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Item 7.01. Regulation FD Disclosure.

Aerpio Pharmaceuticals, Inc. (the “Company”) is furnishing a corporate presentation, attached as Exhibit 99.1 to this Current Report on Form 8-K,
which the Company intends to use from time to time in meetings with investors and others beginning on January 7, 2019. The corporate presentation
will also be available in the investor relations section of the Company’s website at http://aerpio.com.

The information in this Item 7.01 and Exhibit 99.1 attached hereto shall not be deemed “filed” for purposes of Section 18 of the Securities and Exchange
Act of 1934, as amended, or otherwise subject to the liabilities of that section, nor shall they be deemed incorporated by reference in any filing under the
Securities Act of 1933, as amended, except as expressly set forth by specific reference in such filing.

Item 9.01. Financial Statements and Exhibits.
(d) Exhibits
Exhibit

No. Description

99.1 Aerpio Pharmaceuticals, Inc., corporate presentation.
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Forward looking statements

This presentation has been prepared by Aerpio Pharmaceuticals (“we”, “us” or, the “Company”) and includes forward-looking statements. All
statements contained in this presentation other than statements of historical facrs, including statements regarding our product candidates, their
therapeutic potential and development plans, our future results of operations and our financial position, our business strategy and plans and our
obAectwes for future operations, are forward-looking statements. Forward-looking statements speak on.-‘y as of the date hereof unless it is stated
otherwise. A.'thoth we believe that the expectations reflected in these forward-looking statements are reasonable, these statements relate to our
strategy, our intellectual property position, future operations, future financial position, future revenue, projected costs, prospects, plans, objectives of
management and expected market !owtﬁ, and involve known and unknown risks, uncertainties and other factors that may cause our actual results,
levels of activity, performance or achievements to be materially different from any future results, levels of activity, sperformance or achievements
expressed or implied by these forward-looking statements including those contained in our public filings with the Securities and Exchange Commission.

This presentation also contains estimates and other statistical data made by independent parties and by us. Management bases all estimates and
projections as to events that may occur in the future (including projections of revenue, development plans and r.fmm{? of clinical trial results) upon their
best judgment as o{ the date of this presentation. Whether or not such estimates or projections may be achieved will depend upon the Company
achieving its overall business objectives and the availability of funds. The Company does not guarantee that any of these projections will be attained.
Actual results will vc.'rx from the projections, and such variations may be material. New risks emerge {'rom time to time, and except as required by law,
neither we nor any other person makes any representation as to the accuracy or completeness of such data or undertakes any obligation to update
such data after the date of this presentation. You should, therefore, not rely on these forward-looking statements as representing our views as of any
date subsequent to the date of this presentation.

This presentation may contain trade names, trademarks or service marks of other companies. The Company does not intend the use or display of other
parties’ trade names, trademarks or service marks to imply a relationship with, or endorsement or sponsorship of, these other parties. Solely }':Jr
convenience, the trade names, trademarks or service marks in this presentation are referred to without the symbols ® and ™, but such references
should not be construed as any indicator that their respective owners will not assert, to the fullest extent under applicable law, their rights thereto.



Overview of Aerpio

Diabetes leads to vascular leaks over time due to glucose insult. These leaks have three significant effects:
— Diabetic macular edema (DME) driven by fluid leaking behind retina
— Damage to kidneys leading over time to kidney dialysis (median survival <5 years)
— Diabetic neuropathy and amputations
— Erectile dysfunction
Aerpio has developed AKB-9778, which is a Tie2 activator, which seals vascular leaks improving health
— Delay or reduce DME (saving $35,000/year)
— Might delay or reduce kidney dialysis (saving $50,000/year)
— Might reduce multiple hospitalizations per year for other issues
Aerpio is currently running a trial in diabetic retinopathy (DR) to demonstrate the ability to seal the leaky
vasculature

DR would represent a biomarker and the best moment to treat these patients to delay or prevent damage
to the eye, kidney and other effects



Overview of Aerpio

T
* The diabetic market is very large in the US
— 30 million diabetics
— 8.4 million estimated to have DR
— 1.6 million diagnosed with DR

* Following only patients diagnosed with DR and assuming a price of $10,000 per patient, the US market may
be $16 billion. Adding in Europe, Japan, Canada takes the market to over $30 billion

* Aerpio has a very strong patent portfolio in TIE-2 activation
* Phase 2b data expected in March 2019



Aerpio’s IBD Drug

* Aerpio has entered into a partnership for its IBD drug with Gossamer (Faheem Hasnain & Sheila Gujrathi)
for $20 million upfront, $400 million of milestones and mid-teens royalties as well as a percentage of the
proceeds if the asset is ever sold

— $8 billion potential market
— HIF drug with good safety profile distinguishing it from other IBD drugs like Humira and steroids
— Strong efficacy data in mice

— Phase 1b human trial completed by end of this year

Daily pill rather than an injection
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Tie2 Biology & the Critical Role

of VE-PTP in Diabetes




Diabetic complications are a result of progressive blood vessel
damage due to chronic diabetes

* The Problem

* The Solution

* The Opportunity

Vascular leak and pathology leads to
devastating consequences in diabetes

Potential to reverse vascular leak by
activating Tie2 with AKB-9778

~380 million diabetics world-wide
increasing to 590 million by 2035

~132 million with retinopathy today

Eye

High blood glucose and high
blood pressure can damage
eye blood vessels, causing
retinopathy, cataracts and
glaucoma

Kidney

High blood pressure
damages small blood vessels
and excess blood glucose
overworks the kidneys,
resulting in nephropathy.

Neuropathy
Hyperglycemia damages
nerves in the peripheral
nervous system. This may
result in pain and/or
numbness. Feet wounds may
go undetected, get infected
and lead to gangrene.

Brain

y,  Increased risk of stroke and

disease, i

7 wransient ischemic attack, cognitive

impaimment, elc.

Heart

High blood pressure and insulin
resistance increase risk of coronary
heart disease

Extremities
Peripheral vascular disease results
from narrowing of blood vessels

5 increasing the risk for reduced or

lack of blood flow in legs. Feet
wounds are likely to heal slowly
confributing lo gangrene and other
complications.

Estimated 7 million Americans with NPDR

Estimated 4-5 million Americans with
NPDR and nephropathy




Active Tie2 is essential for vascular stability

Tie2 is a transmembrane receptor found on
endothelial cells, the foundation for vascular stability

Tie2 activity...

— Maintains integrity of endothelial cell junctions
— Enhances endothelial cell function and viability
— Inhibits vascular inflammation

Inactive Tie2 = Vascular Destabilization
— Promotes pathologic vascular leak and
neovascularization

Stabilization of Cell Junctions

Tie2
Receptor

Phosphate

PI3K/AKT

Nucleus

Inflammation

Improved Endothelial Endothelial Cell
Cell Function Survival

Pericyte/Smooth Muscle Cell




Inhibiting VE-PTP with AKB-9778 reactivates Tie2 and restores
endothelial cell stability even with Ang-2 present

Tie2 Receptor VE-PTP AKB-9778
Activated by Ang-1 T Inhibits VE-PTP = Restoring blood vessel stability

Blood Vessel
Cross Section

Ang-1= ‘
Ang-2 = .
AkB-9778 = =0

Ang-1 - Angiopoietin 1
Ang-2 - Angiopoietin 2
VE-PTP — Vascular endothelial protein tyrosine phosphatase
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Diabetic Retinopathy and

AKB-9778 TIME-2 Clinical Data




Diabetic retinopathy progresses over time and can lead to
blindness if untreated

Progression of Diabetic Retinopathy Retinal Photographs

y bnormal Blood
/, Vessel Growth

Macular
edema

Normal NPDR PDR/DME

Normal Retina Retina with DR

* Diabetic eye disease is a progressive disease characterized by worsening vascular damage
* Vascular damage in the eye leads to leakage of fluid and proteins in the surrounding retinal tissue

* Eventually the damage may be severe enough to cause significant vision loss and potentially blindness

NPDR — Non-proliferative diabetic retinopathy
PDR — Proliferative diabetic retinopathy
DME — Diabetic macular edema 11



TIME-2 Design & Analyses

» Fellow Eye

Secondary Analysis (Prospective)

+ Patients with DRSS 2-6 in study and fellow eye

+ Two Arms (n = 128)
5Q/Systemic + Fellow Eye
* bid SQ AKB-9778 + None (n=90)
+ bidSQPlacebo + None (n=38)

Patients with DRSS of 1 in fellow eye
removed (unable to measure 2-step

Study Eye

Primary Analysis

* Patients with DME

+ Three Arms (n = 144¥)
S$Q/Systemic + Study Eye
+ bid SQ AKB-9778 + monthly x 3 IVT Sham (n=46)
+
+

« bid SQ AKB-9778 monthly x 3 IVT Lucentis (n=48)
* bid SQ Placebo monthly x 3 IVT Lucentis (n=47)

Primary Endpoint improvement in DRSS)
* Change in retinal thickness at month 3 Prospective Measurements
Secondary Measurements + 2-step DRSS change at month 3

* 2-step DRSS change at month 3

* DRSS — Diabetic Retinopathy Severity Score
*  bid — twice daily
= * 3 patients withdrew from trial before efficacy measurements determined 12



TIME-2: Change in retinal thickness over time

“®-AKB-9778 (N=46) =e=Lucentis® (N=47) -@=AKB-9778 + Lucentis® (N=48)

E -20 - -

=2

3

(@] _70 .

£

) -110

5-120 - °

(@] p =0.008

_ -164
-170 : 146 .
Month 1 Month2 Month 3

Phase 1 data showed efficacy as monotherapy in DME prompting testing of monotherapy in phase 2a
* No efficacy seen as monotherapy in primarily VEGF-driven disease (DME)

Vascular stabilizing effect of combination therapy significantly greater than either agent alone

Campochiaro P, et al. Ophthalmology, Aug. 2016; Vol. 123,

13



Progression of diabetic eye disease is measured using a discrete
11-step scale (Diabetic Retinopathy Severity Score - DRSS)

Non-proliferative disease Proliferative disease

The FDA bar: 2 2- |

2 rov {
;ﬁ;;i;;mem Step Disease Progression

1 2 3 4 5 6 7 8 9 10 11

:ITeB;i:?c:::ve d2- Score OR DR Mild Moderate Moderate  Severe Mild Moderate  High-risk High-risk  Cannot

s Questionable  NPDR NPDR Severe NPDR PDR PDR PDR PDR Grade
step improvement Absent NPDR
at 3 months in
TIME-2 trial

DME — Diabetic macular edema

DR - Diabetic retinopathy

NPDR — Non-proliferative diabetic retinopathy
PDR - Proliferative diabetic retinopathy

Klein R et al., Arch Ophthalmol., 2001, Vol. 119.

Risk of vision-threatening events (DME, hemorrhage, retinal detachment, etc.) increases with each step

Treatment of DR is generally not initiated until later in disease due to the drawbacks of currently available
interventions (e.g. laser, intraocular injection)

Early intervention could slow or prevent disease progression

14



Study eye assessment of diabetic retinopathy improvement from

Percentage of Patients with a 2 2-Step Improvement in DRSS @ 3 Months

TIME-2 study
15
g 10
5 s
I
0

DRSS — Diabetic retinopathy severity score
Campochiaro P, et al. Ophthalmology, Aug. 2016; Vol. 123.

11.4

Study Eye

11 AKB-9778 (N=40)
M Lucentis® (N=34)
i AKB-9778 + Lucentis® (N=44)

15



Fellow eye assessment of diabetic retinopathy improvement from

TIME-2 study

Percentage of Patients with a = 2-Step

Improvement in DRSS @ 3 Months
15

10

% of patients

Fellow Eye

M Systemic Placebo (N=24)
I Systemic AKB-9778 (N=70)

DRSS — Diabetic retinopathy severity score
Campochiaro P, et al. Ophthalmology, Aug. 2016; Vol. 123.

2-step improvement expected to
increase at one-year timepoint (on-
going TIME-2b study)

Placebo rate of improvement consistent
with sham control in Lucentis RISE/RIDE
studies (3% at M3, M6 and 12)

Consistent and bilateral 2-step
improvement in DRSS from TIME-2
support biologic activity of AKB-9778

16



RISE/RIDE: Improvement of DRSS over time

RIDE/RISE: Rapid and Sustained Improvement in

Diabetic Retinopathy Through Month 36
* Diabetic retinopathy does
not improve on itS own ) m Sham/Crossover (n = 257) 0.3 mg RBZ (n = 250) 0.5 mg RBZ (n=252)

3939
3836

* Active therapy improves
DRSS over time

2
o
2
€
(-]
2
o

FTTFIITIS. 2

Month 3 Month 6 Month 12 Month 24 Month 36 Month 3 Month & Month 12 Month 24 Month 36
22-Step Improvement 23-Step Improvement
DRSS Change From Baseline

DRSS — Diabetic retinopathy severity score

Ophthalmology. 2012 Apr;119(4):789-801; Ranibizumab for diabetic macular edema: results from 2 phase Ill randomized trials: RISE and RIDE 17

lg/



Validation by Roche and Regeneron: Aerpio’s approach to treating
DR via Tie2 activation supported by anti-Ang-2 results

Roche/Genentech

BOULEVARD study (RG7716)

RG7716 Resulted in Improved DR Severity Scores
DRSS data support BCVA primary outcome in a dose-dependent manner

Toow e s ok 30 s VG st s plits oy DCLACTAAE) vl vl T

Percent of Patients

2 2.Step DR Improvement at Week 24

60 \’, !

217

B 0.3 mg ranibizumab (n = 49) (] 1.5mg RG7T16 (n = 47) W 6.0 mg RGTTHE (n = 44)

BOULEVARD

g

$ 3 8

&

Regeneron

RUBY study (REGN-910)

Proportion of Patients With 22 Step Improvement

in DRSS at Week 12

DRSS 247
Moderately Severs Non-Proliferative
Diabetic Retinopathy or Worse

- -

13‘h|
2%

DRSS 253
NonProfiferstive

. B
| 4= 10ax]
B

Dugel, P. RG7716 in Diabetic Macular Edema: Results from the Phase 2 BOULEVARD Study. Angiogenesis, Exudation, and Degeneration; February 10, 2018; Miami, FL.
Brown, D. Nesvacumab in Diabetic Macular Edema: Results from the Phase 2 RUBY Study. Angiogenesis, Exudation, and Degeneration; February 10, 2018; Miami, FL.

18



AKB-9778 development: DR vs. DME
* Promising rationale for development in DR
— AKB-5778 Monotherapy ability to control DR in equivalent manner to Lucentis (approved therapy for
the treatment in DR)
— Consistent effects seen bilaterally, study and fellow eye
— Placebo performed in accordance with contemporaneous DR studies: no improvement in absence of
therapeutic intervention

— Regulatory path precedent set by Lucentis (2 2-step improvement @ 1-year)

* AKB-9778 product attributes support a potential market-leading profile for patients with
DR, good vision, and no center involved DME
— No need for intraocular injections and no increase in frequency of visits to ophthalmologist
— Treats both eyes via systemic delivery (>70% patients with DR have bilateral disease)
— Potential to prevent progression to vision threatening events of PDR and DME
— May improve diabetes-induced nephropathy and compromise of other vascular beds
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Diabetic Retinopathy:

Patient Numbers and Market Estimates




NPDR is highly underdiagnosed and a very large market

U.S. 24 8.4 6.7
Europe 50 17 14
China 98 34 27
Japan 12 4 3
ROW 196 69 55

/ Moderate
PDR

Mild PDR
Potential

AKB-9778 NPDR
opportunity
~ 100 million

Very Severe NPDR

Severe NPDR

Moderate NPDR

Mild NPDR

* Patients Millions \
1. Guariguata, L., et al. Diabetes Res and Clin Practice, 2014; 103: 137-14
2. Yau J, et al. Diabetes Care. 2012;35:556-564. (10.2337/dc11-1909)

3. NPDR = all DR minus PDR

21
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AKB-9778:

TIME-2 Study — Kidney Function Analysis




Progression of diabetic eye and kidney disease suggest a
common pathologic process

|

Diabetes with Chronic Endothelial

Injury

I Tie2 Activity
(T VE-PTP, T Ang2)

Vascular Destabilization )
(support cell loss/endothelial dysfunction)

Vasoregression o
(endothelial cell death/capillary loss)

T Ischemia

! Tie2 and T VEGFR Activity :

(T VE-PTP, T Ang2, T VEGF)

Vascular Leak and Neovascularization e Q

Q
v
18}
@
S
=
S
T
3
(&)
v
(1)
>
o
| -
L=
=
o
=
@
o
(1}
o
=
o
=
o
v
v
@
=
=14}
o)
p—
a




TIME-2 UACR data: Baseline proteinuria subgroup (= 30 mg/g)

% Change UACR

(Geometric Mean + 95% CI)

150+
100 -
50
O ----4cccercciecdeiiiinineeecPeoenncannanshacan.
=
= -50
2
‘“—' -100 T T T T
SC SC All SC SC
AKB-9778 AKB-9778 AKB-9778 Placebo
Arm 1 Arm 2 Arms Arm
(n=22) (n=27) (n=49) (n=20)

5C = Subcutaneous

UACR - Urine albumin/creatinine ratio

p = 0.03, unadjusted (All SC AKB-9778 vs. SC placebo)

p = 0.006, adjusted for baseline UACR, HgbAlc, and systolic blood pressure (All SC AKB-9778 vs SC placebo)
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AKB-9778:

TIME-2b Study




TIME-2b: Clinical trial design

Phase 2b study in pts with moderate to
severe non-proliferative diabetic
ST T T T T T T [ [ ] retinopathy (NPDR) without DME
. o H -y H 1
Placebo subcutaneous QD + ;Rggd?;c:gt B sztEp Improvement in
15 mg AKB-9778 subcutaneous QD a Weeks

* Key 2° Endpoints: development of
] :

DME/PDR, DR progression, renal

Placebo subcutaneous BID function

* Enrollment commenced June 2017,
enrollment closed February 2018 at
167 patients, data expected
March 2019

15 mg AKB-9778 subcutaneous BID

STUDY VISITS

Week 12
Week 16
Week 20
Week 24
Week 28
Week 32
Week 36
Week 40
Week 44
Week 48

DME - Diabetic macular edema
DR - Diabetic retinopathy
DRSS — Diabetic retinopathy severity score

PDR — Proliferative diabetic retinopathy 26
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AKB-9778:

Primary Open-Angle Glaucoma




Statistically significant reductions in intraocular pressure were
observed in non-glaucoma patients in the TIME-2 study
-4

- ic®
il AKB-9778 + Lucentis® iGene
Monotherapy monotherapy
SE FE SE FE SE FE
Mean Baseline IOP
(mmHG) 15.8 15.4 15.9 16.1 15.2 15.8
Mean A from BL
(mmHG) -1.4 -1.4 -1.0 -1.5 0.1 -0.1
t-test A BL-Mo 3 (p-
S <0.01 <0.01 <0.05 <0.01 0.88 0.84

BL = baseline; SE = study eye; FE = Fellow eye

* Reduction of IOP increased to ~ 2-2.5 mm Hg in patients with baseline IOPs 2 16 mm Hg, similar to
prostaglandin analogs in normotensive glaucoma
Dirks et al. Adv Ther. 23:3, 2006

Khawaja et al. Ophthalmology 121:1501, 2014
Stenkula and Wettrell, Graefe's Arch Clin Exp Ophthalomol 218:96, 1982

28



Larger IOP changes seen in patients with higher baseline

pressure

Change in I0P (mmHg)

Baseline IOP > 16 mmHg

| Il II IF m II II - II II T
L L
* ok *® K * ok

Baseline IOP < 16 mmHg

44

|Midm Lk Ak

p<.01

Mo 1 Mo 2 Mo 3

Tretment @ AKB-S775+ Shum B AKBS778+ RIZ. W Placebo + RBE |

Mo 1 Mo 2 Mo 3

Treatment B AKBOTS+ Sham B AKB-S775+ REZ B Pheebo + RBZ |



Loss of Tie2 function leads to increased IOP and glaucoma
phenotype in mice and humans

The Journal of Clinical Investigation RESEARCH ARTICLE

Impaired angiopoietin/Tie2 signaling compromises
Schlemm’s canal integrity and induces glaucoma
Jaeryung Kim,” Dae-Young Park,"** Hosung Bae,’ Do Young Park, Donghkyu Kim,” Chaong-kun Lee,’ Sukhyun Song,’

Tae-Young Chung. Dong Hui Lim."* Yoshiaki Kubaota,* Young-Kwan Hong.* Yulong He.” Hellmut G. Augustin.® Guillermo Olive®
and Gou Young Koh'*

S s Engonming Lo Dovjen, e o erea
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COMMENTARY

All TIEd up: mechanisms of Schlemm’s
canal maintenance

|eremiah Bernier-Latmani' and Tatiana V. Petrava'®

‘Department of 0y, Ludwig and instinste of P
"Spiss insitute for Experimental Cances Research (1SREC), School of Life Sciences, Swiss Federal Institute of Technology Lausanne (EPFL), Lausanne, Switzeriand.

The Journal ¢

s and Universty

BRIEF REPORT The Journal of Clinical Investigation

A lymphatic defect causes ocular hypertension
and glaucoma in mice

Benjamin R. Thomson,' Stefan Heinen,” Marie Jeansson,” Asish K. Ghosh,' Anees Fatima,’ Hoon-Ki Sung.” Tuncer Onay,’
Hui Chen,* Shinji Y: hi." Aris N. Ec ides.* Ann F ? Nicholas W. Gale,* Young-Kwon Hong,*

Amani Fawzi,* Xiaorong Liu,"’ Tsutomu Kume," and Susan E. Quaggin?

YFeinberg [ i iversity Feinberg School of Medicine, Chicagn, Mincis. USA. "Lumenfeld- Tanenbaum Research Institute, M. Sinai Hospital,
Toronto, Ontario, Canada. "Department of Immunology. Genetics and Pathalogy, Uppsala Uiniversity, Uppsala, Seeden. ‘D Ly

Chicago, Ilinois, USA, "Regeneron Pharmaceticals, Tarrybown, New York, US4, “Norrs Compreheméve Cancer Center, Kick School of Medicine, University of Southem Califomia,

Lo Angeles, California, LIS, "Department of Neurobiology, Northwestern Liniversity, Evansaon. llinois, 1S4

.]El The Journal of Clinical Investigation

Published by The American Society for Clinical Investigation | Founded 1908

J Clin Invest 2016 Jul 1; 126(7); 2575-2587
Published onling 2016 Jun 6. doi. 10.1172/JCI85830

PMCID: PMC4922711
PMID: 27270174

Angiopoietin receptor TEK mutations underlie primary
congenital glaucoma with variable expressivity

30



Ocular hypertension and pathology of glaucoma:
AKB-9778 presents a potentially new MOA that affects the main pathway in IOP reduction

Eye without glaucoma Eye with glaucoma

|OP increases when TM and/or

Aqueous flows out through the
Schlemm’s canal is blocked

trabecular meshwork (TM) and
Schlemm’s canal

Schlemm'’s canal is a lymphatic-
like vessel that expresses Tie2
Aqueous flows into the
anterior chamber from the
ciliary body

AKB-9778: New MOA to
affect outflow through the TM

Tie2 maintains vascular
stability of Schlemm’s canal

31




Dose related IOP decrease observed after topical ocular
administration of AKB-9778

Normotensive New Zealand White Rabbits

0.5

0.0
0.5
-1.0
1.5
-2.0
-2.5
-3.0
-3.5
4.0
4.5

Vehicle-corrected IOP [mmHg)

Dose of AKB-9778
M Day 7 (End of Treatment) B Day 8 (24 Hrs Post-dose)




Inhibition of VE-PTP activates Tie2 & affects downstream
Rho kinase and eNOS activity mechanistically

* AKB-9778 could act upstream from effects of recently approved glaucoma products
Rhopressa and Vyzulta VE-PTP Tie2

z)\

PI3K/AKT

AKB-9778

Rhopressa Vyzulta

33



AKB-9778 in primary open-angle glaucoma
—

AKB-9778 Target Product Profile

Primary Indication

Target Pt. Population

Route of Administration

Dosing Schedule

Efficacy

Safety/Tolerability

Positioning

Reduction of elevated intraocular pressure (IOP)

Primary open angle glaucoma / ocular hypertension

Self administered topical installation
1 drop QD (blow fill seal, 0.3 ml, single-dose)

In adjunctive setting: Additive effect of at least 1.5 mm Hg
when used as adjunct to first-line treatment

In monotherapy setting: IOP reduction of at least 5 mm Hg
(or 20%) OR at least 3 mm Hg compared to placebo

Lack of significant rate of systemic and ocular side effects
seen with other classes of drugs (eg, Systemic:
cardiovascular, respiratory, headache, drowsiness,
depression, dry mouth, taste disturbance; Ocular: allergy,
iris/skin discoloration, blurred vision, hyperemia).

First-line therapy of choice in adjunctive setting

First-line for patients where an alternative to prostaglandin
analog (PGA) desired: PGA-intolerant or PGA-nonresponsive
patients; concerns re PGA-associated cosmetic side effects

Initiate Initiate
phase 1b phase 2a
study study

Ql Q2 Q3 Q4 Q1 2 @3 |4 Q1
2018 2019 2020

Top-line
phase 1b
results

34
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AKB-4924.

Inflammatory Bowel Disease




AKB-4924 efficacy demonstrated in multiple models of IBD
../

* Pre-clinical proof-of-concept across multiple models of IBD in both the induction and
maintenance setting
— TNBS-induced colitis
* Wild type mice (below)
* Chronic granulomatous disease mice
— DSS-induced colitis
— Genetic TNFa overexpression induced Crohn’s Disease

— Gut Graft Versus Host Disease

DSS — dextran sodium sulfate

IBD — inflammatory bowel disease
TNBS — trinitrobenzene sulphonic acid
TNFa — tumor necrosis factor alpha

Normal Gut TNBS-Induced Colitis AKB-4924 Prevention
of TNBS Colitis 36



AKB-4924 decreases colonic cytokine levels and
enhances mucosal healing restoring gut wall integrity in preclinical
models

AKB-4924 reduces levels of proinflammatory M EtOH+vehicle  [T] EtOH AKB-4924 (5.0 mg kg™)
cytokines in target tissue (colon) l TNBS vehicle (] TNBS AKB-4924 (5.0 mg kg™)
4,000 - 150 =5
~ . l 125+ 60 -
"E 3,000 - T E "
2 E 100 (S =
2 2001 @ L 75 g 407
5 = z )
: : o : o 2
S - F s 201 -
(AKB-4924 0 T >y ""' 0-
mg kg~') = 223 )
TNBS -+ - + + +
Days post TNBS

AKB-4924 reduces levels of circulating bacterial
endotoxin (LPS) from the gut secondary to restoration

Keely et al. Inmunology 2014;7:114-123, of barrier function 37



AKB-4924 in inflammatory bowel disease

* First-in-class, HIF-1co stabilizer for IBD
* Designed to address major unmet needs in IBD

* Efficacy and safety profile in preclinical models and
early human studies support a preferred profile for

moderate/severe and potentially earlier stage disease Biologics
vs. current standard of care 2" malignancy, opportunistic
. o ) infection, immunogenicity
L] -
Oral, once-daily route of administration 578
* Completed Phase 1 SAD, currently performing Phase 2 efficacy profile, preferred safety and route

of administration

1 MAD
— Colon biopsies, drug concentration, local effects
— Phase 1 MAD results expected Q4 2018
* Proof-of-concept data anticipated in Q3 2019 5-ASA/mesalamine

Steroids (systemic/topical), azathioprine
AEs: nausea, blood disorders, immune system compromise

HIF-1a— hypoxia inducible factor-1 alpha
IBD = inflammatory bowel disease
SAD - single ascending dose; MAD — multiple ascending dose

- - - Cost & Disease Severity +++
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Gossamer Bio founded by former Receptos team
of Faheem Hasnain and Sheila Gujrathi, MD
— Receptos sold to Celgene in 2015 for $7.2 billion after
Phase 2 IBD and MS trials
$20 million upfront payment for exclusive world-
wide rights to AKB-4924 (now named GB004)

S400 million in potential development and
commercial milestones

Tiered royalties ranging from high single-digit to
mid-teen percentages on annual sales

Potential option to participate in sale of GB004
or the company in exchange for relinquishing
existing royalty and milestones

ses of Cooks




AKB-4924 in inflammatory bowel disease
.

AKB-4924

Target Product Profile

Primary Indication

Target Pt. Population

Route of Administration

Dosing Schedule

Efficacy

Safety/
Tolerability

Positioning

- Inducing and maintaining clinical response & remission
- Improving endoscopic appearance of the mucosa
- Achieving corticosteroid-free remission

Moderate/Severe Ulcerative Colitis

PO (enteric-coated tablet)

Once daily

Non-inferior to infliximab

Lack of secondary malignancy, opportunistic infection, or
immunogenicity reactions

First-line therapy of choice in moderate to severe ulcerative
colitis

IND — investigational new drug
MAD — multiple ascending dose
PO - Oral

Top-line results
from MAD study

Q1 Q2 Q3 Q4 Q1 Q2

2018 2019
Initiate
MAD study
Initiate
Phase 1b study

Initiate
Phase 2 study

Q3 Q4 Ql Q2

2020

|

Top-line results
Phase 1b study
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Milestone rich timeline over next 18 months
e

AKB-9778 in NPDR

AKB-9778 in POAG (eye drops)

AKB-4924/GB004 in UC

Complete enrollment
in TIME-2b study
(Phase 2b NPDR)

Ql
2018

IND - Investigational new drug

MAD — Multiple ascending dose

NPDR — Non-proliferative diabetic retinopathy
POAG - Primary open angle glaucoma

UC = Ulcerative colitis

Top-line results from Phase 1b study
L ]
Initiate
Phase 1b study

!

Top-line results from TIME- Initiate 28-day
2b study (Phase 2b NPDR) Phase 2a study

Initiate
Phase 3 studies

Q2 Q3 Q4 Q1 Q2 Q3 Q4 al Q2
l 2019 2020
Initiate
MAD study  Top-line results
from MAD study L
Top-line results from Initiate
nitiata Phase 1b study Phase 2 study

Phase 1b study
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Aerpio corporate highlights
R
* Tie2 pathway validated in the treatment of diabetic microvascular disease

Preclinical evidence suggests AKB-9778 seals vascular leak models of diabetic retinopathy and nephropathy

|

AKB-9778 TIME-2 data demonstrates clinical activity 4 ways: DRSS improvement in study and fellow eyes, DME in
combination w Lucentis, decrease IOP and improvement in UACR

Further validation of Tie2 activation with Regeneron and Roche diabetic retinopathy data

Large commercial opportunity

* TIME-2b Phase 2b study in non-proliferative diabetic retinopathy (NPDR), fully enrolled 3 months ahead of
projection and increased to 167 patients — Data expected March 2019

— Treat both eyes and possibly kidney without treatment burden of intravitreal injection
* Advancing distinct development program in primary open-angle glaucoma
* AKB-4924 new, differentiated mechanism to treat IBD with premier corporate partner, Gossamer Bio
* Strong balance sheet after $50 million follow-on financing, uplisting to NASDAQ and Gossamer partnership
* Multiple potential clinical catalysts starting in Q4 2018
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