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New information of respiratory occupational disease
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Current challenges in the diagnosis and management of interstitial lung diseases (ILD)
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Interstitial lung diseases (ILDs) are disorders characterized by inflammation, fibrosis,
or both of the alveolar interstitium. The term progressive pulmonary fibrosis(PPF) is
defined as at least two of the following three criteria occurring within the past year
with no alternative explanation:
1 Worsening respiratory symptoms
2 Physiological evidence of disease progression (either of the following):
a. Absolute decline in FVC = 5% predicted within 1 yr of follow-up
b. Absolute decline in DLco (corrected for Hb) > 10% predicted within 1 yr of follow-
up
3 Radiological evidence of disease progression (one or more of the following):
a. Increased extent or severity of traction bronchiectasis and bronchiolectasis
b. New ground-glass opacity with traction bronchiectasis
c. New fine reticulation
d. Increased extent or increased coarseness of reticular abnormality
e. New or increased honeycombing
f. Increased lobar volume loss
Nintedanib is approved for PPF by inhibiting tyrosine kinases, which are involved in
the fibrotic process, to slow the rate of lung function decline. Besides, adding on
nerandomilast lead to smaller decline in FVC than nintedanib alone. PPF now is a newly
emerging disease which needs more studies and molecular investigation.
& RE MR ETAnE B A ER R TRR B -7 fo £ M1ES

Interstitial lung diseases (ILDs) involve a large and heterogeneous group of pulmonary
disorders. ILDs may arise idiopathically or secondarily due to autoimmune diseases,
environmental exposures, or drug toxicity. Certain ILDs may cause progressive and
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extensive fibrotic destruction of the lungs. Despite advances in imaging and molecular
biology, definitive diagnostic biomarkers remain elusive for most ILDs. Exceptions
include lymphangioleiomyomatosis (LAM) and pulmonary sarcoidosis. In clinical
practice, biomarkers are increasingly explored for their prognostic utility. Pulmonary
functional parameters such as forced vital capacity (FVC) and diffusion capacity for
carbon monoxide (DLCO), along with CT imaging-based assessments, remain central
to disease monitoring. Certain blood-based biomarkers have shown potential
correlations with disease activity and outcomes, yet their roles remain controversial.
Quantitative imaging techniques may potentially assist with assessment of disease
severity and progression, but standardization and integration into actual clinical
practice are still lacking. Researches into genetic and proteomic signatures are
ongoing but are not yet generalizable.
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From Detection and Endotyping to Phenotyping: How Sleep Technology Transforms Sleep
Healthcare Implementation
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The realm of sleep medicine is experiencing a rapid evolution driven by advancements
in sleep technologies. Emerging devices for obstructive sleep apnea (OSA) detection
are becoming increasingly sophisticated and portable, due to the integration of
innovative miniaturized sensor designs, advanced processing techniques, and artificial
intelligence/machine learning/deep learning (AI/ML/DL) algorithms. Al models have
become ubiquitous in sleep medicine, fundamentally altering the approach to OSA
detection from screening at the clinic to at-home diagnosis utilizing cutting-edge sleep
technologies. This chapter delves into ML models that leverage clinical features for
OSA screening and illustrates their use with a case study. We also explore the current
landscape of innovative AI/ML/DL models employing photoplethysmography and
accelerometry for at-home OSA diagnosis. Finally, we offer insights on crucial
considerations for model design, dataset selection, and performance evaluation and
emphasize the importance of external testing using independent datasets. As the
complexity of physiological signals increases with the data integration from various
sensors, more advanced DL techniques might suite better for handling intricate data.
This trend highlights a shift beyond traditional ML and basic DL models towards more
advanced, customized, and powerful DL approaches.
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Colorectal cancer prevention: The active role of physicians
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Taiwan’s organized colorectal cancer (CRC) screening program, launched in 2004, has
substantially reduced CRC mortality among participants. Building on this success,
eligibility was expanded in 2025 to adults aged 45-76 years, increasing the target
population to more than 10 million.

This expansion is projected to generate approximately 250,000-300,000 positive fecal
immunochemical test (FIT) results annually (positivity rate 5-6%), each requiring
follow-up colonoscopy for confirmed diagnosis. Compared with the original target
population of around 3.9 million in 2004, this represents a 2.5-fold increase in
screening demand. Over the same period, however, the physician workforce increased
by only 1.7-fold (from 33,036 to 56,823).

This widening gap between rapidly rising screening demand and modest growth in
colonoscopy capacity, further compounded by workforce shortages in an aging society,
poses a critical implementation challenge. Ensuring that the expanded screening
strategy effectively contributes to the national goal of a one-third reduction in cancer
mortality by 2030 will require innovative, cross-disciplinary solutions.

This presentation evaluates the current delivery architecture for CRC screening across
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hospitals, primary care clinics, and community health centers, quantifying
participation by care level. It further examines structural limitations within existing
care pathways and proposes strategic, system-level approaches to enhance screening
and diagnostic capacity through multidisciplinary engagement and integrated service
models.

& BB MEBRHRATRETUREAE ? © BERIEAEEENEEN
Colorectal cancer (CRC) remains a major global health burden and a leading cause of
cancer-related mortality. While population-based screening has effectively reduced
CRC incidence through early detection and removal of precancerous lesions, growing
evidence underscores the importance of primary prevention by addressing modifiable
lifestyle and metabolic risk factors. Adverse lifestyle behaviors,including unhealthy diet,
physical inactivity, obesity, alcohol consumption, and smoking, have been consistently
linked to increased CRC risk through mechanisms involving chronic inflammation,
insulin resistance, and gut microbiota dysbiosis. Furthermore, metabolic disorders
such as obesity, type 2 diabetes mellitus, hypertension, and dyslipidemia—collectively
referred to as metabolic syndrome—contribute to colorectal carcinogenesis via
hyperinsulinemia, oxidative stress, and pro-inflammatory signaling.
Lifestyle modification remains the cornerstone of primary CRC prevention. Regular
physical activity, weight control, and moderation of alcohol and tobacco use further
strengthen preventive effects. Emerging evidence also highlights the role of metabolic
disease management, including glycemic control, blood pressure regulation, and lipid
optimization—in mitigating CRC development. Integrative prevention strategies
combining lifestyle interventions with pharmacologic approaches, such as metformin
or statins, may offer additional benefit.
In summary, targeting modifiable lifestyle and metabolic factors provides a sustainable,
population-wide approach to primary CRC prevention, complementing current
screening programs and contributing to long-term reduction in global CRC burden.
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New frontiers in alcohol-related liver disease (ALD) and metabolic dysfunction and
alcohol-related steatotic liver disease (MetALD)
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Alcohol—assoaated liver disease (ALD) is one of the leading causes of liver diseases
globally. ALD encompasses asymptomatic steatosis, alcohol-associated hepatitis (AH),
fibrosis, and liver cirrhosis. The actual prevalence of ALD is hard to determine
especially when asymptomatic. In Taiwan, increase of young women’s alcohol intake
was noted recently. ALD is usually associated alcohol use disorder (AUD). However,
little treatment options are currently available for ALD.

In 2023, the American Association for the Study of Liver Diseases (AASLD) introduced
a new nomenclature system in which steatotic liver disease (SLD) replace fatty liver
disease and nonalcoholic fatty liver disease (NAFLD) was substituted by metabolic
dysfunction-associated steatotic liver disease (MASLD). Moreover, a new term,
metabolic and alcohol related/associated liver disease (MetALD), was developed
referring to patients with metabolic dysfunction with alcohol consumption between 140
and 350 g per week in women and 210-420 g per week in men. The difference between
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MetALD and ALD rely on the amount of alcohol intake. The new nomenclature
recognizes both metabolic dysfunction and alcohol disease drivers, which imply that
the management of MetALD necessitates a comprehensive approach for both metabolic
dysfunction and alcohol.

In summary, the clinical significance of the new nomenclature about the differentiation
of MetALD and ALD has been unclear and more studies are needed.

& RARAE - BBRTEZRERRHNAER TR
The global burden of steatotic liver disease is rapidly evolving with the emergence of
metabolic and alcohol-associated liver disease (MetALD), which reflects the
coexistence of metabolic dysfunction and moderate alcohol consumption. This dual-hit
phenotype significantly worsens the clinical trajectory, accelerating progression to
fibrosis, cirrhosis, and hepatocellular carcinoma (HCC).
Accurate risk stratification of MetALD and alcohol-associated liver disease (ALD) is
essential to guide prognosis and therapeutic decisions. Key tools include the FIB-4
index and transient elastography for fibrosis staging, while serum biomarkers such as
GGT and the AST/ALT ratio (>2) aid in distinguishing alcohol-related injury. The
coexistence of obesity, type 2 diabetes, and metabolic syndrome independently
amplifies liver-related mortality. Clinical outcome is notably poor in MetALD patients
with persistent alcohol intake and advanced fibrosis, especially among older adults and
women. Longitudinal data also reveal a supra-additive effect of metabolic and alcohol-
related factors on cardiovascular disease and cancer-related mortality.
Management of metabolic dysfunction in MetALD or metabolic dysfunction-associated
steatotic liver disease (MASLD) extends beyond liver-specific interventions. Lifestyle
modification—targeting weight loss, glycemic control, and lipid regulation—is
foundational. Pharmacological agents such as GLP-1 receptor agonists, pioglitazone,
and statins show promise in mitigating liver disease progression and improving
cardiometabolic outcomes. Importantly, alcohol abstinence should be prioritized as it
synergistically reduces the burden of both hepatic and extrahepatic complications.
Early identification of high-risk individuals through non-invasive stratification tools and
integrated management of metabolic dysfunction is essential to improve survival in
MetALD. Further research is needed to develop tailored treatment algorithms for this
growing population.
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Metabolic Dysfunction-Associated Steatotic Liver Disease and Diabetes

ERA D RIEE RRAE

0830 3l& RIEE (B RXBRAFHA LA
Opening remarks

0835 MASLD B2 FR R i & 5] B 3t HEIR(EARBRILEL AR S A
The Bidirectional Link Between MASLD and
Diabetes

0900 R ETHAEFERARRARE AT MERTIR (MASLD) WM&  SEAE T & Ko AR H#E N2 0b At
FTHrE+ES|

A New Joint Guideline for Metabolic
Dysfunction-associated Steatotic Liver
Diseases (MASLD)
0925 MASLD &FriERAGEIER - feEBRE  ZRASN(REBEAD A
INE|Ea R
Therapeutic Advances in Managing MASLD
with Diabetes: From Lifestyle to
Pharmacotherapy
0950 #REsTsmAkAL:E R &R 18 (= = R B e PR AR AT A

Panel discussion & Closing remarks

€ MASLD BEiEFR A B9 2 e B Bt

Metabolic dysfunction-associated steatotic liver disease (MASLD, also known as
NAFLD or MAFLD) has a close, bidirectional relationship with diabetes mellitus (DM).
The two conditions frequently coexist and share key pathophysiological mechanisms
such as insulin resistance and chronic inflammation. Epidemiological studies indicate
that more than half of patients with type 2 DM have coexisting MASLD, and conversely,
MASLD significantly increases the risk of developing type 2 DM in the future. When
present together, MASLD and DM tend to exacerbate each other’s severity, leading to
a higher likelihood of adverse outcomes like liver fibrosis/cirrhosis and cardiovascular
complications. Accordingly, it is recommended in clinical practice to screen for fatty
liver disease in patients with DM and to monitor glycemic/metabolic abnormalities in
patients with MASLD. In recent years, multiple international guidelines and consensus
statements have underscored the importance of this bidirectional link and advocate
for collaborative management by endocrinologists and hepatologists. This talk will
present the bidirectional pathophysiological mechanisms linking MASLD and DM,
review relevant epidemiological and clinical evidence, discuss strategies for risk
assessment and diagnosis, and summarize the latest clinical guidelines and consensus
recommendations, highlighting the crucial role of endocrinologists and hepatologists
in the multidisciplinary care.

& REHAEEBABBAB LR (MASLD) MRS TE3]
R REFEBRABRA A A TR (MASLD ) » RIREIEEAE AR AT IEATR (NAFLD) - 235 TS
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TEHE R R E FMSRARERESF - B AR AR —NEXR - #&EmE ° MASLD &
BEFE IR B IR AEF R BN ANBZS » BERENETA/ NREZ EEER - BETRE
RFHREE °
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Review of Antidiabetic Medications
ITIFA  HEE) EEE
1020 35l& H1EEN (& KB FRARRERRH A 2R

Opening remarks

1025 BAKRRENDSEERN : #& Metformin BlFT ENE(ZEE B RAHTD

BL2E )

Comprehensive Update on Current
Antidiabetic Medications: From Metformin
to New Classes

1055 BHMEEHNAHKE  RAOBERRENE BERBEBLETLIHEBRIEFHRE)

RSl - BB ENTE

Metabolic Benefits Beyond Glycemic
Control: Heart, Kidney, and Weight Effects
of Modern Diabetes Therapies

1125 RERMEP - BERRGEIITREA it BB (B E BB IR RAHM

Future Directions: Emerging Therapies in
Diabetes Treatment

1155 #EsE EEE(PLEEZKEMRER)

¢

Closing remarks

RAERIREM 2@ EH /& Metformin BIFTEZEH

2025 ADA #55|&sAMERAIAEN [ERIEEUOBRELAZG ] JRA o JAFREBUEFR
BB Metformin ZE5E - (B35 BE &0 BIRFRBIEMECIMEZER (ASCVD) ~ LR I5
(HF) =18 MER (CKD) » EELFERRETBAREREZEN - H ASCVD AfsE @ #E
GLP-1 ZEEREIKE| (¥ semaglutide * tirzepatide) ; EMUGERE R AT » BliE#H SGLT2
##E (empagliflozin ~ dapagliflozin) - 8 F GIP/GLP-1 ZR&{R M5 /£ 5% & 1% H| 52 dn wE 2k
EFEER B AR TR MRNFEE A F_REF = GEYBERIK Kk
B~ BERML - RAERARITRAE - BREZMBERAN HbA1c >10% =HARBEEARSE 2
TR ME R A E o BEMEAA TR + WVBR#E + REESHE | —fU—5
EHE o ADA [RIFFEAIFEMEEA (CGM) HEZ B BENEEM - ArEE|ERL - &I
Ze2HBRARENERIREIE ©

AR AR R R AR R - AR E O - BRERENTE

Modern diabetes therapies have evolved far beyond glycemic control, offering
substantial benefits to cardiovascular, renal, and metabolic health. Among these,
glucagon-like peptide-1 receptor agonists (GLP-1 RAs) and sodium—glucose
cotransporter-2 inhibitors (SGLT2is) represent major therapeutic advances. GLP-1 RAs
improve glycemic control through glucose-dependent insulin secretion and delayed
gastric emptying, while also reducing body weight and exerting anti-atherosclerotic
and anti-inflammatory effects that translate into significant reductions in major adverse
cardiovascular events. SGLTZ2 inhibitors, through renal glucose excretion, provide
durable glycemic control, promote modest weight loss, and lower blood pressure. More
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importantly, they have demonstrated remarkable protection against heart failure and
progression of chronic kidney disease, independent of glycemic effects. Together,
these agents redefine diabetes management by addressing the multisystem
complications of type 2 diabetes. Their complementary mechanisms of action and
overlapping cardiorenal benefits support their use as foundational therapies in
individuals with high cardiovascular or renal risk. Future research continues to explore
optimal combination strategies and long-term outcomes.

& RERME : HERRERMTERL
MFERERRARBSEREMN MEES > Ba 27 RERREE ] EE GLP-1 ZEIR
RRE| ~ SGLT2 #PHIBIA R EERZRREY (W0 tirzepatide ) WERRER RIE - WERRIGRE
ARBOBFEARETENMTR  RBBEHERERLURAR TN HEENERRER ]
il Al REXFF - CGM BHES » LRSS LERH 2 ERRNERTER - EEERLE
BEREE o ARFBM MR ER R AER - BIRIE5 | RS E R & R RRIeREM R
KA BRI R [ > BB R B A E R AR Y -
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Empower with Empagliflozin: Unlocking the Superpower in CRM

Management

BEERRBEE

EFFA I FIAT(ZEKREMR)

1215  Empower with Empagliflozin: Unlocking the SE#E (FAT & K2 BEAR #2508 A))
Superpower in CRM Management

€ Empower with Empagliflozin: Unlocking the Superpower in CRM Management
Empagliflozin OB H (Cardio-Renal-Metabolic, CRM) A # gy B KB (B EL)A K
REEEOR o EEVERR A NERRARI H 585 QI EHER - BENAETHREARHET TR
Y F > RN E—REAERAAREREREIMEEEREER - AEHRET
empagliflozin AEE B E H FHEELEN A HEM  BRE MR RN AR BRET/INEBR AR EHE
FRAO - BREAH=ZERENERRWER -
%Z BRI EEARERW EMPA-REG OUTCOME  EMPA-KIDNEY # EMPEROR AZ%|¥HHE
empagliflozin TEEZEREOREREQLERT AR @ EETHAERL  IRFRERER
R (EEFERRREZERE) PERA B - B EFMMERE TI6FET] > R E
BRIRBAENE TfovEdm | B [ REREZRR] -
EERRIE R B » empagliflozin X% 5 Bt BEA B BRAH BT BRAVH AL E 21812 3% 38 CRM
BEE BEiw ERHBERARES REERBRELGER BREERHGEERE - 1o
HEEHRME (RWE) #—F B empagliflozin EEEREIE T —BRKES » BIEEELER
BRSSP A AR QAT o
#a4E empagliflozin FMEE —TEMENEEY) 0 EREENOCBERNHESRENRNNREETF - ©
U2 EXRRER  BRREBEZKAGNERR BN EBREREUERMAERIEHE
MAARENES > EERKRCRM ERBEAE °
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Updated immunopathogenesis and management strategy of immunotherapy-related
adverse events
FRA CEIRE HAAM
1330 N RIRE (8 bR EER)
Introduction
1335 #EBRMERLARE4IEFAIPFHABEHAEE FEP(FEBRHE)
IRAEs: case sharing and real-world evidence
1355 #EARMERLA R4 EMAEEERERERE RO ERERERR)
Updated immunopathogenesis and clinical
phenotypes of IRAEs

1425 HEEFAABAR REGZRITEFEERR HAEE (B P EAR)
Updated management strategy of IRAEs
1455 #EsmiAsEsE HAAM (B8 KEF)

Closing remarks

& FRBRMARAAREHZIENLZFELE #FHE

Immune checkpoint inhibitors (ICIs) have revolutionized the management of advanced
malignancies, yet their use is frequently complicated by immune-related adverse events
(irAEs), which may mimic or unmask underlying autoimmune diseases. We report a 59-
year-old male with stage IIIA EGFR wild-type lung adenocarcinoma of the right upper
lobe, initially treated with neoadjuvant immunochemotherapy consisting of nivolumab,
pemetrexed, and cisplatin. The patient achieved significant tumor regression; however,
his clinical course was complicated by immune-related pneumonitis followed by
progressive respiratory decline. Further evaluation disclosed proximal muscle
weakness, interstitial lung disease with fibrotic NSIP pattern, and positivity for anti-
PL-7 antibodies, consistent with anti-synthetase syndrome (ASS). Initial corticosteroid
and immunosuppressant therapy led to partial improvement of myositis, but
subsequent hospitalization was marked by acute hypoxemic respiratory failure,
cytomegalovirus pneumonitis, and thrombotic microangiopathy requiring intensive
interventions, including mechanical ventilation, plasma exchange, and hemodialysis.
This complex case underscores the diagnostic challenge of differentiating ICI-related
toxicities from newly revealed autoimmune syndromes, as overlapping clinical features
may confound timely decision-making. Importantly, the recognition and application of
myositis-specific autoantibodies were instrumental in establishing the diagnosis. Our
experience highlights the necessity of multidisciplinary collaboration across oncology,
pulmonology, rheumatology, and critical care teams to optimize both diagnostic
accuracy and therapeutic outcomes. Furthermore, it emphasizes the importance of
real-world evidence and case-based learning in advancing our understanding of irAEs.
Continued vigilance and early recognition are vital for balancing the efficacy of
immunotherapy with the risks of severe immune-mediated complications.
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T B REAR R RE G SO0 R M | SERER R R B

GIRAREBEINFIE (ICIs) RAEMISE (In CAR-T) JERAMIEEE B R R% - ERES
R ez eEMABARBREHSH (immune-related adverse events, irAEs) o B RIAFZCEE R » 3540
FRREIIEE — MR GG EEFTE M R LR &Ll G T ARBEE(L B 4@
s B BRI AR - URMMBERE R BRRKRERESHL MERE - BEAS -A
S0b ~ FERS ~ B R A . ML FEFFRBCE R B QAR ~ AR BB IRRIR o B
PETE S E A YIRS ARIZ o Ja R BE BB AL SR E B 8 1a) FE B M 0% 34 (4 IL-6R
inhibitor ~ JAK inhibitor) RRBERILEIE ; KRR RE LR ZREMS - TR
R EHATEAR A » MEAE IS ERIZSI B ) irAEs MBS 4T o
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Management strategy for targeted therapeutics-induced immunodeficiency and infection
in immune-mediated inflammatory diseases

EFRA  BAFR BRAERK

1520

1525

1555

1625

1655

(iSplN FRAFIR (P BB KME)
Introduction

RIS B BRI ZONFEATHFFE RSR(PEBKRME)
Targeted therapeutics-induced

immunodeficiency: case sharing and real-

world evidence

JAK ##I 24 5| 875 ARKRIZ 2 [ 8 SR B BB (B R 2°FR)
Preventive strategy for JAK inhibitors-induced

herpes zoster

e PRI 5 | B S R ik = B F 2 SO R R E 2 (6 LRAA)
Diagnostic and treatment strategy for

immunosuppressive agents-induced

immunodeficiency and infection

AETRERAE ST FRABBR (= B 42 B Fr)

Closing remarks
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Sustained Low LDL-C for Protection: Live a Longer Lipid Management on
Primary Prevention

EH¥ELROARNDEBY

FFA AT (BEERORELE AR

1215 Sustained Low LDL-C for Protection: Live a 3&R{&24R(Z b2 RAZBR R OB AL

Longer Lipid Management on Primary
Prevention

€ Sustained Low LDL-C for Protection: Live a Longer Lipid Management on Primary
Prevention
L 2025 ERAT QB MASSEERKCLR | 4t BEANRRLSE (B~ EES -
=P R BRER D REBRARRA E’JFLF?E/\*B(&@SHI:&;E LDL-C $’6E BAR » & iLAE
B8R T LDL-C 4p » HDL-C R TG » h26FE L FE BB R HFER » EHILE Statin BEKE L
2 i AE Il € VR BRR I E R A EAFRMEIER © Statin JAR LB B AFES
BRI AENERIR(NODM) K ES: » E R ERIAZFHIN S MAS G L - AENZ2 N E ZHF5|
B & A REH Statin BRAIE NODM L RREERRN A LN EEN » P Pitavastatin &
B RAABERERRZIEBL - EBEARLEERE (AR ANERE -
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1RFIEH A A © AR R BT A

SRR A R TR B

THA  BEE HBE

1340 {BBEAEALEYEAR © 1R MR RRAHTRA B FTLBE) BER (B AR

Rethinking Obesity: Is It a Chronic Health NAIRRH AL
Condition? At

1425 REBEHKFRH%: BETHEBEEE(I R EZHE(RBHY BEBM(ZERER
Shaping Health Early: Strategies for Weight Ff) A ER AR R
Loss and Body Composition Optimization b Y)

1520 JEREAEIAET: BRENAE BEX(ZEXKER HBEFMLEEE
From Science to Strategy: Decoding R#HPabRH B P 3 PR AR
Incretin’s Role in Obesity =)

1605 RAHEZIEE Incretin HNERKRIBA SEREFITEeR HBREFMAEEE
From Evidence to Impact: Exploring the 2N 2w 2k 2 F2HFBEA H
Clinical Potential of Incretin A )

¢ BHEHNER  BEERMRNTRA
JEREAE RSN - B2 — RIS IR TR © SR BAIRETAC I 09 R L AR TR - 4
A 2 PG B B AL AR AR TE PR ERE R 1 A € - IR AN AT AR AR BR R BHRE 403 i 2 R 7 52
REEE - BRMEFEMBEHORE - EEAZBOEH E RIS RR A BRRKRERER
1B 5 B iR AR R

& REHKFERE RETHERAREECH R
RREEERMLFHAE LHEEHEASHERRERLTENAR T EREE - ARFRENFE
HNANEREETEPNHMAE oA EBE PR EERNEE 5 2K T
o WARRRENEEZRVRE - BEEFANARNRINAE  LEERRIRENREKR

& EREAEIRE: BIREANAG
fEibE (Incretin) ERRMBAEETNEHEEEZNAGE  AHETNEHRTFEREBRESR - &~
SEEBASAENT Incretin (GIP BE GLP-1) BYRHZERE - BIRETIEMARELFE 58 — BYNE IR SRR AT
R o EBRNT AR Incretin TEREM A BB ARHRZE LAER » BRI ENBEHE
BERBPHENM > YIRREFEREREEEBA

& RREEBFEIEE Incretin HEEKREB A
AIEBASEANIEE R (Incretin) AR _RNERRA (T2D) HIEMHEEEIE (CWM) FH
ERIRVBA © JIB— AT Incretin MERRBABRAE R - AR ONMRMAHME @ B ERELAER
RIEE RBREREHERESIE FNERER LR BRI BB R EEREH AL Incretin 7
BERERR PR AR W BEHRRIEHN AN o
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888 Program: Tackling the 'three highs'

EBE—=HBROARAENEE

FHRA

0830 ACL inhibitor - New Mechanism, New B
mention in guidelines, New Option in Lipid
Management

0930 Stroke Prevention in Atrial Fibrillation- MIEZE (& KERR)
From Diagnosis to Treatment

1020 Hypertension Management from Global to FREKFE (& RKEM)
Local: Guidelines Updates and Clinical
Practice in Taiwan

1110 Unmet Needs in Lipid-Lowering Therapy: #MR#ke (FrtErz)
From LDL-C reduction to Cardiovascular
protection

B(MEFER)

€ ACL inhibitor - New Mechanism, New mention in guidelines, New Option in Lipid
Management
AIERFRNK Bempedoic acid (Nilemdo) f1E&EEBAR ATP-citrate lyase (ACL) #f
FIH - EERPRIGR AT B S 8 AL o
Bempedoic acid ZiBINH|AFEAEERE SR > EE2—MHBRERARILA ERBEFTLZEM I
FEISOANMAE B EJAFIES] ¢ ESC 2024 33|  HHH ACL MHIBIMANERER
Bempedoic acid % statin R Z iz H R ERBE RESITEHEE o

€ Stroke Prevention in Atrial Fibrillation- From Diagnosis to Treatment
BN AE R ERI MEF RNEZREAZ — REAZEEBE BV ETRN PR AR - 58
ERREREHTEE ST OB HENEA -~ BeiHE R BRI e R R - b0 ZF R38R
B - BB AR B B P RIRY PR B AR BRI o

€ Hypertension Management from Global to Local: Guidelines Updates and Clinical
Practice in Taiwan
=B EARCIERRNEZGRETFZ— BIEML2 MBI AR R QAR
ERBWRERREMEE - RIFEJZH ESC/ESH 2024 & AHA/ACC 2025 m/BEHEFES]
Fo —RRARENImBREEBEZER <130/80 mmHg ; M AR RABE LR - AIRIK
BAMNZEREERBER ARG B EREITRIERER SRR REFHAEEERR &
PHERINER A N URIMAERRES PZR [MBALEZS] WEBREAR -

€ Unmet Needs in Lipid-Lowering Therapy: From LDL-C reduction to Cardiovascular
protection
B statin BEIEEEESR @ A FRLBE B Z SRR ETMRIER o WBEBBEHANG
Bempedoic acid (Nilemdo) MH¥EENOAR ACL #iH|BIRFREEFTFE LDL-C iR
ERREEYE » ¥ H CLEAR Outcomes #F%E HFBE TME MACE R/ © H BRATHZ MR
PRSI - FEHRAERR ERERE R E AR R K » FREBEOMERENIRE -
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S AR BRI IREE Part 1
HRE B ERBBROARA TR
EHAHBR

1330 Opening remarks HEEFEE)
1335 Moving Beyond Glucose to Organ Protection TEeM(EILERME) HBREEERE)
1415 T2D Forward: T B (P L FE) HEE(PLME)

E.A.S.E. in Patients Newly Treated for Type 2
Diabetes

1455 From STEP to BPROAD, What Do We Know: #figaA(hILITEE) HEE (P LMER)

Integrated Concept of BP Control in Asian and
Clinical Practice Guidelines

1530 Break

*

¢

Moving Beyond Glucose to Organ Protection
T RAERIRVE RN B SR AL TP bE ) #m R BERE o FEZE SGLT2 %A (40
Empagliflozin) & GLP-1 ZREEXAE| SR REMB B, - BRRE B A H RERIES| HbAlC
BAR > MR B B TR RIEARNE R AR 22 B FEEAER - BN E - BRE AIEE
SGLT2 M#HIEZE B (RE B/ NE R FEHR - IR T BEMiESS - FaRD B/ NRER - BEE
B~ L eGFR T EARARERARKRW EMPA-REG OUTCOME ~ EMPA-KIDNEY A
EMPEROR A&Z%|# - ¥ E HE ORRIB RIS EBTRREE BABE N RMBREEKE -
[Beyond glucose] HIFEERXRBMERARAER—FBNHER > EE225 M/ NLEE KM E R
FRIERE)E o BE R RERIEEAA [ cardio-renal-metabolic (CRM) | B &4 » A FIAPER S
RaiEE (MEAMEEAERKNASCEFIRES) BEMEIE (R0RA - LA BEA)
B ABREAC 6 A ERIHIE °
RIGEFEEERERER HbAlc METEMFOE » BREBTHAEBCHBREAERRESRE - B
RN TRERE] AROBHE  RERFHANEARERRENEY > WA BIFENERE
RIEEHE - BIK T35 3| TERE ) W8S REERRRRNSERE -

T2D Forward:E.A.S.E. in Patients Newly Treated for Type 2 Diabetes

2 EE B RAR(T2D)BE RENNEREMEZ - RBXBERRHE(ADA)

BEEONTERRF R e (EASD) B3R > RS M T REREFSERMRIERZ G ©
WMERBRIE R BRERE B A NETERRERE > AR RIEES  WAEFFEHE KM
PEEAT R Z B BT © BE R RIAZ BB LUR AR /% 7 TR AN N EALIEFR R

EEA R AKX T2D BE MR H RZFR & FRIGRIE M v 8h ) SRR T HbAlc’

M ¥ERR E E RS R RRIER - TBMER  BREFEE ERALE R REILRE - 2
EARETEESEAREREKANEY - 0 DPP4 IPHEIE| o B A/LIEEAEIR AR AMRM MEEL 4
EE ARG EEER o EIBEE oM - R BB SERRCEREES| - =REAR
ARBEEHEREAE I RAREERFEZEMRENER -

From STEP to BPROAD, What Do We Know: Integrated Concept of BP Control in Asian
and Clinical Practice Guidelines

WRiB#ET > EEEMBERITERER 25% £ 65 BUA L EZFEFHNBITERERES R T « #14
A EEEN I8 BMULERFEAN B4 ARA 1 ARRRLE - sREGERA FHEAERS
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1540 FRE(ERERS

Opening remarks

F A
1545 Live Longer, Live Better: AREZ(ERERS FRE(ERERS
Stroke Prevention & Comorbidities FiE AL Fig At
Managements in Atrial Fibrillation
1620 Beyond the Lungs : Cardiovascular PREZ(RRtkEK SEMBEELEK
Comorbidities in COPD and Their Impact on FEAEH REAAL
Qutcomes
1655 Closing remarks TRMBELENR ZEMBELER
FE AL FER AL

€ Live Longer, Live Better:Stroke Prevention & Comorbidities Managements in Atrial
Fibrillation
BEEAERE CERRSNEERBEE  ARSRERBEKPRNCRT - f=mE -
PERA ~ REIREREN =R - BT REERNERET -
R R LEFRENREEE EEESHRILENL -
ARREMEERGEREIET] BAREFIRER TGRS NMEESIER T SHREYRE - &
FEPUR I RES ~ OERIFHE = g R ERE AR E R TENMCRA B ER - FIBE BT
REEHFEE BB BREEABRRABGRAREN » LRIEENEREENIZOAE - B
FELZREFNRET  RERE L AREERATAR -

€ Beyond the Lungs : Cardiovascular Comorbidities in COPD and Their Impact on

Qutcomes
e MFAE MR (COPD) RAMERRIEER  HE2FMHNPEHRZI|EMR - COPD 22
IREEENEELRRZ— » Eib BEBERNMERNEAEAAR - KEEEWZ A > EZER

FR R > tn TR BAEAR D FETFR o COPD BALE APk R RIS ABIER £ S 7S
R A TR E £~ AR SRIE A0 o

COPD BEMTFEZE M E LRELEBARMR - 2H5 B LR LE A ZE COPD B EER
B EBURER o COPD €38 W8 » SRt MR A O EREER M - Hib > R E
ERASMRER - BEARERCMERZSTY o COPD HEIAEIENBMASILE R
2mE - WAREEE B RFRF R AR B EIFE R A AR ZEY) KRG ©
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1330 Opening Remarks
1335 From Guidelines to Practice: Evolving
Treatment Strategies for Asthma and

COPD

205 JE#EE

EHER(CERBRMEAMN)

ARECCERE
Fe iz A

BER(ZEHRER
Fe R B A

1435 HIV & U=U Unveiled: Optimizing Prevention # 1+ # (BB FEEFE(ZLTWHL
and Treatment Strategies REREMHZE BEBERERY
ft &k 254 B
1535 Break
1555 Eosinophils Uncovered: Redefining Care in #HiES(ZEH KR #HMM (& KER
EGPA and HES MBERBHEE BEEEERRR
RURA}
1655 Closing Remarks AN (B KERE
3B 8K % RUR Y

€ From Guidelines to Practice: Evolving Treatment Strategies for Asthma and COPD

FPHLUR COPD (AR ABIER BRI E B BT A S + BREEH R BEM R E R
R MMM S - S FPRIR COPD MR M B @ (L - ERBRIGINE LR - 18
EAEMARRY - OEBERTORERFHRKBB(E COPD &R L RAEA - B
PRI BB R E TT DU R B BB B AR TURAVEERABARIR COPD HIORISE © LR S
EAMBRATEEARIR COPD S6A8% - DURN SN + = &% NIIBR 2 40 | 2 2 (3 BR
PR -

HIV & U=U Unveiled: Optimizing Prevention and Treatment Strategies

REZF BN - HIV 8N > M1 TU=UJ (Undetectable = Untransmittable) ¥
REELKRT > BERFERE AR MEAERMA > BRERKTELRALEELE -
AN A 0 REAITAM (PrEP) R EATEN (PEP) RRRIFERE @ B & RRIEEF R
BME  JERBUTRERE (ART) ARG » BARBEZERREMNFILEFRIAGRE
YT B | NRIRETEFE - B8 B IREE & 45 - JRAMRMEMEERER| M - & ZHE R & R FA
BAGERE o AFBBMIRET U=U HIRI2ER - A RRNRIBER  BRIRE - UR KIS
BlynfTek 8t HIV BREEN - (RERE B THBR T -

Eosinophils Uncovered: Redefining Care in EGPA and HES

B MR AR (Eosinophils) B #& AMEEZAKI L » £ 2 X EMARERPIEZS
At AIEBEERENMEEERBEKREEMNrER MR ABAIERR: EGPA (Eosinophilic
Granulomatosis with Polyangiitis) #2 HES (Hypereosinophilic Syndrome) °

B FEANIRET EGPA #1 HES B &  FRIEA RIS UR B R RIR » SWARMTOEBR AT ARRRTE 3%
EXABEBETNIER  EEAE D WIBIE LR BTDLE © 15805 B B 12 BYALAEAE
AR Bl R BA R B A rEBR MR ARAEIE % ~ R BERUR L AMZ R (AOH ~ fiidhSte &
AMZAR) o b - BB IRAT AR R IR (R4 S % 300 %1 | An A 4 BB 7E BE 7R R B 76 SR A
o o WM ALHE - SPE KA E 2HEM T AR EGPA F1 HES BUBRISE - EREHDETN
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A New Era in Obesity Management: Multimodal Interventions in Clinical Practice and
Future Perspectives

FFA  EBHEFE FihT

0830 3&l& AR (PRI BT BT
Opening remarks
0835 HARERAERYEN) 6 FRERIT 5 & I SR AR BB (ZERBRAHHN 2

Comprehensive Review of Anti-Obesity
Pharmacotherapy and Recent Breakthroughs

0900 MBEREZ ARSZENNERE @ BNERREZ RAEAREEEHRER BEM)
Endoscopic Interventions for Obesity: Current
Status and Future Perspectives

0925 AHMETFAMT : BRI - BEAEESHE I (ZRB B —A& MY
Bariatric and Metabolic Surgery for Obesity:
Indications, Outcomes, and Integrated Care

0950 #E:E F AT (ZERBERAH AL WA

Closing remarks

hu:

¢ JEMZRBRENNEE  BRERREZ
RERESE B N Z TN A FTEEA » WARSEIRE (Endoscopic bariatric metabolic therapy)i®
TR 2 R PRS2 TE o Ho o AR4E B iR B AT (Endoscopic Sleeve Gastroplasty, ESG)
ROBESH/NBERE REZES  BERRRE B AKRAEASIRSI TR BAS ket
AN FMAE R RS - RASRRER AR o] AR B R TR 3 38 A58 25 12 1 B R o MR 22
MEBERRENANGES BEHREEA LR ETE TENELSER - NEER QI F LERE
RIS R E R - Y IETRRE R o

& RBFCREFAT : BB - RBEEELEE
BE AR R A R AR M BB e E B RIAE TN ZE & EER  BERFHRE TN
ZEBRUAEEEEMAEARLR (mE AR RR - B - EERPR PILE - FEERE MR
%) RAMBAERPBERENEES °
EEE  ARBUTRARABRRE > 20 E 65 REKERBELEA EYERENR 0 BFEN
TG4 BRI EZREFAT - BMI > 37.5 kg/m? » 2% BMI > 32.5 kg/m? B&HE AR
R HERZ T 2RARBEREIIELEE (ASMBS) HEREERAEMENRHFMEEE (IFSO) 4+
YN RF ERIR A B R FMFIE - BRASGHERARRZERES > BML > 27.5 kg/m? BRI+l
EREZFM > BEAEBRFRRS > ERRGETEETLERERERE D FRKRE o
BRAIBERR T RFHREFM A NEFE - AR B VIR ~ Y BB &84T - B & B AEE M - IE
fRAZIEMT « BV &+ 1654 E S 0H AR B YIRRMIT « RATARN B REAM - FEFMERE
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€ Kidney Stones, Bone Health, and Metabolic Syndrome: Shared Pathogenic Mechanisms,
Prevention, and Treatment Strategies
Kidney stones, osteoporosis, and metabolic syndrome are highly prevalent conditions
worldwide, each contributing significantly to individual morbidity and healthcare costs.
These disorders share overlapping pathogenic mechanisms, modifiable risk factors,
and responses to dietary and pharmacologic interventions. Key modifiable factors
include maintaining appropriate—but not excessive—intake of dietary calcium, protein,
sodium, and citrate-rich foods. Pharmacologic agents such as thiazide diuretics,
SGLT2 inhibitors, bisphosphonates, allopurinol, and citrate supplements can help
reduce risk, prevent recurrence, and slow disease progression. Regular monitoring
through 24-hour urine collections, blood chemistries, and imaging of the kidneys and
bones is essential for optimizing management and enhancing patient engagement.
Preventive strategies targeting these shared pathways can significantly reduce disease
burden and healthcare expenditures.
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€ T2D Forward: The journey of dialogue with experts
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The diagnosis and treatment of amyloidosis: an update
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& FIBRMRIURCAE B9 % FRER SR A%
Amyloidosis refers to a group of diseases caused by abnormal deposition of misfolded
proteins in organs and tissues, leading to progressive dysfunction. Depending on the
type of precursor protein involved, amyloidosis can be classified into several forms,
including light chain (AL), serum amyloid A (AA), and transthyretin (ATTR) amyloidosis.
Accurate typing is essential for diagnosis and management, as treatment strategies
differ for each subtype. This lecture will provide an overview of the current
classification system of amyloidosis and explain the basic mechanisms behind amyloid
formation. Key topics include how proteins become unstable, aggregate into amyloid
fibrils, and deposit in various organs such as the heart, kidney, and nervous system.
Recent advances in diagnostic techniques and the clinical implications of
understanding disease mechanisms will also be discussed to help physicians recognize
and manage amyloidosis more effectively in daily practice.
*  BRMRIUBIE BT NAER

BeE R R UAREE (AL type amyloidosis) &% AV BEBMARIURE R - FILRERE
e AR SR R SE M IUARIE U2 BT R £ - BIRAERIRA 1B 88 A B RV SR M UFRSE » IR T AR
RS EEWRE > WARIEY ABIBATE - K TEMASSERY R TEEEBRREIUBRSI -
REZNERBRAREST A ERAZIRE B = M (monoclonal gammopathy) » BATK%
DA 3 ofn A B fn 4% & & B K (serum protein eletrophoresis, SPEP) L %, 9% E & & 7K 29 #7
(immunofixation electrophoresis, IFE)&E » ST FRBBAELE P OB XS E BFE R EEE
B EMRAEIRE A B MEFENA L » RS2 E R B RAARNMERRER T N FE
B o HEPH TENG B AIFEBRMARTUBREZE A N~ 22 0REF R\ - REREAREIRE
B 3 = iE A& 4L A A AR U SR AT AR ER A NV B R o
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Amyloidosis represents a heterogeneous group of protein misfolding diseases
characterized by extracellular deposition of insoluble amyloid fibrils that progressively
impair organ function. Among systemic forms, immunoglobulin light-chain (AL)
amyloidosis and transthyretin (ATTR) amyloidosis account for most clinical cases.
Management requires early diagnosis, accurate amyloid typing, and organ assessment
to guide therapy. In AL amyloidosis, treatment aims to rapidly eliminate the plasma
cell clone producing pathogenic light chains. The current standard first-line regimen
is Dara-CyBorD (daratumumab, cyclophosphamide, bortezomib, dexamethasone),
which demonstrates deeper hematologic responses, improved organ recovery, and
better survival compared with historical regimens. Autologous stem cell
transplantation may be considered in selected patients with limited cardiac involvement
and adequate performance status. In ATTR amyloidosis, therapy focuses on reducing
transthyretin aggregation through TTR stabilization or reduction of its hepatic
production. Tafamidis, a TTR stabilizer, has been shown to reduce mortality and
hospitalization in ATTR cardiomyopathy. RNA-targeting therapies such as patisiran,
vutrisiran, and inotersen reduce TTR synthesis and improve neurologic and cardiac
outcomes in hereditary forms. Supportive care—including aggressive management of
heart failure, nephrotic syndrome, peripheral neuropathy, and autonomic
dysfunction—is essential and often determines quality of life. With earlier detection
and subtype-specific therapy, amyloidosis has evolved from a frequently fatal disease
to a treatable condition with increasing rates of organ recovery and long-term survival.

&  BRMARIURE R ENEEREE

Amyloidosis is a complex, multisystem disease that often presents nonspecific
symptoms, leading to delayed diagnosis and suboptimal management. Given its
heterogeneous nature, an uncoordinated approach to patient care is no longer
sufficient. By integrating perspectives from various specialties, we can ensure timely
recognition of clinical patterns, appropriate use of diagnostic tools such as tissue
biopsies and imaging, and coordinated therapeutic interventions. We aim to illustrate
how collaborative care models lead to earlier detection, improved patient outcomes,
and enhanced quality of life.

Amyloidosis represents a heterogeneous and multifaceted disorder characterized by
the extracellular deposition of misfolded protein fibrils, often affecting multiple organ
systems. Its clinical presentation is frequently insidious and nonspecific—ranging from
fatigue and weight loss to organ-specific dysfunction—contributing to diagnostic
delays and suboptimal therapeutic outcomes. Traditional, siloed approaches to
healthcare delivery are insufficient for managing such a complex disease landscape.
The variability in symptomatology and disease progression necessitates a
multidisciplinary, integrated model of care. Collaborative input from hematology,
cardiology, nephrology, neurology, pathology, and radiology, among others, is
essential for accurate recognition of clinical patterns, strategic deployment of
diagnostic modalities, including tissue biopsy, advanced imaging, and biomarker
analysis, and the implementation of individualized treatment regimens. Such
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coordination facilitates timely diagnosis, reduces the risk of organ damage, and
enables more effective initiation of disease-modifying therapies. Herein, we aim to
illustrate the critical role of interdisciplinary care models in improving diagnostic
efficiency, therapeutic precision, and ultimately, patient survival and quality of life.
Emphasizing collaborative care not only enhances clinical outcomes but also promotes
a more holistic understanding of the disease process, supporting both patient-centered
care and long-term disease management.
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B 78 &M E R ERRIFER - RIE T-FORMOSA #HR4ER

Background: Successful implementation of practice guidelines has been challenging in
the treatment of acute coronary syndrome (ACS), leaving rooms for improvement.
Besides, the clinical profiles and cardiovascular outcomes between myocardial
infarction with ST-segment elevation (STEMI) or ACS without ST-segment elevation
(NSTE-ACS) might be different.

Aims: Primary aims of the main study were to determine the degree of guideline-
directed medical therapy and to identify prognostic predictors associated with 1-year
composite outcomes, including death, myocardial infarction, stroke, and unplanned
coronary revascularization, in ACS patients. Besides, comparisons of the clinical
profiles and the in-hospital/1-year outcomes between participants with STEMI and
NSTE-ACS were also performed in the current study.

Methods: We conducted a prospective, nationwide, multi-center ACS full spectrum
registry, the TSOC-Fully Organized Registry for the Management Of Symptomatic ACS
Study (T-FORMOSA Study), involving patients admitted to hospitals within 24 hours of
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onset of STEMI or NSTE-ACS. The entire cohort included 3,595 eligible patients, in
which 1,740 was diagnosed as NSTE-ACS (37 with unstable angina) and 1,855 as
STEMI. In total, 41 sites, including medical centers and regional hospitals, were
selected across Taiwan. The data for each patient were collected at 3 time points for
the main study: during hospitalization, 6 months, and 12 months after the discharge.
The milestone for first site first patient in was achieved in January 2022, and the last
participant was enrolled in June 2023. The last patient last visit was performed in
August 2024. Completion of data verification and cleaning followed by final data locked
were finalized in September to October 2025.

Results: The implementation of guideline-directed medical therapy was increasing. The
clinical profiles and the 1-year outcomes between participants with STEMI and NSTE-
ACS were different. The guideline-directed medical therapies were used less frequently
in NSTE-ACS patients. Some clinical factors were identified to be associated with a
higher risk of 1-year primary composite outcomes and 3-point major cardiovascular
events.

Conclusion: The results of the current study brought new and important information
regarding a broad spectrum of ACS in the contemporary era in order to drive both
researchers and clinicians in exploring science and solving potential unmet clinical
issues.

&  [HGEEARM : 68 ST RELACIEESRIE ST KELARZMRENEEREIFREAEZ
B MNANIE KR
Complete revascularization has been recommended for selected patients with
hemodynamically stable ACS and non-complex multivessel disease to improve long-
term outcomes or angina-related quality of life. When considering multivessel stenting
as a single or staged procedure in the situation of STEMI, a single procedure approach
for multivessel PCI was preferred due to lower rates of recurrent MI and ischemia-
driven revascularization shown in randomized trials and a network meta-analysis.
When managing multivessel disease for NSTEACS, the MACE at 1 year if multivessel
PCI performed in a single procedure was non-inferior to staged PCI in the BIOVASC
trial (around 60% with NSTE-ACS) and the SMILE (Single Staged Versus Multistaged
PCI in Multivessel NSTEMI Patients) trial. Physiology assessment of a non-culprit
stenosis could be considered to guide revascularization decisions for NSTEACS with
multivessel disease.
The decision to proceed with immediate multivessel stenting in ACS should not be
extrapolated to patients with coronary anatomy or clinical comorbidities preferred for
staged PCI or CABG.

& AREZEIM/IMREYIGFRIAMURERGERBI BNMER  [EELESL] ?
Standard and Shortened DAPT Duration
« 12-month DAPT (aspirin + ticagrelor/prasugrel) remains standard for most STEMI
patients. (Class I, Level A)
+ 1-3-month DAPT followed by ticagrelor monotherapy is reasonable in high-bleeding-
risk or event-free STEMI. (Class I, Level A)
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« 1 month DAPT followed by low-dose prasugrel (5 mg) monotherapy is possible safe
and effective choice in East Asian STEMI populations. (Class Ila, Level B)

+ Avoid aspirin-free with 3.75mg prasugrel monotherapy immediately post-PCI in
STEMI. (Class III, Level B)

« =1 month DAPT followed by early clopidogrel monotherapy should be avoided in
STEMI. (Class III, Level B)

De-escalation Strategy

+ De-escalation from ticagrelor to clopidogrel after one month is reasonable in
stabilized STEMI. (Class Ila, Level B)

« De-escalation from potent (ticagrelor) to less potent (prasugrel 3.75 or 5mg) P2Y12
inhibitors after the first month may further mitigate bleeding risk in stabilized STEMI
patients in Taiwan. (Class Ilb, Level B)

« Pharmacogenetic-guided switching (e.g., to prasugrel in CYP2C19 loss-of-function
carriers) may be considered to optimize therapy in Taiwanese patients. (Class Ilb,
Level C)
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Cardiorenal syndrome (CRS) represents a complex bidirectional dysfunction of the
heart and kidneys, in which pathological changes in one organ precipitate injury in the
other. The recently developed joint consensus of the Taiwan Society of Cardiology
(TSOC) and Taiwan Society of Nephrology (TSN) summarizes current understanding of
CRS pathophysiology, diagnostic approaches, and biomarker applications.

Four major mechanisms underlie CRS: unstable hemodynamics and fluid overload,
neurohormonal activation involving the renin—angiotensin—aldosterone and sympathetic
systems, systemic inflammation mediated by cytokines such as IL-1 8 and TNF-a, and
oxidative stress driven by reactive oxygen and nitrogen species. These interrelated
processes contribute to myocardial remodeling, renal ischemia, and progressive
fibrosis.

In parallel, emerging biomarkers provide valuable tools for early detection and risk
stratification. Cardiac biomarkers, including natriuretic peptides, cardiac troponins,
and CA-125, reflect hemodynamic stress and myocardial injury, while renal biomarkers
such as cystatin C, NGAL, and the urinary TIMP-2 x IGFBP7 index enable earlier
recognition of tubular stress and acute kidney injury. Integration of these parameters
facilitates precision evaluation of CRS across its acute and chronic forms.

This talk will highlight the TSOC-TSN 2025 consensus on the mechanistic pathways
and biomarker-guided management of CRS, emphasizing their clinical implications in
both cardiovascular and renal practice. By combining physiological insight with
evidence-based biomarker strategies, the consensus aims to improve timely diagnosis,
individualized therapy, and long-term outcomes in patients with cardiorenal
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interactions.

R BRE R B TR BL R 42 | SR B

Cardiorenal syndrome (CRS) represents a complex, bidirectional interaction between
the heart and kidneys, governed by intertwined hemodynamic, neurohormonal, and
inflammatory mechanisms. In 2025, major advances have reshaped the management
of heart—kidney—-metabolic disorders across multiple organ systems. This presentation
focuses on kidney-specific breakthroughs that redefine prevention, early intervention,
and therapeutic strategies for CRS.

Emerging evidence underscores the central role of renal pathophysiology in
cardiovascular outcomes. Two pivotal contributors—chronic kidney disease—mineral
bone disorder (CKD-MBD) and cardiorenal anemia syndrome (CRAS)—are increasingly
recognized as critical, inflammation-driven mediators linking CKD to vascular
calcification, left ventricular hypertrophy, and progressive renal decline.
Understanding these renal-specific pathways opens new opportunities for integrated
cardio-renal protection.

Recent landmark randomized controlled trials—FLOW (semaglutide, GLP-1 RA),
SCORED (sotagliflozin, SGLT1/2 inhibitor), and FINE-HEART (finerenone, non-steroidal
MRA)—demonstrate significant reductions in kidney failure, atherosclerotic events,
and new-onset atrial fibrillation. In parallel, emerging results from HIF-PH inhibitor
trials (e.g., daprodustat, vadadustat) reveal novel potential in treating renal anemia
by enhancing oxygen sensing, reducing inflammation, and overcoming erythropoietin
resistance—addressing one of the longest-standing therapeutic gaps in CRS care.
The future of CRS management lies in personalized, multimodal approaches that target
inflammation, fibrosis, hypoxia, and metabolic dysregulation across the heart—kidney
axis—ushering in a new era of truly integrated and kidney-centered care.

AR E LR

Cardiorenal syndrome (CRS) represents a complex bidirectional interaction between
the heart and kidneys, where dysfunction in one organ exacerbates pathology in the
other. Effective management requires a nuanced understanding of hemodynamic,
neurohormonal, and inflammatory mechanisms that perpetuate congestion and renal
injury. In clinical practice, elevated venous pressures, diuretic resistance, and
maladaptive activation of the renin—angiotensin—aldosterone and sympathetic nervous
systems are central challenges. This session will explore practical strategies for
managing CRS through real-world scenarios, emphasizing rapid and tailored
decongestion while preserving renal perfusion. Evidence-based approaches include
optimizing loop diuretic therapy with natriuresis-guided dosing, employing sequential
nephron blockade, and considering adjunctive agents. For refractory cases, invasive
hemodynamic assessment or ultrafiltration may be warranted. Beyond volume
management, guideline-directed medical therapy—including B -blockers, RAAS/ARNI
inhibitors, MRAs, and SGLTZ2 inhibitors—remains foundational to improving outcomes.
Through case-based discussion, we will integrate current evidence into clinical
decision-making, illustrating how individualized therapy, early detection of diuretic
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resistance, and precise hemodynamic assessment can improve congestion control,
reduce hospitalizations, and mitigate kidney function decline.
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& AR EBERE
Connective tissue diseases include systemic lupus erythematous (SLE), systemic
sclerosis (SSc), rheumatoid disease (RA), Sjogren syndrome (SS), etc. About 50% SLE
patients with GI involvement, abdominal pain due to serositis, peptic ulcers,
pancreatitis, mesenteric vasculitis, thrombosis, and medications (NSAIDs,
corticosteroids, and immunosuppressive medications) is often one of the most common
symptoms. Presence of anti-Ro/SSA, anti-B2GPI (B2-glycoprotein I) autoantibodies
were found in half of the SLE patients with GI involvement. Up to 90% of SSc patients
have GI manifestations. The esophagus is involved in up to 90% of patients with
symptoms of heartburn, dysphagia, odynophagia, and regurgitation. Esophageal pH
monitoring is abnormal in more than 85% of patients. Fibrosis of esophageal smooth
muscle leads to reduced distal two third peristalsis and decreased LES resting
pressure. High-resolution esophageal manometry (HREM) findings include aperistalsis,
low-amplitude contractions in the distal two-thirds of the esophageal body, and
reduced LES pressure. Upper endoscopy may reveal severe erosive esophagitis,
stricturing disease, Candida esophagitis, or Barrett’s esophagus. Delayed gastric
emptying, small intestinal dysmotibility, and small-intestinal bacterial overgrowth (SIBO)
are often seen. Long term PPI is needed for their GERD symptoms; SIBO requires
antibiotics. Novel therapeutics in SSc, such as the use of external and internal nerve
stimulators for patients with intestinal and anal dysmotility are currently under study
in randomized controlled trials. Temporomandibular joint involvement may cause pain
and impair mastication in RA patients. Dysphagia due to esophageal dysmotility
(particularly in coexisting SS, amyloidosis, or cranial nerve compression in atlantoaxial
subluxation), pyrosis, and esophagitis are present in 1/3 RA patients. GI amyloidosis
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may also occur in up to 13% of RA patients manifesting as abdominal pain, nausea,
GERD, GI bleeding, jaundice, or malabsorptive features like diarrhea, weight loss, and
protein losing enteropathy.

& ERXVERREN R I E BIE R A A BR H I

Inflammatory arthritis and gastrointestinal (GI) diseases are increasingly recognized
as interconnected conditions sharing common immunopathogenic mechanisms.
Disorders such as spondyloarthritis, rheumatoid arthritis, and psoriatic arthritis
frequently coexist with intestinal inflammation, ranging from clinically evident
inflammatory bowel disease (IBD) to subclinical mucosal immune activation. The gut—
joint axis plays a pivotal role in this relationship. Alterations in the intestinal microbiota
(dysbiosis) and increased mucosal permeability can disrupt immune tolerance, leading
to systemic inflammation and joint involvement. Conversely, chronic systemic
inflammation characteristic of arthritis may impair gut integrity and function.
Environmental factors, genetic susceptibility (e.g., HLA-B27), and cytokine
dysregulation—particularly involving TNF-a, IL-17, and IL-23 pathways—further link
these two organ systems. Therapeutically, biologic and targeted synthetic disease-
modifying antirheumatic drugs (DMARDS), including TNF inhibitors and JAK inhibitors,
have shown efficacy in controlling both articular and intestinal inflammation,
underscoring their shared inflammatory pathways. Ongoing research on the gut
microbiome and mucosal immunology offers promising prospects for microbiota-
directed and personalized interventions.

Understanding the bidirectional interaction between the gut and joints not only
enhances our insight into disease mechanisms but also supports integrated
therapeutic strategies for patients with inflammatory arthritis and associated
gastrointestinal disorders.

& mEREIRE T B A ER R R
Gastrointestinal (GI) manifestations are not common in systemic vasculitides, which
may present with nonspecific symptoms such as abdominal pain, nausea, and vomiting.
However, GI involvement can progress to life-threatening conditions, including
hemorrhage, perforation, and infarction, requiring timely diagnosis and intervention.
The patterns and severity of gastrointestinal manifestations vary across different
vasculitides. For example, polyarteritis nodosa (PAN) targeting medium-sized muscular
arteries is rare. However, PAN may affect the mesenteric vasculature, finally resulting
in ischemic bowel. ANCA-associated Vasculitis (AAV), including granulomatosis with
polyangiitis (GPA), microscopic polyangiitis (MPA), and eosinophilic granulomatosis
with polyangiitis (EGPA), primarily affects small and medium vessels, rarely causing
ischemic and inflammatory damage to the GI tract. Immunoglobulin A vasculitis, also
known as Henoch-Schonlein purpura, is common and sometimes involves the GI tract,
manifesting as abdominal pain and bleeding, with the risk of intussusception in
children. Takayasu Arteritis (TA), a large vessel vasculitis may present with mesenteric
ischemia due to severe stenosis of the celiac or mesenteric arteries. Behcet's Disease
(BD), while categorized as a vasculitis, is characterized by recurrent oral and genital
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aphthae. BD can also mimic inflammatory bowel disease, often featuring deep, solitary
ulcerations, particularly in the ileocecal region. Finally, lupus-associated intestinal
vasculitis, can present with nausea, abdominal pain, and distension. In conclusion,
diagnosis of gastrointestinal manifestations of vasculitis relies on a high index of
suspicion, often supported by imaging, such as CT or angiography, demonstrating
bowel wall thickening, mural edema, or vessel abnormalities. Immunosuppressants
should be tailored according to the primary disease and specific gastrointestinal
manifestation.
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Immune checkpoint inhibitors (ICIs) have revolutionized cancer therapy but are
increasingly associated with immune-related endocrine complications, among which
hypophysitis is particularly significant. Clinical manifestations are often nonspecific—
fatigue, nausea, hypotension, and weight loss—making early diagnosis challenging in
oncology patients. Anti-CTLA-4 agents (e.g., ipilimumab) typically induce a lymphocytic
hypophysitis-like syndrome with pituitary enlargement and multiple anterior pituitary
hormone deficiencies. In contrast, anti-PD-1/PD-L1 therapies more often result in
isolated ACTH deficiency with subtle or absent imaging changes. Proposed
mechanisms include type II and IV hypersensitivity reactions, CTLA-4 or PD-1
expression on pituitary cells, and the presence of autoantibodies , with emerging
evidence linking specific HLA genotypes to susceptibility. Diagnosis relies on a
combination of hormonal evaluation and MRI, though radiographic findings may be
absent. Management centers on hormone replacement therapy, particularly for
glucocorticoid deficiency, with cautious use of high-dose corticosteroids in select cases.
Timely recognition and multidisciplinary care are essential to mitigate potentially life-
threatening adrenal insufficiency and preserve patients’ quality of life during ongoing
cancer therapy.

ST E R H B 5| B2 B LIRS AEE T

Immune checkpoint inhibitors (ICIs) have revolutionized cancer therapy by restoring
antitumor immune responses. However, they can also provoke immune-related adverse
events (irAEs) involving multiple endocrine organs. Among these, adrenal insufficiency
(Al) is rare but potentially life-threatening if unrecognized. ICI-induced Al may be
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central (secondary) due to autoimmune hypophysitis or primary from adrenal cortical
destruction. The incidence of central Al is approximately 3-8% with anti—-CTLA-4
agents and 0.5-1.5% with anti—-PD-1/PD-L1 therapy, whereas primary Al occurs in less
than 1% of treated patients. Combination therapy markedly increases risk. Clinically,
patients present with nonspecific symptoms such as fatigue, weight loss, anorexia,
hypotension, nausea, or dizziness, which may progress to adrenal crisis. Laboratory
findings typically include low morning cortisol with inappropriately low or high ACTH,
depending on the level of dysfunction. Electrolyte abnormalities, particularly
hyponatremia and hyperkalemia, suggest primary Al. Prompt recognition and initiation
of corticosteroid replacement are essential. Acute adrenal crisis mandates intravenous
hydrocortisone and fluid resuscitation, followed by long-term glucocorticoid (+
mineralocorticoid) therapy. ICIs can often be resumed after stabilization under close
endocrine monitoring. This lecture will review the clinical spectrum, diagnostic strategy,
and management of ICI-induced adrenal insufficiency, emphasizing early recognition,
interdisciplinary care, and long-term endocrine follow-up.
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Thyroid Function in the Inpatient Setting: When to Treat and When to Wait
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Thyroid emergencies, though rare, are life-threatening endocrine crises requiring
prompt recognition and management. The two most critical conditions are thyroid
storm and myxedema coma, representing extreme manifestations of thyrotoxicosis and
hypothyroidism, respectively. This speech summarizes the pathophysiology, clinical
presentation, diagnostic criteria, and management strategies for these emergencies.
Early identification based on clinical suspicion is essential, as laboratory confirmation
may be delayed. Treatment of thyroid storm focuses on rapid inhibition of thyroid
hormone synthesis, blockade of peripheral effects, and management of precipitating
factors. In contrast, myxedema coma demands urgent thyroid hormone replacement,
supportive care, and correction of underlying triggers such as infection or cold
exposure. Multidisciplinary collaboration and intensive monitoring are vital to reduce
morbidity and mortality. Awareness and timely intervention remain the cornerstone of
improving outcomes in patients with thyroid emergencies.
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ARRRE 5 S e B B HIE| (ICIs) R BEZE 3 A0 B 3 0% FARRRIESR (10 Graves' disease) &
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FHRA
1215 CLEAR NOW! Achieve LDL-C goal with

first in class oral lipid lowering therapy

€ CLEAR NOW! Achieve LDL-C goal with first in class oral lipid lowering therapy
RIZEBE N4 Bempedoic acid (Nilemdo) 1E&EMEOAR ATP-citrate lyase (ACL) #
HIE - FEES RV P BT BB SR T AL ©
Bempedoic acid ZEiBINH|AFEAEERE SR > EE2—MHBRERARILA ERBEFLZEM I
BHEHNMAEE®EIGEIES] ¢ ESC 2024 #83|  EHA§ ACL MHIBEIANBFEER
Bempedoic acid % statin RiZ S iZH R EBE RESIEHEE o
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BT AR W 22 3% © PRI B R R R BRER R B TSR A - 100 BY B8 B A A FRPIZO B R R A BT
HREBBRAZ R > R RRTA R A A RS -

& MF59 Bl REENERERER

As Taiwan rapidly transitions into an aging society, conventional influenza vaccination
strategies warrant reevaluation and adaptation. All currently available influenza
vaccines have been approved by regulatory authorities and are effective in preventing
influenza; however, each vaccine platform, distinguished by its technological basis,
manufacturing process, and target population, has unique characteristics and design
considerations. Consequently, vaccination decisions should be guided by individualized
clinical assessment, taking into account patient age, comorbidities, and overall risk
profile. In this presentation, I will summarize current evidence on adjuvanted influenza
vaccines, highlighting their immunogenicity, effectiveness, and clinical utility in older
adults and individuals with chronic medical conditions, and discuss their role in
optimizing influenza prevention strategies in Taiwan.

¢ TRIEBMORBFRENBREERR
FRERERE (RSV) B ZESEHRE EE T PREMMNEIERRZ — TAREBMK
R RER  BREREEREZRG - LHH 60 RULBREMEOHERK - HBERRRBE
BTEREERRE - MEEADZIL > ZF A RSV F/AFE RH 28] ¥4 RSV Z E AT ER
BRERER  BARBREEEERARSIEREE  DRENLETL RSV EUIEZESEMRE
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i X 88 ERE (Streptococcus pneumoniae) Z 5| BRI fh % - B EASE R 0 F BRR
AEE 65 AU LEE B REZE ALK TE LT EE - MRFHFAELASZ (WHO) Bk}
Fifi 3% SR G 3B IR BIRE 160 AT © 8IS RINTEE  BREMNZHE > BE
IPD BRETK  BEIRAMmMFR (40 19A~ 22F) ERARMEERIT  ERANEEE B R
RIRE > BEREREENARENR
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MARIRAE M R BRI R E - B E R Z(RE A - S AER ) B4 F SRR (H4E o
BRI RSB B EH R WE R PCV13 £ CAPITA EERRER T  H >65 RmARANEZEERE
RS BRI R JR R 13 75% ; PPSV23 #) IPD TR K34 60-70% ; PCV15 B PCV20 A
HEXEERZRNE - HMEEEBE FDA ZAERAER o 2B Medicare BERHE R » PCV13
RESR A4 73% E A6 (TR PCV20 B2 PCV21 FEHA W42t B 200 & BRE A A8 SR B > IE3RR
RADIREBRRERER
RT3 SEIREE 1A 0 IRIEER CDC EEHEERER RARHEERE T QAU TH
R F—{EH PCV20 s PCV21 BEREE (HEER)  BRAHSAETREELENERE
EREAF R R =50 BEEARRA c BEERENENES - £EF/IE PPSV23 R
{8 - £ — - 48484 (PCV13 5 PCV15 + PPSV23) » AHE : BRMBARA (MnfEK
T BREBE BHERE)REEZE S MERBLAE,; BEAN LERE PCV13 X PCV15-
iR >8 A (FEMK) X >1 F443 PPSV23° ©HfE PCV13 = PPSV23 # £HE =5
& AT B PCV20/21 °
ik SRR MR ARARARE B EEEREREEERAEENRABE R - BEREE
BERMFERA  ERREBEEASS  BELHEFERRRRREEEEG TN IRBEAR
WAL ERERE R - DUEIRE AR A A (R ERE -
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€ Quantitative HBsAg to Predict Functional Cure and HCC Risk
Chronic hepatitis B (CHB) remains a major global cause of hepatocellular carcinoma
(HCC). Current guidelines recommend indefinite HCC surveillance for many non-
cirrhotic, HBeAg-negative patients with inactive CHB due to the absence of a simple
biomarker that reliably identifies individuals at truly negligible risk. Refining risk
stratification in this population therefore represents a critical unmet clinical need.
Quantitative hepatitis B surface antigen (HBsAg) reflects intrahepatic transcriptionally
active cccDNA as well as integrated HBV DNA, thereby capturing both virologic activity
and host immune control. Long-term community- and hospital-based cohort studies
consistently demonstrate that HBsAg <100 IU/mL identifies individuals with annual
HCC incidence well below 0.2%, the accepted cost-effectiveness threshold for
surveillance. This extremely low-risk profile is reproducible across age and sex strata
and has been validated in independent cohorts. Notably, HCC incidence and liver-
related mortality in this subgroup are comparable to those in individuals without
chronic viral hepatitis.
This cutoff refines the conventional definition of inactive CHB—traditionally
characterized by HBeAg negativity, persistently normal ALT, and HBV DNA <2,000
IU/mL—by adding a quantitative virologic biomarker that more precisely captures
immune-controlled infection. This phenotype aligns with the concept of partial HBV
cure, marked by profound suppression of viral activity and minimal HCC risk.
Incorporating HBsAg <100 IU/mL into clinical practice may improve identification of
true inactive carriers and enable evidence-based de-escalation of HCC surveillance,
thereby optimizing resource allocation and patient management.

€ Key Roles of Adjuvants in Modern Vaccines
Ze - ARBEHER £ E ERABEMZEEBRIIATENIEZ — REESIRAD
21t B b2 T EEE - RSOBREHEA L0 - 8% (DNA f2 RNA) ~ IREFRN - i
R RERE - SAER - URRE - XERETE 2R AR B Rt HRN 2R RIE » &
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