(J\‘)AA)MA“)& ‘)‘535‘53 d»«.&}:!

(A ) sl

Infectious Diseases

A

N ad daa) U6 g0 Jadd g 10 g g And S

VPN

Download From: www.Aghal ibrary.com


https://t.me/Khu_medical
Rahimullah
Text Box
Download From: www.AghaLibrary.com



(j\ﬂ)mb\i& 05850 Jaia g

Jol Juad
b g Bl sl
Shigellosis

3 sa g laisd el s ¢ ilay sla el S e by (381 e (SIS a5 )3k SO 5 035 (61 0 i Jale 4S Shigella
i g ey K (23S Kiyoshi Shiga ply (s o ) sl g Sole S5 Jas i a5l 9a il (2l Shlaa abale
Caul anse Shigella dysentery Type 1 ali Sad 451897 Jus 0 K 3 sl <SG Glsa 52 15 1) Shiga desls

253 5% E Coli )) DNA Hybridization 4wl s ol sisei | Shigella .25a3 a3 (e e SQ 35 )

iy i

O 8 i ay salEy 05 S patie e E Coli DA Ly NS ad A5 g 4S 0239 e ol R (5 5L K Shigella
Indole &) W serovar ) (== ) giwi 00 503 Hydrolyze ' JArginin s 234 <3 Decarboxylate lysine« S
A e 5 les 40 WShigella . 2iils je b pac 40 ) Sodium acetat o) W Strain ) (o 130 cablaine Al

Shigella Dysenteriae
Shigella Flexneri
Shigella Boydii

B W Nk

Shigella Sonnei

OLE S sl 5 (Saasdisn Sliaddia adaul sr 5 253 Kae adi D 5 C ¢ B <A sl Serogroupas wui i 43 48
(s A8 ¢ 2au_nsli A&E ( Genomic Sequencing) Genomic GONS aii 5i%93. % sdae L
) S il B Coli K12 b s se SLSa 5 1 il (550 3 S8

:Epidemiology

a e o lalting s a3 50 W Shigella ox a8 <l Shigella S0 o 5533 L 0 3de il 4anla Jlea
abuls Fecal-Oral Gisb ) b G ySL 0 Kae adly (2 pe dla als je 53 A8 &)kl i jie abaadle 46 )
Al sl dly el G 12e g ol adaud g ol JES b Qutbreak ez yd o S JU) Gigle sla cawa
Csma ((100CFU)OE oS 553 4r e el 53 52 (12,30 Ba Jiie an s (8ie adass o O (i i a5

Sl sab pald el ouwin 31k ) Shigella JWE), sl Gl 2l alea o) 3 b Attack Rate saiaa (L 48 &l

ClA s snall Jain mhan g Caul 48310 3ga g alaa)l 4] Al 0 LGS e ) Adpas 8 Jsh 0
5 oedie s O 8 saii€ il e A1 8 ead ey 5SS )3 Guia ad il s adl s (a3 s
D34S i o Al ) (e ISy (e se la eyl Gl s alaaDle 4y (i e gl asalee sl S
G AS T i sy MU adand s See 5 i) (pl duyae 43 43 Sub Saharan e sl
By 31 il ol DS el So s 0l dae Jle sk de Gl ¢ il ey B pag ales (YL e
%99 xS ) Slga (51 (i) () sS4 Dl laa Cad 4830 G5 %42 Al 4-1 k) o s i
4 Ol asall bais s L (s 58 sl 0 Lagad 0l dls 0 la 58S )0 Soaail IS5 (e Siladl

2

Download From: www.Aghal ibrary.com


Rahimullah
Text Box
Download From: www.AghaLibrary.com



(j\ﬂ)mb\i& 05850 Jaia g

)}ﬁ&)ﬁ@ymwb)ﬁ il odﬁd)gd)ﬁutpﬁﬁgum\@\yjigﬁuﬁﬁm..\u):\AAJ:.\;vLA
al et ) len im0 sla

) Ja e s ) edS 43 (@ e Prevalence

A4S e sb8ad 4sdls () salie 165 Gl ) Canl s23 e (WHO) Olea o el cila ) 48 (ali ) Gl 44
5 el adisaly el y Jl G ) Jlaba) flae Ha Ciladl ¢ sane %69¢ il o2l 15 1997-1966 la Jl
2004-2000 cstells G 4S G ald 51 ad oao K dslaa (5 O silie 1.1 Y 500000 2 ) (55 e s K 5
res S e Lol L il ) 93S (0l 53 G e Incidence 4S @ ase (i ol sl Gty () ) 93S (RS )
s gy il ¢ O pem ey ol Al (EAIS alaadla QB sk adje (535 Clla 3 a0 Casd 4 (Sean (g
50 Caaglia s e cCausl 0y GEAIS | (3 50 ) (LBU ey K e aSE) (ssley 0 b Scign ) S Q8
o Sl ghlie Hy Julal ey a0 Alla o)A aSal ) Gl sad eSSl a4y el Cpaia Jilie o
4 48 sa s A Enteropathy s (il (o (2 b (38 e 4S 2dlue Shigellosis e ) )d Ly e ol < S
0 ikl ad ) axe saiS dclise la B G Sy G slEE il 0 sdne Jlidal o328 Clla ) A G 363 4353
5l Gm 0 U e Cladly el oad aBl g Jikl Gl 2 (e Incidence gl adlse 2b) da d gla S

nlaine gy Gl 380 6 )l 0 il 568 G )35 000 oS o e s L OlAIS

eria Ol )4 a4 Prevalence

O il iy Jlie Al Akl a siadie Gl se 2 450 L 33 sdine (5502650 W Day Care 2 4S ikl g yo
)JShigeHosis il ol sala Jﬁ\) UAJA( Loca|) (A 54 s Outbreak dasall Jaas sla A Al é;uﬁ pe
2 sdiae 0230 Saandil a3 4y il 5 i 5 5 ax Sporadic dSi oIS Gl

:Pathology s Pathogenesis

aaile ) e DG caii) ¢ saile 021 ) o A Jasna 0 SIS W) sl JWES) Fecal-Oral Gaob ) W& Ll
e B Gl (S (5 5L a8 lake Bl o 2 s Cueglie il Jie al ) ailaise jse Slal 4 sare sl
.( 100CFU)22_K sl

) s e 5ol 1 Jlad a3 (23U ahe Ohe 4p s () aga D) 8 1) 0 a8 8T Jlea
Al adl g laal Lalae el 5 (SHET-1) EnterotoxinS jide Jae adaul gp¥laial 48 ailue (Jejunum) 488 ) Ll
A5 el Llie YL ol Alea 51 (80 il ad Gl 5 s adale 3pe b (38 i 4S (555 a s i Ll

23 S

adlie Cpa 100 23,8 1 2 4S 2 sdine 433l 214Kbe Virulence <K e 30k S adand o UG i gy Gl
sl (L jae oyaa Jlaa Jaly aluws ol 4S il Type Il Secretion System @IS 35S Jssma o G 25 4S
(1 )b Jitie Gl jae oaa 230 gblu 4 (5 SL s e 2 3% gblu I B aaae ol | W Effector il
zhu 48 Epithelial e seie Ol aa) M Cells L Microfold Cells dassl 5 L B 3 gdine 508 (g 538U ala s G
Ol a5 saiEpithelial 4l ) Hse 40 )28 5 o K 30 (2 saged (i3 1) Laal amsdad sla Jso g5 Lala
s ASL aSile )0 pdine Laal (SLe sld 5l Sle Apoptosis s s iSL s ) 8 ales 3 )50 | sl Epithelial
@lyaa JilSl sile Rearrangement < o sl Effector a2 8 ) Epithelial soaa a3 sila Jals

Download From: www.Aghal ibrary.com


Rahimullah
Text Box
Download From: www.AghaLibrary.com



(j\ﬂ)mb\i& 05850 Jaia g

Caal dgage Gl 0 SIS 450 Vacuole ]A:.g_ﬁj_)fx:m A Al o yaa L ¢ Lt ?}3'.’@)\5 223 Epithelial
23 8ae b Cytosol dals 4 s 8L 5 san R Lysish qu i

ASaile)  Lame (e 4 Bl s e JAI 3 )08 Cytoskeletal <lS je )l odléiul L5 9 yaa Jala Shigella
o2al s () 48 23 Kae alal o paa 50 (S el S0 2l b Gl 43 Gliae epaa s 5SS a Jla 58 )
4o LT a5 4S e )8 ales 3 5e 1) Jslae ona L 5 29 58 Hslae ssaa JAb 4y (S

580 L8 asad 2 ) 5e Epithelial @l s 3 212a3 4S 3 sdae Cass o jan

5 didaie Giged dalu 43 ) Gidlae Gl s pluais Kae o)1 Epithelial Gie @l saa bl 50 4Sla Cytokine
O 4S ailabie aend ik 4ale 3 Polymorphnulear (PMINs) &laa (o sadlly Gl jaa (o) o) alaad S
L Ll gl alag) c 353 4053 40 4S claine 2285 | il 5 3 )bue GOS0 Jid | Epithelial 4xile 4S)ls
adaul 53 4Sula Effector 4S Caul ol saida (i ) b (pl 20 Kae «aul Shigellosis s 4aiie ) 4S Colitis
Gl 5 4l aclue | Gl Canuy J5 88 U185 00 Sae 313 suaa Jala Type |1l secretion system

Addne Gl | 6 8L

Lgs e 4S (S5 ) e Gl 38 ) (3 ye iy Ke a6 Tl (5 ) 300 D8 adau 50 4< Shiga Toxin
2 4S Globotriaosylceramide o331 L 25a B i sy G adand g3 ¢ ol A1-B5 (iisn sl S 58 oy K 4
s> JAly 4 endocytosis esed 4 A Catalytic <uism caw G35 JA13 G g o 3 )la ) 8 Caaa &l jas <has
amino-acyl-oad Jias U 3 siine Canw dusg (ol 20 K s a5 (g p Sy o8 cuws 23 S Epithelial
Lzl I Shiga Toxin .28 (3 suan 53 (s il ases Gy geans 30 K g8 as)sul ) 60S s s L tRNA
D8l 3 s S 8 o Qg ead Jia g 4S50 (A (a8 3 ) g0 Gl paa L ladl 1 50l 058 ()50 A

2352« Hemolytic —Uremic Syndrome (HUS) skl cas s 30 S

Download From: www.Aghal ibrary.com


Rahimullah
Text Box
Download From: www.AghaLibrary.com



(J\‘)AA)MA“)& ‘)‘535‘53 d»«.&}:!

intracellular J spread

NLR activation 1

{0 @ @
) plpéB type Ill

Shigella
_Mcell @
@19 Epithelial cells
) ™
Activation of (S | - I r @
NF-xB caused by IcsA ==
IL-1f and - ( 7+ @ @ - Cell-to-cell

IL-8 "\1' Macrophages O:paC cactolion
N IL-1
Disruption of epithelial ) P / QQ 3@

permeability barrier by PMNs 3 Ao
“1 ) \O‘{ o (Q /’ Macrophage apoptosis

f > Caspase-| activation by IpaB
Massive invasion of s J - Bacterial survival

epithelium lj@ * Initiation of inflammation
Al '{18

S i Al

e oo (5355 Clla s K sh sl Clla G e iy 45 Al s m e Sl e Ciady i
O ) oS JUikal L gead caiilne il y) 5 Jlend e dlaad il L g (5 sl Jaim clla 3 5 i
Ll am&;)JLA):L&)|A\SdLu

Dhamy ala ses ¢ e b o5 (O dlgnd i o5 il dla je Jlea 510 a5l ey &) pea
OB s sl (i) el A5G sk js) i () il sae Ll sl 355 4-1 ) Y sera (i ye G i e 50
Syl ghae ale ual el adlue el o o5 ¢ ( malaise)‘;\;\_)u cdﬁ.ﬂd; Aaa le.@-m“d_)ﬁ o Juld
2 pdle y alpel Al 4RI Sl a5 QIS ool cJlgad o ilay 008 Gl e S ) il Cadl s
3sa 52 3 OB SVl 5 aad RS (o i) Y a8 Sl 4n 50 41740 5 45 )5k Adlue vl Jikl
ik pa als e cp) OF e 53, 28le 438 580 W) 538 50 Shigellosis (SelS il jallai a8y e (i) 1, 3l
a8 hlie 5 lusd ablle sl ge ana oS ¢ 4y (s okl L AS Spdae cuiat (5580 S L s b cely
el b Colitis sl s Shigellacdda e by 5l Gl 50 20 Kae padiie il sl Gl S 5 tenesmus b Ui
Dehydration « <¥lewl sla a5 ain JSI CaDA _.\4.13_)5\..3.4 Cagsle Rectums 430 O S Y gara 45 2 gldina el
a8 L o)y 48 2dlue s sd 5 landl Jalie s2ind L o sSs s adliad L) 305 sdee il jallad ) 5500 3
a5l ol A adlua bl g8 c.l):\i:m 355 |y Pseudo membrane L <8 glie JS&y oad (5 8 Q\J})’g\ L as
Glaaa S adlue i) (s plaas Ablie 0 ) Ja sk ilaba o1l Glas 40 230 48313 Canan g Al il jaa

Download From: www.Aghal ibrary.com


Rahimullah
Text Box
Download From: www.AghaLibrary.com



(j\ﬂ)mb\i& 05850 Jaia g

sl 3 ol (53530 20 alail Caulia (55l 81 i3 Koe gana (55 (e Alia S ik 0 3R A (5l
Al 25 0 L g o3z (90 alia SO ) Hy) s

Ls il 4580 (5335 gun 4S ikl Lagend Jlu iy ) i JUibal a3 55 ol il oaii€ aat ala cilladid)
(Son e OVl Jald g odlall B8 Gl pe 03 0 S pe ) bt la U 23 K @l 5 s laay
s odac LSRN 2blue a5 ¥ g py Gl (AS (i Cudga e 20 ¢ Bacteremia «uadi s b gie G julesn
¢ Hypoglycemia «(Intestinal)asiS, ou¥sn asl i ¢ Toxic Megacolon dald (e S5
52k (330 g Jliay pe 331 S pwa g 03 AL Bacteremia .idlue (Metabolic) ¢suxles s Hyponatremia
2 sise Jl g )55 oS Jikal a5 LasS 5 bl cllaSial siile (5 ) g <l a3 Cand 0 0313y 5 ) HIVa ya
Al 2 0 Sl sline @l jud g 2l () QU Y sena () sl Ol paad adlue QA 1 L (G e 4S 050 A
Fatty Llial sl &lpwdy el sladll o) 58 4S8 Toxic sléwil) Ekiri syndromes Meningitis
¢ Pneumonia.asise adls Shla Jikl 23 53 o) 4S Xl e Ko clbdia) ) (adlse degeneration

) g ol clbaiAl 4lea ) Vaginitiss ¢ keratoconjunctivitis

Toxic .xilue Hemolytic Uremic Syndrome (HUS) s Toxic Megacolon =« agas saec LIS g
paralysis s bl g 53 i g Alaiia lay iy iae alida 4 4S allue el pad Gledll Mly G 4S Megacolon
(a 5e S g adle 050 L5 L tenderness s Abdominal distension b (siay g 53 i e 333,30 K L)
OslsS distension adle 5 3sdie s Transverse GslsS 2ol au gl oy (g Sl 50 48 2dlie dsa 50 oo

. g 6213 pneumoperitoneum H_)\.c 230 sad C'S'\J Ity ﬁ\_m):m adaa a4 peaclia g AJJU sl

Mare s saile e Sdlas 3 1 HUS sdee s 33 Sae a6 1 i (5 il padl8ls adand 5 4S Shiga toxin
4L GliSSl la )RS 1) syt () edee s EHEC L Enterohemorrhagic E Coli 45dls o
s Gl je (SO Ailaa ) dgdine @l Jlgud Dl ax 50 4S w0 g e adie LI SO HUS. 2 b
HUS .28 023 Ladl 5 oliguria ¢ sm 5 o (s 0 pisd Cladly any j0 5 2w jue Hlal 43 (534 5 casthenic
microangiopathic hemolytic anemia 13 (adil 4 4 4S 225 nonimmune <SGy sen anl SO
a5 «( 60000/micoL ) sS W i saa i 4350 ) Thrombocytopenia « ( 8g/dl 1 yiaS (i oK sa 4y 5u)
HUS s 3 8 Leukomoid reaction .3 JSi cla Js s s 4y e dae 5 Jsmas i ) (il 40 als 4l

e 50000/ microl (o) Cams sS ol 4 5 4S Alae 35250

&5 Shigellosis ) 2 W ole 5 la 4iaa 4S Cald QLI Hlaes SQ 5515 el DAl ales ) Reactive arthritis
Asdine 023 (5 Sl MBS ) (8L el g %3 2 48 2 pdne

: Laboratory Diagnosis gl ¥ (adlid

o alabe o adlie Ghame 5 SonlS ol i)y ) gl da g e 21 (5 5 3 a9 i ATl e (& 8 andldd
Campylobacter <salmonella 2l aalge Soin gl gla 5L b ) (AU S Ve calisal s
2 Entamoeba histolytica 2le o <u )L 5 Yersina enterocolitica ¢« Clostidium difficile « jejuni
SRUE (S S8k 5 Sa sl s Sl il adaud 5 Leii 48 ipd 488 8 Hlan 50 (i pe SR ekl
4S Crohn’s disease s Ulcerative colitis 2iile (sl S (Al (al ol Gliada b dasa cal gl (s a8 20 glaa s
G Y e 3y andy U (g8 K viph a8 Rl By S pend i ) e a K @il ala la S 0
D sad )R (S & pand i 0 () LS Sl

Download From: www.Aghal ibrary.com


Rahimullah
Text Box
Download From: www.AghaLibrary.com



(j\ﬂ)mb\i& 05850 Jaia g

2 PMNs 253a0 a3 b E, Histolytica <us ) 5 JSG) saiaailis 4 adajle ) go Jran S S g S 4dilaa o
La siad Enterohnvassive b bl (caalgd il 5o aSGlla 50 350 (ol Jg) gkl b (i e (8 )8 (i
Osa ladly S8 adlue sdee Cladda ) adale 3l ge Sy sSous Soe ablaa 50 PMINSL 4 gu o) 58S
ahjle 3 5e 2 Shigella U dlaise oyl G e ookl et Gea cadlue o8 W) b 38 jie ) sl8SE

MR s

00 4 sdee i adliwe adatle 3l e ) U [solation b a3 Shigellosis (e () (2Dda o jatin 4ilas
Shigella dyems JEI Gl s 50 (Saas 2ilae dblae (gl 4 (T () G 2o Ulas 3500 25a 5 (1 e Sl ool 58
s 2 Rectal swab (58 8 32 R asmaPH s Sl s 4a 2 Gl ysd ) (8l Lapad adaile o) ge Jran )
Gufie 3 )l 90 %5 )5S 3 Blood culture b ¢sd i€ il vie Ja U 5 a0 ) shaie 4 (g pe ala ala ya

AL a5 Sepsis Sl aa gl ) 84S 258 | al (Sladly ol D2 5 2ilie

: Shigellosis s\

Multi Bl s aSlail 5 dlaiae 1) Saisn (3 L 515 laal Enteroinvassive <l (o cusia gu )y sl8
Amoxicillin ile Js) bad 4500 Jlie 50 Lia gead sl o2l sala sl 5 1960 Jlw ) 22 L drugs resistance
Early L o) dud J) (e U 25l 438l Y <y fige 48 23 K saliud (s S 1 51 6 Gl a3 W«
ot 28 ) Coeglia 510 090 Gl Jlie 0 6353 Ll xS wliiiud (Nalidexic Acid) W o slsiS generation
65l Jgl bl 4 00 Cuate Sl sl 238 )3 ofloxacin s ¢ ciprofloxacin<norfloxacin ile W (sl 6 2 9
G 3 saily e SAN (38 4g50) (s sain IS 01980 48 a3 Sl sk il 8 ) B saliid 35
G s &S ~EUmulti drugs resistance  Ciladls YL b3 Gy fise 4350l () Lo pad Q8IS (g g
Al (s a8y 5 s sl sS40 (3 ye s Outbreak YL 45y ae clallas Lol aidg 1 la 1 1l

Adle 453 ) Ailia 0 () 53 e glaa Y5 saianili Al

multi drugs resistance b x5 (paia L aglie Ciladl 5 jncidence W s (B 5o ma e 5 gy oaldinl b
Mlaise | (St 5 J sne ol (sl il5an (I ol £ gain s 0l 5 el Gl 8 Jla e

b U dilaine dna 55 18 el sanite 3 Adle Cina (sW algs il 53 00l 5 K 5la Shigella DLl ) 45 Cas 4
oS I8 saliial 3y 50 sl B () 50 Cusy Ciprofloxacin .sd S sw S35 L 55135 sl Shigellosis 42315
a5 pivmecillinam ¢ azithromycin «ceftriaxone ile 3 i gsa (3o (5 5l35 50 450,80 sl 153 dlasi S
J A 2 non-dysentric weislSE aElue eSS Gl Jeld o b OdaK ey Jud 4l
D50 g ) Tl (o 3 IS ASla jaeaia Kae (55 St s (B b ) 4w G sl immunocopotent
350 10-7 @ ) 3 immunocompromised 4% ) shSE 4y Clias (e je 20 Koae (555 S s Sl L
O ) S kil 4500 ga g cadlne 30mg/kg/day i i ) sieS Jubl 51 ciprofloxacin se .23 Sae (55l

21 2 g g o yE 1 lan e 3 ) 9d (gl ealdiil (g (5 g8 luihansl Ll caHla Cudgasa Jlakal o la

Lo giay i (g yalens oy gem 5o ¢ 00 S (ol s () b b Y sla asad L il G ey a5l e
Sl a4 s alen ool Glula) 1 (S Gleay e aadad a0 Kae salitu) ORS Jslas ) Jihl ) L gead
Adlne Jakl 235 53 (5385 gm0 e

Download From: www.Aghal ibrary.com


Rahimullah
Text Box
Download From: www.AghaLibrary.com



(j\ﬂ)mb\i& 05850 Jaia g

02 3lis 3 ue il 1) HUS 5 toxic Megacolon ha (s 3sl&d (luda 3e 235 )2 antimotility 4xsd) ) saldiv
.J.:}u: salaiul U d}‘.\:}

s SUaDUAY (g gl

alaly an alaie (bl Al s e 3,0 3ea s toxic Megacolon g sl sl IS pleal o Sl
igd (g5 Al 203 Koe 055 atony s A4S Cul g S Cla gl 5 G ule (ed oS a8k 43l B Al e
ik Gk ) a0 e b 051 a5t (il diely saee iy siss aspiration s Nasogastric «ss (suks
1) o sa ool JSiy el il g g8y Jlaia) il 72-48 3 WU 0 a g5 a8 Cay S ge DGR oyl (5515 0
Gele 72-48 )5 4dlal 51 distention 4555 sa ) caileabie 4pasi ool aladl Glal Uae JSI0 3 H00 2l
G 4SS a3 )50 Caia (V) (b 55135 6l 50 Ll axy Ll L3580 5a) colectomy 4slee Al i ol 50 0l )

Ailaiie dna 51 2L 0205 Al

Gy o e 6l (Ao GG ) odldind b (o 38 e 50 alaie ) o8 I8 clsiRectal prolaps
_J;@A@Lﬁbq)@@‘@nﬁﬁyjﬁe)ﬁJjd}.igaagb knee-chest

Download From: www.Aghal ibrary.com


Rahimullah
Text Box
Download From: www.AghaLibrary.com



(J\)&)JA;\J& JJES}J d.a.&‘,g

TABLE 154-1 Recommended Antimicrobial
Therapy for Shigellosis

Antimicrobial

Treatment Schedule

Agent

First line
Ciprofloxacin

Second line
Pivmecillinam

Ceftriaxone

Azithromycin

Children Adults

15 mg/kg 500 mg

2 times per day
for 3 days, PO

20 mg/kg 100 mg

4 times per day for
5 days, PO

50—100 mg/kg —

Once a day IM
for 2—5 days

6—20 mg/kg 1-1.50Q

Once a day for
1-5 days, PO

Limitations

Cost

No pediatric
formulation

Frequent
administration

Resistance emerging

Efficacy not validated
Must be injected

Cost
Efficacy not validated

MIC near serum
concentration

Rapid emergence of
resistance and spread
to other bacteria

Source: WHO Library Cataloguing-in-Publication Data: Guidelines for the control
of shigellosis, including epidemics due to Shigela dysenteriae type 1 (Www.searo.
wiha. intLinkFiles/'CAH_Publications_shigella. paf).



(j\ﬂ)mb\i& 05850 Jaia g

Typhoid Fever (Enteric Fever)

i

Clelinil 5 in s ULSER] ¢ il )3 0 4y Caale 48 Caus) L5 Saiosses i ye S 31 &y Typhoid fever
Lol G 4g 1) (4 ye () ke Olae 42 Salmonella paratyphi s SalmonellaTyphi 4daul 35 23lue Aias
s g (e 55l 1800 483 dal 5l 3 W) a Ke 2L Typhoid Fever sl cadlaTyphus b 45 (Sl
Enteric ol Ly ¢ 23 50 ) S il jae s 5ldad Ciliie 4S Peyer’s patches <udssbe Guaw 4Syladl 51 an £
23 5ae 24 Enteric Fever s Typhoid Fever <l sia sl ol Saé a0 £ 5L Fever

: i JaleLEtiology

4 hsiye 5035 e al S 2 & 2y Salmonella paratyphi A,B,C s Salmonella Typhials 4 (a3 dale
sl )0 48 0 Sailes g () W bl a () g s am )l dasly ) L a8lue Enterobactriaceae olaila
H s g 1 5 ¢ Gl Jasly mhans 50 aS VL @iV 5 505 O () )y Cuslse Lipopolysacharide (LPS)

0.4- ki () ylas il g la) S s il daal Sos alad (b Al g ) s 02 99 (Al ("Jg bl W Salmonella
5 alaie 268 2l Enterobactriaceae <ol yla aiile Wy i gl | aiilue S jadia a3l 0.6 micrometer
igdne SR Hadd G

:Pathogenesis

) 200-108 CFU i) Hso a0 Sae el Gasle (il g 128 adand g0 ¥ gane O ol b (o3 sl il alas
Achloryhdric gl el 5 easml (i) 4500 381 el S 51 5 il Gme ) 232800 sdne (ot il s 4S5V
dazly lea (A8 al e IBD 0slsS (el Gl el )adly aiale il | jlaal Cual 55 L Integrity 45l el 5 (

e Yl | Q) 40 Ll ) e (Lo S () adad 53 Laal ) (615l 5 e <l i

Microfold i easei jse | el Jalia dxile cais e Sa S slasl 43 Sparatyphi s S.typhi 45l
A dama g A&A‘)ﬁ___u KEY n_i_)u..n;\a e 5y Sledansig Aja)i___u ( Peyer’s patches)&jﬁd laze JAls Cells
Gaob Ol g Sle Lo 53 o0l aly (sla (6 8L ablaine IS 5 Sle Jahy 0 5 il oai) L 3l Sk 5 S
Ol 3 Ol e 20 pline Jiiie(phae e 5 (5 glaal Glaie ¢ Jlada <aX) Reticuloendothelial gl 4 Soldal st
Sl 20y i diile adle 5 Gl el a8l 43Sl 35aae e i 45 L 8L aidlug adle 5 Gl el 4la e
DG gl ) gl &Y geass s 40 Epithelial &loasy W 3l Sk adaud 53 Cytokin 2 55 asii 3 Ylaial
G IR Ll e Ay Ghos Y S aoas Cudlee sl a8 aily das O
4 Shay e Cuilae LIS 5 Mononuclear & s aaad 3 (28U Ylial 48 hepatosplenomegolly
iy Cadia Oba o W Cussid 5 mononuclear & jas b)) aead alaiwe (el U Colonization <ls>

10



(j\ﬂ)mb\i& 05850 Jaia g

Y prane adaul gy Slaie ol §5 80 5 a8 K, cuw ¢ Peyer’s patches U2 (il Colonization s
23800 s Soa 5 lel) dne sy bl 358 45 4g aS 0ad L S

JERTIFTvYCey

o 5 A3 5 avie Gl gia b ilue Salmonella paratyphi A,B,C s Salmonella typhi gbse 435 Gl
e Cina (pliliy (liay pe Jan st G 5 13 gl sa )l adaud s fecal-oral Geob ) QU Cul e i ol Gl
e sl Gl e QU IS latie Gyl g 3 i Gaob Ol ¢ Sl O ab lae 33 5 Ot 3800 O sea
3sag b 23 80 02 G Gl 4 salS Ay g 00 A1 (sla Jsens Ay b Ol e il e Ghisa 3 bl ) gl
abade a4l HedS ol 0 BHa (mpe ol ety GlaSSl sl Hg8S ja L alld o laly by 13 ang Jayl yd
ol oAl (el Lid sl pu )3 e 0l ) (80 (s 4adls 200000 5 (e Axdly sl 22 45Vl 2 e
100 3 VL) o il Ll (B b Cgin 5 6 S e csin sl 58S 50 (e seds 5 ladl Lincidence
sl S 5 A Gla S ¢ Sl Gl S e o Al o (e SGun esdl 100000 0 4l
L ol s = » Incidence (xidn 28l 258 100000 2 428l 5 100-10 (2 = » Incidence oY Q!
Jabal 335 50 (e Giladl s Soeil hlie 30 28lie e (Saaldl Gl 4 oy Gy Gladi 5 asiall Jads mla
O Gyl o ) ol sla 58U e au pie adaadle 4 il W Uy ) 40 Ll 5 el (ol )0 K ol
oelad ¢ Al o gy il e b ea gl el sala JUS 0 13e g la adldi g (S 8 by Dl ¢ s gl ) ) ealdial Juld
H ol adasd o 028 (e 5 oaa sl QLGS 44 oy Gt p2e ¢ b Gy daall Jass Gule 5 ate ¢oagll sladl b
2% (ead Typhoid 42815 Jles Paratyphoid 428l 5 ja Jilie )y 2idlue cadm (il | ) sdea Gl 345 4S Pylori
e ) Gl 8 Gl (Seae il ) 81 Jls o (i saia )3 La sead Paratyphoid A <ilxdl s Incidence Wl .l

280 S.typhi (i)

Dseb Ll B8 Cgia la iS5 cpa S 50 1989 Jlw 3 4gsa) Cpia Jiie o aglie (A D galli Ciladl
Qe 2 aslie gla 23D 028 5y 50 4S aglie il cpl 2 Sl GBS lea il pw 4r O) 2ay 48 354
1 ok palEiu) 48 jaa (5505 5 (Y sl e (5 4 4S 21ELue Trimethoprim s Ampicillin « Chloramphenicol
80 U galls L) Cupilias ¢ 1990 482 53 a e MIDR ladl g (5 55 ) slaia 43 Ciprofloxacine g s saliinl L

ol Al 5 ol 8 gla ) pdS 5 Ll Cgin sla g€ cia ol And 3 T o) e o AL

11



(j\)&)m\‘)\:\i JJESJJ M);‘

£ -
= ~4 o &
L A
— L el S
)
)./ 5] bl
5
’ ’\f“
‘-‘&'J’I?\‘. {
W
-0
L9 /‘-
RN «'/T
£ A AR
Sk e )

1)
|

[l High (>100/100,000/year) [] Medium (10-100/100,000/year) [] Low (<10/100,000/year)

Figure 153-1  Annual incidence of typhoid fever per 100,000 population. (Adapted from Grump JA et al. The global burden of typhoid fever. Bull Worid
Health Organ 82:346, 2004.)
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TABLE 153-1 Antibiotic Therapy for Enteric Fever in Adults

Duration,

Indication Agent Dosage (Routie) EVE
Empirical Treatment

Ceftriaxone? 1-2 g/d (V) 7-14

Azithromycin 1 g/d (PO) 5
Fully Susceptible

Ciprofloxacin® (first ling) 500 mg bid (PO) or 400 mg q12h (IV) 5-7

Amoxicillin (second line) 1 g tid (PO) or 2 g g6h (IV) 14

Chloramphenicol 25 mg/kg tid (PO or IV) 14-21

Trimethoprim-sulfamethoxazole 160/800 mg bid (PO) 7-14
Multidrug-Resistant

Ciprofloxacin 500 mg bid (PO) or 400 mg q12h (IV) 5-7

Ceftriaxone 2-3 g/d (V) 7-14

Azithromycin 1 g/d (PO) 5
Nalidixic Acid-Resistant

Ceftriaxone 2-3 g/d (V) 7-14

Azithromycin 1 g/d (PO) 5

High-dose ciprofloxacin 750 mg bid (P0) or 400 mg g8h (IV) 10-14

20r another third-generation cephalosporin [e.g., cefotaxime, 2 g q8h (IV); or cefixime, 400 mg bid (PO)].
%0r ofloxacin, 400 mg bid {PO) for 2-5 days.
“0r1 g on day 1 followed by 500 mg/d PO for 6 days.
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Figure 156-1 World distribution of cholera in 2009. (Adapted from WHO: Cholera, 2009.)
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Figure 156-4 Rice water cholera stool. Note floating mucus and gray
watery appearance. (Courtesy of Dr. ASG Faruque, International Centre for
Diarmhoeal Disease Research, Dhaka; with permission.)
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oaie sl 5 228 blia ((glucose 40g)us b S 386 Jlea 5 (13.5g NaCl)abaks Si 3318 Sy laia
Ll (202 5n 5 ORS Y slae ol jaland <5 23 Saae (el o 31 Jll ol ALS (43 553 adas) 3 203l gy 230 03 S dpa s
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TABLE 156-1 Assessing the Degree of
Dehydration in Patients With

Cholera
Degree of
Dehydration Clinical Findings
None or mild, Thirst in some cases; <5% loss of total
but diarrhea body weight
Moderate Thirst, postural hypotension, weakness,

tachycardia, decreased skin turgor, dry
mouth/ftongue, no tears; 5—10% loss of
total body weight

Severe Unconsciousness, lethargy, or “floppiness”™;
weak or absent pulse; inability to drink;
sunken eyes (and, in infants,
sunken fontanelles); =10% loss of
total body weight

Gslhe (D) sa g0 3500 Guki NG tube Gk ) 1) ORS Ol sise 2l (adigi 4y Hal8 ey je 4S5 ) e 2
Ol o 5aile 25 Gk Dlle g iS5 Clagle Gadad 1 1S )3 mad (G el L Glay e sl 5515 (s
Jslae b Laas 534S il Ringer’s Lactate s Jslae (e . 28kae 353 50 133 Acidosis glar e G5 R
(O 005 %100 sidy glam)und (i sules Gl e 52 Ol ge gane 35068 00 8 bl Al (e andli sy il
560N Glae sl e S 00 K aalae J5) Celu G 50 aile aaa o 4S 20 8 daglae Celu 6-3 Ciae 2
Gl ablailas Chan 45 Clagle adand 50 (e Gk ) (55l ol Al Jsere 1S gl je )3 Tetany Cokes
B 2k Jlead aSailiay e 235 2,00 8 23 wile 2 pdie gmlbin 450 e 4 (55150 4S5k 3 8 gl Al
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TABLE 156-2 Treatment of Cholera, Based on
Degree of Dehydration?

Degree of Dehydration,

Patient’'s Age (Weight)

Treatment

None or Mild, but Diarrhea?®

<2 years

29 years

=10 years

Moderate®f~

1/4—1/2 cup (50—100 mL) of ORS, to a
maximum of 0.5 L/d

1/2—1 cup (100—200 mL) of ORS, to a
maximum of 1 L/d

As much ORS as desired, to a maximum
of 2 L/d

=4 maonths (<5 kg)

4—11 months (5—<8 kg)
12—23 months (8—11 kg)
2—4 years (11—<16 kg)
514 years (16—=30 kg)
=15 years (=30 kg)
Severe®

200—400 mL of ORS
400—-600 mL of ORS
600—800 mL of ORS
800—1200 mL of ORS
1200—2200 mL of ORS
2200—4000 mL of ORS

All ages and weighis

IV fluid replacement with Ringer's lactate
(or, if not available, normal saline):

100 mL/kg in first 3-h period (or first
6-h period for children <12 months old);
start rapidly, then slow down; total of
200 mL/kg in first 24 h; continue until
patient is awake, can ingest ORS, and
no longer has a weak pulse

Note: Continue normal feeding during treatment.

spdapted from World Health Organization: First steps for managing an outbreak of
acute diarrhoea. Global Task Force on Cholera Control, 2009 (www.who.int/topics/
cholera). ORS, oral rehydration solution.

*Reassess regularly; monitor stool and vomit output.

sAmounts of ORS listed should be given within the first 4 n.

6 Sy gy i) e i Ll dpa i (a5 s mas )M Js) e (SRS 50 b Saisn (S 4ua s
dpasi W Gl Huled b gl e ) Dl Siign (B 4a s WHOL e gt 1) adale 3 ga )3 o 3l8 )
Db Jles 435, 12.5mg/kg L1Ys 4 Tetracyclline & 2als )52 42 300mg L& 42 Doxycyclline .xlaiw
JJL@J](,S\)SQL\..MJ@QM\ dms_)\)ﬁu\uww&k\ Gl n sl Gl duas _;;)@}J.;S)}de\_ﬁ
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4u ) 15mg/kg e slisS s uS Hea by aSG Helad ol S Ko 3 4S 30mg/kg a5 s 4 Ciprofloxacin
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s\ Azithromycins ¢« Erythromycine bssi ¥ sare alda sl alla 5 Jlikal 23 Se 4pa i aaly j0 4
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3 S
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Alls Gager 5 18 g G5 (oaa sl Ll Lagad (gsaall Jaia sla Gl gens Gupdli (g geme G aggd
280 (el | ) ) S Incidence 48 2 sl (533
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201 ) A Clinical trail o0 )@ )35 03 50 CaliSGl Cani 4S 103-HgR

Acute Viral Hepatitis

D) s Sutils ladl g alad Loy 00 Koe A8 g sle G 4S 025y et U Sy (g s Cutilys
) Jad ) 84S dilie e Ar (e g s dale gl

Hepatitis A Virus (HAV) -1
Hepatitis B Virus (HBV) -2
Hepatitis C Virus (HCV) -3
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Figure 304-2 Scheme of typical clinical and laboratory features of
hepatitis A.

: Hepatitis B-2
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Figure 304-4 Scheme of typical clinical and laboratory features of
acute hepatitis B.
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TABLE 304-6 Simplified Diagnostic Approach
in Patients Presenting With Acute
Hepatitis

Serologic Tests of Patient’s Serum

Anti- Diagnostic
Interpretation

+ — + — Acute hepatitis B
+ — — — Chronic hepatitis B

+ + — — Acute hepatitis A superim-
posed on chronic hepatitis B

+ + + — Acute hepatitis A and B
_ + — — Acute hepatitis A

— — + — Acute hepatitis A and B
(HBsAg below detection
threshold)

— — + — Acute hepatitis B (HBsAg
below detection threshold)

— — — — Acute hepatitis C

J EQEVE BT RLT- BT SRk
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TABLE 304-7 Hepatitis A Vaccination Schedules

No. of Schedule,

Age, years Doses Dose months
HAVRIX (GlaxoSmithKline)®

1-18 2 720 ELU® (0.5 mL) 0,612
=19 2 1440 ELU (1 mL) 0, 612
VAQTA (Merck)

1-18 2 25 units (0.5 mL) 0, 6-18
=19 2 50 units (1 mL) 0, 6-18

A, combination of this hepatitis A vaccine and hepatitis B vaccine, TWINRIX, is
licensed for simultansous protection against both of these viruses among adults
(age =18 years). Each 1-mL dose contains 720 ELU of hepatitis A vaccine and

20 ug of hepatitis B vaccine. These doses are recommended at months 0, 1, and 6.

SEnzyme-linked immunoassay units.
Abbreviation: ELU, enzyme-linked immunoassay unit.

Lo galiye g0 i B il ) o S dn )

2sdaa il (HBIG)L Hepatitis B immunogloboline 4kl s 4S Post exposure prophylaxix
abliac (35,50.5ml e 43 a5 Glamy el oa )5 (A aibie Lia 43 e HBSAG ()l ) aSllabal gl 55
os Ol L edd s a0 Balea 4SS (o) s L B (aaalat LS (5l (el O a4y 2 e
i (el Jlany 4SS (5l 5 Gy ae ) 2m el 48 () 0.06mIl/kg e 4 22 Bae g sme
OhE ) lame (U5 Gavb D) D0 (x40 Gy yma Jlam D5 14 G i B Gasns Ol 4 G ma
HBsAg 4l L analoge <éss ;3 4S Recombinant (Sl s 4daul 3 4S Pre exposure prophylaxix
Grkd ks 0)la HBsAgaa s 1) ol () a5 o )a8 (o pe 03 908 G sy (S5 (3l L2 s alad)

il S35 dsas 0 ol s
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No. of
Target Group Doses Dose Schedule, months
RECOMBIVAX-HB (Merck)®
Infants, children 3 5 ug (0.5 mL) 0,1-2, 46
(=1—10 years)
Adolescents Jor4d 5 ug (0.5 mL) 02, 14, 4-6 or0,
(11—19 years) 12,24 0r0,1, 2,12
or
2 10 pg (1 mL) 0, 46 (age 11-15)
Adults (=20 3 10 pg (1 mL) 0-2, 14, 46
years)
Hemodialysis
patients®
= 20 years 3 5 ug (0.5 mL) 0,1,6
=20 years 3 40 pg (4 mL) 0,1,6

ENGERIX-B (GlaxoSmithKline)®
Infants, children 3 or4 10 pg (0.5 mL) 0,1-2,46o0r0,1,

(=1—10 years) 2,12

Adolescents Jor4 10 pg (0.5 mL) 0,1-2,4-6o0r0, 12,
(1019 years) 24 or0,1, 2,12
Adults (=20 Jor4 20 pg (1 mL) 0-2, 14, 4-60, 1,
years) 2,12

Hemodialysis

patients®

<20 years 4 10 pg (0.5 mL) 0,1,2,6

=20 years 4 40 pg (2 mL) 0,1,2,6

s C Gl ¢l p pdla jae (5 ol 485 B il (Sl dan g Gl sl oD bl
Sl 3‘9.;‘940:\“5\‘9?.%‘9 |gG(»§ EQ#\.&\A Ls\‘)..a_d_)\ia
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Al (Tissue-lysing ameba)Entamoeba histolytica 4dawl 0 48 s25 baal (3L ol S Amebiasis
<Dysentery ile (ol yal alayl cuw 2ilsin E. histolytica W) eas (lase s o Giladly Cu 81 0 sda
b S ) Jsadi 4 (lre 7 LA

: Life cycle and transmission u@« JAi) g JAba s g2

Ao Cpaia )l 5 ed e Ciau 4SO Cyst JSS S0 tasme (i 1) (lsd s cds a0 0 E. histolytica
a8 23 S e aley gl sl ) aada (L e Gl adlie S e 4S ol trophozoit JSei e 50y adilue
agd ol On Jalfecal-oral Gk ) sk gl pa)A s Sk Gl pudg adaud g (ICyst JS& 4S
521 ) sdaa (sl Jasna 50 w3l by Cyst JB) 20e <l e 33 (oral-anal sex)iea sazde GuSow (83 kil ol
20-50 253 2 4S f trophozoit JSabs ead Jb CunS el Ha g edm ) S sS slaal 40 O 3 e Sl g saile
1 e AL G5 2l shaa g oy abaile (glaal o OB g 558 55 JISE) L0 Bae 213122 ké micrometer
a2z .23 8 Amebic colitis 2yl s 0313 ) 8 aaled 2 sa | laal Jalie 48l b alad (S o2y 3y 2ga
portal b b Ol Gk Ol asdie Gsa Ol Jalay eyl 8 ales ) sl jlasl Llis E. histolytica 20\ se
gIobl adale ol e Gk Ol S jate (sla Cug sy a3 Bae 28 Sl (ol Alag) s s 28 45 circulation
Lol 355 e Co D) o a4 205800 18 A1) (slsp (e 2 4Saile ) Ll 2iline pge (i lai ) 4S aia S

238 ) s JSam p gl Canne g o2l 023 ) adale 3 ge Jans 53 )kl Slamy OlCyst JSCal

Figure 209-1 Entamoeba cyst. Three of the four nuclei are clearly visible.
(Courtesy of Dr. George Healy, Centers for Disease Control and Prevention.)
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Figure 209-2 E. histolytica trophozoite with ingested red blood cells.
Note the single nucleus with central nucleolus. (Courtesy of the Centers for
Disease Control and Prevention.)

:Epidemiology
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: PATHOGENESIS AND PATHOLOGY
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4 1,058 E.Histolytica <us s 6 JSE) 48 agine Slel ) g e aleiie Caaglia aphg S Cudlae Jilde
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E. histolytica flask-shaped intestinal ulceration from
a kitten. (Courtesy of Dr. Mae Melvin, Centers for Disease Control and
Prevention.)
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A dee Jlie 30 53 )y 50 Al E. histolytica 22 % amebic liver abscess sba) G sasil
ile (Bleni ) (gsd Ol sd 53523 K G yAS 45l ylad G glie complement

3348 lalllas e et |y i lain iy i U ool US55 S s 3 Cullen i
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: Clinical Syndromes SoilS W ag i
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gas ahle olse 4ilas )0 E. histolytica Sy Cughshy i JSA) il jn adaul o Soual Gl € pandll
JSia  sSaus 5 )8 e aniass 4ilae Jaws 53 E. moshkovskii s E. dispar b E. histolytica & i sarai Ll S
aajle o) ge Adgal A allae Cuwd Jise LA . histolytica a8 (anddS )0 a5t ol elal (ped 44 od g
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@l Cuilslh DNA @il johie 40 PCR 4dlas Cuwd () Gy QB SIS ealiinl ) shaie 4y 1505
sl s 2ilue research sepidemiologic <slal sl d 4ilae Sy 0250 21 specificity ssensitivity
5353 03 i O (51 ) s3 50 (salial Ui 4dlae G E, Histolytica wsla oa (i) <l j3 ) shaie 43 ELISA (S kas
iy Al S S s San allaa 40 hai 1 a Uasisensitivity (113 < Gl 2y Ol saldind Al cl ja
Gl Gl b Sy Sae Allae abanl s e padllS A8 e 0.l e Sl shalie (gl ealdin
L i s ) shaie adlaal Llae ) Jiaw (58 8 &) e o33 28l e E, Histolytica s 32 55 g s S5l

g ) A 021K SS colonoscopy Ailas

S5 gl i b gla) aa ol CT Scanys ik gl jill 4ilae o 5§ amebic liver abscess (auiis
Mhﬂau\}\)ﬁt’_\gah\d\)\dﬁ%]ﬁ]@)dﬁmm\ éLbAM)M%JUL\MJJﬁA@a;

8By &Jﬂ BT

«(campylobacter ~<llily  Shigella) Bacterial dysentery s ax A8 padlds
inflammatory bowel disease <Pseudomembranous colitis<Balantidium coli ©Ulil<Schistosomiasis
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G g adale M ge (o S s Sae Al (JlyiSh Gl ) shie 4 adalle ol e el dilae adlne Shesin) Cul S
88 L Ameboma Cuis a8 L3S 2l 8 SS (348 Ll el b Amebiasis RS palddl )0 SOl e cla
Gl Hsesis S Suilan b € S A b el b al a8 Sl ol 20 88 58 Gandiii al bl sl

AR S (a8 A€ Silinline

:Amebiasis ¢l

Dbl gl jo a8 a1 AT 4y 59) alea ) 23l Tinidazole sMetronidazole J<Li 4S nitroimidazole <lsisia
s2aLisE, histolytica 3 4usd) (p) (s Craglia AR @ pala pae M aih e Gy fise gaSy s
cul € 5515 53 metronidazole 4 ks Tinidazole Cu ise s dasd  Caul salas i 3a (55105 5 (3 S sy K
A8 a3 Gl ) Cawd 50 30 Metronidazole (3)) aniue Gl aglre jisd 2 Sl sl 5 Sl
=aiue ) Fulminant amebic colitis s s 5o .23 Sae sdliiul () ) (il b 43500 230 4y HalE Gl ye
sl Sgn S L asl s K Bl 5 el perforation 45y sa )3 a3 K saliiul Metronidazole 80

233 8 ealiiad e jea JLySl il g gl ) shate v Ko

TABLE 209-1 Recommended Therapeutic
Dosages of Antiamebic Drugs

Drug Dosage Duration, Days
Amebic Colitis or Amebic Liver Abscess
Tinidazole 2 g/d PO with food 3
Metronidazole 750 mg tid PO or IV 5-10
Entamoeba histolytica Luminal Infection
Paromomycin 30 mg/kg qd PO in 3 5-10

divided doses
lodoquinol 650 mg PO tid 20
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Table 35-6. Treatment of amebiasis.”
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Clinical Setting

Asymptomatic intesti-

nal infection

Mild to moderate
intestinal infection

Severe intestinal
infection

Hepatic abscess,
ameboma, and
other extraintesti-
nal disease

Drugs of Choice and Adult Dosage

Luminal agent: Diloxanide furoate,2 500 mg orally three
times daily for 10 days
or-
lodoquinol, 650 mg orally three times daily for 21 days
or-
Paromomycin, 10 mg,/kg orally three times daily
for 7 days

Metronidazole, 750 mg orally three times daily
(or 500 mg intravenously every 6 hours) for 10 days
or-
Tinidazole, 2 g orally daily for 3 days
plus-
Luminal agent (see above)

Metronidazole, 750 mg orally three times daily
(or 500 mg intravenously every 6 hours) for 10 days
or-
Tinidazole, 2 g orally daily for 3 days
plus-
Luminal agent (see above)

Metronidazole, 750 mg orally three times daily (or 500
mq intravenously every 6 hours) for 10 days
or-
Tinidazole, 2 g orally daily for 3 days
plus-
Luminal agent (see above)

Alternative Drugs and Adult Dosage

Luminal agent (see above)
plus either-
Tetracycline, 250 mg orally three times daily for 10 days
or-
Erythromycin, 500 mq orally four times daily for 10 days

Luminal agent (see above)
plus either-
Tetracycline, 250 mg orally three times daily for 10 days
or-
Dehydroemetine? or emeting,2 1 mg/kg subcutaneously or
intramuscularly for 3-5 days

Dehydroemetine? or emetine,? 1 mg/kg subcutaneously or
intramuscularly for 8-10 days, followed by (liver abscess
only) chloroquine, 500 mq orally twice daily for 2 days,
then 500 mg daily for 21 days

plus-
Luminal agent (see above)

'See text for additional details and cautions.
Mot available in the United States.

Jise b Tinidazole smetronidazole b 5515 28 Sl K (o) Gsea 5o (in 4S Cal Gl 4a 58 Jid
Js S el 72 e g a0 Y sere Ghias 3o %90 25 23 K (55185 Samal Cul € L ailiia j50 g oa g
G 0 Cusa )l g 5 s maes Db dallae G 50 Gl g e Tl A8 Sl a3l 00 S
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O ot Lal sl S 5Stia 28 Sl (ol 40 485 L 23 K dpa i 280 S CSiia gy el b a5 28 Sl
smetronidazole L sl 3 csllas aagii aS s Gl Sle ) a8 Sl ol 4alai by 3l e a8l Al
(Al 430 aiday 2535 )lael 53 (8 A D5 )y sl g gl ) Jles 4SS )als G tinidazole
el A8l o s by ol ) s 3 )10 53 4 (ol 0 0y et 5 21 S G b By ) 481 (6

Asdine | al S adand 5o Ly (al a3 e 4y uand S50 38 35510 0215 505 0k (Sl e b K5

ASaibiay jo Ly diw juaid Slale (YL 4y g 40 bl (sl 3 (Tinidazole smetronidazole )<Sauel (51 (515350 j
aiile Luminal Amebicide 4xsd buwsi Ol sae shie 4 2l S Sl il 5 Amebic colitis las
lodoquinol 4 Cawsi paromomycine Cuaa ) 4S wilas 438 U ais Kw 55135 lodoquinol sparomomycine
a9 OlSes 4 o) LS 5 amebic colitis ol ) s oSin Jshie 4 adle s Glday peCand 55 YL

A K (55035 Jodoquinol Lsporomomycine

Leal (el jo st g =Ll )3 s E. histolytica YL Jx <l s 8 Antiparasitic )52 <o 4S Nitazoxanide
_JJ\J 2 s 5 Amebiasis d}\ﬁ‘)ﬁ J g2 UA:\‘)S}A B JJALA‘_;;\_L\;\SSAA\‘}AQLA‘ Sl JS}A
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A1 dsa s ol ol 4 Sl 1 S ) B4 g gz b el s i i

ejd M
(o 3 () ) o

INFLUENZA! 3 sii)

46



(J\)AA)JA;\JLB JJSS}J M}é

iy ya
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alide Jud 4u CoeBeA ) ¥l sl e s 48 21 Orthomyxoviridae 2! A 4 b g ye ) 35183 (sla (g s
G On ) Soia ) Slia sad (il 2 CBeA () 35l (sl Gus s 1Bl 2idline 02l A () 43 Ty
b sl Gasil Gl pA ) 38l e s gy Canl 4% S &) sm Matrix protein(M) s Nucleoprotein (NP)
G5 oaddie W Jus ol sy S apndi jidn W subtype 4 Neuraminidase(N) s Hemagglutinin(H)
Influenza e ) san 8 (55184 s nsSubtype 5 O s ad s (s s (a3 sl ¢l i Jae bl 44
G e Lt 4S8 2dlue Nl e 99 H 8 e 16 slhvinfluenza A4S A/California/07/2009 (H1N1)

23 80e 1 3351881 (i ye (sl Smann) 3y e N2 N1 cH3 ¢H2 <H1 sl

ad oad aladl Ll (oYL clalldas o il 4S eas (Jlail sla Ga sk 5 S0 BsA )3l sla Gy s
o5 aliie e (55 S IS )la W (s (ol L2 Cgldie aaly JSS Hh0 ) Bas A s o) sl sl s s s
Bl o0l a8l 5 Ll mhas 50 NSH sla O (1 4S 2 (s (g S (611 23ilue 80-120nm Lkd (sl
O Bl aSdla o Gl L s yaa sialic acid oAl L sy ns Juall dse Hemagglutinine(H) o>
G Gesns 0l Glse ooaa Ol G Dlamy sy s Gidbe A1 o 1) saee b (385 Neuraminidase(N)
Jaly Gl ey ns O ssise 450 endosome JSE L receptor-mediated endocytosis 2 sie 4 |kl
Ghlay s Gisy Woendosomal slie )il b fusion wsssHemagglutinine.xia Sae Ol oaa
O i e 4y Gidlae aly 03 8 331 e 2% sl JAIs 4 (e 5 nucleocapsid U 2 sdise G s 83 gal
0 adle Vsl sl g s 4 028 Clae Jlae 4 Gilbilae K5 sai€ i dele S Hemagglutinine

23 Kae il (IS g 43al S gana | (s s LSS Neuraminidase o 8 dilie 45 ilae gy 450

:EPIDEMIOLOGY
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s Outbreak .2iilue Cagldl o ady g Hha1 3 4S 2 gde sald BB I 349 sOutbreak 4lle 4ea
sl 4y 4 Ga e Sles sl Pandemic 4Salla o 03 Kae adly Jls 3-1 sla 4ds 4 oy Slae b (5 sk
b3 2009 dhe 2 Ua e Saadily oAl dade F S Jae slaoutbreak 4 b Ll aglae adl 5 & gl

A R e Lid ul jus 53 ole (pia e 534S 25 @l s A/HINT () i) us s

:INFLUENZA A VIRUS

s outbreak (ps Wby b ams A @I e s sy Saeaibh s WOUTBREAK St () (AW
S 4l s b GRS Gus s o) NSH Gl ol ) aidbie (e 43 A 53511 (a g 5 adassd 5 ) 33 5las)
Lo S 2 b @l i Kae 3 antigenic Drifts antigenic Shift csla aliy &l s () 4S 2 la <l g
Gl et adline (e G Sl b al i s A (sl 35l aala Leii 4S 0 K 3y Antigenic Shift sl s s s
Ol 0 led 4 s Sia ) @l a3 Sae 24 Antigenic Drift ol Saia B Sa S L S
Hemagglutinie o> &3 50 3 Olejed aiilgie <lymd oy 454 L 28 #8ls Hemagglutinine
Jdus )3 N SH o B 5208 antigenic shift Sis (3 @l pad @ d Jle G 268 #3815 Neuraminidase s
Dl Soaaily ) Gans s Ol s 23 K Jaad AZH2N2 G5 s 40 AJHINT ) 5 sli) s s 4S a8 a8l 5 1957
G505 4S A8 a8l s H O B 0 Antigenic Shift < 1968 Jlu )2 .23 S (i 3e 70000 K e daclyy ad 3
Ju 225 5 it 1957 Jle Soaily 40l o s2d @y Saanily Wb a8 daasi H3N2 esns 4 H2N2
Jus Sy a8l ) il a1 (s 218 48 30 8 (Saanily Cass 2503 ) 5eda HINT (s s S 1977
Jus (I 1918 Jw ) HINT ) 3iskiil as s 23 Kae saabliia Jid st 53 aSu sk (225 a3 K A8 1957
Gosrs Jlie 534S S @l g e S Al 1957 Jls 3l J 4S8 Uyl sas olysd 0 1956

LAk 4881 i CndlasHINL

TABLE 187-1 Emergence of Antigenic Subtypes
of Influenza A Virus Associated With
Pandemic or Epidemic Disease

Years Subtype Extent of Outbreak
1889—1 3890 H2MN8= Severe pandemic
1900—1903 H3N8= ?Moderate epidemic
1918—1919 H1M1° (formerly HswiN1) Severe pandemic
1933—1935 H1N1? (formerly HON1) Mild epidemic
1946—1947 H1MN1 Mild epidemic
1957—1958 H2N2 Severe pandemic
1968—1 969 H3N2 Moderate pandemic
197 7—1978° H1M1 Mild pandemic
2009—2010¢ H1N1 Pandemic

______________________________________________________________________________________________________________________________|
sns determined by retrospective serologic survey of individuals alive during those
years ("seroarchasology™).

fHemagglutinins formery designated as Hsw and HO are now classified as variants
of H1.

“From this fime until 2008—2009, virnuses of the H1N1 and H3N2 subiypes circu-
lated elther in alternating years or concurrently.

“Movel influenza AYHTIMNT emerged to cause this pandemic.
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L oseltamivir L o050 b sI8 a8 So dl dga g0 A 615358 (55l 6)  rimantadine samantadine
GRS LA e cladls 5o js) anSo 4 ) adle s il el ol e 23 8 el sy 5, 2 4S zanamivir
) a5 sy cuw oseltamivir s Bleise 28 Jadi g Wil Glias e 3 1) ral aulis zanamivir. 23w
2 emas Sl ol alse b el 5§ Oseltamivir 2wl (i8S (58 s ()l se 23 S 330 122 Ly 84S o K

Adlne Juak) oy

05Sh (o) el cldadlial) EalS s SaulS ) S (el cuw A ) ¥l 5603 3 Rimantadin sAmantadin

23 S

TABLE 187-3 Antiviral Medications for Treatment and Prophylaxis of Influenza

Age Group (Years)
Antiviral Drug Children (<12)
Oseltamivir
Treatment, influenza A and B Age 1-12, dose varies by weight? 75 mg PO bid 75 mg PO bid
Prophylaxis, influenza A and B Age 112, dose varies by weight? 75P0 qd 75 mg PO qd
Zanamivir
Treatment, influenza A and B Age 7-12, 10 mg bid by inhalation 10 mg bid by inhalation 10 mg bid by
inhalation
Prophylaxis, influenza A and B Age 5-12, 10 mg qd by inhalation 10 mg qd by inhalation 10 mg qd by
inhalation
Amantadine®
Treatment, influenza A Age 1-9, 5 mg/kg in 2 divided doses, Age =10, 100 mg PO bid <100 mg/d
up to 150 mg/d
Prophylaxis, influenza A Age 1-9, 5 mg/kg in 2 divided doses, Age =10, 100 mg PO bid <100 mg/d
up to 150 mg/d
Rimantadine®
Treatment, influenza A Not approved 100 mg PO bid 100-200 mg/d
Prophylaxis, influenza A Age 1-9, 5 mg/kg in 2 divided doses, Age =10, 100 mg PO bid 100-200 mg/d

up to 150 mg/d

s<15 kg: 30 mg bid; >15-23 kg: 45 mg bid; >23-40 kg: 60 mg bid; >40 kg: 75 mg bid. For children <1 year of age, See Www.cdc.gov/h inTfiwrecommendatons hm.
515 kg: 30 mg qd: >15-23 kg: 45 mg qd: >23-40 kg: 60 mg qd; =40 kg: 75 mg qd. For children <1 year of age, see www.cdc.gowhintilurecommendations. htm.

“Amantadine and rimantadine are not currently recommended (2009-2010) because of widespread resistance In influenza A viruses. Their use may be reconsidered If viral
susceptibility is reestablished.
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UigusS o sl cugasian) 28 (i) (LSl (omss S e ) 36 Pharyngitis sxee )
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: Respiratory Diphtheria (o«dii 5 kds
da Juwi B 53 Pseudomembranous b c3lS edia LEE Cud g sac 5 3 )3 Gl (551 (SIS pandls

G o & Gl s pa gt el Gaddl jshie 4 ¢ odle pnayfie Gijga Cidd iy il el
e 43818 S5 0 st 855 5 C.diphtheria

Figure 138-1 Respiratory diphtheria due to toxigenic C. diphtheriae
producing exudative pharyngitis in a 47-year-old woman with neck edema
and a pseudomembrane extending from the uvula to the pharyngeal wall. The
characteristic white pseudomembrane is caused by diphtheria toxin—mediat-
ed necrosis of the respiratory epithelial layer, producing fibrinous coagulative
exudate. Submucosal edema adds to airway narrowing. The pharyngitis
is acute in onsef, and respiratory obstruction from the pseudomembrane
may occur in severe cases. Inoculation of pseudomembrane fragments or
submembranous swabs onto Léffler’s or tellurite selective medium reveals
C. diphtheriae. (Photograph by P. Strebel, MD, used by permission. From
Kadirova R et al: J Infect Dis 181:S110, 2000.)
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Figure 138-2 Cutaneous diphtheria due to nontoxigenic C. diphtheriae
on the lower extremity. (From the Centers for Disease Control and Prevention.)

59



(j\ﬂ)mb\i& 05850 Jaia g

rs Ak SIS ola @l 0l

ebuay ol ldl L8 jha gl 6l 48 LS 3 4 Septic arthtitis s <we S 53l caus T)2U C. diphtheria
20 Bae S g s aa pa 5 330 A g ) (bl ¢ 23510

: Complications <Us3Ga|

2l gise (5 i QIS LA il 00 gy (ol 200 (5 300y pd edes s Dl ) SG Adna (ol )b o
Iy diae ) 25 4osi 4o 4S alad HLESH wad Clamdi 5o aia (ol 40 a8l L aa K lea ok (hah dhelyg a9 laa
LGRS ) 4 de byl « S S (olsa Gob 4 Jlihl Gald G gy 3 Jle 2ol (g8 Bk (b )

So gloa L Ldlue 4B Hhn o i S ) (JBG A g Al I myocarditis sPolyneuropathy
%5 23 s myocarditis LA} ol s Jliay e %22 28 (liuie B 5 )seas 3 1995 Jw 2 Outbreak
ASaledl 23 %2 5 myocarditis Ghia 3o 33 %17 s S e suad 25 00 adl s neuropathy BOAl ols
dilated 5 e sl )l Lol Cuo S s cAiay G gan Gl ol G0 b myocarditis 84

.2ilue cardiomyopathy

5k Come b Ghay G par>a Koe YT e asd 4Bia 5 Jl 4l Gha 52 Ule Sl sl il
Oe 4y el Ang 3 S 5 (L) e Jald 4 B sl Cudggle o qalad dgs a0 Ko s d A BISS
a8 w5l (St dsdie i anse daia b Sy oad Sl s Aa s &) sa 4S Ciliary paralysis. b
Gvin 23 Koe @l s o simn dsei 4 sy sad K Gilayg oadli Clme G5 Cluna 43 jaie s AYL
35 823 B s s (S a sla Polyneuropathy (el dsa s o 5 03 g b pd (a8 ) g3l s eaiia
434S adlne Jo b e alaxd aS0la 2 20 K il p3 il (g 5y lae 3 5 | el CSF Ablae 5 ik Jh (g ya
demyelination 4isla (s yiin sl by 5sih i 31y S 4wis Guillian-Barre syndrome
Adlue (5538 exotoxin ) b el e

4 Al 5 ccerebral infarction «ulleudl «dS A€ axe cppneumonia b s ity clladid) il
Al Je 4 680 antitoxin L sl 4agi 53 serum sickness.iilue

:DIAGNOSIS (asdid

L aSilimy ya 23 (ondlll (5 30 3 pine 483K (o) 53l 0¥ Clitlaa s (SIS adle 5 (alje ) i) s i (and i
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Gaodl Q8 eals cldl il b (SalS Gl 1 o sdne 431X C, diphtheria JalS (slal 5 il (5 i s

: TREATMENT OF DIPHTHERIAE

: Diphtheria Antitoxin s i (s g8 )
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43008 Juay (S 55 (5 50 (S 58 1 (psn e (IS 1 ey S pe ) oae (i b (S8 ) (5 )58 Aea i
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T gia il 3 253 40000 3 20000 o snin s asal (55t G Cladly g g0 (5 eSS 1 s
ol (g L YL iy H) 4w ) A4S (i ge iy DB 05 «is 60000, 40000 nasopharyngeal
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: Antimicrobial Therapy
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12500 Jubl (s) ) <5 600000 52 4 procaine penicillin G (1 123 50 st did W <Kt s () sk
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: PROGNOSIS
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s A 5ol oy () g Lara g 28l 485 ga g g g QIS gLEe (LS 2 3 4S (il 8l saail 33 (5 iy K ja
bull-neck diphtheria :Jabi Lo sl sha Gl sl e 0 Qe adly adly jha old 23 W Gl
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:PREVENTION 48

:Vaccination
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INFECTIOUS MONONUCLEOSIS

Ly

2 O shesialy (b gl el g3 (i L Caale o s e S Infectious mononucleosis
nasopharyngeal 2ile )gasi piia b e ol . ulwe Ol 4 Epstein-Bar virus adawl s 43 4S o3 diaj
Epstein-Bar virus .23k ol 55 B cell lymphoma 5 (Sa o=« «Burkitt’s lymphoma <carcinoma
dag e Glle b oaS 2 bl Gles 0 Oesny ) 8 9 a8l herpesvirdae Jwld sac o (EBV)
A S S8 G 55l g o

: EPIDEMIOLOGY

@ s & sho 93 A5 30 (O asd zsls e s Jsane Culgilaoysn g5 08 o U Gl il mld Jlea pud je )3 EBV
O 0 1) s ua sla ol () 5 audlie sdgai (5 1) OB 4zala 281 %90 JalS & sb o )90 (o sdine
aSala 0y Ky Gl Gl (DS (e SO Ysers Infectious mononucleosis (IM) LAl 4idlawe (i sa
(LIS Jla 3 sla L 58S) 301 LIS (5 paall Jin sl e 4S ikl 5 31 ls (sabaBl elaial (b o
D35S 5 Gt Jsene ) Olea S 235 3 M 5 el gl gpiled g 5o Jdbl iale (il 43 Jis EBV
O Y IM W 38 e Gagi 4 g sho 50 (I EBV L 2 (e didlie (5 paall Jads iy (gla o ot (6l )y aSula

Adlne il 5L ) @b o) 3

Gl e Q55 4 pase Osd OOBIS 31 s TSI a0 Kae e 0 Gilaly @38 L el w53 EBV
Sl s g ompana L SQ 5 el ade Sy gem 223 K0e @l g G s 2 Olss OIS 235 o Jl 5 ylaie
O YL aleie Jl 50 alie e transplantation s Gsa transfusion 4wl s 43 EBV .23 8 a8l 136 o
by g ilaiie =yl i casaly (ad 1A ol (g g i) G e Osu 5 seropositive 4513 90%

Adlue yiin Old asaly G I IAN )3 Gag g okl caidlue IM Clas 4501 immunocompromised

:PATHOGENESIS
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Adl e ) el &lgae 5 oropharynx Jim) Gloas gy el Cl pu (Sl @l 18 akasd 5 40 EBV
3 Koe e b Jil Gloaa b Gl s B sl Cugial 23 K0e 301 Glas o)) replication s
s 1y 28le adiie &) geas tonsillar crypts b Cu sial Gad (it sxiad L 4% R &) pa 4l
s sial Lol pet B oadh (file <l s 53 BBV dabuail 5 i85 0 gine i Gy sl pas 40 a3l 35008 (5 A Ol JA
(polyclonal) saie sl (0S8 Gad Juad 20 Sae s skial Zladl (a8 K50 G IM Ghioa 2 oad Jlad T sla
SIM s 368 gloa 52 33 80 (s s W Oiiss Ohse Slas Jiie 4l (6ol ) A i 4r jaie B & jaa
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A0 Kae Culaa EBY la g ) i ime da 3B 0 CD8+ T Sloas %40 )5 YU agas j o S
o0 08 o b Jin) Ol jaa Ll aidilie Clasil g3 3 EBV o 5 533 memorial B cells b 2 s ybla B &) jaa
oropharynx 3l wess )bl b oad 331 @ y8ae 518 Acyclovire b 5185 cnd oy e ASaile ) 213l
zhu 53 (CD21) EBV eses receptor b o3a]  alaiie ol 53 dilase 3L B Gl jaa )3 s el s gai i
4 ik epithelial < jas EBV ol adlue 33 complement aiwss C3d Ja )y o031 ¢« B &l jaa
IS Lt @l yaa o) e £ (piie EBY daw i B <l _jaa 4Sile ) 120 K W virion adsis (s s replication
EBV nuclear <= ¢ B &as Latent b Giseld Gl gl ) 00 S0e sl 3 pana U IS5 (LS a5 03 e
Gl yaa i Sae @il 0 o3 2 EBV RNA 5 ¢ Latent membrane protein (LMPs) « antigen (EBNAs)
D1 Dess LS oS alaad oSG Lags canlaiia S8 1ol Gal e oK g saal ¢ 03 gad JSE s EBV adand 5 40 4SIB

Aileire 2 g8

112 Humoral immunity 4 ki ) aee 38 cellular immunity b ssoas Cudlaae EBY ol J5 58 o
S8 by pe cytotoxic T cellss <natural killer cells <suppressor T cells ¢l o als ja j0 2dlua
Ay T a2l Jlad sl S jle 49w 23l EBVL B b (fie &l jaa proliferation Jds A8 3 1) sdec
Human 5 o2& 253aa Cytotoxic Tcellsglii) s dal e jo i e 2l Interferon gama (IFN Gama)

Akt 355 ) B s (e Gl jas g 03 5ad (alili | LMPs s EBNAS 4S 23 S a6 55 Leukocyte antigen

: Clinical Manifestations L S-S sl 4l

radle 5 o2l o

a8 Pharyngitis 45 L ea s e (b 2igdie adly O sa Jladal 235 L (53l 353 050 o 4SQ) EBV Ll i)
Dseb L al 8 (Sl sioys ) QL) ClaBl 5 %75 dsaa )3 caadA G sean a5 @l (Saa tonsillitis o b b
Malaise 5 «sliac b 250 ( Siud laal oo i jdald hiay je (al el Lalsig sbiojysn 0 IM 2dlue IM
atypical lymphocytes s <«Splenomegaly <Lymphadenopathy ¢Pharyngitis «4a=ada &) pan dilue

e a0 g ghe )0 ) o ) sacay
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TABLE 181-1 Signs and Symptoms of Infectious
Mononucleosis

Median Percentage of

Manifestation Patients (Range)
Symptoms

Sore throat 75 (50-87)
Malaise 47 (42-76)
Headache 38 (22—67)
Abdominal pain, nausea, or vomiting 17 (5-25)
Chills 10 (9—11)
Signs

Lymphadenopathy 95 (83—100)
Fever 93 (60—100)
Pharyngitis or tonsillitis 82 (68—90)
Splenomegaly 51 (43—64)
Hepatomegaly 11 (6—15)
Rash 10 (0—25)
Periorbital edema 13 (2—-34)
Palatal enanthem 7 (3—13)
Jaundice 5 (2—10)

splenomegaly 45alla jo caiilie e diua g adle ) (a0 J gl 4388 0 53 Pharyngitis 5 5 sbs) <adl
B ali 4al 3 Y seas lymphadenopathy.didlue a je asws asd 438 )3 (o e dlua o0l ) S
2 Ll caﬁul\s.ujéj)'gbbu&u“_a\ﬁc Adlie g gegee bpdiie 3 ) se par 50 Ll 2 lie Glas | Glase
g Ry b Joili 28 K55 L o) 534S 0253 i e 4 3l (al ) ) Pharyngitis . adluas culd gls sla
wdapapular s rash L Cleldail a8l 4idlaw streptococcal pharyngitis 4 Calud 4 o2 0 by Juili (YL
13 Bae (55135 Ampicillin b a5y e JES) ale 35350 53 Gl e %5 40 Saa i 52 Glian e sdas b 53b o
= penicillin A Jilia o Jeall Se 2238 gl 4S b 25a 0 LS 2% macular s> sla rash s
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Cu 0y ale dsa e Jhiay e sam 33 )3 a8 erythema multiforme s Erythema nodusm.ail
i ol 53 U ole il gie S a3 COSEe 5 malaise Wl leise a2 4588 4 ) 2 (il el s e

L

Figure 181-1 Rash in a patient with infectious mononucleosis due to
Epstein-Barr virus. (Courtesy of Maria Turner, MD,; with permission.)
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sneutropenia <add 4a ) oy abade 4 ey e gle Guudd ghe ) 4duay sk CD8+
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Figure 181-2 Atypical lymphocytes from a patient with infectious
mononucleosis due to Epstein-Barr virus.

: COMPLICATIONS <\adial

Db 2Kl R 5ol e il 0 Soe gy ) edisd dsiae 35a 3a M Sl S
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IM .03 800 a8l 5 (o o 250 438 0 |M aw )3 Cladly 25% 353a 50 Autoimmune <Y sen oaxl
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(o S e (Al s sielani sin) Cuilay Jald EBVals Gl jaw 5o S ol cldaduial
iilse Vasculitis s bl 8Ky Cils 3 ¢ interstitial nephritis <pleural effusion ¢ s sy

DIM D e 4 EBV o) ) 3l 80 Gl sl

slasial (€ b Y5 Jlae 4l b glias e 23 3 EBV ) 486 lymphoproliferative o=l w4l
O aa 5 Chronic fatigue syndrome b (s e (Siud a5 3iu ¢a3 Casa hairy leukoplakia B &l as
anaplastic « Hodgkin’s disease s Burkitt’s lymphoma J«li 4S EBV ) (3L 4S malignancy (pxia

~ilue B &l as lymphoma s nasopharyngeal carcinoma

S Sl g sl G

poomusdl (B ) )l )3 a5, S heterophile @ MK JWhl 53 e gandid )
<ild ) VG )2 heterophile wab (B! iy xR guinea pig b Gsioad S 4lS Cia ol (54
sl b G Bae (pme calaine agglutinate 1) ol 5 2l K (R A e Gl K4S 4
Gnbanpd o dea ) A YL L ssbee i So ai 80a )18y W0 EBV sl (s L heterophile
sl oL G ) b i Adlne and i 230 4130 gtypical s Cusid s IM gl el 4S EBV Al il
A (g 0 ASalla o aaa Sae il s Cuie [V Olian ye 235 J) iy 3 Sl s %40 L heterophile
o3 a) (miye g ood 3 Gl it S s 0 23 K0e il 0 e Gl e % 90180 2 2 psm
2 L ailae Bl Gl g e g pd Sl ele 4 I Vsere b adilie (55 e Gl ) SS cadly
O ol Jlada) 03 W galy (1 o) aiilase (8L Cudie Jle o ) heterophile sl ol () Cladl 5 (cans
Gl o Gy BB S Hlas Gt audl el DLy QU8 il [M ea g As o 450l 8 g ¢ el 8 eJls iy
L Cunlia (5 )1y SQudIS Cu 43 4ulia 3603 Sae 3L monospot test 2l 4S heterophilic s sl Sl

.(75% sensitivity and 90% specificity) “ilue 21l sensitivity

@) s 3 EBV dla (il 4y (S Siiia 4Sciling o (sl s EBV (L) am semiia (sla oaly il <l 53 () 50 o ot
el ol (S S 0 sdae | el adl ad cadly a0 J8 LS 33553 heterophile sl ab ) 4S g3 i
Al s a9 28 ) Obas e %90 2% 2 Viral Capsid Antigen (VCA) o &) Js )2 1gGsigM
Mha sl (a0 pgm A asesle 5o dla IM GanE ) VCA e )2 IgM 2l 3 30 Se il )
2 EBV ol (b)) ) b)) el Cadl 2238 (SS |M i (61 0 VCA Jlie IgG Al Sl el

e alsd jee a6 Il ) ) s e G Qs pe )

A Qe * he

cytomegalovirus 4kl s 4 O %10 &V 55 ¢« EBV 4hul s 43 [M ladl 5 %90 252a )2 aSla o)) )
heterophile- Jseas s (i Ghw CMV 230 i 53 (88 i 0 Woalie gl 4 (CMV)
T aadi sk BBV ) (LU IM GRS paddd d0 Jsas ) adlue negative mononucleosis

Ll oy K
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TABLE 181-3 Differential Diagnosis of Infectious Mononucleosis

Sign or Symptom
Atypical
Fever Adenopathy Sore Throat  Lymphocytes Differences from EBV Mononucleosis
EBV + - + + —
CMV + + + + Older age at presentation, longer duration
of fever
HIV + + + + Diffuse rash, oral/genital ulcers, aseptic
meningitis
Toxoplasmosis + + + + Less splenomegaly, exposure to cats or
raw meat
HHV-6 + - + + Older age at presentation
Streptococcal pharyngitis + + + - No splenomegaly, less fatigue
Viral hepatitis + + - e Higher aminotransferase levels
Rubella + + + + Maculopapular rash, no splenomegaly
Lymphoma + - + + Fixed, nontender lymph nodes
Drugs? + + - + Occurs at any age

=Most commonly phenytoin, cabamazepine, sulfonamides, or minocycline.CMV, cytomegalovirus; EBV, Epstein-Barr virus; HHV, human herpesvirus.

: EBV J) (56 (al ) (5 )0

S8 sl cullad gl ¢ ia e J 5l ole a2l analgesia 5 yiw sl yiul aiile (5 gles Gilalaial Jeld M s 5
Clhlee Jub a8 ol Gjgan 358 o6 Jub Ml rupture b oad ool ) G 2 R sl
1nD 2ol bl W ap s i 5S35 58 L (55005 (o pe BB ()55 (A sere CilaBly 3 255 ) sl splenectomy
chai ) ads ) shie 4 s Juili 3l hyperthrophy <ladls )3 3 Jlase bge JhyiSL il aladae () 5 1) 4im )
silbe 5w % 5 hemophagocytic lymphohistocytosis <autoimmune <SGy s ol ¢ s sle bl 5k
¢ R L 60 I 40 L) 4 prednisolone ) Jskie (b 4S ey Gladainl b aw g yin S35 S b sl
G5 Cladl s 5o i ad 2 sdine 03l al 0 4B 50 NS ) s e K taper 150 s Tae 48 55 Am ) 50 )

B dem 55 W ay g i S5 58 3 (B (=l el 5 CNS =l ele malaise ¢

D3 42 acyclovir 4xasi 2,13 IM Gl )2 age (Sl 4ails Acyclovir el sl alad) 450) (SoilS ciligas j
psoYis )Y (ous s M sl il Jise hairy leukoplakia sl s,k & s o X e 800 Y 400
S e transplantation ) 2 EBV)) U lymphoproliferative

14l

Gl s sSO8 Ay 4S )y SO L ailual (55 0 infectious mononucleosis 4 cluas (e 3
LAY e ALK (e e ol Calad) g Ll dadue (ALK IV Bl g el s Kl 303 EBV
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MENINGOCOCCAL INFECTIONS
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.l jalss Chronic Meningococcemia s conjunctivitis ¢septic arthririse (5o s ¢ o83 o YL

: i Jule Etiology
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«usl catalase and oxidase positive olil < N. meningitides .l s 8 Jlulid aidlus N. subflava
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LPS )lipopolysaccharide >_% phospholipid ¢lie o ahuly 4 JeuS a3 0 WMeningococc
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Figure 143-4 Global distribution of meningococcal serogroups, 1999-2009.
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Figure 210-1 The malaria transmission cycle from mosquito to human. RBC, red blood cell.
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TABLE 210-4 Relative Incidence of Severe
Complications of Falciparum Malaria

Nonpregnant Pregnant

Complication Adults Women Children
Anemia + ++ 4+
Convulsions + + 4+
Hypoglycemia + 4 HET
Jaundice +++ +++ +

Renal failure +++ +++ —
Pulmonary edema ++ +4++ +

Note: —, rare; +, infrequent; ++, frequent; +++, very frequent.
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Figure 210-4 Thin blood films of Plasmodiunm falciparunm. A. Young trophozoites. B. Old
trophozoites. €. Pigment in polymorphonuclear cells and trophozoites. . Mature schizonts. E Female
gametocytes. F Male gametocyies. (Reproduced from Bench Aids for the Diagnosis of Malaria
Infections, 2nd ed, with the permission of the Worid Health Organization.)
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Figure 210-5 Thin blood films of Plasmodium vivax. A. Young trophozoites. B. Old trophozoites.
C. Mature schizonts. D. Female gametocytes. E. Male gametocytes. (Reproduced from Bench Aids for
the Diagnosis of Malaria Infections, 2nd ed, with the permission of the Worid Health Organization.)

ts SN sl addly

Oia aa 2dlie Jesl Y gare ) 9d e Gl g Salaad ) Jsene LM 53 Ses S 50 ) 55 Silis g ) 55 (S 53 oS
adanSle o LBe e 3 (ngig il s ¢t sial et ) sl gise 23 8 cly il ) gine apad s )
3 Sae iy )y il (2 ye dla 4l e 3 cals 3 W G5 by C Reactive protein 4sws ESR .aw e
partial thromboplastin s prothrombine time 223l GULGI s 3 Qe <l 50 Guly W platelet 43w
o0 Laudlae Jley s b a0l Creatinine (BUN 4psw bl ye b S 5o 2 K Y sh time
5 ol g caualS (g S cand g« sn S5 dysus 020 293 e lactic Acidosis (RN 5 s b
25z e Ol «gaS 5 Lme sla a3l curate ccreatinine (BUN ¢l 4y s Lol cxiilan (s (gaa gl
Jsee immune 4as 5 immune o=lad) 23 5 Hypergammaglobulinemia s Kae <y 0 aily = 53 3

91



(j\ﬂ)mb\i& 05850 Jaia g

160mm 253 )3 CSF JLid dlalss Jukla 33 53 cerebral malaria 2.2dlise do )i ¥ osara ol dilas  2dlue
23 Koe il 50 aily S e (g gy A ey 2iluse

LSl g g

Slaiie axal po o an o b edline b0k dilaie ) 48 b o S JA10 b D adhie ey je S aSail)
45 230 e ()5 ) Aisel AS a0 208 i )M g sig 238 A1 (Ba i ) iy SU ()58 4d sl
o Alae 2 K ailae 1) S el 24 L 12 58 53 55590 () 09 B0 eadl 4151 3 ga g S i b0
ASailia 35 a5 5L b s e 51 .23 8 1 s 30 (Rapid diagnostic tests) aow sk o 5 <y 5
D et b aslie sl De 4 03 S SBia gm0 23 R p g b () Ausal il 2 5 el 03 sad DA el 4y g2
Lgo ye 193 A 231 3 g se L )Dle e (5503 () g sa) Cpmia aia K ) el ol 50 Gl (5l Gt (ISl &) aaa
e () P Vivax 0 astie sb)She 2 ) aa) sl s s b adline adilie (650 diie )0 L)l g 58 Gl 4y
G QR ()50 S A SIS ¢ (siny S e GG sty (B sl e gL (L i s )
L wigdil s Papu new guineasa ) siS Uiiul 43 P, Knowlesi s P. malara «P. oval «P. vivax gl (5

) saile L

AL 3l saal (e 4o a3 IS ) gy Soannil Blalie sl 3 cabaandlh (5L S (5515 53 pal sla Jlu
Gladl g gl sl bd ) 90 Cwaia | artemisinin sbis s QLS 3 WHO L gl o Gle b ccSaanil (3halia
sl 9IS 50 3l mmy 3 ¢ Jise b e 5 aldie] JWE 4l Gy aleise Mgidin o olpndld 5L S D) e
Gisd 4o Lode ajaiil ey e 4gsal (8 (ld Gl ) edS SN 0 aiilnad () Caed 4 Liary Jaias

ol o R aada b Jgan 50 b0 calide JSE 5o b0 33 49 50) jlaia g dsa 63, di e

92



(J\)&)JA;\J& JJES}J d.a.&‘,g

TABLE 210-6 Regimens for the Treatment of Malaria

Type of Disease or Treatment Regimen(s)

Uncomplicated Malaria

Known chloroquine-sensitive strains of Chloroquine (10 mg of base/kg stat followed by 5 mg/kg at 12, 24, and 36 h or by 10 mg/kg at
Plasmodium vivax, P. malariae, P. ovale, 24 hand 5 mg/kg at 48 h)
P. knowlesi, P. falciparun? or
Amodiaquine (10-12 mg of base/kg qd for 3 days)
Radical treatment for P. vivax or P. ovale In addition to chloroquine or amodiaquine as detailed above, primaquine (0.5 mg of base/kg qd)
infection should be given for 14 days to prevent relapse. In mild GEPD deficiency, 0.75 mg of base/kg
should be given once weekly for 6-8 weeks. Primaquine should not be given in severe G6PD
deficiency.
Sensitive P. falciparum malaria® Artesunate’ (4 mg/kg qd for 3 days) plus sulfadoxine (25 mg/kg)/pyrimethamine (1.25 mg/kg) as
a single dose
or

Artesunate® (4 mg/kg qd for 3 days) plus amodiaquine (10 mg of base/kg qd for 3 days)”
Multidrug-resistant P. falejparum malaria Either artemether-lumefantrine® (1.5/9 mg/kg bid for 3 days with food)

or

Artesunate (4 mg/kg qd for 3 days)

plus

Mefloquine (25 mg of base/kg—either 8 mg/kg qd for 3 days or 15 mg/kg on day 2 and then
10 mg/kg on day 3)*

Second-line treatment/treatment of imported  Either artesunater (2 mg/kg qd for 7 days) or quinine (10 mg of salt/kg tid for 7 days)
malaria plus 1 of the following 3:

1. Tetracycline? (4 mg/kg qid for 7 days)

2. Doxycycline? (3 mg/kg qd for 7 days)

3. Clindamycin (10 mg/kg bid for 7 days)

or

Atovaquone-proguanil (20/8 mg/kg qd for 3 days with food)
Severe Falciparum Malaria®

Artesunate© (2.4 mg/kg stat IV followed by 2.4 mg/kg at 12 and 24 h and then daily if necessary)

or, if unavailable, one of the following:

Artemether* (3.2 mg/kg stat IM followed by 1.6 mg/kg qd)

or

Quinine dihydrochloride (20 mg of salt/kg” infused over 4 h, followed by 10 mg of salt/kg infused over 2-8 h g8h’)
or

(Quinidine (10 mg of base/kg” infused over 1-2 h, followed by 1.2 mg of base/kg per hour with electrocardiographic
mon'rlarinw

2\ery few areas now have chloroguine-sensitive P. falcjparum malaria (Fig. 210-2).

5In areas where the partner drug to artesunate is known to be effective.

“Artemisinin derivatives are not readily available in some temperate countries.

“Fixed-dose coformulated combinations are available. The World Health Organization now recommends artemisinin combination regimens as first-line therapy for falciparum
malaria in all tropical countries and advocates use of fixed-dose combinations.

“Tetracycline and doxycycline should not be given to pregnant women or to children <8 years of age.

fOral treatment should be substituted as soon as the patient recovers sufficiently to take fluids by mouth.

sArtesunate is the drug of choice when available. The data from large studies in Southeast Asia showed a 35% lower mortality rate than with quinine, and very large studies in
Africa showed a 22.5% reduction in mortality rate compared with quinine.

A |oading dose should not be given if therapeutic doses of quining or quinidine have definitely been administered in the previous 24 h. Some authorities recommend a lower
dose of quinidine.

Infusions can be given in 0.9% saline and 5-10% dextrose In water. Infusion rates for quining and quiniding should be carefully controlled.
Abbreviation: GGPD, glucose-6-phosphate dehydrogenase.
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TABLE 210-8 Drugs Used in the Prophylaxis of Malaria

Drug Usage
Atovaquone/ Prophylaxis in areas
proguanil with chloroguine- or
(Malarone) mefloquine-resistant
Plasmodium falciparum
Chloroquine Prophylaxis only in
phosphate areas with
(Aralen and generic)  chloroguine-sensitive
P. falciparumr or
P. vivax only

Doxycycline (many
brand names and

Prophylaxis in areas
with chloroguine- or

generic) mefloquine-resistant
P. falciparume
Hydroxychloroquine  An alternative to

sulfate (Plaquenil) chloroquine for primary
prophylaxis only in
areas with chloroquine-

sensitive P. falciparun¥

or P. vivax only
Mefloquine Prophylaxis in areas
(Lariam and with chloroquine-
generic) resistant P. falciparum

Adult Dose
1 adult tablet PO=

300 mg of base
(500 mg of salt)
PO once weekly

100 mg PO qd

310 mg of base
(400 mg of salt)
PO once weekly

228 mg of base
(250 mg of salf)
PO once weekly

Pediatric Dose

5-8 kg: '/; pediatric
tablet? daily

>8-10 kg: ¥, pediatric
tablet daily

>10-20 kg: 1 pediatric
tablet daily

>20-30 kg: 2 pediatric
tablets daily

>30-40 kg: 3 pediatric
tablets daily

=>40 kg: 1 adult tablet daily

5 mg/kg of base (8.3 mg
of salt’kg) PO once
weekly, up to maximum
adult dose of 300 mg of
hase

=8 years of age: 2 mg/
kg, up to adult dose

5 mg of base/kg (6.5 mg
of salt/kg) PO once
weekly, up to maximum
adult dose of 310 mg of
base

<0 kg: 4.6 mg of base/kg
(5 mg of salt/kg) PO once
weekly

10-19 kg: '/, tablet once
weekly

20-30 kg: '/, tablet once
weekly

31-45 kg: ¥/, tablet once
weekly

=46 kg: 1 tablet once
weekly
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Comments

Begin 1-2 days before travel to malarious
areas. Take daily at the same time each day
while in the malarious areas and for 7 days
after leaving such areas. Atovaguone-proguanil
is contraindicated in persons with severe renal
impairment (creatinine clearance rate

<30 mL/min). In the absence of data, it is not
recommended for children weighing

<5 kg, pregnant women, or women breast-
feeding infants weighing <5 kg. Atovaquone/
proguanil should be taken with food or a

milky drink.

Begin 1-2 weeks before travel to malarious
areas. Take weekly on the same day of the
week while in the malarious areas and for

4 weeks after leaving such areas. Chlorogquine
phosphate may exacerbate psoriasis.

Begin 1-2 days before travel to malarious
areas. Take daily at the same time each day
while in the malarious areas and for 4 weeks
after leaving such areas. Doxycycline is
contraindicated in children <8 years of age and
in pregnant women.

Begin 1-2 weeks before travel to malari-
ous areas. Take weekly on the same day
of the week while in the malarious areas
and for 4 weeks after leaving such areas.
Hydroxychloroguine may exacerbate psoriasis.

Begin 1-2 weeks before travel to malarious
areas. Take weekly on the same day of the
week while in the malarious areas and for

4 weeks after leaving such areas. Mefloquine
is contraindicated in persons allergic to this
drug or related compounds (e.g., quinine and
quinidine) and in persons with active or recent
depression, generalized anxiety disorder,
psychosis, schizophrenia, other major
psychiatric disorders, or seizures. Use with
caution in persons with psychiatric disturbances
or a history of depression. Mefloguine is not
recommended for persons with cardiac
conduction abnormalities.
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TABLE 157-1 Radiology of the Spine: Differentiation
of Brucellosis From Tuberculosis

Brucellosis Tuberculosis

Site Lumbar and others Dorsolumbar
Vertebrae Multiple or contiguous Contiguous
Diskitis Late Early
Body Intact until late Morphology lost early
Canal compression Rare Common
Epiphysitis Anterosuperior General: upper and
(Pom’s sign) lower disk regions,
central, subperiosteal
Osteophyte Anterolateral Unusual
(parrot beak)
Deformity Wedging uncommon Anterior wedge, gibbus
Recovery Sclerosis, whole body Variable
Paravertebral Small, well-localized Common and discrete
abscess loss, transverse
process
Psoas abscess Rare More likely
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Figure 157-1 Liver biopsy specimen from a patient with brucellosis
shows a noncaseating granuloma. [From Mandell’s Atlas of Infectious Diseases,
Vol ll, in DL Stevens (ed): Skin, Soft Tissue, Bone and Joint Infections, Fig. 5-9;
with permission.]
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Envelopas mailed
to news media
companies, Sept. 18

Envelopas mailed
to government
leaders, Oct. 9
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FIGURE 261¢-2 Clinical manifestations of a pediatric case of cutaneous anthrax associated with the bioterrorism attack of 2001.

The lesion progresses from vesicular on day 5 (A) to necrotic with the classic black eschar on day 12 (B) to a healed scar 2 months later (C).
(Photographs provided by Dr. Mary Wu Chang. Part A reproduced with permission from KJ Roche et al: N Engl J Med 345:1611, 2001 and Parts B and C
reproduced with permission from A Freedman et al: JAVIA 287:869, 2002
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C D

FIGURE 261e-3  Progression of chest x-ray findings in a patient with inhalational anthrax. Findings evolved from subtle hilar prominence
and right perihilar infiltrate to a progressively widened mediastinum, marked perihilar infiltrates, peribronchial cuffing, and air bronchograms,
(From L Borio et al: JAMA 286:2554, 2001, with permission.)
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QLU 3N CLINICAL SYNDROMES, PREVENTION, AND TREATMENT STRATEGIES FOR DISEASES CAUSED BY CATEGORY A AGENTS

Incubation
Clinical Syndrome Period Diagnosis Treatment Prophylaxis
a Cutaneous lesion 1-12 days Culture, Gram stain, PCR,  Postexposure: Anthrax vaccine adsorbed
e Papule to eschar Wrightstain of peripheral  cjprofioxacin, 500 mg, PObid ~ Recombinant protective anti-
ol Inhalational disease: 1-60 days e AR gen vaccines are under study
R el e e ' Doxycycline, 100 mg PO bid = Raxibacumab when alternative
atdu}ninal e, 60 d or therapies are not available or

Amaxicillin, 500 mg PO geh x  dPPropriate
60 d, likely to be effective if
strain is penicillin sensitive

Pleural effusion, widened
mediastinum on chest
X-ray
Active disease:
Ciprofloxacin, 400 mg IV g12h
or doxycycline, 100 mg IV g12h
plus
Clindamycin, 900 mg IV g8h
and/or rifampin, 300 mg IV
q12h; switch to PO when stable
* 60 d total plus
Antitoxin

Raxibacumab, 40 mg/kg IV aver
protective sl 5o oS e S 2uilue Edema factor s Lethal factor J<li 4S B, anthracis sl (S s
Ay Bl gign sl () So a8lue s pa Wil oMl 25 4 s 28lue S jide L3 e )2 antigen
S Aabadl muag sl Saisn B HUS jd Yo YJla ya g 43500 protective antigen 2 Culld Raxibacumab
Alai i |2 5a8 a5 03505 (5 )b G s () s (ol S ) (g e Dl s (SIS 5 Jlakala Jijola

OS] g 9 4B g

CmSly Sy yuala Jla ok 43l YAAY Ol 5o sinly sl Ja 8 clil s (o) s (S 551 (38 90 (sl 5 Gl
o ) A8 Gl pad Casa 023 ) () 5 G 4S Gl (AVA) anthrax vaccine adsorbed Lebad) () s 458h ) s
Cigean 4 adal ) )y Sl Glalas dlaed o Gl sad 4idlu stern strain pl JswS 86 o & 5
AVA din Cua 4o U il lya o @lilgs 035 () Cu Jisasledladla 3550 recombinant protective antigen
L AVA (2 4388 50 () sS W gladl 3l a4 lailiog <lil gma 3550 Ca g e e O 3 3,8 ) 8 saliily ) g
e 4l 5 Gisds s K ge 5 Sl i ge Al ) kel 4 Ciprofloxacin b 4wlis 3 Ciprofloxacin
L 22 & 4na 58 postexposure prophylaxis Jshie 43 yals Jia 5o 55 70 @l b S G351 4Slla
il B, Anthracis 45si)sa 3,33 8 adai Bldal (555 ) 3l (u) Gt 84S ) pea 53 (Sl agdl
L Ciprofloxacin <& sa (pl )2 culie empirical 585 a5 23l oaal jo Galiaiy 4 o glie S5 40 5 280 028
OSg (A) adle clie LS dpad b il ey G o 4l Gl 4SS W a3l Doxycyclin

23 K a8 Gl Ji 1S g3 ge (2L il SG4S raxibacumab
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RABIES

Rabies Ul cam )l 48 o250 Gl s 5 Lgildl (5% 50 lme ] s () 035 ey ju S (ia e S0 ul)
5 encephalitic JS&s0 1o Ganl ) a8 Gyl b gladl 4 s (il 51 gl Al e 4 virus
Al e K je 4053 58 4S 535 paralytic

:Etiologic Agent L L Jule

i Vesiculovirus s Lyssavirus «dl sla o) Juwise il Rhabdoviridae Jwld siac S unl ) (s s
cada SO a8l Lyssavirus <o sl ) (usns _Ja_ﬁ.)s\.a Oladh 23 50 ey e alaa) s 4S Gl s 4.3;
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FIGURE 232-4 Hydrophobic spasm of inspiratory muscles associ-
ated with terror in a patient with encephalitic (furious) rabies who
is attempting to swallow water. (Copyright DA Warrell, Oxford, UK; with
permission.)
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LR pEr Sl CLINICAL STAGES OF RABIES

Typical
Phase Duration Symptoms and Signs
Incubation perioc 20-90days MNone
Fradrome 2-10 days Fever, malaise, anarexia, nausea,
vomiting; paresthesias, pain, or
pruritus at the wound site
Acute neurologic disease
Encephalitic (80%) 2-7 days Anxiety, agitation, hyperactivity,

bizarre behavior, hallucinations,
autonomic dysfunction,
hydrophaobia

Paralytic (20%) 2-10 days Flaccid paralysis in limb(s)
progressing to quadriparesis
with facial paralysis

Coma, death® 0-14 days

Hecovery s rare

SYL U ey SAS adle Cudsase Cysa ) Gin (SalS e adle i ) led GGl 0
el by e sl i alan aSlell 23 Al i pe (el 3,8 el Cpsa i a e (ad
4 )l Cadsage aae 3,8 e il il Guillian Barre Sundrome 4 S sSuie 4SS Jgad 43 2330 44l
b Jsene 2 Gl 0 Lusdsoule Cudsa e pie adlne Jgene e (515 50050 Gl adand s 4 ooy K
sl isai 20 8 2l (m pe et i R el anl ) ke (sl o Al cadiline S S anl ) 48l ) 230
Mo pled e 5 3R Ala ) s 6)r Jian o3l 083 Clal (CSF ¢ame Jald 48 mndii saliind (i3
Rabies Virus-) cusl) ias b ool 3 <l ps Jald panl ) andlil ) p padidiay hay sla o i K
Direct Fluorescent Antibody Testing ¢« PCR 25w 42 Ganl ) (o3 29 RNA &8 )0 ¢ (Specific Antibodies

.21ilus (DFA)

0QA (A e
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Olae 4 Gl Hlus cmumps ¢SS s ¢ 35 sl Claia aSuly Cullue il U cpin ab 03 8 8 5 andls
Rl ) )y Al el A4S adlue sy Jseme e palsel b Ysane gunl ) 203 8 (8 8 (addi b il
b S (adldd Guillian Barre Syndrome b sl Sl jl IS aipd 488 S ki )3 (i e
toaly (5 91

S35 Ketamin eomsns 2 sl sl ) (S ot s ge Gl ) (e (sl n 438h a5 5105 ¢ 53 n

) 025 AISL A L sS
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Did the animal bite the patient
or did saliva contaminate a
scratch, abrasion, open wound,
or mucous membrane?

Yes
Y

Is rabies known or suspected
to be present in the species
and the geographic area?

Yes
L
Was the animal captured?

Yes
T

Was the animal a normally
behaving dog, cat, or ferret?

No
Y
Does laboratory examination of

the brain by fluorescent antibody

staining confirm rabies?

Yes

Y
RIG and vaccine

Mo

Mo

Yes

Yes

(‘j\ﬂ)m\‘)&} JJES}J d.a.&ﬁ

Rabies prophylaxis

- None

- None |

» RIG and vaccine |

= Does the animal
become ill under
observation over
the next 10 days?

No
Li

- None

O Al qile g b adie (80 Cudlas 5 200 Ke a5 Ll JAls (sla (2l (B () 5 GGk a5 e
S s R Jae 52 4l (20 1U/Kg) RIG Jso plai eadly caulia Soasilil Llaiyl &) o Raalsa b ol )
30 R G RIG <280 @ae s 02 o2y R Al 4S5y 5em 53 2 8 3, lme Gk ) O e 2 253 infiltration
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ALGORITHM FOR CLINICAL AND PATHOLOGIC PROGRESSION OF TETANUS

Tetanus toxin . .
Further toxin effects causing

Wound infection, uptake into nervous i el
multiplication of C » Systemand VAMP Ll LRl L - Toxin degradation
tetani cleavage in GABA motorand autonomic
inhibitory neurons nervous system
7-10 24-72 4-6
y days Y hours weeks
Initial symptoms: Cessation of spasms,
No symptoms muscle aches, » Muscle spasm: local » restoration of normal

trismus, myalgia and generalized muscle tone

Cardiovascular
»= instability: labile BP,
tachy- or bradycardia

Cardiovascular and
autonomic confrol

Pyrexia, increased
= respiratory and Gl
secretions

FIGURE177-1 Clinical and pathologic progression of tetanus. BP, blood pressure; GABA, y-aminobutyric acid; Gl, gastrointestinal; VAMP,
vesicle-associated membrane protein (synaptobrevin).
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LI Ryl FACTORS ASSOCIATED WITH A POOR PROGNOSIS IN TETANUS

Adult Tetanus Neonatal Tetanus

Age =70 years Younger age, premature birth
Incubation period <7 days Incubation period <6 days
Shart time from first symptom to Delay in hospital admission
admissian

Grass used to cut cord
Puerperal, IV, postsurgery, burn entry

) Leww birth weight
site

) _ Fever on admission
Period of anset® <48 h

Heart rate =140 beats/min®

Systolic blood pressure =140 mmHg®
Severe disease or spasms”
lemperature >385%C"
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