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UNITED STATES PATENT AND TRADEMARK OFFICE
TRADEMARK TRIAL AND APPEAL BOARD

TAIRX, INC., )
)
Petitioner, ) Cancellation No. 92066827
) Consolidated with Opp. No. 91221124
) (parent)
V. )
)
TAURX THERAPEUTICS LTD., )
)
Registrant. )

REGISTRANT'S REPLY IN SUPPORT OF MOTION FOR SUMMARY JUDGMENT

l. Introduction

Petitioner TaiRx, Inc. (“TaiRx”) admits that Tradark Rule 2.106(b)(3)(i) governs
counterclaims for cancellation of pleaded regigirat in opposition proceedings, and that such
claims must be pleaded promptly after the groumddearned if not known at the time the
answer is filedSeePetitioner's Response to Registrant’s Motion fom@&uwary Judgment
(“Response”), 44 TTABVUE at 2. TaiRx further adntisit “Trademark Rule 2.106(b)(3)(i) is
clear and direct in its requirement of promptnddhe filing of a counterclaim,” and that
TaiRx’s counterclaim for abandonment should hawvenldéed soon after May 11, 2016, when
TauRXx served its responses to interrogatories. dtegpat 5, 7. TaiRx fails to address, and
cannot distinguish, any of the cases cited by RegisTauRx Therapeutics Ltd. (“TauRx"),
which clearly demonstrate that TaiRx’s filing of Petition to Cancel violates Trademark Rule
2.106(b)(3)(i) because it was filed more than a ydt@r TaiRx should have been aware of the
facts which support its counterclaims.

Instead, TaiRx erroneously argues that the Boandgiaore Trademark Rule

2.106(b)(3)(i) if the failure to assert a countanal is the result of “oversight, inadvertence or



excusable neglect,” as provided in abrogated Fe@iw P. 13(f). TaiRx is wrong as a matter of
law. The Board is not governed by abrogated Ru(®,1&nhd Trademark Rule 2.106(b)(3)(i)
incorporates and is entirely consistent with thespription in Fed. R. Civ. P. 15(a) that the

Board will grant leave to amend “when justice sguiees.” TaiRx fails to identify any cases to
support its novel claims that its counsel's unsaisated “neglect,” or TaiRx’s officer’s lack of
knowledge of the Trademark Rules of Practice, sawedxcuse its admitted violation of
Trademark Rule 2.106(b)(3)(i). Allowing such sedirgng excuses would eviscerate the purpose
and meaning of the compulsory counterclaim rule.

Moreover, TaiRx fails to present a genuine issusaferial fact that its genericness
counterclaim is untimely, because TauRx’s suppléai@ocument production on March 29,
2017, is not materially different from the docuneehuRx produced in May 2016 that also
discuss TauRx’s research and product developmkxting to the “tau” protein.

Simply put, TaiRx fails to create a genuine isstimaterial fact to rebut TauRXx’s
showing that TaiRx violated Trademark Rule 2.10@&})) by failing to plead its abandonment
and genericness counterclaims in either of its answr promptly after learning the grounds for
them during Opposition No. 91221124. Thereforeg agtter of law, TaiRx’s Petition to Cancel
Registration No. 3,658,141 should be dismissed migudice.

Il. TaiRx Fails to Address or Rebut the Federal Circuitand Board Precedent

Supporting a Finding that TaiRx’s Petition to Cancé Violates the Compulsory
Counterclaim Rule.

In its opening brief, TauRXx cites precedential diexis from the Federal Circuit and the
Board that support a finding that TaiRx violateddemark Rule 2.106(b)(3)(i) by failing to
promptly assert its compulsory counterclaims thatTAURX registration has been abandoned
or is generic. Registrant’s Motion for Summary Juegt, 42 TTABVUE at 9-10. TaiRx ignores
all of these cases. TaiRx instead clBeg’'s Candy Shops Inc. v. Campbell Soup T
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U.S.P.Q.2d 1395 (T.T.A.B. 1989) for the propositibat now-abrogated Fed. R. Civ. P. 13(f)
should be read in conjunction with Fed. R. Civi®@a). Yet the Board iBee’s Candy Shops
merely acknowledged the standard in Rule 15(a)‘jhstice may require” allowing a party to
seek cancellation of a registration, and applied standard to allow See’s Candy Shops to file
its petition to cancel just two weeks after filing answer —.e., at the early stages of discovery.
Id. at 1397. Unlike the petitioner Bee’s Candy Shop$aiRx knew about the grounds for its
petition to cancel for abandonment and genericfigsnore than a year and waited until the eve
of trial to file its petition. The Board’s decisiomSee’s Candy Shojs inapposite.

TaiRx also argues that “the Board liberally grdats/e to amend pleadings at any stage
of the proceeding when justice requires” pursuaritdd. R. Civ. P. 15(a)(2). Response at 2.
Rule 15(a), however, is entirely consistent wité thear standard for filing compulsory
counterclaims under Trademark Rule 2.106(b)(3ay the Board does not interpret Rule 15(a)
to supersede the compulsory counterclaim ruleekample, irRajca v. New Yorker S.H.K.
Jeans GmbH & Co. K&2014 WL 3752425 (T.T.A.B. July 22, 2014), thepmsdent moved for
leave to amend its answer to add a counterclaimégncellation of the petitioner’s registration
on the grounds of non-use and abandonnménat *1. The Board acknowledged that
“Trademark Rule 2.115 and Fed. R. Civ. P. 15(aparage the Board to look favorably on
motions to amend, stating that ‘[tlhe court shduéely give leave when justice so requiresd’
Yet the Board determined that, in the case of cdegoy counterclaims:

To be timely, a compulsory counterclaim must beught as part of defendant’s

answer or promptly after the grounds therefor aaerled. Thus, in the present

case, we must determine whether respondent kn¢re @round at the time it

filed its answer and, if not, whether responddetifits counterclaims promptly
upon learning those grounds.

Id. at *2 (citations omitted). Thus, the Board corigebpplied the analysis required by
Trademark Rule 2.106(b)(3)(i) and determined thatrespondent’s counterclaims were
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untimely because they were based on facts leaméuelrespondent early in the proceeding. It
denied the respondent’s motion to add the couratiencld.; see also S & L Acquisition Co. v.
Helene Arpels Ing9 U.S.P.Q.2d 1221 (T.T.A.B. 1987) (denying motio assert additional
bases to cancel registration, as the grounds werek prior to filing the answer).

Here, TaiRx argues that Trademark Rule 2.106(p)(@n be ignored if TaiRx can
prove that its tardiness was due to “oversightlweatence or excusable neglect.” This is wrong
as a matter of law. First, as TaiRx admits, “TraddaRule 2.106(b)(3)(i) is clear and direct in
its requirement of promptness of the filing of aisterclaim” and “oversight, inadvertence or
excusable neglect” are not enumerated exceptioosrmpulsory counterclaim rule. Response at
3, 7. TaiRx fails to cite, and TauRx has not fousnaly Federal Circuit or Board decisions that
support TaiRx’s interpretation that the compulsooynterclaim rule can be ignored simply if a
petitioner can demonstrate “oversight, inadvertesraexcusable neglect.”

Second, if the Board adopts TaiRx’s broad “oversigiadvertence or excusable neglect”
exceptions to the compulsory counterclaim ruledémaark Rule 2.106(b)(3)(i) would be
rendered moot. Under TaiRx’s proposed interpretattountless petitioners could assert
compulsory counterclaimgearsafter becoming aware of the facts underlying thaems by
baldly asserting that its failure to assert thenterclaim was the result of its attorney’s “neglect
or its own “oversight,” “inadvertence,” or lack khowledge of the Trademark Rules.

Third, courts will not infer new standards or exioeps to administrative rules that are
otherwise clear on their facBee, e.g., Pavelic & LeFlore v. Marvel Entm’'t G493 U.S. 120,
126 (1989) (“Our task is to apply the text, notngprove upon it.”);VE Holding Corp. v.
Johnson Gas Appliance C®17 F.2d 1574, 1579 (Fed. Cir. 1990) (“Whenrtteaning of a

statute is plain, we apply the statute as writjen.”



[I. TaiRx Admits That It Knew About the Grounds for its Alleged Abandonment
Claim as of May 11, 2016

Significantly, TaiRx admits that its abandonmentirt@rclaim violates Trademark Rule
2.106(b)(3)(i): “Admittedly, TaiRx should have bece aware of the potential abandonment of
the TAURX Registration when TauRx served its res@sro interrogatories.” Response at 5.
TaiRx’s subsequent arguments to justify its failtor@romptly plead its compulsory
counterclaim for abandonment lack merit.

TaiRx first argues that “justice requires” that Beard excuse TaiRx’s delay because it
is a foreign company and TaiRx’s officer, Yi-WenChvas not aware of its potential
abandonment claim. Response at 5. As a prelimimatyer, TaiRx has been represented by
counsel throughout the proceedings, and TaiRxis@ft purported ignorance of the
proceedings, the Trademark Rules of Practice,e@F#deral Rules of Civil Procedure is
irrelevant, as “[tlhe Supreme Court . . . has disthéd, and the Board has subsequently
followed, a method for analyzing excusable neghdath holds a party accountable for the acts
or omissions of its counsel and renders irreleaantdistinction between neglect of counsel and
neglect of the party.CTRL Sys. Inc. v. Ultraphonics of N. Am..Jri&2 U.S.P.Q.2d 1300, 1302
(T.T.A.B. 1999),citing Pioneer Inv. Servs. Co. v. Brunswick Asstd. P’ship 507 U.S. 380,
396-97 (1993)see alsdyosset Labs., Inc. v. Tl Phar@16 U.S.P.Q. 330 (T.T.A.B. 1982)
(denying a Rule 60(b) motion to reopen where pitiivas bound by actions of its attorney).
Simply put, “it is well settled that the client atite attorney share a duty to remain diligent in
prosecuting or defending the client’s case; thatrmoinication between the client and attorney is
a two-way affair; and that action, inaction or eveglect by the client’'s chosen attorney will not
excuse the inattention of the client so as to ile&dclient another day in courCTRL Sys.52

U.S.P.Q.2d at 1302.



Moreover, the Board does not apply a differentdsa to foreign parties, compared to
U.S. parties, in regard to compliance with the Eradrk Rules or the Federal Rules. Even if
TaiRx acted pro se in these proceedings — whididihot — courts and the Board consistently
hold that “proceeding as a pro se litigant . .esloot give a party the right to flagrantly
disregard the Federal Rules of Civil Procedurenieffiort to manipulate rulings in [its] favor.”
Chase Bank USA, N.A. v. He8812 WL 5463127, at *1 (D. Del. Nov. 8, 2012)téimal
guotation omitted)Hygenic Corp. v. Rudolph Int’l, Inc2005 WL 2985580, at *2 n.7 (T.T.A.B.
Oct. 28, 2005) (“While parties appearing pro se Iinagntitled to some leeway, there remains
certain minimum standards that must be met. Partiest comply with basic Board practice and
procedure whether they are represented by counseitd).

TaiRx next attempts to pin the blame for its ditgtoonduct on its prior counsel,
Matthew Swyers. First, this argument ignores tlue tiaat another attorney, Alan Kamrath,
represented TaiRx in this proceeding from April 2@15, through January 5, 2016. 5, 12, and 13
TTABVUE. In fact, Mr. Kamrath filed the initial amger to TauRx’s Consolidated Notice of
Opposition, at which time TaiRx arguably should &&mown the grounds for its genericness
claim against the TAURX registration. 8 TTABVUE. ther, Mr. Kamrath represented TaiRx
on September 22, 2015, which was when the USPTi@dis$s Notice of Acceptance Under
Section 71 for the TAURX registratioBeeExhibit 3 to TauRXx’s opening brief. At this point
TaiRx arguably should have learned of the groundit$ abandonment counterclaim.

Second, even if Mr. Swyers was involved in a dikegry proceeding with the USPTO

during the opposition, there is no evidence froat firoceeding that suggests he failed to

! Likewise, TaiRx was represented by another atigréeegory DuMont, from November 10, 2016, to Fety23,
2017, which again TaiRx does not mention in itsgRese. 22 and 29 TTABVUE.
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competently represent TaiRx this case Indeed, Mr. Swyers and his firm were actively
involved in the opposition proceedings, and engageke following actions, among others:
February 9, 2016: answering TauRx’s written disepvequests, and producing

documents to TauRX;

April 6, 2016: serving document requests, intertogas, and requests for
admissions on TauRXx;

April 11, 2016: e-mailing TauRx’s counsel to rejactettiement proposal made
by TauRx, and writing, “We have now had the oppaitiuto discuss your email
below dated 3/9 with our client. As such, afteretar consideration of your
client’s settlement proposal (dated 2/3/16) owrdlihas decided to move forward
with formal litigation in this case.”

May 10, 2016: participating in a call with TauRxsunsel and the Interlocutory
Attorney about scheduling the 30(b)(6) depositibma@Rx’s corporate designee,
which occurred after negotiations with TauRx’s ceelron the issue;

July 25, 2016: sending a letter to TauRx’s counb@cting to service of the
notice of deposition upon written questions forRbds 30(b)(6) witness, and
requesting copies of the exhibits referenced irdgq@osition questions;

July 27, 2016: serving responses to TauRx’s sesehdf document requests and
interrogatories, as well as producing additionaludoents to TauRX;

August 18, 2016: serving supplemental responsgéau®x’s document requests,
as well as producing additional documents to Tau#Rx,

Fall 2016: working to confirm and schedule the Naber 15, 2016, deposition
upon written questions of TaiRx’s 30(b)(6) designee

SeeJason Koransky Declaration in Support of RegissaReply in Support of Motion for
Summary Judgment (“Koransky Decl.”) at § 2, Exhibit

Mr. Swyers was engaged and active in the opposatmhexchanged extensive discovery
and correspondence with counsel for TauRx. ContaiiaiRx’s assertion, there was no
indication that he was neglecting his duties ingheceeding, and, tellingly, TaiRx failed to
submit any testimony from Mr. Swyers attesting idide of the story. TaiRx’s choice of
counsel therefore has no bearing on whether thedBskeould accept TaiRx’s abandonment
claim notwithstanding its admitted violation of @smark Rule 2.106(b)(3)(i).

TaiRx’s petition to cancel for abandonment showddilsmissed with prejudice.
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V. TaiRx Does Not Create a Genuine Issue of Materiald€t that it Knew or Should
Have Known the Grounds for its Alleged Genericnes€laim as of May 11, 2016.

TaiRx argues that it learned of the grounds foallisged genericness claim only after it
reviewed documents in TauRx’s supplemental prodaatf March 29, 2017. Response at 3—4.
This is either facially disingenuous, or TaiRx ige®the contents of TauRx’s document
production from May 11, 2016, which clearly andeatedly explain that TauRx conducts
research and development of pharmaceuticals regatide “tau” protein and its link to brain
neurodegeneration. For example, the documentsatido TauRXx’s opening brief for this
Motion include the following statements relatingliauRx’s work (emphasis added):

TauRx LinkedIn Page: “TauRXx’s strong research team, supported through
cooperative relationships with multiple academatiiations around the world,

has focussed [sic] on the tau pathweyelieved to be one of the critical causes of
neurodegeneration in the brairhe company’s novel tau aggregation inhibitors
(TAls) target the formation of the tau protein ‘tanglesh the brain . .. .”

“Experimental Alzheimer’s drug shows early promise; USA Today, July 29,
2008 “Previous research has shown that a buildup nbabal nerve fibers in the
brain,made up of a protein called taus linked to memory loss in Alzheimer’s
disease.”

TauRx Group Fact Sheet from taurx.com “TauRx is a life sciences company
focused on the discovery of therapies and diagre$ir neurodegenerative
diseases of the central nervous systespecially Tau Aggregatiomhibitors to
slow or halt the progression of or prevent Alzheisyand related diseases.”

“Chicago: Out of the Blue—A Tau-based Treatment forAD?” ALZFORUM
Networking for a Cure, August 7, 2008“Of all clinical trials reported at the
International Conference on Alzheimer’s DiseaseA@¢ held 26-31 July in
Chicago,one targeting the protein tawas thetherapy du jouyboth in terms of
buzz among scientists and media coverage.”

Based on just a review of these four document®xhad the basis for its genericness
counterclaim in May 2016 when the discovery pemas still open. Further, TaiRx’s response
ignores the myriad other documents TauRx producéday 2016 that discuss TauRx’s work
with the tau proteinSeeKoransky Decl. at § 3, Exhibit 2, enclosing addial representative

documents from TauRx’s May 2016 production explagnlauRx’s work with the tau protein.
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TauRx’s supplemental production in March 2017 tfeeedoes not constitute “newly
discovered” evidence that establishes the groumd§diRx’s genericness claim, and does not
provide a basis for TaiRx’s late filinGeeRajcg 2014 WL 3752425, at *2 (finding that
materials obtained in discovery were not materidifferent than the materials the respondent
had at the time it filed its answer, and denyingioroto add compulsory counterclaimsge
also Skippy, Inc. v. Hormel Foods, LLZD16 WL 1056686, at *3 (T.T.A.B. Feb. 26, 2016)
(“Petitioner’s claim that new evidence is availatilat was not previously considered is not well-
taken. Such evidence is merely additional evideridke same allegedly fraudulent occurrences
of which Petitioner was indisputably aware in tlelier opposition proceeding.”).

Further, everassuming arguendiat TaiRx needed to review the supplemental
production from March 29, 2017, to attack the TAURistration on genericness grounds,
TaiRx was still dilatory in filing its claim. Althegh the opposition was suspended at the time,
TaiRx could have sought leave from the Board toraimts pleadings during summary judgment
briefing. SeeRajca 2014 WL 3752425, at *2 (considering the respotidanotion to amend its
pleading during summary judgment when the procegdivere suspended). The pendency of the
motion for summary judgment does not excuse Taillit&ory conduct.

TaiRx did not need the supplemental productioneieidnine that TauRx conducts
research and development of pharmaceuticals rgladithe tau protein. Rather, the factual basis
for its genericness counterclaim was made appatdaast as early as May 11, 2016, when
TauRx produced substantially similar documents @&xrptg TauRx’s work with the tau protein.

As a result, TaiRx’s petition to cancel for geneéss should also be dismissed with prejudice.

2 Moreover, the Board resumed proceedings in Opipasito. 91221124 on August 1, 2017, when it demied
parties’ cross-motions for summary judgment. 39 BVAJE. TaiRx then waited until September 6 — moranta
month later and on the eve of trial in the oppositi— to file its tardy petition to cancel. This aglfurther rebuts
TaiRx’s claim that it filed its genericness claima timely and prompt manner.
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V. TauRx Would Be Prejudiced if the Board Allows TaiRXs Petition to Proceed.

TaiRx argues that TauRx would not be prejudicedikhthe Board allow it to proceed
with its petition to cancel the TAURX registratiorhis is not the case. As an initial matter, the
lack of prejudice to the respondent is not a fatttat the Board or courts consider when
determining whether a party has violated TraderRarde 2.106(b)(3)(i), as such an analysis
does not appear to be in any of the cases sineeR(l) was abrogated. More significantly,
TauRx would incur substantial prejudice if the agtation action proceeds, as it would need an
opportunity to search for and obtain documentswitriesses to defend itself against TaiRx’s
new counterclaims. TauRx would also incur additideas and costs in connection with a
proceeding the parties have been actively litiggfiim more than two-and-a-half years
Trademark Rule 2.106(b)(3)(i) was codified speaificto avoid this type of prejudicial delay
and expense caused by a party’s gross delay intiagseompulsory counterclaims.

VI.  Conclusion
For the reasons stated above, TauRx respectfullyests that the Board grant TauRXx’s

Motion for Summary Judgment and dismiss TaiRx'stioet to cancel with prejudice.

Respectfully submitted,

PATTISHALL, McAULIFFE, NEWBURY,
HILLIARD & GERALDSON LLP

Dated: December 5, 2017 By: s/Jason Koransky /
Thad Chaloemtiarana
Jason Koransky
200 South Wacker Drive
Suite 2900
Chicago, lllinois 60606
(312) 554-8000

Attorneys for Registrant, TauRx Therapeutics Ltd.
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CERTIFICATE OF SERVICE
I, Jason Koransky, certify that a true and corcegty of the foregoing REGISTRANT'S
REPLY IN SUPPORT OF MOTION FOR SUMMARY JUDGMENT wasrved by e-mail on
this 5th day of December 2017, on Petitioner \8adunsel:

Kevin Keener

Keener & Associates, P.C.

161 North Clark Street, Suite 1600
Chicago, IL 60601

312-523-2164
kevin.keener@keenerlegal.com

Rishi Nair

Keener & Associates, P.C.
161 North Clark Street

Suite 1600, Chicago, IL 60601
rishi.nair@keenerlegal.com

s/Jason Koransky /
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UNITED STATES PATENT AND TRADEMARK OFFICE
TRADEMARK TRIAL AND APPEAL BOARD

TAIRX, INC., )
)
Petitioner, ) Cancellation No. 92066827
) Consolidated with Opp. No. 91221124
)
v. )
)
TAURX THERAPEUTICS LTD., )
)
Registrant. )

JASON KORANSKY DECLARATION IN SUPPORT OF REGISTRANT’S REPLY IN
SUPPORT OF MOTION FOR SUMMARY JUDGMENT

[, Jason Koransky, pursuant to 28 U.S.C. § 1746, hereby declare the following:

1. [ am an attorney at the law firm of Pattishall, McAuliffe, Newbury, Hilliard &
Geraldson LLP, counsel for Registrant TauRx Therapeutics Ltd. (“TauRx™). I have personal
knowledge of the facts stated herein and could, if called as a witness, testify competently as to
them.

2, Matthew Swyers and his firm The Trademark Company, PLLC — the former
counsel for TaiRx, Inc. (“TaiRx") in Opposition No. 91221124 — were active and engaged in
the opposition. Mr. Swyers and representatives from his firm actively corresponded with our
firm, and otherwise engaged in numerous discovery-related actions in this opposition

proceeding, including, without limitation, the following:

e February 9, 2016: TaiRx’s counsel answered TauRx’s written discovery requests,
and produced documents to TauRx;

e April 6,2016: TaiRx’s counsel served document requests, interrogatories, and
requests for admissions on TauRx;

e April 11,2016: TaiRx’s counsel e-mailed TauRx’s counsel to reject a settlement
proposal made by TauRx, and wrote, “We have now had the opportunity to
discuss your email below dated 3/9 with our client. As such, after careful
consideration of your client’s settlement proposal (dated 2/3/16) our client has
decided to move forward with formal litigation in this case.”

e May 10, 2016: TaiRx’s counsel participated in a conference call with TauRx’s
counsel and the Interlocutory Attorney about scheduling the Rule 30(b)(6)



deposition of TaiRx’s corporate designee, which is documented on the docket for
the opposition at 19 TTABVUE, and which followed negotiations with TauRx’s
counsel on this issue;

e July 25, 2016: TaiRx’s counsel sent a letter to TauRx’s counsel objecting to
service of the notice of deposition upon written questions for TaiRx’s Rule
30(b)(6) witness, and requesting copies of the exhibits referenced in the
deposition questions;

e July 27, 2016: TaiRx’s counsel served responses to TauRx’s second set of
document requests and interrogatories, as well as produced additional documents
to TauRx;

e August 18, 2016: TaiRx’s counsel served supplemental responses to TauRx’s
document requests, as well as produced additional documents to TauRx; and

e Fall 2016: TaiRx’s counsel worked to confirm and schedule the November 15,
2016, deposition upon written questions of TaiRx’s 30(b)(6) designee.

Attached as Exhibit 1 are true and correct copies of e-mails between Mr. Swyers and his firm and
TauRx’s counsel, which document the events described above.! The above list is representative
of the types of correspondence and actions undertaken by Mr. Swyers’ and his firm in the
opposition, and does not constitute an exhaustive list of all the actions they took in the matter on
behalf of TaiRx.

3 On May 11, 2016, TauRx produced documents to TaiRx in response to TaiRx’s
document requests. This production included the documents included in TauRx’s Motion for
Summary Judgment, as well as several other documents that reference TauRx’s research and
development of pharmaceuticals addressing the “tau” protein and its link to neurodegeneration in
the brain. Such other documents produced by TauRx to TaiRx on May 11, 2016, include, but are
not limited to, the following materials, true and correct copies of which are attached as Exhibit 2:

o “‘De-Tangling’ Alzheimer’s Drug Shows Promise,” Washington Post, July 29,
2008 (story detailing TauRx’s development of pharmaceuticals for people with
Alzheimer’s disease, and stating, “At issue in the TauRx study are proteins in the

brain known as tau.”);

' Most documents attached to these e-mails, such as discovery requests and responses, are not included in Exhibit 1.

A



e “Four Alzheimer’s Clinical Trials Address a Variety of Treatment Targets —
Amyloid, Tau, Synapse Formation,” Alzheimer’s Association press release, July
29, 2008 (providing a detailed analysis and explanation of TauRx’s research into
Alzheimer’s disease therapies, all under the sub-headline “A Phase IIb trial of a
Tau Aggregation Inhibitor Therapy™);

e “Rethinking Alzheimer’s,” Bloomberg Businessweek, August 6, 2008 (story
profiling TauRx and its founder Professor Claude Wischik, and explaining that
“[Wischik] has long studied another protein, Tau, which masses into tangles in
diseased brains. In 1988 he tried to dye these tangles in a test tube with an old
malaria drug, methylene blue, to make them more visible. Instead, the tangles
dissolved. Wischik spent the next two decades figuring out why that happened,
and in 2002 he formed TauRx.”); and

e The TauRx.com website dated May 10, 2016 (includes numerous pages detailing
TauRx’s research and development of pharmaceuticals addressing the tau

protein).

[ declare under penalty of perjury that the foregoing is true and correct.

Executed in Chicago, Illinois, on December 5, 2017.

Jason Koransky
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'f_.,;'j, The Trademark

FRE 408 APPLIES

July 25, 2016

VIA U.S. MAIL & E-MAIL

Jason M. Koransky

Pattishall, McAuliffe, Newbury, Hilliard & Geraldson LLP
200 South Wacker Drive, Suite 2900

Chicago, IL 60606-5896

RE: TauRx Therapeutics Ltd. v. TaiRx, Inc.
Dear Jason:

I am contacting you regarding the Notice of Deposition Upon Written Questions of TaiRx's 30(b)(6)
witness (“Notice”) filed with the Board and served to our office by email on 7/6/16 in the above matter. While
we acknowledge your client’s right to take the Rule 30(b)(6) Discovery Deposition of TaiRx’s designated
corporate witness, we believe that your Notice was improperly served to us procedurally on 7/6/16 in
consideration of the fact that it was not accompanied by the exhibits referenced in your written questions for the
deponent’s response. Moreover, we were not provided with a copy of said exhibits from you until 7/22/16 in
response to our request for the same. We also find the Notice inadequate given that it does not include the
contact information for the officer taking the deposition at the Consular Office at the America Institute in
Taiwan or the date, time and/or the specified location for the deponent to attend and take the deposition on
written questions.

As such, at the time we will defer serving our cross-questions for the deposition on written questions to
you until the time we receive an Amended Notice of Deposition Upon Written Questions of TaiRx's 30(b)(6)
witness and complete copy of the written questions and exhibits for the deponents response from you.

Thank you for your time and attention to this matter. We look forward to the pleasure of your reply at
your earliest convenience.

Yours very truly,
/Matthew H. Swyers/
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De-Tangling' Alzheimer's Drug Shows Promise hitp://www.washingtonpost.com/wp-dyn/content/article/2008/07/29/AR...

1of2

The Washington Post
'De-Tangling' Alzheimer's Drug Shows Promise

By Randy Dolinga
[lealthDay Reporter
Tuesday, July 29, 2008 12:00 AM

TUESDAY, July 29 (HealthDay News) -- A drug that aims to reduce the clogging "tangles" in the brain cells
of people with Alzheimer's disease appears promising in early trials, researchers report.

Further studies are necessary to confirm whether the medication is as effective at slowing Alzheimer's as it
seems, or whether it needs to be given as part of a cocktail of treatments.

Still, the new findings are promising, said study lead author Claude M. Wischik, professor in mental health at
the University of Aberdeen in the U.K., and chairman of TauRx Therapeutics, which is testing the compound.
"The good news is that this is a breakthrough," he said. "A whole new, different approach has opened up
against the odds, against people's expectations.”

These and other findings into potential Alzheimer's treatments were expected to be released Tuesday at the
Alzheimer's Association's International Conference on Alzheimer's Disease, in Chicago.

At issue in the TauRx study are proteins in the brain known as tau. If they work correctly, they act as the
equivalent of rivets in the "railroad tracks" in brain cells, allowing communication between cells, Wischik
said.

But in people with Alzheimer's disease, these proteins create untidy mats of fibers called "tangles" in the
brain. The tangles are directly linked to dementia, while the effects of another factor in Alzheimer's -- bits of
protein gunk called amyloid plaques -- are variable, he said.

"People could have lots of this stuff (amyloid) and still play lots of bridge," Wischik said, "but if you have a
lot of aggregated tau in the brain, you can't find your way to the toilet."

The new study looked at a drug designed to reduce the number of tangles. The study was a Phase II trial,
meaning it looked only at appropriate doses and effectiveness. A larger, Phase 111 trial -- the last of the three
routine phases of research into a drug -- 1s scheduled to begin next year.

Researchers gave either the drug, known as MTC, or a placebo to 321 Alzheimer's patients in the United
Kingdom and in Singapore for 24 weeks.

Wischik's group found that the drug stabilized the progression of Alzheimer's over 50 weeks.
“The data show an 82 percent of reduction in the rate which the disease progresses,” Wischik said.

Dr. Sam Gandy, chairman of the Alzheimer's Association's National Medical and Scientific Advisory Council,
said the new study results are indeed promising, and he added that another anti-tau treatment is in the works.

"They could potentially be part of a cocktail of anti-amyloid and anti-tau drugs that might be the way we
eventually come around to treating Alzheimer's, trying to hit multiple steps (in disease formation)," he said.
"This is the sort of approach that's been successful in treating HIV and cancer.”

5/11/2016 9:56 AM
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De-Tangling' Alzheimer's Drug Shows Promise hitp://www.washingtonpost.com/wp-dyn/content/article/2008/07/29/AR...

The finding comes on the heels of results from another tau-targeted Alzheimer's drug trial, released at the
ICAD meeting Monday. In that study, led by Dr. Donald Schmechel of Duke University Medical Center, older
adults with what's known as mild cognitive impairment received an experiment nasal spray peptide called
AL-108,

Mild cognitive impairment is typically thought of as a potential precursor to Alzheimer's disease. In the Phase
IT study, patients who received high doses of AL-108 over 12 weeks gained "statistically significant,
dose-dependent and durable improvement” in a variety of memory abilities, Schmechel said in an Alzheimer's
Association news release.

In other findings released at the meeting Tuesday:

Researchers released detailed results of a Phase TIT trial of the drug tarenflurbil (Flurizan), which was targeted
at reducing the sticky amyloid plaques in the brain. In June, the drug's manufacturer, Myriad Genetics,
announced that the agent had failed to effectively treat Alzheimer's disease. The company is no longer
developing the drug for the treatment of Alzheimer's.

According to the results of the trial, the drug did reduce plaques but was still no better at helping patients with
mild Alzheimer's than a placebo, while causing more of some types of side effects.

On the other hand, a Phase II trial of a drug known as PBT2 did show some promising results. According to
researchers at the University of California, Los Angeles, PBT2 is thought to reduce amyloid plaques by
disrupting the interaction of chemicals in the brain.

The trial, which was also published online Tuesday inThe Lancet Neurology, involved 78 people with mild
Alzheimer's who got PBT2 or a placebo daily for 12 weeks. The agent did reduce levels of amyloid plaque in
cerebrospinal fluid. People on the higher dose (250 milligrams) of the drug also showed significant
improvements in certain mental tests compared to those on placebo, the team reported.

Finally, a study from food company Danone suggests that a nutrient-rich "medical food" called Souvenaid
could help boost the formation of brain synapses and may reduce amyloid plaques in patients with mild
Alzheimer's. The product contains nutrients such as choline and omega-3 fatty acids, thought to be conducive
to brain health.

More information

Learn more about the disease from the Alzheimer's Association.

SOURCES: Claude M. Wischik, MB ChB, professor in mental health, University of Aberdeen, UK., and
chairman, TauRx Therapeutics, Singapore; Sam Gandy, M.D., Ph.D., chair, National Medical and Scientific
Advisory Council, Alzheimer's Association, and professor, Alzheimer's disease research, Mount Sinai School
of Medicine, New York City; Alzheimer's Association International Conference on Alzheimer's Disease,
Chicago, July 29, 2008

© 2008 Scout News LLC. All rights reserved.
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alzheimer’s % association

the compassion to care, the leadership to conquer

All materials to be presented at the 2008 Alzheimer’s Association International Conference on Alzheimer’s Disease (ICAD
2008) are embargoed for publication and broadcast until the date and time of presentation at the International Conference on
Alzheimer’s Disease, unless the Alzheimer’s Association provides written notice of change of date/time in advance.

EMBARGOED FOR RELEASE UNTIL TUESDAY, JULY 29, 2008, 1:30 P.M. CT

CONTACT:
Alzheimer’s Association media line: 312-335-4078, media@alz.org
ICAD 2008 press room, July 27-31: 312-949-3253

FOUR ALZHEIMER'’S CLINICAL TRIALS ADDRESS A VARIETY OF
TREATMENT TARGETS - AMYLOID, TAU, SYNAPSE FORMATION

- Unsuccessful Phase IIT Study Does Not Mean the End of Anti-Amyloid Therapies -

CHICAGO, IL, July 29, 2008 — Results from four studies of potential new treatments for Alzheimer’s —
even an unsuccessful late stage clinical trial — increase the field’s knowledge and point scientists toward
advances in therapies for the disease, according to research reported today at the 2008 Alzheimer’s
Association International Conference on Alzheimer's Disease (ICAD 2008), in Chicago.

The reports included data from:

e A Phase III trial of tarenflurbil (Flurizan, Myriad), an anti-amyloid therapy, that failed to achieve its
primary endpoints.

e A 12-week, Phase IIa trial of PBT2 (Prana Biotechnology), which reduces the toxic form of amyloid
by preventing the interaction of amyloid with copper and zinc in the brain.

e A 84-week, Phase II trial of methylthioninium chloride (rember™, TauRx Therapeutics), a tau
aggregation inhibitor that targets toxic tau aggregates, or “tangles.” Tangles of tau in the brain are
another characteristic hallmark of Alzheimer’s.

e A proof of concept clinical trial in mild Alzheimer’s of Souvenaid (Danone Research-Centre for
Specialised Nutrition), a “medical food” product that encourages the formation of brain synapses and
may reduce beta amyloid.

“While researchers continue to investigate amyloid as a target for Alzheimer’s therapies — it is the most
mature theory being pursued — we must also examine other potential avenues given the urgency of
conquering this disease,” said Samuel Gandy, MD, PhD, chair of the Alzheimer’s Association’s Medical
and Scientific Advisory Council. “We can’t leave any stone unturned if we hope to aid the 5 million
people currently living with Alzheimer’s and the millions more that will be devastated by this epidemic.”

While currently approved treatment options for Alzheimer’s offer some relief of symptoms for perhaps a
year or two, they do not change the underlying course of the disease. It is widely hoped that the next
generation of therapies will be disease modifying, that s, they will slow or stop the brain cell death and loss
of function caused by Alzheimer’s.

“We must develop better treatments for Alzheimer’s that go beyond improving symptoms to drugs that
actually change the course of the disease. Delaying the onset of Alzheimer’s and slowing the progression of
the disease means that millions of people would not get Alzheimer’s, and that many who do get the disease
might only experience mild symptoms. In addition, delaying the onset and slowing the progression of

TAU00000143



Alzheimer’s in the next five years could generate billions of dollars annually in Medicare and Medicaid
savings for nursing home care alone,” Gandy said.

Dr. Gandy is Mount Sinai Professor of Alzheimer’s Disease Research, Professor of Neurology and
Psychiatry, and Associate Director of the Alzheimer’s Disease Research Center at the Mount Sinai School
of Medicine, New York City.

18-Month Phase ITT Trial Results for Tarenflurbil (Flurizan)
Myriad Genetics announced on June 30, 2008, that its Phase IIT trial of tarenflurbil (Flurizan) had failed to

achieve statistical significance on either of its two primary endpoints, and that the company was
abandoning development of the compound for Alzheimer’s disease.

“While the results of the trial were certainly disappointing, just because the Flurizan Phase III clinical trial
failed, doesn’t mean that other amyloid-targeted therapies in the clinical trial pipeline aren’t valid. We
learn a great deal from every clinical study,” Gandy said. “There are many ways to impact amyloid and its
role in Alzheimer’s. There are other drugs in development that target amyloid with mechanisms of action
that are different from this one. One or more of these drugs may ultimately prove successful.”

At ICAD 2008, detailed data and results from the trial were presented for the first time by Robert C.
Green, MD, MPH, of Boston University School of Medicine. Tarenflurbil is classified as a selective
amyloid lowering agent, which was shown in nonclinical studies to modulate gamma secretase activity.
The drug was in trials in people with mild Alzheimer’s to determine if its ability to lower the amount of
toxic beta-amyloid would slow or stop the course of the disease.

In the randomized, double-blind, placebo-controlled trial, 1,649 individuals with mild Alzheimer’s (mean
MMSE in both groups = 23.3) were randomized 1:1 to receive tarenflurbil 800 mg twice-a-day or placebo
for 18 months. The co-primary outcome measures of efficacy were two standard measures of cognition
and the ability to accomplish activities of daily living, respectively the ADAS-cog and the ADCS-ADL,
with assessments conducted every three months. The secondary outcome measure was the Clinical
Dementia Rating scale. Exploratory outcomes included the Neuropsychiatric Inventory (NPI), Quality of
Life-Alzheimer’s test, and Caregiver Burden Inventory.

The researchers found that the drug did not achieve statistical significance in either of its primary endpoints
of cognition and activities of daily living. Also, it did not achieve statistical significance on the secondary
endpoint. By the end of the 18-month trial, patients in both the tarenflurbil and placebo groups had
declined approximately seven points on the ADAS-cog scale and 10 points on the ADCS-ADL scale.

According to the researchers, the reported adverse effects reflect the expected profile of the elderly
population with Alzheimer’s and, in most participants, symptoms were well balanced between the
tarenflurbil and placebo groups. However, in the tarenflurbil treatment group, there was increased
frequency of anemia (9.7 percent vs. 4.5 percent), infections (pneumonia, H. zoster, sepsis) (6.9 percent vs.
2.9 percent), and gastrointestinal ulcers (1.7 percent vs. 0.4 percent).

“This was the largest and longest placebo-controlled AD treatment trial ever completed,” Green said.
“While the trial did not meet its endpoints, it was well-designed and executed, and it provided clear
answers regarding Flurizan's lack of efficacy and its safety.”

“The fact that both the drug-treated and placebo groups declined over the course of the trial — and that the
placebo-treated patients declined at the expected rate — shows that we can do this type of trial in people

with mild Alzheimer’s. As the first trial to ever study a large population of mild Alzheimer’s patients, we've
collected very valuable data on the progression of the disease in its earliest stages. We are confident that the
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results of this study will help researchers in their quest to develop new and better treatments for
Alzheimer’s,” Green added.

“This drug candidate, in this dose, in this group did not work. But, like much good science, the study
raises as many questions as it does provide answers. Was the dose right? Was the study long enough? Did
they start the intervention early enough in the course of the disease? Designing and executing clinical
studies that answer these questions will help us defeat Alzheimer’s disease,” Gandy said. “The only way we
are going to solve the problem of Alzheimer’s is for scientists and companies to have the courage to make
significant investments in these large scale trials — which may or may not work. This was a very well done
study and the company and scientists are to be commended for that.”

Phase ITa Trial of PBT2, a Metal-Protein Attenuating Compound, in Mild Alzheimer’s
PBT?2 is a metal-protein attenuating compound (MPAC) being developed by Prana Biotechnology as a

potential Alzheimer’s therapy. In previous research, ions of copper and zinc were found to play a role in
the aggregation of beta amyloid protein, which is believed to cause functional damage in Alzheimer’s.
According to Prana, PBT2 reduces the toxic form of beta amyloid by preventing the interaction of beta
amyloid with copper and zinc. MPACs have been shown to restore normal function to beta amyloid-
impaired synapses and improve cognitive performance in mouse models of Alzheimer’s.

Jeffrey L. Cummings, MD), of the David Geften School of Medicine at UCLA, Los Angeles, CA, reports
on a Phase ITa randomised, double-blind, placebo-controlled trial of PBT2 to assess the safety, tolerability,
biochemical impact on the body, and preliminary efficacy of two different doses of the compound in
patients with early Alzheimer’s. This was done by (1) looking at how treatment with PBT2 changed the
levels of proteins that are believed to be linked to Alzheimer's in the blood and spinal fluid (CSF) and (2)
using memory and thinking tests to assess any change in the participants’ mental capacity.

Seventy-eight (78) people with mild Alzheimer’s (mean MMSE=22.9) were randomized to receive
placebo (n=29), PBT2 50mg (n=20) or PBT2 250mg (n=29) capsules orally, once per day for 12 weeks.
Biomarker assessment included the mean change from baseline to week 12 of proteins AB42 and AB40 in
CSF. Preliminary efficacy assessments included the mean change from baseline to week 12 on a
Neuropsychological Test Battery (NTB) and the ADAS-cog.

The researchers found that PBT2 250mg demonstrated a statistically significant reduction of CSF AB42
after 12 weeks of treatment compared with placebo (p=0.006), which was dose-dependent (p=0.023).
PBT2 250mg demonstrated statistically significant improvements in both the Trail Making Test Part B and
the Category Fluency Test (components of the NTB related to executive function) compared with
placebo (p=0.009 and p=0.041, respectively). PBT2 had no eftect on the ADAS-cog in this trial.

The researchers found the safety and tolerability profile to be similar between PBT2 and placebo. The
overall withdrawal rate in the study was 5 percent, with no withdrawals attributed to adverse events.
There were no serious adverse events reported with PBT2.

“These results indicate that PBT2 1s having an impact on the underlying biology of Alzheimer’s, which is
very exciting,” Cummings said. “This is a critical proof of concept, and the safety and efficacy
demonstrated by PBT?2 in this study warrant evaluation in larger scale clinical trials in Alzheimer’s.”

A Phase IIb trial of a Tau Aggregation Inhibitor Therapy
As an alternative to anti-amyloid therapies for Alzheimer’s, researchers continue to examine a variety of

treatments and targets with the potential to curb the disease. This includes presenting data supporting the
viability of therapies targeting tau protein and its aggregation into the “tangles” originally discovered by
Alois Alzheimer.
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Previous research has shown that the buildup of brain lesions known as neurofibrillary tangles, which are
composed of a short fragment of a protein called tau, is correlated with increasing levels of dementia
symptoms. And, these tangles first appear in the brain long before symptoms of the disease become
clinically apparent. Methylthioninium chloride (MTC, or brand name rember™) has been shown in the
test tube to dissolve tau tangle filaments and prevent aggregation of tau into tangles. MTC has also been
shown to block the toxic effects of aggregated tau in cells. In animal models, MTC has demonstrated
cognitive and behavioral benefits in line with reduced tau pathology.

In research reported at ICAD 2008, Claude M. Wischik, Professor in Mental Health, University of
Aberdeen, United Kingdom and Chairman, TauRx Therapeutics, Singapore, and colleagues conducted a
24-week, double-blind, randomized, dose-ranging, parallel design trial of MTC monotherapy in 321
people with Alzheimer’s at 17 centers in the United Kingdom and Singapore, followed by a 60-week,
blinded, active treatment extension. The control group received placebo for the initial 24 weeks and then
a minimal efficacy dose subsequently. The primary objective was to investigate the effects of oral MTC at
30, 60 and 100 mg doses three times per day, compared with placebo, over 24 weeks on cognitive
function as measured by the ADAS-cog in patients with mild or moderate Alzheimer’s, stratified by stage
of the disease. Another objective was to determine MTC’s potential to modify the course of Alzheimer’s
over 19 months. Imaging results from SPECT and PET scans were collected at baseline and after 24 wecks
of treatment.

The researchers found that, at 24 weeks, MTC produced a significant improvement relative to placebo of -
5.5 ADAS-cog units in moderate subjects at the 60 mg dose (p = 0.0208). There was no placebo decline
in people with mild Alzheimer’s in the control group over the first 24 wecks preventing initial efficacy
analysis, although efficacy was demonstrated in mild Alzheimer’s by SPECT-scan outcomes over the same
period. MTC stabilized the progression of Alzheimer’s over 50 weeks in both mild and moderate
Alzheimer’s. The overall effect size was -6.8 ADAS-cog units vs. decline of 7.8 units in the control arm (p
< 0.0001), with significant efficacy demonstrated separately in mild and moderate subgroups.

According to the researchers, as a first approximation to supporting disease modifying efficacy, treatment
with MTC at the 60mg dose produced a significantly larger effect size at 50 weeks than at 24 weeks
implying an effect on the rate of cognitive decline (p = 0.0014). This was confirmed in a mixed effects
slope analysis, showing an 81 percent reduction of long run rate of progression of decline over 50 weeks (p
< 0.0001). The final 84-weck analysis confirmed the long term effect of the 60mg dose in subjects
remaining on treatment, with apparent decline still not significantly different from baseline at the final
assessment, whereas there was significant decline in the other study arms.

The researchers added that brain imaging using SPECT and PET confirmed the clinical trial results.
SPECT measures regional cerebral blood flow (rCBF) which is closely related to brain cell activity. The
study showed that treatment with MT C at the 60mg dose eliminated the rCBF decline that was seen in
control subjects. The effect was greatest in brain regions that had the most severe tau aggregation
pathology, namely the hippocampus and the entorhinal cortex, which are regions affected ecarly and most
severely in Alzheimer’s.

“This is the first instance of a disease-modifying Alzheimer’s therapy that has attained its primary, pre-
specified cognitive efficacy target in a clinical trial,” said Wischik. “This trial therefore provides the first
clinical trial evidence that an Alzheimer’s therapy aimed at blocking tau aggregation may be a viable
disease-modifying treatment. We now need to confirm this in a larger Phase IIT trial.”

“Our results appear to meet the draft EMEA clinical guidelines for disease-modifying therapy, supported

by SPECT and PET evidence of efficacy in brain regions heavily affected by tau pathology,” Wischik
added.
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Proof of Concept Clinical Trial of Souvenaid™: A Medical Nutrition Approach to Mild
Alzheimer’s

People with Alzheimer’s exhibit a significant loss of brain synapses, and this loss correlates with the loss of
cognitive function. Pre-clinical research using a technique invented by Massachusetts Institute of
Technology (MIT) has shown that specific combinations of nutrients can increase synapse formation. Now
a double-blind, controlled study with Souvenaid™, including these nutrients, has shown it may help
patients with mild Alzheimer’s Disease.

Souvenaid™, developed by Danone Research — Centre for Specialised Nutrition, is designed to improve
synapse formation and synaptic transmission via the synergistic action of a combination of nutrients
(specifically, it contains uridine monophosphate, choline, the omega-3 fatty acids (EPA, DHA),
phospholipids, B vitamins and antioxidants). Pre—clinical research has shown that specific combinations of
certain nutrients interact to enhance brain cell outgrowth, synapse formation, and neurotransmitter release
and also improved cognitive function in several pre-clinical models. This specific combination of nutrients
showed also reduced amyloid production and toxicity in the pre-clinical models.

At ICAD 2008, Philip Scheltens, MD, PhD, of the Alzheimer Center of the VU University Medical
Centre, Amsterdam, the Netherlands reported the results of a randomised, double-blind, controlled 12-
week trial, sponsored by Danone Research, to assess the safety and effect of Souvenaid™ on memory and
cognitive performance in people with mild Alzheimer’s (MMSE 20-26, mean=23.9) who had never taken
any Alzheimer’s drugs.

Two hundred twelve (212) people with mild Alzheimer’s were recruited for the trial ac 28 sites mainly in
the Netherlands, Germany, and Belgium, with a single site in the U.S.; 106 were assigned to Souvenaid™,
a 125 ml (125 kcal) once-a-day drink, and 106 to control in the 12-week study. Primary outcome
measures were a delayed verbal memory task derived from the Wechsler Memory Scale-revised and the
13-item modified ADAS-cog. Secondary outcomes included the MMSE, 23-item Alzheimer’s Disease
Cooperative Study - Activities of Daily Living Inventory (ADCS-ADL), 12-item Neuropsychiatric
Inventory (NPI), Clinician’s Interview Based Impression of Change plus Caregiver Input (CIBIC-plus)
and Quality of Life in Alzheimer’s Disease (QOL-AD). A separate analysis was performed on a pre-
specified subgroup of very mild Alzheimer’s (MMSE>23). In an optional, double-blind, 12-week
extension phase, patients continued to receive the same study product (85 percent of the week 12
completers continued into the extension phase).

The investigators found a statistically significant benefit in mild Alzheimer’s patients on the delayed verbal
memory task in the Souvenaid™ group, and also a significant effect in the subgroup of very mild patients.
The unadjusted analyses showed no significant effect on the modified ADAS-cog. However, the baseline
modified ADAS-cog score was a predictor for the intervention eftect. Thus, patients with a higher baseline
score showed a greater effect of Souvenaid™ on cognition. The investigators noted that there was no
decline in modified ADAS-cog and verbal memory in the control group during the 12 weeks of the study.

According to the investigators, Souvenaid™ was well tolerated (compliance=94 percent) and showed a
good safety profile. The drop-out rate in the study was low — 6.6 percent in first 12 weeks, 4.8 percent in
the 12-week extension. They found no significant difference in adverse effects between the study groups
throughout the study period.

“We're very excited by these results and we look forward to further research on this product,” Scheltens
said. “This is an innovative, completely different approach and we believe that medical foods such as
Souvenaid™ can be a valuable part of Alzheimer’s disease management. We're committed to a high level
of scientific rigor in the next trial to further test Souvenaid™.”
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“Souvenaid™ is a medical food product backed by 10 years of research. Much of the conceptual work and
ecarly pre—clinical work was done at MIT under Professor Richard Wurtman, and supported principally by
the National Institutes of Health,” Scheltens added.

About ICAD 2008

The 2008 Alzheimer’s Association International Conference on Alzheimer's Disease (ICAD 2008) is the
largest gathering of international leaders in Alzheimer research and care ever convened. At ICAD 2008,
more than 5,000 researchers from 60 countries will share groundbreaking information and resources on the
cause, diagnosis, treatment and prevention of Alzheimer’s and related disorders. As a part of the
Association’s research program, ICAD serves as a catalyst for generating new knowledge about dementia
and fostering a vital, collegial research community. ICAD 2008 will be held in Chicago at McCormick
Place, Lake Side Center from July 26-31.

About the Alzheimer’s Association

The Alzheimer’s Association is the leading voluntary health organization in Alzheimer’s research, care and
support. Our mission s to eliminate Alzheimer’s disease through the advancement of research, provide and
enhance care and support for all affected, and reduce the risk of dementia through the promotion of brain
health. Our vision is a world without Alzheimer’s. For more information, visit www.alz.org.
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Safety and efficacy of tarenflurbil in subjects with mild Alzheimer’s disease: Results from an
18- month multi-center phase 3 trial

Robert C. Greenl, Lon S. Schneider2, Suzanne B. Hendrix3, Kenton H. Zavitz3, Edward Swabb4
1Boston University School of Medicine, Boston, MA, USA; 2University of Souther California Keck School of
Medicine, Los Angeles, CA, USA; 3Myriad Pharmaceuticals, Inc., Salt Lake City, UT, USA; 4Myriad
Pharmaceutical, Inc., Salt Lake City, UT, USA.

Contact e-mail: regreen@bu.edu

Disclosure Block: R.C. Green, Forest, Myriad, Elan, Grants/Research Support; Pfizer, Forest, Myriad
(uncompensated), Consultant; Forest, Paid speaker or teacher; Advisor (uncompensated) to SmartGenetics, 23andMe
and Navigenics, Other financial or matenal support; L.S. Schneider, Myriad, Grants/Research Support; Myriad,
Consultant; S.B. Hendrix, Myriad, Employee; K.H. Zavitz, Myriad, Employee; E. Swabb, Myrnad, Employee.

Background: Tarenflurbil is a selective AP42-lowering agent that modulates y-secretase activity to
preferentially reduce production of AB42 in vivo and in vitro. Preliminary evidence for potential benefit of
tarenflurbil 800 mg bid in subjects with mild AD was recently observed in a randomized, double-blind
Phase 2 trial. This multi-center Phase 3 study assessed the safety and efficacy of tarenflurbil in subjects with
mild Alzheimer’s disease (AD).

Methods: In this randomized, double-blind, placebo-controlled trial, individuals with mild AD (MMSE
score 20-26, inclusive) were randomized (1:1) to receive tarenflurbil 800 mg bid or placebo for 18 months.
Randomization was stratified according to use/non-use of acetylcholinesterase inhibitors and/or
memantine. The co-primary outcome measures of efficacy were the ADAS-cog and the ADCS-ADL,
with assessments conducted every 3 months. The secondary outcome was the CDR -sb, and exploratory
outcomes included the NPI, Quality of Life-AD, and Caregiver Burden Inventory. Analysis was
conducted by comparing the rate of change (slope) in the outcome measures between treatment and
placebo arms. Adverse events were monitored throughout the study.

Results: The study was originally powered for 1600 participants, and 1684 participants were randomized at
133 sites throughout the US between Feb 21, 2005 and Sep 1, 2006, of which 1653 had mild AD and are
included in the primary analysis. At baseline, participants were 51.1% female, had a mean age (+ standard
deviation, range) of 74.6 (£ 8.3, 53-94) and mean MMSE score of 23.3 (+ 2.0, 20-26).

Conclusions: This Phase 3 protocol was powered to evaluate the efficacy of tarenflurbil with respect to the

primary outcomes using an analytic strategy comparing rate of change. Results for primary and secondary
efficacy outcomes will be presented, along with safety results including adverse events and lab parameters.
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Targeting af As A Modifying Therapy Of Alzheimer’S Disease: Safety, Efficacy And
Biomarker Findings Of A Phase 2a Randomised, Double-blind Placebo-controlled Trial Of
Pbt2

Jeff Cummings1, Lars Lannfelt2, Kaj Blennow3, Henrik Zetterberg3, Stellan Batsman4, David Ames5,
John Harrison6, Colin L. Masters7, Steve Targum8, Ashley I. Bush7, Ross Murdoch9, Janet Wilson9,
Craig W. Ritchie10

1David Geffen School of Medicine at UCLA, Los Angeles, CA, USA; 2Uppsala University Hospital, Uppsala,
Sweden; 3Sahlgren's University Hospital, Molndal, Sweden; 4Vardcentralen Kalix, Kalix, Sweden; 5National Ageing
Research Institute and University of Melbourne, Melbourne, Australia; 6Cogstate, Warminster, United Kingdom;
7Mental Health Research Institute, Melbourne, Australia; 8Oxford Biosciences, Boston, MA, USA; 9Prana
Biotechnology, Melbourne, Australia; 10Imperial College London, London, United Kingdom.

Contact e-mail: jecummings@mednet.ucla.edu

Background: PBT?2 is a Metal-Protein Attenuating Compound (MPAC) designed to impact upon the
Cu2+- and Zn2+- mediated toxic oligomerization of AP that causes functional damage in Alzheimer’s
disease (AD). PBT2 is being developed as a potential therapy.

Objective: To assess the safety, tolerability, pharmacodynamics (PD) and preliminary efficacy of PBT2 in
patients with early AD.

Methods: In this double-blind, multicenter study, 78 patients with early AD were randomized to receive
placebo (n=29), PBT2 50mg (n=20) or PBT2 250mg (n=20) capsules orally once per day for 12 weeks.
PD biomarker assessment included the mean change from baseline to week 12 of AB42 and AP40 in
cerebrospinal fluid (CSF). Preliminary efficacy assessments included the mean change from baseline to
week 12 on the Neuropsychological Test Battery (NTB).

Conclusion: The range of mean patient baseline characteristics across treatment groups was: age, 72.1 to
72.6 years; % females, 45 to 52%; ADAS-Cog, 18.7 to 18.9; MMSE, 22.2 to 23.5; no. patients with ApoE
e4, 72.4% to 80%. Overall withdrawal rate was 7.7%, with no withdrawals attributed to adverse events.
There were no serious adverse events reported with PBT2 and treatment emergent adverse events were
evenly distributed amongst the three treatment arms. PBT2 250mg demonstrated a statistically significant
reduction of CSF AP42 after 12 weeks of treatment compared with placebo (p=0.006, I'TT) which was
dose-dependent (p=0.023). Similarly, PBT2 250mg demonstrated a reduction of AB40 levels in CSF,
however this did not reach statistical significance compared with placebo (p=0.092). In addition, 250mg
PBT2 demonstrated statistically significant improvements in both the Trail Making Test Part B and the
Category Fluency Test (components of the NTB) after 12 weeks of treatment compared with placebo
(p=0.009 and p=0.041, respectively (ITT)).PBT2 was safe and well tolerated in this study in patients with
mild AD. PBT?2 significantly reduced the level of AP42 in CSF, a key protein implicated in the
pathology/etiology of AD. Furthermore, PBT2 was shown to have an effect on measures of executive
function. The safety and efficacy demonstrated in this study would warrant evaluation in larger scale
clinical trials in AD patients.

Disclosures: J. Cummings, Abbot, Acadia, ADAMAS, Astellas, CoMentis, Eisai, EnVivo, Forest, Janssen, Lundbeck,
Lilly, Medivation, Merck, Merz, Myriad, Novartis, Pfizer, Prana, Sonexa, Taxeda Pharmaceutical Companies;
ADAMAS, Prana; Eisai, Forest, Janssen, Novartis, Pfizer, Lundbeck, Merz; Dr Cummings owns the copyright for the
Neuropsychiatric Inventory.
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Tau aggregation inhibitor (TAI) therapy with rember™ arrests disease progression in mild
and moderate Alzheimer's disease over 50 weeks

Claude M. Wischik1, Peter Bentham1, Damon J. Wischik2, Kwang Meng Seng3

1University of Aberdeen, Aberdeen, United Kingdom; 2University College, London, United Kingdom; 3TauRx
Therapeutics Ltd, Singapore, Singapore.

Contact e-mail: c.m.wischik@abdn.ac.uk

Disclosure Block: C.M. Wischik, TauRx Therapeutics Ltd., Board Member/Ofticer; P. Bentham, TauRx
Therapeutics Ltd., Consultant; D.]. Wischik, TauRx Therapeutics Ltd, Consultant; K. Seng, TauRx Therapeutics
Ltd., Board Member/Officer.

Background: Neurofibrillary degeneration is correlated with clinical dementia. Methylthioninium chloride
(MTC, remberTM) dissolves Tau polymers (Paired Helical Filaments) isolated from AD brain, and
prevents Tau aggregation in cell models at the nanomolar range (0.15 - 0.58 pM). MTC has efficacy in
Tau transgenic animal models, reversing cognitive and other behavioural defects, and reversing Tau
pathology in the brain.

Methods: An exploratory, dose-range finding, parallel design, double-blind, randomised, placebo-
controlled trial of remberTM monotherapy was conducted in 332 subjects meeting DSM-IV and
NINCDS-ADRDA for probable AD in UK and Singapore. The primary objective was to investigate the
effects of oral MTC at 30, 60 and 100 mg three times per day, compared with placebo, on cognitive
function (ADAS-cog) in patients with mild or moderate AD stratified by CDR. The 100mg dose was
found to have a formulation defect limiting release of the therapeutic form of MTC. Secondary outcomes
included MMSE, CDRsb, CGIC, ADFACS and NPI. Nested studies of SPECT - and PET-scan outcomes
at 6 months are reported separately.

Results: In the prespecified analysis at 24 weeks, remberTM produced a significant improvement relative
to placebo of -5.4 ADAS-cog units in CDR-moderate subjects at the 60mg dose. There was no placebo
decline in CDR-mild AD over the first 24 weeks preventing initial efficacy analysis, although efficacy was
demonstrated in mild AD by the SPECT-scan outcomes. rember TM stabilised the progression of AD
over 50 weeks in both mild and moderate AD. The overall effect size was -6.8 ADAS-cog units vs. decline
if 7.8 units in the placebo/comparator arm, with significant efficacy demonstrated separately in mild and
moderate subgroups. remberTM efficacy was confirmed on all secondary outcomes. The remberTM
efficacy analysis met new EMEA guidelines for disease-modifying therapy by slope analysis and two-time-
point analysis, supported by SPECT and PET evidence of efficacy in brain regions strongly aftected by Tau
pathology.

Conclusions: This represents the first evidence that TAI monotherapy with remberTM is a viable disease-

modifying treatment for mild and moderate AD which may also have preventative application at
preclinical Braak stages of AD.
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The Efficacy Of Souvenaid* In Mild Alzheimer's Disease: A Randomized, Controlled,
Double-blind, Parallel Group, Multi-centre, Multi-country Clinical Trial

Philip Scheltens1, Frans R.J. Verhey2, Marcel G.M. Olde Rikkert3, Patrick J. Kamphuis4, David
Wilkinson5, Alexander Kurz6

1VU University Medical Centre, Department of Neurology, Alzheimer Centre, Amsterdam, Netherlands;
2University Hospital of Maastricht, Alzheimer Centre Limburg, Maastricht, Netherlands; 3Radboud University
Medical Centre Nijmegen, Alzheimer Centre Nijmegen, Nijmegen, Netherlands; 4Danone Research, Wageningen,
Netherlands; 5Memory Assessment and Research Centre, Moorgreen Hospital Southampton, Southampton, United
Kingdom; 6Department of Psychiatry, Klinikum Rechts der Isar, Technische Universitit Miinchen, Miinchen,
Germany.

Contact e-mail: p.scheltens@vumec.nl

Disclosure Block: P. Scheltens, Danone Research, Consultant.

Background: Increasing evidence shows a role of nutrients in Alzheimer’s Disease (AD). Extensive
preclinical studies have demonstrated that a combination of nutrients increases synapse formation and
reduces the production of beta-amyloid.

Objective: To assess the effect of an intervention with a medical food on memory and cognitive
performance in drug naive mild AD patients.

Methods: Drug naive mild AD patients (MMSE 20-26) were randomly allocated to receive Souvenaid, a
125ml (125kcal) once-a-day milk-based drink containing Fortasyn™ Connect [a specific combination of
nutrients| or an iso-caloric control drink in a double-blind 12 weeks study. Primary outcome measures
were a delayed verbal memory task (derived from Wechsler Memory Scale-revised) and the 13-item
modified ADAS-cog at 12 weeks. In a double-blind 12 week extension phase patients continued to receive
the same study product. A repeated-measures mixed model analysis was performed on the intention to
treat population and a pre-specified subgroup of very mild AD (MMSE>23). The trial was preregistered
with the Dutch Trial Register (FISRCTN72254645).

Results: Of 212 enrolled study patients (mean MMSE 23.9, mean age 73.7, male 50%), 106 were assigned
to Souvenaid and 106 to control. No significant baseline differences were detected between the groups.
There was no decline in modified ADAS-cog and verbal memory in the control group. In the Souvenaid
group a clear trend towards an effect on the delayed verbal memory task was observed while a significant
benefit was found in very mild AD patients. The unadjusted analyses showed no significant effect on the
modified ADAS-cog. However, the baseline modified ADAS-cog score was a predictor for the
intervention effect, i.e. patients with a higher baseline score showed a greater effect of Souvenaid.
Intervention with Souvenaid was well tolerated (compliance was 95%) and safe. There was no significant
difference in (S)AEs between the study groups throughout the study period.

Conclusion: Souvenaid is safe and well tolerated. This proof of concept study demonstrates that Souvenaid

given for 12 weeks improves memory in very mild AD. These findings justify further studies with
Souvenaid in patients with AD discase.

*Souvenaid and Fortasyn are trademarks of N.V. Nutricia
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By taking a new tack in fighting the disease, a tiny Singapore startup may have the jump on Big Pharma

Catherine Arnst

Bloomberg Businessweek

Aungust 6, 2008 — 11:00 PM CDT

Reprints

Most new drugs target amylaid protein. Rember goes after the Tau

protein

Bigot! Andia.fr/drrnet

Take a Scottish scientist and a Singapore investor who met because their sons were schoolmates. Add in the
accidental discovery that a 100-year-old malaria drug can repair damaged brains. The result is one of the few

bright spots amid a slew of notable failures in Alzheimer's drug development.

TauRx Therapeutics, a private company based in Singapore, just reported that its drug Rember reduced mental
decline by 81% over 12 months in a small phase 11 trial. The results have yet to be published and need to be
confirmed by a larger trial. But so far, Rember has outperformed high-profile Alzheimer's drugs made by far

larger companies. And it works by going after a completely different target.

Virtually every major pharmaceutical and biotech company is trying to develop a drug that can reverse or delay
Alzheimer's, the biggest unmet medical need out there. Pfizer's Aricept and three other drugs now in use can
only alleviate symptoms for a few months. Given that 26 million people worldwide have Alzheimer's, and 106
million could be afflicted by 2050, any treatment that alters the course of the disease would quickly become a

multi-billion-dollar drug.

To date, most Alzheimer's researchers have pursued compounds that would clear out toxic clumps of a protein

5/11/2016 10:15 AM
TAUO0000153



Rethinking Alzheimer's - Bloomberg http://www.bloomberg.com/news/articles/2008-08-06/rethinking-alzheimers

20of4

called amyloid that clog the brains of Alzheimer's victims. One amyloid drug after another has failed in trials,
however. The most recent disappointment: an antibody developed by Wyeth (WYE) and Elan Pharmaceuticals
that some analysts predicted would bring in $9 billion in yearly sales. On July 29 the two companies released

mediocre trial results. The next day Wyeth's stock dropped 11.8% and Elan's 40%.

A month earlier, Myriad Genetics (MYGN) announced that its anti-amyloid drug, Flurizan, failed to show
efficacy, and Myriad pulled the plug. And a year ago another once-promising amyloid drug, Alzhemed from

Bellus Health (BLUS), was also abandoned after failing a trial.

Against that background, Rember looks pretty good. Dr. Claude Wischik, at the University of Aberdeen in
Scotland, rejects amyloid as a cause of Alzheimer's. He has long studied another protein, Tau, which masses into
tangles in diseased brains. In 1988 he tried to dye these tangles in a test tube with an old malaria drug,

methylene blue, to make them more visible. Instead, the tangles dissolved.

Wischik spent the next two decades figuring out why that happened, and in 2002 he formed TauRx. The $60
million in seed money was raised by the late Dr. K.M. Seng, a Singapore venture capitalist who Wischik met

when their sons were school friends. Now Wischik is seeking a drug company partner.

The seeming efficacy of Rember has revived an old controversy in the Alzheimer's field: Has too much money
and scientific energy been funneled into clearing amyloid at the expense of better targets? One of the few
positive Alzheimer's trial results this year besides Rember was for another anti-Tau drug created by startup Allon
Therapeutics of Vancouver, B.C. In a small trial of patients with mild memory impairment the drug, AL-108,

improved some aspects of cognition.

Despite the recent failures, many scientists and company executives see the glass as half full. There are at least
30 drugs in human trials today; 20 years ago there were none. "I think we must continue to pursue all targets,"
says Dr. John Q. Trojanowski, a leading researcher at the University of Pennsylvania. "I predict we will

eventually have 10 different drugs for Alzheimer's."
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TauRx is committed to discovering and developing innovatie therapies for neurodegenerative diseases caused by
protein aggregation. Using leading-edge science and tehnology, TauRx is developing new treatments that are hped fo
halt the progression of Alzheimer's disease, frontotempeal dementia, and other neurodegenerative diseases.

Ultimately the company’s clinical aim is to make a positivedifference to the lives of patients, carers and famiks who are
affected by these devastating diseases.

Alzheimer's disease

Alzheimer's is a progressive neurologic disease of the bramn that causes damage to neurons, leading to loss of memoy
and reasoning. It is the leading cause of dementia woldwide. The symptoms can affect a person’s ability to inteact
socially or function at work. No treatment currently exigs that either halts the progression of Alzheimer's rdated
dementia or delays its onset, or better yet, prevents iffrom occurring. The available drugs freat the symptoms, it only
temporarily. An Alzheimer's treatment that can effectivéy halt or delay disease progression is urgently needed.

A potential way to halt or delay Alzheimer's disease is ly preventing the aggregation of tau tangles, which area chief
cause of Alzheimer's disease. Tau tangles form inside brin cells when tau protein begins to aggregate, ultimaely
causing brain cell death. TauRx has developed a second-gneration tau aggregation inhibitor which is currenyy in Phase
3 clinical trials for Alzheimer's disease. The clinical tréls are fully recruited and results are expected in 2016

Frontotemporal dementia

Frontotemporal dementia (FTD) is a degenerative diseasethat causes gradual and progressive damage to the fronal
and temporal regions of the brain. These areas of thebrain are responsible for behaviour and language. FTDoften
develops at a relatively young age (40s to 60s). As the diease progresses, patients can find it difficult to planor
organise activities, behave appropriately in social or waok settings, interact with others, and care for themseles,
resulting in increasing dependency on others. FTD-associded syndromes are responsible for about 10% of all demetia.
Currently no treatments to slow or stop the progressionof the disease are available.

A type of FTD called behavioural variant FTD (bvFTD orPick’s disease) can cause early and progressive changes in
personality, emotional ‘blunting’ and loss of empathy. Aperson with bvFTD may have difficulty controlling their
behaviour, which can result in socially inappropriate esponses or actions. Language may also be impaired after
behavioural changes take place and neurological symptors such as movement and coordination difficulties may
develop. Over time, these symptoms worsen. The bvFTD formof the disease is particularly aggressive and progresses
faster than Alzheimer's disease.

TauRx is currently conducting a Phase 3 clinical study toevaluate the safety and efficacy of our second-generationtau
aggregation inhibitor, LMTX, in patients with bvFTD. The trial is fully recruited and results are expected in2016.
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Leader's in Alzheimer's disease research, TauRx has a stong and defensible intellectual property position. Ove the
past 23 years of research in the tau pathology of Alzhémer’s disease, Professor Wischik's team has generated a nulti-
layered portfolio of patents and patent applications vhich TauRx believes will permit a strong defensive intectual
property position. In particular, LMTX is covered by a composition of matter patent which does not expire unti2027.

Having pioneered a new pathway towards effective treatrent and prevention of Alzheimer’s, the company’s successd
date is also due to collaborations with organisations hat span a variety of fields. Achieving the company’s lmg term
vision and commercial goals will require further alliarces and TauRx is pleased to consider new potential coll&orators
and or partners from:

« Pharmaceutical companies active in the field of neurodgeneration;

* Interested Investors searching for companies with innovailve products backed by extensive published data and
proprietary know-how;

« Pharmaceutical drug distributors interested in a distbution partnership.

Should your company match the business development inteests of TauRx as outlined above, pleasecontact us
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TauRx Completes US$135m Financing Round to Support Phase 3
Clinical Trials Program in Alzheimer’s and Frontote mporal Dementia
Oct 07 - 2015 09:27 PM

ABERDEEN, Scotland and SINGAPORE, 07 October 2015 — TauRx Pharmaceuticals Ltd, a clinical-stage biopharmaceutical company
developing a novel treatment for Alzheimer's disease, to day announced the completion of the final tranche of a US$135m equity
financing that it launched in March.

READ MCRE

TauRx Publishes Six New Journal Articles
Jun 01 - 2015 06:00 AM

With the publication of a key article in The Journal of Biological Chemistry, TauRx Pharmaceuticals Ltd. continues to build a growing
body of evidence supporting the rationale for tau aggre gation inhibition in the treatment of neurodegenera live diseases such as
Alzheimer's Disease (AD) and Frontotemporal Dementia (F TD). This latest of six connected papers, five of them published in the past
six months, describes the robust scientific research programme behind the development of LMTX, the second-generatio n tau
aggregation inhibitor (TAl) currently in three large global Phase 3 clinical trials.

READ MORE

First Evidence of Potential Efficacy of Tau Aggregation Inhibitor
Therapy in Alzheimer’s Disease

Jan 19 -2015 06:00 AM

The Journal of Alzheimer's Disease has published today the results of the first clinical trial of & Tau Aggregation Inhibitor (TAL) in
Alzheimer's disease (AD). This Phase 1l clinical tral, conducted by TauRx Therapeutics Ltd (a Singapore incorporate d spinout from the
University of Aberdeen), provided the basis and rationale for subsequent Phase Il clinical trials of a TAl in AD currently in progress.

READ MORE
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TauRx Therapeutics Achieves Enrolment Target for Se cond Phase lli
Clinical Trial of LMTX™ in Alzheimer's Disease

Sep 22 - 2014 10:28 AM

TauRx Therapeutics Ltd has achieved its target enrolment of 700 subjects with mild Alzheimer's disease into the second of its two
Phase lll clinical trials of LMTX™ a tau aggregation inhibitor, for the treatment of Alzheimer's disease.

READ MORE

TauRx Therapeutics Achieves Enrolment Target in the First of its Two
Phase |ll Clinical Trials of LMTX™ in Alzheimer's Disease

Jul 15 - 2014 06:00 AM

TauRx Therapeutics Lid today announced it has achieved its target enrolment of 833 subjects into one of its two ongoing muiti-centre
Phase Il clinical trials of LMTX ™, a tau aggregation inhibitor, for the treatment of Alzheimer's Disease [AD].

READ MORE
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ABERDEEN, Scotland and SINGAPORE, 07 October 2015 —TauRx Pharmaceuticals Ltd, a clinical-stage

Page 1 of 2

biopharmaceutical company developing a novel treatment ér Alzheimer's disease, today announced the completion &

the final tranche of a US$135m equity financing thattilaunched in March.

“The additional investment has been provided through acombination of new investors and existing shareholdersand will
support our Phase 3 clinical trials program,” said Professao Claude Wischik, co-founder and Executive Chairman of
TauRx. “This new investment was raised at successively highershare prices during the course of 2015, reflecting the
confidence investors have in our tau aggregation inhilition technology and in the promise of our lead prodat, LMTX®."

LMTX® is currently being investigated as the first tau-tased disease-modifying agent for the effective treatmenif

Alzheimer's disease. It has a broad spectrum of activity & an inhibitor of abnormal aggregation of other progins that
underlie a number of progressive neurodegenerative disrders. This permits its testing in an ongoing trial inbehavioral

variant Frontotemporal Dementia where both tau and DP-43 proteins aggregate.

“This important milestone has been achieved as a result éa great deal of hard work by key members of TauRx's boad
of directors and | would like to thank them for theirongoing commitment to our company,” Professor Wischik said "We

continue to stay on track to announce top-line results ér all three Phase 3 studies in 2016 and expect this tcbe a

defining year for both the development of LMTX and the future growth of TauRx."

About TauRx Pharmaceuticals Ltd

TauRx Pharmaceuticals Ltdis a spin-out company from the University of Aberdeen, Sotland, and was established in

Singapore in 2002 with the aim of developing new tratments and diagnostics for a range of neurodegenerate

diseases. The company’s tau aggregation inhibitor, LMTX, is currently in global Phase 3 clinical trials for Alzheimer’s
and Frontotemporal Dementia (FTD) LMTX" targets aggregates of abnormal fibres of tau potein that form inside nerve
cells in the brain, giving rise to ‘tau tangles’. TauRJs headquarters are in Singapore and its primary researb facilities

are based in Aberdeen. For more information, please \éit: hitp://www taurx.com

Media Contacts

North America: Courtney Hollinger +174847674-6825 thollinger@mediciglobal.cem) or Liz Moench +1?261076597

5093 (Imoench@medicigliobal.com)

International: Elizabeth Puller +44 (0)7557 403 8940 gpuller@mediciglobal.com)

Email: press@taurx.com

Website: http:/fwww taurx.com
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