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TOPIC 1. Basic and Translational science: How to explain ethnic differences in diabetes and

obesity.

###% 1: Ranjit Mohan Anjana (India)

HEFREURERR I RS TR R > TS ch S e R 5 R R - B ARERR R T 2015

F4925% » BTERUMERRIR BAHE R ECH G AZETERIE R - BBRR RSeS| &

R 2. FSIREZRIME 3. Beta cell EIHRIHAE TR 4. 8K BMI {H ectopic fat % 5. iz 6

NAFLD ¥% 7. Adiponectin EE{E%5 - i Partitioned polygenic scores T A1 EG | A B 4 beta cell

dysfunction HEZR—FA4GI WY insulin 2% - JARIRERYHR BIAZE R AIE Gl HES S &Y E

EAER ST E[IRE A\ HUREPR s 3% AE SR AH R - B RTENE SR K b &R E ERRELS] ~ B hnE
HEERE LB ATER IR S

sf& 2: Ronald Ma (China)

SHRERAVIT S " AUMEPR R BB A &Y 20% 855 F<40 BRERR - MHBIRERERZ » TEM AR
BB BMI B2 eE — BUMERR SR » SEN AR Z 53 BASELINE EEBGM AMK, BEEZEPAIE
BIOM A ELE = » 52 A beta cell function F#EsRIRZ(H AW ZEHE HAXIE BMI £ HFRE: Young
onset DM [L#E Late onset DM beta cell function #57% » 4556 Bt AR EIEEE O REBARENE
BT 2 h5% -

TOPIC 2. Basic and Translational science: From appetite to satiety: Gut-Adipose-Brain
communication

###% 1. Jodo Eduardo Nunes Salles (Brazil)

GIP, K cell in ¥ imaGE W » GLP-1 BigisiE L cell 4300 » incretin T B EHE#E 50~70% insulin
43, GIP HEIE'E 4K » GIP EEREY 2/3 incretin action, GIP 14 lipid buffering capacity » 2
B _RUREPRIE B » incretin FYZHRETFE -

i#% 2. Timo Muller (Germany)

Novel insight into regulation of energy metabolism by gipr agonists and antagonists
GIP J5/ D R B At 3% 18 GIP S (CNS GIPR signaling) DL/ DiE & » {HR 23548 GLP-1 2
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A2 Z ENEE > GIP WA EUER IR » MR E—E8NE > GIP B LI IfSHYES oxidation »
NI GIP 52 B GIPR SRU55, Tirzepatide 3R HFH I YRS T2 B GIPR:GLP-1R
co-agonism > GIPR:GLP1R co-agonism {EFEA GABAnergic GIPR neurons DL/ % » GIPR
antagonism i~ 4% GABAnergic GIPR neurons J§/D A% EE m

e 3. Max Nieuwdorp (The Netherlands)

NFdi(genetics) @A [E] YR58 microbiota 4HfK » #E B 1% A S gutmicrobial metabolites &5y
&> HA#ETT fecal microbiotia transplantation BfZ 5 metabolites D805 12 5 4R A% DA B R
TRIVITSE - A AR 5 BN E YR REEAE (L - 5530 Bl % microbiota metabolites fF
RRERATREE AR -

TOPIC 3. Basic and Translational science: Diabetes research from banch to bedside: Successful
structures and innovations from the German Center for Diabetes Research

i 1. Michael Roden (Germany)

Precision diabetology: the future of targeted diabetes management

5 —/NER Sy 55— BURE PR P FE 2L insulin secretion FARRAMIF BEZ R HIHY » FOMEFRPIHE AL G
R GRS RIS > RS A HELER biomarker + subtype SRS IEIGRIEE « AEZER - 4
PRIGHTHIZS & ~ PR3t ~ oM ~ TEPHELGHE -

g 2. Andrea Birkenfeld (Germany)

Remission in people with intermediate hyperglycemia

FARER I AT T A= E T AERE o] DU SIEPR AR AT A4 M# » 7 high risk intermediate
hyperglycemia, intensified life style modification EL#E conventional lifestyle modification 5 AE?
FIEIRIFERAE » PRI IR SR high risk 7 HEREGRARELE low risk K » FL4RME A NS RS E %
FrtaE RE -

TOPIC 4. Diabetes and complications

i 1. Edward jude (UK)

Corneal confocal microscopy or intra-epidermal nerve fibre density for clinical trials of new agents
in early diabetic neuropathy

Corneal confocal microscopy f@ 2 B 58 1] DAE Ko FR iR (88w 84600 T2 » nerve 27 density B
AR S B EAE S EAHRE » R385 2R FDA approved, a multinational cohort of 203 participants
had type 1 and 58 had type 2 diabetes 1B 5.8 FAYAFFE IR Hr354= DPN £ 60 participants
(23%; 4.29 events per 100 person-years) » EL The time-dependent area under the ROC curve for
CNFL ranged between 0.61 and 0.69 for years 1-5 and was 0.80 at year 6. The optimal diagnostic
threshold for a baseline CNFL of 14.1 mm/mm2 was associated with 67% sensitivity, 71%
specificity, and a hazard ratio of 2.95 (95% CI 1.70-5.11; P < 0.001) for new-onset DPN.



TOPICS. Special sessions

%2 1 Viral Shah (USA)

GLP-1RA as an adjunct therapy in T1D and obesity

JREE—BUNEPR % FE & {# F§ GLP-1RA 2 #75%, decreased insulin doses, weight loss, and modest

improvements in HbAlc levels without significantly increasing hypoglycemia risk; detectable
C-peptide and/or are overweight B §EFELS- 5 LR -

TOPIC6: Basic and translational science. The failing heart in diabetes mechanisms and management
st 1. Anuj Maheshwari (India)

Cardiac energy metabolism

MEPR AR R 2 COl L E8 5 BR M) 2 1. Insulin sensitivity & 2. Glucose transport [N [& 3.
Pyruvate Dehydrogenase Kinase 4 (PDK4)_-F} 4. Phosphofructokinase (PFK) activity T[& 5
Glucose oxidation lactate oxidation glycolysis & 6. Fatty acids transport ¥} 7. Fatty acid
oxidation and ketone body oxidation [} 8. Acetyl-CoA carboxylase (ACC) activity [ 9.
malonyl-CoA decarboxylase (MCD) activity =¥+ 10. Circulating fatty acids ¥ 11. Circulating
ketone bodies Ff o /(WiEiFE 2 2 F1 I H fatty acids oxidation #8[5] glycolysis {55 & FH R 24
AR LBEAE B AUHAYRHE - Ketone F(ER BCAA FF-—2 54, Ay BCAA B
BTRATEMLC M BRI R o SGLT2 Inhibitor 4004 75 FF6 (B HLBL34#: NHE3 A, 2]
DABEDD fatty acids, ketones, BCAA 2~ & b3, GLP-1R HEBEL0E, % ischemia-reperfusion
injury FH {RIFETR

TOPIC7: Woman and diabetes. The intersection of reproductive health and metabolism in woman
with diabetes

i 1. Catherine Kim (USA)

Menstrual cycle and menopause in woman with diabetes

EEEIFHABE A estrogen therapy HY indications #&-{E£2 €785 K —%4. International Menopause
society #&EY Vasomotor symptoms or vaginal atrophy 2795 A {3 F; American congress of
obstetricians and gynecologists %% Vasomotor symptoms or vaginal atrophy 27 5% AfEFH, DL
Fill & Ry R1| 5 endocrine society 5% Vasomotor symptoms or vaginal atrophy 2 5% A{#FH, 40
T ZE @ b =), transdermal or intravaginal formulation 3%; North American Menopause Society

B¢ Menopausal Task Force 5 Vasomotor symptoms {7, iR 2558 A bioidentical
hormonal therapy.

2% 2_Jill Shawe (UK)

Contraception in woman with diabetes

{8 F GLP-1 RA B [IjR#%22%, {55 tirzepatide E&Dﬂliiﬁ%#'?w%%ﬁﬂﬂﬁ%%ﬁ“wﬁﬁﬁ
non-oral contraceptive method I, barrier method 4 Fﬂ 2E washout periods ; FAMEERRFER AT, &
BEEE NS S NEE E, SN W AR
BRI REARREZR %giﬁﬁﬁﬁi/ﬁ%iﬁﬁiéﬂ AR, R, (FREAMEEYEMN -
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s 3. Kaberi Dasgupta (Canada)

Hyperglycemia and hypertension in pregnancy and future cardiometabolic health

A GDM 2 A, H 2 KEL L GDM st Z R BLLE A 1 R GDM B RKESE
DM Y\l 5, S59MREs —RaE4: GDM LSS —AazEd: GDM AR EE AL ERR N & Rk
151, A gestational hypertension/preeclampsia J55 57 27 2214 K 306 28 A bl PR 2 JEBR 7R S ; LGA,
HE Rl N 5 © Gestational hypertension &Y, preeclamsia 2 823, & a8 thiE S —ia3s 4
SRS 2 6 R BRUERS, S#5 TRRA S e oA #1852 F 2 5 i BE B 14, 25 outeome
ARG (AL E P R\ HL 45 SR AR IS4, S59NEEEEE GDM, gestational hypertension JEfig 5

=] o

TOPICS. Basic and translational science, the liver and diabetes: diabetes liver and hepatogenous
diabetes

i Michael Roden (Germany)

Metabolic causes of steatotic liver disease

REHEEIE" FEREMERGRERT" » 2BREITHRE 24%  WHERRE LY 65%, H 41% F2
fibrosis, 15% F3+ fibrosis; H@& L0 & EER EER(OR: 1.3~1.6), [ U8 /EE(OR: 1.4~1.8),
i EJER(OR: 1.3~1.6), 18 M B HHEE(OR: 1.3~1.5); EEAHRYNAFLD Bl H B MASLD HE&
PRIFEERET © G _L liver enzyme HJHE T} » 534 FIB-4 for fibrosis (>= 1.3, >=2.0 at Age >=
65 years); US-based transient elastography, MR elastography; Mitochondrial oxidative capacity
obese, NAFL [§EZ v 5E_ETF, {HA NASH/fibrosis B §5EFA IEH A ; palm oil JB/DFFi#, HLA, B
Wi Z BRE R BRI, 4= 5545 achieve body fat loss, avoid fructose-rich beverage, avoid
processed food. Metabolic surgery B PAIZEE 66% steatosis, 50% inflammation, 76% ballooning,
40% fibrosis; drugs: resmetirom in F2/F3 fibrosis; semaglutide in RCT for MASH +/- fibrosis,
NASH #J P/ resolution but fibrosis no improvement.

it Ming-Hua Zheng (China)

Novel agents to treat MASLD

FGF21, JARFEg -3 iney FGF21 EijEk/D oxidative stress, lipid storage, inflammation and fibrosis
H ), Pegozafermin, a long-acting glycopegylated FGF21 analog; resmetirom in F2/F3 fibrosis %
H AilE— FDA % 7] 2698 MASLD > &%), HFiH 6 fE{#5E%2Y) in phase 3 study: semaglutide
(GLP-1 RA); Lanifibranor (PPAR agonist); Survodutide (GLP1 RA+ GCGRA); Pegozafermin,

Efruxifermin (FGF-21RA); Denifanstat (FAS inhibitors); semaglutide has met surrogate end-point;
MASH F4 {572 —{E#KE -

TOPICO. Type 1 diabetes, immunotherapy of T1D
e Paolo Pozzilli (Italy)

Current ongoing trials in recent onset T1D patients

Mode of action of T1D immunotherapies. Antigen-independent strategies: immunomodulation;
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Antigen-dependent strategies: specific immunotherapies; beta-cell therapies: beta-cell protection
and regeneration; stem cell therapies: beta-cell regeneration. Antigen-dependent strategies £12;
anti-body for blocking immune checkpoints, neutralizing cytokines involved in inflammation,
expanding Tregs to enhance immune tolerance; Antigen-dependent £%: autoantigenic peptides and
proteins, autoantigen-encoding plasmid DNA, Antigen-loaded cell-based strategies, antigen-loaded
nanoparticles and liposomes.

TOPIC10. Classification of diabetes and differential management of diabetes, genetic risk score is
useful in diabetes prevention and management

g 1. Soo-Heon Kwak (South Korea)

PRSs or polygenic scores is a single value estimate of an individual’s genetic liabitily to a
phynotype, calculated as a sum of their genome-wide genotypes, weighted by corresponding
genotype effect size estimates derived from GWAS summary statistic data. Recent advances in PRS
estimation and summary statistics have enhanced their accuracy, enabling their potential clinical
application. T1D PRS demonstrates high discriminatory accuracy in distinguishing T1D from T2D
and MODY. T2D PRS independent of FHx and provides incremental predictive value beyond FHx.
T2D PRS shows interaction with BMI, with better performance in lower BMI or younger age. T2D
PRS could be used to identify woman at high risk of developing T2D after GDM pregnancy. T2D
PRS correlates with rate of beta cell function decline. Disease progression and complication risk.

Clustering analysis of genetic variants may elucidate T2D heterogeneity and stratify risk for distinct
clinical outcomes.

TOPIC11. T1D and overweight/obesity

s 1. Catarina Limbert (Portugal)

Prevalence of overweight/obesity in T1D

S TESAVACHE LA B S LRI > ASEE, H AT T1D %8 overweight/obesity 415 60%, 4
BOM, HAEIREZES EFHHY, 7 TIDM 5 A BMI B8 1L U i & i th&rsg i, 7R 58 T1D,
overweight/obesity €45 1/3, 2 NAY#5E%, T1D % B HERE >~ JRR % 7T, JEf] insulin, /0MFE,
EH, 1Th, HERESE, REVFT BMIRE R4 TID FYRIRINES, the
accelerator hypothesis: ACFFEEHIRES ZRAST, HI0T beta-cell HYEEEFE, S/ MEREAHRIN
1@ ME RS R T RERIEL T1D (8L, S350, BRPCRASHOK(EEY), SR aTAE
P INEA LIRS beta-cell HYHRF5208; BMI &52 T1D 9 autoimmunity TEAFRH

#Hi& 2. Paolo Pozzilli (Italy)

The novel phenotype of Type 1 diabetes and obesity: significance for late complications

The IL-17 axis may be involved in the pathogenesis of obesity and T1D, highlighting the
occurrence of a common causal link among this systemic inflammatory condition. Autoantibodies
against beta-cells can be utilized to predict T1D progression and have allowed the characterization

of four distinct stages of diseases allowing to study prevention approaches.
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## 3. Alok Gupta (UK)

Novel approaches for therapy of overweight/obesity in T1D

FDA approved first Drug that can delay onset of T1D: Teplizumab. Treatment with 14-day course
of teplizumab IV infusion vs. placebo delayed the progression to stage 3 disease by 32.5 months in
individuals meeting stage 2 criteria. Verapamil preserves C-peptide compared to placebo in adults
and children with new onset T1D. JAK inhibitors were well tolerated and preserved C-peptide
compared to placebo in children and adults with new onset T1D.

= 08
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