Anmthera>

PHARMACEUTICALS, INC

AAAAAAAAA

October 2014



Forward Looking Statements

_—-ﬁ-———'—‘ﬁ‘_—_—‘_—"“ﬂ

-

This presentation contains “forward -looking" statements within the meaning of
Section 27A of the Securities Act of 1933, as amended, and Section 21E of the
Securities Exchange Act of 1934, as amended, that involve risks and uncertainties

These forward -looking statements include statements about our business outlook
and strategy, and statements about historical results that may suggest trends for
our business . You can identify these statements by the use of terminology such as
guidance , believe , expect , will , or similar forward -looking terms . You should
not rely on these forward -looking statements as they involve risks and uncertainties

and may cause actual results to vary materially from the forward -looking
statements . Factors that might contribute to such differences include, among
others, economic downturns and the general state of the economy, our ability to
retain and hire necessary employees ; our ability to develop on a timely basis our
clinical program ; unforeseen changes in expense levels; and competition, which
could lead to pricing pressure . For more information regarding the risks and
uncertainties  that could cause actual results to differ materially from those
expressed or implied in these forward -looking statements, as well as risks relating
to our business in general, we refer you to the Risk Factors sections of the
company s SEC filings, which are available on the Securities and Exchange
Commission s Web site at www .sec.gov. These forward -looking statements are
based on current expectations and the company assumes no obligation to update
this information



PHARMACEUTICALS,INC. —

Anthera Pharmaceuticals is focused on

developing innovative  medicinesto benefit

underserved patient populations.

Our Phase 3 BAFF inhibitor, lisibimod
currently undergoing registration trials in SLE
and IgA nephropathy, indications with

commercial and therapeutic synergy.

Our Phase 3 pancreatic enzyme replacement

therapy, Sollpuris a next -generation,
pharmaceutically -derived biotech product.




Late Stage Clinical Pipeline
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Phase 1 Phase 2 Phase 3
Systemic Lupus Erythematosus

Chablis-SCT

SsO010, Steroid failing
SRI-8 Endpoint
IgA Nephropathy
bright SC

US Orphan Opportunity
Proteinuria Endpoint
Asian Partner Discussions Progressing

Exocrine Pancreatic Insufficiency

Sollpura’

FDA-agreed design

Small registration trial (n=126)

Enriched patient population



!5lisibimod Positioning for Success in SLE
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CHABLIS -SC106s First Pati e

Alopecia

Proteinuria L

32mg prednisone / day 30,000 1 40,000

Patients

3 B _SELENA -SLEDAI: 23
AMari nao

[ MODERATE SEVERE

65,000 30,000

A Improved SLE Patient Outcomes in Label

Our Goal with
o oL _ A Target Promotion for Appropriate Patients
bolisibimod:

A Opportunity to be Best in Class

5 *Per Lupus Foundation of America



lisihimod Phase 2 Results in SLE

VV Clear Patient Identification

V' Demonstrate Early Benefit

V'  Large Clinical Effects

\VV  Subcutaneous Launch
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2012 Furie Blisibimod, an Inhibitor of B cell Activating
Factor, in Patients with Moderate -to-Severe SLE
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nlisibimod A Best in Class Opportunity in SLE
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what ¢ an Chablis-SQkarn From Tabalumab ?
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Cha’olfs—SC] Targeting More Severe Patients

e(\(o 52 Weeks Treatment

eropositive \ 8 Weeks Physician  -encouraged Taper

SLE Patients e ——
Steroid

N=400

bimod 200mg Weekly

FAILING ON STEROIDS
AND
SELENA-SLEDAI 01§ Placebo Weekly
AND
ANA+ or ds -DNA+

\ ‘ A\ 4
Long -Term

v v Safety
v > 100 - Patient v -
9 V V . Prim
92% Power Over 50% SRI -8 Blinded

Placebo Response: 26% Enrolled to Date Interim Analysis

Treatment Benefit: 16% Pending Partner
Systemic Lupus Responder Index (SRI) is a composite endpoint comprised of a > 8 point improvement in the SELENA -SLEDAI clinical assessment
instrument AND no new BILAG 1A or 2B organ domain flares AND no worsening in Physician s Global Assessment (PGA) (< 0.3 increase)

g Study will use imbalanced randomization (approximately 5:4 Active:Placebo) to maximize collection of safety data.



Late Stage Clinical Pipeline
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Phase 1 Phase 2 Phase 3

IgA Nephropathy
bright SC

- US Orphan Opportunity
- Proteinuria Endpoint

Systemic Lupus Erythematosus

Chablis-SCT

SSO010, Steroid failing
SRI-8 Endpoint

Exocrine Pancreatic Insufficiency

SOLUTION

FDA-agreed design
Small registration trial (n=126)

Enriched patient population
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IgA Nephropathy

A Number one cause of glomerulonephritis  in the world

A Prevalence highest in Asia
~350,000 in Japan
~100,000 in US (Orphan Opportunity)

A High unmet medical need
15-40% progress to ESRD in 10  -20 years
Asia has a higher risk of progression

A No approved Rx therapy
ACE-Is, ARBs, Steroids, Immunosuppressives  used

A Accelerated development path (proteinuria endpoint)

A $1B+ market opportunity



IgAN : 30 -Year Analysis; Tokyo Women s Medical University

Cumulative renal survival rate from renal biopsy
until ESRD in all 1,012 patients with IgAN
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Conclusions: IgAN is not a benign disease, with over 50% of
patients progressing to ESRD within 30 years despite treatment.

Abstract: [TH -PO1057] Takahito Moriyama, MD, PhD, et al. Medicine, Tokyo
12 Women's Medical Univ, Shinjyuku -ku, Tokyo, Japan.



PEARL -SC Phase 2: Open  -Label Extension Data

Durable Effects + Immunoglobulin ‘ g ::

Protein:Creatinine Ratio I9G _ IgM
Subgroup: Pr: cr MATpppulation, mITT population,
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Study Population: Demographics

Vv bnght S(C patients have evidence of active and potentially reversible disease

A *
Criteria Measure brlght SC (ACE Irﬁ;llibitor + (Tofg\ill\llggtlgrrr?y +
Prednisone) Steroid Pulse)
n=33 n=33
Proteinuria (g/24h) Mean 2.8 2.5 1.6
Proteinuria > 2g/24hr % Yes 60.0 - -
eGFR (mL/min/1.73m"2) Mean 66.1 101.2 75
eGFR > 90, % Yes 13.3 - -
eGFR 601 90, % Yes 53.3 - -
eGFR 307 60, % Yes 33.4 - -
Serum creatinine (mg/dL) Mean 1.24 1.1 -
Systolic BP (mm Hg) Mean 128.2 123.3 117
Diastolic BP (mm Hg) Mean 81.3 78.3 69

A 2 0 bv8American Journal of Kidney Diseases

14 * 2007 Kawamura, Contributions to Nephrology



»sia. Phase 2/3 in IgA Nephropathy
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Nephropathy 8- Week Induction 16 -Week Maintenance
N=200
Biopsy Proven
18 1 65 years
Proteinuria 1 -6g/24h
>90 days ACE/ARB . . ,
. Induction Biomarker Endpoint
Blood Pressure 0150/ 9 o L
A Reduction in proteinuria
\ eGFR >30(*40) A Renal function: eGFR
A Change in serum creatinine
A B-Cells v

A Immunoglobulins

V/Orphan Disease Mlnduction Interim M Submit for %mary Endpoint:
with Unmet Analysis Approval Proteinuria
Medical Need 2H 2014

Under Subpart E O1gm/24hr
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