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Disclaimer %

This document may contain statements that constitute “forward-looking statements”, including, but not limited to,
statements relating to the implementation of strategic initiatives, and other statements relating to our future business
development and economic performance.

While these forward-looking statements represent our judgments and future expectations concerning the development
of our business, a number of risks, uncertainties and other statutory requirements may render actual developments and
results to differ materially from our expectations.

These factors include, but are not limited to, (1) general market, macro-economy, governmental and regulatory trends,
(2) movements in local and international securities markets, currency exchange rates and interest rates, (3) competitive
pressures, (4) technological developments, (5) changes in the financial position or creditworthiness of our customers,
obligors and counterparts, and changes in the developments in the markets in which they operate, (6) legislative
developments, (7) management changes and changes to our business group structure and (8) other key factors that
may adversely affect our business and financial model.

We are not under any obligation to (and expressly disclaim any such obligations to) update or alter forward-looking
statements whether as a result of new information, future events, or otherwise.

This material may not be reproduced, distributed or transmitted to any other person or incorporated in any way into
another document or other material without the prior written consent of us.

This document is not:
(a) an offer of securities for sale in Hong Kong or elsewhere; or

(b) an invitation to enter into an agreement to acquire, dispose of, subscribe for or underwrite securities; or related to
the issue of any securities.

All documents and conference contents are for institutional investors, no unauthorized audio and video
recordings and may not be directly or indirectly reproduced even modified, redistributed or forwarded to any
other person and may not be published in whole or in part for any purpose.




Hua Medicine — A Global First-in-Class Biotech HM

Diabetes Care Innovation
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Global rights to dorzagliatin composition of matter,
chemical process, formulation and multiple products
in FDC with OADs

China strategic partner selected — Bayer AG

Met Primary Endpoint in both pivotal Phase IlI
monotherapy and combination with metformin trials
for China regulatory approval purposes

First-in-Class (GKA) drug to significantly and
sustainably reduce HbAlc safely over 52 week as a
glucose sensitizer

First Novel Concept addressing impaired glucose
sensor function - the underlying cause of T2D

First Diabetes Remission demonstrated for 52-
weeks with oral anti-diabetes drug in drug-naive
T2D patients — 65% diabetes remission rate
(applying Kaplan-Maier method)

Broad indications diabetes care

® Demonstrated viability in combination with
DPP-4 inhibitor & SGLT-2 inhibitor

® Suitable for DKD patients
Publicly listed on HKEX (ticker: 2552)



Type 2 Diabetes is a Worldwide Epidemic!

Type 2 diabetes is a worldwide epidemic fueled by the increasing
prevalence of obesity, sedentary lifestyles and poor nutrition. Diabetes
Is characterized by hyperglycemia, which chronic sustained exposure
to is associated with long-term damage, dysfunction, and failure of
various organs leading to microvascular complications (e.qg.,
retinopathy, nephropathy and neuropathy), as well as macrovascular
complications (e.g., stroke, myocardial infarction and peripheral arterial
disease). As a result, diabetes is an expensive disease leading to
progressively higher medical costs.

“Confounding the diabetes epidemic and high costs, therapeutic
targets are not being met. There is a lack of improvement in reaching
clinical targets since 2005 despite advancements in medication and
technology treatment modalities. Indeed, between 2010 and 2016
improved outcomes stalled or reversed.”

Source 1: Consensus Report, Diabetes Self-management Education and Support in Adults with Type 2 Diabetes,
published in Diabetes Care in July 2020, the American Diabetes Association, the Association of Diabetes Care &
Education Specialists, the Academy of Nutrition and Dietetics, the American Academy of Family Physicians, the
American Academy of PAs, the American Association of Nurse Practitioners, and the American Pharmacists
Association.
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Despite multi-billion global spending on diabetes HM
treatment, diabetes is still not being treated properly

® ~537 million people live with diabetes across the world. It is projected the total number of diabetes
patients worldwide will increase to 643 million (11.3%) by 2023 and 783 million (12.2%) by 2045
® ~ 541 million adults have Impaired Glucose Tolerance (IGT)

® In 2021, IDF estimates that total diabetes-related health expenditure will reach USD 966 billion

UK France
22.7 USD billion Spain

Italy
14.7 USD billion

35.6 USD billion Germany

41.3 USD billion 48 wy . 15.5 USD billion

Europe
61 million
13% increase by 2045

North America and Caribbean

USA 51 million ’ Pt ' ]
379.5 USD billion 24% increase by 2045 » £ ‘ - apan
' ) S W " 35.6 USD billion
it&, f ‘:.‘ ezs(t)grn _||:|>'aC| ic
- milion
R,

27% increase by 2045

Middle East and North Africa
. 73 million
Mexico 87% increase by 2045

19.9 USD billion

China
165.3 USD billion

South and Central America
32 million
50% increase by 2045

Africa
24 million

South East Asia

90 million

134% increase by 2045 68% increase by 2045

Brazil

42.9 USD billion

B Number of people (20-79 years) with diabetes @ Top 10 countries or territories for total health

Source: IDF DIABETES ATLAS Tenth edition 2021 expenditure due to diabetes
Note: Diabetes-related health expenditure refers to the direct costs. Direct costs are the health expenditures due to diabetes — regardless of whether
this expenditure is born by patients themselves or by private or public payers or by government.
Copyright © Hua Medicine 2021




Global Unmet Medical Needs in Glycemic Control
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9 Classes of Drugs

US $966 bn

SUs AGls IDF 2021 | Total diabetoserelated health expenditure for adults (2079 years) with diabetes rom 2006 to 2045
e " BHEFRTAR, & GLP-1 RA:
FERTEAS - OESUNEERLAE TZDs =
g%g‘ﬁgﬁggﬁg 1, SHNEEMmED sy A GLP-1 RAERES
B ; AGIETSHIREETE: ek Ao Benatde XA 1200
Frar R, . -
1000 -
450 Mn Diabetes e
8
:
M an y o 6o
. . 0
SGLT-2is Complications »
Insulin & . SGLT-2i8 RGN
[ Metformin u DPP-4is  ssunsaniseon -
el RGNS, Glinides SR T EEREL
ek amnE  SitagliptinENRIEFDARL 0
DERBLED. P 06 209 om0 08 5 007 209 200 00 204
SRR 2B 2015, 13(3): 18-22 . — e
Bae £ J. DPP-4 inhibi ir 5 2016, 39(8): 1114-1128.
Knop F K, Bronden A, Vilsboll T. ics, clinical use, Expert 2017, 18(6): 555-571.

HOW UNCONTROLLED

DIABETES

DAMAGES YOUR

e lAE RS \ iy
v EYES
Diabetic Retinopathy
Diabetic Macular Edema
Cataracts
Glaucoma

Cerebrovascular Disease

TEETH
Tooth Decay and Cavities
Gingivitis (early gum disease)
Periodontitis

HEART
Coronary Artery Disease

KIDNEYS
Diabetic Nephropathy
(diabetes-induced kidney disease)

NERVES
Sensorimotor Polyneuropathy
Autonomic Nerve Damage

Blood glucose fluctuation Diabetes Complications

Source: Cheng YY, Chen L. Global J Obesity, Diabetes and Metabolic Syndrome 2020, 7 : 018-023
Source: IDF DIABETES ATLAS Tenth edition 2021

Top 10 Nations

Country or territory Total diabetes-related

health expenditure in

2021 (USD billion) in
adults (z0-79 years)

1 United States of 379.5
America
2 China 165.3
3 Brazil 42.9
4 Germany 41.3
5 Japan 35.6
6 United Kingdom 23.4
7 France 22.7
Mexico 19.9
9 Spain 15.5
10 Italy 14.7

Economic Burden
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How Do We Stop Type 2 Diabetes? ?7;‘“

Goal in treating diabetes:

To maintain blood glucose levels within a healthy range, achieving
glucose homeostasis (4-6.5mM)

Lowering blood glucose levels alone will not stop the progressive degenerative
nature of diabetes, leading to complications

HOW UNCONTROLLED
@)  'DIABETES
‘ _DAMAGESYOUR N\

|
CﬂtgoBlaAscr\‘hl Disease D;abencERZ(iSooa!hy

Diabetic Macular Edema

SIS IIUIAL \ iy

Cataracts
Glsucoma
TEETH
Tooth Decay and Cavities HEART
Gingivitis (early gum disease) Coronary Artery Disease
Periodontitis P
' KIDNEYS

NERVES
Sensornmotor Polyneuropathy
Autonomic Nerve Damage

Diabetic Nephropathy




The current treatment paradigm for Type 2 diabetes
IS beginning to shift

THE MANY FACES OF A 7% A1C

(and an average blood glucose of 154 mg/dl)
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The current treatment paradigm for Type 2 diabetes is
unsatisfactory... and have to focus on diabetes complications

HM

“Confounding the diabetes epidemic and high costs, therapeutic targets are not being
met. There is a lack of improvement in reaching clinical targets since 2005 despite
advancements in medication and technology treatment modalities. Indeed, between 2010
and 2016 improved outcomes stalled or reversed.”

ADA Guideline
2020

® New recommendations are added on use
of the ambulatory glucose profile (AGP)
report and time in range (TIR) for
assessment of glycemic management.

® New evidence and a recommendation
were added on early combination therapy
for Type 2 Diabetes

® SGLT-2 inhibitors or GLP-1 receptor
agonists are introduced in strategy in
patients with cardiovascular disease
meeting A1C goals for cardiovascular
benefit.

CDS Guideline
2020

HbAlc is incorporated into the diagnostic
criteria for diabetes

Time in Range (TIR) added to blood sugar
control goals

The guideline clarifies that lifestyle
intervention and metformin are the first-line
treatments for hyperglycemia in patients with
T2D.

For patients with T2D with ASCVD or high
risk of cardiovascular risk, GLP-1RA or
SGLT2i with evidence of ASCVD benefit
should be added to metformin treatment.

Source 1: Consensus Report, Diabetes Self-management Education and Support in Adults with Type 2 Diabetes, published in Diabetes Care in July 2020,

the American Diabetes Association, et. al.




How Is dorzagliatin different?




Glucose Regulates whole Body Glucose Homeostasis
via glucokinase GK a Glucose Sensor Protein

BRAIN FUEL

Red blood
cell Oxygen

\ from lungs
Oxygen released

1o tissue cells _8 I

A

Hemoglobin
molecules

Oxygen bonded
with hemoglobin molecules

Glucose

Muscle Lipid

Glucose Sensing Glucose Storage and

Production

|* GK Expression Organ | | Glucose Threshold Controlled Sensing System |

Glucokinase GK expression and function are impaired in T2D patients

Source: Li Chen, 2016 <« ## 4 #&>» maodified based on Franz Matschinsky publication

Glucose

Homeostasis

Glucose

Controls Blood
Glucose in a Narrow

Range:

4- 6.5 mM

Set Point:
5mM
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Glucokinase is a Glucose Sensor in Glucose Homeostasis %
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Thermostat in a Building

Glucostat in Human Body

B Primary Messenger: air temperature

B Set Point: 22° Celsius

B Threshold: 21-23°Celsius

B Controller: Thermo Sensor (thermostat)
m 27 Messenger: Electronic signal

B Operator: Heater, Cooler, Ventilator

Operation

Cooler

JGns Heater
o ® ° :

.. o ® Ventilator

Primary Messenger: glucose level
Set Point: 5 mmol/liter!

Threshold: 4-6 mmol/litert

Controller: Glucokinase in the pancreas and small intestine-
Glucose Sensor

2nd Messenger: insulin, glucagon, GLP-1

Operator: Glucose uptake, utilization, storage and
production organs

J‘;’Q" Operation
7. 300

Insulin / GLP-1

g & Glucagon
¥ Liver GK

When the sensor GK malfunctions or is impaired, automatic control is lost
This will cause insulin resistance and reduction of beta cell function that lead to T2D

Source: Franz Matschinsky, Mol. and Cell Biology of Type 2 Diabetes and Its Complications, 1998, vol 4, pp 14-29
1 A common measure of blood glucose levels is hemoglobin Alc, or HbAlc, which measures average glycated blood glucose levels for the 3 months prior to testing. HbAlc levels for people without
diabetes is between 4% and 5.6% (equivalent to 4-5.6 mmol/liter), for people with impaired glucose tolerance (IGT), or pre-diabetics, is between 5.74% and 6.4% (equivalent to 5.74 -6.4 mmol/liter)

and for people with diabetes is 6.5% or higher (equivalent to 6.5 mmol/liter or higher).

2 In addition to GK (also referred to as hexokinase type 4), Hexokinase types 1-3 play a role in the glucose homeostasis process. Unlike a properly functioning GK, which is only active at blood
glucose levels over 5.5 mmol/liter, hexokinase types 1-3 are active in the presence of even small amounts of glucose in the bloodstream — providing as a bodily survival mechanism needed energy

to the brain, muscles and other core bodily functions.
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Key Recognitions of Glucokinase

Institute for
Diabetes, X Perelman
Obesity, and R Schoal of Medicine

Metabolism

I he Ra 1y /\ AN« Kni’vc‘rt l Y
v" Discovered in the 1960s by Dr. Franz Matschinsky, “Godfather of o I;,}j;j")’,;%,‘b%)"‘,',‘l"gfg, {
H ” QO A 50 Year Perspective or A}‘{« Ay Laty Vi Y/
Glucokinase: - y Togioy T R e
v The 15t GKA Published in Science Magazine in 2003, Roche 8 g Fﬁ' \TT,‘T(‘ e B! ] 2,
. . o el e
v" Dorzagliatin completed POC in 2016, Lancet DE 2018 i é
v Winner of Rolf Luft Award 2020 8 e
g i /47/1%& '/'”,)%H
Diabetes & Endocrinology

oy Ao-olheg o L Cido
S porer |
Reprint w7 Aapet

% ® Dorzagliatin #Z5}f7#HE 2 BRRGSE
PR : —TARE . B S REH

“In several rodent models of type 2 diabetes mellitus, GKAs lowered blood glucose levels, e s e,

Science 2003;

Allosteric Activators of Glucokinase: Potential Role in Diabetes Therapy

improved the results of glucose tolerance tests, and increased hepatic glucose uptake. These

findings may lead to the development of new drug therapies for diabetes.” g::mm%mﬁmmm%g?

Andé ] Schoen

see
10 [ 0B B 978+ ACORFY |

e e Lancet 2018: Dalong Zhu and Li Chen
s | ]

Dorzagliatin Ph Il results
A New Hope for Glucokinase Activator for T2D

Rolf Luft Award 2020 awarded to Dr. Franz Matschinsky by Karolinska Institutet
For the discovery that glucokinase (GK) is the sensor controlling glucose-stimulated insulin secretion in the
pancreatic 3-cell. And culminating in the discovery of novel allosteric GK activators currently being assessed in

phase lll clinical trials. Speech at the Nobel Forum (Stockholm, Sweden) awards ceremony in the spring of 2021

Source: Franz Matschinsky et al . Science: Vol 301, Issue 5631, 18 July 2003 13
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T2D is a Progressive Disease with Degeneration oAy
of B Cell Function and Increasing Insulin Resistance //%\

B Type 2 diabetes is a progressive disease with deterioration of 3 cells function
B Loss of glucose sensitivity in Type 2 diabetes patients is the first step in the progressive destruction of B cells
B Impaired B cells function results in hyperglycemia stress which causes progressive damage of 8 cells
B Deterioration of the 15t phase insulin secretion is the leading cause of impaired glucose homeostasis
Patients with Monotherapy: HbAlc Increased by 1% Impaired B-Cell Function Results in Hyperglycemia
Every 2 Years, B-Cell Function Decreased Accordingly? Stress which Causes Progressive Damage of B Cells
14 A
12 ! . .
10 A
[ ]
= m - H [ i ' d
L 5 yperglycemia R ncrease
S8 High FFA » Oxidative Stress Secretory Demand
O ER Stress
:12' - Levels per B-Cell
N \ 4
4 Coefficient of Failure = 0.47 Alc %lyear
r2=0.95 . [
2 .
0 T T T T T T T T T T 1
0 1 2 3 4 5 6 7 8 9 10 11

Time (Years)

+ Deficiency in the ability of glucose to trigger insulin release

» Cells have lost glucose sensitivity and early phase insulin
release is reduced

* Reduction in glucose sensitivity is the key culprit behind Type
2 Diabetes

Source: Vivian Fonseca, Diabetes Care, 2009, Vol 32, S2; Source: J Merier, R Bonadonna Diabetes Care (2013) 36, S113

1 Retrospective survey.
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Dorzagliatin Has the Potential to Repair the
Glucokinase Glucose Sensor

HM

Type 2 Diabete

s Rat Pancreas T2D Patient Early-stage insulin release

: 8 Meal 8
Control Diabetic 6 6
b7 Z ﬁ _ 4 /\ 4
: =
g 2 2
HMS-L HMS-H T 0 — . L0 . .
>
2 0 1 2 3 4 0 1 2 3 4
foy © Placebo_Day -1 25mg_Day -1
@ 2 Placebo_Day 7 —— 25mg_Day 7
> 90 % 8 - 8 -
— = 75 T a 6 5 ‘\
o, nw I8) 4 J
5225 - 2] — ]
o35 o 845 -
SE5 0% . 2] 2
z 15 = 0 T T T 0 T T T )
E 0 . 0 1 2 3 4 0 2 3 4
Control Diabetic (b) HMS-L HMS-H 50mg_Day -1 100mg_Day -1
= 50mg_Day 7 - 100mg_Day 7
Hours
T2D Patient Early Insulinogenic index T2D Patients Disposition Index
0.15 1 4 167.67% 0.4 P=0.0461
A 24.66% 5
2 03
0.1 ©
% 2 P=0.0387
g o 0.2
S 0.06 1S
[32] o
Q005 Ealla)
.05 - e 0.1
c
©
e
© 0.0 1
o 2
(3]
75mg BID 75mg QD = ©0.1)
= Baseline = Day 32 12 Week 13 Week
Placebo = 75mgBID
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Glucokinase Activators Potentiate Glucose-Stimulated
Insulin Secretion in T2D Islets in a Dose-Dependent Fashion

HM

Insulin Secretion
(ng/min/500 islets)

Dorzagliatin
10 -
8 -
6 -
4 -
o —e— Vehicle (n=6)
2 =—e— 0.3 uM Dorzagliatin (n=2)
=—e— 1 uM Dorzagliatin (n=3)
—e— 3 uM Dorzagliatin (n=5)
0 5 10 15

[Glucose] (mM)

Franz Matschinsky 20211201

c n
S
= =
8.9
T =]
QO
nwn
cc
SE

(@)
£c

MK-0941

—e— Vehicle (h=6)
=—e— 0.3 uM MK-0941 (n=1)
== 1 UM MK-0941 (n=1)
—e— 3 UM MK-0941 (n=3)

5 — .1.0. — .1.5.
[Glucose] (mM)
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Prelude to DREAM: Phase lll Trials: SEED/ DAWN ﬂ%&i
Study Design

Study Design for:
= SEED: 52-week completed v
Dorzagliatin Mono-therapy Trial for Drug Naive T2D Patients (463 Patients)
= DAWN: 52-week completed v
Dorzagliatin Metformin Add-on Therapy Trial for Metformin Users (767 Patients)

Screening Placebo Run-in 24 Weeks Double-blind 28 Weeks Open-label Follow-up

~2 Weeks 4 Weeks Treatment Period Treatment Period 1 Week

Randomization

Monotherapy — (2:1) Primary Efficacy Endpoint For

Long-term Safety

Metformin Add-on — (1:1) NMPA Submission Endpoints
i | | | |
1 1 1 1 1
1 1 1 1 1
1 1 1 1 1
: ll Placebo Run-in M : :
i | | | |
1 1 1 1 1
I 1 1 1 1
-4W -1wW ow 4W 8w 12w 16W 20W 24W 28W 34W 40W  46W 52W
| | | | | | | | | | | | | | | |
| | | | | | | | | | | | | | | |
V1 V2 V3 V4 V5 V6 V7 V8 V9 V10 V11 V12 V13 V14 V15 V16
HbAlc, FPG
2h-PPG
Safety

Primary endpoint of HbAlc reduction of 0.4% over placebo, p-value < 0.05

ACHIEVED FOR BOTH SEED AND DAWN STUDIES AT 24-WEEK 18



HbAlc level by visit (%)

HbAlc level by visit (%)

Dorzagliatin Phase lll Results: SEED and DAWN

Significantly improve B-cell function and reduce insulin resistance %

HM

SEED HMMO0301

Significantly improve -cell
function at week 24

2.56
183
8.00 771
7.50 - L=l
=0= e - ° -0.72
7.00 - A T T CH— ) L 1 1 R
6.95 o
6.50 1 Double-blind Treatment Open-label Treatment = ?grf;%:gtm Placebo BID
6.00 T T T T T T T T T T T T T T T T T T T T T T T T T
0 4w 8w 12w 16w 20w 24w 28w 34w 40w 46w 52w ;
=@=Dorzagliatin Group Placebo Group Change from Baseline to Week 24
DAWN HMMO0302 Significantly improve B-cell
function at week 24
3.77
8.50 HOMA-28
07 8.28 HbAlc
8.00 - 1.35
7.41
7.50
e ——

700 - 7.31 _ L

" Dorzagliatin Placebo BID
6.50 _ . L 75mg BID + metformin

Double-blind Treatment Open-label Treatment with Dorzagliatin + metformin
6.00 T T T T T T T T T T T T T T T T T T T T T T T T T 1
0 4w 8w 12w 16w 20w 24w 28w 34w 40w 46w 52w Change from Baseline to Week 24

=8=Dorzagliatin+Metformin === Placebo+Metformin
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DoRzagliatin Effect in DiAbetes ReMission

DREAM Study

DREAM study: a diabetes remission in drug naive patients who completed SEED study
m Total 69 subjects with average Alc of 6.61%, 2.2 year disease history

Drug Naive T2D

¢

Dorzagliatin treatment
24+28 week

§

Glucose Controlled

&

52 week
Diabetes Remission**

* Control rate at 24 week of SEED study: HbAlc < 7%

Glucose remission rate

Blood glucose are on target without any glucose lower drug
65.2% diabetes remission achieved at 52 week
IIT study at 5 clinical centers inChina

DREAM study glycemic remission time survival

1.0 o

0.8

0.6 -

0.4 -

0.2

0.0 -

analysis (Kaplan-Meier method)

_‘3—._‘_‘—'—‘ Censor +
4

52wk Remission rate 65.2% (95% Cl 53.4, 77.0)

N=69 66 65 58 48 42 36
0 4 8 12 26 30 52 60
Weeks in Remission

** Based on the 2021 "Expert Consensus on Diabetes Remission” (HbA1c lasting less than 6.5% within 3 months without medication), survival
analysis showed that the remission rate at 12 weeks was 52.0% (95% CI 31.2%, 69.2%)

20
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Other Type 2 Diabetes drugs have failed in

demonstrating remission

Dorzagliatin (over 52-weeks) substantially outperformed other anti-diabetes
drugs (over 3 months) as measured by glucose control biomarkers for
remission purposes

DREAM: Sustained HbAlc and glucose level
after the drug discontinuation for 12 months

8

(o))

I\I)—IbAl(_ﬁ( %)

o

| 6.61 6.92
Oow m 52w
2-h PPG
1L3.87 2w 1998
R\ SN N
S o NP

\(‘V (Lv/ (bql v%l

Weeks in Remission

Lack of Durable Improvements in B-Cell Function Following
Withdrawal of Pharmacological Interventions in Adults With
Impaired Glucose Tolerance or Recently Diagnosed Type 2

Diabetes

The RISE Consortium*

Diabetes Care 2019 Jun; dc190556.
https://doi.org/10.2337/dc19-0556

M) Check for updates

RISE: Elevated HbA1lc after the drug
discontinuation for 3 months

6.2 12-months treatment period

HbA, (%)

o
Y

o
(X

5.0 - r
BASELINE

== Glargine/Metiormin

MO3

M06
= Metformin Alone

MO39

M12 M15
=== Liraglutide+Metformin

Ee
w

B
-

w
o

37

HbA, (mmol/mol)

-@= Placebo

HM

21




Other Type 2 Diabetes drugs have failed in gl

demonstrating remission (cont’d) %\

Unlike dorzagliatin which demonstrated sustained beta cell function and
reduced insulin resistance over a 52-week period, other anti-diabetes drugs in
RISE failed to show sustained effect after 3 months

DREAM: Improved B-cell function and insulin resistance index

was maintained after drug discontinuation for 12 months Lack of Durable Improvements in §-Cell Function Following
‘Withdrawal of Pharmacological Interventions in Adults With
Insulin secretion index HOMA2- comparison IDIrilaF{;‘é::;i Glucose Tolerance or Recently Diagnosed Type 2
60 56.6

The RISE Consortium™
Diabetes Care 2019 Jun; dc190556.

43.80 https://doi.org/10.2337/dc19-0556 () Check for updates
oy 40 RISE: no sustained improvements in b-cell function in any
< treatment group after drug discontinuation for 3 months
=
o
o 20
Baseline Month 12 Month 15
0
Ow m 52w 15 15 15
. . . . g g g
Insulin resistance index HOMA2-IR comparison s E e
2 E104 £10 10
8 ) )
1.58 5 < 5
- Q @ 9]
1.6 1.46 24l .3 %5l
x 1.2 , . .
N 0 3 60 9 120 150 0 30 6 9 120 150 0 30 60 9 120 150
<§( O 8 Time (minutes) Time (minutes) Time (minutes)
z Y
I
0.4
0
Ow m 52w
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Dorzagliatin up-regulate GLP-1 secretion in T2D ?

HM

Dorzagliatin stimulate GLP-1 secretion in T2D patients in USA
Stimulate total GLP1 secretion reaches Cmax at 30 minute post oral glucose

Augment C-peptide peak left shift

GLP-1 vs. C-peptide (Dorza)

—— Total GLP-1 (Dorza+sita) —@— active GLP-1 (Dorza+Sita)
---A--- Total GLP-1 (Dorza only) ---B--- active GLP1-1 (Dorza only)
---0--- C-peptide (Dorza only) —0— C-peptide (dorza+sita)
30.00
= 25.00
=
g
S 20.00
2 15.00
S}
O
= 10.00
(=9
-
9
5.00
0.00
0, 5 1 1.5 2 25 35 45
ﬂ Time (h)
Dose OGTT

9.00
8.00
7.00
6.00
5.00
4.00

- 3.00

2.00
1.00
0.00

C-peptide Conc.(ng/ml)

Central effects on
Feeding, Energy/Glucose Metabolism,
Cardiovascular system

) (VAEN)// < 7 )
Hypothalamus (ARC/PVN) NTS
Circumventricular Organ

_______________ =A
Blood Bram Nodose
Barrier Humoral Ganglion
pathway
Vagal
Af {(;’Y ent
GLP-1 ——
Neural
pathway

Neuroendocrine Regulation

= Dorzagliatin acts on intestinal L cells and improve glucose sensitivity

Both GK and SGLT1 regulate intestinal GLP-1release

m Effects on neuroendocrine regulation is under investigation

Source: Li Chen, JY Zhang et al ADA 2021 117-LB
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Diabetic remission has been achieved only in 2 other A

situations tailored to different patient profile

Remission after dorzagliatin treatment reaches the target, and patients who have remission with intensive
lifestyle intervention and intensive insulin therapy have different baseline characteristics (compared from
SEED study data with other studies)

SEED-DREAM (China)
Glucose sensitizer therapy study

DIRECT (UK) Dorzagliatin characteristics Intensive insulin
Strengthen lifestyle therapy study (China)
@ intervention study

Newly diagnosed untreated patients*

* Newly diagnosed untreated

patients*
_ _ + BMI 25kg/m?, 126/78mmHg Newly diagnosed untreated
Obese and overweight patients + HbAlc 8.1%. FPG 8.9mmol/L. patients*
* Average course of iliness 3 2hPPG 16.8mmol/L

* Newly diagnosed untreated
years, 53 years old - HOMA-B 19.9. HOMA-IR 2.2 patients*
* 75% have been treated with - BMI 25.5kg/m?

e HbA1c 9.7%. FPG 9.5mmol/L.
2hPPG 17.5mmol/L
+ HOMA-B 33.6, HOMA-IR 6.0

anti-diabetic drugs
+  BMI 35kg/m?
+ SBP/DBP 133/85mmHg
* HbAlc 7.7%. FPG 9.2mmol/L
Note: * The results of BMI, HbAlc, FPG, 2hPPG, SBP, DBP are average; the results of HOMA-B and HOAM-IR are median

Lean MEJ, et al. Lancet 2018; 391:541-51. Lean MEJ, et al. Lancet Diabetes Endocrinal. 2019; 7: 344-55. Weng JP, et al. Lancet. 2008; 371: 1753-60 24
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Loss of GSIS function in beta cells is the root cause of T2D
Glucokinase GK plays central rule in diabetes remission

HM

i

.

INSULIN

* The root cause of diabetes is the loss of beta cell

F;V- RESISTANCE

Environment

(=

Epigenatics

_—

Inflammation/
Immune
Regulation

4
Polygenic
Manoganic

Dual cycle hypothesis
by UK KOL in T2D remission

el TITL TN

Effective weight loss

4 14 14 14
S s

' Liver fat falls in both '

( —~ Pancreas fat fals in both

Glucose-stimulated acute
insulin secretion returns
only in responders

* Return to non-diabetic glucose control
depends upon B cell ability recover

Note: Taylor et al. Cell Metabolism 2018,28:547-556

B-Cell
secretion/mass

FINAL COMMON
DENOMINATOR

186

10:148

Triple cycle hypothesis

by Chinese KOL from China Diabetes Society

Selective IR

A
Hepatic glucose,
production

t

CHO excessive
consumption

Fat excessive
consumption

Chylomicron

Tissue free fatty acid |

Very low-density

lipopratein

Liver fat 1‘

t

Muscle fat 1
Hyperinsulinemia [Muscle Cycle
Liver

Cycle

Pust-prandialT

Pancreas Cycle
» GSIS I

Ectopic fat

Pancreatic islet fat

glucose
Fasting glucheT

Pancreas Cycle

_

Glucose Stimulated Insulin Secretion (GSIS)

function that is regulated by Glucokinase GK
* Genetic, epigenetic, autoimmunity and insulin

resistance with obesity have impact on GK

expression and function
Stanley Schwartz. Diabetes Care 2016, 39(2): 179-

Franz Matschinsky Frontiers in Physiology 2019,

 Triple cycle including hepatic

circle, pancreatic islet circle
and muscle circle may be the
mechanism of the occurrence,
development and remission of
T2D.

According to view of Chinese
KOL, GSIS also plays central
role in T2D occurrence,
development and remission, in
consistence with the point of

view from UK KOL .

Dalong ZHU et al. Chin J Diabetes
Mellitus

2021; 13(10): 930-935
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Diabetes Remission: a new frontier in diabetes care

AGI

su
DPP4

Metformin

Dorzagliatin, Novel GKA

PPAR

® Insulin, Glucagon and GLP-1 secretion
= Synergy with existing 9 classes
= Prevention, Remission and Resolution of complication

Copyright © Hua Medicine 2021
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Commercializing Dorzagliatin




Bayer is the Best Partner for Hua Medicine in China

HM

v' Established Leadership in Diabetes Care in China for 20+ years

. Leading oral anti-diabetic drug in China 1995-2019: Glucobay® cumulative treated > 30 million
patients

. Industry leading market coverage: Glucobay® listed in 13k+ hospitals / CHCs and 10k+ retail
pharmacies

*  RMB 40 billion Glucobay® cumulative net sales reported from 2009 - 2019

v Full commitment and dedication of Bayer China to achieve top-selling results for dorzagliatin’s launch -

no

conflicts

*  Potential synergies in the future with Bayer’'s WaveForm CGM device for studies relating to
optimizing time-in-range (TIR)

Novel first-in-class drug HM B = Leader in diabetes treatment in China
” A

Aspiration to cure ﬁé\ BAYER| - Integrated diabetes solutions

diabetes / E

Collaborate to Cure

Hua Medicine: Clinical development, registration, product supply, and distribution
Bayer: marketing, promotion and medical education activities

Upfront payment: RMB 300 million

Milestone payments: Up to RMB 4.18 billion

Bayer: exclusive rights to commercialize product in China, tiered service fee based on net sales
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GLP-1RA Price Comparison (2021)

Brand
Name

Year of

No. ..
negotiations

Generic Name product Information

Usage and Dosage

Standard
Dosage

Daily Cost
(RMB)

TThe starting dose is 0.1 mg each time, three 0.2ma/ time *3§
: Benaglutide : 4 &® : 2020 2.1ml:4.2mg(42000U) X 1/piece times a day. After 2 weeks of treatment, the : .timgs Iday i 27.29
................... ................................................................................................................................... | hé”ré'c':”o'r'r'i'rﬁ”eﬁdéa”s't'éi"t'llr'icj'dbéléléffﬁlé ........................................................ ......................
2 Dulaglutide Trulicity® 2020 1.5mg:0.5ml X 1/piece Weekly ;.product 10,75 i GO 2 sk 19 jisr 149.00 1.5mg/7day {2129
: : : improve glucose control, the dose can be :
N R N mmmm—— __— 05m|01m><1/|ece ...................................... | or'b'ét'llér'ité'i)\)ifh”bbé'r"dl'ijébéé”éd'ri't'r'dl"bééé'd
| - osmoum gxtpece on dietcontol and exercise, the 1000 - -
. Polyethylene : ‘recommended starting dose of this product is :
3 Glycol PFRE® 2020 Weekly 0.1mg, subcutaneously injected into the :
i Loxenatide : 0.5ml:0.2mg X 1/piece ‘abdomen once a week (7 days). If the glucose:  187.00 0.2mg/7day : 26.71
: ‘control effect is not satisfactory, it can be : :
e e oo iNCre@sEd 10 0.2M peT Week.
P - : : : : The stamngﬂﬁse is0.6 m-7day After’ a-t'Teast
1 week, the dose should be increased to 1.2
/ : ‘mg. It is expected that some patients will
{ § 5 5 2017 benefit when the dose is increased from 1.2
. . : (First negotiation) . < 1/pi ‘mg to 1.8 mg. According to the clinical
| 4 Liraglutide Vlctoza® 2019 3ml:18mg X 1/piece QD response, in order to further improve the 339.00 1.2mg/day 22.60
(Renewal negotlatlon) ‘hypoglycemic effect, the dose can be
I
increased to 1.8 mg after at least one week,
| ‘and the recommended daily dose does not
I .......................................................................... ESUPRURRPR: Q xceed 1.8 MG, TR PSPPI TR
’5 ug dose scale injection pen: 0.25 5
| : : : ‘mg/ml, 1.2 ml/piece, a single injection ~ : : : 240.00 : ) : i
: : ‘dose of 5 g, containing the dose of 60 The starting dose of this product is 5ug each '
| : :
e jections time, twice a day. According to the clinical 8
| 5 Exenatide Byetta® 2019 10 pg dose scale injection pen: 0.25 BID response, the dose can be increased to 10 pg:
‘mg/ml, 2.4 ml/piece, a single injection twice a day after 1 month of treatment. : 40800 10 pg/ time, : 13.60
| ‘dose of 10 pg, containing the dose of 60 : : : ¢ 2times/day : ‘
| U BN S — ugdoselnjectlonpen(green) .................................................................................................................................................................
| : : : 0. C;SOm“g/EEI 2i:>nn|1)llp|ece, EIRLS el ‘Starting dose: 10 pg, once a day for 14 days. : 157.65 ) i
6 : Lixisenatide :Lyxumia®: AUNG PR N s gonscasaareontacasenay QD  Maintenance dose: On the 15th day, 20g is @i wwrdrers e
| : : : Hg dose injection pen (dark purple): Tlxed maintenance dose, once a day. 20 ug (0. 2m|)
| 0.10mg/ml, 3m|/p|ece, single injection : 268.00 Iday 17.87
S S s e ———— fh'é'éfai'r't'llﬁé'dééé'iélblﬁélﬁidéﬁééﬁ'\'/’\/‘éék ......................................................................................
| _ _
l ‘After 4 weeks, should be increased to 0.5 mg : 1,120.00
: : : Not included : . weekly After treatment with 0.5 mg weekly for: :
7 | Semaglutide Ozemp|c® (Already applied for 1.34mg/m!,1.5m|/p|ece_ Weekly at least 4 weeks can be increased to 1 mg  (Non- medlcaI: 0.5mg/7day : 40.00 !
- : (Net specifications, 2mg/piece) : : insurance :
: 2021NRDL) ’ weekly to further improve glucose control. rice) : :
\ :0.25mg is not a maintenance dose. It is not P /
~ ‘recommended to exceed 1 mg weekly. -
Source: £ %/ FEEE. ERE 29



Bayer / Hua Medicine Collaboration to Cure has
launched in China — October 2020

B

oy
BAYER

E

R

XA RC Al
COLLABORATE @i’\a’éﬁ %

BE: 10821-22H
e: —BEEHT

| et TO CURE

Hua Medicine and Bayer team build strategic consensus to global diabetes care between 21 and 22 October, 2020




Hua Medicine is Receiving Nationwide Recognition

KMBEALZAMIORF

Celebration of the 30th Anniversary of the Development and Opening-up of Pudong

e C“L"W:
A '.,;,_-.

| &k

& I
4] 14

Hua Medicine selected as only Healthcare Company representative to Pudong Celebration hosted by President Xi Jinping in 12 November, 2020

Copyright © Hua Medicine 2021



Hua Medicine — Future Developments




HM
New Cornerstone Medication, New Opportunity @?7‘%

Metformin v v

Metformin tolerated DAWN
@—» T2DRCVA VIV E P
Y > DPP-4 = |20 5 HMMO111 v

Dorzagliatin > Sl o T2D Discovery
. Cognition initiated
e e Dorzagliating ammg DKDF* HMMO110
nsuli T1D Severe Clinical design
' e ” T2D Severe initiated
— S IV Clinical design

initiated

*CV cardiovascular disease; **ND neurodegeneration disease; **DKD diabetes kidney disease

#*NASH non-alcoholic steatohepatitis -



Hua Medicine R&D Pipeline

HM

Product Name Indication Development phase Pre-clinical IND Phasel Phasell Phaselll NDA
T2D NDA Filed (China)
Dorzagliatin HMS5552 DKD Phase | enabling
T1D IND-enabling
Dorzl-'c|1'\g;|Iisaliilr?(w:L ?;Ig(es'tf?ormin 2D Phase | ready
T2D Phase | ready

HMSFDC 6868
Dorzagliatin +Sitagliptin

HMSFDC 5868
Dorzagliatin +Empagliflozin
HMSFDC 5688
Dorzagliatin +pioglitazone
HMS 5678
Dorzagliatin + GLP-1

HMS 6789
Dorzagliatin + Insulin

MGLURS NAM

Fructose Kinase Inhibitor

Insulin Sparing

T2D CVR

NASH

Alzheimer Disease

Late Stage T2D
Insulin sparing

PD-LID

Metabolic Disease

IND-enabling

Phase | ready

IND-enabling

IND-enabling

Ph Ill Design
Pre-clinical

Pre-clinical

1|0}
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Extensive Supporting Data for Dorzagliatin




Dorzagliatin Has the Potential to Repair the
Glucokinase Glucose Sensor

HM

Type 2 Diabete

s Rat Pancreas T2D Patient Early-stage insulin release

: 8 Meal 8
Control Diabetic 6 6
b7 Z ﬁ _ 4 /\ 4
: =
g 2 2
HMS-L HMS-H T 0 — . L0 . .
>
2 0 1 2 3 4 0 1 2 3 4
foy © Placebo_Day -1 25mg_Day -1
@ 2 Placebo_Day 7 —— 25mg_Day 7
> 90 % 8 - 8 -
— = 75 T a 6 5 ‘\
o, nw I8) 4 J
5225 - 2] — ]
o35 o 845 -
SE5 0% . 2] 2
z 15 = 0 T T T 0 T T T )
E 0 . 0 1 2 3 4 0 2 3 4
Control Diabetic (b) HMS-L HMS-H 50mg_Day -1 100mg_Day -1
= 50mg_Day 7 - 100mg_Day 7
Hours
T2D Patient Early Insulinogenic index T2D Patients Disposition Index
0.15 1 4 167.67% 0.4 P=0.0461
A 24.66% 5
2 03
0.1 ©
% 2 P=0.0387
g o 0.2
S 0.06 1S
[32] o
Q005 Ealla)
.05 - e 0.1
c
©
e
© 0.0 1
o 2
(3]
75mg BID 75mg QD = ©0.1)
= Baseline = Day 32 12 Week 13 Week
Placebo = 75mgBID
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Dorzagliatin Modulates GK Glucose Sensor oAy
Function as a Glucose Sensitizer //%\

B Phase la trial targeted healthy adults in China with a single ascending dose (SAD)

B Patients were fasted over night and having HMS5552 next morning at time hr O, continued fasting till hr 4
when meal is given

9.00 1 140 1 Fasting (0~4hr)
Fasting (0~4hr) Meal (at 4hr) Meal (at 4hr)
astin ~4nr _
8.00 A g 120
g 2 100 -
o 7.00 - £
E 3
E = 801
— | o
% 6.00 >
2 - 60 -
& 5.00 - E 4o
E c
O 400 - 20 |
’_/—'\_\-—
30 i i —+——7—— o —
-~ A~ O Lo Te} — [qV} ™ < Lo n Lo (o] -~ ~ O Lo L0 — [qV} ™ <t Lo Io] Lo ©
s g s © § Y g & S © DI
Nt o . N o
=2 Time (hour) =~ Time (hour)
——Placebo 5mg 10mg 15mg Placebo Low Dose (5mg~15mg)
25mg ——35mg ——50mg —— High Dose (25mg~50mg)
B Dose dependent reductions in fasting plasma glucose without increases in insulin secretion
B Reduce hepatic glucose output by Dorzagliatin
B Glucose stimulated Insulin release (GSIR) is enhanced by Dorzagliatin
37

Source: H Xu, X Li, Y Zhang, L Chen etal Drug Design, Development and Therapy 2016, 10, 1-8



=

Dorzagliatin Resets the Thresholds in T2D Patients ;|
with Improved Glucose Sensitivity

3

N

8 8 -
7 A 7 -
~ 6 - 6 -
60% - Loss of Glucose Sensitivity >51 | Meal 5 -
=41 4
$50% - =31 3 1
:; - 2 T— 2 1
2 L1 1
8_40% 7 %‘ 0 ; . . ) 0 T T T 1
o a O 1 2 3 4 0 1 2 3 4
™ 20% - O Placebo_Day -1 25mg_Day -1
%_ ——Placebo_Day 7 —25mg_Day 7
(]
220% - 8 -
©) 8 -
% [ 7
$10% - 6 - 5 .
B 5 7 5 .
0% — § 4 4
| | | | | - i 4
30 60 9 120 180 £33 3
Time Post Oral Glucose Load (min) %3 27 i i
a 14 ]
——NGT IGT —T2D O g , , , .0 . . . .
0 1+—50mg_Day 4 4 O 1 2 3
100mg_Day -1
B Impaired threshold of GSIR in IGT and T2D patients —_—
pai I pati 50mg_Day 7 100mg_Day 7
Hours Hours
B Dorzagliatin improves glucose sensitivity in T2D patients
Source: R.W.Bergstrom J. Clin. Endocrinol. Metab. (1990), 71(6):1447-53 33

Source: DL Zhu, Y. Zhang, L Chen et al ADA 75th Scientific Session, June 5-9, 2015, Boston



Dorzagliatin treats the root cause of diabetes 2

= Dorzagliatin is a novel dual acting full
glucokinase allosteric activator that re-models
the glucose set point and improves glucose
sensitivity in type 2 diabetes patients

= Acts on: glucose sensor GK in pancreas, liver
and intestine organs

= Improve glucose dependent insulin, glucagon
and GLP-1 secretion in T2D patients

= Improve early insulin secretion and beta cell
function to enhance 24hr glycemic range control

= Rescue the beta cell mass and hepatic GK
function in animal model

= Completed 17 clinical trials including 2 pivotal
Phase lll trials in China and USA with excellent
glycemic control with minimum hypoglycemia
risk, accompanied with improve beta cell function
and insulin sensitivity

Al application for Systematic Diabetes Care
= Dorzagliatin + Antidiabetics offers

= Remission + Prevention of Diabetes
Complication

Insulin Secretion
(ng/min/500 islets)

Dorzagliatin Improves beta Cell
Secretion Function in T2D

Glucose (0—16.7 mM) G16.7
SEeE— PE—
AAM (4 mM) = Dorzagliatin (0.3, 1, or 3 yM)

14
—e— T2D [n=6]
—e— T2D + Dorzagliatin (0.3 uM) [n=1]
12| —— T2D + Dorzagliatin (1 uM) [n=3)
—e— T2D + Dorzagliatin (3 uM) [n=5]

10

60 65 70 75 80 85 30 95 100
Time (min)

Dorzagliatin glucose dose dependently improves GSIR
= A study inislets from T2D patients
Franz Matschinsky 2021
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Dorzagliatin Improved B-cell Function and Reduced B
Insulin Resistance — Phase Il Trial %

Chinese drug naive Type 2 diabetes Improves pancreatic 3-cell function
patients 3 month treatment Reduces insulin resistance
Reduced Insulin Resistance Improved B-cell Function
0.0 - 0.4 - P=0.0461
x & |
= 5
g o 0.3 -
T (0.5) - =
S 8 P=0.0387
g T 02
E s
S (1.0) A "g
5 & 01
o O
=4 T
8 (L5) 5
O Q 0.0 +
. E— S— -
S P=0.0307 P=0.0240
= (20 (0.1) -
12 Week 13 Week 12 Week 13 Week
Placebo = 75mgBID Placebo = 75mgBID

One week after the conclusion of the trial, patients continue to see sustained effect in the HOMA-IR and Disposition Index

Source: Dalong Zhu Lancet Diabetes and Endocrinology 2018 May 4
Note: HOMA-IR represents homeostatic model assessment — insulin resistance, while DI measures B-cell function
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SEED Phase llI: Effective & Sustained HbA1lc Reduction ”é‘
with monotherapy in drug naive T2D patients

Change of HbA1c during the 52-week treatment period

(N=150) Placebo Group switch over to All patients on dorzagliatin for
850 4 837 dorzagliatin at week 24 28-week open label treatment
<
S (N=122)
= 8.00 4 8.35
S ~ 7.71
(N=307)
E 7.20
o 7.50 + (N=245)
o
: -® f e — — -9 ®
< 7.00 - 7.18
o (N=284)
T 6.95
. (N=105)
6.50 1 Double-blind Treatment Open-label Treatment
0 aw 8w 12w 16w 20w 24w 28w 34w 40w 46w 52w
=@=Dorzagliatin Group Placebo Group

Efficacy Endpoints:

= Met primary efficacy endpoint at 24 weeks

= 45.4% of patients in treatment group achieved target HbAlc below 7% at 24 weeks vs. 21.5% of placebo
=  Sustained efficacy at 52 weeks

Safety endpoints:

= Dorzagliatin is well tolerated and safe during the 52 week study

= No drug related SAE and severe hypoglycemia

=  Hypoglycemia incidence rate (glucose <3.0 mmol/L) is less than 1 percent

Note: Numbers presented in the Figure were computed from descriptive statistical analysis.
*p<0.001 compared with baseline at 52 week. 41




SEED Benchmark 52-Week Data

HbA1c reduction at

HM

HbAlc rebound

Baseline from 24/26
HbALC 24/26 weeks 52 weeks WeeKs

SEED Dorzagliatin 75mg BID GKA 8.4 -1.15 -1.11 0.04
Oral semaglutide 14mg QD GLP-1 8.0 -1.3 -1.2 0.1

Pioneer-4
Liraglutide 1.8mg QD GLP-1 8.0 -1.1 -0.9 0.2
Pioneer-2 | Empaglifozin 25mg QD SGLT-2 8.1 -0.9 -0.8 0.1
Award-3 Dulaglutide 0.75mg QD GLP-1 7.6 0.71 -0.55 0.16
Metformin Biguanide 7.6 -0.56 -0.51 0.05
Pioneer-3 | Sitagliptin 100mg QD DPP-4 8.3 -0.8 -0.5 0.3

Figure : Summary of selected anti-diabetes therapy HbAlc reductions from baseline at week 24/26 and week 52

Copyright © Hua Medicine 2021
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SEED Phase lll 24-WEEK Secondary Results + Safety 2%,!1
Results — Presented at ADA

Secondary Results

» Reduction of 2hPPG was observed in Dorzagliatin
75mg BID than placebo (-2.83 vs -0.50mmol/L,
p<0.001)

» Significant Beta-cell Function Improvement
(HOMA2-B)

HOMAZ2-B Change from Baseline to week 24 (FAS)

Safety Results

HOMAZ2-B change from baseline

3.5 -
3
2.5 A
2 -
1.5 1
1 -
0.5 7
0
-0.5 7
1]
-1.5 7
2

2.56 *

-0,72

B Dorzagliatin 75mg BID (N=307) Placebo (N=150)

Data are least squares means. *p<0.05 vs placebo.

During the period of 24 weeks double blinded
treatment, dorzagliatin (75 mg, BID) was well
tolerated and had a good safety profile

The incidence of AE was similar between
the treatment and placebo groups

Majority of the AEs were mild in severity
No death, no drug-related SAE

No clinically significant abnormal trends or
findings in safety lab tests, ECG, physical
examination,and vital signs

Hypoglycemia occurred in one of 310
patients (0.3%) in dorzagliatin group. No
severe hypoglycemia was reported

Supports first-line treatment of new-onset Type 2 Diabetes (ADA)

Quick response, 4 weeks hypoglycemic, 12 weeks 3 function

Sustained efficacy
Address both symptoms and root causes

Good safety
Low hypoglycemia risk
Keep blood glucose in range
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Dorzagliatin has potential to be the ONLY oral anti-T2D e
therapeutic for select DKD patients %\

Drug use guidelines for T2D

patients with diabetic kidney ® Patients with diabetic kidney disease make up 20-40% of the
disease total T2D patient population globally

Metformin /Swdy: \

® In China, patients with moderate, severe, and end-stage

Dorzagliatin chronic kidney disease comprise 21.9% of the T2D patients

=
© HMMO0110 was conducted in China to evaluate whether dorzagliatin can be
- readily used in Type 2 diabetes patients with impaired renal function.
DPP-4 dil d in Type 2 diab T2D) pati ith impaired | functi
Conclusion:

SGLT-2 ‘ ® In subjects with end stage renal disease and are not on dialysis, the
study indicated no significant impact on PK properties in
subjects treated with dorzagliatin.

GLP-1 . ﬁ ® This result supports dorzagliatin as a promising solution and

= potential supplementary option for T2D patients with moderate,
D severe and end stage chronic kidney disease (i.e., stages 3-5 of
Insulin ‘ c CKD) which can provide satisfactory blood glucose control

k safely and without dose adjustment. /

‘ No dose adjustment required

Dose adjustment required

‘ Contraindicated
44



Dorzagliatin Has Demonstrated Successful Combination
Potential with other Global Top Oral Anti-Diabetic Drugs

HM

= No drug-drug interaction observed in Phase | trials in USA with sitagliptin (DPP-4 inhibitor) and

empagliflozin (SGLT-2 inhibitor)

= Significant synergies demonstrated in glycemic control and improvement of beta cell

function

m Data demonstrating dorzagliatin stimulates GLP-1 release in T2D patients, increasing
circulating active GLP-1 when used in combination with sitagliptin

= In both trials, the combined use of sitagliptin or empagliflozin in combination with dorzagliatin
increases insulin secretion as measured by C-peptide and reduces glucose over using each of

the drugs alone

Post Prandial Glucose Level
AUEC (0-4hr)

-33% (p<0.01)

600 A
| -10% (p<0.01)

500 A
g 378
& 400 -
g 339
i
< 300 - 253
3
2 200
2
<

100 A

0
Sitagliptin Dorzagliatin Sitagliptin (100mg QD)
(100mg QD) (75mg BID) +

Dorzagliatin (75mg BID)

DPP-4 inhibitor:
v US$ 4B global sales in 2019

Note: AUC represents area under the curve, while AUEC represents area under the effect curve.

Post Prandial Glucose Level

600 -

(4]

o

o
1

S

o

o
L

AUEC,4n(hr'mg/dL)
N [
o o
o o

iy

o

o
1

o

AUEC (0-4hr)
-38% (p<0.0001)

-23% (p<0.05)
452
364
279
Empagliflozin Dorzagliatin ~ Empagliflozin (25mg QD)
(25mg QD) (75mg BID) +

Daorzagliatin (75mg BID)

SGLT-2 inhibitor:
v Fastest growing among OAD with US$ 6B
global sales in 2019 and ~24% yoy growth
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Dorzagliatin up-regulate GLP-1 secretion in T2D %

HM

Dorzagliatin stimulate GLP-1 secretion in T2D patients in USA
Stimulate total GLP1 secretion reaches Cmax at 30 minute post oral glucose

Augment C-peptide peak left shift

GLP-1 vs. C-peptide (Dorza)

—— Total GLP-1 (Dorza+sita) —@— active GLP-1 (Dorza+Sita)
---A--- Total GLP-1 (Dorza only) ---B--- active GLP1-1 (Dorza only)
---0--- C-peptide (Dorza only) —0— C-peptide (dorza+sita)
30.00
= 25.00
=
g
S 20.00
2 15.00
S}
O
= 10.00
(=9
-
9
5.00
0.00
0, 5 1 1.5 2 25 35 45
ﬂ Time (h)
Dose OGTT

9.00
8.00
7.00
6.00
5.00
4.00

- 3.00

2.00
1.00
0.00

C-peptide Conc.(ng/ml)

Central effects on
Feeding, Energy/Glucose Metabolism,
Cardiovascular system

) (VAEN)// < 7 )
Hypothalamus (ARC/PVN) NTS
Circumventricular Organ

_______________ =A
Blood Bram Nodose
Barrier Humoral Ganglion
pathway
Vagal
Af {(;’Y ent
GLP-1 ——
Neural
pathway

Neuroendocrine Regulation

= Dorzagliatin acts on intestinal L cells and improve glucose sensitivity

Both GK and SGLT1 regulate intestinal GLP-1release

m Effects on neuroendocrine regulation is under investigation

Source: Li Chen, JY Zhang et al ADA 2021 117-LB
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Hua Management Team




Highly Experienced R&D Team with Extensive China HM
and Global Pharmaceutical Experience
Founder & CEO
Li Chen, Ph.D., Founder & Board Director
B CSO and Founding Director of Roche R&D Center (China), responsible for development of
China’s drug discovery strategy, creation of discovery portfolio and management of operations
B Former head of HTC technology atRoche
B Adjunct professor at Tongji University, Ph D advisor
B Over 90 publications and patents in basic research and medical sciences
. g @
N v s K
GeorgelLin Yi Zhang, Ph.D.,MD Jin She, Ph.D. FuxingTang, Ph.D.
EVP,CFO SVP, ClinicalR&D,CMO-China VP, Chemistry CMC VP, CTO, Chemistry CMC
Bankof America A L, - %
Bl oo @ ¢ MsD 2B e

Yilei Fu, BS,MBA Wenjie Xu, BS, MBA .
VP, Quality Assurance VP, Commercial \E)IID H(()) ngr’altji(?np;
Strategy and Marketing P
guft i {FRoche n‘cffa/

AstraZeneca n‘gfay AMN
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A Blue Chip Board

HM

Chairman
Robert Nelsen Li Chen Lian Yong Chen George Lin
i

A aenaL

J*U,QQ GRA:L
||um|na'\"R

Walter Kwauk

William Keller

.
I

4 a
5 A" R l.u N &
.gigﬁ .7.'5 6 Dimensions Capital

FIL Capital
Management (Hong Kong)

Junling Liu

M nerica P CREDITSUISSE

O'Melveny

Alec Tsui

N

£7  WuXiBiologics
Alibaba Growp  esm— WuXi Biologics
J
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HKEx
FERZS M
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World-renowned Advisors and Influential Key ;*/%kj

Opinion Leaders

Advisors

Franz Matschinsky, M.D.

B Professor of biochemistry and biophysics at the University
of Pennsylvania, Perelman School of Medicine

B Founded Penn Diabetes Research Center of the
University of Pennsylvania

B Founder of the Islet Cell Biology Core in the University of
Pennsylvania

B Received Banting Award (1995), Rolf Luft Award (2020)
B Formulated the glucokinase glucose sensor concept

B “Glucokinase is a glucose sensor, diabetes gene and
drug target”

Ralph A. DeFronzo, M.D.

B Professor and Division Chief of Diabetes Division at the
University of Texas Health Science Center

B Deputy Director of Texas Diabetes Institute

B Led the U.S. development of metformin, and FDA
approval in 1995

B Discovered a new approach to diabetes treatment that
targets glucose reabsorption in the kidneys, which led to
the development and approval of SGLT-2

B Received several prestigious awards, including the Lilly
Award (1987) by the American Diabetes Association,
Banting Lectureship Award (1988) by the Canadian
Diabetes Association, Novartis Award (2003), ADA’s
Albert Renold Award (2002), the ADA’s Banting Award
(2008), and the Harold Hamm International Prize (2018)

B Published over 800 articles in peer-reviewed medical
journals

Chinese KOLs

”

Wenying Yang, M.D.

B Director of Endocrinology, Director of Department of
Internal Medicine, Vice Chairman of Ethics Committee
at China-Japan Friendship Hospital

o~y \\ B Ex President, Chinese Diabetes Society
,\} \“ B Published articles in numerous prestigious journals

such as New England Journal of Medicine, Lancet
Diabetes and Endocrinology

Dalong Zhu, M.D.

B Director of Endocrinology, Nanjing Drum Tower
Hospital

B Current President, Chinese Diabetes Society

B Published articles in numerous prestigious journals
such as the Lancet Diabetes and Endocrinology,
Diabetes

Director of Endocrinology, Zhongshan Hospital
Vice President, Chinese Diabetes Society

Published articles in numerous prestigious journals
such as the Lancet Diabetes and Endocrinology, Cell
Metabolism
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World-renowned Portfolio Advisory Board %

John J. Baldwin, Ph.D. Bennett Shapiro, M.D.

B Former EVP at Merck — 30+ years, with several drugs
to his credit including Trusopt®, Cosopt®, Aggrastat®,
and Pepcid®, etc

® Hall of Fame Medicinal Chemist

B American Chemical Society, Philadelphia Section
Award for Ingenious Contributions to Chemistry

B Published 125+ scientificarticles
B Holds over 240 issued US patents

Christopher Walsh,
Ph.D.

B Ex-professor, Harvard Medical School

B Consulting professor and advisor to Stanford ChEM-H
institute

B Advisor to Global Pharma

B Former President and CEO of the Dana FarberCancer
Institute

B 2010 Welch Prize in Chemistry

{ James MacDonald, Ph.D.

B CEO, Synergy Partners

B Former EVP, Preclinical Development, atSchering-
Plough Research Institute

B 17+ years at Merck, ending as Executive Director of
Toxicology in the Department of Safety Assessment

Ex-EVP Merck
Well known Pharmacologist

Former Professor and Chairman, Departmentof
Biochemistry, University of Washington

120+ papers on the molecular regulation of cellular
behavior and the biochemical events that integratethe
cascade of cellular activationsat fertilization

Former Guggenheim Fellow

Catherine Strader,
Ph.D.

COO, Synergy Partners

Held executive positions at Schering-Ploughand
Merck

Formerly EVP of Discovery Research andChief
Scientific Officer for Schering-Plough

Formerly Site Head for Merck’s large NJ discovery
researchsites

30 years of pharmaceutical R&D experience
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