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Trypanosoma — napasuTbl, Bbl3bIBAOLLME COHHYIO
6ose3Hb (aPpPUMKAHCKMMN TPUMAHOCOMO3).
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YCTOMYMBOCTbL K Trypanosoma brucei brucei

YcTonuymBel HeycTton4ymBbl

NpuunHa — Apol-1
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MexaHnam genucrteunga TpunaHonutTudeckoro paktopa APOL1L
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Mopaenb pe3ncteHTHOCTM Trypanosoma brucei
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[edeH3nHbl — Monekysbl BPOXXOEHHOIO MMMYHUTETA
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AmdunaTtmnyeckas ctpyktypa HDM O. felineus




MOXHO 1M UCNO/Ib30BATbL Napa3nTa ANA
CBOUX HYXA?
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Background: Crohn’s disease is common in highly industrialised Western countries where helminths are
rare and uncommon in less developed areas of the world where most people carry worms. Helminths
diminish immune responsiveness in naturally colonised humans and reduce inflammation in experimental
colitis. Thus exposure to helminths may help prevent or even ameliorate Crohn’s disease.

Aims: The aim of the s’rud}r was to determine the su{'e’ry and possible eFFicc{:}r of the intestinal helminth
Trichuris suis in the treatment of patients with active Crohn’s disease.

Patients: Twenty nine patients with active Crohn's disease, defined b}r a Crohn's disease activity index
(CDAI) =220 were enrolled in this open label 5’rud_y.

Methods: All patients ingested 2500 live T suis ova every three weeks for 24 weeks, and disease activity
was monitored by CDAI. Remission was defined as a decrease in CDAI fo less than 150 while a response
was defined as a decrease in CDAI of greater than 100.

Results: At week 24, 23 patients (79.3%) responded (decrease in CDAI =100 points or CDAI <150) and
21/29 (72.4%) remitied (CDAI <150). Mean CDAI of responders decreased 177.1 points below
baseline. Analysis at week 12 }fie|ded similar results. There were no adverse events.

Conclusions: This new therapy may offer a unique, safe, and efficacious alternative for Crohn’s disease
management. These findings also support the premise that natural exposure to helminths such as T suis
affords protection from immunological diseases like Crohn’s disease.



MULTIPLE
?CLEROSIS MSJ

Research Paper OURNAL

Multiple Sclerosis Journal
17(6) 743-754

Probiotic helminth administration in © T Autart) 01
@ ° ° . e eprints an p‘erm|55|ons: o
relapsing—-remitting multiple sclerosis: bk aalemisismeo
a h a.se I Stu d msj.sagepub.com
P d ®SAGE

JO Fleming', A Isaakz, JE Lee3, CC Luzzio', MD Carrithers',
TD Cook®, AS Field®, ] Boland”? and Z Fabry?

[enbMWUHTBLI KaK CpeacTBO
‘B\::It;?:)tund: Probiotic treatment strategy based on the hygiene hypothesis, such as administration of ova from the non- 6 O p b6 bl C a BTO M M M y H H bl M

pathogenic helminth, Trichuris suis, (TSO) has proven safe and effective in autoimmune inflammatory bowel disease.
Objective: To study the safety and effects of TSO in a second autoimmune disease, multiple sclerosis (MS), we con- CK” e p030 M
ducted the phase | Helminth-induced Immunomodulatory Therapy (HINT 1) study.

Methods: Five subjects with newly diagnosed, treatment-naive relapsing—remitting multiple sclerosis (RRMS) were given
2500 TSO orally every 2weeks for 3months in a baseline versus treatment control exploratory trial.

Results: The mean number of new gadolinium-enhancing magnetic resonance imaging (MRI) lesions (n-Gd-+) fell from
6.6 at baseline to 2.0 at the end of TSO administration, and 2months after TSO was discontinued, the mean number of n-
Gd+ rose to 5.8. No significant adverse effects were observed. In preliminary immunological investigations, increases in
the serum level of the cytokines IL-4 and IL-10 were noted in four of the five subjects.

Conclusion: TSO was well tolerated in the first human study of this novel probiotic in RRMS, and favorable trends were
observed in exploratory MRI and immunological assessments. Further investigations will be required to fully explore the
safety, effects, and mechanism of action of this immunomodulatory treatment.

Keywords
cytokines, hygiene hypothesis, immunomodulation, multiple sclerosis, probiotic, Trichuris, whipworm

Date received: 3rd December 2010; revised: 8th December 2010; accepted: 22nd December 2010



