wTponuveckue unghersui »

OGImas Tpya0eMKOCTh

Hayyenue Incunnimmeg cocTaniser 2 KpeiauTon | 60 n}u:uaj

Llens JHCIHIIHHE

(hopmupoBaEme ¥ 0GYHAONINNCA CHCTEMBI TEOPETHICCKHX THAHNT 1
NPAKTHHCCKAX  KOMIETEHIHA 10 pacnioIHaBaHMIo, JMArHOCTHKE,
NEYSHHIO, NPOQHAGKTHES H KOHTPOMIO TPOTIHYECKHX HHGEKIHONHRIX
3aDONEBANNIE € MCTIONKIOBAHMEM  KIHHWYECKOTO  MBIULICHNA,
nafopatopHoll HHTEpNpETAUMM W NPHAUANOE  AOKaIATENBHOR
MEIHUMHEL B paMkax noaxona One Health, e

Janaun obyyeHHs

*  3HaHWH 00 OTHOMOrMM, IMHIEMHONOrHM, MNATOTEHEIE W
KITHHWYECKHX NPOABNCHARX TPOMUYECKHX nadexumit;

*  HABEBIKOB KNHHWHECKOR mnarnocTHxn  mmdwbepenunansuoi
JHATHOCTHEH;

*  YMEHHIl HHTEPTIPETHPOBAT nabopaTopHbie ]
HHCTPYMEHTATEHEIE METOIE! HOCIIETOBAHMA;

*  KOMINETCHIUHA M0 HAIHAYEHHIO PALMOHATEHON Tepanuu M
BEOSHHED MaIHEHTOR,

*  HABBIKOE NpOBCIeHRA MpoHIAKTHYSCKHX H
NPOTHBOIMHIAEMHYECKHX MEPOIPHATHI,

* NOHHMAHAA MERTHCUMIIMHAPHOTO noaxoaa (One Health)
rI00ATLHEIX ACNEKTOB OGIIECTBEHHOTO 3/IPABOOXPAHEHHE,

Conepwanmwe pasnenon
yaelHoll nporpaMmMer

BBencHRE B TPOMHYECKY IO MEIHLIHHY

OGmre 3akoHOMepHOCTH HAQEKIHONHOTO Npotecca
MeToas! AHArHOCTHEH TPOTHYECKHX HH(EeKI
BHpycHble TponHYeckie WHDeKIHT

[TapasuTaprsie Ja001eBaHHA

PHKKETCHOIL! H TPAHCMHCCHBHEE HHgEKIHN
Tponuyeckne THXOPATOYHEIE CHHIPOME

B pesyneTaTte H3y4cHHA
OHCUWIUTHHEL  CTYJAEHT
JOHEH:

Ingem u nowwmaen;

®  IHACT OCHOBHEIE MOHATHA TPONHYECKOH MEIHIHHEI H MEIHEKD-
rearpapHyeckne 0coGeHHOCTH paclipocTpasens uudekinil;

® MOHAMACT ITHONOTHED, HMIHAEMHONOTHED W MAaToreHe:
TPOMHYECKHK HH(eKIHORHEI 3afonenanmil;

*  IHAET KNACCHMKALMIO TPOMHYeCKHX HWA(ekumil (BUpyCHe,
NapasHTAPHLIE, TRAHCMHCCHBHER),

* TIOHHMACT MEXAHHIMBI Nepenayn wadexunii w pons dakropos
OKPY#aiIes cpess;

*  IHACT KIHHHYCCKHE NPOABNCHHA W OCTOMHEHNA TPOMHIECKHX
sabonesannii;

* MNOHHAMEST  TPHHIMNGL  nabopatopHoll  AWArHOCTHEH |
(MHKpOCcKonNA, ceponorua, TTLIP);

* IHACT COBPEMCHHBIE NOAXONB! K NEHEHHIO H MPOdHIAKTHEE

TPONHYECKAX nidekumii;
Yueem:

PHMEHHTL IHAHWA [LNA IHArHOCTHEY H BCACHHA MALHEHTOR;

® SHAIHIHPOBATE KIHHHYECKHE CITYHan;
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AHKETA NpenojapaTens

| 1.0, npenoaasaTean

Abaumomynosa berusmai ToxroSonoTopra

Hazparne IHCHHETIHALLD

HubertiHoHHBE DOASIHH

JonsaocTe 0 IBAHAA

Crapwmit npenofasareis

basonkie phpazoBsaHne

Mennunnckol daxyneTer cneunansiocts JleveGHoe aeno. Hureprarypa e
EI'MA, suyTpennne Gonesqu, nepexeaniduxaumnio sHudexunonnue
Boneanny,

Pafiora Bnpyrux yMpesiennnx

OMMY

OneIT AKAIEMBHECKOI HIR
Npou3IBOACTREHHOH paboTe B
NpEAMETHDH HAH CMERHLIX
ofAsCTAX

2015-2016cr. HuTepHaTypa spay-tepancst 8 KTMA

| 2016-2017rr AccHcTeHT-npenogasatent kadeipul ofuecTaennoro I00poBLA |
inpascoxpanernd, MM

2017-2022rr. npenogasatens kadeapu O3n3

' € 2022r - Crapumi npenopasatens cahenps Oud.

| Obmecrsennan pabora

P}Tﬂsﬂﬂ]ﬂwﬂﬁ Hpﬂl‘]:lﬂhlﬂl:l Mﬂ.l":l-:lﬂTFET_‘"FI:r EE"EI.I.[-EE'I'HHHHDE AOPAEOOXDAHCHNEY
kedenprl OBLEcTRSHHOE IAPABOOXPAHEHNE © KYPCOM AOKEIATEALHOR
MEIHLIHH,

| HayuHo-HECe10BaTeALCKAR

CMERHBIX 00AACTAX

|
AeATEALHOCTE B NPpEAMeTROH HAK

Knunnko-nabopaTopras xapaKTepHCTHES HOBOH KOPOHABHPYCHOH HHpCKLWH H:
npumepe Omexod ofnacty.

YaencTeo B HAYYHLIX H

npodeccronaibnbx ofmecTrax

Hnex accousalHy HjeklHonucToR M renatonoros Kepreickod PecmyGnusu

Onyfinuxosanneie pabore (aa
nocaeaHse 3 rojal

1.Ocofennoctn navana sadonesaemoctn Covid-19 B Cyzaxcrom pafione Txanan-
AGanceoft OGnmacTy (Kepridseran), BOromess Hiy s o MpaxTHEH el35N: 2414-
2948,

2. Befuinks KOpH ¥ KPAcHYNH B omckofl ofnacTi Kupremsckod peemyGuuxs -2023-r,
(AHBapE Ml Mecal)  AGnaMosymona 5.T., Haytos T.T., Typychexona A K.,
Abwanaposa A3. I 3npasooxpaHerne Kupraacrasa. 2023 Me 2. C, 58-65.

. 3nRneMHoRoriveckre ooobernocTH JafonesaeMocT BpYLEINEIOM CRNLCKOID
HRCENCHHA mAnan-abanckol olnacTH Kupretckod pecmyGnmem a 2022 ron Temupos:
B.H., Temupos H.M., Canweea C.T., AGoamomynosa B.T., ¥parsos P.E., Honnowmen
C.T. /¥ Bronnerens wayes o npasten. 2023, T.9, Ne 8. C. 118125,

4. 3pdeKTHBHOCTE BIKILMAALNE BIPOCIOID HACENEHHA ropoda Jxanan-Afan npoTHy
pHpycHoro renatiTa | Temupos H.M., Temuposa B.H., Afxanaposa A.3.,
Afamaosrynosa B.T., Monzowes C.T. / Bionnerens wayxn o npaktirs. 2023. T. 9. Mo
. C111-117

3. BaxXUHHALAA MPOTHE HOBOR WHekuny covid-19 - popors k yemexy, GeITe B 3enenod
3one Keipreccxod Pecrybnnxs £ AGnumomynosa B.T., Joanowes C.T,, Jayros T.T.,
Temupos HM. /V Bionnerens naykn 0 npaxtics. 2023, T, 9. Me 7. €. 222-720.

6, Caxapruit anaget 2 THna ¥ Gonessix COVID=19 & Omckodt ofiract / Pucbercss
I.C., AGnuvomynosa B.T., donsowes C.T., TypeynGexosa I, T. // Ternenunn
PEIBNTHA HAYEH W oDpaiopanst. 2023, Me 95-5. C. 48-57.

7.Medical and social aspects of the new coronavirus infection / Abdimomunova B.T.,
Zholdoshev 5.T. /¥ European Journal of Natural History, 2023, Me 3. C. 9-17.

8.Caxapueifi awafier 2 THNA kak PaKTOp PHCKA THECROMD Tevenns COVID-19 /
PuicGexosa [.C., AGaumosynosa B.T., Monnowes C.T., TypcynGerosa LT, /
Canwrapuuf spay, 2023, Ko §. C, 331-334

9. K nMMHED-HMMY HONOrHYeCKRE ocoBennocT covid-19 ua PAFHEIX CTRIHAX TEHSHMA

f:.ﬁu:‘:lj{; / Abamsomyuosa B.T., Honoowes C.T. /f CarurapHeif Bpas. 2023, Ne 3. C.

|0.Dengue Fever in Pregnant Women with a Favorable Outcome. Kalybekova K.D.,

B.T. Abdimomunova, Akzholtoeva A.A.. lyngaran Abinaya, Sch ] App Med Sei, 2024
Mov 12011} 1496-1501. e = 4

11.Assessing health behaviors among students: a survey analysis// Abdimomunova B.T,

Eman Firdous, Norwegian Journal of development of the Intemational Science No
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ENHHHYSCKHX NPpospiennll NOCTRODNANOTS CHHAPOME W LTHTE

:]"!"“”“"“Pﬁﬂﬁ‘i'-‘ﬂﬂﬂ wypHan « Jnpasooxpanenne Kapriacrasas 2024, Ma 4, €. 33

ulation of
p,:%, sjurzamana AR,
1 EI:L el al J Adv

13. Comparative analysis of antimicrobial drug sensitivity in the
Kyrgyzstan: Pre-and Post-COVID-19 pandemie. Tokiobolotovna
Meerim DK, Sydykovna ME, Tezekbayevich 25, Mamatokiorovn
Pharm Educ Res. 2024;14(17:91-6,

14, . Prediciors of long-term shortness of breath in COVID-19; A prospective study.
Toktobolotovna AB, Zarylbekovna KA, Talgaovich DT, Tezekbayevich 5.
Fayozidinovich MF, J Adv Pharm Educ Res, 2024;14(4):103-11.
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pH noaroToske SyAyULIX
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AOKTOPOB.

. [MoxeTHan rpasora Qwckoro
O0paz0BaHHA H HAYKH.

3. TToweTHAA TPaMOTa MEXIYHAPOAHOID MELH
OWeKors rocyIaperieHHory yHHBSPCTHTETA

o6IACTHOTO KOMHTETA Npogeoiosd
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IKCMEPTHIA HAYYHELX HCCISI0BaHII: B obeene 12 5aco

2023 - TMopMmeHHe KBATHHHEAUHH «300H03HEE HHPe KM .
r I emrenT, Kazaxcran

2024 - OcHOBE! HAYHHBIX wecnenosankil B konuecteo 72 4. [ BHikex

2024 - VuacTHHK Mes Iy HapoAHoR HAYCHO-TpaKTHYeCKOR
koHdepeHIHH CAKTYANBHEC npofinemsl coBpeMerHOll npakTHYeckod
MEOHUWHE! B YCTOBHAX HOBLTX BEIZOBOB: HHHOBALHOHHEIC TEXHOMOTHH B

oBpas0BaHHN H TPAKTHIH

- VyacTHHK MEATYHApOAHOH xoupepenun «The use of high

2024 : - i
gics in preventive medicines, . ARguKay

innovative technolo
VaheKHCTaH

2024 - YuacTHHE MERITY HAPOTHOH HAYHHO-IpakTyy
coHpEpEHIDIH “ AKTYANLHEIE BOMPOCE COBPEMEHHOH HEHHHHHI::QKDE
npHpoJIE K genopexy”, NPHYpodeHHON B3-netwio Quly a 2 Cor
ocaieHnof  80-1ETHIO JIOKTOPS MEMIMHCKHX  Hayk T
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PELIEH3HS
Ha yuelno-veroanueckuil komnaexe (YMK) no aueunnanne
«uTponnueckne nnderunms

cannabyc, goni

weckHX AHATHH,

CcOOTBETCTBYCT

Drl—lf-":;';:::?::mm }"lgﬂﬂ‘”ﬁﬂ.ﬂﬂq:ﬂﬂ:ﬂﬁ xomiiexke (YMEK), sxmodaroiiH
i peacts (POC), MeToamseckie paspaboTky TeKIHOHRBIX H TPAKTH
A TAKKe rIoccapuii, paspaGoran Ha BHICOKOM yueSHO-METOAHYECKOM YPOBHE H
COBPEMEHHEIM TPeDOBAHHAM MEAHLHACKOTD obpaIoBanis,
CHHE[E.ﬁF:,‘: AHCUHTLTHHB OTMHYAETCH 4€TROH cTpyKTYpol, norHgeckoH ﬂﬂmﬂ“anHmem s
NONHOTOR copepwannd. B nem orpaners OCHOBHEIE pasesl TPONHYECKOH MEHIIHHBL, BEIIOHA
ITHOTOTHIO, 3ITHAEMHOTOTHID, NATOIEHES, KIHRNYECKVI0 KAPTHHY, OMArHOCTHKY, MEHEHHC "
NpodHAAKTHEY ARpeKIHOHHBY 3abonceannil. Ocoboe BHAMAHAE YICTEHO WFHHPDMHHM
KIHHHYECKOTO MBIIUICHHS H HABLIKOB TPHHATHA pemeHHii.
MoH OLEHOUHBIX CPEICTE XapaKTEpHIYeTCA pasHooGpasHeM (OPM KOHTPOMA: YCTHBIH DIEPRS
TECTHPOBAHAE, pEIUEHHe CHTYALHOHHEX 3a1ad, @ TAKKe HCNOMEIOBANHE COBPEMEHHRIR
obpasosareashbeix  Texnonormit (PBL, TBL, CBL, ponessic Hrpei). o obecnevHBacT
OB BEKTHERYIO H BCCCTOPORHION OLEHKY IHAHMHH, yMeHrl # KoMmeTentHil 00y arIHXCH.

MeTognueckHe paipaboTEH NEKUHOHHEIX H NPAKTHHECKHX SaHATHH OTIWHAIOTCH BRICOKOH
crenenkio npopabotkn. OHM COAEPAKAT UCTH, 3A0aTH, NTAH NPOBCIEHHS JaHATHA, KORTPOIBHBIC
BOTPOCE! H PAKTHKO-0PHEHTHPOBAHHEIC JATAHHA, HANPABACHHbIC HA PAIBHTHE AHATHTHYCCKHX H

EMHHHYECKHX HABRIKOB CTYICHTOR,

[noccapwii RBIAETCH BAMHBIM KOMIOHEHTOM YMEK, cnocofcTeyiomEM  GOPMHPOBAHHIO
npoheccHOHATBHON TEPMHHOTOIHH, oCcoBEHHO B VCIOBHAX AHTTOAIEMHOTO 00VYeHMS.

Conepanne YME cooTBETCTBYCT MEXIYHAPOIHEIM crangapram (BO3, CDC) w npuammmans
OKASATENBHON MEANUHEL, UTO [IENACT 10 aKTYAThHBIM W BOCTPEOOBANHLIM B NMOAroTOBKe

COBPEMEHHEIN METHIHHCKHX Kanpam.

TaknHYeHHE: q
neKe N0 OHCUHITHEE « | ponuveckne HHdexumas
WDTBEI{'_']'E}-ET

VyefHo-MeTOIHHECKHH KOMIT
Tpe(oBaHAAM BEICLIETD METHIHHCKOTo 00pA30BANHEA H MOWET ObITh PEKOMEHIOBAN K o
APCHHI

n oBpazoBaTENbHEI TPOLECC.

Mpodeceop kadeIps! KIHHHHECKHY muemmiinn Aoagomes Cang poaii Tﬂﬂtﬁa
CHNy
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Syllabus

Specialty General Medicine Code of course 360001
language of English Discipline Tropical Infection
instruction
Academic 2025-2026 Number of credits 2 credits
year
Lecturers assoc,professor Course 4 , Overall labor intensity
Abdimomunova B.T., semester VIII 60 hours, including;
Number of border Total classroom hours
controls 1 30
exam _VIII_semester | (lectures - 12 hours,
i practical classes — 1§
hours)
SIW - 30 hours
E-Mail babdimomunova@oimu kg Place of work Osh International
Medical University,
Lenina 428
Form of Full-time Course type: : mandatory
education (full- (mandatory/elective)
time/part-
time/evening)

Osh - 2026




1. Course description:
diseases, focusing on their etiology, epid
diagnosis, treatment, prevention, and
tropical and subtropical regions of maj

2,0bjective of the course: to equip students wi

compelencies o recognize, diag_nuse,
diseases through clinical reasoning, la

This course provides an

control,

manage, prevent,
boratory interprefat

approaches within the One Health framework.

intu:grﬁtl:d overview of tl‘ﬁpi-ﬂﬂl i"fﬂctiﬂuz;

emiclogy. pathugem:ﬁls,

with particular attention
or public health importance.

th compreh Al !
and control major tropical infectious

ion, and evidence-based public health

to conditions prevaley, i.{

ensive knowledge and practicg)

S

Prerequisites

Anatomy, patholog
pathological physio

diseases

ical anatomy, normal physiology and
logy, microbiology, virology,

immunology, pharmacology,
dermatology, otorhinolaryngol,

hygiene, public health
propedeutics of internal

Postrequis’

Internal medicine, pediatrics, eﬁd-?nce-!:ﬂ:md medicine,
family medicine, surgical diseases, epidemiology

Co- - qguisites (if necessary)

Learning outcomes of the discipline

By the cnd of the course the student:

LO (learning
outcomes) BEP

LO

Competences

LO 6- able to apply
basic knowledge in the
field of preventive
activities to solve
professional problems.

students will be able to apply
basic knowledge of infectious
disease prevention and control to
solve professional problems in
clinical practice and public health

PC-10 is capable of carrying ¢
anti-epidemic measures
protecting the population in th
focus of particularly dangerou..
infections, in case of worsening ¥
radiation conditions, and during .
natural disasters.

LO 7- able to apply
basic knowledge in the
field of diagnostic
activity to solve
professional problems.

students will be able to apply
basic knowledge of diagnostic
methods for infectious diseases 1o
identify pathogens, interpret
laboratory and ¢linical findings,
and solve professional problems

PC-14 is capable and ready for
diagnosis based on the results
of biochemical and clinical
studies, taking into account the
course of pathology in organs.
systems and the body as a




in patient care and epidemiology.

LO 8- able to apply

basic knowledge in the

field of medical
activity to solve
professional problems.

whole,

students will be able 10 apply
basic knowledge of medical
Mmanagement of infectious diseases
to plan treatment, monitor
patients, and implement evidence-
based therapeutic strategies in
solving professional problems

PC-17 is capable of prescribing
appropriate treatment to
patients in accordance with the
diagnosis.

1. Technological

map of the discipline

Recommended technological map for two modules in the context of one semester

] | ] 8" semester Final control
(60p.) Ll
B Module (60 p.) E_
§ :
£ & 2 b .
11§} IR
3 T E | 2 g
IE ;_...j Elz = ; £ ] _ﬂ a_ ==
60 30 |12 18 0 |12 18 30 0
. | ]
Points 30 30 30 30 60
Total modules C1==30+30+30+30=60 F=40p
. C=C1+F=60+40=100p. )
87-100-excellent
Total score 74-86 - good

61-73-satisfactory
0-60 - unsatisfactor

"

e




6. SUBJECT SCORING CARD

 Form of control TKI
Oral survey 10 —
Solving a situational problem (Interpretation of analysis) 10

Student”s activity: PBL, TBL, RBL, CBL. Rolegame patient- | 10
doctor

Total

Evaluation criteria for the discipline "Tropical Infections” (1 lecture session)

Students in order to receive 30 lecture points must comply with the following rules:

visiting a lecture - 2 P
- discussion with the lecturer -2 p
- final test control -6 b

- development of a virtual situational task

Students in order to receive 10 practical points must comply with the following rules:

- Oral survey:

- full disclosure, generalization of the topic, answers all questions asked (10 b)

- incomplete disclosure of the topic, cannot conduct differential diag,nﬂsti.::s_ answers half of the
questions asked (6 b)

- does not have a complete understanding of the topic, cannot explain the pathogenesis, does not
answer the questions asked (3 b) y

- the student is not ready for the lesson - (0 pts),

2. Solving situational tasks: - to make g preliminary diagnosis,
- interpretation of physical data

- interpretation of laboratory analyzes,

- preseribe treatment

- prescribe a recommended djet

- medical and recreational activities,

Evaluation eriteria:

1. If all points (10 b -Ifit 1 I
: points (10 b) are correct 2, . If IL1s correct 1.2,3 4 points

(6b)3.if12 Point is correct (3
3.Student activi

L ty: TBL, PBL, Role game Patient-doctor, RBL, CRL,
Manifestation of help

* Job Orientation

* Time managemen;

* Balanced Participation
* Effective iny

.- UETPETSONa]
Communication



« Contlict management sick
* Constructive feedback

+ Adherence Lo rules

PBL
= Discussion of the evaluation plan

Setting rules for small group work
Presentation of a clinical case
Identification of the main problems

Identification of contributing factors
Description of the main mechanisms and formulation of problematic issues

L - ® @ -

Role game patient-doctor

Creation of an object-playing space in a group, taking into account the individual and age
characteristics of patients

The level of game activity planning '
Creation of a favorable psychological climate for communication in the process of gaming

activities with patients . )
The level of understanding, recognition, acceptance of co-ereation, cooperation of the patient by

the doctor

The level of creating a situation of success in gaming activities s
Effective assistance to patients in self-expression by means of gaming activities
Using an individually differentiated approach to patients in gaming activities

o
1. Writing a scientific article

2. Writing an idea for a Startup
3. Analysis of statistical data(4.1, 4.2, 4.3, 4.4, 4.5)

2. Calendar-thematic plan of lectures

i tions | Number | Literature | Used l:dul:fat'mnal Weeks
IJ;:E n:::;.: name of the | Plans and quest o s
hours.
2 |.2.3.4 | FET 1

1. lll'ltrudllﬂil}nl to l.ﬁmg::ﬂlh; :I:jt‘ E:;ﬂ;l:n! infections
Ll';ﬂef::“j:ﬂdlﬂﬂﬂ- ;“ '.:"h: concept of infection

Infectious process, the main forms
g.r‘lfl'li:: g:ﬁ'i::hﬁn:ﬁiiignmh of
:I'..l‘.f}e::l:]rl:: dplﬁ::r:h of treatment
:r;:i?;:;mnl:::ﬂ :ﬁdtﬂinlﬂﬂ' of
;mx:ia:ihmmﬁh and clinical
ﬁti:;:un:;:md'::f:::iiﬂi diagnosis

of Ameobiais.
7. Treatment and

Prevention.

orrtrol question: _
.'J':I‘eﬂ' nsq-rhﬁ' classification of tropical |

i - 2
infectious diseases.



2 What pathways of trans
infectious diseases do you e
3 Tell us the main (ypes a

)

2. Hemorrhagic
viral fevers.
Dengue, Marburg,
Ebola, Crimea-
Congo, Hanta

1.General haracteristics 0
hemorrhagic viral fevers.
2.Epidemilogy uf
hemorrhagic  fevers:
Crimea -Congo.

3. Pathogenesis and
manifestation of VHF. s
4.Diagnosis and treatm ent of ;
& Preventions of VHEF.

Control question:

1. Tell us the classification af P’HF :

2 What pathways of transmission afl
VHFdo you know?

3. Tell us the main [ypes af skin
rashes?

viral
Denguc,

clinical

= Viral
Hemorrhagie fevers

with renal

syndromes.
Etiology,

L Etiological characteristic of the
pathogens of VHF with renal
syndromes.
2. Which
of them
humans?
3. Sources of infection, mechanism
of infection amnd pathways of
transmission of pathogens.

4. Incubation period and tell us
about the periods of the disease

5, Measures for the prevention of
YHF.

Control questions

|.Give an idea of the risk factors
characteristic of VGL.

2.Specify the main methods of
diagnosis of

3. Mame the continents and countries
where cases of diseases cansed by the
causative agent of VHF,

cause  pathelogy in

L —112.34.3

4. Malaria.
(P.vivax, P
palciparum,

P.ovale, P. malaria)

| edem

1.Etiology epidemiol
' DEY,
pathogenesis, li
manifestations, "
2.The life cycle of the
;,Epidemlnlﬂn: the “m‘:sil:}
infection, mechanisms of
transmission, the biology of vectors
and the geographica| distributig
of ai_rrerm Species of malari *
4.Clinical mnnifnuﬂum-m
period of primary m:nirui.l
r-:lhrm Features ¢
clinie, depend|

g an tht‘ l}'m u‘l'

plasmodium, 5.Com
I'Il.ﬁgnui p“ﬂ[h“! and
e "'ﬁpi:n

malaria; ﬂil..-ml o

;:Il:lr":::‘ P g::““ fa ral
‘IHH, mpt:liid’ h!nﬂ!hhi::u rﬂ‘.‘_
Al urie

the
in
' lhl i .-h::;

—L!IEEE_IIEEEL“.‘ |-"|1II:I'|':“.|“r:'I
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“pidemiology,

6.Diagnosis and treatment o
malarig
Control questiong
1. Tell the classifications
of antimalarig drugs,
2. When was the last
outbreaks of malaria,
3. Complications of
malarig in pregnancy.,
5. Leishmaniasis, | 1.Etiolo ?
Japanese I.Epld::'t};nlngy, : | X 3
encephalitis, 3.Pathogenesis
4. Clinical features,
S.Diagnosis,
6.Com plications,
T.Treatment
8.Prevention,
Control questions
. Risk factors at leishmaniasis
2, Life cycle of JE
3. Vectors for ransmissions of
leishmaniasis.
6. 1.Etiology,
Trypanosomiasis, 1.Epidemiology
Filariasis, 3.Pathogenesis
4. Clinical featuyres,
S.Diagnosis
6.Complications
T.Treatment
8.Prevention.
Control questions:
L Specify the sources of
invasion
2. Prove the mechanisms and
ways of transmission
3. MNames the antiparasitic
medicines
Tutal 24 hours
Calendar-thematic plan of practicals
Nu | Pei Used Weeks
Ne eme | Cem :
the name of the th Questions and tasks o be mb | nis Liters 'bdll.lcll‘ll:l
studied = e |
No of technolo
gies
hou
rs.
4 3
—— : : 6 7 ]
[ Plan:
Topie 1, , 1. Tell us the concept “f'ﬁt"“ 2 |1 +3, | slide, 1-a
L1 Introduction to ics, Medico-geographical ' 12, posiers,
tropical medicine 2 ki
concept.
i IE .ﬂmﬂl:bla.'ﬁiﬁ 2. Discover the influence ;If
 Eliology, environmental factors on the




pnﬂmg.:nér;is. clinie,
| diagnosis, treatment,
prevention,

health of the pmlu_ati:i;l_ of the

tropics: the role of soil and water
in the spread of infections and
infestations in the tropics, the
impact of a hot elimate on the
human body.

1, Tell us the general features of
tropical pathology. Geography of
tropical infectious and parasitic
diseases.

4.. Name the etiology, explain the
transmission pathways and
pathogenesis of amoebiasis.

5. Describe the clinical _
manifestations of amoebiasis.
6. Choose diagnostic methods and
make a treatment plan for
amoebiasis

7. Recommend methods of
prevention of amoebiasis

8. Tell us the complication of
amoebiasis.

What are the etiological factors of
the development of Japanese
encephalitis?

5. Make a diagnostic algorithm
for detecting Japanese
encephalitis.

6. Explain the pathogenesis and
clinical picture of the disease.

Topic 2.
1.1 Hemorrhagic viral
fevers

1.2 Dengue, Marburg,
Ebola, Crimea-Congo,
Hanta, etiology,
epidemiology,
pathogenesis, clinic,
diagnosis, treatment,
prevention,

Plan:

1. Expand the concept of
hemorrhagic viral fevers angd
classify them.

2. What are the etiological factors

for the development of
hemorrhagic viral fevers?

3. Explain the pathways of dispqe
transmission d -
4. Explain the clinical pj

e daaie. D ANGOf

5. Differentiate Den
Ebola with TOR| gue, Marburg,

6.Make a treatmen lan |
the severity of the :IL,L o

T
mﬁ‘ﬁ:"mmd Prevention

Topic 3.

1.1 Hemorrhagic fever
with renal syndrome
eticlogy,

Plan; _'_-_'_‘_‘—'—-—-_._.___‘_'

1. Tell the etiology of the diseg,
5e.

slide,
posters, | 2.4
RI video

[ slide,
posters, | 3.4
RI video




eprdemichogy . f 2. Name the epidemiological | [
pathogenesis, | features of the disease,

! | & chmic, dagnosis, | .

 wreatmend, prevention using a diagram

4. Describe the clinical features of
hemorrhagic fever with renal
syndrome

5. Make a treatment plan based on
severity

6. Recommend prevention
methods .

7. Prediet the outcome of the
disease and tell the complications
of hemorrhagic fever with renal
syndrome,

L

1 IJF'H: 4. FI-III llﬂ‘1
| 11 Malaria. Etiology, | 4 |. Expand the concept of malaria | 2 |1 |6, P“’m :‘im”'*
; F‘E"‘*"‘""‘“Ec (inical 2. Explain the breeding cycle of 12,

a

larial pi " 15,
manifestations. g I6
. e 3. What are the etiological factors

Complications, of malaria development?
diagnisis, .

4. Make up an algorithm for the
pathogenesis of the discase.

3. Classify the forms of malaria
6. Explain the clinical picture of
the disease, typical malarial
paroxysms, with the classical
Tareev triad.

7. Tell us the complication of
malaria.

| 8. Make a diagnostic algorithm

| for the discase malana.

9. Make a treatment plan for
malaria, depending on the severity
of the disease.

10. Discuss the stages of diet
therapy in the treatment of
malaria and medical examinations
11. Recommend prevention
methods for malaria

Topic § 5 Plan - | §-3.4. slide,
Malaris in Chi | Expand the concept of malaria posters,
ik oun ey highlighting it epidemiologica
importance and public health
impact in endemic regions.
2 Describe the etiology of malaria
in children and pregnant women,
including the causative




Plasmodium species and
transmission characterishes.

3.Explain the pathogenesis of
malaria in children and pregnant
women, emphasizing
immunological factors, placental
malaria, and mechanisms leading

to severe disease,

4. Describe the clinical
manifestations of malaria in
children and pregnant women,
distinguishing between
uncomplicated and severe forms
of the discase,

5.Develop a treatment plan for
malaria in children and pregnant
women, according to discase
severity, age, gestational period,
and current WHO
recommendations.

6.Recommend preventive and
control measures for malaria in
children and pregnant women,
including individual, community-
based, and public health
strategies.

]

Topic 6.

I Leishmaniasis,
epidemiology,
pathogenesis, clinic,
diagnosis, treatm

prevention.

Plan

1. Expand the co f
leishmaniasis s

2. Tell us the etiology of
leishmaniasis and Japanese
encephalitis.

3. Explain the pathogenesi
leishmaniasis and lem:i:: "
encephalitis.

4, D_E'.il:ﬁbﬁ the clinical
manifestations of leishmaniasis
and Japanese encephalitis,

5. Make a treatmen;
leishmaniasis and Jmm

encephalitis, depending on the

degree of the disease,

6. Recommend i

Prevent

;I'Ilﬂ'lﬂdl for Iaiﬂﬂnmials?: and
dpanese encephaliyjs

T. Tell us tlu main clinigg)

leishmaniggis o ¥icenl

B. Tell us the f,
eal 3
uf c“'-ﬂﬂﬂ:lui h“lmﬁ i.lf “E [ I||-| II'I.'

Im“i“igl

2,4,
12

slide,
Rl video




-_-i':1-'|_“.||: T Plan 2 | 1,4,5, slide,
7 posters,

Ricketisiosis 1. Expand the concept of Japanese R video

encephalitis, emphasizing its
epidemiological significance,
geographic distribution, and
importance for public health in
endemic regions.

2.Describe the etiology of
Japanese encephalitis, including
the characteristics of the virus,

reservoirs, vectors, and modes of
transmission,

3.Explain the pathogenesis of
Japanese encephalitis,
highlighting viral neuroinvasion,
immune response, and
mechanisms of central nervous
system damage.

4.Describe the clinical
manifestations of Japanese
encephalitis, distinguishing
between mild infection,
encephalitic forms, and severe
complications in children and
adults.

5.Develop a management and
treatment plan for Japanese
encephalitis, depending on disease
severity, with emphasis on
supportive care and management
of neurological complications.

6.Recommend preventive and
control measures for Japanese
encephalitis, including
vaccination strategies, vector
control, and public health
interventions.

Topics . Plan. slide,

Helminth / Nematodes | 8 |. Expand the concept of 2 |1 2,3, | posters,
{rypanosomiasis. 7,11 | Rl video

2. Name the etiology of

trypanosomiasis.

3. Demonstrate the pathogenesis

on the scheme of trypanosomiasis.

4. Classify trypanosomiasis.

5. Describe the clinical

| manifestations of

trypanosomiasis.

6. Choose diagnostic methods and

make a treatment plan for
trypanosomiasis discuss the

complications of trypanosomiasis.

L e —




T .
Fopicy

Cestodes ! Trematodes

e ——

—

i -H_hqm_m:nd prevention

outlining its definition.
epidemiological 5igr3|1|cm1¢¢.
geographic distribution, and
public health impact in tropical
and subtropical regions.

2, Describe the etiology Dr.
filariasis, including the main
causative agents (Wucherena
bancrofti, Brugia malayi, Brugia
timori), vectors, and modes of
transmission,

3.Explain the pathogenesis of
filariasis, focusing on lymphatic
involvement, immune-mediated

of chronic complications.

4.Describe the clinical
manifestations of filariasis,
distinguishing between
asymptomatic infection, acute
filarial attacks, and chronic forms
such as lymphedema,
elephantiasis, and hydrocele,

S.Del:'l.'ainp o treatment plan for
filariasis, dep:nding on the stage
and severity of the disease,
including antiparasitic therapy
and management of chronjc
complications,

b.Recommend preventive and
control measures for filariasis,
mncluding vector control, mass
drug administration programs

personal protection, ang '
health strategies. Public

Total

. ey
methods for trypanosomiasis |
I.Expand the concepl of filariasis,

mechanisms, and the development

-_—

_‘_-_‘_-_‘_‘_._'_‘—-—\

13.3. Independent student work{ISw)

Ne

Theme

Assignment for
Independent
Study

Overview
of
Tropical
Infectious
Discases

CONnCise
analytical

summary on the
global burden
and

classification of
lropical

_-_-_'—-_._

ﬂi?ﬁum“*-—
Methogs

Preparation of _-_-_-_-_'_'_""“'--—--_._
%14 Written

SUmmgry

18
—

|..I||I
s —|

2.3, | slide
5.6.

posters,
Rl video

a2

S-5

R e

Submission
Deadline

2nd week




bs E7 (d:iuuu
Mok - ® Comparative | 1.WHO | 3rd week
Infections diseases Eume
{Imdﬂi"' E.epcrls 2
chikunz‘uny ﬂ foul
leishmanias; S
3 Malari =y Diseases
4 vialaria Analysis of a 4 Case
| in et report . WI-!U 4th week
Children | focusing on D,
; - Guidelines
;ﬂd diagnosis, 3
regnant | complicati Y,
| Women [mdk o s
Principles
# managemen of Internal
Medicine
4 Neglected | Preparation of | 4 Infi '
: ographic 1. W
[T]'ri'mlm‘allll an infnnnltphli:d + oot HTT}HD e
sCase on one selec presentation Road
(NTDs) NTD (filariasis, EUII—H;TJP]{]
schistosomiasis, 2.FAO/
leishmaniasis) CDC NTD
resources
5 Tropical | Development of | 4 Algorithm / 1. WHO 6th week
Febrile a differential flowchart Clinical
llinesses | diagnosis Guidelines
algonithm for 2. CDC
acute febrile Yellow
illness in Book
L | tropical regions e <
6 Tropical | Short report 5 Written 1. WHO Tth week
Infections | illustrating the report + One Health
and One | One Health discussion Joint Plan
prevention of } 2.0IE/
cal l FAO
m : MESOUrces
infections T 1. Pub
s — : 1 Critical | 1 Med | 8th week
Evidence gppﬂ.lill of a review {TEEGI'II
TM' 1 | recent scientific articles) 2,
a5 - le (last 5 Oxford
. Medicine | article (
- vears) on $E M ;
| t * . ] oolkit
| lulh:h-ﬂlﬂ
| diseases . ~—
Total "!lll'l — T —




Course Policy . - e
Students are expected to attend all lectures and practical sessions and to participate actively

In course activities. Attendance, engagement, and timely completion ﬂfaﬁlgqﬂd ok ase T?;E'r:l]
components of the assessment process, and unexcused absences may result in grade penalties in
accordance with university regulations.

Academic integrity is a fundamental requirement of this course. All suhmiltled x-fcrrk must
be original and properly referenced. Plagiarism, cheating, or any form o E,lmdcmm A it
will result in disciplinary action, including loss of credit or failure of the assignment OF COUrse, as
determined by institutional policies.

All assignments, articles, and SIW tasks must be submitted by the specified deadlines; late
submissions may be subject to penaltics or receive no credit. Retakes and grade appeals are
conducted in accordance with official university procedures. The use of electronic devices is
permitted only for instructor-approved academic purposes. Faculty office hours are available for
consultations, and students are encouraged to seek academic guidance as needed.

Learning Resources

Electronic resourses 1. https:/ L.nim.nih.gov/

2 hittps:/www.sciencedirect.com/

3. www emedicine. medscape.com

4, www.us.elsevierhealth.com

Electronic textbooks 1. Manson’s Tropical Diseases, 24th Edition,

Farrar J., Hotez P., Junghanss T, Kang G.,
Lalleo D., White N, Elsevier, 2021
2. Hunter’s Tropical Medicine and

Emerging Infectious Diseases, 10th Edition,
Ryan ET. et al.,

3. Harrison's

Elsevier, 2020
Principles of [Internal
Medicine (sections on tropical infections and
HIV), 20th Edition, MeGraw-Hill, 2018

4. Red Book: Atlas of Pediatric Infectious

Diseases (HIV and tropical  infections

sections), American Academy of Pediatrics,
2024

Textbooks (library)

l. Harri -
Son s «lnfectious diseasesy 3 Edition
2023y

-__-______




2. K. Park «Preventive and Social Medicines 24"
edition 2024y

3. Davidson s «Principles and Practice of
Medicines 22" Edition

4. Harrison s «Internal medicine» 19" Edition 2023
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| Ne

Hanmenopanue
TENE:D

Kovmnerenunn

ILrannpyeMbie pesyabraTe
obYSEHNA THCINITHHED

Ouenounpre
Cpeacmag

Introduction to
Tropical Medicine.
Amoebiasis

[TK-15

* PackpeiBaeT Menngo-
reorpagHueckoe NOHATHE
TPONHKOB * OD0RacHAeT
BAHAHHE (PaKTOPOR CPeaLl Ha
300poske * OnHCEBAET
ITHONOTHIO, TATOTEHES,
KIHHHKY ame0naza »
OBocHOBRBAET METOIBI
JHATHOCTHKH H IEHeHHA

Yerawmi onpoce,
TECT

Hemorrhagic Viral
Fevers (Dengue,

Ebola, Marburg,
CCHF, Hanta)

IK-15

= Knaccupmuupyer
reMOPParH4YeCcKHe THXOPAIKH
= DOBACHACT MYTH NEPEIAYH H
naToreHes: * AHATHIHPYET
KJIHHHYECKYIO KApTHHY *
CoCTapngeT NIaH NCYCHHA B
OpogHIAKTHEH

CHTYaUMOHHEE |
JAMAYH, TCCT

Hemorrhagic Fever
with Renal
Syndrome

[1IK-15

* OMHCEIBAET ITHOMOIHIO H
MIHOEMHOMOIHED *

JleMOHCTPHPYET NaTorcHes *
AHATHIHPYET KIHHHKY H
ochoxHcHEA * OBOCHOBRIBACT

neweHHe H NpoQHIAKTHEY

Yeruwii onpoc,
pedpepat

Malaria

[MK-15

« OORACHRET HHIHCHHBIHA
LHET IIaIMOIHA *
Kaaccumunpyer dopms
ManspHH * HATepnpeTHpyeT
KMHHHYECKYIO KAPTHHY *
Cocrasnaer AHarHoCTHUCCKHI
ATTOPHTM

Tect, veTHsif
onpoc

Malaria in Children
and Pregnant
Women

[1K-15, OITK-6

* AHATHIHpYeT 0CODEHHOCTH
TEYeHHA MATAPHH *
OOBACHAET ATONEHES ¥

YAIBHMBIX [Py *
PazpafaTeiBaeT INaH TeYeRHS

no pexomergamaan WHO -
OB60oCcHOBRIBAET
npod HIAKTHKY

Ipesentauns,
TECT

YeTHRIA ompoc,

Leishmaniasis and
Japanese
Encephalitis

[IK-15

* ONHCKIBAET ITHONOTHIO H
MATOrEHES * l:pﬂ.EtHHBﬂ':T
KIHHAYECKHE QOpME] *
PazpabaTeiBacT CXEMEI

neueHHA * [IpeanaraeT
npodHAAKTHHECKHE MEDBI

CHTYAUHOHHEIE
ERREL

Rickettsiosis and
Japanese
Encephalilis

MK-15

* AHATHIHPYET
STHACMHOI0THIO = OORACHAET

HefiponaToreHed *

HuTepnpeTHpYET KIHHHKY *
PaspaGarsiBaeT nevedHy0

TAKTHEY

Tect, pedepar

S



8 | Trypanosomiasis | [TK-15 * OnucwiBaeT sruosorm 1 Yeruii onpoe, |
and Nematodes knaccubxaiino » Oftichser | abmumy
MATOTEHES » HHTEPEIPE"IHP}I'-ET
KIHHHMECKHE NPORENeHHg +
ObocHoBRIBAET Neverue
9 | Filariasis, ITK-15 * O0BAcHEeT naTorenes [Npesentanns,
Cestodes, dmnspuosa » Ananusupyer TECT
Trematodes KTHHHYECKHE ophE *
PaspaBathisaer Tepanmio =
OBocronkisaeT Mepsi
KOHTPOA N
Ne | Hawmenosanme | Kommereninm ILaanupyemeie pesyasrar Ouenounnie
TemMbl OG0y EHNA AWCTHTLTHHELD CPpeacTBa
I | Tropical Medicine | [1K-15 Crynent obeacHser Yeruwit onpoe,
Basics and ocofenHocTH TponHYecKoi TECT
Amoebiasis MATONOTHH; AHATHIHRpYeT
amebnas; Gopmupyer
AHAHOCTHYECKHH W TeueOH b
MOAXOM
2 | Hemorrhagic [K-15 Crynent middeperunpyer CaTyaumonne
Fevers FMEMOPparn4ecKHe THXOPaaAKH; | sagaud .
AHAITHIHPYET KNHHHKY; '
COCTARNACT TUTAH JTeYeHUS
3 | HFRS [1K-15 Crynent untepnpetpyer Yeruwiit onpoe,
KITHHHYECKHE JOHHEIE, TeoT
OUEHWBACT THMECTE,
NPeTATEET TeHCHHE
4 | Malaria [MK-15 CTyIeHT aHANMHIHPYET MasKH Tectuposanne,
Diagnostics KPOBH; HHTEpNpeTHpyeT TabNHITE
PE3yNETaTHE, QOPMYTHpYeT
JHATHO3
5 | Malaria in Special | I1K-15, OIIK-6 | Cryzent oueHnBaeT pHeky; Curyaumonsse
Groups pazpabaTwiBaeT leucHHe, Janaun
MpeAnaracT npopHIaKTHRY
6 | Leishmaniasis [TK-15 CTyneHT HHTEPNpETHPYET Yeruwii onpoc
KITHHHYeCKHE (POpMBI;
MPOBOIAHT AudbepeHimansuy0
JAHATHOCTHEY
7 | Rickettsiosis [MK-15 Crynent anannanpyer Curyannonnsie
KIHHHYECKHE CITYYaH; JALEAYH
NIPEANArEeT JIcHcHHE
§ | Trypanosomiasis | [TK-15 Crynent obuacnser narorenes; | Pedepar, tect
HHTCPIPETHPRYET CHMIITOMBL
_ dopMHpyer muan nevenus
o | Filariasis TK-15 CrynenT ananmsnpyer [IpesenTauns

XpOHHUYECKHE (PopMBbI;
NpeanaracT npoguIaKTHEY H
KOHTPOITE




MacnopT gonaa oeHOUHBLIX CPEACTB MO AHCUMHILIHIE
«Tponuueckune nupexunn»

N

Haunmenosanne
TEMEI

Kovmmerenunn

Ilianupyemeie pesyasTaThl
obyaeHHA THCHNIVIHHLI

ODueHounnie
CpeacTea

Introduction to
Tropical Medicine.
Amoebiasis

IIK-15

Hemorrhagic Viral
Fevers (Dengue,
Ebola, Marburg,
CCHF, Hanta)

* Packpeisact MenHko-
reorpafiHIeckoe NOHATHE
TPoOMHKOR * OOBACHAET
BIHAHAE (DAKTOPOB Cpe/bl HA
3noposbe = OnuckBaeT
ITHONOTHIO, MTATOTEHES,
KIHHHKY ameOnasa «
ODOCHOBBIBACT METO/ET
JHATHOCTHEH H TeYeHHA

YerHeiit onpoc,
TECT

IK-15

* Knaccudmumnpyer
reMOpparH4eckKie THXOPAKH
* OOBACHACT NVTH NepeIayH 1
TMATOTEHES * AHANTHIHPYeT
KIHHHYECKY ) KAPTHHY *
COCTABTAET NNaH NEYCHHA H
npoHNaKTHER

CHTyanHOHHEIE
3ala4M, Tect

Hemorrhagic Fever
with Renal
Syndrome

[IK-15

* ONMCEIBAET ITHOMOTHIO H
MTHASMHOTOTHIO *
HemoHcTpupyer natoreqes »
AHATHIHPYET KIHHHKY H
OCN0kHCHRA * OB0CHOBEIBAET
fleveHHe H NpOdHTAKTHEY

YeTueifi onpoc,
pedepar

Malaria

IK-15

* DOBACHACT WHIHCHHEI
IHET OTa3Monaa =
Knacenduumpyer dopme
Mansapiu * Hutepnpernpyer
KIHHHYECKYIO KAPTHHY *
Cocrarnser nuarnocTHaeckuii
ANTOPHTM

Tect, yerHii
OTpoe

Malaria in Children
and Pregnant
Women

IIK-15, OIIK-6

* ARaTHINpYeT ocoGeHHOCTH
TEYEHHA MAJIAPHH *
OOeAcHAET NaToreHes y
}"ESHF[HI;]J{ I"p}']_|]'| -
PaspabarsmaeT nnan MeYeHHS
Mo pekoMennanuam WHO »
OfocHoBmBaeT
npodHIaKTHRY

[IpesenTanns,
TECT

Leishmaniasis and
Japanese
Encephalitis

[IK-15

* OnuckiBaeT 3THONOMHIO 1
naroredes * CpaedueaeT
KIHHHYECKHE PopMEl »
Pﬂpﬂﬁaﬂmaﬂ' CXEMEI

Yeruwit onpoc,
CHTYAUHOHHEBIE
J0MaTH




neqenun * [peanaraer
NpofHIAKTHICCKHE Meph]

Rickettsiosis and [K-15 * AHATHIHpYET Tecr, pedepar
Japanese MIHAEMHOn0rHI0 * O0bACHAET
Encephalitis HeliponaToreses +
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Topic: Introduction to Tropical Medicine, Amoehinsis

Etlalogy,
Dingnosls, Trentment, Prevention

Epidemiology, Pathogenesis,

METOM: Tewm-Hased Lenrning (THL)

Kype: 4 Comecrp: 8

Cocranmifa): k.m.n, Abanmosiynon 5,1

llF.ﬂ: FAHATHS / AIM
To introduce students 1o the concept of tropical medicine, nmdj-::;

-geographical elassification of tropical

infections, and to develop comprehensive knowledge of amoebiasis — ity etiology, epidemiology,

pathogenesis, clinical manifestations, complications,
structured teamwork and peer accountability,

IEAC‘HING‘ TOOLS
Section .| Equipment / Tools
Vis ull_ PowerPaint slides {world map of tropical discase
materials | distribution, Entamoeba life cyelel, WHO burden
| infographics
Laboratory Microscopy slides (E. histolytica
tools trophozoites/cysts), PCR/ELISA demo reports,

| stool exam photos

—
Clinical cases | TBL team case packets: patient with bloody
| diarrhea + travel to tropics, liver abscess scenario

Interactive | Readiness Assurance Tests (iIRATARAT printed
| sheets), Kahoot! for iRAT phase, team answer

tools
| cards
Simulation | Abdominal palpation phantom (hepatomegaly
| detection), ultrasound image cards (liver abscess)
Reference | Manson's Tropical Diseases, WHO guidelines,
| materials | CDC Amoebiasis fact sheet _

.A;mum:nt i iRAT-"!ﬁ.AT score sheets, case discussion rubrics,
| peer evaluation forms .

diagnosis, trentment, and prevention — through

| Purpose

| Visualize global epidemiology
" und parasite biology

| Demonstrate diagnostic methods

1 - |
Structured team problem-solving

| Ensure individual & team
mccountability

! -
Practice physical examination

| skills i

; Evidence-based reference

| Multidimensional assessment

tools 2 -
ASSESSMENT CRITERIA = Y
i Bita xconTpos |' Type of Assessment | Kpurepnn / Criteria Magke.

Gai

| f _l__ F ; e ol R ) — il 2 - - S SR
| IRAT (Individual | Individual Readiness | 10 MCQ x | point; tests pre-class 10
| Readiness) | AcmmncaTent | §psio - - |
= _i, {T;r'“ = 1_:;“_,11 Readiness | Team consensus on same 10 MCQs; r 10 '
| LE:d[nm} | Assurance Test | immediate feedback with scratch cards | | t
| Team Application | Comect clinical reasoning, differential 15 |

Application T::k B  diagnosis, management plan (quality & | :

| teamwork)

Exercise




I.Fur Evaluation Peer Assessment Each student rates teammates ( preparation, g
| participation, collaboration)

TBL TEACHING FLAN (%0 MIN)
_Bpemt | Tema / Stage I Cu,unp:tm;mr.f Activity II Meron l Pesyantar '
| ‘(onin) | | | AT
0-10  Phase 1: | Each student individually = Individual E&tﬂhliah:lﬁ Iirlditridual
| iRAT answers 10 MCQs on Readiness Test  accountability (10 p)
 tropical medicine basics | (IRAT)
| + amoebiasis (pre-class
! material) | _.
' 10-20 | Phase I: | Same 10 questions solved | Team Team builds consensus,
i | IRAT ' as a team using scratch- | Readiness Test | debates answers (10 p)
| cards; immediate | (tRAT) with
. | feedback loop IF-AT cards |

20-35 | Clarification | Instructor addresses top | Mini-lecture, = Students resolve
| Mini-Lecture | 2-3 contested questions; | visual aids | misconceptions
| covers key concepts (life
| eyele, pathogenesis map) I

| 35-70 | Phase 3: Case A: 35-yr patient | Case-Based l Apply theory to practice;
Application | from Bangladesh, 14 days | Team propose management plans
| Exercises (2 [ bloody diarrhea, liver Dviscussion, (15 p)
cises) I tenderness. Case B: | simultaneous
| outbreak in refugee camp  team report-out
| == 12 cases, water [
| contamination. Teams '
| | present differential
diagnosis, investigations,
| ! | treatment plan + control
' MEAsUres [ :
|

[ = [ - o [ ]
| T70-80 | Gallery Walk | Each team posts answer | Gallery walk, | Critical evaluation of
| | on whiteboard,; class peer critique peers’ reasoning
| reviews and eritiques '
 other teams' answers

| |
| 80-90 Debrief& Instructor-led debriefof | Structured | Consolidation + feedback
Peer Eval  key learning points; debrief, peer (5p)
students complete peer | assessment
| evaluation forms

PLAN-OUTLINE (KOHCIIEKT)

1. Introduction to Tropical Medicine
Tropical m‘:d-i:; ine addresses diseases primarily occurring in tropical/su btropical regions, Key drivers: hot
climate, "““"LL ﬁ‘-_"j““"g““‘ﬂ?;l- vector H:::I_ng}f. poor sanitation, and poverty. Medico-geographical zones:
sub-Sla#amn Tica, Sou IE'rD!JTJ'rE-m A.s'a‘ Latin America, Classification: viral (dengue, yellow fever)
parasitic (malaria, leishmaniasis, amoebiasis), bacterial, helminthic. '
2. Amoebiasis — Etiology
Eé.ﬁ;:nﬁ: fnnaﬂzcb;nl:f?mm (pathogenic) — differentiated from E. dispar (non-pathogenic) by
. 5. eyst (infective, environmenta survival), trophozoite (invasive, tissue




M WO EEmAE T

- .

destruction). Genome encodes cysteine proteases, Gal'GalNAg lectin, and amoebapores — key virulence

factors.,

3. Epidemiology
~50 million cases/vear worldwide; 100,000 deaths (WHO). Endemic: India, Mexico, Bangladesh, tropical
Africa. Transmission: fecal-oral — contaminated water, food, hands. Risk groups: travelers,

immunocompromised, men who have sex with men. Cysts survive weeks in moist environments.

4. Pathogenesis

Ingested cysts — excystation in small intestine — trophozoites colonize colon — Gal'GalNAe lectin
adhesion to mucosa — cysteine proteases degrade ECM — invasive amoebiasis — flask-shaped ulcers in
cecum /ascending colon — hematogenous spread — liver (abscess), rarely lung/brain.

5. Clinical Manifestations

Intestinal: 90% asymptomatic colonization. Symptomatic: gradual onset, crampy abdominal pain, bloody-
mucous diarrhea (amoebic dysentery), tenesmus, low-grade fever. Fulminant colitis: high mortality, risk of
perforation/toxic megacolon. Extraintestinal: Amoebic liver abscess (ALA) — most common; right lobe,
single, fever + RUQ pain + hepatomegaly; rarely ruptures into pleura/pericardium,

6. Diagnosis

Method Finding Notes s )
Stool microscopy | Trophozoites with ingested 3 samples; limited sensitivity for invasive disease
RBCs, cysts o
Stool antigen E. histolytica-specific antigen  Distinguishes from E. dispar; recommended
(ELISA)
Serology Anti-amoeba [gG (+) in Useful in extraintestinal disease
(IHA/ELISA) =90% ALA
PCR Species-specific DNA Gold standard for speciation
Ultrasound / CT Liver abscess (hypoechoic, For extraintestinal amoebiasis
single, R lobe)
7. Treatment

Tissue amoebicide: Metronidazole 750 mg TID = 7-10 days (DOC) — treats invasive disease. Always
follow with luminal amoebicide: Paromomycin 500 mg TID = 7 days or Diloxanide furcate 500 mg TID =
10 days — eradicates cysts. ALA: usually responds to metronidazole alone; therapeutic aspiration if =5 cm,
no response, or risk of rupture.

8. Prevention

Safe water (boiling, chlorination, filtration), hand hygiene, proper sanitation, food safety. No vaccine
available. Travelers: chemoprophylaxis not recommended; behavioral precautions.

TBL APPLICATION CASES

Case A — Intestinal Amoebiasis

A 35-year-old aid worker retumns from Bangladesh after 3 months. 14-day history of progressive, crampy
lower abdominal pain \?Jth_blmdymu:uus stools 8-10=/day. Temperature 37.8°C. {}F:c;imn: tender .
Inw{._::r abdomen, no peritonism. CBC: mild leukocytosis. Stool microscopy: trophozoites with ingested
RBC.

T'.“"." ITu_lr.s: “.] Fufrnnulatu wm'k_ ing diagnosis + differential (amoebic vs. bacillary dysentery, 1BD). (2)
Prioritize investigations. (3) Write treatment plan including luminal ¢learance, (4) Outline public health
measures.

Case B — Amoebic Liver Abscess

e T T [T



A 43-year-old male presents with 10-day fever (39.5°C), right upper quadrant pain radiating to right
shoulder, malaise, and weight loss, History of travel to India. No diarrhea. Liver is enlarged and tender,
USS: §=7 ¢m single hypoechoic lesion in right liver lobe. WBC 14,000, Serology: anti-amoeba IgG
positive.

Team Tasks: (1) Diagnosis with justification. (2) Investigations to exclude pyogenic abscess. (3)
Treatment plan + indications for aspiration. (4) Complications if untreated.

IHAT { TRAT MCQ QUESTIONS

1. Which form of Entamoeba histolytica is infective to humans? {a) Trophozoite (b) Cyst + (c)
Sporozoite (d) Merozoite

2. The gold standard for distinguishing E. histolytica from E. dispar is: {a) Stool microscopy (b)
Serology (c) PCR ' (d) Ultrasound

3. The most common site of extraintestinal amoebiasis is: (a) Brain (b) Lung (c) Liver + (d)
Spleen

4. First-line treatment for invasive intestinal amoebiasis is: (a) Chloroguine (b) Metronidazole
(c) Paromomycin alone (d) Tetracycline

5. Flask-shaped ulcers in the colon are characteristic of: (a) Shigellosis (b) Crohn's disease (c)
Amoebiasis ' (d) Tuberculosis

6. Luminal amoebicide is given after metronidazole to: (a) Treat liver abscess (b) Eradicate
intestinal cysts ' (c) Cover bacterial superinfection (d) Prevent relapse of liver abscess

7. Which virulence factor of E. histolytica destroys the extracellular matrix? (a) Gal/GalNAc
lectin (b) Amoebapores (c) Cysteine proteases + (d) Exotoxins

8. Amoebic liver abscess typically appears on ultrasound as: (a) Hyperechoic multiple lesions (b)
Single hypoechoic right-lobe lesion v (c) Calcified lesion (d) Bilateral lesions

9. Which preventive strategy is most important for amoebiasis? (a) Vaccination (b) Safe water
and hand hygiene v (¢) Chemoprophylaxis (d) Antibiotic prophylaxis

10. Amoebic dysentery differs from bacillary dysentery in that it: (a) Always has high fever i(b)

Has more systemic symptoms (¢} Has gradual onset and fewer systemic signs ' (d) Is caused by
Shigella

REFERENCES
:r_]uq Source : Type I Content / Use i Year
1 | Farrar J et al. Manson's Textbook | Comprehensive tropical 2019
Tropical Diseases, 23rd ed. | medicine reference .
| 2 | WHO. Amoebiasis | WHO Global burden, diagnosis, 2023
' (Resolution WHAS0.29) guideline treatment
3 Stanley SL. Amoebiasis. Review | Pathogenesis, immu;lity, | 2020
Lancet o article | management
| 4 | CDC. Amebiasis Fact Sheet CDC Epid«emin_l-::g}f. h‘eat;i:;t, ) - 2023
S A N guideline prevention
i S | Harrison's Principles of Textbook | Clinical ma_nﬂgemmt_ T 202

| Internal Medicine, 215t ed.



Tﬂpiﬂ: Hﬂmﬂrrhlii?' Viral Fevers: DE‘II“.E., Ma rhu[!‘_ f_'.hu]_n_'_ Cri m:l—cﬂnguq Hanta, Elbﬂmp‘,
Epidemiology, Pathogenesis, Clinic, Diagnosis, Treatment, Prevention

METO/: Case-Based Learning (CBL) + Role Play «Doctor-Patient-E pidemiologists

Kype: 4 Cemectp; 8
Cocrapun(a): k.M.0. Abaumomynosa b.T,

Practical Lesson Ne 2

Topic: I:Iemurrhl.gic Viral Fevers: Dengue, Marburg, Ebola, Crimea-Congo, Hanta. Etiology,
Epidemiology, Pathogenesis, Clinic, Diagnosis, Treatment, Prevention

HEJbL IAHATHA / AIM

To develop students’ ability to clinically recognize, differentiate, and manage major viral hemorrhagic
fevers ':\'FHF} through immersive case-based analysis and role-play simulation, with emphasis on
biosafety, differential diagnosis, and outbreak response within the One Health framework.

TEACHING TOOLS
Section I Equipment / Tools I Purpose
Visual PowerPoint: VHF world map, hemorrhagic Visualize distribution and vascular
materials pathogenesis animation, PPE levels injury mechanisms
infographic
' Role Play Patient cards, doctor role cards, epidemiologist | Simulate real clinical/public health
materials scenario, WHO outbreak response checklist | encounters
Lab tools Demo: viral isolation BSL-4 photos, Interpret lab data in hemorrhagic

PCR/ELISA report cards (dengue N51, CCHF | context
1gh), coagulation panel (PT/aPTT/fibrinogen)

| Climical | CBL packets: 3 cases (dengue, CCHF, Ebola)  Progressive case disclosure builds
cases with staged information release clinical reasoning
Simulation ‘ PPE donning/doffing practice kit, hemorrhage | Practice infection control and severity

- severity scoring card assessment
Interactive Comparative VHF table worksheet (blank for | Active recall and comparison
tools | students to fill), Quizizz differential diagnosis

| game

| Assessment : Role-play evaluation rubric, case analysis Comprehensive performance

| tools | scoring sheet, MCQ post-test AssESsment

ASSESSMENT CRITERIA .

— - : . = — -
Bun xourpoas | Type of Assessment | Kpurepun / Criteria Maxe. Gaun

:-yf;‘;li_ Oral questioning Completeness (4), reasoning (3), medical [ 10
onpoe terminology (3) .

e iian. | G ing | Correct diagnosis + differential (5) P
CBL (Case | Case-Based Learning | i 15
Antly{ﬂiﬂ ___ | Mmanagement plan (5), outbreak response (5)

Role Play  Doctor—Patient— | History taking (3), clinical reasoning (3), | 10

Epidemiologist  biosafety measures (2), communication (2




MC) Post- Multiple Choice 15 questions x | point ' ]
test Ciestions

TEACHING PLAN (90 MIN)

Bpema | Tema / Stage Coaepscanne [ Activity Meron i Peayawtar
(min) | . | |
0-10  Imtroduction + | Brainstorm: What featunes Brainstorming, = Students list hemorrhagic
Brainstorm unite all VHF? Map | mind  features, fever patterns
knowledge of hemorrhagic activation
fevers
10-30  Comparative | Etiology, epidemiology, Interactive Students complete VHF
Lecture pathogenesis comparison: lecture, comparison table

| Dengue vs. CCHF vs, Ebola  worksheet
vs. Marburg vs. Hanta. Fill completion
comparative worksheet

30-55 CBL Case Case 1 (Dengue): tourist from | Progressive Apply theory; propose
Work (3 cases, Thailand, case diagnosis, investigations,
groups) - fever+rash+thrombocytopenia. | disclosure, isolation measures
Case 2 (CCHF): farmer from | CBL '
Kyrgyzstan, tick bite, |
hemorrhagic manifestations.
Case 3 (Ebola): healthcare
| worker returning from DRC,
| with contact history. Staged
disclosure: symptoms — labs |
—+ epidemiology

35=75 | Role Play Groups rotate roles: Doctor Role play Practice clinical interview
| (history + management), simulation + outbreak response skills
Patient (reads card),
Epidemiologist (outbreak
investigation). 20 min with
feedback

75-85  Debrief + Teacher summarizes key | Guided | Consolidate differential
VHF distinguishing features. Class | discussion | diagnostic skills
Differentiation completes comparison table
Table ' together

B5-90 MCQ Post- 15 rapid questions l:mrermg ﬂ.l! Indmdunl test  Knowledge consolidation
test | 3 VHF entities | {IS p}

COMPARATIVE VHF TAH-LE [PLAN-UUTI_.INE]

I . : -
Feature n*“ﬂ“ | CE"F Ehulafﬁ-‘la rhur: Hantavirus Yellow Fever
Virus family | Flaviviridae Nmmﬂndu Filoviridae Hantaviridae FL-xwivirLdm ===k
VEI:TDF.I'ISDUH:E Aedes H}-'H]l:rmma FI"L“I bats / Rodeats [nu Andes musquj;:. — e
mosquito | tick / | direct contact arthropod)

| livestock

| e 1



Geographic Tropical Central Sub-Saharan Americas, Africa, Americas

focus Americas,  Asia, Africa Asia, Europe
SE Asia Africa,

Middle East
Incubation 4-10days  1-13 days  2-2] days 2-4 weeks  3-6 days
{renal)

Key clinical ~ Breakbone  Tick bite —  Massive Hemorrhagic  Jaundice + hemorrhage +
fever, rash, hemorrhage, hemorrhage, fever + renal | renal failure
plasma leak hepatitis organ failure, failure

i contagious

Diagnosis NSl Ag, | PCR. PCR, ELISA ELISA | PCR, IgM ELISA

lgM, PCR | ELISA IgM (BSL-4) IeM g,
o {B5L-3) PCR

Treatment Supportive; | Ribavirin Supportive; Supportive; | Supportive; vaccine
no specific | (IV/oral) experimental ribavirin | prophylaxis

) antiviral mAbs (Ebola) (HFRS)

Vaccine Dengvaxia None rVSV-ZEBOV  None | YF-VAX (live
{limited) {Ervebo) for attenuated, very

Ebola effective)
CBL CASE STUDIES

Case 1 — Dengue Hemorrhagic Fever

A 22-year-old female student retumns from Thailand after 2 weeks. Day 5: sudden fever 40°C, severe
headache, retro-orbital pain, myalgia. Day 3 of fever: petechiae on lower limbs, positive tourniquet test.
CBC: Platelets 42,000/uL, WBC 2,800, Hematocrit 48%. Dengue NS antigen: positive.

Tasks: (1) Classify dengue severity (WHO 2009). (2) Identify warning signs. (3) Management (IV fluids
protocol). (4) When to hospitalize?

Case 2 = Crimean-Congo Hemorrhagic Fever (CCHF)

A 38-year-old sheep farmer from rural Kyrgyvzstan presents in June with 4-day history of sudden fever
39°C, severe headache, myalgia, followed by nausea, vomiting, and abdominal pain. Day 5: gingival
bleeding, ecchymoses on arms, bloody wrine. History of tick found on skin 1 week ago. CBC: PLT 18,000,
WBC 1,200, elevated AST/ALT/LDH.

Tasks: { 1) Most probable diagnosis + differential. (2) BSL requiremenis for lab work. (3) Ribavirin dosing
+ supportive care. (4) lsolation and contact tracing measures. (5) Notification procedure,

Case 3 — Ebola (Role Play Scenario)

A 30-year-old nurse returns from DRC (worked in Ebola treatment center). Day 7 after last patient contact:
fever 38.9°C, headache, fatigue, myalgia, Day 9: diarrhea, vomiting. Day 11: maculopapular rash on trunk,
internal hemorrhage signs. Ebola PCR: positive.

Role assignments: Doctor: take full history including exposure assessment, initiate isolation protocol.
Epidemiologist: conduct outbreak investigation, contact tracing. Patient: follows role card.

REFERENCES
Ne S!]_ufne Type CnntenHU!-e__ an _‘i"gar
| WHO. Dengue (_‘_Iini_r:al WHO Dengue severity, ] 2023
Management Guidelines guideline management




2 | WHO.CCHF Factsheet | WHO Epidemiology, treatment | 2022
| factsheet | with ribavirin

|

3 | WHO. Ebola Virus Disease | WHO ' Clinical management, i 2023
guideling outbreak response :

4 Farrar J. Manson's Tropical Textbook All VHF chapter 2019

Diseases, 23rd ed, I

5  CDC. Yellow Book - Viral | CDC Prevention and 2024
Hemorrhagic Fevers | Buideline management for travelers




Topic: lntroduction to Tropical Medicine. Amoebiasis: Etiology, Epidemiology, Pathogenesis,
Diagnosis, Treatment, Prevention

METOX: Team-Based Learning (TBL)
Kype: 4 Cemecrp: §
Cocramna): kv, AGanvomymoss .1

HETh 3AHATHH / AIM

To mtroduce students to the concept of tropical medicine, medico-geographical classification of tropical
nfections, and to develop comprehensive knowledge of amoebiasis — its etiology, epidemiology,
pathogenesis, clinical manifestations, complications, diagnosis, treatment, and prevention — through
structured teamwork and peer accountability.

TEACHING TOOLS -
Section Equipment / Tools Purpose
Visual PowerPoint slides (world map of ropical disease  Visualize global epidemiology
materials distribution, Entamoeba life cycle), WHO burden  and parasite biclogy
infographics
Laboratery  Microscopy slides (E. histolytica Demonstrate diagnostic methods
tools trophozoites/cysts), PCR/ELISA demo reports,

stool exam photos

Clinical cases TBL team case packets: patient with bloody Structured team problem-solving
diarrhea + travel to tropics, liver abscess scenario

Interactive Readiness Assurance Tests (iIRATARAT printed Ensure individual & team

tools sheets), Kahoot! for iIRAT phase, team answer accountability
cards
Simulation Abdominal palpation phantom (hepatomegaly Practice physical examination

detection), ultrasound image cards (liver abscess)  skills

Reference Manson's Tropical Diseases, WHO guidelines, Evide:nqg-lmseﬂ reference
materials CDC Amoebiasis fact sheet

Assessment IRATARAT score sheets, case discussion rubrics, Multidimensional assessment
toals peer evaluation forms

ASSESSMENT CRITERIA
Buaa sontpona  Type of Assessment Kpwrepnn / Criteria . Make.
=r i — - - — e h.“
iRAT (Individual | Individual Readiness 10 MCQ * | point; tests pre-class | 10
Readiness) Assurance Test preparation
tRA.T {Team Team Readiness Team consensus on same 10 M{'_‘.a;;-_ o 10
Readiness) | Assurance Test  immediate feedback with scratch cards |
Application Team Application ' Correct clinical reasoning, differential 15
Exercise Task diagnosis, management plan (quality &

teamwork)




Peer Assessment

Peer Evaluation

TBL TEACHING PLAN (90 MIN)

Each student rates teammates { preparation,
participation, collaboration)

5

_Bpen-ln Tema / Stage Enm_-pmnuue.fm:tivim I

{min) .

=10  Phase 1:
iRAT

ally

Each student individu
answers 10 MCOs on
tropical medicine basics
+ amoebiasis (pre-class
material)

10-20 | Phase 2: Same 10 questions solved
tRAT as a team using scratch-
| cards; immediate
feedback loop

20-35  Clarification  Instructor addresses top

Mini-Lecture - 2-3 contested questions:
covers key concepts (life |
cycle, pathogenesis map) .

35-T0 ' Phase 3: Case A: 35-yr patient

Application from Bangladesh, 14 days |
Exercises (2 bloody diarrhea, liver
| cases) | tenderness. Case B:

outbreak in refugee camp
— |2 cases, water
contamination. Teams
present differential
diagnosis, investigations,
treatment plan + control
measures

MeToa

Peryaurar

Individual Establishes individual
Readiness Test accountability (10 p)
(IRAT)

Team Team builds consensus, _
Readiness Test = debates answers (10 p)

(tRAT) with

70-80 | Gallery Walk | Each team posts answer
| on whiteboard; class
| reviews and critigues
other teams’ answers

8090  Debrief &
Peer Eval

| Instructor-led debrief of
key learing points;
students complete peer
evaluation forms

| IF-AT cards
Mini-lecture, Students resolve
visual aids misconceptions
Case-Based | Apply theory to practice;
Team | propose management plans
Discussion, (13 p)
simultaneous
team report-out
I
Gallery walk, = Critical evaluation of
| peer critique peers' reasoning
| Structured | Consclidation + feedback
debrief, peer (5p)
assessment

PLAN-OUTLINE (KOHCIIEKT)

1. Intreduction to Tropical Medicine

Tropical medicine addresses diseases
climate, humid environment,

2. Amoebiasis — Etiology

Causative agent: Entamoeba histolytica (pathogen

w)—
PCR/isoenzyme analysis. Forms: cyst (infec

primarily occurring in tropical/subtropical regions. Key drivers: hot
vector ecology, poor sanitation,
sub-Saharan Africa, South/Southeast Asia, Latin America. Cl

parasitic (malaria, leishmaniasis, amoebiasis), bacterial, helminthic,

and poverty. Medico-geographical zones:
assification: viral (dengue, vellow fever),

differentiated from E. dispar (non-pathogenic) by

tive, environmental survival), trophozoite (invasive, tissue



destruction). Genome encodes cysteine proteases, Gal/GalNAc lectin, and amoebapores — key virulence
factors.

3. Epidemiology

~30 million cases/vear worldwide: 100,000 deaths (WHO). Endemic: India, Mexico, Bangladesh, tropical
Affica. Transmission: fecal-oral — contaminated water, food, hands, Risk groups: travelers
immunocompromised, men who have sex with men, Cysts survive weeks in moist T R '
4. Pathogenesis

5. Clinical Manifestations

In:eslinu]:_ 90% asymptomatic colonization. Symptomatic: gradual onset, crampy abdominal pain, bloody-
mumus_dmnﬁe_a (amoebic dysentery), tenesmus, low-grade fever, Fulminant colitis: high mortality, risk of
pfrﬁ:rratmn.-‘tmm megacolon. Extraintestinal: Amoebic ljver abscess (ALA) — most common; right lobe,
single, fever + RUQ pain + hupatumeg&!;.-; rarely ruptures into pleura/pericardium.

6. Diagnosis

Method | Finding | Notes |
Stool microscopy | Trophozoites with ingested 3 samples; limited sensitivity for inv;s-i;disc;e
B | RBCs, eysts
Stool antigen | E. histolytica-specific antigen | Distinguishes from E. dispar; recommended -
(ELISA) .

Serology | Anti-amoeba IgG (+) in - Useful in extraintestinal ﬁis:ase - .
(IHA/ELISA) | =90% ALA |
_PCR 5 Species-specific DNA | Gold standard for speciation - -

Ultrasound / CT Liver abscess (hypoechoic, For extraintestinal amoebiasis
single, R lobe)

T. Treatment

Tissue amoebicide: Metronidazole 750 mg TID = 7-10 days (DOC) — treats invasive disease, Always
|0 days — eradicates cysts. ALA: usually responds to metronidazole alone; therapeutic aspiration if =5 cm,
no response, or risk of rupture,

8. Prevention

Safe water (boiling, chlorination, filtration), hand hygiene, proper sanitation, food safety, No vaccine
available. Travelers: chemoprophylaxis not recommended: behavioral precautions.

TBL APPLICATION CASES

Case A — Intestinal Amoehiasis

A 35-year-old aid worker returns from Bangladesh after 3 months. 14-day history of S i
lower abdominal pain with bloody-mucous stools 8-10x/day. Temperature 37.8°C. On exam: tender
lower abdomen, no peritonism. CBC: mild leukocytosis, Stool microscopy: trophozoites with ingested
RBC.

Team Tasks: (1) Formulate working diagnosis + differential (amoebic vs, bacillary dysentery, IBD). (2}
Prioritize investigations. (3) Write treatment plan including luminal clearance. (4) Outline public health
measures.

Case B — Amoebic Liver Abscess
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A 45-year-old male presents with 10-day fever (39.5°C), right upper quadrant pain radiating to right
shoulder, malaise, and weight loss. History of travel to India. No diarrhea. Liver is enlarged and tender.
LISS: B=7 em single hypoechoic lesion in right liver lobe. WBC 14,000. Serology: anti-amoeba lgG
positive.

Team Tasks: (1) Diagnosis with justification. (2) Investigations to exclude pyogenic abscess. (3)
Treatment plan + indications for aspiration. (4) Complications if untreated.

IRAT / TRAT MCQ QUESTIONS

* 1. Which form of Entamoeba histolytica is infective to humans? (a) Trophozoite (b) Cyst « (c)
Sporozoite (d) Merozoite

* 2. The gold standard for distinguishing E. histolytica from E. dispar is: (a) Stool microscopy (b)
Serology (¢) PCR v (d) Ultrasound

* 3. The most common site of extraintestinal amoebiasis is: (a) Brain (b) Lung (¢) Liver v (d)
Spleen

* 4. First-line treatment for invasive intestinal amoebiasis is: (a) Chloroquine (b) Metronidazole v
(¢) Paromomycin alone (d) Tetracycline

* 3. Flask-shaped ulcers in the colon are characteristic of: (a) Shigellosis (b) Crohn's disease (c)
Amoebiasis + (d) Tuberculosis

+ 6. Luminal amocbicide is given after metronidazole to: (a) Treat liver abscess (b) Eradicate
intestinal cysts + () Cover bacterial superinfection (d) Prevent relapse of liver abscess

* 7. Which virulence factor of E. histolytica destroys the extracellular matrix? (a) Gal/GalNAc
lectin (b) Amoebapores (¢} Cysteine proteases ' {d) Exotoxins

= 8. Amoebic liver abscess fypically appears on ultrasound as: (a) Hyperechoic multiple lesions (b)
Single hypoechoic right-lobe lesion v (e) Calcified lesion (d) Bilateral lesions

« 9, Which preventive strategy is most important for amoebiasis? (a) Vacecination (b) Safe water
and hand hygiene v (¢} Chemoprophylaxis {d) Antibiotic prophylaxis

= 10. Amoebic dysentery differs from bacillary dysentery in that it: (a) Always has high fever (b)
Has more systemic symptoms (c) Has gradual onset and fewer systemic signs « (d) Is caused by

Shigella
REFERENCES
e Source - Type | Content / Use Vear o -
1 Farrar J et al. Manson's Textbook Comprehensive tropical 2019
Tropical Diseases, 23rd ed. medicine reference
2 | WHO. Amoebiasis WHO | Global burden, diagnosis, 2023
{Resolution WHAS0.29) guideline treatment
3  Stanley SL. Amoebiasis. . Review Pathogenesis, immunity, I 2020
[ancet article management '
4 CDC. Amebiasis Fact Sheet CDC Epidemiology, treatment, i 2023
guideline i prevention

Internal Medicine, 21st ed.

5 Harrison's Principles of Textbook | Clinical E— ‘ 2022




Practical Lesson Nt 3

Topic: Hemorrhagic Fever with Renal Syndrome (HFRS): Etiology, Epidemiclogy, Pathogenesis,
Clinic, Diagnosis, Treatment, Prevention

LHEJb 3AHATHS / AIM =

To develop students’ research and analytical skills in studying hantavirus infections causing HFRS, by
engaging them in evidence-based investigation of clinical data, building diagnostic algorithms, and
interpreting multi-organ pathophysiclogy including renal, hemorrhagic, and cardiovascular components.

TEACHING TOOLS
Section Equipment / Tnnh Purpose .

Visual Hantavirus distribution map, hemorrhagic- | Visualize pathophysiological
materials | renal pathogenesis diagram, mechanisms

| photomicrographs of renal tubular injury -
Research | Scientific article extracts (Lancet Infect Dis, | RBL primary source analysis
materials WHO reports), renal function trend tables

from r-ea] HFRS cases

Lab tools | Progressive lab ﬂ:sult cards: CEC mna.l S::que:ntml lab interpretation simulating

! panel (BUN, creatinine, urine analysis), | disease stages

| coagulation tests, hantavirus ELISA

| lgM/1gG |

Algorithm ' Blank algorithm template sheets, colored Structured algorithm construction
tools | markers for mind-map stations

Clinical Two case packets: mild HFRS and severe | Differential severity assessment
cases HFRS with acute renal failure requiring
dialysis
Simulation  Fluid balance charts, urine output | Clinical decision-making practice
| monitoring worksheet, hemodialysis
indication flowechart

& - I -
Assessment ﬁmr.:l: analysis rubric, algorithm evaluation | RBL-specific assessment criteria
checklist, oral defense scoring form |

ASSESSMENT CRITERIA
Bup wonvpoas | Type of Assessment Kpurepun / Criteria Make. Gana |
Yerawii nnpm': | Oral questioning Completeness (4), pathophysiology ' 10
| I‘Ba:‘rl::nmg {4) lﬁrmmu-hgy (2)
RBL — Article = Research-Based Analysis | Currect mtarpretalmn of study findings | 15
Analysis {5], critical appraisal (3), relevance to !
case (5) -
Algorithm Diagnostic/Treatment | Logical structure (5), completeness of 15
Building | Algorithm | stages (5), clinical accuracy (3)

TEACHING PLAN (90 MIN)




Bpews | Tewa/Stage | Coaepwaume/ Activiy  Meron : Pesyanrar
: [
{min) | !

0-10 '[|;|-‘|m.|;|_|.||:ti[||'| Explain RBL method. %LEL . Students f‘gn-n,l_dmﬂ 3
— RBL Brief  Distribute article extracts introduction, research questions about
on hantavirus | Q-setting HFRS
epidemiology and HFRS |

pathophysiology. Set
research questions

10-30 | Self-directed | Groups read article Guided self- Students extract facts:
| Research | extracts, analyze directed incubation, stages, mortality,
' Phase epidemiological tables, research treatment evidence
extract key data. Teacher
| girculates for guidance
= == ;

30-55 ' Theoretical  Group presentationsof | RBL group Synthesize theory from
Synthesis research findings (3 min presentations, | research + formal teaching

each). Teacher fills gaps — | mini-lecture

pathogenesis diagram:

hantavirus + endothelial

injury — capillary leak — |

renal failure

§5-75 | Algorithm | Teams build diagnosis + Team Visual algorithm covering 5
Building | treatment algorithm for algorithm HFRS disease stages (15 p)
HFRS. Must include: construction |
clinical stages (febrile,
hyvpotensive, oliguric,
polyuric, convalescent), lab |
| interpretation at each stage,
management decisions {

15-85 | Case | Present 2 HFRS cases Case-Based Validate algorithm against
| Application | {mild vs. severe). Teams Application real cases
| apply their algorithm to -
guide management, |
including dialysis '
indications

85-90 | Oral Defense . Each team defends | key
+ Feedback | algorithm decision.
. Teacher provides feedback

Oral defense Verbal consolidation (10 p)

PLAN -_(JUTLINE: HFRS
1. Etiology o

Hantaviruses (family Hantaviridae, order Bunyavirales). Segmented ssRNA (negative-sense). Key species:
Puumala (Europe — HFRS mild), Hantaan (Asia— HFRS severe), Seoul {Wﬂ'ﬂﬂiﬂﬂ T I-I.F]‘If;t.‘:‘. fn}ﬁdfntt}.
Dobrava (Balkans — HFRS severe). HCPS (Hantavirus Card iopulmonary Syndrome) caused by Sin
Mombre ( Americas).

2, Epidemiology
~200,000 HFRS caseslyear (WHO). Endemic: Russia, China, Korea, Scandinavia, Balkans. Reservoir

specific rodent species (voles, mice, rats) — shed virus in urine, feces, saliva, Transmission: inhalation of

infected aerosols, direct rodent contact, rarely person-to-person, Risk groups: rural workers, hikers, military
personnel, campers.

3, Pathogenesis




Hantaviruses target 3 integrin on endothelial cells — endothelial dysfunction with -

capillary leak — u-.ramhuc:r‘t?:ﬂnia + coagulopathy. Renal: virus replicates in renal m?;&;ﬂ::}w“is ot
proteinuria — oliguric renal failure. Immunopathology: exuberant T-cell and : —* Missive
to vascular damage. Cytokine response contributes

4. Clinical Stages (HFRS)
B Stage Duration Key Features | Lab Findings

1. Febrile 3-7 days | Sudden fever 39-40°C, Leukoeytosis, thrombocytopeni
; headache, myalgia, flushed proteinuria begins o
| face, conjunctival injection,

petechiae
v 2 . 1-3 days BP drop, tachycardia, oliguria, TCreatinine, |Hb, clotting abnormalities
__H}rpmansws hemarrhagic manifestations
3.Oliguric | 3-7days  Oliguriafanuria (<400 Peak creatinine, hyperkalemia, acidosis |
mL/day), edema, hypertension,
uremia

4. Polvuric 2-14 days | Diuresis up to 3-8 Liday, risk | Improving creatinine, electrolyte
' of dehydration + electrolyte monitoring crucial
| imbalance

5. | Weeks— Giradual recovery, fatigue, Normalization of renal function
 Convalescent | months possible hypertension

5. Diagnosis
ELISA IgM/1gG hantavirus (seroconversion): confirmatory. PCR (RNA)
sensitivity. Clinical criteria: hemorghagic + renal syndrome + rodent exposure
massive proteinuria, hematuria, granular casts,

6. Treatment
Supportive: careful fluid management (avoid overload in oliguric phase), electrolyte correction. Severe
or fluid overload, Antiviral;

HFRS: renal replacement therapy (hemodialysis) for uremia, hyperkalemia, or flu :
IV Ribavirin (early febrile phase) has shown benefit in severe Hantaan cases (Asian HFRS). No specific

in early fiebrile phase: highest
epidemiology. Uninalysis:

treatment for HCPS (SNV).

=. Indications for Hemodialysis

. Indication | Thireshold |
| I— - |
' Uremia (BUN) | >80 mg/dL with symptoms ]
_H;:rlmh:mia =6.5 mEg/L or ECG changes ]
| H;.‘ﬂbﬂ]i-:: aciufnnsis_ pH=<7.2 - !
_FEE_“"‘E‘E e Pulmonary edema unresponsive 1o diuretics s _;
| Uremic pericarditis | Anyoccurrence "
RESEARCH QUESTI{]HS FOR RBL PHASE

e

ty rate of HFR3 by species? What determines severity?

bavirin use in HFRS — which studies, which species”

HCPS ($in Nombre) — elinieal, pathogenesis, management?
DC surveillance recommendations for hantavirus?

have shown effectivengss in endemic regions?

1. What is the global mortali
2. What evidence supports ri
3. How does HFRS differ from

4. What are the current WHO/C
5. What rodent control strategies

L o bl ko
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REFERENCES

- 4 | CDC. Hantavirus — Information for | CDC

Y Source | Tyee
1 WHO, Hantavirus Pulmonary WII-IDI
Syndrome Factsheet | gu ideline
2 | Jonsson CB et al. A Global Review
Perspective on Hantavirus Ecology. | article

Clin Microbiol Rev
3 | Manson's Tropical Diseases, 23rd ed. | Textbook

|
e

| Clinicians | resource
| I
5 Rasmuson ) et al. Ribavirin treatment | Clinical
of HFRS. N Engl J Med trial

Content / Use l Year
Epidemiology, | 2023
prevention |
Pathogenesis, 2020

| treatment evidence

|

1

| HFRS and HCPS 2019

: chapter
Diagnosis, 2023
management,

! prevention
Ribavirin efficacy 2020
evidence




Practical Lesson Nt 4

Topie: Malaria (P.vivax, P.falciparum, P.ovale, P.malariae): Etiology, Epidemiology,

Pathogenesis,
Clinical Manifestations, Complications, Diagnosis, Treatment, Prevention

UEJIh 3AHSATHS / AIM

To develop comprehensive clinical and epidemiclogical competencies in malaria — the most important
parasitic disease globally — through problem-based learning with authentic

clinical scenarios,
emphasizing recognition of severe malaria, rational treatment selection, and global prevention strategies,

TEACHING TOOLS B
| Section _i g Equipment / Tools ' Purpose

Visual Plasmodium life cycle animation, thick and Visualize complex life eycle and

materials ' thin blood film photos {all 4 species diagnostic morphology

marphology), WHO malaria SEVErity criteria
| poster
Laboratory Giemsa-stained slide demonstration (ri ng Practice real diagnostic methods
tonls

forms, schizonts, Eametocytes), RDT
(HRP2/pLDH) test card demo, GEPD test
results

C".nil:llﬂ:u;l E] T e

L packets: 4 cases (uncomplicated P vivax,
severe P falciparum with cerebral malaria,

| Authentic problem scenarios for PBL

groups

malaria in pregnancy, mixed infection)
Simulation Malaria severity scoring checklist (WHO Treatment decision-making simulation

eriteria), lumbar puncture decision algorithm, ;

ACT/IV quinine dosing worksheet
Interactive Malaria treatment algorithm flowchart (blank | Active recall + skill application
tools for student completion), microscopy matching

game

___|______-___.__.__.____

Reference | WHO Guidelines for Malaria 2023, Harrison's | Evidence base for PRL research phase
materials | Infectious Diseases chapter, Manson's Tropical

| Diseases

Assessment | PBL BTOUp process rubric, case report scoring, | Holistic PRI, assessment a
| MCQ on malaria species differentiation

ASSESSMENT CRITERIA B
_Bu:u KOHTpOAs | : Type of Kpavepun / Criteria [N Make.
| Assessment | | Gann
. PBL Group | PBL Group | Problem identification (3), hypothesis generation 25
Process | Work (3), research & synthesis (5), solution quality |
' ' (5), teamwaork (5) P i Sy
! Iu-; _ne Practical Skills | Blood film interpretation (5), species _ 20
]H]ﬂ::,;: " identification (5), treatment plan {5}, prevention

counseling (5)

e ———T T I L T e —



ME‘I:;I' I’un-tﬂt ] .Muhiplc | 20 questions = | point 2
Choice Test _ _ .

PBL TEACHING PLAN (90 MIN)

'npm; T-ma.fﬁngt | Ennepmuue.fﬁcﬁviiy Meron | Peayawrar
(min) |

0-5  Stepl: Present PBL trigger: ‘A Trigger case Students identify information
Problem 2B-year-old traveler from  presentation gaps
Presentation  sub-Saharan Africa

arrives febrile, confused,

with jaundice and dark
urine, What do you need
to know?'
e ——— e e
320 Step 2: Groups identify key Brainstorm, Systematic problem analysis
Problem  elinical problems, KWL chart |
Analysis generate differential {(Know-Want- |
diagnoses, list what they  Learned)
already know about
et | Sgme = L s
20-35  Step 3; Groups define specific Self-directed Students own thejr learning
Learning learning abjectives: life goal setting agenda
Goals | eycle, species differences, :

severe malaria criteria,
W treatment protocols
33-60 | Step 4: Self-

; Groups research leaming | Self-directed Builds indi?idgl tx_p:n;: Fn_r |
| Directed objectives using provided research with | team synthesis
Research Fesource materials (WHO | resource
guidelines, texthook | packets f
| extracts). Each member
b | covers specific subtopic
60-80  Step 5: Groups present findings, ' Team Integral,icr: ufEu;ﬁd; &
Synthesis & resolve the trigger case, teaching, peer | critical evaluation (25 p)
Case present management plan, critique I
| Resolution Other groups critique |
80-90  Step 6: Teacher consolidation of Reflection, i Se_h’-ﬁ;cs;mc;: g
Reflection + I key points. Malaria- individual test consolidation (20 p)
MCQ specific MCQ post-test
(10 questions)
PLAN-OUTLINE: MALARIA
L. Life Cvcle
Sexual cyele (sporogeny) in Anopheles mosquito; gametocytes — zypote — ookinete — DOCY5E —
sporozoites. Asexual cycle (schizogony) in humans: hepatic (pre- i

1. Species Comparison
I Feature P.hlciplmml P.vivax |




e —

Fever Irregular 48h (tertian)  48h (tertian) 72h | 24h

(quartan) |
patiemn = TS, ot e s | fo————f— =
RBC All ages Reticulocytes | Reticulocytes | Older RBC | All
infected . . ] 4 =
Hypnozoites  No | Yes  Yes | Mo |[No S
| S;m;mt}- HIGH - Low Lo Low | Moderate .

cerebral

malaria B . o i
Treatment | ACT 21V ACT + ACT +

| Chlorogquine : ACT
artesunate primagquine  primaquine -

3. Severe Malaria (WHO Criteria — P.falciparum)

Any of: impaired CONSCIOUSNEss/coma, severe anemia (Hb=<Tg/dL), res
(>5% infected RBC), renal failure (creatinine >Img/dL), h
collapse, pulmonary edema, abnormal bleed
4. Pathogenesis of Severe Malaria
Cytoadherence: P falciparum-infected RBC

sequestration — cerebral malaria, Rosetti
obstruction. Cytokine storm: ™

piratory distress, hyperparasitemia
ypoglycemia (<2.2mmol/L), circulatory
ing, hyperuricemia, jaundice + organ impairment.

express PIEMP1 — bind endothelium of cerebral vessels —
ng: infected RBC + uninfected RBC clumping — microvascular

F, IL-1, IL-6 — fever + metabolic derangements. Hemolysis;
hemoglobinuria — ‘blackwater fever'
5. Diagnosis
Thick blood fi

} Im (gold standard); sensitivity 97% if done carrectly; counts parasitemia. Thin blood film:
species morphology identification, RDT (HRP2 for P falciparum, PLDH for all species): rapid, field use,
*fIE min. PCR.: species confirmation, drug resistance genotyping. G6PD test: before primaguine (hemolysis
risk).

0. Treatment (WHO 2023

Lumefantrine {(AL) or Artesunate-Amodiaguine (ASAD) = 3

days. Severe malaria: IV/]M Artesunate * minimum 24h — oral ACT when tolerated. P.vivax/ovale: CQ

i i quine 0.25mg/kg/day = 14 days (radical cure, check G6PDY). Malaria i
AL in 2nd3rd trimester; avoid primaquine,

7. PBL Trigger Case — Severe P,

falciparum Malaria
28-year-old male, returned 5 day

s ago from Tanzania, Fever 40°C = 4 days, now confused, GCS 11.
Jaundice+. Dark urine. Hb 6.2g/dL. Platelets 43,000, Creatinine 2.9 mgfdL. RDT: P falciparum positive.
Blood film: 8% parasitemia, multiple ring forms per RBC,

PBL Tasks: (1) Define exact Severity eriteria met, (2) Immediate management (route, drug, dose). (3)
Monitoring parameters. {4) When to switch to aral

therapy. (5) What complications to anticipate? (6)
Contact and prevention counseling for family.
REFERENCES
LT T e | _
| WHO, Guidelines for Malaria. | WHOD Treatment, severity, 5 2023
2023 guideline prevention
2 | WHO. World Malaria Report ' WHO annual Global epidemiology, 2023
report burden :
3 | Harrison's Principles of Internal | Textbook | Clinical management 2022
Medicine, 215t ed. !
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Practical Lesson Nu 5

Topic: Malaria in Children and Pregnant Women: Pathogenesis, Clinical Features, Complications,
Treatment, Prevention

HEJTb 3AHATHSI / AIM

To develop students' ability to recognize, assess, and manage malaria in vulnerable populations —
children and pregnant women — through standardized patient simulations and OSCE stations,
emphasizing severity assessment, treatment modifications, and preventive counseling specific to these
Broups.

TEACHING TOOLS
Section | Equipment / Tools Purpose =
0OSCE Station 1: Pediatric malaria assessment (history +  Structured clinical skills
stations £xam on mannequin), Station 2: Pregnant woman | assessment

with malaria (counseling + treatment planning);
Station 3: Lab interpretation (blood film + RDT +
CBC in pregnancy)

Simulation  Pediatric vital signs cards, obstetric history | Simulate realistic clinical
tools template, fetal assessment checklist, Ballard | encounter
gestational age chart

| =

Visual Placental malaria histology, pediatric Severity | Visualize unique
materials scoring chart (modified Blantyre coma scale), pathophysiology

maternal malaria mortality pyramid
Case 4 standardized patient scripts: P.falciparum in 2-yr-  Clinical diversity exposure
materials old, severe neonatal malaria, P.vivax in 3rd

trimester, malaria in HIV+ pregnant woman

Reference WHO Guidelines for Malaria 2023, UNICEF IMCI Evidence-based practice
materials malaria module, WHO antenatal care guidelines

Assessment | OSCE checklists per station, OSCE global rating -Smnda:dizﬁi DSI-Z_E_
scales, formative feedback cards assessment

OSCE ASSESSMENT STRUCTURE

; OSCE Station - Skills Assessed Format TP |PTﬂlnt:'.I
Station |: Pediatric Pediatric malaria history, modified 8 min with 15
History & Exam Blantyre score, severity assessment standardized patient |

| i card
Station 2; Antenstal | Safe drug selection in prognancy, ITN | 8 min counseling | 15|
Malaria Counseling counseling, IPTp protocol SCenario
Staion 3: LabData | Blood film spocies ID,CBCin | lominwriwen | 20
Interpretation pregnancy, RDT interpretation, treatment | station

dose caleulation '

TEACHING PLAN (90 MIN)




Bpews - Tema / Stage = Cogepwanme / Activity | Meron Peavastar
L 2 A | g e
0-15  Pre-OSCE  Key differences in malaria ~ Brief Students ready for OSCE

Mini- presentation: children vs.  interactive stations
Briefing adults vs. pregnant. lecture
Madified Blantyre scale.
IPTp protocol, Drug
contraindications in
oy | |
15-55 OSCE Each student/pair rotates OSCE Clinical skills assessment
Rotations (3  through 3 stations. (standardized | (30 p)
stations Examiner observes with patient
~13 min checklist. Immediate brief | simulation)
each) feedback after each station
§5-70 ' Case-Based  Teacher presents 2 difficult | Facilitated case = Critical reasoning for
Debrief cases (severe malaria in discussion complex presentations
| infant, treatment dilemma
in 1st trimester). Class
discusses management | I
70-85  Treatment | Groups design treatment + | Team-based Safe dosing competency
Planning prevention plan for: (a) 18- | drug dosing
Workshop  month child 12kg with calculation
severe P.falciparum; (b) |
28-week pregnant woman
with P.vivax |
85-90 Reflection + | Students articulate one Structured | Metacognitive
Q&A clinical insight from OSCE  reflection | consolidation
experience. Q&A
PLAN-OUTLINE

Malaria in Children — Key Dilferences

Higher parasite multiplication rates, immature immune response. Severe manifestations more common:
cerebral malaria (onset rapid, sw:izulres prominent), severe anemia, respiratory distress, hypoglycemia
(especially with quinine use). Modified Blantyre Coma Scale for children <5: eye movements {(-2), best
motor ((-2), best verbal ((~2) — severe if <2.

Treatment in Children

Uncomplicated: weight-based ACT (artemether-lumefantrine by weight band). Severe: ['V/IM artesunate
preferred (IV quinine if unavailable). Rectal artesunate as pre-referral treatment, Primaquine for vivax:
0.25 mg/ke/day * 14 days; check G6PD first.

Malaria in Pregnancy

Plasmodium falciparum sequestration in placenta via VAR2ZCSA (binds CSA in intervillous space) —
placental malaria — [UGR, preterm birth, low birth weight, maternal anemia. Risk highest in
primigravidae. P.vivax: also causes adverse outcomes via anemia.

Management in Pregnancy

15t trimester: Quinine + clindamycin (ACTs only if no alternative
lumefantrine first line). Primaquine CONTRAINDICATED
cure post-partum. IPTp (Intermittent Preventive Treatment i
each ANC visit (after 15t trimester) in endemic areas,

Prevention

ative). 2nd/3rd trimester: ACT (ariemether-
in pregnancy. G6PD testing before radical
n Pregnancy): Sulfadoxine-pyrimethamine at



e

ITN {Insecticide-Treated Nets): free provision in endemic countries for pregnant women and children <5.
IRS (Indoor Residual Spraying). IPTp (SP) in sub-Saharan Africa (WHO recommendation). RTS,5/A501
{Mesquirix): first malaria vaceine — recommended by WHO in 2021 for children in sub-Saharan Africa

{4-dose schedule from 5 months).

N

OSCE STATION CHECKLISTS
Station 1 C;;:‘klfu: Pﬁliliric Mflglil Assessment - E
Task |  Score [0-1}
Intoduces and builds rapport appropriately fo age 2
 Asks about t‘m:r duration, pattern, and onset : _ /2
Inquires about travel history and malana pmph:.-'lmus o | 12
Chﬁﬂis- }ﬂ-r vomiting, :11}111;'_»,I o drmk, convulsions - - : _ K, i |
|

_ Emans consciousness (Modified Blantyre or AVPU)

 Checks for respiratory distress (nasal flaring, grunting, chest indrawing) | 2

Assesses for anemia (pallor of conjunctiva, paims) __ 12
Fcrﬁ:rnns abd::lmlml exam {sp]mnega]y, hepammegal:.'] Y -
Ime.rpreﬁ RDT result correctly 12
Classifies malaria severity and states management plan 12
REFERENCES
Ne ! Source Type | Cnntent { Use Year
1 | WHO. Guidelines for Malaria = WHO | Tmamunt in children and 2023
| 2023 | guideline pregnancy
2 | WHO. Malaria in Pregnancy  WHO PTp, I'TN, clinical 2023
— Antenatal Care guideline management
3 UNICEF.IMCl Distance  UNICEF Pediatric malaria w2
Learning Course — Malarnia guideline management
Module
4  Manson's Tropical Diseases,  Textbook | Pediatric malaria and 3 2019
23rd ed. _ | pregnancy chapters
S WHO.RTS,S Vaceine WHO Malaria vaccine 022 |
Position Paper position recommendations |

| paper _ | -




Practical Lesson Nt 6

Topic: Leishmaniasis: Visceral, Cutaneous, and Mucocutaneous Forms — Etiology, Epidemiology,
Pathogenesis, Clinic, Diagnosis, Treatment, Prevention

UETh SAHSTHS / AIM

Through a flipped classroom approach combined with mind-mapping, students will integrate pre-class
learning about leishmaniasis with in-class application, visual concept synthesis, clinical case analysis, and
treatment planning for all three major clinical forms of leishmaniasis,

TEACHING TOOLS
= i . : . =
Section J Equipment / Tools Purpose '
Flipped ' Pre-class video links (WHO Leishmania Pre-class self-directed
classroom | overview, Osmosis Leishmania), reading guide | preparation
materials . with guiding questions
- Mind-map | Large A2 paper sheets + colored markers, blank | Central visual synthesis
tonls ! digital mind-map template (Miro/ paper), central | activity
| node cards: 'Visceral', 'Cutaneous', 5
! "Mucocutaneous’ |
Visual | Sandfly lifecycle diagram, skin lesion photo atlas | Visual reference for mind-
materials | (oriental sore, espundia, kala-azar facies), world | map building
E distribution map
Laboratory I Photo cards: Giemsa-stained bone marrow | Diagnostic method
tools aspirate (amastigotes), rK39 RDT card, skin ' visualization
biopsy result, PCR demo report ,

Clinical cases | 3 cases (one per form): VL with pancytopenia, I One case per form
| CL with non-healing ulcer, MCL with nasal
destruction

| Assessment Mind-map quality rubric, case analysis scoring, | Multiple assessment formats
. pre-class quiz (submitted online)

ASSESSMENT CRITERIA
Bua konrpoan Type of Kpurepun / Criteria Maxkc.
Assessment bana
Pre-class Quiz = Pre-class : 10 online questions submitted before class; tests i 0|
(Flipped) Assessment | pre-reading comprehension - .
Mind Map Visual Concept | Coverage of all 3 forms (3), accuracy of | 20 |
Quality Map  connections (3), inclusion of diagnosis+treatment !
_ (5), visual clarity (5)
Case Analvsis  Case-Based Correct diagnosis {3}, justification (3), treatment 10
| Discussion plan (4) | '

FLIPPED CLASSROOM + MIND MAP TEACHING PLAN (90 MIN)




Bpems  Tema / Stage

_ - Conepmanne / Activity Merony | Peayauray
(min) | | -
0-10 " Opening Diseuss pre-class  Socratic Activate pre-class
Discussion material: What surprised | discussion, learning, resolye
| you? What was most | pre-class quiz | misconceptions
confusing? Survey of review '
key pre-class quiz
answers
10-30 Mmd-h'[nl! Teams build mind-map ' Team ming.  Visual synthesis of pre-
Construction ' central structure: 3 mapping | class materia
Phase 1 branches (Visceral, :
Cutaneous, i
| Mucocutaneous) with
- etiology, vector, ,
- epidemiology,
 pathogenesis nodes
30-50 Mind-Map Add: clinical features, _l Mind-map | Complete clinical content |
| Phase 2 — | key diagnostic methods, expansion with | integration .
Clinical + treatment, and evidence
- Diagnostic prevention to each . '
Nodes branch. Teams use ' '
' provided photo cards '
- and lab result cards as
f | reference |
30-T0 | Gallery Walk | Teams post mind-maps. = Gallery walk + Critical evaluation + case
+ Casze 3 case cards are | cross-team application
- Integration distributed — each team | analysis
| must use ANOTHER |
, team's mind-map to | I
' solve a case, then | |
- present findings -
70-80 | Comparative | Class collaboratively | Collaborative Synthesis and comparison
'Summary | fillsin blank VL vs, CL | tablo
| Table | va. MCL comparison completion
 table on whiteboard , _
30-90 | Oral Defense + | 3 students defend one | Oral defense, | Verbal + written
. MCQ | mind-map branch each, MCQ consolidation
3 rapad-fire MCQ) for

. consolidation

PLAN-OUTLINE: LEISHMANIASIS
1. Classification

Causative agents: Leishmania spp. (intracellular protozoa, order Kinetoplastida). Vector: Phlebotomus
(Old World) and Lutzomyia (New World) sandflies. Three major syndromes: Visceral Le

ishmaniasis
(VL/kala-azar) — L.donovani, L.infantum: Cutanecus Leishmaniasis (CL) — L.major, L tropica;
Mucocutaneous Leishmaniasis (MCL) — L braziliensis.

1. Visceral Leishmaniasis (Kala-Azar)

Pathogenesis: amastigotes multiply in macrophages of liver, sphua.-:n, bone MAIToW — nlmssj?e_ . ;
splenomegaly + hepatomegaly + lymphadenopathy + pancytopenia + h}'pmlhmﬂm:mla,fﬂlmcall. grlatli:ll.lla
fever (irregular), massive splenomegaly, wasting, darkening of skin (kala-azar = "black disease’ in Hindi),



cancurrent tuberculosis common in imm unccompromised. Diagnosis: rK39 RDT (>95% sensitivity in
endemic areas), bone marrow/splenic aspirate for amastigotes (gold standard), PCR, ELISA. Treatment:
Liposomal Amphotericin B (L-AmB) — WHO preferred; Mil!ef'usin: (oral, avoid in pregnancy); S5G
(Pentostam) in East Africa. Post-kala-azar dermal leishmaniasis (PRDL): skin papules/nodules after VL.
treatment.

3. Cutaneous Leishmaniasis (CL)

L.major {rural zoonotic CL). painless papule — ulcer with raised indurated border ("volcano crater sign')
—+ self-healing in 3-18 months leaving scar. L.-tropica (urban anthroponotic CL): slower healing.
Diagnosis: slit-skin smear (amastigotes), PCR. Treatment: mild/self-limiting — may observe; moderate-
severe; intralesional/systemic antimony, miltefosine, thermotherapy.

4. Mucocutaneous Leishmaniasis (MCL/Espundia)

L.braziliensis {Americas); initial skin lesion heals, but years later — hematogenous dissemination to
mucosa — destructive nasopharyngeal leishmaniasis — perforation of nasal septum, palate, larynx.
Diagnosis: PCR (biopsy), serology (Leishmania IgG high in MCL). Treatment: liposomal AmB or
systemic antimony; reconstruction after cure.

5. Prevention

Vector control: insecticides, sandfly nets (fine mesh), IRS. Personal protection: repellents, permethrin-
treated clothing. Reservoir control: culling infected dogs (VL), rodent control (CL). No licensed vaccine
for humans; Canileish available for dogs.,

REFERENCES
Ne Source Type | Content [ Use Year
| WHO. Leishmaniasis Factsheet WHO All forms, treatment 2023
guideline updates
2 Manson's Tropical Diseases, Textbook  Comprehensive 2019
23rd ed, leishmaniasis chapter
3 CDC. Leishmaniasis — CDC Geographic distribution 2023
Epidemiology & Risk respurce ,
4  Alvar ] et al. Leishmaniasis Review Global burden 2020

worldwide. PLoS ONE

5  Harrison's Principles of Internal ' Textbook | Clinical management
Medicine, 215t ed.

, 2022




Practical Lesson Ne 7
Topic: Japanese Encephalitis & Tropical Rickettsioses (Scrub Typhus, Marseille Fever, Rocky
Mountain Spotted Fever, Q Fever): Etiology, Pathogenesis, Clinic, Diagnosis, Treatment,

Prevention
METO/: Socratic Seminar + Debate Method

LEJb 3AHATHSA / AIM

To deepen critical thinking about vector-borne encephalitic and rickettsial diseases through Socratic
questioning and structured academic debate, encouraging students to synthesize evidence, compare
diseases, defend diagnostic reasoning, and evaluate public health prevention priorities.

TEACHING TOOLS
Section Equipment / Tools Purpose
. Debate | Position cards for debate: "Which is the Structured argumentation and

materials greater global threat — Japanese Encephalitis | evidence synthesis
or Scrub Typhus?', argument preparation

worksheets | .
Socratic | Discussion question cards (10 open-ended ' Critical inquiry and peer learning
seminar clinical questions), Socratic seminar seating
| circle arrangement
Visual ‘ JE virus neuroinvasion diagram, Ricketisia Visualize pathogenesis
materials endothelial cell entry mechanism, disease

| distribution maps

Lab tools | CSF analysis interpretation cards (JE: Lab data interpretation in
lymphocytic pleocytosis), serology report neurological context
| cards (Weil-Felix, IFA, Scrub typhus IgM)

Clinical cases | Case |: JE in §-vear-old Vietnamese child Authentic clinical application
with encephalitis; Case 2: Scrub fyphus in
Southeast Asian trekker with eschar + fever +

rash
Reference | WHO JE Vaceine Position Paper, CDC Evidence base for debate
materials | Rickettsial Diseases, Manson's Tropical preparation
- Diseases
Assessment l Debate scoring rubric (argument guality, Multidimensional verbal/analytical

| rebuttal, evidence use), Socratic participation | assessment
grade, post-session written retlection

ASSESSMENT CRITERIA
Bua konTpoas Type of Kpurepun / Criteria _i_ 1_'&;1::.
Assessment | Gaan |
' Socratic Seminar Oral Critical Quality of questions/responses (5), use of 15
Participation Discussion evidence (5), engagement with peers (5) |




Structured Debate  Academic Argument clarity (5), evidence quality tS], | zﬁ

_ Debate rebuttal (5), conclusion (5) —I—
Written Reflection  Post-session Clinical insight, self-assessment, m'lﬂ:_k_e}-'_ ' _5 i
Reflection learning per disease (5)

TEACHING PLAN (90 MIN)

Bpema  Tema /Stage = Copepwanne / Activity |~ Merog -' i’ﬂ;ﬂlun
(min) ! |
0~15  Mini-Lecture  JE: arboviral neuroinvasion, | Interactive | Students understand
* blood-brain barrier crossing. | lecture with | pathogenic mechanisms
Pathogenesis | Rickettsioses: endothelial D&A
Overview | invasion, vasculitis, rash. |

Comparative overview table
of rickettsial diseases .
15-35 Sucltnlic Students in a circle. Teacher | Socratic Deep critical discourse (15
Seminar poses 3 open-ended | seminar P

| questions (see below).

| Students respond, build on

| each other's answers.

| Teacher uses Socratic

' probing: 'How do you

know?, "What if..7"

35-65 | Structured Motion: 'In tropical Academic | Argumentation, evidence
Debate Southeast Asia, preventing | debate synthesis (20 p)
Japanese Encephalitis should |
| be prioritized over Scrub '
| Typhus control.' Group A
(FOR) vs. Group B
(AGAINST). Opening
statements (3 min each) —
rebuttals (2 min each) — '
cross-examination (5 min) —
closing statements (2 min |

each) .

65-80 | Case Analysis | Apply debate knowledge: 2 | Case-based | Practical application of
(Post-Debate) | clinical cases. Class reaches | application | theoretical debate content |
consensus on diagnosis and | i
| management using evidence |

| cited during debate | |
80-50  Written | Each student writes 3-minute = Individual | Metacognitive
Reflection +  reflection; "What was the | written consolidation (5 p)
Summary strongest argument [ heard reflection
today? What would | do '

differently as a clinician? |

PLAN-OUTLINE

Japanese Encephalitis (JE)

Etiology: JE virus (Flaviviridae, Flavivirus). Vector: Culex tritaeniorhynchus mosquitoes. Reservoir: pigs
+ wading birds (amplifying hosts); humans dead-end hosts. Endemic: South/Southeast Asia, Pacific (>3




billion at risk). Clinical: most infections asymptomatic or mild febrile
rapid onset fever, headache, vomiting — altered consciousness,
Park

illness; 1% develop encephalitis —
insonian features (tremor, rigidity), flaccid paralysis. CFR:

seizures (espec ially children),
20-30% of encephalitis cases; J0-50%

-14-2, inactivated IXIARO) — highly effective mosquito
control,
Tropical Rickettsioses — Overview
Disease Agent YVector Endemic | Key feature
' | area |
Scrub Orientia | Trombiculid | Asia-Pacific | Fschar + maculopapular rash,
typhus  tsutsugamushi | mites (chiggers) prominent lymphadenopathy
Marseille | R.conorii | Rhipicephalus | Med basin, | Tache noie (eschar), Mediterranean
fever | tick India, Africa = spotted fever
A | ; e : E
RMSF R. ricketisii Dermacentor Americas Centripetal rash (palms+soles), very
| tick high mortality if untreated
Qfever | Coxiella ' Inhaled aerosols
burnetii

Worldwide | Atypical pneumonia, hepatitis, chronic
|IInn arthropod)  — livestock iﬂhdﬂl:ﬂ.'l‘diliii

Dexyeyeling 100mg BID = 7 days (DOCY); children: doxycycline regardless
sease. Chloramphenicol alternative but inferior. Weil-Felix test: cheap
screening but low specificity, IFA Ummunofluorescence Assay): gold standard serology, PCR from
eschar biopsy: highest sensitivity early.

All rickettsioses: Treatment =
of age for life-threatening di

SOCRATIC SEMINAR QUESTIONS

6. I. Why do JE vaccines succeed while malaria vaccines remain elusive — what does this tell us
about the biology of these pathogens?
7. 2.1f a febrile traveler from Southeast Asia has an eschar —

how does this single finding change
your entire differential diagnosis?
8. 3.Q fever is technically a rickettsiosis but has no arthropod vector — does this challenge our
definition of tropical disease?

4. RMSF has a case fatality rate of >20% without treatment but near 0% with 24k doxyeyeline —
what does this tell us about the impertance of empirical treatment?

10. 3. Japanese encephalitis affects predominantly children
immunity — what public health implications does this

9.

in endemic areas while adults have

' 4| Murdoch DR. Scrub typhus, | Review Updated clinical | 020
Lancet Infect Dis | management

have for vaccine strategy?
REFERENCES
M Source | Type Content / Use Year '
I WHO. Japanese Encephalitis | WHO JE vaccines, 2022
Vaceine Position Paper | guideline epidemiology '
2 | CDC. Rickettsial Diseases — CcDC | Diagnosis, treatment of 2023
Clinical Information resource | all rickettsioses .
3 | Manson's Tropical Driseases, Texthook IE, scrub typhus, I 2010
23rd ed. . rickettsioses |






Practical Lesson Ne 8

Topic: Trypanosomiasis: African (Sleeping Sickness

o B s x ) and American (Chagas Disease) — Etio oy,
Epidemiology, Pathogenesis, Clinic, Diagnosis, Treatment, Prevention. Helminthic Nematodes
Overview

METO/: Gamification + Interactive Learning Stations

HE]bL 3AHATHAH / AIM

To engage students in active learning of complex parasitic lifecyeles and clinical presentations of
trypanosomiasis and helminthic nematodes through gamified station-based activities,

1S . ¢ : integrating
knowledge, clinical reasoning, and diagnostic skill-building in an interactive format.
TEACHING TOOLS

Section | Equipment / Tools Purpose

Gamification | Kahoot! (30-question live quiz with leaderboard), = Com petitive engagement, instant
tools "Parasite Detective' card game (match parasite- feedback
vector-disease-treatment)

Station 5 learning stations (3 min each, rotation): (1) | Multisensory, active learning
materials Tsetse fly + lifecyele; (2) Clinical card sort; (3)

Lab data; (4) Treatment decision: (5) Prevention

planning
Visual African vs. American trypanosomiasis comparison ~ Visual integration of complex
materials poster, Chagas cardiac complications diagram, content

HAT staging criteria
Laboratory Microscopy photo cards: trypomastigotes in blood Clinical-pathological eorrelation
tools film, Winterbottom's sign photo, ECG with

Chagas cardiomyopathy
Clinical cases  Case A: Tanzanian farmer with progressive Clinical application of station

sleepiness + lymphadenopathy (HAT-IL); Case B: | knowledge
Brazilian migrant with heart failure + mega- -

esophagus (Chagas chronic)
Assessment Station completion checklist, Kahoot! score, case | Gamified + case-based
analysis rubric | assessment
ASSESSMENT CRITERIA
e e : e = —
Bua Type of Assessment Kpurepun / Criteria | Make, Gana
KOHTPOJH A
Kahoot! Live Gamified MCQ 30 questions (trypanosomiasis + nematodes); 15
Quiz points based on accuracy + speed
Station Interactive Station Correctness at each of 5 stations (3 pts each) 15
Activities Completion I
Case Analysis | Clinical Case Correct diagnosis + staging (3), treatment + 15

monitoring plan (5), prevention (5)



Vernwit

onpoc

Oral Questioning

TEACHING PLAN (90 MIN)

Clarity, reasoning, terminology

Bpems  Tema/Stage  Coaepaanne / Activity

(min)

0-15

| 545

45-60

675

75-90

LEARNING STATION DESCRIPTIONS

Introduction +
Kahoot!
Round 1 {150Q)

Station
Rotations (5
stations x §
min)

Case Analysis

Kahoot!

Round 2 (15Q
— clinical
focus)

Debrief + Oral
Q&A

Live Kahoot! quiz on pre-
class reading (lifecyeles,
geography, vectors).
Display leaderboard.
Brief discussion of top
missed questions

Groups of 4-5 rotate
through 5 stations every 3
min with | min transition.
Each station has specific
task (see below)

Apply station knowledge
to 2 extended clinical
cases

Advanced questions:
staging criteria, treatment
drugs, complications.
Compare score

improvement vs, Round | |

Teacher summarizes key
differences between HAT
and Chagas. Individual
oral questions (5 min).
Nematodes OVETVIEW

Metoa Pesyanrar

Gamified pre- | Activate prior

assessment knowledge,
create
competition

Interactive Active multi-

station learning  mode learning

Case-Based Integrate

Learning station
learning (15 p)

| Second Kahoot! = Measure

round learning
progression

Consolidation, | Oral

oral assessment  assessment (10
p)

Station
l

-

Title

The Vector

Clinical
Card Sort

Lab
Detective

[reatment
Planner

| Sort 20 sympto
Chagas Acute / Chaga

| et: ( ith trypom
Interpret: (a) Blood film wi
result, (c) C5F with tr:.rpnm:sumesn—r
ECG with RBBB — what dJ_ sease’

S {PmMidim‘E{:T protocol) — match drug 1o

| ifurtimox, N
Benznidazole, Nifurtimox. file. Calculate dose for 70kg adult

disease, stage, side effect pro

with HAT-IL.

et : . —
Match Tsetse fly photos with T.b.rhodesiense anc
T.b.gambiense. Label lifecycle stages on blank diagram.

Identify Reduviid bug tbr_ﬂha_g_as. o B
: . m cards into: HAT Stage I/ HAT Stage 11/
Chronic. Justify each placement.

astigotes, (b) CATT test
what stage is this? (d)

Meiar;.'ipﬁ;l,. Eflornithine,



3 Prevention  Design a |-page community prevention plan for; (a) HAT in
Architect rural Tanzania — vector control, surveillance, case detection:

(b} Chagas in Bolivia — housing improvement, vector control,
blood safety.

PLAN-OUTLINE: TRYPANOSOMIASIS

African Human Trypanosomiasis (HAT) — Sleeping Sickness

Etiology: T.b.gambiense (West/Central Africa. 98%; HAT, chronic) and T.b.rhodesiense (East Africa,
acute, rapidly fatal). Vector: Glossina spp. (tsetse fly). Pathogenesis: trypomastigotes in blood — evade
immunity by VSG (variant surface glyeoprotein) antigenic variation — Stage |: hemolymphatic {fever,
lymphadenopathy — Winterbottom's si &n posterior cervical nodes, headache, anemia). Stage II: CNS
Invasion — progressive encephalitis, personality change, sleep cycle reversal (sleeping sickness), coma,
death. Diagnosis: CATT screening {gambiense), lymph node aspirate/blood film, CSF (cells >5/mm3 +
irypanosomes = Stage I1). Treatment: Stage I: Pentamidine (gambiense), Suramin (rhodesiense). Stage I[:
NECT (Nifurtimox-Eflomithine combination) for gambiense; Melarsoprol for rhodesiense (arsenical —
encephalopathic reaction risk).

American Trypanosomiasis (Chagas Disease)

Etiology: T.eruzi. Vector: Triatomine bugs (Reduviidae — 'kissing bugs') — defecate near bite wound.
Geographic focus: Latin America {(~6 million infected). Transmission: vector-borne, blood transfusion,
congenital, oral (fruit juice contamination). Acute phase: Romaiia's sign (unilateral painless periorbital
edema at entry site), chagoma, fever, lymphadenopathy — usually self-resolving. Chronic phase (30%):
cardiomyopathy (heart failure, arrthythmia, sudden death), megacolon, megaesophagus. Diagnosis: acute
— blood film (trypomastigotes), PCR. Chronic — serology (2 different ELISAs required), Treatment;
Benznidazole or Nifurtimox — effective in acute phase; limited in chronic. Prevention: housing
improvement (eliminate triatomine habitat), insecticide spraying, blood screening.

Nematode Overview (Dracunculiasis, Enterobiasis, Hookworm, Ascariasis, Strongyloides)

All transmitted via contaminated soil‘water or skin penetration except Dracunculus (ingested via
copepods in drinking water). Dracunculiasis (Guinea worm)): eradication near complete (<10 cases/year).
Key prevention: water filtration, vector control. Strongyloides: hyperinfection syndrome in
immunocompromised (Ivermeetin — DOC). Ascariasis: most common helminth;
Albendazole/Mebendazole. Hookworm: iron deficiency anemia: Albendazole.

REFERENCES
Ne Source | Type | Content / Use | Year |
I  WHO. Trypanosomiasis — WHO | Epidemiology, staging, 2023 |
Human African, Factsheet . guideline | treatment (NECT)
2 | WHO. Chagas Disease | WHO Epidemiology, diagnosis, | 2023
Facisheet guideline treatment .
. _—_— = T T SR —— e _ e —
3 Manson's Tropical Diseases, Textbook | Trypanosomiasis | 2019 |
23rd ed. | eomprehensive chapter J
4 | Bern . Chagas' Disease, N Review Clinical features, 2020
Engl ] Med management ,
I Ikl =, — 4 S e C—
5 CDC. Parasitic Diseases Portal  CDC All parasitic NTDs 2023



Practical Lesson Na 9

Topic: Helminthic Zoonoses: Cestodes (Echinococcosis, Taeniasis) & Trema
Clonorchiasis, Fasciola). Filariasis (Lymphatic,

todes (Schistosomias
Loiasis, ﬂn:hnnerciasis] —_ ol
Diagnosis, Treatment, Prevention

Etiology, Pathogenesis,

METO/: Project-Based Learning (PiBL) — One Healtl Framework

HEJIb 3AHATHS / AIM

To apply One Health thinking — inlcgrating human, animal,
understanding and preventing helminthic zoonoses and filari
teams design evidence-based One Health intervention plans

and environmental health — in

asis, through a project-based approach where
for assigned diseases,

TEACHING TOOLS

Section Equipment / Tools

Purpose
Project

Ome Health Project brief template, WHO NTD \ Authentic PjBL context
framework  Roadmap 2021-2030 extracts, country-specific

epidemiological data sheets |

| —
Visual Echinococeus lifecycle (dog-sheep-human), ' Complex lifecycle
materials Schistosoma lifecycle (snail-water-human), Filaria visualization
(mosquito-lymphatic tissue), onchocerciasis 'river
blindness' infographic
Laboratory  Ultrasound image cards (hydatid cyst — waterlily Diagnostic skills in helminthic
tools sign), stool microscopy (Schistosoma eggs with disease

spine), blood microfilaria smear, serological test
results

Simulation ~ WHO MDA (Mass Drug Administration) planning Public h
worksheet, DALY calculation exercise, surgical
referral criteria for echinococcosis

i — —
Clinical Case A: patient with cystic liver lesion from pastoral | Cross-regional clinical

cases Central Asia (echinococcosis); Case B: African child

ealth planning
simulation

exposure
with bloody urine (Schistosoma haematobium); Case I
C: lymphedema in PNG (lymphatic filariasis) .
Ame-as.ment Project presentation rubric, peer evaluation, written | PiBL multi-component
proposal scoring, MCO) on helminthic NTDs assessment
ASSESSMENT CRITERIA
Bua Type of . Kpurepun / Criteria | Maxe. Gana |
KOMTpOA®  Assessment | | - 1 =
One HEHJ“;. PiBL Disease understanding (5), intchminn logic (3), 25
Project Presentation One Health integration (5), evidence base (5),
; feasibility (5) ]
Case _Clinicﬁase Diagnosis (5), diagnostics justification (5), 15

Analysis Discussion

treatment + referral (3)




MCQ

Test

Multiple Choice

PJBL TEACHING PLAN (90 MIN)

20 questions on al| helminthic NTDs covered

10

Bpema  Tema / Stage
(min)

(0-10  PjBL Launch

Content
Foundation

10-30

Cogepacanme / Ar.'tivlt;
Present One Healﬂ;-
problem: NTDs affect =1
billion people — most are
helminthic, How would
YOU eliminate one in 10
years? Distribute project
brief,

Rapid but comprehensive
overview: cestodes,
trematodes, filariasis
lifecycles + clinical
syndromes. Students

Meton

PiBL launch,

problem
framing

Condensed

interactive
lecture with

| summary

cards

— A —

Peayabrar

| Students understand p;ujact

scope + timeline

| Foundational knuwl:dge. t;ﬂr

project work

receive content summary
cards

Team Project
Development

Each team assigned
disease (echinococcosis,

- schistosomiasis, lymphatic

| filariasis, onchocerciasis,
or loiasis). Teams design: |

| (a) epidemioclogical |

| profile, (b) One Health -
intervention (human +
animal + environment), (c)
MDA or surgical program,
(d) monitoring indicators

65-80 Project Each team presents 3-min | Team | Communication skills + peer
Presentations  project. Other teams presentations | learning
+ Peer Review | complete peer evaluation | + peer review
form (2 criteria: One
Health integration +
feasibility)

30-65  Project work | One Health intervention

| with coaching | design (25 p)

- Case Analysis  Apply theory to 3 clinical = Case | Clinical integration +
+MCQ | cases. |0-question rapid application + | knowledge check (25 p)
MCQ | MCQ '

80-90

PLAN-OUTLINE: HELMINTHS + FILARIASIS 2

CESTODES

Echinococcosis (Cystic: E granulosus; Alveolar: E.multilocularis). Lifecycle: dogs (definitive host) —
eggs — sheep/humans (intermediate hosts) — hydatid cyst in liver/lung/brain. C!ipinnl: a_sympmmati; for
years; growing ¢yst causes mass effect. Complications: cyst rupture = anaphylaxis + peritoneal seeding.

ultrasound (waterlily sign, Gharbi classification), serology (ELISA, THA). Treatment: FAIR
surgery for complex/inaccessible

Diagnosis: .
procedure (Puncture-Aspiration-Injection-Reaspiration) + Albendazole;



Cysls. E multilocularis: no PAIR — surgery + long-term albendazole. Prevention: dog deworming, meat
inspection, hand hygiene.

I'aeninsis/Cysticercosis: T.solium (pork tapeworm) — humans are accidental intermediate hosts if they
ingest eggs — cysticerci in brain {neurocysticercosis = leading cause of acquired epilepsy in developing
world), muscle. Diagnosis: MRI (rin g-enhancing lesions), serology. Treatment: Albendazole +
corticosteroids + antiepileptics {for NCC).

TREMATODES

Schistosomiasis: S.mansoni (intestinal, Africa/Americas), S haematobium {urogenital, Africa),

S japonicum (A gia). Lifecycle: freshwater snail (Bulinus/Biomphalaria) — cercariae penetrate skin —
schistosomula — adult worms in mesenteric/bladder veins — eggs lodge in tissues — granuloma
formation — fibrosis. Acute (Katayama fever): fever, urticaria, eosinophilia (immune complex response).
Chronic: hepatosplenic fibrosis + portal hypertension (mansoni}, hematuria + bladder cancer
(haematobium), Diagnosis: stool/urine egg microscopy (species-specific egg morphology), serology,
PCR. Kato-Katz technique. Treatment: Praziquantel (single dose 40 mg/kg). Prevention: snail control
{molluscicides), MDA, safe water, sanitation.

Clonorchiasis/Fascioliasis: Clonorchis sinensis (fish-borne, Asia) — bile duct infection — cholangitis —
cholangiocarcinoma. Fasciola hepatica/gigantica (livestock-borne, via watercress) — acute hepatic phase
(fever + eosinophilia + RUQ pain) — chronic biliary disease. Diagnosis: stool microscopy (eggs).
ELISA. ERCP (Fasciola). Treatment: Praziquantel (Clonorchis), Triclabendazole (Fasciola).

FILARIASIS

o I
Disease | Agent Vector | Tissue target ll Key feature i Treatment
Lymphatic W bancrofti, Culex Lymphatics | Lymphedema, DEC+ Albendazole or
filariasis B.malayi | mosquito hydrocele, | Ivermectin + Albendazole

elephantiasis | (MDA)

Onchocerciasis  O.volvalus  Simulium  Skin, eyes Subcutaneous | Ivermectin (MDA

| blackfly nodules, ‘river | annually)
| ! blindness' |
Loiasis L.loa | Chrysops = Subcutaneous Calabar ! DEC; caution if high
fly swellings, eve | microfilaraemia

WO [

One Health in NTD Control
Echinococcosis: dog vaccination + deworming (Praziguantel) + livestock vaccination (EG95 vacecine).
Schistosomiasis: snail habitat modification + agricultural land-use change. LF: mosquito control
programs + water/sanitation. WHO NTD Roadmap 2030; targets elimination of LF and onchocerciasis as
public health problems; MDA programs. GPELF (Global Programme to Eliminate Lymphatic Filariasis):
—# billion treatments delivered (2000-2020); 600 million people no longer at risk.

ONE HEALTH PROJECT BRIEF TEMPLATE

Component Your Team's Content

Disease + Etiology

Geographic Focus + Burden (DALYs/cases)

Animal reservoir / environmental factor .

Human clinical profile (acute + chronic)

Diagnostic algorithm

Medical treatment (drug + dl.u..i.n_g + i'hﬂlﬁ program)

Veterinary/environmental One Health intervention




Monitoring indicators (Year 1, Year 5, Year 10)

Major obstacles + how to address them

Cost-clTectiveness note (reference a study or estimate) e

REFERENCENS

Ne

L

=4

Sonrce

WHO NTD Roadmap 2021
BRI

WHO Schistosomiasis
I actsheet

WHO 1 ,:..-TI'IP"IHH: Filarasis
I actshest

Manson's Tropical Diseases,
<3rd ed.

CDC. Parasitic Diseases —
Helminths

WHO. Echmococcosis
Factsheet

Type
WHO
strateg)
WHO
gndeline
WHO

guideline

Texthook

ce
resource
WHO
guideline

Content ' | se

(ilobal NTI) elimination
targets

Pranquantel, MDA,
prevention

GPELF program, treatment

Comprehensive helminthic
chapters

All helminthic discases

PAIR technique, prevention

Year

2011

023

2023

2019

2023



Lecture title:

Emerging Viral Infections:
Dengue, Chikungunya and
Nipah Virus Infection

Lecture outline

Emerging Viral Infections T Emerging Viral infections

*  Definition T

*  Etiology and
transmission

*  Pathogenesis

v Clinbeal
manifestations

*  Diagnosis
+  Treatment and

prevention
*  Complications and

prognosis




At the end of this lecture, you should be
able to:

= describe transmission and
I epidemiology,
s * recognize key clinical features,

» understand basic diagnosis and
prevention.

At the end of this lecture, you should be
able to:

» describe transmission and
I epidemiology,
» recognize key clinical features,

« understand basic diagnosis and
prevention.



Etiology

* Dengue fever is caused by any of the 4 distinct
serotypes (DENV-1 to DENV-4) of single-
stranded RNA viruses belonging to the
genus Flavivirus. Infection by one serotype
confers lifelong immunity to that serotype but
not to others.

Viral gemome

. Mucleocapaid

i

W E & W proteing
Viral envelops

Epidemiology

»~ Dengue fever is endemic in over 100 countries, with recurrent
epidemics across the Americas, Asia, Africa, and Australia.

* Transmission cycle: Human-mosquito=human
» Mosquito: Aedes aegypti and Aedes albopictus
* Predominantly urban transmission

* Mosquitoes are daytime biters

~ Rare transmission routes:

+ blood transfusion

» perinatal transmission

* breastfeeding

= organ transplantation



Epidemiology

Dengue transmission occurs as:

Epidemic dengue — caused by a single viral
serotype, affecting all ages, with low risk of
severe disease

Hyperendemic dengue — multiple serotypes
circulate, mainly affecting children and
associated with a higher risk of dengue
hemorrhagic fever

Pathogenesis of Dengue

Virus enters the skin after a mosquito bite
initial infection of macrophages and dendritic cells
Viral replication = spread via lymphatic system and

bloodstream (viremia)
Activation of the immune response with release of cytokines

In severe dengue:
— Antibody-dependent enhancement (ADE) during

secondary infection
— Increased capillary permeability
— Plasma leakage =2 hypovolemia and shock
_ Thrombocytopenia and coa gulation disturbances =

bleeding




Clinical Presentation

+ Up to 75% of infections are asymptomatic

. Symptomatic disease ranges from mild dengue feverto
severe dengue

« Severe dengue develops in 0.5-5% of cases
» Higher risk of severe disease in children

* Incubation period: 4-7 days

« Duration of symptoms: 3—10 days

Clinical Course: Phases of Dengue Fever
~ Febrile phase

» Critical phase

~ Recovery phase

Phases of Dengue Fever

| Phase | Keyfesturss | Mainrisks
LT TR R P L TR High fever (up to40°C),  Dehydration,
headache, myalgia, misdiagnosis
arthralgia,

nausea/vomiting, facial

flushing, rash (macular

of maculopapular),

sometimes biphasic

fever

Defervescence, T Shock, bleeding, organ
capillary permeability, failure, DIC
thrombocytopenia, T

Bl hematocrit, leukopenia

Reabsorpticn of fluids,  Fluid overload (if

clinical improvement, excessive IV therapy)
bradycardia



Glossary of Tropical Infections

Amoebiasis — an intestinal or extraintestinal infection caused by Entamoeba histolytica,
characterized by dysentery and liver abscesses.

Anopheles mosquito — a genus of mosquitoes responsible for the transmission of malaria.

Antiparasitic drugs — medications used to treat infections caused by parasites (e.g.. protozoa,
helminths).

Biological vector — a living organism that transmits pathogens and in which the pathogen
develops or multiplies (e.g., mosquito, tick).

Chikungunya — a viral disease transmitted by Aedes mosquitoes, causing fever and severe joint
pain.

Clinical manifestation — signs and symptoms observed in a patient with a disease.
Co-infection — simultaneous infection with two or more pathogens.

Dengue fever — a mosquito-borne viral infection causing high fever, rash, and hemorrhagic
manifestations,

Differential diagnosis — the process of distinguishing a disease from others with similar
symploms.

Ebola virus disease (EVD) — a severe hemorrhagic fever with high mortality, caused by Ebola
virus,

Endemic disease — a disease regularly found among particular people or in a certain area.
Epidemiology — the study of distribution and determinants of diseases in populations,

Filariasis — a parasitic disease caused by filarial worms, transmitted by mosquitoes, leading to
lymphatic damage.

Fever pattern — the characteristic variation in body lemperature over time in infectious
diseases.

Global health — the field of study and practice focused on improving health worldwide.
Hemorrhagic fever — a group of viral infections characterized by fever and bleeding disorders.
Host — an organism that harbors a pathogen.

Incubation period — the time between cxposure to a pathogen and onset of symptoms.
Infectious process — the interaction between a pathogen and the host organism.

Japanese encephalitis — a mosquito-borne viral infection affecting the central nervous system,



Leishmaniasis — a parasitic disease transmitted by sandflies, affecting skin, mucosa, or internal
OFEAns.,

Malaria — a protozoal infection caused by Plasmodium species and transmitted by Anopheles
maosquitoes.

Morbidity — the incidence or prevalence of a disease in a population.

Mortality — the number of deaths caused by a disease.

Neglected tropical diseases (NTDs) — a group of infectious diseases prevalent in tropical
regions, often affecting low-income populations.

One Health — an approach recognizing the interconnectedness of human, animal, and
environmental health.

Pathogen — a microorganism that causes disease,
Pathogenesis — the mechanism by which a disease develops.

Parasitic infection — infection caused by parasites such as protozoa, helminths, or
ecloparasites.

PCR (Polymerase Chain Reaction) — a molecular diagnostic method used to detect genetic
material of pathogens.

Rickettsiosis — a group of diseases caused by Rickeitsia bacteria, transmitted by arthropods.

Schistosomiasis — a parasitic disease caused by trematodes, transmitted through contaminated
water.

Serology — laboratory study of blood serum to detect antibodies or antigens.
Tropical disease — a disease that occurs primarily in tropical and subtropical regions,

Trypanosomiasis — a parasitic disease transmitted by insects (e.g., tsetse fy), affecting blood
and nervous system.,

Vector-borne disease — an infection transmitted by vectors such as mosquitoes, ticks, or flies.
Viremia — the presence of viruses in the bloodstream,

Zoonosis — ap infections disease transmitted from animals 1o humans,
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Acute infection — A rapid onset infection with relatively short duration.

Antibiotic resistance — The ability of bacteria to resist the effects of antibiotics,

Antibody — A protein produced by the immune system to neutralize pathogens.

Antigen — A molecule or part of a pathogen that triggers an immune response,
Antiretroviral therapy (ART) — Treatment for HIV infection using a combination of drugs that
suppress viral replication.

Bacteremia — The presence of bacteria in the bloodstream,

Carrier — An individual who harbors a pathogen without showing symptoms bul can transmit
the infection.

Chronie infection — A long-lasting infection, often persisting for months or years.
Contagious disease — An infectious disease that is easily transmitted from person 1o person.
Differential diagnosis — A process of distinguishing a disease from others with similar
symptoms.

Endemic — The constant presence of a disease in a particular geographic area.

Epidemic — A sudden increase in the number of cases of a disease above normal expectations.
Etiology — The cause or origin of a disease.

Fomite - An inanimate object capable of transmitting infectious agents (e.g., doorknob,
bedding).

Host — An organism that harbors a pathogen.

Immunity — The body’s ability to resist infection, either through natural exposure or
vaccination.

Incubation period — The time interval between exposure to an infection and the onset of
symptoms.

Nosocomial infection — An infection acquired in a hospital or healthcare setting.
Opportunistic infection — An infection caused by pathogens that take advantage of a weakened
immune system.

Outhreak — The occurrence of cases of a disease in excess of what is normally ex pected in a
defined area.

Pandemic — An epidemic that spreads across multiple countries or continents.

Pathogenesis — The process by which an infection leads to disease.

Pathogen — A microorganism that can cause disease (virus, bacterium, fungus, parasite).
Prophylaxis — Preventive treatment (o protect against infection.

Reservoir — The natural habitat where a pathogen normally lives and multiplies.

Sepsis — A life-threatening condition caused by the body’s response to infection, leading to
organ dysfunction.

Superinfection — A new infection occurring during treatment of a primary infection.

Vector — A living organism (e.g., mosquito, tick) that transmits pathogens between hosts.
Virulence — The degree of pathogenicity of a microorganism.

7oonosis — An infectious disease that can be transmitted {rom animals to humans,

Typhoid fever — A systemic infection caused by Salmonella Typhi, characterized by prolonged
fever, abdominal pain, and rose spots.

Paratyphoid fever - Similar to typhoid fever but caused by Salmonella Paratyphi A, B, or C.
Enterotoxin — A toxin produced by bacteria that targeis the intestines, leading to diarrhea.
Shigellosis — An acute bacterial intestinal infection caused by Shigella spp., often presenting
with bloody diarrhea.

Cholera — Severe diarrheal disease caused by Vibrio cholerae, leading to dehydration and
electrolyte imbalance.

Rotavirus infection — Viral gastroenteritis in children, presenting with vomiting and watery
diarrhea.
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Norovirus — Highly contagious viral gastroenteritis, causing outbreaks in closed communities,
Botulism ~ A severe neuroparalytic disease caused by Clostridium botulinum toxins.
Foodborne infection — Illness caused by consuming food contaminated with pathogens,

Hepatitis A — Acute liver infection transmitted via the fecal-oral route.
Hepatitis E — Waterborne viral hepatitis, dangerous in pregnant women.

Hepatitis B virus (HBV) — DNA virus transmitted parenterally; can cause chronic infection and
liver cancer.

Hepatitis C virus (HCV) - RNA virus with high genetic variability, major cause of chronic
hepaiitis and cirrhosis.

Hepatitis D virus (HDV) — Defective virus that requires HBV for replication.

Seroconversion - The development of detectable antibodies in the blood against an infection,
HIV (Human Immunedeficiency Virus) - Retrovirus attacking CD4+ T lvmphocytes, leading
o AIDS,

AIDS (Acyuired Immunodeficiency Syndrome) - The late stage of HIV infection
characterized by opportunistic infections and malignancies.

Opportunistic infections - Infections caused by normally harmless organisms in
immunocompromised hosts (¢.g., Preumocysiis firovecii pneumonia, tuberculosis).

Exanthem — A widespread skin eruption associated with viral infection,

Measles — Highly contagious viral infection with fever, cough, Koplik spots, and maculopapular
rash.

Rubella (German measles) — Viral infection with rash, mild fever, and risk of congenital
rubella syndrome in pregnancy.

Varicella (Chickenpox) — Primary infection with varicella-zoster virus, characterized by
vesicular rash.

Roseola infantum — Childhood viral illness with high fever followed by a sudden rash.
Epstein-Barr Virus (EBV) - Virus causing infectious mononucleosis, associated with
lymphoproliferative disorders.

Monospot test — A rapid test for heterophile antibodies used in EBY diagnosis.Scarlet fever —

Infection caused by Sireprococcus pyogenes producing erythrogenic toxin, leading to fever, sore
throat, and sandpaper-like rash,

Diphtheria — Acute infection caused by Corynebacterium diphtheriae, producing
pseudomembrane in the throat and systemic toxin effects.

Pseadomembrane - A grayish layer composed of fibrin, dead cells, and bacteria. iypical for
diphtheria.

Antitoxin — Antibody preparation used for neutralizing bacterial toxins (e.g., diphtheria
antitoxin).

Meningococeal infection — Infection caused by Neisseria meningitidis, manifesting as
meningitis or meningococcemia,

Meningococcemia — A severe bloodstream infection with meningococei, presenting with
petechial rash, shock, and high mortality,

Petechiae — Small red or purple skin spots caused by minor hemorrhages.
Waterhouse-Friderichsen syndrome — Adrenal gland failure due 1o meningococcal septicemia.



