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sticosteroids,

{Lassification.,

Short acting corticosteroidss
— Adrenal suppressinn less than 1} daysi- cortisol, cortisone, prednisol oz
prednisone, methylprednisolones

Intermediate acting corticosteroidsa
— Adrenal suppressiones 2} days - triamcinolone, puramethasone .

Long acting corticosteroids »
~ Adrenal suppression for 2} days or more = betamethasone, dexamethoscns.

- Novma Some _of Anti- Eguiva-= | Sodium Glucocorticoid | Sodium rztain-
many trade inflamma- lent po-| retaining | effect equiva- ing eifect
name tory tency potency lent to 166 mg .| equivalent

. (ng) cortisol P.O. 1 mg DOCA

— (I.M.)

ShMJL 1 20 Tl 100 20
Cortrsol
(w Hydro
cottineong) corti

. 1) sone ;

R

Oorbizcae Cortone 0.8 25 2 + 125 20
Predni- Meticor- & 5 1+ 20 50
sokopa telone

Delta~
Cortef

methyl Medrol 5 % 0 16 - 20 no eftect
Predmi—

selone

Pyrednisone Deltosonel 3.5 3 1+ 25 50

Meticorten

Int erme~| 3
dtate Aristocort 5 4 0 10 - 20 no gffect
qgigﬁi Kenacort ' ’
Tr{ow—
eitnolone

_i i

poramefha~ Haldron 10 2 0 & no effect
sovie l

Long: octing
Bbome—-; Celestone| 25 0,60 0 1.8 salt less
thasone

Dex pmetha- Decadron

g Deronil 30 0.75 0 1.5-3.75 no ef€ect
O Hexadrol

‘~logical actions & Complications

st _on carbohydrate & fat metabolisums

~ luconeogenesis, protein catalolism

~ anti-insulin effect (in the presence of H.G.H.)
.jperlipemia, hypercholesterolemia,

: feoct on water metabolism
— ater diuresis, maintain extracellular fluid.
increase intravascular volume & G.F.R.

. iti-inflammatory and antiallerpic actionss
i inflammatory - decrease pericability of capillary andothalium e
- maintain cell membrane or plasma memprane intergrity.
- stabilization of lysosomes :=~ callzd lysosome~stabilizer.
Gi-allergic - prevent histawine release & antigen-ant ibody reaction 4




“ecmatologic effects »
- ¢ lymphocutes.
- ¥ eosinophils,
- Aneutrophils.
- Aerythrocyte, polycytemia .
-~ Athrombocyte, throwboembolic phanomena e

Adrenal suppressions
— Therapeutic dose administer less than 5 days$- no suppressions
- Therapeutic dosc for 2 weeks - mild suppression.
- Therapeutic dose wore than 1 mt. - definit suppression,

Pattern of recovery after long term high -dose, dally steroid therapy.—
« initially , plasma ACTH & cortisol are,low, over a period of 4-6 mts ACTL
" cortisol reach almost normal level., The entire process of recovery may tais
a5 long as 8-9 months. :
Stress dose of steroid (A5 X phYologic dose) should be administere:l
i+ stress situation during period of racery. :
Effect of mxogenous steroid on the Wituitary - adrenal axis depend
o the -
- Quantity of steroid administered.
- Potency of the steroid. .
- Time of day of aduministration-
- Tissue half life of steroid .
-~ Total duration of steroid therapy.,

fect on skeleton muscle
- protein depletion from gluconsogenesis —> muscle wasting — usels
. weakness,

»i.2ct on the central nerwvous system¢
— smotional instability, depression, euphoria, psychosis, epilaptic
seizure,
Psychiatric disturbance occur in both the excess and absence of
corticosteroids.

abro - intestinal effects -
- increase gastric acidity,

_f7zct on Ca and bone metabolism.
- interruption of bone growth®
-~ anti-growth hormone effect.

viteoporosis dus tos-
1. interference of watrix formation due to protein depletion -
2. anti-vitamin D effect on G.I. tract.
3. increase urinary excretion of Cas
4, deerease deposition of Ca,

“zet on cardiovascular system.
- hypertension dueé to mineralocorticoid effacte
- increase angictensin.
~ hyperlepemia & hypercholesterolemia — 3y atherosclerosis.

Fasakble clinical problems in prolonged steroid therapy
— Steroid and bacterial infection .
- Retarded growth .
- Hypothalamic = pituitary adrenal guppression »

wGteroid withdrawal =yuptoms® - occur within 3-5 day after sudden discon=
snation of sternideSymptoi similar to reactivation of underlying diseases.



- Diabetes millitus
Tndividual who recieves corticosteroid may responis DYt
‘- no change
- renal glycosuria without hyperglycenia

- steroid diabetes - hyperglycenia, glycosuria disappear after fast.->’

.-ketotic diabetes, recovery appear within 2 wks after D/C steroid.
- truely latent diabetes.,

“intic ulcer & GI bleeding-
.~ steroid ulcer—yp gastric ulcer silent ulcer.
natural occuring ulcer_—__;.dg;denal regione.
- apral corticorteroids are more ulcerogenic than narenteral form ¢
-~ Hypertension
- Qcular complicationse
- Psychological difficultyr
- Renal calculi.
- Thrombophlebitis & cmbolism'’
-~ Steroid induced osteoprorosisc
- BEcchymosis and striae.
- Steroid addication . ’ .
- Steroid and menstrual dysfunction.
- Steroid myopathy -
- Cushing like syndrome -
— ACTH allergy .
- Acute pancreatitis’ ’
- Steroid and congestive heart failure

_.cnzral consideration orior to the use of Corticosterocids.
1. How serious is the underlying disorder ?
2. How lonz will therapy be required ?
3. What is the anticipated effective dose ranfe -
a. To amelioratc symptonms 7
b. To suppress the sign and symptoms of the “igorder ?
4, Is the patiaht predisposed to any know haz.rds v virtue of having
a, Hypertension oT cardiovascular disease ?
b. Peptic ulcer, gastritis, esophagitis 7
c. Osteoporosis ?
d, Diabetes mellitus %
e, Tuberculosis or other infections ?
f, Psychological difficulties ? )
5, Which adrenal prepavebion is preferable..
a, ACTH or stsroids 7
b, Anti-inflammatory or sodium -retaining properties 7
ce Short acting or long acting ?
d. By mouth or injections ?
6. Alternate-day therapy ?
7. Supplementary adjuvants to minimize metabolic disabilities ?
8, Program for withdrawing steroids 7

- Chanika Tuchinda M.D.,M.S.
- Departmant of Pediatrics
- Siriraj Hospital.



- ronic adrenocortical insufficiency
lLuassic ﬂddlSD?{ﬁJQ;ngEg

-~ Infection -~ 13, meningococcal.,
- Idiopathic aLuLGOH‘f d;rﬁ;se — familial, freguently the diseassz may associ..
iih hypoparathyroiclism or moniliasis, hypothyroidism (Hashimoto's disease),
Lo .tes mellitus, ovarian insufficiency; pernicicus anemia,

o

.. sCIAL THEST OF ADREIAL UHUTION
iater load tesgt, rxtient with cortiscl d:ficiency cannot excrete a water load
~raally.
e patient should fost and do wikhout water from 12 M.N. A water load of 20 aui.
sei K8, B.W. is given orally at 8 A.M, within half an hour, the patieat should void
st before the wotor lood is given, and the urine is subsequently cocllect over «ach
gf the next four nours. Hommal should excrete more than 70 » of the engested lood
in four hours. In poticnt with cortisol deficiency the load is excreted very
slowly over several moxre aour,

Administration of 10 to 50 mg. of cortisol orally two hours before the water lo:d
is given will revcrse wie abnormality in patient with cortiscl deficiency.

3lood glucose. &,3,8, & bl, sugar level at four & fifth hours of a glucose tolerancs
test may be abnormall,” lov in patients with cortisol deficiency.

ACTH test 20 to 40 mg. of ACTH gel is administered I.M. every 12 hrs. for 6 doues to
tne infant or child. Urinary 170 HCS are determined on tne two days before and on
t.ae day of ACTH adminictration.
iiormal - threefold to teirold rise in the wrinary 170 100,

- ugeful in Gicfeir o otiating primary and sccondary =dr. insufficiency.

_.otyrapone (SU 46C5; test

Infant. ~ 250 mg of SU 4385 every four hours for six doses.
S.ildren.- 500 mg cvery four hours for six doses.
Ufinary 170 HOS cetoruined on the two days before, on the day of adninistration
i two days after acainisbration,

<orual- threefold to fivefolc increase in "8% , THS.
T z \ 5
Deoxycortisol (3} ———s——>3cortisol
SU” 4885

- failure in - »rimery adrenocortical insufficiency.
~- Lot deficiency.

Selt deprivation test.

Jiet with no more than 10 mBg of sodium psr day for 5 days. Serum and urinary
ciectrolytes arc dsbermincd each day,

liormal child ~ rcduce godium CXeretion to maintain scrum socdium.
sodium balancs is wsually achieved by the thiérd day.

v uitz caronic adrenocortical insufficiency who undergo sur
e Acy due to long term, high-dose corticosteroids.

Tyrgatment of
Including adrenal 1

1=,1‘J. s

sortisone acctatbe. ;
Waintenance dose : Crally, in 5 doses; 50 mg per day.
btress dose ; Urotly, in 3 dese : 200 mg., per day
Intrwmascul&rly, in 3 doses : 100 mgz. per day.

Ureoperatively 3 24 hours bofore operation, 25 mg. 1.4,
i T 19 uwe. owofore operstion 25 mg. L.
1 hp, v.sore operation 50 mg. L.M.
suring operation: Aveilanle for immediate used
Cortisol - hemisuccinwnbe, l.U - 2.0 mg/kg., at once or
Prednisolone - hemisuccinate, 5 - 25 mg. at onece,
Aldosteronc 1 mo. b 0neS.

Cost operatively:

L at, day 3 25 ms cew. RAGN S HEE,



2 nd, day : 25 ng. .2, cacn 8

3 rd. day ; 25 mg. L.k, each 12 hrs,

4 th, day : 12.5 mg.I.¥. each 12 hrs,

5 th. day : 50 ng. orally in 3 doses.

- ztment of chronic adrenocortical insufficiency and acuig adrenal orisis.
Chr. acreagcorticel insufficiency,

Kaintenance dose Maintenance dose Stress dose
ng/day ng/d. mg/d.
‘ortisol (free alcohol, not the scotate) . 10 - 15
orally, in 3 doscs i 2 =5 times
sortisone acctate : orally in 3 doses 10 - 50 I maintenance dose
Prednisone ornlly in 5 doses 2 - 10

. S E——

B et I

Jortisone acelcte, I.i.. used only when
swrenteral treciment is necessary
wnd before, cduring nd ofter operation.

pzsoxycorticosterons acetate (DCA) I.M. 1-3
A0 - trimetyylaccbate (Fercorten - M) I.i.; 10 - 30 mg. per 1 - 4 wk.
" [ P . S aits
“3JA= fluorocortisel, ouce a day, orally, 0.05 - 0.2 |

in combination witi 10 — 25 mg. of cortisol (or cortisone acctate) per day orally
: in 3 doses.
j

Acute adrenocortical insufficiency.

- I.V. fluid {I1.8S in 10 & G, approximately 100 ml/kg. during first 24 hr.; if
necessary, plasma.

- Jortisol hemisuccinate, L.V. 1-2 mg/kg. abt once 25 - 250 mg. during first 24 (o,

. ’rednisolone hemisuccinate, I,V, 5 - 25 mg. at once.
swpinephrine, ncwvcpincphrin (Levophed or aramine for iruitment of shocks
vassopressor supgtance in ad6quauc amounts is dilutcd in 250 ml. of 5 o G and

s slow rate of IV, drip is maintszined under careful control of blood pressur:.

[=]

.ldosterone, 1,7. 1.0 mg 2t once, if neccssary, repested during first 24 hr,
1f aldosteronc is not available, then give. DCA as follows:

Jssoxycorticosterons scelate, L., 3 mg. at once, 2 - 4 mg/d. thercaiter.

Lntibiotics and otiicr supportive treatment.

Chanika Tuchinda, il.D., M,S
Department of Pediatrics
Sirira]j Hospital.

5= 25 2 - 5 time maintusic
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unnuquﬁq abdominal emergency YAANNNT early diagnosis LWONTY

1nlunas s lavima e

i3 ' day &
ninlulun1g diagnosis Wan acute abdomen NAB i-

-~

vy o ¢ 4
0. NAT0ANLTzARReAY l2RIuR2NT £RT 230 wagdnysn nls 2270

wazaii >

[ v
B, DATATITINLTANAY LY Lnuaz L Bun

v
me UNBINIMINN Anatomy, physiology AABAIM pathology w1

apply
Y a4 a ' d  q¥ o g
¢. 3:rodiinde  possibili-ties A9 9 AWAIMLAD acute abdomen If

, :
g. DN exclude nonsurgical conditions aanlyl

L 3

L 1 v‘!‘ H
b, winlawm 4 1Y ferneulziiutousefuanay mall severe abdominal

L % Y » ar ' o
pain M b P ln unw:uﬂqLuﬂﬁwzmﬂﬁinﬁﬂiﬂunq?uqﬂn

nas o1 249

L 4
o 4 o
arvzouaandmlaies grduaziiteuge ez Alaglilauazidun

t v
. - o <
onset MADNI development IBNDINATAN 9 WanMuRITUAnLLT 237 luenn

] v ES ]
ot uhemelrnesls  neentuganmaasaulattunennals
1

] ‘l v b7 v
(») a2y 209nul29zMemuilndalsnil Common luEAEMU o 1o

y ! ¥ d = : e
acute appendicitis ﬂq?w:wuiﬂqnﬂqq aemanonlutnnns aeuun ez ly
]
adult 1ife 4NN

gd. 8 ! e Yo Yo, ' a
Intussusception MIIUIANMOYAN W 11 unluglvgineznualaning
e ]
organic lesion tﬂuﬂulﬂﬂ LT Ca 187

4 o A
Large bowel obstruction N¥eulunulasaguinmi o 3 910 ca colon

wul o & 4
| fnlawalutnn wie young adult

4 vllﬂv& i v 1
Onset ?:ﬂﬂiﬂﬂul1@ﬁﬂﬂuuu%u1ﬁlﬂﬂ%nlﬂﬁ1i LU Vaamas LTULI8Y

oo Tl x . ! ¢
WALIFUADINU uﬁ?:WUUﬂﬂqu acute appendicitis #9U perforation 9N

t 4 I v s a 1 ]
gastric ulcer wyuptn91 acute appendicitis JINLUIANOI NANIINNULINIY LA

o v ] | B |
= [ ]

Cagtor oil <49 ﬁﬁﬂfﬁﬂﬂq1ﬁﬁfziaqﬁ onget LﬁﬂﬁQQWQQlUQﬂqUQQ?q?: niguUn

o~ 4 X 4 4
FOINUN ﬂﬂﬁ??:ﬁ perforation TIWUUUAVUNY € TBY gastriec ulcer nie

L
4 :
rupture 994 pregnant Fallopian tube 1n »Sauls«9R209 abdominal injuryun
] v

L 4
ﬂﬂ??:ﬂ interval NDU uaq%aﬁ acute abdomen %u ?uﬁﬂﬂﬂﬁﬂﬂ&ﬁnternal

v
hemorrhage 31N rupture of spleen Iﬂ



] ™
Aeuteness. 109 Onset J:UGM severity 994 lesion LTW aule

¥ - ¥ A v L v
LIS omset NAUNNTLINGN (faint) Wi collapsed AUAY 1u¥ﬁﬁU?:ﬂﬂdﬁnaﬁ

' v
perforation 984 peptic ulcer W@y acute pancreatitis NoU Lwﬂugu@q
i

v
@:ﬂaqﬁnﬁq rupture of ectopic gestation nOU

v
i i )
WAn Intestinal obstructlonmlﬂ‘u Simple obstruction?*l gradual

: I
onset @M Strangulating obstruction?:ﬁ Sudden onset Lﬁulauqﬁﬂ

L
Torsion 99 pedicle %04 ovarian cyst quﬂuiﬂﬁﬂﬂ

(@) Abdominal pain ﬁh?zﬁtﬁﬂuqn case lu Acute abdomen
v 1 ' B

L 4

= - "l ﬁu & - e e { ! A4

DMl severity uU1N Nt indieation WN?:NAIUNANTNEINIMU uﬂﬂﬁﬂﬂﬁﬂirﬂﬂ
A ! v
:ﬂﬂ\'l'.ﬂ Correct diagnosis ’ lauﬁﬁu 39329y Correct treatment ‘lﬂ

] 1 v ] v
Narcotic agents LTU Morphine TUﬁﬁTqu?uﬂqq?:lﬂ Correct diagnosis
; o o ' 4! &‘ 4.0
laﬁﬂﬂu twm:numw::ﬁnm Symptoms @z Signs puw Severe & progressive

v £ 1 14 3 v, v
intra abdominal disease 1 “WAlwiradndulauadaly Siaet tunat dounaulaln

Character of pain

Griping pain lﬂuﬁhnmsmaq intestinal obstruction
e T
Acute throbbing pain uﬁmqqﬁ abscess ﬂgﬂu abdominal cavity
Burning pain '?SWU'].'L! perforated peptic ulcer & acute pancreatitis
Tearing pain 9:mily Dissecting aneurysm
Acute aching pain ewiily  acute appendicitis
Constant dull fixed pain aznuluy pyonephrosiﬂgfperinEPhria abseess
F; & s o 4 a
Stabbing pain ’-?:wn'lu pleuritis unw:wumnmmmu’lfmn -
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INTRA - ABDOMINAL ORIGIN ®17LAn3N

l, INFLAMATION CAUSES

A. PERITONE'M

1. Chemical or Non-bacterial peritonitis

2

- Perforated peptic ulcer
~ Perforated gall bladder
- Ruptured ovarian cyst

Bacterial peritonitis

&
a. Primary peritonitis ¥INLUT

b. Secondary peritonitis

B. HOLLOW INTESTINAL ORGANS

2 1
20

30

8.

Appendicitis
Cholecystitis
Peptic ulcer
Gastro—-enteritis
Regional ileitis
Meckel's diverticulitis
Ulcerative clitis - Amoebic
— Non - specific

Diverticulitis

C. SOLID VISCERAL ORGANS

1-
2’

3a

Pancreatitis
Hepatitis or liver abscess

Splenic abscess

D. MESENTERY

—~ Lymphadenitis

E. PELVIC ORGANS

= Pelvig inflammatory disease

- Tubo—avarian abscess

-~ Bndometritis

i
LU

—-pneumococeal
~-3treptocececal

-T.B.

—perforated appendicitis

~Typhoid perforation
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2. MECHANICAL CAUSES LU Obstruction WiID fcute distention

A. HOLLOW VISCERAL ORGANS

| &
®

L.

1.

26

Intestinal obstruotion
a. Narrowing of lumén
t
l. Obturation LT gall stone ileus, ascariésis, bolus of food
‘
2. Intestinal walll%U - Traumatic - post operative
~Inflammation — Crohn's disease, T.B.
~ Neoplasm - Ca -
Ly v
3. Outside intestinal wall LTue"lapniliunma abdominal
aortic aneurysm, tumours
h. Adhesion bands - congenital band
!
= Traumatic band ‘TU post operative adhesion
-~ Inflemmatory band
— Neoplastic band
0
¢. Hernia - internal (9U complicated obstructed or strangulated
?iaphragmatic hernia
external |9U Obstructed or strangulating indireot
| inguinal hernia
d. Volvalus tTU Small bowel volvulus, Sigmoid volvulus
]
¢. Intussusception LT Ileo-toceal type
!
f. Developmental error L% Duplication of intestine
Biliary obstruction ﬂﬁ?tﬁﬂlgé—
8. Biliary calculi

b. Ascariasis

c. Hemobilic 9N  hemorrlage %04 degeneration of Ca liver

Solid viscera

Acute splenomegaly

Acute hepatomegaly - cardiac failure

Mesentery

Torsion of appendices epiploicae

Pelvic organs

Twisted ovarian cyst

Torsion or degeneration of fibroid



3. VASCULAR CAUSES
L. Intraperitonéal bleeding
— ruptured liver
- ruptured spleen
- ruptured mesentery
- ruptured ectopic pregnancy

<
ruptured aortic, splenic WI@ hepatic artery

B. Ischemia
— Mesenteric thrombosis H?ﬂ embolism
- Hepatic infarction
- Splenic infarction
4. MISCELLANEOUS
- Bndometriosis
II. EXTRAPERITONBAL CAUSES OF ACUTE »BDOMEN
1. Cardiovascular ﬂ = Pneumonia
- Empyema
= Adominal Angina
- Myocardial ischemia

= hLctive rheumatic heart discase

=2
|

2. Blood Leukemia, Henoch's purpura

- Sickle cell crisis

=
I

3. Neurogenic Spinal cord éumour
~ Osteomyelitis of spine
- Dabetic crisis (Tabes dorsalis)
- Hepes Zoster
~ Obdominal epilepsy
4. Genio-urinary ﬁ —~ Nephritis
- Pyelitis
-~ Perinephric abscess
= Ureteral obstruction (Calculi, Tumour)
= Prostatitis
- SUeminal vesiculitis
— Epidydimitis
5. Vascular - Disgecting, ruptured or expansive aortic ansurysm

- Peri - arteritis



6. Metabolic

7. Toxius

8. hLbdominal wall

9. Psychogenic

Uremia

Diabetic acidosis
Porphyria
iddisonian crisis
Bacterial (Tetanus)
Insect bites
Venoms

Drugs

Lead poisoning

Intramuscular hematoma or abscess
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1. Chemical or Non-bacterial peritonitis L%u
- Perforated peptic ulcer
~ Perforated gall bladder
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2. Bacterial peritonitis
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a. Primary peritonitis ?Wﬂl§5 —-pneumococeal
~3treptocececal
‘ ~T.B.
b. Secondary peritonitis -perforated appendicitis

~Typhoid perforation

B. HOLLOW INTESTINAL ORGANS
l. Appendicitis
2., Cholecystitis
3. Peptic ulcer
4. Gastro-enteritis
5. Regional ileitis
6. Meckel's diverticulitis
Teo Ulcerative clitis - Amoebic

- Non - specific

8. Diverticulitis

C. SOLID VISCERAL ORGANS
1. Pancreatitis
2. Hepatitis or liver abscess
3. Splenic abscess

D. MESENTERY

- Lymphadenitis

E. PELVIC ORGANS
- Pelvig inflammatory disease
- Tubo=-avariah abscess

- Endometritis
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6. Metabolic
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8. Lbdominal wall

9. Psychogenic
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Lead poisoning
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ACUTE ABDOMEN ®Y¥ifieminaniafiig o la 2 owrafel-
I. INTRA - ABDOMINAL ORIGIN®N¥LAAIIN
1, INFLAMATION CAUSES ‘
A. PERITONETM

i
1. Chemical or Non-bacterial peritonitis LTU

— Perforated pgptic alcer

—- Perforated gall bladder

~ Ruptured ovarian cyst

2. Bacterial peritonitis

a. Primary peritonitis 90.378 -pneumococeal
.~Streptoceacal
[ =T.B.
b. Secondary peritonitis —-perforated appendicitis

~Typhoid perforation
B. HOLLOW INTESTINAL ORCANS
1. Appendicitis
2. Cholecystitis
3. Peptic ulcer
4. Gastro-enteritis
5. Regional ileitis
6. Meckel's diverticulitis
7. Ulcerative clitis - Amoebic
~ Non - specific
8. Diverticulitis
C. SOLID VISCERAL ORGANS
1. Pancreatitis
2. Hepatitis or liver abscess
3. Splenic abscess
D. MESENTERY
-~ Lymphadenitis
E. LELVIC ORGANS
-~ Pelvig inflammatory disease
— Tubo-avarian abscess

~ Endometritis
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2. MECHANICAL CAUSES LU Obstruction Wi® Acute distention
A. HOLLOW VISCERAL ORGANS
l. Intestinal obstruotion

a. Narrowing of lumen
i

1. Obturation LlTU gall stone ileus, ascariasis, bholus of food
‘ :

2. Intestinal walllTU "— Traumatic — post operative

-

- Inflammation — Crohn'’s disease, T.B.

- Neoplasm - Ca
: i o ¥
3. Outside intestinal wall LTue"ldpnilunna abdominal

aortic aneurysm, tumours

h. Adhesion bands - congenital band
i

|

Traumatic band 7Y post operative adhesion

Inflammatory band

Neoplastic band
' .
¢. Hernia - internal 19U complicated obstructed or strangulated
Piaphragmatic hernia
external LTU Obstructed or strangulating indirect
inguinal hernia

©d. Volvalus L%y Small bowel volvulusg, Sigmoid volvulus
' -

e. Intussusception lTU Ileo-coceal type
1

f. Developmental error 9U Duplication of intestine
2. Biliary obstruction D1¥ifinlni—
a, Biliary calculi
b. Ascariasis .
c. Hemobilic 91N hemorrlage %0V degeneration of Ca liver
B. Solid viscera
1. Acute splenomegaly
2. hcute hepatomegaly - cardiac failure
C. Mesentery
Torsion of appendices epiploicae
D. Pglvic organs

Twisted ovarian cyst

Torsion or degeneration of fibroid



3. VASCULAR CAUSES
A. Intraperitoneal bleeding
- ruptured liver
-~ ruptured spleen
- ruptured mesentery

- ruptured ectopic pregnancy

: <
— ruptured aortic, splenic ¥ID hepatic artery

B. Ischemia
" =
~ Mesenteric thrombosis 117D
— Hepatic infarction
- Splenic infarction

4. MISCELLANECUS

-~ Bndometriosis

embolism

II. EXTRAPTRITONEAL CAUSES OF ACUTE »BDOMEIN

=
l, Cardiovascular 4 - pneumonia

~ Empyema

~ Adominal Angina

= Myocardial ischemia

= hctive rheumatic heart discase

b
I

2. Blood

Leukemia, Henoch's purpura

- Sickle cell crisis

=)
i

3. Neurogenic

Spinal cord tumour

— Osteomyelitis of spine

- Dabetic crisis (Tabes dorsalis)

~ Hepes Zoster

~ Obdominal epilepsy

a
4. Genio-urinary H = Nephritis

- Pyelitis

- Perinephric abscess

- Ureteral obstruction (Calculi, Tumour)

- Prostatitis

- Seminal vesiculitis

~ Epidydimitis

5. Vascular - Dissecting, ruptured or expansive aortic ansarysm

- Peri - arteritis



6. Metabolic

T. Toxius

8. Abdominal wall

9. Psychogenic

Uremia

Diabetic acidosis
Porphyria *

Jddisonian crisis
Bacterial (Tetanus) &
Insect bites

V:.:n@lma

Drugs

Lead poisoning

Intramuscular hematoma or abscess
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ACUTE ABDOMEN ﬂﬁ?Lﬁﬁ?ﬁﬂﬁﬁtﬁﬂ
I. INTRA - ABDOMINAL ORIGIN®19.fiA77N
l, INFLAMATION CAUSES
A, PERITONETM \. '
: ‘
1. Ghemical or Non—baoterial periﬁén{ﬁ!s i
— Perforated peptic ulcer
—~ Perforated g%ll bladder

~ Ruptured ovarian cyst

2. Bacterial peritonitis

a. Primary peritonitis INLTD —~pneumococeal
~3treptoceceal
~-T.B. .
v b. Secondary peritonitis : —perforated appendicitis l

~Typhoid perforation
B. HOLLOW INTESTINAL ORGANS
1. Appendicitis ?“;M’z&@:w
2, Cholecystitis
3, Peptic ulcer
4. Gastro-enteritis
5. Regional ileitis
6. Meckel's diverticulitis
7. Ulcerative clitis - Amoebic
- Non - specific
8. Diverticulitis
C. SOLID VISCERAL ORGALNS
1. Pancreatitis
2. Hepatitis or liver abscess
3. Splenic abscesg ‘
D. MESENTERY
-~ Lymphadenitis
E. PELVIC ORGANS L
-~ Pelvig inflammatory disease
- Tubo-avarian abscess

- Endometritis
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2, MECHAWICAL CAUSES = L9u Obstruetion Wid Lcute distention

A. HOLLOW VISCERAL ORGANS °

l.

Intestinal obstruotion

a. Narrowing of lumen .
i

1. Obturation L9 gall stone ileus, ascariasis,; bolus of food
i

2. Intestinal walll9U - Traumatic - post operative
-Inflammation — Crohn's disease, T.B.
~ Neoplasm -~ Ca |

i L - g

3. Outside intestinal wall lZuenlapniiunmu abdominal

aortic aneurysm, tumours | |

b. Adhesion bands - congenital band ;

- Traumatic band 'TY post operative adhesion
~Inflemmatory band
- Neoplastic band

|

c. Hernia - internal (9U complicated obstructed or strangulated
Diaphragmatic hernia
t

external TU Obstructed or strangulating indireoct

inguinal hernia
i

d. Volvulus L9u Small bowel volvulus, Sigmoid volvulus
] s

e. Intussusception l9U Ileo-doceal type
)
f. Developmental error L%U Duplication of intestine
Biliary obstruction 917 Lﬁ'ﬁlﬁy:—
a, Biliary calcpli

b, Ascariasisg

c. Hemobilic 910 hemorrlage 0N degeneration of Ca liver

B. Solid viscera

l-

2.

Acute splenomegaly

Acute hepatomegaly - cardiac failure

C. Mesentery

Torsion of appendices epiploicae

D. Pelvic organs

Twisted ovarian cyst

Torsion or degeneration of fibroid



3. VASCULAR CAUBES

L. Intraperitoneal bleeding
- ruptured liver =

ruptured spleen

i

— ruptured mesentery

1

ruptured ectopic pregnancy

2 o
ruptured aortic, splenic Wi hepatic artery

B. Ischemia

=N

[

— Mesenteric thrombosis embolism
— Hepatic infarction
— Splenic infarction
4. MISCELLANECUS
— Endometriosis
II. EXTRAPGERITONEAL CAUSES OF ACUTE »BDOMEN
1. Cardiovascular ﬁ ~ pneumonisz
~ Empyema
- Adominal Angina
- Myocardial ischemia

= fLctive rheumatic heart discase

X
I

2. Blood Leukemia, Henoch's purpura

- Sickle cell crisis

2a
!

J. Neurogenic Spinal cord tumour
~ Osteomyelitis of spine
- Dabetic crisis (Tabes dorsalis)
- Hepes Zoster
= Obdominal epilepsy
4. Genio=—urinary ﬁ - Nephritis
~ Pyelitis
- Perinephric abscess
~ Ureteral obstruction (Calculi, Tumour)
~ Prostatitis
~ Seminal vesiculitis
- Bpidydimitis
5. Vascular ~ Dissecting, ruptured or expansive aortic ansurysm

- Peri - arteritis



6. Metabolic

7. Toxius

8. hLbdominal wall

9. Psychogenic

- Uremia -

- Diabefic acidosis
- Porphyria

~ Addisonian crisis
- Bacterial (Tetanus)
- Insect bites

- Venoms

- Drugs

- Lead poisoning

- Intramuscular hematoma or zbscess
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ACUTE ABDOMEN D1%LRmaandrLantiy o (a2 awnefai—
I. INTRA - ABDOMINAL ORIGIN217L{n97n ' "
1, INFLAMATION CAUSES
A. PERITONEM
1. Chemical or Non-bacterial peritenitis Lgu
— Perforated peptic ulcer
-~ Perforated .gall bladder

~ Ruptured ovarian cyst

2., Bacterial peritonitis

a. Primary peritonitis ?Wﬂléé —-pneumococeal
~-5treptocaccal
~T.B.

b. Secondary peritonitis —perforated appendicitis

~Typhoid perforation
B. HOLLOW INTESTINAL ORGANS
1. Appendicitis
2, Cholecystitis
3. Peptic ulcer
4. Gastro-enteritis
5. Regional ileitis
6. Meckel's diverticulitis
7. Ulcerative clitis - Amoebic
- Non - specific
8. Diverticulitis
C. SOLID VISCERAL ORGANS
1. Pancreatitis
2. Hepatitis or liver abscess
3. Splenic abscess
D. MESENTERY
- Lymphadenitis
E. PELVIC ORGANS
-~ Pelvig inflammatory disease
- Tubo~-avarian abscess

- Indometritis
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P
2, MECHANICALL CAUSES Lau Obstruetion Wil Acute distention
A. HOLLOW VISCERAL ORGANS
l. Intestinal obstruotion Y

2. Narrowing of lumen
i

1. Obturation L9 gall stone ileus, ascariasis,; bolus of food
; i

2. Intestinal walll9l - Traumatic - post operative

- Inflammation -~ Crohn's diseasa, T.B.

~ Neoplasm - Ca
I.“S, 5 i
3, Outside intestinal wall lﬂ“@ﬂLﬂgnLUUﬂﬂﬁﬁ abdominal

aortic aneurysm, tumours
b. Adhesion bands - congenital band
i
= Traumatic band !TY post operative adhesion
~Inflemmatory band
~ Neoplastic band
‘
¢. Hernia - internal |9U complicated obstructed or strangulated
Diaphragmatic hernia
!
external %W Obstructed or strangulating indirect
. inguinal hernia

de Volvalus ‘WU Small bowel volvalus, Sigmoid volvulus
]

e. Intussusception LTU Ileo-coceal type
: :
f. Developmental error QU Duplication of intestine
2. Biliary obstruction ﬂﬁ?tﬁﬂl%l—
8. Biliary calculi
b. hscariasis
c. Hemobilic 9N  hemorrlage %0V degeneration of Ca liver
B. Solid viscera
1. Acute splenomegaly
2« hcute hepatomegaly - cardiac failure
C. Mesentery
Torsion of appendices epiploicae
D. Pelvic organs
Twisted ovarian cyst

Torsion or degeneration of fibroid
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3. VASCULAR CAUSES
A. Intraperitoneal bleeding
- ruptured liver

ruptured spleen

i

ruptured mesentery

ruptured ectopic pregnancy

ruptured aortic, splenic ﬁ?ﬂ hepatic artery
B. Ischemia
~ Mesenteric thrombosis H?ﬂ embolism
— Hepatic infarction
- Splenic infarction
4. MISCEZLLANEOUS
— Bndometriosis
II. EXTRAPTRITONEAL CAUSES OF ACUTE .BDOMEN
l. Cardiovascular ﬁ = pneumonia
~ Empyema
= Adominal Angina
- Myocardial ischemia

= Active rheumatic heart discase

=a
I

2. Blood Leukemia, Henoch's purpura

- Sickle cell crisis

by}
i

3. Neurogenic Spinal cord tumour
= Osteomyelitis of spine
~ Dabetic crisis (Tabes dorsalis)
~ Hepes Zoster
= Obdominal epilepsy
4. Genio=urinary ﬁ = Nephritis
- Pyelitis
- Perinephric abscess
= Ureteral obstruction (Calculi, Tumour)
= Prostatitis
= Seminal vesiculitis
~ Epidydimitis
5. Vascular -~ Dissecting, ruptured or expansive aortic aneurysm

- Peri - acteritis



6. Hetabolic - Uremia
- Diabetic acidosis
- Porphyria
~ hddisonian crisis
7. Toxius - Bacterial (Tetanus)
- Insect bifes
- Venoms
- Drugs
- Lead poisoning
8. Abdominal wall — Intramuscular hematoma or abscess

9. Psychogenic
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ACUTE ABDOMEN ®17ifimananiant.iy < la 2'ﬂmaﬁa:—
I. INTRA - ABDOMINAL ORIGIN®17.fin91n |
1, INFLAMATION CAUSES
A, PERITONE'M
;
l. Chemical or Non-bacterial peritoﬁitis Ll
- Perforated peptic ulcer
- Perforat%d gall bladder
~ Ruptured ovarian cyst

#

2. Bacterial peritonitis

a. Primary peritonit;s ?1ﬂb§% - =pneumococeal
~3treptocgceal
~T,.B.

b. Secondary peritonitis -perforated appendicitis

~Typhoid perforation
B. HOLLOW INTESTINAL ORGANS
1. Appendicitis
2. Cholecystitis
3. Peptic ulcer
4. Gastro-enteri%is
5. Regional ileitisg
6. Meclkel'™s diverticulitis
7. Ulcerative clitis - Amoebic
- Non - specific |
8. Diverticulitis
C. SOLID VISCERAL ORGANS
1. Pancreatitis
2. Hepatitis or liver abscess
3. Splenic abscess
D. MESENTERY
- Lymphadenitis
E, PELVIC ORGANS
- Pelvig inflammatory disease
- Tubo-avarian abscess

- Bndometritis
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2> MECHLNICAL CAUSES {49y Obstruetion Uid  hcute distention

A. HOLLOW VISCERAL ORGANS

io Intestinal obstruotion

a. Narrowing of lumen
: |

1. Obturation L9u gall stone ilems, ascariasis, bolus of food
i

2. Intestinal wall LU - Traumatic -~ post operative

- Inflammation — Crohn's disease, T.B.
- 3
~ Neoplasm - Ca
i 8

3. Outside intestinal wall L%ﬂﬁﬁiﬁgﬂkﬁﬂﬁggﬂ abdominal
aortic aneafysm, tumours
h. Adhesion bands - congenital hand
- '
= Traumatic band 'Y post operative adhesion
—Infl;mmatory band
- Neoplastic band
c. Hernia = internsl L%u complicated obstructed or strangulated
Diaphragmatic hernia
L
external 9U Obstructed or strangulating indirect
inguinal hernia

d. Volvalus LTU Small bowel volvulus, Sigmoid volvulus
F .
¢. Intussasception LTY TIleo—coceal type
1
f. Developmental error L9iU Duplication of intestins
Biliary obstruction ﬂﬁ?LﬁﬂL%;~
a, Biliary calculj

b. Ascariasis

c. Hemobilic 9 hemorrlage 40N degeneration of (1 liver

Solid viscera

l.

24

licute splenomegaly

hcute hepatomegaly — cardiac failure

liesentery

Torsion of appendices epiploicae

Pelvic organs

Twisted ovarian cyst

Torsion or degenecration of fibroid



. 3. VASCULAR CAUSES
A. Intraperitoneal bleeding
— ruptured liver .
~ ruptured spleen
- ruptured mesenter&
- ruptured ectopic pregnancy
- ruptured aortic, splenic ﬁ?a hepatic artery-
B. Ischemia
- Mesenteric thrombosis d?@ émboliSm
— Hepatic infarction
- Splenic infarction
4. MISCELLANEOUS
- Bndometriosis
II. EXTRAPGRITONEAL CAUSES OF ACUTE »3DOMEN
l. Cardiovascular ﬁ = pneumonia
= Bmpyema
= & dominal Angina
- Myocardial ischemia

- hctive rheumatic heart disease

=2
I

2. Blood Leukemia, Henoch's purpura

- Sickle cell crisis

Zn
i

3. Neurogenic Spinal cord tumour
~ Osteomyelitis of spine
~ Dabetic crisis (Tabes dorsalis)
- Hepes Zoster
~ Obdominal epilepsy
4. Genio=-urinary ﬁ ~ Nephritis
- Pyelitis
~ Perinephric abscess
~ Ureteral obstruction (Calculi, Tumour)
- Prostatitis
= Seminal vesiculitis
~ BEpidydimitis
5. Vascular ~ Dissecting, ruptured or expansive aortic ansurysm

-~ Peri -~ arteritisms



6, Metabolic - Urenmia
- Diabetic acidosis
— Porphyria
— Addisonian crisis
7. Toxius - Bacterial (Tetanus)
- Insect bites
- Venoms
- Drugs
-~ Lead poisoning
8. Abdominal wall — Intramuscular hematoma or abscess

9. Psychogenic
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Cage I.

Liver Cirrhosis

1] o » ~ ¢ 1
wilvuy oy 28 1 il lupmndvameyreinans 3,0, 999 (e 1 nun.2s1s

] ‘: a ]
suthy liver oirrhosis WD 6 LAsunay

ATAPTIMIENL

T 38.5%

-

& £ X v e v .
mut:aamuua:mugwq::tﬂutﬁmﬁm« 3w 4 9 unz‘lmau;ﬂmﬁ grlaeilndbinng et

B.P, 100/58 mmHg. Restless, moderate paller

énd Jaundice Edema and ascitis, Wil Talangiegtasia n Ant. chest wall,

Liver 3 FB

Spleen ne Ly

17 v
Progress in ward. — mwa'qmm"\ Qoagulatien studies waslafu FFP

2=/, Units/day mnu Transmi.n 250 mg (v) m WY uazmg R, 194 Prehepatic

v

coma, gﬂw:anmﬂmu mu‘ln uqhmumﬁ:' wWuiden ¥AY sdmission 799 4 St ussme

au‘luﬂmwnmﬂﬂ 14 mm rm'm'n follow=up.

TESTS NORMAL Lt
4 fi.h.15 8 NMN.15 | 10 n.M.15 13 ﬂ.ﬁ.iﬁm
Lee~White T.mins 10-25 10 9 b § 13
PIT sec. 45-80 82.0 120 106.2 113.6
T % 78,8=100 39 38 41 515
EIT min, 32-304 25 85 40 30
Platelets /mm’ [100000-30000 15,000 15,000 90,000 55,000
Fibrinogen mgh =416 140 56 56 84
Lysin of Whole No yes yes none none
blood olot

Hb  gn% 7.64, - - 7:14
Hot 24 - - 21.4
WRC 15,000 7800




@

Blood chemistriesi-
( 5 n.h. 2515)

Albumin 2.6 gn%, globulin 3.9 gm%
Bilirubin 1' 3.0 mg% 30' 9.4 mgh
CCF 3+ TT 4.5 I, test 4

A1k, Phos 2.6 » Sugar 112 mg%, BUN 2.8 mg%b

SGOT _250, SGET 135, Oholesterol 105
Na 122, K 3.4, HG03 37.5, Cl &8
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Case II ' Typhoid Fever with DIC ﬂbs'fm@{"m = g"f‘-‘”ﬁqu anlf-f

A 16—5;ea.r Thal patient from Saraburi was admitted on September B m'za’ o
24, 1970, with the chief complaint of high fever and mucous bloody stool
for 14 ;ays. 14 days prior to admission he developed fever with chills
and passed mucous bloody stool about 3 times a day. A doctor gave him two
injections. The fever and mucous bloody stool subsided for one day, but
recurred on the next day. There was also dull aching pain at right hypo-
~chondrium., 3 days before admission he was very sick and vomitted all
day; jaundice and rash on his chest and back were noticed. Another injection
was given, the rash disappeared but high fever persisted. There was dull
aching pain all ovér abdomen, Mucous and bloody stool recurred. He became
very weak and anaemic, SO he was brought to this hospital.

1

P,E. on admission

T. 39,8°C, R 26/min,, P, 120/min., B.P. 120/90 mmig.

The patient looked dehydrated, anaemic with mild jaundice and
blurred gonaicusness. The liver was tender and enlarged 2 FuBs below right
eogtal margin, with smooth surface and firm inconsistency. Splesn was
palpable 1 F.H, Guarding without sigidity all ever abdomen wag observed.
Other syetems were within normal limits,

Progress in ward %

The patient eontinued to have high fever and confusion, normal
blood pressure. He was diagnosed to have septicemia and high dose of
PGS and Kanamyein were given. On the next day he became semicomatose
B.P. was 90/0 mmHg. He also had hematemesis, malema hematuria and

epistaxis. Urine flow was decreased. DIC was diagnosed.



Laboratory findings

Sepb.24 Sept.25 Sept.28 Oct.5 Oct.7 Oct.8 Ost.l2

Hb gm% - 948 8.6 8.7 6.5 9.3 9.3

RBG - - - 3448 - - -

WBC 23,000 19,900 11,100 3,500 3,500 6,600 6,550

N 90 80 - 83 = w v

L 10 20 - 17 - - -

Platelet - (markedly de- 0 65,000 10,100 =~ 160,000
~creased)

Reticulocyte - = 244 - 2 - 46

Urine exam, & normal '

Stool exam, : black in colour, numerous R.B.C.; negative for ova

and parasites (3 times).

Blood Chemistry

Sept.24 Sept.25 Sept.28 Sept.29 Sept.30 Oct.2 Oct.5 Oct.7

Alb, 3.3 o= - - - _ = 304 .
Glob. Lol - - - - - 4.1 -
Alk, phos, 13.6 - 542 - - - kD -
Sugar 104, 9‘4 154 148 175 - 108 -
BUN 93 81 69.5 54 35 “ 18.5 -
Creatinine =~ 2.7 - 1.2 = - Qe =
Bili 1! 1.30 - 2455 1.10 = - 0.9 0.9
30! 2.20 - L 1.9 - - 2.2 2,20

COF i - 2 1 - o= =Ve =Ve



Laboratory findings

Sept.24 Sept.R5 Sept.R8 Oct.5 Oct.7 0Oct.8 Oct.l2

Hb gm% - 9.8 8.6 8.7 6.5 9.3 9.3

RBC - - - 348 - = -

WBC 23,000 19,900 11,100 3,500 3,500 6,600 6,550

N 0 80 - 83 - - -

L 10 20 - 17 - e -

Platelet - (markedly de- 0 65,000 10,100 =~ 160,000
~creased )

Reticulocyte = - 2l - 2 - 4ab

Urine exam,t normal '

Stool exam, : black in colour, numerous R.B.C.; negative for ova

and parasites (3 times).

Blood Chemistry

Sept.24 Sept.25 Sept.28 Sept.29 Sepb.30 Oct.2 Oct.5 QOct.7

Alb, 3.3 - - - - - 3.4 -
Glob. bl - - " - ~* 3.1 -
Alk,phos.  13.6 - 5.2 _ = - 4s0 -
Sugar 104 2? 154 148 175 - 108 -
BUN 93 81 69.5 54 35 - 18,5 =
Creatinine - 2.7 - 12 - s 0¢d -
Bili 1! 1.30 - 2,55 1.10 - ~ 0.9 0.90
30! 2.20 - 4R 1.9 - - 2,2 2,20

CCH 1 - 2 i § = = =Ve =ve



- Ko

Sept.24 Sept.25 Sept.28 Sept.29 Sept.30 Oct.2 Oct.5 Oct.?7

i 5.6 - 5,2 YA - - 4e8 v
ZnT 10.3 = - 8.8 - - 10.3 10.3 .
I, . ~-ve - -ve ~ve - - -Ve ~ve
SGOT - 258 360 - - - - -
SGPT = 69 192 - - - - -
Uric acid - 7 - 6.6 0 0 242 -
Na - 136 12 1 - 137 134 -
K - A 2.7 440 - 2.8 4.7 -
CL - 97 106 108 - 92 99 . =
HCO, - 20.5 20 23 - 4.5 20 -

Coomb's test negative

Agglutination for typhoid and Paratypheid

Sept. 29 Oct. 9

H 1:800 1:200
0 1:160 1:80
A 1:20

G 1:20

Hemoculture Enterebacter
Stool culture Salmonella D Typhosa.
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Symposium: Bleeding Problems
Residency Training program, 18 August 1971,

Phumara Talalak.

Purpura or bleeding due to platelet & vascular defects.

Outline of I_Etiologric classification

Diagrosis Treéatment
I. Thrombocytopenic purpura;
A, Decreased production:
1. Disorders involving Decreased According to
hemopoietic system megakaryocyte etiology.
- aplastic marrow in B.M.
= leukemic i
- myelopthesic
- dyshaemopoiesis
2. Immunological: Increased Immuno-
- ITP young Supressive:-
- SLE megakaryocyte Prednisolone
Platelet agglutinin 6 ,M,P,

B. Increased sequestration:

1. Immunological "
- ITP " Splenectomy
- SLE in chronic case
- Isoimmunization Iscagglutinin
Pregnancy
' Transfusion
2. Hypersplenism Short plts. Splenectomy
survival
Giant hemangiama removed cause,
3. Pathological increased ncreased Antifibrinolytic
fibrinolysis fibrinolysis & agent
FDP EACA
T ansamine
4, Chemical, physical, Find out Treat causes

infection

causes



Etiologic classification Diagnosis Treatment

C. Increased utilization:

DIC :-
Septicemia ¢ consumption Prolonged P.T . Treat cause
Coagulopathie Pl .8 T:T, c @ heparin
K Plts, | Fi 14
Hemolytic syndrom FDP # .
T T Hemolytic anemia Heparin
| Thrombocytopenia etc,
Transient neur ological
Siggs etc.,
Hemofrhagic shock Inadequate tissue Restore adequate
( hypovolemic ) pe2fusion and effective
.« prolonged P,T. circulating

P,.T.T., low platelet, volume
~ a : F. I normal
Syndromes of late
. e
- pregnancy
Acute renal faiture

etc,

II. Nonthrombocytopenic purpura

A. Qualitative platelet defects

1. Abnormality in aggregation - ADP Aggregation
]
Ceagenital: Thrombasthenia no
Afibrinogenemia decreased
Acquirsd : Actute progressive r enhanced

glomer ular disease

aspirin decreased
Homocystinuria decreased
2. Abnormality in release reaction Abnormal release
Congenital : von Willibrand Jurgen platelet
thr ombopathy factor-3_
Acquired :uremia

polycythemic vera ¥
dysglobulinemia

etc.



B. Thrombocythemia : Idiopathic, polycythemia vera, myelofibrosis
and myeloid metaplasia. Associate with

' platelet defect.
Thrombocytosis after splenectomy, bleeding
due to very high platelets (million) defect.

C. Vascular defects: Congenital: :
Cong. hemorrhagic telangiectasia

von Willibrand's disease
Pseudohemophiiia

Hereditary familial purpura simplex
Ehlers-Danlos syndromes

Acquire!
Henoch-Scholein purpura, allergic purpura

Scurvy

Chronic diseases, renal, uremia, Cushing's

syndrome

Infections

Miscellaneous: purpura simplex, purpura
senilis, cachectica, mechanical purpura,
orthostatic purpura, purpura associate

with menstruation.

»




DYNAMIC OF HEMOSTATIC HOMIOSTASIS

\ SEROTONIN
@T RETRACTION

DISTURBANCES

¥
L. HEMORRHAGIC DIATHESIS

®. INTRAVASCULAR COAGULATION

3. BOTH




BEMOSTATIC MECHANISH
(Brief Review)

i 2, uq? ' Ju“q?v,uqsquu
semostasis  (funalndunilanessrentadanmunisudhdyisfavasiy
v y v ;& ‘
n1sideidenuasninidsn  UTsnaulualn o UL Famamseduiulng
i1
1nada :
2 o ' :
o, VASCULAR SYSTEM A2UBsUse (Integrity) waivasnLaan
sl ' ¥ oo d o a - ¥ 4
nluiaenludnesnuaniduidsn uazsiiesnnsdnunavosvasaiden LauLden
o = ur.-f” =
N433N15UAAT LitavIn L don
o v o 4T ;
w. FLATELET SYSTEM R wa1agWidniauiinlnaeny Hemostasis
o & =
31l fig .

0 ]
N, Maintain vascular integrity %4%y71 Viable

8 N
platelet (MUUNASNIVUINY
5 . J = = =]
fie Flatelet plug formatior LNOUATISANDINDBINEDALABN
= 'GI ] <3 ) [
Platelet  3lU1n18AAALNINUY (adhesion) LALASAUNANTSUIN
» w . v - a A’é
Platelet 070nU (aggregation) ‘ailu Platelet plug  LNAYUDY
vwumagsalutduidenta
d ’
fle Release of Serotonin, Flateletlyullhad Store Sero-
! ’ ! o » ot ¥ =
-tonin éaqsgnﬂaaﬂaanu11ﬂﬂ4waﬁqWﬁn11wtﬁaﬁﬁﬂﬂq uasdiLdIn aggre-
(-7}
=) .
-gation 984 Platelet anNnNg
3. Froviding platelet factor 3 éﬂﬁﬂﬂ’]iﬂ'}ﬂ Fhospho-
a ! 0o W
=lipid Yudoudssnaud1ngly Intrinsic pataway 989 blood
‘J VR | v
coagulation wazlana1ne’ly
AJ & - o) = ¢ ! ‘J ]
UanaIny Platelet  #3vhluLAnUsIngn15a88198ULEU Clot
] ] . ] v &
retraction LDuAY umﬂoﬂuawﬁ@ﬂaqﬁhﬂa Hemostasis 98879 1AYY
L}
d9'lansny
: S Lo & ﬂ o |
@e ZLCCD COAGULATION SYSTEM 98UUY LUUWUIYEY Flasma

o S B @ o
proteins LW8 Hemostasis W1AlWideanatsLuanidan (RBlood Clot)
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2 ] o
WsaLfin Fibrin formation TULHANITUINLABA  (nomenclature of

coagulation factors Table 1)

a d : Y :
TﬂﬂﬂﬁﬂﬂLﬁaﬂﬂiwaL%ﬁuagiuwaaﬂyﬁaﬂuuLéaﬁ%3ﬂ81a§ Fibrin
U

" " & ' () v o ', '
formation Qhujuuag 9 LANTUEEAABALIAN (wangﬂuauuaqlmtﬂuﬂh) 1as
L] o B"u ] 1]
579n18L51dmsontdniagasiuwed 39lawy Fibrin formation IR
- . "-‘i ﬁ‘Ju G ] 4".! a - "y
N1SLin  Fibrin formation 7aswyladaiauniiailfanisanaingasrasniian
@ & - o . & oa ¥
W58 LA8ANTS LUGEUIYAIEAY  vascular endothelial layer UUABANSATSAU
. b vd ‘:5 [3] L]
_Coag;ulat:.o_n system qgﬁﬁuvlﬂﬂtumgaﬁ‘lﬂﬁmfan”n Rough Surface LoU
P I < o . v -
vasaLdaan Endothelial layer 'lagauwhans LEUNN5ARRINYRINEsN LABR
& . o 4
N15LAn atherosclerosis  wianisniasalUdudany surface 8u 9
] vy W & < ) . .
L9U vidaaundtyuay  ssina  Initiation g5¢ Fathway 984 Coagu-

-lation process gaudnslu ~igure I

INTRINSIC DT TS 10
ALL wite TS50 FACTCR
7 |
I __dla VIT
N
IXa
3
I1TT ¢ T—-—
A ‘Xe
+
FLATELETS+Y
PROTERCME 1 —sTHKCHMA L
FIﬂRInLGET—JwaFI?&I&Jhb#GMER
SCLURLE FIBRIF POLYMER
y AIIT|
ACTIVATCRS :

) INSCLURLE FIRRIN PCLYMER
PLASMIOGEY —PLASMIN 1

&
SFLIT ¥AcbucTs (FDP)

Y . [

2 o f 1 0 . Ww -
seivulaan  surface (A3anadensdlumsnuuu) A8nalu FoALI
? ; L1 o a
ﬂaaiﬂuamw Yro-snzyme Wnats ity active enzyme (F.XIIT)
] 2 s ) . . o
tfuralyving sequence 984 Pro=-cnzyme enzyme activation F.4L1,

< i @ " €4 - o o @ o = T ey b
Fo.IX, F.VIII @gg Figur~ 1 vUuahoy ne'la activated F.X (F.X7)



= 1% 34;3;1Nﬁh F.V wae Platélet factor 3 qstﬂéau Frothrombin
TnatuLiy Thrombin . B4 fibrinozen ey 7.x11r W
pagity  active enzyme lupne ifAnany _

- _ Eibrinogén gm;amﬁﬂ Fibrin monomers ‘ﬁqqs_i’uﬁutaq
ggqumerization) 15’ Fibrin polymer W38 Fibrin clot ﬁﬁ
Fibrin clot ﬂ;zlﬁu clot ﬂuﬁquiqébq' (Stabilized fibrin clot)
a1y F.AI1II iiwmzﬁ'lﬂ”aghuamwaq Active enzyme 100119
actiyatioﬁ %849 Thrombin ﬁﬁnéﬁaﬁHQ5ﬁwﬁiﬁhﬂitn1=ﬁhisug14
Fibrin monomer tﬁu Fibrin polymer égﬂ covalent bond.
steps ﬁqq 9 #89 Pro-enzyme enzyme activation 11U coagulation
pathway ﬁf;aqm'i Ga™™ Lflu Co=enzyme aijlﬁa‘unn step ﬂﬂt';u
n1sﬁaﬂ Fibrinogen Lﬁu Fibrin ‘monomer WJQEQﬁ Ca++.

A15LAN Prothrombin activation tﬂﬂ thrombin ﬁhﬁlg
'ﬂ5115345%ﬁhﬂ1ﬁb coagulation factors éqq 1 9370 blood circu-
-lation 380 coagulation pathway 5hﬁ;1 "Intrinsic Pathway"
HUJW Prothrombin activation ﬁ%ﬁhlﬁﬂéﬁ‘ﬁ%ﬁﬂ Tissue
Factor amilaly extract U8Y rissues AN 9 984519018 i
471990 Fhospholipid WN WY Brain lung UWa% placenta Tissue
factor 'ﬁtﬁazﬁaé circulation qgsquiy F.vi1  luidenuas ca®t
d14190 activate F.X 1ﬁhﬂﬂﬂlﬁu activated F.X dqgauﬁh Fo.V
Qalﬂéﬁu Prothrombin 1§ha1ﬂlﬁu Thrombin Lﬁuxﬁﬂqﬁh L300
Pathway ﬁaqﬁh Tissue factor 5h§;1 "Extrinsic Pathway".
Tnn extrisic pathway ~ - fibrin formation ﬂ?aéutaaﬂtﬁﬂéh
151§1u1nn1ﬂ1utqawtﬂu3u1ﬁ ﬁhﬂ%ﬁqt§u1§g1zﬁaﬂﬁaaniuaih1=51a 9
999319010 w381 Fonioanuuas Indudanyi a1 fova 319018 1 9usEMIN9N S
WIAn 15192 AN LRan LARENTA L2 9 win L Aauiiitit Santuassnuan

tduLasn
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FIBRINCLYTIC SYSTEM uaﬂqqnnainwmqiwtnﬂnﬂﬁuﬂaﬂqwaﬁ
-a' - s at o o= -
Lﬁaﬂlﬁuautaaﬂuaq‘Lﬁaﬂﬂaqtﬁ1ﬂQﬁ53UHMMﬂ1wLnﬂﬂﬂsasanﬂaMLﬁaﬂﬁhﬂaﬂz
] L)
18 Fibrinolytic system  ©9U58n0UN28 Pro-enzyme Plasminogen

d
#QQSQﬂLﬂﬁﬂuLﬁu active enzyme “Flasmin® 1A8 plasminogen

activators qglu Figure I

FLASMINGGED ACTIVATORS PLASMIY

-

1]

Flasmin ﬁqmauﬁﬁlﬁu Proteolytic enzyme unaNITLLY
Fibrin W38 Fibrinogen Tﬁha1ﬂtﬁu FTibrin vsa Fibrinogen Desr
-dation Froducts (FDF) ugaﬁhaﬂuwinéaﬂ Protein gu 9 SUN
Prothrombin (ag Factor VIII 15;330 activation gg4q Fibri-
-nolytic system B oounaes complicated aslunaniesnsas Lian
Tuﬁﬁ %gLﬁaiﬂgﬂﬂuﬁﬁ Activation g¢p9 Coagulation process ﬁqgﬁ
activetion ggg Fibrinolytic pathway é%ﬁ ﬂqmﬂsnﬁtiﬁaslﬁwu
Free plasmin aéiu circulation Lﬁaqqqn{qqnqﬁgsqﬁ anti-plasmin

" g L
agtﬂuqququuqn

SYNTHESIS OF CCAGULATIOY FACTORS

Site of synthcsis 989 Coagulation Factors 1uﬂm33
15N NP9V Factors Lmquu Uas LmﬂﬁMﬁﬂu nwuqqaﬁqaﬁ MLIVERY
WA 15h5 Factors 1 11 v wvii1 1% X Has 1uﬂhquuﬁtiuu
uéhgwuﬂi1ngaanu1{1 Liver @19d414 Factor VIIIL Aag nﬂiaQHQ
Factors 11, VII, IX Ua% X yo4 liver i Agen1§ Vitamin K.
ﬁhﬁh EQL?ﬁﬂ Coagulation factors Lﬁ51ﬁ;ﬁ Vitamin K dependent
factors

] 17 Y]

Wu11 Liver usnaNniILds1y Coagulation factors LA1
ﬁhnﬁwﬁ%ﬁ Regulate fibrinolytic activity 1ﬁbéiuizﬁﬁﬂﬂaéaﬁ
dvsunalnpas  liver lun1sAjugy fibrinolytic activity w7

o ia” o o o W W 2
wangIuNdI1  Liver (iusdarsdinyluni1snussauey plasminogen
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L}
activators n153 liver fahjlure wyj19¢Avpas plasminogen acti-

_ ¥y T o :
-vators §4fiu WsaWAUN Increased fibrinolysis 983170nT4119nTs

L
zuuiqﬁaﬁ Spontaneous lysis 994 whole blood clot Ya

CHANGE CF CCAGULATICH FACTORS AFTZR BLCOD CLCT FORMATION

¥
wuqqlﬁagﬁﬂﬁ hctivation of Coagulation Frocess qgqg

Rleood ﬁ%a Flasma (Tﬂﬁﬂ1it§u Ca++ ) ag i Fibrin Formati.on ﬁﬂ
'' B do
Coagulation Factors U1AILMNULTHIWY activity vaenulu serum

ar

3 Figure 2

‘g CCAGULATION

Ca++
Factors VII IK(+)

'CrYO rofibrin

Thrombin

Fibrinogen
Antithrombin I1II
Platelets

Factor VIII

Ac=G

Prothrombin

>

&l

A A
PLASMA SERUM

time

FIGURE 2 Schematic lepresentation of Clotting Activities

when Blood Coagulates,
]

N o A L4

Factors imum activity %388 activity adaf13a7n 1atn

Fibrinogen Prothrombin Factors V iag VIII ag Flatelets,

{ ]

A

d9Uu Factors au I qgﬁﬁﬂﬂﬁ full activity.
Hematology PDivision
Department of Medicine
3iriraj Hospital



Table 1 : Nomenclature of Coagulation Factors

Factor 1
11
I11
iv

VI
VII
VIl
IX

XI1
AI1L

Fibrinogen

Prothrombin

Platelet Factor 3

aa’*

Labile Factor or,Proaccelerin.
flo more existed

Stable Tactor or Proconvertin

Anti-hemophilic Globulin (AHG)

FPlasma Thromboplastin Component (PTC)
or Christmas Factor

Stuart-Frower Factor
Plasma Thromboplastin Antecedent (PTA)
Hagemsz. Factor

Fibrin Stabilizing Factor (FSF)

Factor 1, 111, 1V are not enzyme
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Simplified Scheme of Blood Coagulation (After Macfarlane)
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Surface Contact Tissue Demi e
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Surface Contact Tissue Damage
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Surface Contact Tissue Damags
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Drugs acting on cardiovascular systenm

1. Digi

talis
9 .

}

EFFECT !

:’ '-.:.i_--.‘_L_'IJN [

marli-

Dura-
est [

Max,: tion

TOTiL EURHL
BICRE- i aBSORP-
“PION g TION

IADMINIS-
TRATION

kOUTs OF

_ DOBE
Digitalizing {Daily

vlaiil—-

tenoance.

» tablets

48
hrse.

24
hrs.

5-3Q

mine.

48-72 |'50-90*%
hrse consen=

Eus - 66%

PO, IM, IV

1
Premature&nswborn:

TDD=30-50microgm/
kg . IM
Under ape 2 years:

5 wmg/ml

ALY

TDD=60-80microgm/

kg PO;40-00micro-
pm/kg IM or IV
Over age 2 yearsg

TDD=40-60microgm/

Ue 2
0.206
or 1V

193 PO
kg PO;20-40micro- Tud I
gm/kg IM or IV -
1/2 dose stat;then

1/4 dose q6-8h x 2

O 0V [0

glzh
Usuznl .de

2. Intravenous anti-arrhythmic drugs

DRIG DOSE INDICATIONS CAUTIONS
Wraning 0.3=2,0 mg/kg by | -PAT or PNT unresponsive | Titrate to, do not sxue=e
(i .Puraninol) IV drip in 500 cc| to digitalis, maxiumu systolic DP g 1 )

D5W. Titrates.

to 160 um Hg.

Digivalis
Freparations

Bes above

Supraventricular arrhy-

thiias:

1)PAT or PHT unrespon=-
sive to vagal stimu-
lation,

2)atrial flutter.

3)Atrial fibrillation.

Contraindicated in venoricu=-
lar arrhythmias.

May cause nausea, V. uﬁin-,
varying degrees of ncart
block and arrhythmisns,

1 mg/kg/dose,
May repeatxl0
Maximum btotal
dose=500 mg

over 4 hours.

1)Ventricular arrhy-
thmias, especially
ventricular tachy-
cardia,

2)Digitalis=-induced
arrhythmias,
egpecially PAT wlth
block,

. Bxcessive slowing of r-¢
(Dlscontlnuu drug untii
normal rate feturns,)

el
“ruaaranol)

1-4 mg/liter;
run in at 0.5
~6,u mcg per

minute,

1)Complete heart block.
2)Severe bradycardia.

May cause palpitati..., ...-
cordial pain, headuzcis,
tremor, Or naused.

caine

L a7Y seaine)

1 ug/kg slowly
Repeat PRN.

Ventricular arrhyth=-
mias.

May cause hypotension .. .
CNS stimulation,incluuin,
seizures, psychosis and
agitation,

s/nephrine 10 mg(l ml of
--9;1uphrine 1% golution)in
L) 100 cc DSW

P4AT or PNT unrespon-
give to digitalis.

Titrate to maxiumu syst.l.c
BP to 140-160 mmHge Srac, -
cardia, arrhythmias can
QCCur,




DUSE

IRDICATION

CaUTIONS

crueain Amide

2 mg/ke/dose in -

B5W, nct faster
than 0.5 mg/kg/
minute,

o s

Fitalis.

entricular btachycardia
2 ventricular flutter.
ipraventricular arrhy-

1mias unresponsive to

Can also produce’ veatricul r
arrnythmias.

ilay cause hypotensi-n.
Monitor EKG and BP ¢ 1 &in.
while administerin .

cupranalol
(3

\ /

Blotler

L
6\3} Y1 7
T*’.‘u}?‘”j‘ 5

Phdiin)

.025-,10 ag/kg
IV by slow push.
Maximum initial
dose=1 ug.
Increase PEN.

awricvliar ectopic
2a
rertolvular fachycal-

Lolis-ilndueced

arye;thuias,. Supra-
sLar tachy-

caldi.o unresponsiwe

. Ll e B B o
- : “ie

ilypotension and hyp .l
cemia may occur,
Can produce bronchIspisiy
contraindicated in

I-‘.Sbt ‘-l-.l. >

Liquid :
Blixiy g

ampuless
Vials 3
5 mg/ml

250 meg/5ml
1,25 mg/5ml
2.5 mg/ml
2.5 ng/ml;

- hydralazine if
necessarye)

tirinzide

Vials

500 mg (IV)pV or

1iline 4 mg/kg/dose Yer.ri uler arrhythmias.| Use in atrial arrhyin
11oate g2h for 4=5 trial flutter, only if patient is o
doses, atrizl Zibrillation. talized. May cause vidl.
May be used to prevent of QRS complex, venurigui i
PAT in WPW syndrome, arrhythwiasg¢tinnitis,; -
) vomiting and hypetenziuv.
7« Vasopressor drugs
D, SUPPLILD. DOSE AND ROUTE, REMARKS.
verenol ampules: (0.02%) Use diluted in IV drip. | Treatment for extravasatin:
turtate 200 meg/| Strrt at 0,1 weg/kg/min. 5-10 mg phentolamine 1
(! =) ml an. titrate against trated locally immadiiod:
(Ce2%) blusd pressure, Do not
2 mg/ml exzed 1 meg/kg/min,
roboranol @ sée anti-arrhythmic drugs.
taraminol see anti-arrnythmic érugsh
e S — g
T Uhavashw Dic.; YWn - Uaecifie dnrtitic - iy
4, Antihypertensive drugs. ( Ay asmu Dlg" W «’;km?( ﬁ_ l('—t
JrG. SUPPLI&D. DOS® AND RUUTE. REMARKS.
qujwi45ine Tablets: 10,25,50+ 0.7 mg/kg/day Lupus and arthritic-ii:
Yiirochloridd 100 mg Y dizidaad in syndromes reported wita
Ampules: 20 mg/ml |* May long-term use.
) ShRes =lowly.
ﬁ“';fjjl with Reserpine:
215 uskg ql2-24h
teral Alones
S mg/ki/day qéh
Reses Tablets: 100,250, [hronic Hypertension: Nasal congestion, i rr.
500 mcg; (0.02 mg/kg/day ql2h PO Severe respiratory difii-
1,2,3,4, [Requires 1-3 weeks for |culties and CN8 depresi.
5 mg maxiuwu effset, in newborns of mothurs tr.-
Extended Kelcase: heuve Hypsertensions ated with reserpine,
250, 500mg P.07 mz/kg/dose IM
2 mg/ml 18-24h, (Use with

Tablets; 2504500 mg {0-40 wup 'l g/day
Syrup : 250 mg/5ml fiv-dad w240
IV

—

Wateh for K" loss,
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Treatment of Digitalis Intoxication

1. Discontinue digitalis.

5. KC1 I.V. dose 0.5 mEq/kg. givem over a prolonged period of not less
than 1 hour, as a solution of 40 mEq. KCl in 500 cc. of 5 % D/V.
may be repeated until a total of 120 mEg or total dose of not
moré than 2 wBq/kg.

BKG monitoring is essential ! .

isrphine 0.2 mg/kg. (1 mg/5 kg.)
Merraluride (Mercuhydrin) I.M.

Birth 1 mon. - 001-"' 0-25 CCoe
1 mon, - 2 yrs. 0.25 - 0.5 cc,
over 2 yrs. 0,5 = 1.0 cc.

Cardiac arrest

Adsquate respiratory exchangay

Closed chest massage.

Countershock if ventricular fibillation.

Adrenaline if no ventricular fibrillation 1-2 cc. of 1,10,000 solution.
NaHCO, 7.5 % 0.75 ml./Kg. elevates HCO, 1 mEq/L.

030123 2-4 ¢ce. of 10 % solution. 3

Usurogenic_emergencies

Canvulsion

a, Sedation
~Phenobarbital 5-7 mg/kg IM., one half may be repeated every
30 minutes for 2-3 doses,
-Diazepam (Valium)QO.l = 0.2 nz/kg.I.V.
-Sodium phenobarbital 2.5 % I.V. with caution in status epilepticusg

be Mouth gag and suction.
c. Antipyretics and cool baths or ice packed in plastic bags,
as« Oxylgen,

es Lumbar puncture if no papileedema

Special considerations

1, Metabolic derangements, alkalosis, hypernatremia, hyponatremia,
2. Poisoning, lead,
3« Hypoglycenia

4

Coma

ngeral management
1. Re-establishment and maintenance of vital function.
a. Adgquate airway.
b. Administration of oxygen and artificial respiration, as nseded
¢. Treatument of shock and hemorrhage if present .

2, Initiation of diagnostic study.
a, Catheterization for urinanalysis,
b, Chemical analysis of blood.
¢, Lumbar puncture, if indicated.

L

Lnaphylactic reaction

Symptoms and signs Pallor, Flushing, Urticaria, Edema of face, Dyspnaa;
Audible wheezing, Tachycardia and palpitation, Cyanosis, Circulatory collapsc,

Managementls

a. Bpinephrine 0,015 ml,/kg. not exceed 0,5 ml., may be repeated for
several doses.

b, Antihistamine I.M, 0.1 mg/kgfdose of chlornpieiramine maleaate.

c. Shock, hydrocortisone (Solu=Corlef)l00 mg, v Dexamethasone 5 g, 1.V

d., Intravenous fluid with corticosteroid,

e, Atminophylline 3 ng./kg./dose I.V,




RECOMMENDED SCHEDULE FOR ACTIVE IMMUNIZATICN

in
INFANTS AND CHILDREN .
Age Vaccination

Newborn BCGl

1 month Pe.

2 months DIp>  OPV'

4 months DTP OPV

6 months DTP OPV Smp5 ,

1l year EMV6

1 - 12 year Rubella6 Mump56

1% year DTP OPV

b =B yours DTP  OPV ™ Smp Ty’ 5 0

11 - 14" "years  Bce  ar® Smp

BcGl : To attain the goal of national tuberculosis control,

P2 : Pertussis vaccine (Plain) : given early for endemic area.

DTP3 ¢ Diphtheria, Tetanus toxoids and Pertussis vaccine camhined (Depot)
Note that the interval between the first and second doses of DPT
vaccine should be not less than two wonths, in order .o obtain

. the maximum response.

OPV' : Oral Polio Vaccine (Trivalent),
In South-East Asian Countries, Polio imaunization is recommended
only for individual protection, not yet for mass application,
Smp” : Vaccinia ; given later than DTP because Tiailand is free of smallpox.
should revaccination sveryv  years.
LMV~ : Live Measles Vaccine
May be given at 1 year as Measles-Rubellas or [Measles=Mumps--Ruballa

combined vaccines.

Ty? Typhoid vaccine
It iz assumed that typhoid fever is an endemic infeection in
South-East Asian countries, so that one dose of typhoid vaccine
will boost a naturally acquired latent infection.
’ The combined T,A.B, vaccine should not be used,

dT” : Diphtheria, Tetanus toxoid (Adult type; if no Adult Type,
use 1/10 of Standard Type).
And immunize with Tetanus toxoid (7) thereafter every 10 years.
* ¢ Primary school or Kindergarten schoal entry,

** : Primary school leaving.

Tt S S SR S L300 ) | s o e ot 4 e b8 el g o i b i e L

.dapted from:
1. Wld. Hith, Org. : SEA/CD/25 Rev. 1, 30 January, 1970 {Appendix)

Immunization Projrammes: Principles and Practicss (Prof. R. Cruickshank).
2. American fcademy of Pediatrics: Revised 3chadul: for Active
Immunization (October 17, 1971). Report or tne Committee on the Contrul

of Infectious Disease, ed. 16 (revised). Evanston,I3},,2971,

Jan,124,1973
Sombodhi Buikliavssa
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DIVISION OF RES™MTATORY DISEASE
Aty My _}’ - | " .
AN 3 MEDICAL TUSERCHLISIS

' DRRARTMENT

N\ SIRIRAJ HOSPITAL

Medical Treatment of Pulmonary—Tuberculosis
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Factors Influencing Response to Treatment
Unimportant Rest
Accommodation
Diet
Hursing
Climate E
Pine trees .
Psychologic factors
Relatively unimportant Severity of disease
Important Chemothevrapy
Cooperation of patient
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220 FRIEUT JAOK
BALI 132 AT A et .
ANTI - TUBERCULOSIS DRUGS
L
4 ! ’
Standard drugs :
.(
1. S.M, 1 gme(M) daily
1 gm.(M) twice or thrice aweek
(15 mgn/Kgm./day )
Zi P.A.S, 8 - 16 gm,/day oral
( 200 mgmt/ m.fday )
3. T.M.H, 40Q - 600 mgm./day oral
( 5-8 mgn/Kgn,/day )
Vi ) " Y. o Soyrae
{ 4, . Thiacetazone 150 mgm,/day oral, ~°- --“"3,’7'"’  dhic
7 Kbyt Lo Tudiz . 2060 — Covicbmadion TNE « Convnbioation 5%
S Mp 3ty | o = oy R
(;:\ I‘."‘, | 't."!:‘L :m_-' - LH‘ 5 g: Y L Miee ~ Larvaadolios Yo 20% < S ‘(‘ue‘t?,;:_]‘,ﬂ(“
Delpndoutol ¢ 1Ny beBlor via it ererari® s v o - gl - n L M P8
Reserve drugs : VAT VEQAWA LNEAT T byl f\{.;‘!:;.‘;,\r ,[_';_'“_."‘_*f' 1% T~‘__:‘-'L-~T1._- w271 SN
;‘11;-. .-E' ‘.-‘gr["rT )
y-49’* "1, Ethionamide (E,M,) 500 = 750 mgm,/day oral
2. Cycloceline (C,S.) 500 = 75C. =gm,/day oral
/3., Pyrazinamide (P,Z.M,) 15 = 3 gm,/day oral VRS B PRSI N
.Yl KEoElY
4, Kanamyein (K.M,) 1-2 gm, (M) twice aweek /v [=2 tini s qe fove
e WL ) ' ey ) > EvE I
5. Viomyein (V,M.) 1 -2 gm, (M) twice aweek A uuls heg i ol d¢
/6. Ethambutal 15 = 25 mgm,/kgw,/day oral
7. Capreomycin 1 gm. (M) daily cr twice aweek
/8, Rifawpicin e 2 _;r..f.:l-tkf: 600 mgm, daily oral
AL f‘»-‘.-.ﬂhc“-
? Division of Respiratory Disecases

Department of Medicine
Faculty of Medicine and

Siriraj Hospital,
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Principiés of Chemotherapy in Tubeghulos!s

The first course of treatment offers the patient his best chanee of qurs,

Cases of active tubegculosis should have continuous treatment for a

o Szl

by, R o ~ .
VR z:u-.'.;y,"s Cangite n > s g
minimum of (1% = 2 years, U Ry v dabee = B3 wy. Re. velat= ROJ
\’—y, | Ll v - F . -

in bacteriologically positive cases treatment should begin with triﬁle
chemotherany for thweee to four months or longer if conversion has not
oceured,

The drugs for initial triple therapy may be selected from isoniazid,
streptomycin, rifamnricin, ethambutol and PAS,

After initial trirle therapy treatment must be continued for the remainder
of the 1% = 2 years period elther by,

a), self.administared two drug therapy ; or

b), fully si-srvisad intermittent chemothexapy, .. <77 UV - opee 00l il
Cases diagnosed- on clinical grounds without positive bacteriology |
should also have chemotherapy continued for the full course, unless the
diagnosis is later proved incorrect,

Drugs should not he added singly in a slowly réspoudlng case,

If bacterial resistance to one drug in a combinatlion of two occurs the
ineffective drug should be replaced by at least two new ones,

Single drug treatment should be avoided,

All relapsed cases require admission to hospital and repeated estimation

of bacteriological sensitivities, While awaiting sensitivity results, the

patient may be given isoniazldffogéfher'with two drugs not previously used,

Foto e e dede Fefedededededededededed dede de dededekedele deoke de
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(Sodium Salt) | -

Goitrogenic and hypothyroi-

Fever

Drug _Reactions ~ _ 1/ iF3in T X 22 ity [
Drug Toxic effects Allergic Precautions
: Manf festations
1.N.H, . Peripheral neuritis (0,3 %) | Incidence 0.1 % Pyridoxine
- Convulsion (rare) ’ Skin rashes 50 - 100 mgm/day
- Optic neuritis and atrophy | Fever
(rare) Hepatitis (rare)
. Toxic encephalopathy (rare)
. Others.muscle.twitching,
RN
dizziness, stupor, euphoria,
1 ﬁsychosis, hlood dyscrasias,
iy
P.A.S, - G . I irritation (10 7) Incidence 7.2 % Always given with

meals

dizziness, nausea (10-15 7
of patients receiving dally
S.M, for 2=3 momths)
tga
- Auditory disturbancestinn A
and high-tone loss ( 1 %)
- Renal injury (rare)
. Peripheral neuritis (rare)

- Perioral paresthesias,

Fever (rare)
Lymphadenopathy (rare)
Blood dyscrasias (rare)
Anaphylactic reaction

(rare)

ﬁafhﬁ5'9f dism (less than 0.1 %) Skin rashes May be given with
%T'f‘ 2 g . Depressed prothrombin and Hepatitis (0.2 %) antacids,
LA ) proconvertin activity (rare)| Myalgia and arthralgia| May start with small
| . Anemia (Glucose=-6-phosphate | Others . blood dyscra~ and gradually
dehydrogenase deficient sias, cosinophilic increase to adequate
individaals) pneumonia, nephritis, levels,
Infections monc-like
‘%ﬂ syndgrome.
‘g
SeM. - Vestibular dysfunction as Incidence 5.8 % Routine Audiometry
( sulfate ) mani fested by vertigo, Skin rashes and BUN in older

patients,

Observation for slgng
of vestibular or

auditory dysfunction,




AL O . ; e GO,
WY s Wﬁ;g‘,‘fﬁ§._;}:qf_nﬁéﬁ\ avH 7
. Drug Reactions
Drug Toxic effects Allergic P::écautions
d%nifestations
Ethambutal |. Retrobuibar neuritis witﬂ: Skin rash Base=-line and monthly
reduced visuai acuity, r | tests of visual
.central scotonea, and loss acuity |
of green perceptioh.
- Peripheral neuritis
~ Headache
6 g
Fyrazinamide |. Hepatitis (2-3 % of patients| Fever SGOT at monthly in-.
receiving 25 mgm/Kem for 12 | Skin rashes :térvgls
weeks), arthralgia Sefuﬁ uric acid
.- Hyperuricemia-may or may not determination as
be accompained by acute gouty indicated,
arthritis
] Gastfic firritation
|= Photosentivity (rare)
- Increased difficulty in
diabetic management (rare)
Cycloserine |. Psychosis, convulslqns Fever Not used in patients
(5-10 % of patlént receiving| Skin rashes with a history of
1 gm/day ) epilepsy.
- Somnolence, headache, Evaluation of renal
tremor, hyperrefiexia. # functién.
Pyridoxin should be
given especially if
I.N,H, is also being
used,
Ethionamide - Gastric irritation with nau-| Skin rashes SGOT at monthly in-

seay, vomiting and anorexia

(50 % of patients receiving

1 gm/day,)

purpura stomatitis

tervals give with
meals,

Antacids may be used,




X . Drug Reactions

§ Y
| Drug Toxic effects { Allergic Precauticns
Manifestations
| Ethionamide |. Hepatitis (espeecially diabe-
- Postural hypotension
-Mental dopression ,Increased
difficulty in diabetic
management, peripheral neu-
ritic (rare), convulsion
{rare),ender gynecomastia,
impotence,
Kanamycin - Vestibular damage with vers ; Incidence 10-12 % Base=line and monchiy
tigo ( 7 7%) ' . Eosinophilia audiogram and iV,
- Cochiear damage manifested Bavor
| by high tone. deafness. Skin rashes
j | = Benal injury Pruritis
‘ - Curave~like effect on neuro= Anaphylaxis (rare)
muscular function (usually ‘
| with peritcneal instillation) -
' - Paresthesias, restlessness,
and headache,
i Viomyein - Vestibular damage with Vergé Incidence 510 % Base~line and monthly
Sulfate - Cochlear damage with hearing| Eosinophilia audiogram and BUM,
; logss and tinnitus, | Skin rashes Serum electrolyte acg
; = Renal injury Anaphylaxis (rare) indicated,
J « Electrolyte imbelance with
{ hypocaleemia and hypokalemia
! - Fluid retention and edema.
j Capreomycin | = Renal injury Eosinophilia Base-1line and minthiy
; - Vestibular damage Skinrashes urinalysis BUil, an.
- Cochlear damage with hearing| Fever audiogram.
loss Anaphylaxis
Jifampiein | . nausea, anorexia,dyspepsia, | Eosinophilia Liver functicn test,

- Hepatic toxicity

Chemotherapy of Pulmonary Tuberculosis
R.F, Johnson and P,C, Hopwell
Ann, Intern, Med, 70 3 362, 1969,



Indication :

Surgical Treatment of Pulmonary Tuberculosis

)

Persistent positive sputum inspite of adequate medical treatment,

Repeated massive hemoptysis,
Unstable lesion,

Recurrent of Secondary infection,
Destroyed 1lung,

Empyema,

Socio . economic,

Irregular tfeapment.

Diabetes mellitus.

Contraindication

1,
2,

3.

Poor fgng function,
Tubercle balilli complete resistant to all

Other operative risks,

Type of Operative

1,

Thoracoplasiy,
Wedgé resection,
Segmental resection.
Lobectomy.
Pneumonectomy,
Decortication,

Cavernostomy,

dededede dedededede dede Jededede dededede Jode Fedededede
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Insects can produce a variety of reacticns to human such as products of insects '
can act as inhalalant allergens and produce respiratory allergic diseases ( asthma,
~llergic rhinitig), The more severe reactions are caused by stinging insects, and
{.c important insects in this grcup are classified in Order Hymenoptera (bee, wasp,
~srmet, yellow Jjacket) z

Bee venom contains histamine and release.histamine in tissue by the decarboxyla-
+ion of histidine, It also contains basic protein components of high molecular
seight end many free amino acids, It shares with wasp venom the presence of spreding
#actor, hyaluronidase, 4s much as Ten percent of the venom of hornets consists of

acetylsholine, :

While the local and systemic toxicity of venom is due %o a combination of the
+orious chemical elements contained, the allergic reponses ure no doubt caused by
the protein commonents, Some of these antigenic proteins are species speeific,
otier are common o a number of species, thus leading to cross reactivity, Wasp
venom and hoeny beec venom show a great deal of mutual recctivity.

CLINICAL PICTURE 3 The stings of Hyremcptera may restit in a variety of symptons,
depending upon tile amount of venon injected, the sbsence c: presence of sensitivity,
and to some exbent, the site of the sting. In general, tre symptoms of most stings
ray be classified as $-

1. Normal reaction to a single sting : The reactions appear within a few
minute by small red area ab the sting site and then wheal and flare developed. The
reactions subside within a few hours.

o, Bxaggerated local reactions 3 These reactions may consist of unusual amourit
and/or duration of swelling, IU may persist for one day or several days,

3, Toxic reactions s These reactions are occurred when a colony of bees. and
wasps are disturbed, Tnmumsrable insects may sting a single victim, Althoug@ no
sensifivity exists, the amount of venom injected causes systemic poisonigg whicn
nay lead to deeth, The princ¢iple gyuptoms are gastrointestinal , with diarrhea citu
vomiting, faintness and unconsciousn=ss. These are accompanied by edema, headache,
fever, drowsiness, involuntary muscle spasms and soretimes convulsions.

4, Infection The bacteria can be aconmmandad: with the #nsect venom, Cellulitic
may be developed sone hours or days after the sting.
5. Generalized allergic reactions : Velrety of symptoms may occur in the sensitivs:
individual. These reactions may first be indicated by dry hacking cough, @ence
of constriction in the throat or chest, swelling and itchyi:g about the eyes,
massive urticaria, sm@ezing and wheeaing, a rapid pulse, a iall in blood pressure,
pallor, and seasc of uneasiness, impending diaster or approaching @eaﬁh. The

synptoms usually ocppear within 2 or 3 minutes of the ghing
. s A e
6., Delayed scrum sickness +vmne resctions § Thecg cymptoms may occuyr 10-14 darc ]
LYelayed serud Si g, 8 £2808 Beo s
fter the actual sting, ena way vevs = B vy cblngalhThese r?actionsdre;_”
serum Sickness symdrome with sympboms Ob Lever, -juw.- . malaise, headacic,

urbicaria and polyarthritis,

T 15 ATMENT
A, Local Reactions,

~ The sting apparatus should be removed by scraping with a finger
nails or knife blade. - .

- The sting site should be thoroghly cleansed with soap water or anti-
geptics | _

- Barly a;ply of ice pack may reduce the jintensity and duration of
swelling, "

- Antihistomine may relieve pruritus -

~ To;ical zﬂeroidsymay pednn~ Ahranie inflammatory recctions end

1 P o e, i
gsubsequent eczem L . . .
- Systenmic gteroids are used only.when the - acbion ic protracted
and resistant to ordinary measures. ‘ _ .
- Antibioties arve indicated, if there 18 su erimposed infections,



B, Toxic Reactions,

- Bubedded stings should be removed promply and the sites of injection
thoroghly cleansed.

- Iknalgesicc and sedatives .

Supportive therapy, as I.V. fluid for diarrhea and voniting

- Antibiotics for superimposed infections

— Antihistamines and steroids if there are any allergic symptoms.

C. Anaphylactic Reactions.

- Adrensline 131000 0,3 = 0.5 c.c. by deep subcutaneously for adults
immediatly(0.2 = 0.3 c.c. for children).It should give on opposite
extrenity of sting site, and massage 4o hasten the rate of absorption.
Another 0.1 c,c. of adrenaline 131000 injects to the site of sting,

- Tuniquet the proximal part the sting site.

- Intraverous antihistamine.

- I.v, fluid .

- lminoohylline intragenously, if bronchospasm developeds:

- 02 inhalation

- 127, corticosteroids may be used only to supplement the major
therapeutic measurces.

- Levophed or aramine may be used for circulatory failure.

D. Delayed Serum Sickness Type Reaction

-~ Mntibhistanine
- Corticosteroids,

B, Long Term Manogenent

- A dog tag or locket should be worn telling of their allergy to insect
stings, and recomnending first aid measures.

- Carry insect-sting kit

- Hyposensitization.

- Preventions,

MONTRI TUCHINDA, M.D.
Department of Pediatrics

Siriraj Hospital.



INSECT ALLERGY

Insect§can produce a variety of reactions to human such as products of insects
Ccan act as inhalalant allergens end produce respiratory allergic diseases (asthma,
sllergic rhinitie), The more severs reactions are caused by stinging insects, and

t.ie important insects in this grcup are classified in Order Eymenoptera (bee, wasp,
nornet, . yellow jacket)

Bee venom contains histamine and rel®ease histamine in tissue by the decarboxyla-
tion of histidine, It also contairs basic profein components of high molecular
seight and many free amino acids, It shares with wasp venom the presence of spreding
factor, hxg}a;gni&ége. ‘As much’ as Gen percent of the venom of hornets consists of

acetyl:holine. :

While the local and systemic toxicity of venom is due o a combination of .the
various chemical elements contained, the allergic reponse: are no doubt caused by
the protein components. Some of these antigenic proteins are species specific,
other are common Lo a number off species, thus leading to -ross reactivity, Wasp
venom end hoeny bec venom show a great deal of mutual resctivity.

CLINICAL PICTURE 3 The stings of Hyremeptera may resit in a variety of sympious,
depending upon tiie amount of venom injected, the absence «r presence of sensitivity,
:nd to some extent, the site of the sting., In genexal, trc symptoms of most stings
say be classified as -

1. Normal reaction to a single guing : The reactions appear within a few
sinute by small red area at the sting site and then wheal and flare developed, The
reactions subside within a few hours.

2. Bxaggeraied local reactions ¢ These reactions may consist of unusual amount
and/or duration of swelling, It may persist for one day or several days,

3, Toxic reactions s These reactions are occurred when a colony of bees. and
vasps are disturbed, Inmumerable insects may sting a single victim, Although no
sensifivity exists, the amount of venom injected causes systemic poisonipg which
oy leed to death. The prin¢iple gympions are gastrointestinal , with diarrhea and
vomiting, faintness and unconsciousness, These are accompanied by edema, headache,
fover, drowsiness, involuntary muscle Spasms and sometimes convulsions,

4, Infection The bacteria can be accomnandag’ with the finsect venom, Cellulitic
wuzy be developed some hours or days aftcr the sting.

5. Generalized allergic reactions @ Vairety of symptoms may occur in the sensitive
individual. These veactions may first be indicated by dry v.acking cough, @ence
o7 constriction ia the throat or chest, swelling and itchyi.g ebout the eyes,
nassive urbicaria, @mgezing and wheeging, a rapld pulse, a fall in blood pressure,
pallor, and seinse of uneasiness, impgiding diaster or approaching death. The
symptoms usually appear within 2 or % minutes of the sting

6 Delayed serum sickness tvne reactions 3 Thesg sympioms may occuy :!.0-*14 days )
~fver the actual sting, ena lay vvvws = orv~" <hing, These reactions resc...>
serum Sickness synmdrome with symptoms of fever, L. .. . malaise, headacie,
articaria and polyarthritis,

TREATMENT

Lol
——————

A, Local Reactions,

~ The sting apparatus should be removed by scraping with a finger
nails or knife blade. - ) ‘ i

- The sting site should be thoroghly cleansed with soap water or anti
septics, ) . .

- Early apply of ice pack may reduce the fintensity and duration of
gwelling, -

- Mntihistamine may relieve pruritus .

- Topical stproidsymay poAna~ hmand e inflammatory rerctions and
subseguent ecmem~ti- L . N |

-~ Systemic steroids are used only.when the ¢ action 1€ protracted
and resistent to ordinary measuresS, ) ) .

- Antibiotics are indicated, if there 18 su erimposed infections,



B, Toxic Reactions,

- Embedded stings should be removed promply and the sites of injection
thoroghly cleansed, .

fnalgesicz and sedatives

Supportive therapy, as I.V. fluid for diarrhea and voniting

- Antibiotics for superimposed infections

- Antihistamines and steroids if there are any allergic symptoms,

¢, Anaphylactic Reactions,

~ Adrenaline 1311000 0,3 = 0.5 c.c, by deep subcutaneously for adults
immediatly(0,2 - 0.3 c.c. for children).It should’'give on opposite
extrenity of sting site, and massage tq hasten the rate of absorption,
Another 0,1 c,c. of adrenaline 1:1000 injects to the site of sting.

- Tuniquet the proximal part the sting site.

- Intravenous antihistamine.

- IV, fluid

- Aminophylline intragenously, if bronchospasm developeds

- 0. inhalavion

- 1%V, corticosteroids may be used only to supplement the major
therapeutic measures. ’

- Levophed or aramine may be used for circulatory failure.

D, Delayed Serum Sickness Type Reaction

- Mntibhistamine
- Corticosteroids,

B, Long Term Managenend

- A dog tag or locket should be worn telling of their allergy to insect
sbings, and recomnending first aid measures.

- Carry insect-sting kit

~ Hyposensitization,

- Preventions,

MOWTRI TUCHINDA, M.D.
Department of Pediat rics

Siriraj Hospital.
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January 16, 1973 : 3 P.M.

Admitted Date : OPD November 15, 1972 H.N. 167980,15
WARD November 20, 1972 A.N. 1-38606,15
Expired Date November 25, 1972

This 74 years old Thai female was admitted to Siriraj Hospital
because of fever,

Two years ago she had anorexia, izss of weight and increase
frequency of urination. Two months prior to admission she was very weak,
unable to sit up and experienced fainting spell in the afternoon.

Ten days before entry she developed fever, generalized malaise;
coffee ground vomiting and melena which lasted for one day. The fever
persisted and she was seen by a private physician who prescribed some
medications and ordered a chest x-ray (November 12, 1972) which was negative.
She denied sore throat, cough, dysuria, hematuria and flank pain.

She was first awared of diabetes mellitus at age forty but had
never been under medical care. There was no diabetes in other members of
the family.

The patient was seen in the outpatient clinic on November 15, 1972
and was kept there for five days.  Physical exﬁminat;on revealed a pale,
stuporous but oriented female. The temperature was 37.6.0, P 100/min,

B.P. 140/80 mmHg. There was no engorged neck vein. The heart and lungs
werelunremarkable. There was no flank tenderness or abnormal peurological
signs. laboratory findings revealed Het. 34%, W.C. 16,900, N 91%, L 9%
hypochromic r.b.c. Urinalysis showed pH 5.0, sugar 2', alb. 1%, w.c.> 30 HD,
no r.c. The urine culture grew E. Coli which was very sensitive to
Kanamycin and Nalidixic acid; sensitive to Ampicillin, Carbenicillin,
Gentamycin and Nitrofuradantin. The FBS was 410, BUN 27, creatinine 1.9,
uric acid 4.7. The diabetes was controlled with NPH 35 u daily. She also
received 5% D/W 1000 ce. with vit. B & C and Ampicillin 1 gm,/d for five
days. On the 2nd hospital-day ghe had incontinence of urine and Plain KUB
showed enlarged urinary bladder, the kidney shadows were not seen. Two days
later she had urinary retention and was catheterized three times before

developing frank hematuria, at which time the foley catheter was retained ,



Cystoscopy revealed acute hemorrhagzic cysti. The bladder was irrigated
and the hematuria subsided,

She was transferred to the medical ward on the 5th hospital day.
The physical examination was unchanged. The next day.she developed melena
and abdominal distention, but there was no guarding or rigidity and the
bowel sound was normal. ILaboratory findings showed hematocrit 28%, W.C, 11,850
N. 82%, L 18%, Urinalysis i~ Sugar - neg., alby l+, WeCy 5=6/HD, TiCym
numerous. FBS. 186,. BUN 49, creatinine 3.1, uric acid 7.7, Na 144, K 3.5,
HGOB 32, C1 107, cholestérol 95, alb. 3.3, glob. 3.2 EKG showed sinus
tackycardia, rate 120/min, with nonspecific T wave changes in V 3-6. 'On the
9th hospital day the portable chest x-ray was unremarkable. The upper GI
series showed evidence of intestinal ileus, pneumoperitoneum and diverticulum
of the second part of the duodenum. The lumbo-sacral x-ray showed chronic
hypertrophic spondylitis of the lumbar spines. 8

Shg received one unit of whole blood and the antibiotics was
changed to chloramphenicol. Her general condition remained stable until
early in the morning of the 10th hospital day, after breakfast, she choked

and went into respiratory arrest. The resuscitation was unsuccessful.
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