANINVUNNG TS YYMNANS IS St szine Ing, iy tou 2542 35



A case report of abdominal pain, diarrhea, weight loss occurred ten

months after stopping the drug.7

Radiology
® Normal
)

Coarsening of mucosal patterns
We don't know the incidence of normal radiology and abnormal

pattern because of few journals reported.

Pathology and Histology

36

The small bowel showed orange-red to purple-brown pigmentation
which increased progressively as far as the distal ileum, and large
bowel™""
Congestion and edema of the mucosa of intestine”""

Histological examination of mucosa and submucosa showed cellular
infiltration and edema together with elongation of Clofazimine
crys'cals2

Similar crystals were present in liver, spleen, lungs, heart, adrenals,
kidneys and pancrcasz's

Frozen section showed elongation of red crystals intracellularly within
macrophages and in the sinuses of the lymph nodes, but when paraffin

sections werc examined , there was evidence of the previous seen

8
crystals
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. 1
Precaution

The unwanted reactions to Clofazimine are mostly benign, reversible,
and often dose-relate.
A dosage of more than 100 mg daily should be given for as short a
period as possible (<3months) and only under supervision.
The most common side effect is skin discoloration, which can be
prevented by reducing the dosage or duration of treatment and by
taking protective measures (anti-solar lotions, umbrellas).
Should not be given:

1. in the first 3 months of pregnancy

2. to patients subject to recurrent abdominal pain and diarrhea

3. to patients with liver or kidney damage
Clofazimine crosses the human placenta, since infant bomn to females
who had received the drug during pregnancy Wwere more deeply
pigmented at birth.""*
On the evidence to date the drug is remarkably free of serious or life-

threatening toxicity
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Case 2

A 6l-year-old woman (gravida 7, para 5) was admitted to the
hospital because of chronic diarrhea, lower abdominal pain, and weight
loss.

The patient had been well until six weeks earlier, when she had
lower abdominal pain, mild dysuria, frequency of urination, and diarrhea.
The microscopic urine examination showed 20-30 leukocytes per high
power field (HPF). Norfloxacin was given at that time.

One week later, the urinary tract symptoms were subsided, but she
still had abdominal pain and diarrhea. Her body weight was 37 kg. The
temperature rate was 37.4 -C, the blood pressure was 120/70 mmHg, the
pulse rate was 80/min, and the respiration was 20/min. Physical
examination showed only moderate pallor. Rectal and pelvic examination

were normal. The urinalysis was normal. Microscopic examination of stool
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revealed 1-2 white blood cells per HPF and guaiac stool test was positive
for occult blood. Metronidazole was given, with decrement in frequency of
diarrhea to daily passage of 1-2 stools; however, lower abdominal pain still
persisted. Later report of 3 consecutive days stool examination by
formalin-ether concentration method was negative for a ova and parasites.

One week before admission, her symptoms of diarrthea with
tenesmus and abdominal pain increased, with 4-5-stool passage per day.
The stool volume was small, appeared dark brown, mushy, and
malodorous. So she returned for this admission.

Detailed history taking revealed no use of illicit drug,
contraception, hormonal replacement therapy, NSAIDs, steroid,
immunosuppressive drug, herbal medication, smoking, and alcohol
consumption. She never experienced arthritis, mucosal ulcer, dyspareunia,
dysmenorrhea, pelvic inflammatory disease, STD, tuberculosis, or frequent
infection. There was also no family history of malignancy or familial
gastrointestinal tract disease,

The temperature was 36.5 <C, the blood pressure in supine position
was 110/70 mmHg, and in upright position was 100/70 mmHg, the pulse
rate was 84/min, and the respiration rate was 18/min.

On physical examination, the patient was a frail thin old woman.

The height was 153 cm, and the weight was 35.5 kg. The conjunctivae
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were moderately pale. No rash, icteric sclerae, mucosal ulcer,
lymphadenopathy, hyperpigmentation, or bruise was found. The head,
neck, lungs, and heart were normal. Bowel sounds were present. There
was no abdominal tendemness. The liver and spleen were not enlarged. The
extremities, genitalia, and perianal area were normal. There was no
peripheral edema. Neurologic examination was negative,

The results of laboratory tests were as shown in table 1 and 2. The
urinalysis was normal. Microscopic stool examination showed many white
blood cells and stool occult blood was positive. The stool specimens for
ova and parasites were negative on both direct and concentration method.
Anti HIV antibody was negative. Radiograph of the chest was normal.
Barium enema disclosed segmental narrowing of sigmoid colon with
irregular mucosa. Abdominal ultrasonography was normal.

Colonoscopic examination revealed narrowing of sigmoid colonic
lumen with ulceration and denuded mucosa. A polypeid mass was seen at
the same area. Biopsy specimens were obtained. Pathological examination
of the biopsy specimens showed open ulceration and granulation tissue
without malignancy.

A diagnostic procedure was performed.
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Table 1. Hematologic Laboratory values

variable 6 wks. before on admission
admission
Hematocrit (%) 6.2 7.1
White-cell count (per mm’) 8,800 4,400

Differential count (%)

Neutrophils 71 36
Lymphocytes 23 49
Monocytes - 11
Eosinophils 6 4
Basophils - -
Platelet count (per mm’) 712,000 154,000

Hemoglobin typing

Hemoglobin E (%) 13.8
Hemoglobin Bart s (%) 6.7
Hemoglobin F (%) 1.3
Serum iron 24
Transferrin iron binding capacity 158
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Table 2. Blood chemical values

variable 6 wks before on admission
admission

Urea nitrogen (mg/dl) 11 18
Creatinine (mg/dl) 0.8 1.4
Fasting plasma glucose (mg/d}) 85
Protein (g/dl) 5.8 7.1

Albumin (g/dl) 3.9 4.8

Globulin (g/dl) 1.9 23
Alkaiine phosphatase (Ufliter) 65 55
Cholesterol (g/dl) 155 215
Aspartate aminotransferase (U/liter) 15 19
Alanine aminotransferase (U/liter) 21 14
Bilirubin

Total (mg/d]) 0.67 1.01

Conjugated (mg/dl) 0.24 0.33
Sodium (mmol/liter) 141 145
Potassium (mmol/iiter) 4 5
Chloride (mmol/liter) 113 113
Carbon dioxide (mmol/liter) 25 23
Carcinoembryonic antigen (ng/ml) 0
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Operative finding: left fallopian tube and left ovary were firmly adherent
to the sigmoid colon and omentum. En block resection of left fallopian

tube, left ovary, and sigmoid colon was performed.

Pathological diagnosis: Prolapse of left fallopian tube into sigmoid

colon, nonspecific salpingitis and colitis.

Discussion

The prolapse of the fallopian tube into vagina is a well-recognized
rare complication of hysterectomy with 80% of reported cases following
the vaginal operation.l'z"1 According to the reported cases the prolapsing
tube almost fused to the vaginal vault and exceptionally prolapsed into
urinary bladder." To our knowledge the tubal prolapse into colon has not
been reported. The patients with tubal prolapse to vaginal vault might be
asymptomatic,2 or presented with vaginal discharge, abdominal pain,
dyspareunia, postcoital vaginal bleeding,l'z']'5 or defecation to coitus’. Tubal
prolapse could present with hematuria when prolapsed into urinary
bladder".

The physical examination usually appeared granulation

9,10

. 6,789, 15
tissue,

red granular polypoid mass,”>" or, less commonly,

11,12

frimbriated end of uterine tube.’ The diagnosis required pathological
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examination which often revealed uterine tubal mucosa but may showed
only inflamed granulation tissue as well." Furthermore the tubal epithelium
may be atypia from inflammation enough to mislead to the diagnosis of
endometriosis’ or adenocarcinoma.””

Rarely salpingovaginal fistula developed, causing acute postcoital
pneumoperitoneum or tubal pregnancy after vaginal hysterectomy.g'”

The cause of tubal prolapse into vagina was most likely from
mechanical process since the contributing factors including pelvic
infection, hematoma, intraperitoneal vaginal drains or packs, failure to
close to vaginal wall,’ failure to close peritoneum, clamp method of
vaginal hystere:ctomy,3 and retroperitonealization of adnexal structure’
perhaps lead to the development of defect between the pelvic peritoneum
and vagina. Moreover, the technique of closure was partly accounted for
the complication because many of cases were reported from the same
area.” On the other hand, the pathogenesis in our patient and in the case
of prolapse into urinary bladder seemed to be contributed by other
mechanism. The active proliferation of tubal epithelium possibly played an
important role because fallopian tube could reanasiomosis after tubal

15,16
In fact, there was an

resection, and caused sterilization failure. "
evidence with conflicting data showing that the tubal epithelium sprouted

0 . . 0 17
from the cut end and invaded surrounding tissue after tubal resection.
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However, in this presented case, there should be the cause otherwise
surgical resection that activated the tubal epithelium which may be
inflammation or endometriosis.

Although salpingocolonic fistula could developed in non-operative
case from many etiologies. Unlike this case, their imaging and
colonoscopic findings were abdominal mass, fistula and fistula opening, or
bathing of the mucosa with mucopurulent secretion, not the polypoid mass
or granulation that proved to be the fallopian tube.™"*%

The pathologic examination of the ulcerated edematous colonic
mucosa disclosed merely nonspecific colitis with ulcers, which thought to
be ischemic colitis secondary to the potentially obstructing polypoid

N Y-)
lesion.
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Physical Exammination

BT 37.0°C BP 130/90/mmHg RR 22/min PR 80/min regular
GA : Thai female 34 years old with Hypoethenic build
HEENT : normal
Heart : normal
lungs : normal
Abdomen : Soft mild tender no guarding no rigidity no mass no splashing
sound. Slightly Distended lower abdomen without peristalsis
normal bowel sound. PR-normal stool
Extremities : Unremarkable
Laboratory Investigation
CBC :Hb 12.7 gm%, Hct 38.0%, WBC Count 14700/Cumm., N 90%
L9% M1% MCV 79.6 G, platelet adequate
UA : normal
Stool exammination : RBC = 0, WBC = 0, Parasite : not found OCCULT
blood negative
CXR : will show.
SPUTUM AFB negative x 3 days.
Lab Chemistry: BUN 6.9 mg%, Cr 0.9 mg%, TP 7.7 gm %, Albumin
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4.2 gm%, DB 0.5 gm/dL, TB 0.9 gm/dL, AST 15 IU/L, ALT 10

[U/L, ALP 48 TU/L, Na 141 m"", K 42 m""

, CL 106 m"", CO,
27m, Amylase 151 U/L, Lipase 69.0 U/L
Plain Abdomen Supine - Upright

Ultrasound of whole abdomen : normal

Discussion:
»
aplfiheseiiiseiahedeatiugmeqummnlszana 11
a s 2 4‘; 1J 190 o Y =
AUSAY M TB enteritis DINMIPMUBUILATUUN UANGINNDIDAN
» » v
Aapa ASITINAImIMIIRIINn MnravesmsasIvievun agiliiu
. . . é . e = 1 u’u’ o 1
Giardiasis 3981 review 1sziAguéa faneimsnamusetue’ld ud

¥
fiheseil hifiemsieadulfiduiauda

v
=

M3y ISy Tinidazole 750 mg tid x5 Fu AihwemsAly
o LY o A
naeldeluiuh 2
= [y Qs 4 -] 1 (=]
Aamumssnu 2 dla uas 1 doudoin hilieimslan
] 1A v 1
vudumofidihonoil 1i1dW small bowel study 1 1oy TB

enteritis
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GIARDIASIS
ney. Wy asqassanimi

IWATUNNATIREY, NFUNN

Giardiasis was first identified in 1681 by Anton Van
Leeuwenhock and Vilem Lambl redescribed in 1859
- Cyst and Tropozoite: Clinical description in 1915-1916 by
Fantham and Porkr
1. No adequate explanation for the diverse clinical spectrum of
giardiasis
2. Mechanism by which Giardia produces diarrhea and
malabsorption
3. The key Immunologic determinants for clearance of acute
infection and development of protective immunity remain ill
defined
- Giardia -> rRNA 1.2 x 10’ base pairs
- Giardia is a eukaryote with 2 forms
1. Motile Trophozeite with 2 nu. + 4 symemetrical placed flagella
+ intracytoplasma structure = medium body at Posterior of
Tropozoite convex dossal + concave ventral surface with ventral
disc

Giardia "lliﬁ mitochondria
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2. Cyst 7-10 micro metre, Ovoid shape Cyst wall was highly
resistance to
® enzymatic ingestion
e chlorination procedures

Giardia intestinals life cycle

Ingestion of Giardia cyst 10 - 100 cysts
Gastric Acid

Prox.Small bowel GB pancreatic secretion (excystation)
' - !

Tropozoite

{embedded in mucus deep in the small intestinal crypts)

Bmary fission

<) Bile salt —small bowel

Encystation

4

Cysts

'

Feces (~ 10%/gm feces/day)

Environment (cool, moist condition) —
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4 steps process in small intestine
1. Excystaticn
2. Attachment to intestinal epithelium
3. Tropozoite mutiplicaition
4. Encystation
Epidemiology
Temperate and tropical regions worldwide
prevalence 2-5% (Industrial country)
20-30% (Developing country)
Age specific prevalence : In infancy and childhood
In adolescence
High risk groups
1. Infants and young children
2. Travellers
3. The immunocompomised host
4. Hypogrammaglobulinnemia
5. Agrammaglobulinemia
6. Homosexual men - with HIV
- without HIV
Tu'lny - vsuwndanms uniaating : chronic diarrhea :
+ giadia 4/29 (12.1%)
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7. @oalna edminBou) 491 au + parasite 239 (48.7%)

+ giardia 38 (7.7%)
In HIV - infected patients (with diarrheal syndrome)
1988-1995 : 720 pts.
Cystic of Giardia + 25 pts in stool samples
Mean CD, value of patients with giardiasis = 6.9 cell/c’
full-blown AIDS -> Dead occurred in 13
4 th AIDS > Dead occurred in 5
3 rd AIDS -> Dead occurred in 7
Dead occurred within 2 months =9 pts

6,12,24 months = 7,6,2 pts

G. intestinals in HIV + is not a mojor cause of enteritis
Transmission :

- Water-borne organisms

- Human - human (young children in day-care center
Reservoir = Human

Wild and domestic animals
Pathology

-n penetrate 19111 small intestinal crypt

- 'l invade

- patho LM 9191nA 24 mild-mod partial villous atrophy,
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- mild - mod increase crypts depth
Increase chronic inflamed cell in laminar propia + epitheluem
Depend on severity of diarrhea and malabsorption

- Decrease disaccaridase activity

Table 1: Pathogenesis of diarrhea and malabsorption : Possible mechanism

Mucosal damage Luminal Factors

- Ultrastructural damage - - Bactenial overgrowth
Disruption of microvilli bile salt-deconjugated

- Reduction in villous height - Bile salt uptake by Giardia

- Immature villous enterocytes - Inhibition of host hydrolytic

- Reduce disaccharidase activity Enzymes

- Mucosal inflammation

lainy epithelial damage => immune process bile salt deconjugate
wu"luﬁﬂwnnﬂuﬁﬁ giardia + bacterial overgrowth uwiwulué’ﬂw 40%
ﬁxﬂu giardia without malabsorption
bile salt & role - low conc *->® parasite growth

- high conc "->® encystation

N158A intraluminal bile salt concentration

- decrease activity of pancretic lipase

- impaired micellar solubilitin of dictary fat

i lvion malabsorption of fat

o - r
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Clinical Features

1. Asymptomatic infection (carrier state} = most cemmon

2. Acute diarrhea (short - lived, self - limited)

3. Chronic diarrhea (C evidence of malabsorption, weight loss and

impairment of growth and development in infants and children)
The variation may be due to
1. Host factors (genetic / environment determine)
2. Parasite load
3. Vinulence of specific giardia
Acute Giardiasis

14 traveller WU diarrhea ~ 90%, weight loss ~ 60 - 70%,
vomit ~ 30%, steatorhea ~ 50%

El'lﬂ‘lilémﬁﬂ 3-20 U (mean = 7) I.flimi,h endemic area fhﬂmj
pImysemoed lu 24 dlat (~25% of travciler...)uﬂ'mmsﬁmm?fa%”a
a7 ddeam
Chronic Giardiasis -> 30-50%

- Steatorrhea weight loss (~10-20% of IBW)

- 50% of fat malabsorption

- Folote deficiency, secondary lactase deficiency

- Hypoalbuminemia, Iron deficiency (due to iron malabsorption)

Alexander C in 1985 study chronic Giardiasis 65 pts

YT INUUANE IS UIMAAYe T sz mA Ing, Wy iey 2542 59



Mean age 42.6 yrs - men 29 pts, women 36 pts
Symptom 1.9 *- 0.3 yr

Travel 29 (45%), Allergy 39(60%), GI disease 14(22%),
Milk intolerance 19(29%)

Symptoms Total (pt) Chronic (%) Acute (%)
Diarrhea 62 55 70
Loose stools 31 39 22
Constipation 45 61 26
Fatigue 74 71 78
Weight Loss 48 45 56
Eractation 52 55 41
Blooatedness 74 74 78
Nausea 42 50 26
Vomiting 17 18 19
Epigastric 26 34 11
Fever 12 8 19
Generalized Abnormal Pain 63 66 63

Meyer and Radulescu divided symptomatic cases into two categories
1. Typical disease -> symptom up to 6 weeks followed by

spontaneous recovery
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2. Patients with some compomised host : achlorhydria,
immunodeficiency malnutrition usually severe and prolonged
disease

Complications in Giardiasis (Tasinwiz luianvzilgu)
- Growth impairment from intestinal malabsorption more severe in
2 - 4 years child
- Allergic and other immune phnenomena Urticaria, arthralgia,
lymphoid nodular hyperplasia
Diagnosis
Microscopy :
Fecal specimen - LM
Cyst preparation by Trichronic or Iron hematoxylin, Fluorescent labeled
monoclonal - Ab to cyst proteins
Single stoel examination + 70%
3 separate speimens on difference days + 85%
Tropozoites
- saline wet mount
- concentration techniques using formalin-ethyl acetate or zinc
sulfate
- endoscope brush cytology in mucosal smear from proximal

small intestinal biopsy specimens or in histopathologic sections
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- Duodenal fluid from endoscopy, nasoduodenal tube, string test
The yield of routine duodenal aspiration for Giardia lambia during
esophago-gastro-duodenoscopy ->1/144 = 0.7% in teriary care medical
center and middle class population
Immunodiagnosis : 2 diagnostic approaches
- in Fecal specimen
- in Serum
Fecal Antigen Detection
Most common used techniques = ELISA
Sensitivity - Specificity = 87 - 100%
(not universal used in routine diagnostic lab)
Serology
® Anti - Giardia antibodies
® Anti - Giardia IgG
® Specific anti-Giardia IgM
= Ab szamauinnnidle..
= detect acute infection
= sensitivity and specificity waﬂaﬂutﬁﬂﬁﬁa1ﬂm§ai"¢
naw 9 Aoy
= Tunquitiiiu chronic diarthea wtitaluanfisl 1gM Ab +

=i A ] 1 1
928l IgA Ab + A0 4 IgA szywuendiiTsney
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DNA - Based Test
® DNA - based fecal detection assays
Treatment
3 major groups
® Nitroimidazole derivative
- Metronidazole
- Tinidazole
® Acridine dyes
- Mepacrine (Quinacrine}
@ Nitrofurans
- Furozolidone
Others
- Paromomycin (safe in pregnancy)
- Albendazole (400-800 mg single dose)
- D- and DL-Propanolol
- Doxycycline
- Rifampicin
- Mebendazole
Problem Control
1. Drugs therapy
2. Water supply and sanitation control

3. Research for develop effective vaccine
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Table 8. Adverse effects of antigiardial drugs

Drugs

Adverse Effects

Metronidazole

and tinidazole*

Mepacrine

(quinacrine)

Furazolidone

Nausea, vomiting, metallic laste, gastrointestinal
disturbances, rashes, urticaria, angioedema
Rarely, drowsiness, headache, dizziness, ataxia
Prolonged use: peripheral neuropathy
Disulfiramlike reaction with alcohol

Avoid in pregnancy and breast-feeding

Gastrointestinal disturbances, dizziness, headache,
nausea and vomiting.Occasionally toxic psychosis

Prolonged use: yellow discoloration of skin, sclerae
and urine: chronic dermatoses; hepatitis; aplastic
anemia

Avoid in pregnancy, hepatic impairment, psoriasis,

the elderly, and history of psychosis

Nausea, vomiting

Hemolysis in G6PD deficiency

* Not approved by Food and Drug Administration for giardiasis

G6PD = Glucose-6-phosphate dehydrogenase
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Lamivudine in the Treatment of Hepatitis B Viral Infection
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Dyspepsia
T R/O typical biliary pain, IBS

Alarm features

- Ve + ve
Life style modification (LSM) Consider appropriate
Education+symptomatic investigation

4
Antisecretory and/or prokinetic

for 2-4 weeks \\

success Failure_, Alarm features
continue till 6-8 weeks

Mo recurrence Recurrence —» Endoscopy + Ultrasound
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s23@ typical biliary colic HdnyaIL Fail @

1. Typically epigastric or right upper quadrant

2. Characteristically radiating to the back or through to the region
of the right scapula or right shoulder blade.

3. Usually sudden in its onset, reaching its maximum intensity in
15-60 minutes and invariably constant once it reaching its
intensity.

4. The attack possibly lasting many hours before subsiding.

5. The pain usually assumes a characteristic pattern for each

individual.

inauatit19lums3Tedt IBS 19 Rome Criteria @ Fadlpaiioins
soliliegranton 3 o 1

1. % colonic pain ( frequent lower abdominal pain often relieved

by defecation and / or looser and / or more frequent stools at

its onset)

2. altered stool frequency (> 3 stools daily and/or < 3 stools
weekly, often)

3. altered stool form (hard and/or loose or watery, often)

4. altered stool passage (straining and/or urgency and/or a feeling
of incomplete evacuation, often)

5. mucus per rectum
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uannIMiudadeadnlszi@msiueIdag 1 NSAID,

theophylline, iron, potassium, digoxin, antibiotics U14AQ Hudu

diouondioiiitlsedd typical biliary colic, IBS, MINUOT DY

ara 4 4 ' .
Uiz A Tsnseuudug o100 1M3  dyspepsia 1M myocardial

infarction,

heart failure, hyperthyroidism, hypothyroidism, diabetic

. ¥ o wa ] [ A =
gastroparesis uda mwm]szmuazmwswmmwﬂwu alarm features

[] t A ) ,I [} L]
athalaedranilane hlitswdonsely 1dun

1.
2.
3.

Age of onset > 40 years
Awakening pain
Significant weight loss (> 5% BW within 1 month or > 10%

within 3 months)

4, History of GI bleeding
5. Persistent vomiting

6. Dysphagia

7.
8
9

Strong family history of GI malignancy

. Anemia

. Jaundice

10.Hepatomegaly, splenomegaly, lymphadenopathy

11.Fever

12. Abdominal mass

13. Significant abdominal distension

14.Bowel habit change
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WUT alarm feature 1¥ investigate sawanuanzeay vinluwy alarm

feature MU MM upper GI endoscopy 1182/130 ultrasound
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danviiuda uuziiinas investigate WA luvius @i
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mamMamsInedanaz il etinidae Helicobacter pylori
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=, e U ! »
MIIUNUNMIAAYD Helicobacter pylori (HP)
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1. 35MInsIuneIumemMIAaiYe HP
e AAuazminzaud mivdsemalnoluilegiufie msin
endoscopy 0¥ biopsy lﬁﬂ‘l.jﬂ'i:lﬂ'l:i)'lﬂﬁ R RY rapid urease test 9
. . . o .
91919 commercial kits 130 home-made kits N1@ 1A8 home-made kits
dvviumsnageuudiniana ludnmnaspuiduiveniy win
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rapid urease test IMHAAY 9@ FUITIBATIININGIE 1IN rapid urease
9 vl vt ﬂ 9 1 Ay d’ s b - ﬂ
test IMWaUIn  lusutludesdaruiionsiamaneson sndusieiiiu
td 4 ]
gastric ulcer UazABIAFUITTBNINVO LIMNAIWOLYN 15A9IN malignancy
lunsnsIvuAazo619M3 rapid urease test LA histology AI31%
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whole blood office-based kits 1tuzinIR1F isenndszme Inviianu
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¥ v }
Af1F0 HP uaztudunamsmiade HP nwvdanmssne usvuziiga 'l

insesasyiatl ludszneang

2. ﬁﬂmﬁﬂai"lﬁ'%'nnﬁmnmt*?;aHP
18un é’ﬂ')tlﬁhlﬁ)?‘ljﬂ‘liﬁ'l upper Gl endoscopy Hazwu N
1. Duodenal ulcer (regardless of activity)

Gastric ulcer (regardless of activity)

Previous history of documented gastric or duodenal ulcer

Severe erosive andfor hemorrhagic gastritis

ok wN

Severe erosive duodenitis

fwamsadoindoanuinnA viewu mild %58  nonspecific

9o
gastritis TuA1TNATOUMIAAIEYD HP
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Riheiinas185umsmiade HP TAundihede Uil (Taodesdu
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fuiimsaade HP 52ud70)

1.

2
3
4,
5
6

Duodenal ulcer (regardless of activity)

. Gastric ulcer (regardless of activity)

. Status post resection of early gastric cancer

MALT lymphoma

. Severe erosive and/or hemorrhagic gastritis

. Severe erosive duodenitis

0 H v o o j Y ] 1
Aiheilinush Wldndiade P @hinmaaouiiing

aae HP) 1dun

1

. r;’{ﬂ'w non-ulcer dyspepsia
. vj’ﬂau atrophic gastritis

2
3.
4

gravesfihouzdansznizems

. NSAIDs users

e o X
grinmdaiie HP

o o 1 4 L] A o o J ]
gasnmdareiivunh F1ldnamsiiaiestinios 80% lau

intention to treat basis .Hufi
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f) Antisecretory 1 @7 3N 81FFmz 2 M

Lanzoprazole or
Omeprazole or + Clarithromycin | +

RBC

Amoxycillin
or

Metronidazole

1 3y
) Tunsdi#i il clarithromycin IMidonldgnsdail

Lanzoprazole or

RBC

Omeprazole or + Amoxycillin | + Metronidazole

L4 ¥
LUZIMINI NI 7 U
Wnenni¥ Ao

® ] anzoprazole

Omeprazole

RBC (Ranitidine bismuth citrate)
Amoxycillin

Clarithromycin

Metronidazole

Tetracycline

HueNHeg ﬁ"l#iﬂ']!luﬁ' penicillin a1l tetracycline 1NY amoxycillin

18 (nsdll9gasen v) clarithromycin 138 metronidazioe 19BN

30 mg bid pc
20 mg bid ac
400 mg bid pc
1000 mg bid pc
500 mg bid pc
400 mg bid pc
500 mg qid pc

=] L] A
woaih ldaau 1814 uflvdrs M3l antiemetic drug
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1. du complicated ulcer (U ¥ bleeding YEL) previous perforation
2. 1 intractable pain %39 recurrent symptom
» »
3. High risk gastric cancer (ﬂiiﬁﬁ#’fﬂ\‘l biopsy FUAUD)
4. Patient’s wishes
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Lectures

- Gut as an Endocrine Organ in Health and Diseases

- Pathogenisis of NSAID induced GI injury

- Safe use of NSAID

- QGastric Cancer - Pathogenisis, Risks and Prevention

- Update on Metabolic Liver Disease

- Advances on Endoscopic and Radiological Imaging in

gastroenterology
- New Therapeutic Approach to gastric injury and Intestinal
Inflammation

- Hepato biliary complications in AIDS

- New Insights on the pathogenisis and treatment of IBS

- Management of GERD in the Year 2000 and Beyond

- Inflammatory Bowel Disease Year 2000 and Beyond

- A step-up Approach to New Therapies in IBD

- Advances on Pancreatitis

- Tropical Pancreatitis
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Tropical GI and Liver Disease

Controversy and Consensus in the Management of Dyspepsia

Recommendation for Hp Eradication in the Year 2000

GI Barriers on Drug Absorption
- Diet and Colonic Neoplasms
Symposium

Symposium on Dirrhea

Molecular Mechanisms of Intertinal Secretion

Intestinal Inflammation as a cause of Diarrhea

- Infectious Diarrhea

Approach to Chronic Diarrhea in AIDS
Symposium on Cirrhosis

- New Therapeutic Approach to Hepatic Encephalopathy

+

Pathogenesis and Management of Ascites and SBP

Medical Management of Variceal Bleeding

- Liver Failure
Symposium on Hepatocellular Carcinoma

- Multidisciplinary Approach to Hepatocellular Carcinoma
Symposium on Viral Hepatitis

- New therapeutic options for Chronic Hepatitis B

- Therapeutic Options for Hepatitis C
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- Prevention and Immunoprophylaxis of Viral B and C

- Asian Forum on Treatment of Hepatitis B and C

Plenary sessions

- Free papers
Endoscopy

- Video sessions
International Speakers
1. Binder Henry, M.D.
3. Brasitus Thomas, M.D
5. Cello John, M.D.
7. Farrell, Geoffrey, M.D.
9. Fiocchi Claudio, M.D.

11. Fock Kwong Ming, M.D.

13. Giannella Ralph, M.D.
15. Guan R., M.D.

17. Hoffnagle Jay, M.D.
19. Huibregtse K., M.D.
21. Lam Shiu-Kum, M.D.

23. Malfertheiner Peter, M.D.

25. Owyang Chung, M.D.
27. Podolsky Daniel, M.D.

2. Blei Andres, M.D.

4. Castell Donald, M.D.

6. Chen Ding-Shin, M.D.

8. Fedorak Richard N., M.D.
10. Fisher Robert S., M.D.
12. Garcia-Tsao Guadalupe, M.D.
14. Goh Khean Lee, M.D.
16. Graham David, M.D.

18. Hollinger F. Blaine, M.D.
20. Kimura Ken, M.D.

22. Lok Anna, M.D.

24. Omata Masao, M.D.

26. Phillip Sidney, M.D.

28. Reed W., M.D.
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29. Schulz H.J., M.D. 30. Sipponen P., M.D.

31. Sivak Michael, M.D. 32. Sung Joseph, M.D.

33, Tandon Rakesh, M.D. 34. Thomson Alan BR., M.D.
35. Todisco Andrea, M.D. 36. Toskes Phillip, M.D.

37. Tytgat Guido, M.D.,Ph.D. 38. Watkins Paul, M.D.

39. Wilcox Charles Mel, M.D. 40. Yeomans Neville, M.D.
41. James W. Freston 42. Jose D. Sollano

43. Sulaiman 44, Xiao Shu Dong
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