H edpappoyn Bspamevtikng
adaipeong o SnAnTnpPLACELC

‘OAva MnioAada
ErtipeAntplor A’

Nedpoloyikn KAwvikn MovemiotnpLokou
Nocokopeiov lwavvivwv



* AnAntnpiaon ovopalovpe tnv epdavion dooo-
eéaptwpHeVWY eTPAOB WV CUVETIELWV ETELTO ATTO
£kBeon o€ KATOLO GAPMOKO, TOELVN N XNHLKN
ouvola.

* OLoéelec ONANTNPLACELC AVTUTPOCWTIEVOUV TO
10% TwV EMELYOVTIWYV LATPLKWV TIEPLOTATIKWVY
TTOLYKOOULLWC Kol To 5% TwV ELoaywywv o€
Movadec Evtatikng Oepareiog

* Muiogc oxedov neputtwoelc odpeilovtol oe
vrtepdocoloylar papuAKwV (oTUXNUOTIKA N
EOKELLLLEVN).



2016 Annual Report of the American Association
of Poison Control Centers’ National Poison Data
System (NPDS): 34th Annual Report

Table 17(A). Substance categories most frequently involved in human exposures (top 25).
All substances 9"

Substance (major generic category) Single substance exposures 4%5°

Antihistamines 108,777 4.19 75,833 3.98
Cardiovascular drugs 107 493 4,14 46,890 2.46
Foreign bodies/toys/miscellaneous 93,911 362 00,667 4.76
Pesticides 83,559 322 77,573 4.07
Topical preparations 72,134 278 70,352 3.69
Alcohols 72,088 2.78 22,289 137
Stimulants and street drugs 66,132 255 36,486 1.91
Vitamins 53,931 246 54,276 2.85
Anticonvulsants 63 488 245 25,844 1.36
Hormones and hormone antagonists 57316 2 38,000 2.00
Cold and cough prepamations 56,720 2.19 39,435 207
Antimicrobials 55,654 2.4 45,180 237
Dietary supplements/herbak/homeopathic 51,272 158 42,523 23
Gastrointestinal preparations 49,443 1.90 36,158 1.%0
Bites and envenomations 48423 1.87 465,989 247
Plants 47,793 184 45,150 237
Chemicals 39,807 153 33,910 1.78
Fumes/gases/vapors 34,345 132 31,337 1.64
Other/unknown non-drug substances 29968 1.15 27,350 1.44
Hydrocarbons 29,796 1.15 27,807 1.46

“Percentages are based on the total number of substances reported in all exposures (N = 2,595,526).
®Percentages are based on the total number of single substance exposures (N= 1,905,848).



Kevtpo dnAntnplacewv
(2012-2013)

* 922 MEPLOTATIKA/822 0& €VNALKEC
e 46,6% emayyeApatikn €kBeon
e 37,7% atuynua

* 15,6% amomneLpo LUTOKTOVLOG

AHAHTHPIAZEIZ ME MEQPTIKA QAPMAKA KATA TO 2014

Oucadeg yewpywwv dbappuakwy 1. Qoo 2. HMhwkio
- 4 ik i il Iuvolo: Méon nhiwkia 48,7 £tn,

Opyavodwadopikd 43 28 71 i Nigiat i
KapBaubu = i : Eupoc nAkiag 1-92 g1
Paraquat + Diguat 12 1 13 31 N <14 eTwv: péon nhwia
MupeBpivec 121 24 145 moabuay =4 E"IZ:‘!, Etpoc amo 1-13
Addopa dpuTodappaKa 54 7 61 =
ZiaviokTova dhha 52 15 77
Opyavoxhwplwpeva 0 0 ]
EviopokTove aiha 12 1 13

Zovola 310 77 387




Avtipetwriton SnAntnpLacEwyY

A: Antidote

B: Basics ({wtka onpela, aepaywyoti,, PAeBkn
ypopun)

C: Charcoal

D: Decontamination

1.Evubddatwon-8lolpnon
2.E€wowpatikég Beparmeieg

extracorporeal treatments (ECTRs)




E€wowpatikec Oeparmelec;

Moplako Bapoc

Oykoc katavopnc ovotac (Vd) —
YoatodlaAuth/AutodlaAuth
2UVOEON UE TIPWTELVEC N LOTOUC
Evooyevnc kaBapon(nmap kot veppot)

0 OyKOC TAaouato¢ OTov ormoio TVewpntika TPEMEL Vo
OlaAuOei TO PAPUAKO ETOL WOTE VA EXEL TAVTOU TNV (Ol
QPXLKN) CUYKEVTPWON TTOU EiYE OTO MAdoUX

Ghannoum M et al, Kidney Int,2018



Ooco 1o xyapnAo MB ouaoiac(15-25kDa), mo
rOavo va amopaKPUVETAL LLE
atpokaBapon/apodinbnon

Yuvoeon pe mpwrteivec (MB>65kDa), SuokoAn n
arnopakpuvon pe ECTRs

000 ULKPOTEPOC O OYKOC KOTOVOLNC, TOOO
KaAutepn amopakpuvon e ECTRs
OLubpOPLAEC oUOLEC EXOUV ULKPO OYKO
KOTAVO LA C

H vedplkn kaBapon tnc petdpopuivng ivai
600ml/min. Aev mpoodEpouv peyaAltepn
kaBapon ot ECTRs (250ml/min)



eEival Bavatndopo; Mpokalel coPapn mapevépyela;

e AvtiboTo;

®|KOLVOTTIOLNTLKN OTTOPAKPUVON KE TTAUCELG OTOLLAXOU N EVEPYO AvOpaKA ;

e EvSoyevnc kdBapaon >4ml/min/kg ;

e Oykoc katavoung dnAntnpiou >1-2 I/kg ;

Koppio €véelen yia pé@odo sEwowpatiking Oepaneiog

Ghannoum M et al. Kidney Int, 2018



oEival Bavatndopo; NpokaAel coPapr mapevepyeLa;

eAvtidoTo;

®|KOLVOTIOLNTLKI QIO AKPUVON KE TTAUOELG OTOUAXOU N EVEPYO AvOpaKa. ;

e Evboyevnc kaBapon >4ml/min/kg ;

e Oykoc katavounc dnAntnptouv >1-2 I/kg ;

Evdelln ywa néBodo eEwowpatiking Oepaneiog

Ghannoum M et al. Kidney Int, 2018



Moo mooooto Tou SnAntnpilou eival cuvdedepévo pe mpwTteivn;

>95% <80% 80-95%
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Figure 3 | Simulation of the effect of different extracorporeal
treatments for methanol poisoning. Theoretical model of a

Vd = 0.6 I/kg, Bapog =70 kg,

* VEQPIKA KABapaon pe @opeI{OAN= 10
mi/min,

*HD k&Bapon peBavoAnc=240 ml/min,
« CVWHD «kaBapon pebavoAnc= 80
mi/min,

* TPE kdBapon peBavoAnc= 50 ml/min
PD kd&Bapaon pebBavoAnc=20 ml/min

Roberts MD et al. Crit Care Med, 2015




Blood Purification in Toxicology: Nephrology’s Ugly
Duckling

Marc Ghannoum, Thomas D. Nolin, Valery Lavergne, and Robert 5. Hottman
for the EXTRIP workgroup

ExTHIP Blood Purification in Toxicology: @
Sl A o T Reviewing the Evidence and Providing Recommendations et
EXECUTIVE §1  rwsoogie: WMEMDATIONS

SUBETANC
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Figure 2 | US poison center trends in the use of hemodialysis,
hemoperfusion, and other extracorporeal treatments.



EvOeiéelc yua TPE

XapnAoc oykoc katavopunc (<0,2L/kg 2B)
2uvdeon e mpwteivec upnAn (>80%)

MeyaAoc xpovoc nuioetoc {wncg -2UVIOUOC
XpOvocC amo tnv £kBeon (<24-48 wpec)

Avénon vedplknc kaBaponc ouciac TOUAAXLOTOV
kata 30%

EAaTTWHATIKOC evdoyevnc HeTaBoALopOc(XNN)

Schutt R and Ronco C. Seminars in Dialysis, 2012



DappuakoKvnNTKN

Kedptpratovn (Vd 0,1-0,2L/kg kat cuvdeon Ue

npwteivec 90%)

Kakn amopakpuvon pe mAaocpadaipeon (14%)

Yrniepbdoooloyia aAlalel bedopeva
Xpovoc nuiostac (wnc-xpovoc AnYPnc ovaoiac

evapén mAaopadaipeonc

Ibrahim RB, J of Clin Apheresis, 2013



e MOTE LLETPATOAL N OCUYKEVTPWON TNG OUGLAC

ratiom

nt

D Seram Conee

MuKpOC XpOVOC
nuioelag {wng

Time E

TPE= Therapeunic Plasma Exchange E
g

E

5

ETOVAKATOVOUN @

Tirmse

Ibrahim RB, J Of Clin Apheresis, 2013 TPE= Therapeutic Plasma Exchange



* TIWC LETPATOL N CUYKEVIPWON TNEG oUolog

TABLE IL.  The “Vancomycin™ Example

Publications typef# of patients Endpoint Findings

Case report (n=1) [30] Reduction in serum concentration Yes; ~49% reducton

Case report (n=1) [31] Reduction in serum concentration Yes

Case report (n=1) [32] Reduction in serum concentration Yes; ~27% reduction

Case report (n= 1) [33] Reduction in serum concentration Mo

PK trial (n = 12} [§] Percentage decrease of total body stores MNo: 6.3% of total body stores

(derived from amount in waste plasma)

"Wancomycin concentrations measured at least 2 h post-TPE.

Ibrahim RB, J of Clin Apheresis, 2013



DappakoklvnTIKN Ko
dAPUOKOOUVOLULKN

* 1N MELWON TNC OUYKEVTPWONC LLOC OUCLOC OTO
nAQoMA UTTopEeL va v aAAAleL TNV
dappakoduvopkn tTne (tov tpomno dpacnc
™NC) 1 BLoAoyikol mopAyoVTEC

Ibrahim RB, J of Clin Apheresis, 2013



Journal of Thrombosis and Haemostasis, 8 1201-1208

DOI: 101101 5.1538-TR36.2010.03818 x

ORIGINAL ARTICLE

Rituximab pharmacokinetics during the management of acute
idiopathic thrombotic thrombocytopenic purpura

V. MCDONALD,* K. MANNS,* I. J. MACKIE,* 5. J. MACHIN®* and M. A. SCULLYT
*Haemostasis Research Unit, University College London Departrment of Haematology; and tDepartment of Haematology, University College
London Hospitals, London, UK

To cite this article: McDonald V, Manns K, Mackie lJ, Machin 5J, Scully MA. Rituximab pharmacokinetics during the management of acute
idiopathic thrombotic thrombocgytopenic purpura. J Thromb Haemost 2010, 8: 1201-8.
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EvOeiéelc yua TPE

Avaykn taxeiac kaBaponc tng toéivng
MoAU vPnAn Socoloyia

Amnotuyia cuvtnpntikng Beparmeiog
Ertidbelvoupevn KAWVLKN KATaoTtaon
YoBapd VEUPOAOYLKA CUUTITWHLOTOL
EpeuvnTiko MpwTtOKoAAO

Schutt R and Ronco C. Seminars in Dialysis, 2012



TABLE 1. Selected cases of therapeutic plasma exchange in toxic exposures
Exposure Mo, cases MNotes Referenoes

Afncanized honeyhee 1 > MM} stings ELY

[
Ethylene glycol I §2
kava kava 1 i3
Lawsone (hemna) 1 B4
Lead 1 BS
Levothyroxine 1 B KT
Methyl chlonde 1 FL |
Pamquat 12 B K9
Pentachlorophenal I o)
Phenprobamate | Hemoperfusion may be supenor a1
Phemmytom 2 9293
Propmnolol I 9w
O dire 1 95
)i ne 1 o6
Rituximab I Masma exchange was wed 1o treat infusion 7

:mc_ltiul_l Monodlonal antibodies have o dass 111

i

S ehlorite

I b
Theophy line 2 1R, 100
Verapamil 4 94,102,108
Vinhilnstine, vinc nstine, vinorelabing 2 1041 (W
Wasp 1 Remuliant chroni parkinsonism treated oy

with plasma exchange




Journal of Clinical Apheresis 31:149-338 (2016)

Guidelines on the Use of Therapeutic Apheresis
in Clinical Practice—Evidence-Based Approach from
the Writing Committee of the American Society
for Apheresis: The Seventh Special Issue

Joseph Schwartz,' Anand Padmanabhan,? Nicole Aqui,® Rasheed A. Balogun.?
Laura Connelly-Smith,* Meghan Delaney,® Nancy M. Dunbar,” Volker Witt,?
Yanyun Wu,® and Beth H. Shaz!'-1%-11*




Disease name TA Modality Indication Category (rrade Page

OVERDOSE, ENVENOMATION, AND POISONING

Incidence: Rase Indication Procedure Recommendation Category
Mushroom posoning ThE (irade 2C I
Envenomation THE (irade 2C III
Drug overdose/poisoning THE (itade 2C I

No. of reported patients: > 300 RCT CT

Mushroom poisoning { i

Envenomation 0 0

Drug overdose/porsoning

Paraneoplastic neurological syndromes

AgUtepnC ypa g Beparmeia

POAoG TNG 1N KaBopLopévoc-e€atopikeuon XoUNANG moLoTNTag amodeigeLc-

HOVO TIOPATNPROELG




1 ... 1 . i i, i ciion o otver here

pies to remove toxin including activated charcoal and forced diuresis. Large case series showed decreased mortality among
patients, mostly children, treated with TPE when compared with historical controls. Very early initiation of the treatment
(within the first 2448 h) is recommended. Other environmental exposures where the use of TPE has been described include

castor bean ingestion and pesticide/organophosphate pogegay

TPE has also been used for toxin removal followin _hilﬁﬁ and scorpion
or Africanized bee stings. A recently published case series described 37 patients treated with TPE following snake bite when
limb swelling did not improve following anti-venom administration and supportive care. All patients survived to discharge
with limb preservation (Zengin, 2013).

Reports of the successful use of apheresis i the treatment of
case reports and series (Schutt, 2012). TPE may be used for the remc o
kg) andfor high-plasma protein binding ( >80%). Other important factors include the time between dose .-.!.dl'l'tll’llHIIdliﬂl'! and
TPE initiation and the relationship between the amount of drug removed and the biologic effect. The effect of TPE on the
removal of varous drug classes has been desenbed (Ibrahim, 2013).

Technical notes

vYyp& avtikatdotaonc: aABoupivn kot mAGopa (o StatapoxEc miEnc Kat
SnNANTNpPLACELG HE ouaiec tou dev cuvdEovtal e aABoupivn mix Kwidivn,
T(POTIPOVOAOVN KOl

vOykoc avtaliayric 1-2PV

vEuxvotnta : kabnuepwa
vALApKELD : LEXPL KAWVIKR UdEoN

toxin from nssues 18 no longer problematic.



AnAntnplaon amno pavitopLa

 Amanita phalloides

Apn‘;)tusis .




OLULOTOELVEC

Awatapoxec ME2
Ofelo NTTATIKN AVETTOPKELQL

Otelo cwAnvapLakn
VEKPWON

2TIaoLOL
KWL

Ovnowuotnta 22,4%

Garcia J et al. Food and Chemical Toxicology, 2015%

*[aotplkn MAUoN (1 wpa)
*Evepyoc avOpakog
*KaAn dtovupnon
*Avtibota
(BevluAmevikiAivn,
OKETUAOKUGOTELVN,
olAupmvivn)

*MeTAUOOYXEUON NTTATOC




Apatoéivec exouv pLKpO Xpovo NULWNC OTOo
nAaopa

Agv €Xouv vOnua oL EEWOWMOTLKEC
KUkKAodoplec

[MoAU TTLO LKAVOTIOLNTLKA N

dlovpnon(amopakpuvel 20000-350000ng vs
10000 n rmAacpadoaipeon)

AAN\Q TtiiBava va atopakpuvovTol ot
evOoyevelc petaBolitec Twv apatofvwy



TPE kat dnAntnploon amno pavitaplo

e 24-48 wpeq

o JupnAnpwpotikn Bepareia, WOlwc oe ONB N
XNN

* Melwon Bvnowpuotntac oto 4,8%

Jander S et al. Ther Apher, 2000



YrniepbdoooAloyia dyoéivne

* 50% Bvnolpotnta o€ peyalec SOOELC

* Oepareia ekKAoyNnc etval kKAaopa LOLkoU
avtiowpatocg yia tn owyoéivn (Nedppikn
Ao oAn cUUMAEYLATWV)

* <5% tnc Oyoélvne amopakpUVETAL UE TNV
nAaopadoaipeon, AOyw auéNUEVOU OYKOU

Antidote

katavounc (5-8 L/kg)

= Digoxin i




H B€on tnc TPE otn &nAntnploon pe
Syoéivn

* Y& cofapn VEDPLKN AVETTAPKELQ,
AMOoOECUEVON TWV AVTLOWHATWV-OLYoivng Kall
dSnuoupyla pawvopevou rebound

* MAaopadaipeon yLa amopakpuvn Twv
OUUTTAEYUATWY QVTLOWHATWV-6yoéivnc

* 3 WPEC META TN Xopnynon Fab

Zdunek M. Am J Kidney Dis,2000



Anypato gLoLov

* YoBapec datapaxeC mMNEEWC
* Aduvoptia AnPnc avidbotou

e Amopakpuvon toéivng Kot pAEYyHovVWOwV
TOLPOAYOVTWV

Cobroft RG et al. Pathology, 1997
Ibsister KG et al, Intern Med J, 2007
Keyler DE et al, Toxicon, 2008



Anypato gLoLov

37 neplotatika (2002-2011)
dlatopaxn XpPOvou TINEEWC

Amtodpuyn aKpwTNPLOCLLWV

OMot emiwoav

Zengin S et al, Transfus Apher Sci. 2013




YriepboooAoyia cisplatin

NedpotofLkoTnta, VEuPOTOELKOTNTA,
LLUEAOTOELKOTNTA KOl WTOTOELKOTNTA

Hrtotikn BAABN
2UVOEDON UE TIPWTELVEC

MAocopadaipeon adpatlpel mAATLVO-TIPWTELVN

Hofmann G etal. BMC Cancer 2006



BloAoyika pappoka

MOVOKAWVLIKA aVTIOW AT
Xpovoc nuulwnc 10-30 pepec
Yrniepbdoooloyla N toélkotnta
AA\epyLKN avtidpaon

MpoodeuTtikn mMoAueoTtLakn eykepalomnabeLa
(PML)



[Tp00OEUTLKN TTOAVECTLAKN
eykedpaomnabeLa

amopueALlVWTIKA voooc KN2 o€
avoookatootaApevouc (3:1000)

Avalwrniupwon ov polyoma virous JCV oto KNZ
Mn €161k VELUPOAOYLKN KALVLKL ELKOVA

Natalizumab otnv moAAamAn okAnpuvon (ovtt-
a4 alvoida tnc wteykpivne VLA-4/avaotoAn
LETOVAOTEVONC AeUPOKUTTAPWV) -

Ovnoluotnta 24%




Rapid Review

“» Natalizumab-associated progressive multifocal
leukoencephalopathy in patients with multiple sclerosis:
lessons from 28 cases

Treatment of PML Duration from Mew/worse MRIduring  CSF JC wviral load during IRIS Treatment of IRIS Outcome at last
first treatment symptomsduring RIS (new (DMNA copiesfmlL)* follow-up
of PMIL to first IRIS enhandng/
symiptom of IRIS worsening)
Lowcal laboratony NIH laboratony
Patient 1 PLEX. mirtazapine Aweeks Faver headache, +'s a 10 W MP EDSS &
{Europe) nausea, wertigo
i E g
Incidence: 3.7/1000 Procedure Recommendation Calegory

TPE

(rade 1C i

ol reported patients; <100

RCT

C1
(

LS
449

(R
1416)

Patient 7
(UsA)

Patient &
{Eurcpe)

Patient 9
{Europe)

Pakient 10
{Europe)

Pafient 11
{UsA)

PLEX. mefloguine

PLEX, cidofovir

A IVIG, mirtazapine

PLEX. mefloquine.
mirtazapine

PLEX. mefloquine.
levetiracetam

3 wenks

7wesks

10weeks

2wesks

Continuouws
WOsEning

Seffures, progressive
paresis

Change in cognition

Faresis, worsening of
gait-and
neuropsychological
performance
EBilateral paresis.
decreased cognition

Cphthalmaoplegia,
winrsening of
hemiparesis

++

=+

+lz

+H+

9937 (Gweeks):
undetectable

(& mionths)

410 (4weeks);
undetectable (3 months)

2E79 (2 months)
82 {5 months)

325 80, 500, 200, 53
[every 3 weeks)

{2 months); 13825
{2 months): 1114
{5 months)

762 at fweaeks;
uvndetectable
{3 months)

322 (Iweeks)
uvndetectable
{2 months)

W MP plus o=l taper  EDSS 6
for 1 month

W MF. oral ED5S5 4-0
corticosternid taper

IV ME NG EDS5 85

I MP Hemiplegia and
dysphasia

W MF. repeat Death -6 weeks

infusions of steroids . after diagnosis.

brainstem necrosis

(Continues onnext page)



p

Average serum concentration, pg/mL

m

Mean ad-integrin saturation, %

1 n e Historic controls (no PLEX, n=17)
50 T == Site #1 (n=6)
l +e% Site #2 (n=6)
2 [ & PLEX, Site #1
40 1 PLEX, Site #2
35 | T
304 1
25 | Final natalizumab —— Mean a4-integrin binding
infusion = himan natalizumab concantration
20 1 1 80% CI, Integrin binding
=1 ¢ 1 90% CI, natalizumab concentration
15 1 E 1507 s <pgimb
& === Maan natalizumab concentration, no PLEX
0] ? :': ¢ ¢ * + * — = Mean od-integrin binding, no PLEX
. 5 125 100
. 1 0
L —— : € 1001 80 °
28,14 21 28 : 8 0 2
Natalizumab Days since natalizumab infusion 3 76 60 &
infusion = ]
Prior t & 50 £
rior to &
1p0 | natalizumab PLEX E. 90 40 g
: [ 30 5
80 5 a5 20 B
80 - I 10
[} 0- n
o — = e L —————_
0 7 14 21 95
60 | Time relative to last dose, days
50 |
i Volume treated: 1-1.5 TPV
| 8= Historic controls (no PLEX; n=15) Replacement Muid: Albumin
30 | -®ee PLEX, concentration <1pg/mL (n=3)
#@% PLEX, concentration 21 pg/mL (n=8)
20 4
|
10

Baseline Priorto  Immediately 1 week 2 weeks
PLEX after PLEX after PLEX after PLEX

Khatri BO et al, Neurology, 2009



AMNAQL...

* [MAnBuopoc (Khari et al) pe moAAamAn
okAnpuvon, oxt opwc PML

e Juvbuaopoc TPE pe umepavooo y-ocdoaipivn n
avtt- JVC aywyn

* oUvépouo IRIS-immune reconstitution
inflammatory syndrome (urnoéeia emdeivwon

OUUMTTWUATWY AooUpovTac ToV BLOAOYLKO
nopayovta/2-6 efdouadec peta TPE)



No evidence of beneficial effects of
plasmapheresis in natalizumab-associated

PML Doriana Landi, Nicola De Rossi, Sara Zagaglia, Cristina Scarpazza, Luca Prosperini, , Maria
Albanese, ,Fabio Buttari, Francesco Mori, Girolama Alessandra Marfia, Maria Pia Sormani,

Ruggero Capra, Diego Centonze
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[ Table 1 Contimied

Death, n (%)
Yas
Mo

Follow-up time, mo. median {intervall

PLEX + [n = 184}

28 [16]

152 (B4

11 {=1-35]

PLEX= [n = 35) p Value

066
4{11]

31(89)

12{<1-28| 020

|

l Figura 2 Natalizumab-progressive multifocal lsukcencephalopathy (PML) outcomes

>
2

Proportion reaching outcome (%)
caBgsaazaen

p=0.68 by the log-rank rest

B PLEX-
PLEX+

0 2 4 6 8 10 12 14 16 18 20 22 24

Kaplan-Meier curves show time to outcome [worsening or death, A) and overal survival (B) after PML diagnosis. PLEX =

plasmapheresis.
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PLEX did not improve
the survival or clinical
outcomes of Italian or
international patients
with MS and NTZ-PML,
suggesting that this
treatment should be
performed cautiously
in the future.
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Case J Author/ Journal

Identification of cases

Case sumimanry

Treatment

Outcome

Paolo, 1. et al (2014)
Progressive multifocal
leukoencepahlopathy
and rituximab: time to
better stratify the risk
Journal of Neuro Res
2014; 4 (1): 34-35

75 yr old male admitted
to the Neurology unit
with difficulties in
speaking and playing
cards in last 4 days. CT
showed left hemispheric
lesion

B-cell lymphoma stage
3A

& CHOP
[{cyclophosphamide,
hyroxydaunomycin,
oncovicin, prednisolane),
rituximab; spleen
radiotherapy

Cn day 11 of
symptom onset
Mirtazapine 30mg
oD

Mefloguine
250mg QDs for 4
days then 250mg
g

Plasma exchange
X 5 sessions

VIG 30g OD x 5/7

Day 25:
Cidofovir (275mg
ow)
interfeukin-2 (11
Ul gd) added

Patient developed
aphasia at day 10
Right hemiparesis day
3 weeks

Stupor at 1 month
Rightward forced
deviation at 5 weeks
7 weeks: GCS5 5

At 2 months patient
died

Garrote et al. {(2015)
Long-term surwvival in a
patient with progressive
multifocal
leukoencephalopathy
after therapy with
rituximab, fludarabine
and cyclophosphamide
for chronic lymphocytic
leukaemia,
Experimental
Haematology &
Oncology 2014 4:8

50 yr ald Caucasian male
presented with visual
disturbance and
diminizshed muscular
strength in right arm in
August 2011. Dx CLL 2007
and rx. Complete
remission Dec 2010

50 yr old with CLL visual
disturbance treated with
fludarabine,
cyclophosphamide,
rituximab

wvisual disturbance,
diminished muscular
strength in right arm and
wvesicular popular lesions
in left ophthalmic branch
of WV cranial nerve

Mefloguine
250mg/week +
dexamethasone
Aamg/fday for 6
months

Ayear later completea
resolution of MRI
lesions and patient
achieved stable clinical
state with persisting
motor impairment and
severe epilepsy

Alive 38months after
dx of PML

Burchard, A. et al
{2012)

Plasma Exchange (PE)
Therapy (Rituximab
Apheresis) for
Rituximab (R} induced
Progressive Multifocal
Leukoencephalopathy
(PMIL) in Hematologic
Disorders

Abstract publication

Mo information on the
case re how patient
presented as the case
was abstract publication

A 70y o m owith history
of low grade lymphoma
was admitted with
diagnosis of R induced
PML. After 6 cycles of R -
Bendamustine CTX and 4
cycles of R maintenance
therapy a vgPR was
demonstrated. Six weeks
after the last R
administration, pt
showed paraparesis of
the legs and paresis of
the left arm.

Started a therapy
with Meflogquine
and Mirtazapine,
WVIG were
substituted

Improvement of
neurologic symptoms
could be observed
within the first two
weeks, MRI scans
showed improvement
of the lesions as well.
Lymphopenia
disappeared, IgG and
CD 4 count increased.
JC Wirus was not
detectable. After 4
weeks of an inpatient
rehabilitation program
pt was discharged and
died unfortunately 2
weeks later due to
pneumonia
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TPE kot 6nAntnplaoeLg

AEV UTIAPYXOUV KALVLKEC LEAETEC-UOVO
TP ATNPNOELC

|6aVIKA OTTOOLKPUVETAL N ouoLa e peyado MB,
LLLKPO OYKO KOTALVOMNC KOl onNUaVTLKn ouvoeon Ue
NMPWTELVEC

Amnapalitntn npoumobeon n taxeia evapén

MoOVOo av AAAEC TEXVIKEC EEWOWHOATIKWY
Beparnelwyv eivat akatdAAnAec N un SLoBoLUEC

YPnAO KOOTOC Kol EMLTTAOKEC
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