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On June 23,2017, Akari Therapeutics, Plc, (the “Company”) issued a press release announcing that it is presenting a poster at the 22nd Congress of
the European Hematology Association (EHA) in Madrid, Spain containing data for the four patients, to date, who have completed the Company’s ongoing
Phase II trial of Coversin in paroxysmal nocturnal hemoglobinuria (PNH). A copy of the press release and poster are attached hereto as Exhibit 99.1 and 99.2
respectively, and are incorporated herein by reference.

The information contained in this report (including the exhibits hereto) is hereby incorporated by reference into the Company’s Registration
Statement on Form S-3, File No. 333-207443, Form S-8 (No. 333-198109 and 333-207444), Registration Statement on Form F-3 File No. 333-198107, and
the Registration Statements on Post-Effective Amendments to Form F-1 on Form F-3 (333-185247,333-187826 and 333-191880).
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Exhibit 99.1
AKari Therapeutics to Present Data from Phase 2 PNH Trial of Coversin at the 22nd Congress of the European Hematology Association

NEW YORK and LONDON, June 23, 2017 -- Akari Therapeutics (NASDAQ: AKTX), a clinical-stage biopharmaceutical company, is presenting a poster
today at the 22nd Congress of the European Hematology Association (EHA) in Madrid, Spain containing data for the four patients, to date, who have
completed its ongoing Phase 2 trial of Coversin in paroxysmal nocturnal hemoglobinuria (PNH). Coversin is a second-generation complement inhibitor that
is capable of being a self-administered subcutaneous injection.

The poster can be found here:
http://akaritx.com/wp-content/uploads/2017/06/EHA_POSTER 23JUN2017.pdf
About Akari Therapeutics Plc

Akari is a clinical-stage biopharmaceutical company focused on the development and commercialization of life-transforming treatments for a range of rare
and orphan autoimmune and inflammatory diseases caused by dysregulation of complement C5 and Leukotriene B4 (LTB4), including paroxysmal nocturnal
hemoglobinuria (“PNH”), atypical Hemolytic Uremic Syndrome (“aHUS”), and Guillain Barré syndrome (“GBS”). Akari’s lead product candidate, Coversin™
complement inhibitor, a second-generation complement inhibitor, has shown it can act on complement component-C5, preventing the release of C5a and the
formation of C5b—9 (also known as the membrane attack complex or MAC), and independently also inhibits LTB4 activity. C5 inhibition is growing in
importance in a range of rare autoimmune diseases related to dysregulation of the complement component of the immune system, including PNH, aHUS, and
GBS. Exploiting the power of nature, Akari is also developing other tick derived proteins and expects to bring additional compounds to clinical trials over
the next several years. The pipeline is focused on developing bioengineered versions of native tick salivary proteins that act as anti-inflammatory
compounds allowing the tick to remain on its host. These compounds include PGP sparing LTB4 inhibitors, classical and alternative complement inhibitors,
anti-histamines, and serotonin inhibitors as examples. Akari is also developing engineered forms that allow for potential oral absorption, as, for example, a
potential orally absorbed C5 inhibitor, and tissue specific proteins, as, for example, Coversin™ that acts specifically at the neuromuscular junction for
diseases like myasthenia gravis.




Cautionary Note Regarding Forward-Looking Statements

Certain statements in this press release constitute “forward-looking statements” within the meaning of the Private Securities Litigation Reform Act of 1995.
These forward-looking statements reflect our current views about our plans, intentions, expectations, strategies and prospects, which are based on the
information currently available to us and on assumptions we have made. Although we believe that our plans, intentions, expectations, strategies and
prospects as reflected in or suggested by those forward-looking statements are reasonable, we can give no assurance that the plans, intentions, expectations or
strategies will be attained or achieved. Furthermore, actual results may differ materially from those described in the forward-looking statements and will be
affected by a variety of risks and factors that are beyond our control. Such risks and uncertainties for our company include, but are not limited to: needs for
additional capital to fund our operations, an inability or delay in obtaining required regulatory approvals for Coversin and any other product candidates,
which may result in unexpected cost expenditures; risks inherent in drug development in general; uncertainties in obtaining successful clinical results for
Coversin and any other product candidates and unexpected costs that may result therefrom; failure to realize any value of Coversin and any other product
candidates developed and being developed in light of inherent risks and difficulties involved in successfully bringing product candidates to market;
inability to develop new product candidates and support existing product candidates; the approval by the FDA and EMA and any other similar foreign
regulatory authorities of other competing or superior products brought to market; risks resulting from unforeseen side effects; risk that the market for
Coversin may not be as large as expected; inability to obtain, maintain and enforce patents and other intellectual property rights or the unexpected costs
associated with such enforcement or litigation; inability to obtain and maintain commercial manufacturing arrangements with third party manufacturers or
establish commercial scale manufacturing capabilities; the inability to timely source adequate supply of our active pharmaceutical ingredients from third
party manufacturers on whom the company depends; our inability to obtain additional capital on acceptable terms, or at all; unexpected cost increases and
pricing pressures; uncertainties of cash flows and inability to meet working capital needs; and risks and other risk factors detailed in our public filings with
the U.S. Securities and Exchange Commission, including our Annual Report on Form 20-F filed on March 31, 2017. Except as otherwise noted, these
forward-looking statements speak only as of the date ofthis press release and we undertake no obligation to update or revise any of these statements to reflect
events or circumstances occurring after this press release. We caution investors not to place considerable reliance on the forward-looking statements
contained in this press release.
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“ARL coversin, a novel C5 complement inhibitor, for the treatment of PNH: results of a Phase 2 clinical trial

Anita Hill', Wynne Weston-Davies?, Jerzy Windyga®, Taduesz Robak?, Andrzej Hellman®, Morag Griffin?, Talha Munhir, Anna Szmigielska-Kaplon®, Agniezka Piekarska®, Miles Nunn28
'Department of Haematology, St James's University Hospital, Leeds, UIK; “Akar Therapeutics Pit, London, UK and New York, USA ;9D of Disorders

“Depanment of Heematolagy, Medical University of Lodz, Paland ; Dk of and

Medical L

is and internal Medicing, IHIT instytut Haemotologii | Transfuzjologii, Warsaw, Poland ;
of Gdansk, Poland ; *Haemalalagy Research Unit, University College London, UK

Introduction

Paraxysmal nocturnal hasmogiobinuria (PNH) is a rare acquirad lifs-threatening disease,
i A induced and @ high ngidence of thrambosis.

Coversin, a small {16 5kDa) pratein CF complement inhibitor, ariginally derived from the
haematophagous lick Omihodoros moubala, is being developed as & heragy for PNH.
Coversin le administered by subcutaneous injection nd can be sef-administarad, making it
possible for patients to freat themsehes at homa,

Following complelion of Phase 1 clinical trials. in ealthy human voluntears, a Phase 2
apen lahel 90 day Irial was inilialed December 2016, Enrolled patients had nol previoushy
received antlcomplement therapy:

Presented here are the results of the first four patients to complste the Phase 2 tial

Thiz OBJECTIVES of the irial were o assess the safely and tolerability of Goversin, the
efficacy of Ine dosing regime and whether sell-njeclion by paliens is well-aecepled,

Methods

Al ts enrolled in the irial had a diagnosis of PNH confirmed by flow cytomatry,
Palients were eligible for nclusion whether or net they had a history of ransfusion
dependence. The lower age limil far inclusion was 18 years, with no upper age li
dose regime was used for 8l palients with weight Imits of 50— 100kg.

Patisnts were required 1o atiend & haematoingy ol for 2 days whist Coversin therapy
was initiated. Afier nainuciion, pafients wers encouragad o start salf-injoction &5 soon &
posse. Nursing suppor al Herme wiss proviéed, if requested, for the first month of the ial,

Patients allended their invesligalors clinie al keast weekly for the firsl month and then
manthly untl the and of the trigl. Terminal complement activity and clinical response wene
moniared. Al patients completed daily diary cards o record dosing and adverse events
(AEs). EORTC-30 and EQ-50-5L qualty of ife insirumants were used to assess global
healthcare slates,

Treatment started wilh an ablating phisse consisting of a single B0mg injection falkwed
by 3 doses of 30mg 12 hours apan. An infliation phase of 26 days followed durng which
patients received 15mg 12 hourly doses. Upward dose biration to 22.5mg 12 hourly was
aliowed during this period in the event of inadequate cinical response. On Day 26, patients
moved 10 3 single dose of silher 30 or 45mg every 24 hours, The tral pratocs! parmitied
an increase of doss during this period Tram 30mg 1o 45mg of 1o sl 1he 45mg Gose o two
22.5my doses, injectad at 12 hour intenals If the respanse was inadequate.

Atter the 90 day tal, patients had the option 1o continua Coversin reatment under a
fong-term safely and eficacy protocol (CONSERVE)

A fned

Results

Five palients have been enrclled in -~ Table 1: Patient Demographics
the study fo date. Patient

demographics are shown n Tove 1 TTEEE T

The duration between inilisl Race, %) Caucaan  (100%]

diagnosis and inlliation of Coversin

Wt femle e
theragy ranged from 8.5 to 78

rmonihs {mean 44 months). Four g yus

satients Gompleted the 90 day sudy mesn o
per protocol and meved nto the Lol L)
long-term safety and efficecy sidy. Waight, k.

Onz patient (Patiant £ with a Tz e
suspectod co-marbidity unrefated 1o Rargs Se8

the trestment was withdrawn from
the study on Day 43

All patients had a CHS0 level balow the imit of quantification (<& CHE0 U EqimL) aftar the
ablating phase indicating fotal blockade of the ferminal complement pathway (Figure 1)
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Table 2 Adverse Evants

Tha study drug was wel tolersted and

st Sinas, 4 B patients regorted no deficulty with eif
Rath TER %mlnlstra:lon. Trs|1r§ v;e;: no sar;cus

i wrse evants (SAES), The most
Fypuphemghatoerin ) I e AE wara Fagc o
i ) %) maderate injection site reactions
SAciorhined diecoment L3R which decined towards the end of the
Acthulgi 1413%) trial. None of the AEs requirad
Heodache 7% spaciic treatment or were severe
Do e G Gl ) enough to cause discaninualion of
T ) e the study drug. A full listng of AEs is
TaTAL 8y 2 e shawn in Table 2.

Al 4 patlents saw decines in LOH levels {Figure 2, lefl). The primary end point of LOH
<1.8% ULN &t Day 28 vias achiavad by two patiants. LOH a3 & mutila of ULN (<ULN} for
the 4 patients (A, B, G and D} at Day 28 was respectively 1.4, 2.2, 2.5 and 1.4; at Day 60
15,21, 1.8 and 1.5 and at Day 90 1.6, 2.4, 2.0 and 1.9, Aspartale amnotransferase (AST)

levels provide ancther messure of celular haemelysis, AST decreased folowing intiation of
dosing (Figure 2, right).

Thraa of four patients ware updosed. Patiant Aand B were updosad from 30mg 1o 45mg
once daly &t Days 40 and 54, respactively. Patient C was updosed to 22 5mg twice daly at
Day 24 and moved o 45mg once daity ot Day 67. Patient B. the last in to date, did not see
decling in LDH with updaesing although his haemoglobin level rose aler Day 67.
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None of the four patients requined transfusion during the trial whie: 3 oul of 4 patients
requiied a total of 10 unis PRBC during the 3 manths preceding the tal (Figure 3. left).
Patiant Ahad no history of ransfusion. Hasmaglabin levels for the 4 patients are shown in
(Figure 3, right). For two patients (4and [, there was esseniially no change in
haamagiabin lavals fram Day 1 to Day 90. For the other two patients, haamagiobin lavels
increased by 19% [patient B and decreased by 14% (pabent C) from Day 1 1o Diy 90.

Resulls of the EORTC-30 quity of ite
instrumant are shown in Figure 4 and show
an improvemant af the end of the tral for all
four patients. The fith palient has
incomplete quality of i data, 25 he was
withdrawm from the tnal dua to & suspected
comoridi
Immunaganicity was analysod, all 5
wer patients developed low file antbodies but
no neulralizing anfibodies were ohsenved

Conclusions

No SAEs were reporled and Coversin, which was sefadrministered by al four patients,
was well lolerated. AEs associaled with the administralion of monoclonal anfibodies: such
as headache. nausea end backache were absent, except for a single repared cocunence
of headache.

In this tial, an sscanding dose design was usad for reasons of safaty. Al four patients
experienzed complete tarminal compiement inhisiion. Dose increasas during the tial, in 3
of the 4 patients, may have been due o an inilial sub-oplimal dosing regime. Na
neulralising antibodies were observed. Gualily of lfe improved for &l four patients by the
end of the trisl

None of the four patients required ransfusion duning the trial, while 3 cut of 4 patients
requirad transfusions during the 3 manthe precading the tral.

Al four patients ‘whe completed tha trisl remain an Covarsin in the lang-term safity and
efficacy study and are saff-administering a single subcutaneeus daly dose.

To provide confirmatory infermation for the proposed Phase 3 tial planned fo stat Q4
2017, Akari plans 10 enrol addilional patients in [his Phase 2 tial using a revised dosage
regime under a pratocol amendment,

bt The ah,
sception s o CHSD and immuregenioty catawhich i fram LCL centralias.

s The

22~ Congress of the European Heamatelogy Association, Madrid, Spain

June 22 - 25, 2017.
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