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The 2024 Lasker—-DeBakey Clinical Medical Research Award recognizes Joel Habener,
Svetlana Mojsov, and Lotte Bjerre Knudsen for their scientific achievements that have
enabled the discovery and development of glucagon-like peptide-1 (GLP-1) receptor
agonists (RA), medicines that have revolutionized the treatment of obesity. GLP-1 RA
and glucose dependent insulinotropic polypeptide (GIP) are incretins (gut-derived
factors that increase glucose-stimulated insulin secretion). Incretin-based therapies
are very effective in weight loss. Moreover, GLP1 RAs reduced cardiovascular events
in patients with diabetes and obesity, and reduced renal events in patients with diabetic
kidney disease. More recently, incretin-based therapy reduced heart failure events in
patients with obesity and heart failure. All the important clinical trials will be presented.
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Assess energy requirement to achieve and maintain healthy body weight. Eat a
balanced and diverse diet composed of recommended amounts of six food groups:
grains/tubers/roots, vegetables, fruits, protein foods, nuts/seeds/oil, and dairy at
one’s personalized energy level as recommended by the Taiwanese food guide and
preferentially Mediterranean or DASH diet patterns. Eat at least three servings of
vegetables and two servings of fruits a day and more if your caloric level is higher
than average. Choose healthy protein foods preferably in the following order: high
protein containing legumes, fish and other aquatic or sea foods, egg, lean poultry,
pork, and beef. Drink a glass of low-fat or non-fat milk or equivalent a day for those
without lactose intolerance. Eat whole grains, roots, tubers as at least one-third, and
preferably half, of staple foods. Use liquid plant oils or nuts and seeds in cooking
rather than tropical oils, animal fats and partially hydrogenated fats. Minimize fatty
or organ meats, deep-fried foods, and ultra-processed foods. Drink water or tea as
the main beverage. Minimize intake of sweetened or sugar-containing beverages. Avoid
salty foods and minimize salt in cooking and seasoning. Adopt the above principles
early in life and make adequate adjustments in certain life stages (such as adolescence,
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childbearing age, pregnancy and lactation) whenever needed. Those who with
hyperglycemia, hypertension, hyperlipidemia and hyperuricemia should be referred to
registered dietitians and follow medical nutrition guideline for individualized nutrition
plan.
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o ZEREME  COVID-19 ~ R K RSV ZHHTARE KRR E R
The simultaneous circulation of COVID-19, influenza, and respiratory syncytial virus
(RSV) continues to pose significant clinical challenges, particularly for vulnerable
populations. The evolution of mRNA-based vaccine platforms, as demonstrated by their
success in combating COVID-19, has opened new avenues for addressing these
respiratory viruses. With ongoing advancements, including those seen in current
clinical trials, mRNA vaccines for influenza and RSV are showing promising
immunogenicity, adaptability to viral mutations, and strong protection profiles.
Recent developments in combination vaccines aim to provide protection against all
three viruses in a single formulation, offering the potential to simplify seasonal
vaccination protocols. These vaccines are under active investigation, focusing on
optimal dosing strategies and cross-protection among viral strains, with early data
showing favorable safety and efficacy.
Additionally, co-administration studies highlight the compatibility and immunogenicity
of multi-virus vaccines, providing an efficient approach to protecting at-risk populations,
such as the elderly and those with comorbidities. This evolving landscape of vaccine
technology, driven by innovations in mRNA, is poised to reshape the prevention of
severe respiratory infections in the coming years.
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Progress in the diagnosis and treatment of common liver diseases
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o MME2FHMLENRITER

Hepatocellular carcinoma (HCC) ranks the second as the leading cause of cancer
related death worldwide that constitutes a major global health problem. Despite
improvement in surveillance and hepatitis B vaccination, hepatitis C treatment by DAAs,
a large number of patients still present with unresectable, advanced-stage disease and
require systemic therapy. Several promising results from the phase 3 trials in upfront
settings enable patients with advanced HCC access to more treatment options by
systemic therapy. Right now, immunotherapy has become the standard of care for
advanced HCC after the success of two phase 3 clinical trials: IMbrave 150 and
HIMALAYA. Combination treatment of atezolizumab plus bevacizumab has showed an
objective response rate of 30%, and median overall survival of 19.2 months in the 1st-
line setting. A single, high priming dose of tremelimumab added to durvalumab (Single
Tremelimumab Regular Interval Durvalumab, STRIDE regimen) also demonstrated a
statistically significant and clinically meaningful OS benefit versus sorafenib as a 1st-
line treatment for patients with unresectable HCC. For patient who are unsuitable for
immunotherapy, lenvatinib or sorafenib may be considered. Most recently, the 9DX
trial by combining ipilimumab with nivolumab has showed its superiority in median
overall survival and progression-free survival to lenvatinib or sorafenib treatment. For
second-line setting, there were no clinical trial for 2L treatment after atezolizumab or
STRIDE regimen. Currently, all the FDA approved 2L systemic therapy derived from
patients failed by sorafenib. Regorafenib, cabozantinib, pembrolizumab, nivolumab
plus ipilimumab, are FDA approved 2L treatment. For patients with AFP higher than
400 ng/ml, ramucirumab is an option as 2L failed by sorafenib. Immunotherapy should
be cautious for patients with underlying autoimmune disease or post-transplantation
status. HBV carriers should be checked their viral status before immunotherapy. There
is no consensus regarding the optimal subsequent treatment after the front-line
immunotherapy. In addition, baseline biomarkers that can predict treatment outcomes
by immunotherapy are still under investigation.
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Hepatitis C virus (HCV) infections are significant global health threats, contributing to
the development of hepatocellular carcinoma (HCC), a prevalent human cancer with
high mortality. The progression from chronic viral infection to HCC can span several
decades and is affected by various factors such as age at infection, viral genotype,
comorbidities, environment and liver fibrosis.

Achieving sustained virological response (SVR) with interferon (IFN)-based or direct-
acting antiviral (DAA) agents has greatly reduced HCC incidence, liver-related
mortality, and post-curative therapy HCC recurrence. Nevertheless, the risk of HCC
remains after viral suppression or even viral eradication. Factors like preexisting liver
cirrhosis and age are generalized recognized as contributors to HCC risk among
individuals with suppressed HBV or achieved HCV SVR. Epigenetic modifications,
including alterations in H3K27ac, have been linked to increased expression of
oncogenes and decreased tumor suppression genes, further elevating the risk of liver
cancer post-SVR.

Several risk factors associated with post-SVR HCC have been identified, including
advanced fibrosis, diabetes, alcohol consumption, higher bilirubin levels, persistent
high FIB-4 scores, elevated baseline alpha-fetoprotein (AFP) levels, and specific host
genetic variations (MICA, PNPLA3, MBOAT7, TM6SF2, and GCKR). Several non-
invasive markers have been associated with risk of HCC after HCV cure. Consistent
HCC surveillance in high-risk populations should utilize surrogate markers and risk
stratification. Re-setting threshold of annual HCC incidence for cost-effectiveness of
HCC surveillance is mandatory. Promising chemo-preventive effects have been
observed with aspirin, metformin, and statins, reducing HCC risk in large cohort
studies among HCV-cured patients. Strategies targeting modifiable risks could further
mitigate the risk of HCC after achieving HCV SVR.

In summary, while significant strides have been made in reducing the burden of HCV-
related HCC through effective antiviral therapy, challenges persist in preventing HCC
among individuals with viral infections. Unraveling the underlying mechanisms and
identifying surrogate biomarkers associated with HCC risk in individuals with SVR can
inform the development of effective follow-up strategies. Continued research efforts
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and comprehensive approaches are imperative to further mitigate the burden of HCC
among individuals with chronic HCV infections, including surveillance, risk
stratification, and targeted interventions for high-risk populations.
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Toward the Elimination of Helicobacter pylori and Gastric Cancer in Taiwan: Best
Practices in 2024
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Opening remarks
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Screening and Treatment of Helicobacter
pylori Infection for Gastric Cancer
Prevention: An Evidence-Based Approach
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Optimization of the effectiveness of H. pylori
eradication treatment
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Rational utilization of upper endoscopic
resources
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Closing remarks

o EREAFMPIZRITERENEZ AR

The goal of preventing and controlling gastric cancer is to minimize associated deaths.
This can be achieved through strategies involving primary, secondary, and tertiary
prevention. Primary prevention aims to eliminate risk factors to reduce the incidence
of new cases, while secondary prevention focuses on early cancer detection. Tertiary
prevention is concerned with providing optimal treatment for symptomatic patients.
Challenges may arise at various stages of these prevention strategies. Eradicating
Helicobacter pylori has the potential to decrease gastric cancer incidence and
represents a cost-effective opportunity to address this deadly disease. However,
challenges include integrating this strategy into regional healthcare priorities and
managing antibiotic-resistant strains. While universal endoscopic screening may
facilitate early cancer detection, issues such as limited manpower and low coverage
rates continue to pose significant obstacles.

Therefore, optimally integrating primary and secondary prevention strategies will be a
prudent approach to maximize benefits, particularly given the limited resources
available. In this presentation, we will introduce updated evidence to enhance
understanding of how to prevent and control gastric cancer, particularly through the
screening and treatment of H. pylori infection.

o EHEERBRZERBEYER
EHEERRGERIER  ERAERRARLEZEZHRE - ERERRERRETFE &
FEEHY >45 R B it MPITRERFE > BEEE  BFME BRRA—EHE
ZRE N (screening) B ES B (surveillance) 3t & » BAMIER EA®MR-I/E 70 ng/mL
A1 PG U/II LB <3 AHZENIEMHZGEHEE XX BRASRKES  LERGR - GREREA
BREAVREE > AZZREMENR - FHEERER > BARRERNRERFMIMRE & 6-12
BA—R: EZBEZEHENBEHEBLE 823 =F—R: mBEMEKBLE OLGIM -4 -
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HIRER  ERMEEERINEHAER > BRASRKEBEEM > EHILER liraglutide AR
BB ENEREI - REEE > B TUHEERER liraglutide 3.0 mg #9 SCALE —4
PR EBMEBEEEZ S M o i Liraglutide 3.0 £ & & 2 — B AR E 1243 BAEH GLP-1
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Hematopoietic stem cell transplantation (HSCT) remained an only way to cure some

malignant and non-malignant hematological diseases.
Taiwan HSCT Registry, there were over 10,000 cases received HSCT in Taiwan.
outcome of HSCT had much improved in recent decade.

From 1983 to 2023, based on
The
The factors contributed to

this improvement will be discussed concisely: (1) expansion of donor selection,
especially the maturation of the modality of haploidentical HSCT (2) modification of
conditioning regimen such as nonmyeloablative regimen (3) more effective HSC
collection with novel stem cell mobilizing agent (4) development of more effective
anti-graft versus host disease (GVHD) regimen with administration of anti-thymocyte
globulin (ATG) and the importation of post transplantation cyclophosphamide (PTCy)
and graft modification with stem cell or immune effector cell selection (5)
development of more comprehensive post HSCT infection prevention and
management by novel anti-fungal and anti-viral agents (6) more effective disease
control regimen for underlying disease and (7) more sensitive residual disease

detection.

be further improved in the future hopefully.

MEBBRRFEERTE T RAEEZER

Background:
Hematopoietic stem cell transplantation (HSCT) provides curative opportunities for
different kinds of hematological diseases. However, post-transplant infections and

Owing to the refinement of these advancement, the outcome of HSCT can
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graft-versus-host disease (GvHD) represent the most two challenging issues affecting
transplant outcome.

Recent progress in managing post-transplant infections:

In additional to bacterial infections, for patients receiving HSCT, invasive fungal
infections and various viral infections affect post-transplant outcome a lot. Of that,
recent progress in the management of cytomegaloviral infection plays crucial role
resulting in significant success of HSCT.

Recent progress in managing post-transplant GvHD:

For allogeneic HSCT, occurrence of GvHD in a way demonstrates beneficial graft-
versus-leukemia effect. However, severe GvHD causes life-threatening morbidity and
compromises quality of life substantially. Newer therapeutic agents have been
developed and management of chronic GvHD warrants more attention.

Conclusions:

Breakthrough progresses in the management of post-transplant infections and GvHD
have been developed in the real world that makes HSCT a more safer treatment
modality for a variety of hematological disorders.
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Newly-Diagnosed Type 2 Diabetes—What Should Be the Focus of Management
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Treat Obesity First
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Innovations in diabetes care
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Opening remarks
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Innovations of diabetes eye care

1050 ERZUERBIRARE ZEE B EE(P LMERRE)
Al aids for insulin dose

1115 EEMEER R BREEANRINER BB (ELRERNREFRAHE
Updates of CGM and TIR

1140 &REsTemAAESE RIEE (B KB RAHE

Panel discussion & Closing remarks

o MERRIRAEINER
Diabetes mellitus (DM) is a growing healthcare concern; in Taiwan, almost 2.5 million
individuals have DM, and 200 thousand new onset DM were diagnosed in one year.
Diabetes-related complications including cardiovascular disease, kidney disease,
neuropathy, blindness, and lower-extremity amputation. In blindness case Diabetic
retinopathy (DR) and diabetic macular edema (DME) are the 2 most common
ophthalmic complications of DM.
As the incidence of diabetes increases, the prevalence of visual impairment will
continue to rise. DR incidence has increased, especially in the DR forms that cause a
loss of sight. It's approved that any DR increased selectively in some age groups,
surprisingly, in the 41-50 and 51-60 age.
There are correlations in glycemic control and DME. Glycaemic control can affect the
treatment outcome of best corrected visual acuity (BCVA) in the management of DME
and the response was found to be better in patients with good glycaemic control.
HbA1c level has a significant correlation with central macular thickness (CMT) in
diabetic patients, the lower HbA1c the lower CMT. It indicates intensive glycemic
control for good visual with DME patient with anti-VEGF treatment.
Intraocular pharmacotherapy with anti-VEGF agents is now the standard of DME care.
Before 2023/02/01 the payment from NHI for anti-VEGF treatment had 8 agents for
one eye with HbA1c<10%. It's expand from 8 to 14 agents with more strictly
HbA1c<8% level for secondly payment from NHI. There should be more DME patient
in anti-VEGF treatment that keep HbA1c<8%. Not only for NHI payment but also for
the benefits for intensive glycemic control.
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1215 Opening remarks FrEE (B KAL)

1220 Decoding Asian Type 2 Diabetes BREWR(E BT XKRE)
Treatment: Role of Incretin

1255 Q&A EX= YN & -]

1310 Closing remarks FrEE (B R A R R)

e Decoding Asian Type 2 Diabetes Treatment: Role of Incretin
Type 2 diabetes (T2D) in Asian populations is characterized by several features,
including deficient insulin secretion and lower BMI.
Impaired beta-cell function plays a crucial role in the pathogenesis of diabetes in
Asians, especially in those who are not overweight. Studies in the Japanese population
have shown reduced first-phase insulin secretion in overweight yet normoglycemic, as
well as prediabetic participants. In addition, several genetic loci associated with T2D,
which likely associated with impaired insulin secretion or reduced beta-cell mass, are
more prevalent in Asians.
Increased body mass index (BMI) is a known risk factor for T2D. Epidemiologic studies
found that Asians have a greater risk of diabetes at lower BMI compared to whites.
This increased risk is possibly related to a tendency for Asians to develop visceral
adiposity, which linked to insulin resistance.
Incretins are gut-derived hormones released in response to nutrient intake, with the
primary ones being glucagon-like peptide-1 (GLP-1) and glucose-dependent
insulinotropic polypeptide (GIP). Both GLP-1 and GIP enhance insulin secretion by
acting on pancreatic beta cells. Several GLP-1 agonists have proven effective in
glycemic control for T2D patients. However, the role of incretin hormones on adipose
tissue is less well understood. It is hypothesized that GIP promotes the healthy
expansion of white adipose tissue (WAT) for fat storage, thereby limiting the risk of
visceral fat deposition that contributes to insulin resistance. Recently, a dual GIP/GLP-
1 agonist demonstrated efficacy in both glucose control and weight reduction in T2D
patients during phase 3 clinical trials, as well as lower liver and visceral fat in a
subgroup study.
In summary, incretin-based glucose-lowering drugs could be beneficial for treating
Asian T2D patients.
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Antibiotics Stewardship, Burden and Therapeutic Trend of Multidrug-resistant
Microorganisms

EIRA D RER TERE

1330 &l& RIER (ZEAABE R TR
Opening remarks

1335 HAEREEMNEREE TERE(FMALE RER(=ZEHR
Clinical Impact of Antibiotics Stewardship eSS B2 R A

1355 WABMEMEMHMRKFEMEREZ BEHEGE B AR (= 4848
The Burden and Treatment of Carbapenem- BT RF A}

resistant Acinetobacter baumannii

1415 HMEBGREETERRMEERZ BEELGE MNEHE(ZLE FTHEEGLEW

The Burden and Treatment of Carbapenem- KRR AY) B2 R A
resistant Klebsiella pneumoniae
1435 BEHBETEMELREZ BERBE HEHEP(ERE
The Burden and Treatment of Vancomycin- T ALER)
resistant Enterococci
1455 #%3E FEECLBHEREA)

Closing remarks

o DAEREEMEBKREE

BEEFN B IFAM > MoMERMREBTER (FEmMLR) RE 3 F - R RENF
BROLERMEENBMAENERE —BRIENCEACRERT - P EBREERE
BRAEFRZEAZEAIEERETEERRABENEREERREI R > BAMFREE
EHMELERZBERES AMEERTIAE RETEAREE BBFEDE DR
Wb 2L TE R UFRERAE RN - ERZFERN EAEHEERERZ BEK
EE REIITHEGRRERIL  NELERGLAEZEINRE > RERRNRBEBEIEMLES
1 o

o REBGHEM T E G RMRAREZ 8 HERBE
BRAERGTEMENENE R FRFEERENBRME > JLEMENE P X EE A
RIFEERIBZNME ORBREEERFHGNEENTEGRMRFEZ RN
HENBEFRUR B RIORATRE - LR BRI E H 0 — LMURfokia - hA i Ros M
Bl - URBREEBRRE LA RNERE - N ERMTOMER °

o BEBENMEMBEREZIAIEELR

Vancomycin-resistant Enterococci (VRE) have emerged as a significant multidrug-
resistant pathogen, posing substantial challenges in healthcare-associated infections.
These infections are associated with high mortality and limited treatment options
further exacerbate the burden.

Linezolid remains the only antibiotic formally approved for VRE infections, while
daptomycin is frequently used off-label, supported by growing evidence of its efficacy
in VRE bacteremia. Recent studies suggest that higher daptomycin doses, exceeding
the standard 6 mg/kg, may improve outcomes. Current guidelines recommend doses
of 8-12 mg/kg for Enterococcus faecium bacteremia, with doses on the higher end
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(>10 mg/kg) linked to better clinical responses in some cases. Achieving optimal
pharmacodynamic targets, particularly through the AUC/MIC ratio, is critical for
maximizing daptomycin efficacy.
In addition to monotherapy, combination regimens, such as daptomycin with beta-
lactams or fosfomycin, have demonstrated synergistic effects in vitro and show promise
in clinical settings, though further research is needed to establish their role in routine
practice.
This presentation will address the burden of VRE infections in Taiwan, highlighting
local epidemiological data and resistance trends. It will also explore evolving treatment
strategies, including high-dose daptomycin regimens and combination therapies, to
optimize outcomes in VRE management.
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New advances in the diagnostic antibodies for systemic autoimmune diseases
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1520 5% BN (Bt R R B M EUR % )
Opening remarks
1525 PiBREERARERIZDEINER SO (F PR AR % RUR ST

New advances in anti-nuclear antibody and
diagnosis for autoimmune diseases

1555 AR PIREELE R MM 2 PEFTER AR (MO & BB RRR S %
New advances in myositis-specific antibody Y]
and diagnosis for idiopathic inflammatory
myopathy

1625 WEREMEE S MHE(DEZ ZEINER BRTE 5L (Z 2R HEB 8K 5o 0% RUR Y

New advances in scleroderma panel and
diagnosis for systemic sclerosis
1655 %538 HIAM (B KB I oz B

Closing remarks

o WRENRESHMBELEZIDEIER
Systemic sclerosis (SSc) is a multifaceted autoimmune disease marked by vascular
abnormalities, immune dysregulation, and progressive fibrosis affecting the skin and
various internal organs. Advances in diagnostic techniques and biomarker panels are
enhancing our ability to detect SSc and better management of SSc. This presentation
will discuss recent progress in SSc diagnostic panels, highlighting novel diagnostic
tool and biomarkers that refine disease characterization and predict progression more
accurately. Furthermore, the concept of pre-scleroderma and very early systemic
sclerosis
Key SSc-specific autoantibodies, including anti-topoisomerase I, anticentromere, and
anti-RNA polymerase III, are central to current diagnostic criteria and invaluable for
determining disease subsets and predicting likely complications. Autoantibodies
against less commonly observed autoantigens, such as Th/To, fibrillarin, and Pm-Scl,
are associated with specific phenotypes. Although commercialized immunoblot assays
enable comprehensive analysis of these SSc-specific autoantibodies, their diagnostic
accuracy remains less well established.
Systemic sclerosis is considered an orphan disease, with no validated strategy of
disease modifying antirheumatic drug (DMARD) treatment for all patients. Very early
diagnosis and timely treatment are the cornerstones to control the progression of the
disease. The discovery of novel serum biomarkers markers offers new insight into
vascular and fibrotic pathways, enhancing risk stratification and potential for early
intervention. Emerging panel approaches incorporating genetic markers, cytokine
profiles, and proteomic analysis provide a broader picture of SSc’s molecular
landscape, offering personalized insights into disease mechanisms and likely
progression.
These advancements are reshaping the diagnostic landscape of systemic sclerosis,
moving us closer to personalized medicine in SSc. In this talk, we will explore these
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innovations, their clinical implications, and the promising future they bring for
improving SSc patient outcomes through earlier and more precise diagnosis.
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1215 Opening remarks HEE (P LM R H BRA SR
1220 Strategy Difference between Primary & #8%BA(ZEREEERIRAHA)

Secondary Prevention for Lipid-Lowering
Treatment

1300 Panel Discussion & Closing Remarks FIFARGEER

Strategy Difference between Primary & Secondary Prevention for Lipid-Lowering
Treatment

RIE 2020 EREBERANESBRAE - BAIA=RE 37.7%BEAALERR - FtEELE
A B BB 800 BA @ R EBAKRABIRZ — °

FE 2 R AR T BIR AR AR Z B B4R, MARTEFT AR A AR A AT ARRERE - BRI PER
B fn fE & ENARFE(L 2 €A 2022 FEFHIE T < &8 B IR ARTER L As BR R JEEFE 5] >
HpgakEFER @ BHRASEERS| A EERRET - FEHK CKD, DM f1 LDL-
C K 190mg/dL BIIRAF R =& e IR TR & » 3E3% LDL-C #2#|7E 100mg/dL X
T BRFERRRHRADR=ZEER  AMELAMREFHNRA LDL-C BiEERZFER
130mg/dL FEZE 115mg/dL - A — AR MEFHIRAL 160mg/dL TEZE 130mg/dL » iR
AEAEREFARARA 190mg/dL TMEZE 160mg/dL °

Statin MEYEZWFERER L - BREEEARAZ L BEAFZHNFREBEERT statin $8
M) o] A& LDL-C o/ M o ERRINE A E o FHb > HERATZRIAME R ENIEH
1 fE » 2R DM SBFTER  E UL ARFER sZ (TR 58 statin 2{EFRAIR:T -
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1330 Opening remarks B BUX (PR O & BB FE A sk B BT R AR

#HA)
1335 Beyond Glucose: Unveiling SGLT2i’s Power SEREFMTEKR BIRZX (KO KE
of CRM Protection for Patients with T2D BN B BNk BT

= FRA AL
1400 Q & A
1405 Clinical Considerations for Use of Dpp4 w®REMN(KRAER Z2IEZXF D EE
inhibitor Therapy _FAQ Library REZLZH) B BN ok B
FRA AL
1430 Q & A
1435 Management of hypertension: WEZEFTEME FER(ZILEE
from lowering blood pressure to end-organ B AR [ B A AL
protection
1500 Q& A
1505 Closing remarks R R (Z BB AR EL

¢ Beyond Glucose: Unveiling SGLT2i’s Power of CRM Protection for Patients with T2D
PERIRAE R RS B ERNMAEES > QCERRNBEEZRREY  ERBXANEE
2024 ADA JEE¥ESI 2 0 BoAMRERR BB R IS mAE « iR -~ s 0 YRERARE
REEFNEM BRI ERROEREES  BRNECEERE TR RE 55 AU LHERR
BE - RNSMHEN - 5B - #i - mEEE EARAEPHRIE > RERE0LERAR
BE BRENNSAZEMRERRREY - WBBSEEN Jardiance B2 AR ENE
DB Z TR RNREER @2 0EAREREImE  BREERARAERTFHNESRE-

¢ Clinical Considerations for Use of Dpp4 inhibitor Therapy _FAQ Library

2023 FJ& ADA Bk 2024 FEVEFEIES] ST QI E B RMRIEE IR T dbEAIE S Z 5 - 17
B HEBREL—IREE  MUENIEBNE LEFNRRARRE  JERFE E|EMARR

B BEHBIER N AEREAREBEKME - FILE 2022 = A @ BRRR2HLERFTNE
EYVEIRRARIES|  EBE T M B RATAEEIE | SEARERIR - IRBAET - RRRETF
MRS ERERZRFLMN - BEBERAVGERE  FRBEER M ER b - SRS
TR~ NEARYE » U RAR/IMEZEMEIER - VEER| R AICRIERIRRLES © ¥ERIR A 22 TN Iom £
SRR AR BENE KRR AR MELERRRBA I THREERSREIRGARE

STHIE —MFARTREA RS RE I EMERE BB K LR FEM DPP4i BRIR(EA
TEBEINAEMS R TR o

¢ Management of hypertension: from lowering blood pressure to end-organ protection
2022 TSOC/THS #lZ#H W= m/BE guideline » TEAEZEE] 130/80mmHg » 4n{a3%E F A ZF|
BRBRI B EHRERENEY 0 EEEEE © Telmisartan & ARB BRI %EY) > &KL hfEE
Angiotensin 11 B1/ER @ BaR L I EEZE AUE R B2 IR BR A R B AR S I IR TR B R R A e TR
B¥REARIE 24 /N - AR MR REATZH3EAR ©
Telmisartan 85N PPAR-r JE(LEYSTIR » w1 MAZRIMNA IR 22 A8 i b & AR BEE 1R B0 4T
};E"& o
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1520 Opening remarks HTEEE (B 55 B B OB A}

1525 How to Treat Patients with First-Diagnosed ®RTH(GEEME #HEE(BFER
Atrial Fibrillation N Ap ey N Ap Y

1550 Q & A

1555 Early detection of IPF, signs and symptom’s =& (& KER FRE(EAER
introduction Fiéa 2 At Fta iz A A4

1620 Q & A

1625 LABA/LAMA combination The Golden TiEm(ERER IFME(EXRER
standard in symptomatic COPD management  KafEp#Y) B R LAY

1650 Q& A

1655 Closing remarks IR E (& KB Feh e AL

¢ How to Treat Patients with First-Diagnosed Atrial Fibrillation

DEBHE—EE RNAWERE > 2IRQA 3300 EAZEIDE  MELE WA 30 BAR
B LR AE B9 8 o A AR BT AF B FR SR ER B R MR A & VAR £ 78 A AR UK R R B FE G ©
HINAF B > A O RIUEE| (40 Pradaxa® ) T UEEERET RS E HRENERMR ° R
BREWNEEEN  Z2NBEASRKROMR 110 E 150 2% > FHBMRK - A HLEKRSN
B RIEREBENRGETE ERE -

A TEA EW\J%(E WRRERR  EHEES R HNKE AF BENERERRLEHESR
ERmME  ABRREEEMMEMCERE  TUANKES AF BENETEEMRREER

o Early detection of IPF, signs and symptom’s introduction
et T R R ENEZ N - SRR AMAAELER B8RS DEERES A EETT
RAFFEY > 38 T FHA S RN AN B LR E N EZ M o st PRI R Y T BIEERER 8
B BlEsE R B3R MAAERE  TREREEENZRENEREBE TR  URRS
%x&%ﬁnkﬁﬁf&ﬂﬂ TR IMEL I MTENHERNEDHE - NEHRMEELCRENTER
PETfRR - EMKESRENMHREREERE ©

¢ LABA/LAMA combination The Golden standard in symptomatic COPD management

18 PR ZE M AR ( (chronic obstructive pulmonary disease; COPD) FfiFE2E 2 — 18 5% -
MEERIFE R SRR S FETRGR &R EAE SRS « RIBAEI M B~
KRB 97-106 £2H > 8FAKN 5 TARRRMEZERET ' EEZRE 111 FABBEA+
KRIEEE AL °

FiFEE 3 IEFE RAVER TR A KLEBEAEMIZH  EXRTRAA/AERERABERLRT ?
AAARER A ERE - BFE RBRERRBEAR Eﬁﬁ%ﬁ/\ﬁﬂkﬁ—'ﬁ'lﬂﬁ TRFZIE R AR 18 R AEAL BN I 7
DA RERMEREZ AR AIEREAREAR T BATIF2E -5 MR SVAR BT
BIFHTHRE T I o

¥ GOLD 2023 &#rie R R BEERNMIAZEREMER LABA/LAMA KHa/RES - 24t
FEBRABMAEREABERE RERRESE -
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Home health care model and practice D)
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Panel discussion & Closing remarks

EEEETRRBERE KRR
f2PR B 84 FRAMLL - BNIRMERXREIRE - LR 105 FHREEXBRRERLRGTE B

IRFSHEABAR AR B BRIz (B S 1 AR TS o

4t

RBUTE R BERT - IABMREERE > ZEREBSHF 7 A 1| HREBTEZIIERS
AT E - SHEMK - KRB BARRAZEREE  BEMBERAIDAAEBE &£
HEREARTY  EEEZIERERTY  RORBERFBFRE R FTE RN BEAE
TMREB AR S BREREGHEBEA °

RREHREUTEE XBFEEME > UARARMRY TRMEHMRBETRES %E
RERRZEY 0 TREE LB RERE -

o

EEBRBEEARER

EZFADBME DT EBADRFRK SR EENEREAE - BEF AN &
REEMEZ AN R AREEIPIZELWEFALREN  ETREBRELERNEY - ZERE
#e5 BT W IEHEMEREREREMRAGER REMEERREFHDWAELEY - 5
MNigE  BEEMBEIERREETBDENENS > ZEGHEOCHEEREME - BRRARERS
AEHPEY  BREFRIN 2RERARERBREEESHE ) 2R EH LA R
7 HBARBEIRARFZELEESRFLEY AENGRMREERE 104 F 4 AnE
ERTAFNERBRER © RS FHRBENEHCER -
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Professor Teh-Hong Wang International Special Lecture
FRARAE BEXK

1020 Opening remarks LRAB(EENRNEEE)
1025 Preventing Kidney Stone Recurrence: Prof. Virginia Hood
Why should internal medicine physicians (Elected-President, International
be concerned with kidney stones? Society of Internal Medicine)
1110 Caring Beyond Curing: Empathy in Dr. William E. Fox
Modern Medicine (Chair, Board of Regents,
American College of Physicians)
1155 Closing remarks BEMEERRAMEBES)

¢ Preventing Kidney Stone Recurrence: Why should internal medicine physicians be
concerned with kidney stones?
Kidney stones occur in 1/11 people during a lifetime with a 5—-10-year 50% recurrence
risk. Stones are associated with metabolic, kidney, cardiovascular and bone disorders.
Kidney stones grow from crystals that form in urine supersaturated with stone forming
elements and lacking inhibitors. Supersaturation (SS) results from increased solute,
low urine volume and not-ideal pH. SS can predict stone type and treatment strategies.
Most stones contain calcium with oxalate or phosphate and less commonly, uric acid,
cystine or other chemical combinations. Size varies from a pin head to a golf ball.
Most, larger than 5 mm, cannot pass spontaneously. Stone burden is best assessed
by renal ultrasound or non-contrast CT.
Stones occur more commonly in men and in those with a family history. Other
influences are hot dry climates, diet, gut microbiome, and conditions such as metabolic
syndrome, weight loss surgeries, urinary tract obstruction or infection and excessive
intake of supplemental calcium, vitamins C and D, and some medications. Dietary
factors include excess salt, soda, sugar, animal protein and processed foods. Diets
high in fruits and vegetables lower stone risk.
Knowing the stone composition and the chemical composition of urine collected over
24 hours helps identify dietary and medication strategies to prevent recurrence. Low
volume, excess calcium and reduced citrate are the main contributors. Calcium
excretion is increased by high sodium and high protein diets. Urine pH > 7 promotes
phosphate, cystine and struvite stones. PH lower than 6.2 promotes uric acid and
calcium oxalate stones.
Prevention goal is to normalize or halve SS. Evidence based dietary prevention includes
daily fluid intake of 2-3 quarts (liters) consumed evenly throughout the day and night
to always maintain dilute urine; dietary calcium 0.8-1.2g, sodium <2.3g, protein 0.8-
1g/kg and 5-9 fruits and vegetables; avoiding processed foods, dietary supplements
and excess vitamin C or D. Dietician advice is recommended.
When needed, medications include thiazides to reduce urine calcium, allopurinol to
reduce blood and urine uric acid and potassium, magnesium citrate or 3-4 oz lemon
juice to increase urine citrate (an inhibitor of stone formation).
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FRFA HEEEH

1215 Opening H (B L ARBERRNARR)

1220 BRBERNITER: B (AR RELSE R RA
What Can Keto-analogues Help?

1300 Q& A FHRHAKER

o  BIRBEMFTIER:What Can Keto-analogues Help?

SFEBRRBWRAAMS KDIGO BARNIES U2 EAeRAE MR  £7FFE
HEMNERN  EEAEEBRIS G OEHBE S RBAZELE (Keto-analogues) HEEKEH
RE - BMEEARRAERBEAIRRS » FIRERR - LRLEB R BRI LR -
REE— T RAE LR B BRI R B » P EALA R KA X378 BARRE o BT S B INEIRIR
FREFHINAREBRERIRNEE @ RBRRABREREEARRAEREENAEZCAEK
EEBHR I é%%ﬁ%fb&@%?&/bm%ﬁﬁfﬂ@im ’ lﬁ@’%ﬁiﬁi . PEW - BR
MERFER - BXEF > FBEREBRTEREERBFRILAGARMN - ANEFB KA TR RENE
BE ~ (R ERE AYIEH L/(E’(ﬁﬁmﬁﬂﬁxﬂk%ﬁxﬁfﬁ ST P R A GRS o
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Intercept the killer of glomerulus: glomerulonephritis
FRAEFEE BT

1330 3l& FE (T R B R B EAD
Opening remarks
1335 EERAXALZEENEX: DA TR FXR(BHERELSBREEA

The glomerulonephritis which is most common
and difficult to treat: IgA nephritis (IgAN)
1400 MEBEXRFHNEX: HEETHEEX FRIZ R (% M AR 4 B A
Rapidly worsening and intractable
glomerulonephritis: Rapidly progressive
glomerulonephritis (RPGN)
1425 BHEXFERAVENET X REEER RBAR (BRBERBEEA
Trouble glomerulonephritis that requires a
long fight: lupus nephritis
1450 stemER4AEcE HET(ERBREEA

Discussion & Closing remarks

I}

o EERXARZEBENEL: [gABX
HZEIREA A (IgA) BERXRERE RARBEEBTMHINER - CRREEFIY R L REGRZ » &
8 IgA1 MEF A RERERE - R ESMNTR - URBEAZKNEL  EMARRHIHRAE
RIEI ZERE MBS - ERERNEEIRRIAL % - R BEARB R R B PR E R B ThAER
38 EHMBBENEEMN -
ERR L > [gA B R B2 BTRER BB R > fu/a Bk rs Al B8 B R & B JRIEH] o thoh » Ak
RARL BOFT AR R RAEREASF c BBt - HRIE [gA BREBEEF  NEAEZZ
B o JBESRBE M AEE BERE(L 0 MSTH SR AHBEARARAENEENERREE o
HAKEARER > [gAN BOERE M f 2 E MEPRER T RFIET H IR AR SR MIRE A » BREZE A VB TR
FEERRNERE > RAPBEINTELHNAZE °

o MREBEXMFOER: RRETHEER X
PRIBETEE R D EBRJE  RESFERFEN AR MR - B E T R E R
H TR E BRI R RIE © BR R RILRBRAME - AL ZHRMN > BRIIMIRIEHERE - g
B BAYE v L o MENE SN A RBRETHR R JaR A SR
BIGtREERRFASEY - ¢ B MRAEENRBROKER - ALRAT AT HmHmE
SEAEABRE - EH LR EAREBRDE R4 T EERIQE T UKETRR - RfURAMZ =
RETEF SR ~ MOREAY - B RfRAL  BTRAEAE - EIbS RNB R BB XRF R B (A6

o HEXERAMEBNEX REMEE
REMERBAMERERBZRENEERIAZI— BEALFREFREEHNRBURE S
EREE REMBERMAKEMT SLE AAEANFEERIETE &K 10-30%REMERT XS
ERERATHER  FHZEIREEE RN E REAERN B EREREHNEZ DT E
BHRY R FEE o JAREN R R R T B A BN EY - F— AR ERESEE
HEEZEL cyclophosphamide B mycophenolate mofetil ° 3T EAFFZZ B8R belimumab Aotk
ZRIEEABMENRE o MHIFHAEERTE 3-5 F - Hih2 EWHERRRA] ~ mBREHZE -
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Updated dyskalemia problem and renal tubular disorders

EFA Rafb FHxA

1520 §l& WA b(ZEEBREEA
Opening remarks

1525 Mm#FRE: RERSEFAIEE Hab(ZEEBREEA
Dyskalemia: From clinical diagnosis to Al EKG
application

1555 #HEMLAHELERBERSFRIEERTRRK BEE (RO RERB /N2 B A

Underestimated, high mortality and high
carrier rate inherited kidney disease in Taiwan

1625 BRI B RRREA ML AR ? REZR(ZEHBREEA
What are the other uses for urine in kidney
disease?

1655 #E3E FFxA(BFBERERAR

Closing remarks

o IMmEFRF: RERSEIAIEE

As a clinician, I am mostly involved in clinical diagnosis and management of acid-base
and electrolyte disorders and collaborate with worldwide experts and laboratories. I
also help with the molecular diagnosis for the patients with inherited renal tubular
disorders such as renal tubular acidosis, Bartter’s syndrome, Gitelman’s syndrome,
and nephrogenic diabetes insipidus, et al. I also do several animal studies, focusing
on disease (Gitelman’s syndrome, Gordon’s syndrome and isolated proximal renal
tubular acidosis)-causing knockin mice to explore the pathophysiology and rescue
therapy, as well as global and kidney-specific knock-out mice in the upstream and
downstream regulator of thiazide-sensitive sodium chloride co-transporter (NCC). 1
participated in KDIGO Expert Meeting for Gitelman’s syndrome, serves as an editorial
board in JASN from 2018 and subject editor in Nephrology and Orphanet Journal Rare
Diseases. Recently, I participate in the studies related to a rapid diagnosis with more
accurate management of acute and chronic hypokalemia, using the spot/24 urine
electrolytes and exosomes. I am also interested in the application of deep learning
model (DLM) to detect EKG-based dyskalemia /dyscalcemia and their prediction of
outcome (previvor). To date, I have published more than 430 peer-reviewed articles
with total citation 12500 and 11 book chapters in medicine and nephrology.

o RBREBWERERRLERLRE ?

EERRZEHBTHER - B ERIREEEHTK - F4 LT RRERSEE REME
(Cast) 2R T ARE BEABBRZR » TR 7T LURIR T A2 B B8 HAWARI o $HETI8 M BB - JRORT A 2R
AR EERER W UIRE 24 /NSRIBETE B #AIRGRIEE o %ﬁﬁﬁxﬁifb%ﬁﬁ’:’g*ﬁ%‘\m
REMTREZEARE I UE T HATREETRMNAE - EE5/NEER - BRLf - 5
M $FARRREEIR o IRIREALT A 24 NNFRERERIKE/IME - MEATEEA LEBHRE - &4 -
FRIBRINLEE (extracellular vesicles)Z 100nm A4 > BRAITXI2AEZBE * RNA > miRNA >
BIEFFZohAE > AT LGRMAR B IR A BN AT U EEA MR BRI T X EEIEER AR IR R
REREZERBHEMI B ALERER
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Update in the management of obstructive airway diseases

EIRA RAR HMEBR
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What's new in the Global Initiative for
Asthma (GINA) 2024

0900 FHFEZE 2024 GOLD #2384553| EHE HE (2P REMEAM)
The summary of changes in GOLD Report
2024
0925 v fofiti FEL2E A9 /N e ok 38 2K AE B 3% R (2 Jb B AR M B ER)
Small airway dysfunction in asthma and
COPD
0950 #R&stem FRAR DB
Panel discussion
0955 #E:E HRR MO &R EE R ER)

Closing remarks

o JHFEZE 2024 GOLD #8353 EFiGE

2024 F M EEMMR23%(E3 (global initiative for chronic obstructive lung disease °
GOLD) B8R £k 6 F > AN LRE 3 E (EHAGIFAENIFTFERE) E 4 E
PR RS AR MR (A THBMEE NEE])EMHAE 3 E (MEAEEHEEE) UE
MREENR - EZMNAFMEZRENETAEMT 10 EERM : (1) EARBLEMThAESZ
18 (PRISm) B8 5 (2) 3Ghufmsi B 78 mASER % 5 (3) AishAEE &G AR A X |8 IR IRA| Al
EATRITHAEAR B BOEARA ; (4) 3 MFARE BARRE GRS ; (5) A ZELLTEIRS
B3 P eE B M ERETERAGEREA  (6) BRI E MMRERS ; (7) B3TARIEI L 5 (8) HAMEE
RENERZWETEYN  BEAXBRERERETES T (CDC) WFEFIHRF—: (9) &
TRANEBRNEIET S » BRERALEEERARARZNAEA UK ATREZRAE ; (10) g
AL EYEIE - AHFB T BN GOLD 2024 HIBRSE B3 2 85 MR AL IR MR E R AR R
B

o RRARATEFEZE 89 /N E K RE

Small airway dysfunction (SAD) plays a crucial role in the pathophysiology of both
asthma and chronic obstructive pulmonary disease (COPD). SAD contributes
significantly to airflow limitation, disease progression, and exacerbation risk. In
asthma, SAD is associated with persistent inflammation, airway hyperresponsiveness,
and remodeling, even in patients with seemingly well-controlled symptoms. Similarly,
in COPD, SAD represents an early feature of disease development, preceding
significant emphysematous changes. It contributes to ventilation heterogeneity and
gas exchange abnormalities, worsening dyspnea and exercise intolerance.

Despite its clinical relevance, SAD is often overlooked due to challenges in detection
and management. Advanced diagnostic tools, such as impulse oscillometry, multiple-
breath nitrogen washout, and computed tomography, have improved our ability to
assess SAD. Understanding SAD in asthma and COPD underscores its importance as
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a therapeutic target. By addressing this "silent zone," clinicians can improve disease
control, reduce exacerbation risk, and enhance patient quality of life. Future research
focusing on SAD-specific interventions and their integration into personalized

management strategies will be pivotal in transforming care for these chronic airway
diseases.
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Targeted therapy in NSCLC
EFFA I ETEN LT
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Targeted therapy in NSCLC with rare
oncogenic mutations
1050 FE/NABRRAT AR SEZEM R RITIE SR FREA (B K E MM RERL)
Recent advances in non-small cell lung
cancer targeted therapy
1115 REBRNTERE - SHRIENARMER AR B R AR (F PR AR T Y
EGFR fn ALK R # tyicat
Resistance mechanism of targeted therapy
in NSCLC--focusing on EGFR and ALK

1140 #ZEitsw EX= PN &k A
Panel discussion
1155 & #5470 (6 A B B AR i Rz A}

Closing remarks
o IE/NERENERARSEZEMEEATER

Osimertinib as a first-line therapy with notable improvements in progression-free
survival (PFS), overall survival (OS), and CNS response, particularly when combined
with chemotherapy for enhanced CNS benefits. Combination therapies like
Amivantamab and Lazertinib further extend PFS in high-risk patients, including those
with brain or liver metastases and TP53 mutations. Treatment of rare mutations, such
as ALK, ROS1, BRAF V600E, MET exon 14 skipping, RET, HER2, and NTRK, is also
addressed, with targeted therapies tailored to these mutations providing personalized
and effective options. Subcutaneous administration of Amivantamab offers a promising
alternative to intravenous delivery with non-inferior pharmacokinetics. For early-stage
NSCLC, adjuvant Osimertinib significantly improves disease-free survival and OS post-
surgery, while minimal residual disease (MRD) monitoring supports early recurrence
detection. Osimertinib is also poised to set a new standard for unresectable Stage II1
NSCLC following chemoradiotherapy, offering robust survival benefits across patient
subsets.
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Early Intervention of SGLT2i: Evidence-based Cardiorenal Protection in
Patients with T2D

ERERELARAT BT EERERRHOARATERE

FHEABRE

1215 Early Intervention of SGLT2i: Evidence- BBA(WILBHESEZRE NSRRI
based Cardiorenal Protection in Patients BRAR AL
with T2D

e Early Intervention of SGLTZ2i: Evidence-based Cardiorenal Protection in Patients with
T2D

TFRAERBAERIER AR - R RIS FEREABERN MEZES  HRNREEEZEER
FIERRRIEE - 2024 ADA e F1552% - F_ARERBR BRI ZESILF M - MmE -
M5 - WkEAREREERNENICR D EKBNVIREETE  BRTEBREER - RE
55 B LRORERERE - BRSHER - SME - #5 - EES - EBRABPHHRIE -
MEBRSOLMERREE BRENAZSEAREREURSREY - R /OB REZIN - &
HERENWNHERESHEENEETZREE R IEBHBAERHR 2 ILREEE
#2024 BREMNEBHFRER @5 RELAFTHRYN EMPRISE REERESERLTER
AEBE TE—HR, MEAE "EE L AS  EHEEAIMNESIBZEARGARGRESE
o MEOMESORIBEMRERZAAEZEY I SGLT2I EEBERERFEERE LNBERAS -
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Immunotherapy in thoracic malignancy
FRARER BEEHK
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The New Era of Immunotherapy: Advances
in Lung Cancer
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Perioperative Immunotherapy for
Resectable Non-Small Cell Lung Cancer
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The Role of Immunotherapy in advanced
Non Small Cell Lung Cancer

1455 4&3E Closing remarks B =4 (P Bl M B RARR)
=Y MR IE/INAR R A B Bl AT A e R

In early-stage non-small cell lung cancer (NSCLC), systemic therapy plays a crucial
role alongside surgery. Besides conventional chemotherapy, targeted agents are
available for EGFR-mutated and ALK-rearranged NSCLC. Recently, immunotherapy has
also been used as adjuvant treatment after surgery, and combining immunotherapy
with chemotherapy as neoadjuvant treatment has gained attention.

In Taiwan, Pembrolizumab and Atezolizumab are approved for use in the adjuvant
setting. EGFR mutations and ALK fusions should be excluded, and adjuvant
Atezolizumab requires PD-L1 expression of 21% in the tumor. Most patients fall into
stages II to IIIA, with a one-year treatment recommendation for both drugs.

Large international trials show that immunotherapy reduces disease recurrence risk.
Atezolizumab can reduce this risk by 34% and mortality by 57% in patients with PD-L1
expression =250%. Pembrolizumab reduces recurrence risk by 24%. Immunotherapy is
now also used before surgery as neoadjuvant treatment. The CheckMate 816 trial
showed that nivolumab plus chemotherapy, followed by surgery, improved mEFS by
32%, though OS data are pending. According to KEYNOTE-671, pembrolizumab is
administered four times before surgery with chemotherapy and 13 times after surgery.
Compared to chemotherapy alone, it reduces recurrence by 42% and mortality by 28%.
Ultimately, treatment should balance benefits and survival based on the physician's
judgment of the characteristics and disease status of NSCLC patients.

Se R IRIRTE B A FE /| N AT B9 B AR

L)(ﬁaﬁﬁﬁﬁ%ﬁfpf‘ﬁﬂm?%ié’ﬂﬁa&%)ﬁﬁﬂ%ﬁﬂ KES IR NBREME (NSCLC) BERRREE
MEFIG T BEFIER - SRRURERIE R R AR K BB ARNAE D > REER
T VB REREE - 75 5 (B RRBREREUR > RRRERINHI R E — e E
{EEEHHER - RESBEER SRR/ BB NSCLC BRENEREER - A » BER
JE89 R E M RBAE N RRARRM A REA T BT EE RFEMIRTITE © B AR
BAREEHR e RRRERA BN TR AT - RME(DaRHAE > flinRRREN K2
BEDEBREEMBANBE A - BRT T - LRRERINHIB N ER /L L FBRE NSCLC
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New insights into the pathogenesis and management of inflammatory arthritis
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The challenge in the treatment of
inflammatory arthritis
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)
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3B 8 % AR

FrECLEME
B R IR

ERFHFHMTER
B RUR R

Mt B (& EB
Bhe)
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fe Jal R % % 38 8K
)
FrRi-(6BREKR
% AR B EAY)

itk & (B EBFE )

itk & (B EBlFE )

In brief, the treatment of inflammatory arthritis presents numerous challenges,
including early diagnosis, personalized treatment, long-term management, and the
development of new therapies. The complexity of immune system regulation, treatment
resistance, patient adherence, high treatment costs, and managing comorbidities all
contribute to the difficulty of effective disease management. Moreover, reversing long-
term joint damage, precisely targeting autoimmune responses, and preventing disease
in high-risk populations are key issues that remain unresolved. However,
advancements in fields such as genomics and biologics are driving progress in new
therapies. Multidisciplinary collaboration will play a critical role in creating more
comprehensive and precise treatment strategies. As breakthroughs continue, they hold
the promise of improving patients' quality of life and enabling better disease control
and joint repair in the future.

FRRVR I RR 8 B TR AR E BRI R E AL

BEVRMEENX (RA) B—REMESREMER - TEFEME - BB%E - BIRNINERX - B8
EiADEBERERIAMBEESBESTINERELEENEZREE - EMAREBER (POCUS) KiifFA—BE
RABRZETTE - £ RA WRHMATEARRREAE - POCUS BESARIE - XEREMIGRIBIENBIE - ZE R
RABHERNEEBBEE  WAEHSLBEEEEMBERE - RERIBHNERARKIS - HILERNEEE
2E - WX X POCUS EEESHNEHENRFEL - HEMFEHE - siARE - TEBR IR POCUS £
RA RZERMENTRER - R EERMZE - REEENE AOBEUREANPREE - HPSRAEN
AR FE R RANER R ZE B - 5238 POCUS 1™ RA BEABEURMNEERELENES] - FEBBARE
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o CRLAHE RN 3¢ AR TR EE B B3¢ fndi (BL) 3% B9 B A
AHERAENK (Spondyloarthritis) 2 — M ARLEHERENBEEXRNERESH - E2BEUFHESX - 28
MEEX BXRMBEEREA GRS MELHRBHESUAEZRGHEXDINESRRX
(Enthesitis) ~ #§3£ (Dactylitis) ~ ALEE3E (Tendinitis) UK B#E53 (Tenosynovitis) « F2 35 LE B R RORE -
RABA BRI EEESREEAELELRE -
ERARZEURGERABOFIANILERD  BEAVEHBEELRENRRRERERH - AINEEE
KAFERT PsARC ~ DASPA ~ 153X 1HR8RY LDI #1825 BAL1HEAAY MASES ~ SPARCC % - AR ARG TE
REAEWBIR - SAAEBTEEEEY - AItBABBE RMRA T —BIFRAY - AR - IS ErR
BIHE B 7 B ERNBEEREAHE M - OMERACT (Outcome Measures of Rheumatology)
WENBE R LAt B RREREERISHENEL - REFRKE T 2RNBRRRBMEESER - £518
BERWHBEARECRE - SINBNRRREEE (EULAR)R 2017 FHRRBERMGIEES] - FRIEE
BEKBEBEEND BRI LEL - 2t BERSEMARERRZE EMNEZT R - RHEMRAER
ERFRAESINEE -
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Endocrine and obesity
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Endocrine disorder and obesity: Mechanism
and differential diagnosis

0900  AS-PR 4 inb- 538 A 3% B 1 PR SRAE FRE 4 R MRIEIE (R0 R BB BN 25k B3R
Brain-endocrine-gut interaction and obesity AA#AY})

0925 bR REBEIVREN L RERIR (2 22 B Fe N 40 sk BB PR AR 38
New drug (incretin-based medication) and A&H
obesity

0950 #E:E =k (KRB REBR AR B R
Closing remarks RE#F}

o N BERABRER M| EL4E R 2B
Patients have a high rate of obesity in the Department of Endocrinology. However,
some patients don't understand how they gained weight. They come to the clinic with
the chief complaint of "endocrine dysregulation." They believe they are suffering from
a disease which makes them obese. It is a task for an endocrinologist to help these
patients determine an appropriate diagnosis.
The use of certain medication could result in weight gain. The clues can be found in a
detailed history taking and in the cloud-based medical record of National Health
Insurance. There are also certain endocrine disorders that would cause weight gain,
such as hypothyroidism, Cushing's syndrome, and polycystic ovary syndrome. We can
make a differential diagnosis through history taking, physical examination, and blood
tests.
Nevertheless, how much weight did they gain from an endocrine disease? Can the
body weight be restored after proper treatment of the disorder? Among those patients
who gained weight, what percentage is associated with endocrine disorders? What
kind of laboratory tests or medical imaging should be performed? These subjects are
rarely discussed.
After excluding endocrine disorders, weight gain is primarily resulted from an
unhealthy lifestyle. However, some patients have no idea of this. Lifestyle modification,
rational use of weight loss medications, and bariatric surgery are all effective
prescriptions for weight reduction. Shared decision making should be conducted by
patients and physicians to find out the most suitable solution.

o FE-PA%-REEE B9 A T A SR AR R 69 BR B
ACRHBIRET T I A Eh R AR B R 2 M A9 RR B I - 98 3R T IR R KRS 2 M 9% (2 SR (R A
BERMAEE FATRAHZE - BEABEREERD T HRARENME S EENRY
NRER/RE—NEEREER  WRBHRER BRI IRAAE SERE KA - R — B2 5 i
B A AR ©
FaiE L RRAAE T - B0 AR EE AAMEMERY 1% EEMEREAREERRKNASMBEZ—
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o BRERAEBIRENLE

P ob 3 7% BB 0% B AE AE R R FE IR RV A P R I B AR A2 GLP-1 ZRE(R A
(GLP-1 receptor agonist) © GLP-1 ZR&{R3E|I £ A BhAA fAEIEH| > 3B TT{REFE TR

BB T AR AR 3 - £ TE AR B R ERBR (40 REWIND SUSTAIN PIONEER & STEP %

FE GLP-1 ZREXRBIEZFANRIERAEINRE - BAIEAFT —REN > wEEREZE

1R3XH (Bl4n Tirzepatide ) fo % B A ZHERRE > B~ EREENREEER A DyERGEA -

KR ORE GLP-1 ZRE(R | 0IRA g A ZIRA BB R BIRMEM - (58 2 IR RS

BEHHNBREZHS -
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Adrenal nodule, Adrenal insufficiency
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)
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How to diagnosis adrenal incidentaloma A&H
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Adrenal insufficiency and Cushing syndrome FRAA L)

T FIR (BB R E}
Hyperaldosteronism and endocrine

hypertension

TR FCEEHBERRNL R EH
Closing remarks PR AL

BB _ERRAR BB

T ERERLERET LRRERMIIMNIREREZEGRE  MEIMERN T LARAERE o BER KT
NRRMEEENDBINAENE LIREERE > EEVMRERSETGET B MEREAR0
Ak BB ERE BT AT ENPEYE TR RENBREEE SR HEER S
INFA 4 A4 K Hounsfield units <10 © FRIEREZ A B LR UUIMNEIER S » T RIRERET
TR R  AEREHREMNE LREEENAE B Y R LR AaRIER - MRERE
TRRBRER  RRFEEERE  TTEETAT LR ERB L WERER 0 BXURK
1mg dexamethasone suppression test #Rl 25 A B £ MR E B0 o 318 BevE SR 40 A -
JEARBI M AE Bk 24 /NS RRBGEBES B LIRE A a i BRSUKSFIiEE » BARERES E R 2 fn 4E B
HOEMELLAE - DAHERRR 281 = BE [ BRI ©
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How do DPP4is Matter the Early Stages of the T2D Journey ?
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¢ How do DPP4is Matter the Early Stages of the T2D Journey ?

FERR B HA RN B %6 RATEY AR I2 6 79 B REA BB MRERA » IR KR E £/ 0 & R B K fn &
TR ERRRI TR

BRE RIRAZERME B RKEABRBAKRNBERHRES EbPAHFSEMETEER
KAV ° IRT HbAlc» RS H P mEEFRR PR EE « ERERES S BaE
BT BEIRE R A MEDAON - MURA R BE G » IR S5 BEER » RERARK
BYER IR B 22 © B BT B B BHEIRRAE AL B AR AYRE « 3338 B KM A ST ARAT S SR FENE 2 £
£ UREZR#RLE DPP4 - W DUMTEB AT - IRAE K T2D BE 3 - REEER
REFEEZR REBRAPERRETSE I ERRE B RPLSRIZER BT
FRAEZH MAEAGER P - FRERFENTRI RARME - A EREAIMEZEMEIER - DEER| R KL
BYER RRK 3 ©
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Recent Advances in Anti-cytokine Auto-antibodies
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Anti-IL-12 and Anti-IL-23 Auto-antibodies Fe &K A}
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Closing remarks

o T#HE alpha B ERMRE SREETFBEREE

Autoantibodies targeting cytokines have emerged as critical contributors to immune
dysregulation. By neutralizing specific cytokines, these autoantibodies result in distinct
immune deficiencies: granulocyte-macrophage colony-stimulating factor (GM-CSF)
autoantibodies impair alveolar macrophage function, leading to pulmonary alveolar
proteinosis (PAP); type I interferon (IFN) autoantibodies are associated with viral
infections; type II IFN autoantibodies predispose to intra-macrophagic infections;
interleukin-6 (IL-6) autoantibodies increase susceptibility to pyogenic bacterial
infections; and interleukin-17A/F  (IL-17A/F) autoantibodies are linked to
mucocutaneous candidiasis. These cytokine-specific autoantibodies cause infections
that closely resemble those seen in individuals with corresponding inborn errors of
immunity.

Anti-type I IFN autoantibodies have garnered significant attention due to their role in
severe COVID-19. Recently, they have also been implicated in increased susceptibility
to other viral infections, including influenza, tick-borne encephalitis, West Nile virus
(WNV), and various arboviral diseases. Notably, these autoantibodies have been
identified in pediatric COVID-19 cases. Here, we present our preliminary findings on
the role of anti-type I IFN autoantibodies in pediatric COVID-19 and other viral
infections.

Beyond PAP, anti-GM-CSF autoantibodies have been reported in patients with
cryptococcosis and nocardiosis, as described by our team and others. We will review
the characteristics of these autoantibodies and their associated clinical manifestations,
providing insights into their pathogenic roles.

o MNBE-12HE23 gy
BB SRAANE-12 (IL-12) 2 TH1 EZRETERIFN-y ) A RN E  Big
FARH B AR o BT B A IL-12 BREEBNRA > BZEWRTEZARENRE
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SEEBREN TR AFEESERE R Z © tbih  EEMARESIT [L-12 BREBNEE S - &
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IL-23 BRENEZEASME RN BUREAE > B 1L-23 2R innate immunity » 40
mucosal-associated invariant T-cells (MAIT)Z » E4
THEENEZMRRE  UHRRHEBEAENBURE o KA L a9 3 3R - TREE(E A 4% 1L-12/IL-
23 EXMENESE - FRERD 1L-23 > TAEEERATLR R R o 32— ARA IR
fatsl - IRETIHAA > RABESEfARNEME -
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