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Preventing Weight Regain after Anti-Obesity Medication
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Lifestyle foundation: 2 F 20| 7|4t

AMARAMHES HSK 2 2L EH 22 continue, tapering, transition, stop ™ 2F 2 50| A X| & E|0{OF B L|C},

Continue, dose reduction, tapering, transition therapy, stop + monitor2| =712t $tA & H|mstL|Ct,

° Novel strategies of AOM treatment for weight maintenance
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Weight regain: problem and mechanisms
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ME fS7t= 2ot o= 7t =X

14 34
Z2k H|=2| 30-35% XS 7t 2k X =2 50-60% XS 7t Z2F |59

S MS7ts QX £50| ofLet d=otH 2l X g2 ST hE 2E ME-d=tz O[] oF &
g2 7Al E2 K2 FE"7FOotL 2t "ME o A= ez 24

Franz MJ et al. J Am Diet Assoc. 2007; Anderson JW et al. Am J Clin Nutr. 2001.




STEP 1 Extension: semaglutide Tt £ T Z 7}

« 685 semaglutide 2.4 mg X|& & 1H7Zt off-treatment
A Mz H2H(%)
« Week 68: —17.3% &

« Week 120: —5.6% =& FX|

- SEHE 19 W A MS2 oF 2/3 XS 7t

-5.6%

-17.3%
Wk 68 Wk 120

Wilding JPH et al. Diabetes Obes Metab. 2022;24:1553-1564.



SURMOUNT-4: tirzepatide X|Z vs St

363 open-label
tirzepatide
" —20.9%

tirzepatide x|

placebo M2t

S 0| F 52F HF H3H(%)

14.0%

-5.5%
N Z=Ct/Placebo

Jastreboff AM et al. N Engl J Med. 2023;389:514-526. 5



A= St 2 NZak AKX & He}

st = Ed HF MBS 7Hkg/month) Weight Regain Is Accompanied by

08 Cardiometabolic Reversal

Blood pressure SBP/DBP trend back

Glycemia HbA1lc / fasting glucose attenuate

Lipids LDL, TG, non-HDL trend back

K= MK AOM  GLP-1 RA  Sema/TZP

Waist / adiposity central adiposity tends to increase

Stop treatment ~1.4 years ~1.7 years

cardiometabolic markers body weight returns

transition point return toward baseline toward baseline

West S et al. BMJ 2026;392:085304; Wilding JPH et al. Diabetes Obes Metab 2022; Jastreboff AM et al. N Engl JMed 2023.



O =LC} © o= =7}0
b= S 2 HNS MMS7t2l 471X] 717
1. Appetite hormone rebound 2. Adaptive thermogenesis
} GLP-1 tone, t ghrelin, | leptin/PYY/CCK | RMR, | NEAT, | SNS/T3 tone
— hyperphagia — energy expenditure &2~
3. CNS reward amplification 4. Adipose tissue memory
food reward 1, hedonic drive 1 fat cell number 4|, lipid refill phenomenon
— HA Z A MAL =7} — fat overshoot 7t

Hypometabolism +
Hyperphagia

Weight loss

Drug withdrawal ! Rapid regain




Lifestyle foundation for all strategies

2. Lifestyle foundation: ..
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Dietary
Therapy

Protein adequacy
Diet quality
Meal timing

Physical
Activity

Aerobic volume
Resistance training
NEAT

The Four Pillars of Weight Maintenance

Self-monitoring
Problem solving
Relapse planning

Pharmaco-
Therapy

Continue, taper,
transition, or
restart
according to risk




WRATL BE QX| MYo| 7|4

Dietary therapy
Protein adequacy

Physical activity
Aerobic volume

Diet quality Resistance training
Meal timing NEAT

Low energy density Sedentary time |

Of

ZESHE, MBHSHE lifestyle foundation 7 X| & O{OF &t

Lifestyle as the base of long-term maintenance

Behavioral support
Self-monitoring
Problem solving
Relapse planning
Follow-up support

24



Diet qualit Structured oo
whole-foo
1.2-1.6 g/kg/day . regular meals late-night eating SRS, S} -
| : Mediterranean- | St refined carbs &
ean mass, satiety style planned F A
y breakfast

Diet plan should be simple, measurable, and biologically informed. 25



High protein intake: X{ &7} 0f

Van Baak et al. 2019

217 A7, 2,875F 1tN| S /H|BF £ O X}

Dietary interventions evaluated

CHHE Bt 22 GI/GL =Xt CLA, THERE &
H|
Key result
SMD 0.17 (95% Cl 0.05 to 0.29) z = 2.80, p = 0.005
Folct

a5 St Aol MF ®S 7t ool
2

Van Baak MA et al. Nutrients. 2019;11(8):1916.

Experimental Control Std. Mean Difference Std. Mean Difference
Study or Subgroup Mean SD_Total Mean SD_Total Weight 1V, d 95% ClI v, d 95% ClI
1.1.1 Higher protein
Aller 2014 3.8 4.73 65 5.8 4.72 47 10.0% -0.42 [-0.80, -0.04)
Claessens 2009 -1.09 3.34 32 1.19 15.16 16 4.0% -0.25 [-0.85, 0.36) —
Delbridge 2009 3 9.27 71 4.3 11.71 70 13.2% -0.12 [-0.45, 0.21) Fr——e—
Hursel 2009 0.5 7.46 20 3 7.8 10 2.5% -0.32 [-1.09, 0.44)
Hursel 2009 0.5 7.2 20 3 7.8 10 2.5% -0.33 [-1.09, 0.44)
Kjelbaek 2017 1.76 4.68 49 2.23 3.78 15 4.3% -0.10 [-0.68, 0.48]
Kjolbaek 2017 2.01 4.62 47 2.23 3.78 16 4.5% -0.05 [-0.62, 0.52] —
Kjelbaek 2017 2.19 4.6 46 2.23 3.78 16 4.5% -0.01 [-0.58, 0.56]
Larsen 2010 0.57 5.52 107 1.67 5.19 47 12.2% -0.20 [-0.55, 0.14] —=T
Larsen 2010 -0.38 6.47 62 0.33 4.85 106 14.7% -0.13 [-0.44, 0.19] - [
Lejeune 2005 0.8 10.97 53 3 10.85 60 10.5% -0.20 [-0.57, 0.17) =
Westerterp-Plantenga 2004 1 11.17 92 2 10.75 91 17.2% -0.09 [-0.38, 0.20) —
Subtotal (95% CI) 664 504 100.0% -0.17 [-0.29, -0.05] <&
Heterogeneity: Tau® = 0.00; Chi’* = 3.08, df = 11 (P = 0.99); I’ = 0%
Teffect: Z = 2.80 (P = 0.005)
1.1.2 Lower glycemic index
Aller 2014 5.8 4.86 63 3.7 4.64 49 26.1% 0.44 [0.06, 0.82] ——
Larsen 2010 0.33 485 106 167 5.19 48  27.6% -0.27 [-0.61, 0.07]) —_—7
Larsen 2010 -0.38 6.47 62 0.57 5.52 107 28.8% -0.16 [-0.47, 0.15) —
Philippou 2008 -0.7 29 23 03 19 19 17.4% -0.39([-1.01,0.22) —_—
Subtotal (95% CI) 254 223 100.0% -0.07 [-0.43, 0.28] e
Heterogeneity: Tau? = 0.09; Chi? = 9.61, df = 3 (P = 0.02); I’ = 69%
or overall effect: Z = 0.42 (P = 0.68)
_____ Green tea or EGCG
Bajerska 2015 2.2 216 23 1.5 20.2 21  23.5% 0.03 [-0.56, 0.62] A
Hursel 2009 -0.1 7.4 20 3 7.8 20 20.9% -0.40[-1.03,0.23] —_—
Kovacs 2004 1.7 11.8 52 1.1 10.07 52 55.6% 0.05 [-0.33, 0.44] ;-——
Subtotal (95% CI) 95 93 100.0% -0.05 [-0.33, 0.24]
Heteroaeneitv: Tau? = 0.00; Chi® = 1.55, df = 2 (P = 0.46); I = 0%
wct: Z = 0.31 (P = 0.75)
1.1.4 Conjugated linoleic acid (CLA)
Kamphuis 2003 3.4 7.4 14 1.4 831 13 17.3% 0.25 [-0.51, 1.01) = * >
Kamphuis 2003 1.9 8.02 13 1.3 8.73 14 17.4% 0.07 [-0.69, 0.82] - 1=
Larsen 2006 4 5.6 51 4 S 50  65.3% 0.00 [-0.39, 0.39] t
Suhtatal (Q5% CI) 78 77 100.0% 0.05 [-0.26, 0.37]
y: Tau? = 0.00; Chi* = 0.32, df = 2 (P = 0.85); I* = 0%
cvvr rvr wouedll effect: Z = 0.34 (P = 0.73)
1.1.5 Higher fibre
Kristensen 2017 0.43 2.3 81 0.36 2.7 88 85.8% 0.03 [-0.27, 0.33) ‘_"F'—
Pasman 1997 7 11.92 10 6.7 11.29 6 7.6% 0.02 [-0.99, 1.04]) £
Pasman 1997 11.1 881 10 6.7 11.29 5 6.6% 0.43 [-0.66, 1.52]
Subtotal (95% CI) 101 99 100.0% 0.05 [-0.23, 0.33] ‘
Heterogeneity: Tau? = 0.00; Chi® = 0.49, df = 2 (P = 0.78); I’ = 0%
overall effect: Z = 0.38 (P = 0.71)
iscellaneous
Due 2008 2.5 5.03 52 3.8 3.76 25 16.6% -0.28 [-0.76, 0.20) _—
Due 2008 2.2 4.48 48 1.5 20.2 25 16.3% 0.06 [-0.43, 0.54]) —
Due 2017 6.1 6.09 20 6.1 5.15 7 5.1% 0.00 [-0.86, 0.86]
Due 2017 4.7 5.96 32 6.1 5.15 8 6.3% -0.24 [-1.01, 0.54] —
Hauner 2001 0 10.96 37 0.6 13.36 38 18.6% -0.05 [-0.50, 0.40] e—
Lejeune 2003 1.9 11.27 48 1.1 9.53 48  23.8% 0.08 [-0.32, 0.48]) —_——
Pasman2 1997 S1:% 109 13 85.5 55.8 5 3.5% -0.33 [-1.37,0.71)
Pasman2 1997 68.1 55.2 11 85.5 55.8 4 2.9% -0.30 [-1.45, 0.86]
Schirmer 2007 2.17 6.42 13 8.78 11.46 17 6.9% -0.67 [-1.41, 0.08] W
Subtotal (95% CI) 274 177 100.0% -0.11 [-0.30, 0.09] <
Heterogeneity: Tau®? = 0.00; Chi* = 4.41, df = 8 (P = 0.82); I’ = 0%

Test for overall effect: Z = 1.09 (P = 0.28)

-1 -0

2 0.5
Favours [experimental] Favours [control]

—~




off 20| FX[7]0] =F0] &E|=71?

High Satiety signaling Thermic effect of Food Lean mass Preservation
GLP-1, CCK & ZDHZH & gut CHER RS TEFZF =01 A= 0flY MR L2 EEZ S5 RMR &
peptide &7t 7ts K| 28| 7t Xlofl 7|

« M8 QMXoz XMHESH AL 1.2-1.6 g/kg/day, MAIE ZEHIQL protein-forward breakfast 1124

Van Baak MA & Mariman ECM. Nat Rev Endocrinol. 2023;19:655-670. 27



Diet quality: whole-food & anti-inflammatory pattern

Of Xp3 Med £0|7| / H[3t
22|00y 438 / 28 oA B2t s
ofztel
EOlE MM 52 iy
=4 QA 2y 128/ 21

Muhammad HFL et al. Nutrients. 2017;9:1205.
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Whole-food quality

Fiber, micronutrients,
less ultra-processing

)

Lower inflammatory

Lower DIl score )

and better satiety
structure

Better weight
maintenance

Less risk of
post-loss regain
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Structured meal pattern: O}&] AALQt 1%/
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Gwin JA et al. Adv Nutr. 2018;9:717-725.



Meal timing: 7542 3X|2 |FX|7| 2HE M etH

What is plausible What is uncertain
o UFY| ME2 AZ1 LAl 2|50 FEE & = US e HZE FXI7| £3 RCT 2= OFA] H|otA
o 0|2 A|ZICH MF & late-night hunger 2tat0]| * breakfast, time-restricted eating, alternate-day
E2 7= fasting & & M2 &H 023
o FAIXOQI MAL A|ZE2 decision fatigueE £ o 3IX} EMO|| 2 JHQISI ATV TQ
s X0 =2

TRE ADF
_’ Breakfast (time-restricted eatmg> (altemate -day fastmg)

| I
48 2% 80| 294 2 0f21

« Regain-prone 2X}0f|A{ = late-night eating ZAE WSK|F target2 2 8% Jts

Vujovic N et al. Cell Metab. 2022;34:1486-1498.e7. 30



Low energy density & ultra-processed food restriction

Low energy-density plate

Energy density | Hyper-palatability

l
22 d= o= £ HHE 43,
O] 4% | R e

Food quality 1

Rolls BJ et al. Am J Clin Nutr. 2005;82:236S-241S. Ello-Martin JA et al. Obes Res. 2007; Hall KD et al. Cell Metab. 2019;30:67-77.e3.

ultra-processed food

o EETSETEY)

?ﬂ XH| Etr 312

Hall KD et al. ¥4 (MI& |X A
Hote| de| ™M 2HE H3) : X71S 4
ol X| FQA | HF F7IE

31



Physical activity: 7| ZZELCI 7FX|7(0] & S8

- TEE components -—

N~ ZF2E | o | |
R & B\
< (= = 7 1 x 7 |
o . > { -
o <67 E7| HRON 252 e SOLE energy expenditureS =gt RMR EAT
?:*%S’-I oF 20 %0" 7|0 " biological compensation% resting metabolic rate | planned exercise
AMSHs o 7 g b g
o FE MBHY £THO[2F7| Lt J4ek= Ml 710 Total Energy
AlO|X| 22 Hotst= o3t * N MS7tE E0l= Expenditure
T K| Mo M 24 1 &, (R |
[@ sl zgamgpzomzange () sxsomesedmoze | l I ﬁ
> <
NEAT
steps, standing, ‘ TEF ;
daily movement ‘ meal-related expenditure
b . -/
232 th+ calorie burner?} OfL|2} maintenance tool2 X

Oppert JM et al. Rev Endocr Metab Disord. 2023; Oppert JM et al. Obes Rev. 2021. 33



NS : HIF MS7H'E 7|

TEE 1

Fat oxidation 1 _ \ ¥ Hyperphagia |
EAT + NEAT Z7t )

substrate use 7§ .\ 0 Al ZH HX

‘ = ®e |nsulin sensitivity 1
‘ CHAF benefit FX|

Fat-free mass 2=
RMR &3 XX BS

Mood/sleep support

LYY trigger 24

*
&2

Exercise mechanisms in weight maintenance 34



Activity dose: minimumOj|A] maintenance target2 =

Step 1 (early phase: 0-3 7l &)
e Start: 2150 min/week
* |nitiate resistance training

Step 2 (3-67HE)

* Increase to 200—300 min/week

 Reinforce adherence

Step 3 (high-risk regain)

* |ncrease NEAT
* Reassess diet & behavior
e Consider pharmacotherapy

Jakicic JM et al. Arch Intern Med. 2008; Casanova N et al. Br J Nutr. 2022. 35



--------------------------------------------------------------------------------------------------------------------------------------------------
L3

e Successful weight
maintainers typically
perform ~60-90 min/day”

.
--------------------------------------------------------------------------------------------------------------------------------------------------

-------------------------------------------------------------------------------------------------------------------------------------------------
. 3

.
.
-----------------------------------------------------------------------------------------------------------------------------------------------

llllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllllll

: Daily movement
Sedentary time &4 2
: H|Eh A 7], standing time £ (S :

v

8,000—10,000 steps/day)

------------------------------------------------------------------------------------------------------------------------------------------------

32 HE1} AL X
* Prevents decline in resting

metabolic rate after weight
loss

NEAT =7}

e Major contributor to TEE

variability

« @ after weight loss -

promotes regain

Lopez P et al. Obes Rev. 2022; Hintze LJ et al. Physiol Behav. 2018; Jayedi A et al. JAMA Netw Open. 2024. 36



AKX =: &= SEotal =85l OF 7X|ElC}

WW study cohort SXXe] 3 E E/H

()
2,4578 .
‘ e ‘ TR
9kg S >1H FX|st
27| 4 FAIA O A
‘ xt7bE LI E ‘ A2 Al
48% stable maintenance
— QX M3 «o|X|”HC}
HhE 7153 T A|AR0 7%t
Regain0| AIZHE I EX2E “HAE 2|57 0= &5
=H pS | S = B of| A off 22t t=X| zH o mgs
(=) o
AN E 7|2 ’ E trigger =& ’ A= HEA

|.o oIEI-2 _;Ic_yl Xt

regain trigger 22l

YA = A=lS HE

SR LY Y2 7Y

Hayes JF et al. Recovery from weight regain among long-term weight loss maintainers in WW. Obesity (Silver Spring). 2022;30:2404—2413.
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Annesi JJ et al. Perm J. 2022;26:98-117.
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@ Lifestyle Is Necessary — But Often Not Sufficient

Novel strategies of AOMs treatment
for weight maintenance




Clinical Scenarios: Four Patient Phenotypes After Weight Loss

RY# N

(A) s2M o1, BMI 37 koyms 45M B4, semaglutide® 14% 242

tirzepatideZ 18% 2+ & 670 & Ol H& et
L& Al AZ.0FA-craving X' 2& M At adherence
HtE WS7H E=, OSA Y S AE =2 &2, HE R US

@ 39M| O]/, tirzepatideE 20% & & @ 34N g, BMI 29—25 kg/m?
TALH HE-F7I *f% S 2% 4% = 19 0| o3
SH 7 A8 St 2 degs 7K %’—-’F SEEz fls
dEEA-0FA Ié'i'E—"., ChArRIE THE A8 St 71 W= ZHHE 7ts




of a3t} S| fo| & e

J

@ uizre chronic relapsing disease 0 = 12 A olAF X121
naok o 2 XEy| X8 704 S f [=]
Q@ ¥ E=NEEIX=NE © =) o HlolE A ALt 22 SXIE L7}
N
@ M HIOIE = o= ¥7| /X
o — H|2 gl MM 2x -
HRdS AlAL e 18 X E=8 =H AHH| taperingO| 7k et7}?
\
O S ENddEd N2t Ee O =xt 2 Aax
(o) = =) =
=olE T EeE [ oftH X0l A transition0] HEst7}?

\__/ ___J \_

MEH 7SSt K| 2 A2 Stop + monitor Continue Dose reduction / taper Transition / switch

Thorp HH. Science. 2023;382:1213.



Continue: &7| X|2°| CjEHM 2 A

= “

STEP 5 1043 semaglutide —15.2% vs placebo —2.6% 2\ K& 4E
SELECT 208 semaglutide —10.2% vs placebo —1.5% 44 F7| FX[ef CvD Hl &4
SURMOUNT-1 = . o o ) . 1§ © K|S ZFA
S 1765 tirzepatide —12.3~—19.7%; placebo —1.3% 3E FX[QtT2D T Zha

« 2k= 7| X|2 22 severe obesity, 2% appetite drive, CHAFEZH SHE 0t rapid regain XA @M 184

Rubino D et al. Nat Med. 2022; Ryan DH et al. Nat Med. 2024; Jastreboff AM et al. N Engl J Med. 2024. 13



Tapering and stop: Semaglutide tapering real-world study

26 weeks after

: During 9-week discontinuation
Target weight tapering (240/353)

achieved
N=353 =2.1% : :
Average weight remained

Semaglutide 2.4 mg Additional weight loss belom’/tc;IcLsconter}uatio’rl level
for about 1 year during gradual dose reduction (FH 7ts X 71F)

Starting point Tapering phase

bl

Post-stop follow-

up
Restart subgroup within 26 weeks

Weight change before restart
indicating need for re-escalation

Seier S et al. ECO 2024. TAILGATE abstract GC4.271.



Dose reduction and maintain : SURMOUNT-MAINTAIN

+ 525 double-blind maintenance phase
« Primary endpoint: original baseline CHH| X|& 3}
* Rescue: week 24 0| % ZZEE2| >50% regain Al &&

« Dietary and physical activity counseling X|Z

* Design:

Open-label lead-in 603
tirzepatide MTD
n=441

>5% Zt X}
randomized n=378

Placebo
n=94

Horn D, Aronne L, Wharton S et al. Lancet. 2026;407:2305-2318. 16



Dose reduction and maintain : SURMOUNT-MAINTAIN

Original baseline CHH| X|Z H2}(%)

e MTD vs placebo: —12.0 percentage points

* 5 mg vs placebo: —6.6 percentage points

* 5 mg step-down placeboZ Ct 5K Gt

MTDR} &5t %S

-22.0% -21.9%
Week 60 MTD 5 mg Placebo

Horn D, Aronne L, Wharton S et al. Lancet. 2026;407:2305-2318. 17



Dose reduction and maintain : SURMOUNT-MAINTAIN

>50% regain H| 2 (%) >80% T 7 X| HE(%)

67.0% 69.1%

8.0% 10.5%

MTD 5 mg Placebo MTD 5 mg Placebo

OFE 2O 2 QX|A| MTD B[ XS 7t /80| B7t6t2 2, step-down close monitoring2t A X8

Horn D, Aronne L, Wharton S et al. Lancet. 2026;407:2305-2318. 18



Switch from injectable to oral regimen: ATTAIN-
MAINTAIN

tirzepatide === semaglutide2 ¥ 2 Z'E 2 oral GLP-1 RAE HOIL} |X|g = AE=71?

SURMOUNT-5 ATTAIN-MAINTAIN Randomized cohorts
Cohort OFG PBO
72 weeks injectable 52 weeks transition
therapy - phase —  T1zP 125 80
, SEMA 105 66
« Cohort 1: « Orforglipron 36 mg
tirzepatide or MTD
« Cohort 2: « Comparator: Primary endpoint:
semaglutide placebo % maintenance of
- Eligibility: >5% + Rescue if 250% SURMOUNT-5 weight
weight reduction regain after week 24 reduction among

plateau achievers

Aronne LJ et al. Nat Med. 2026. https://doi.org/10.1038/s41591-026-04386-7 19



Switch from injectable to oral regimen: ATTAIN-MAINTAIN

Prior tirzepatide: Z& X2 (%) Prior semaglutide: Z& /X2 (%)

79.3%
74.7%

OFG Placebo OFG Placebo

« orforglipron= placebo2Ct O|™ M& A& E2 O HO| FX|M 2, transition therapy ME2| Z2HE NS
glip P Py

Aronne LJ et al. Nat Med. 2026. https://doi.org/10.1038/s41591-026-04386-7
20



Switch from injectable to oral regimen: ATTAIN-MAINTAIN

Cardiometabolic preservation
Waist circumference 22~ 74X

-4 7117
HbA1c 2HE & S X|

glucose, insulin, TG/non-HDL, SBP &

Safety and tolerability
ZQ O|A&Ht-S: nausea, constipation, diarrhea
O 22 mild-moderate
B8 serious AE= placebo2t FA

'

. F#t £7|0|= Gl symptomS AFK MBS} D titration 7|7H0] OFF Z
=
=

dd 2LEHE 2R
e transition2 E=CHO| OfL|2} SX| KB ZEE NZHSI= Mk

Aronne LJ et al. Nat Med. 2026.



Switch from injectable to oral regimen: Prospective real-world

0o 1 = Vo ¥

Design
Prospective real-world cohort
12 months 6 months Up to 24 months
N 105 GLP-1 RA therapy % transition care % weight outcomes
i Achieve successful weight Switch to cost-effective Assess maintenance
EREE R E] 36.4 kg/m? loss generic AOMs after transition
Transition subgroup 40 to generic AOMs
GLP-1 phase 12 months Key weight outcomes in transition subgroup
Transition care 6 months 12 months 18 months Later follow-up
Fo"ow_up 6, 12, 18, 24 months _18.3% MaintainEd _25.5%
total average weight loss
mean BMI 27.9 kg/m? mean BMI 27.9 kg/m? vs initial visit

* Frequently used generic AOMs: metformin 80%, topiramate 32.5%, bupropion 32.5%

* injection burden, H| &, B2 &X|Z = 0| M A appetite-craving-insulin resistance=S 74

o AK| 20| M= contraindication, 3| 7FAFEH, 2HXF MS & H| S S| 18

Paddu NU et al. Obesity (Silver Spring). 2024,32:2255-2263. 21



From Phenotype to Treatment Path: Practical Maintenance Strategy

®

O

®

®

Continue Dose reduction Switch Stop
ME7t nelEy PN =HY e fxd 2ol 7ts9
« 52X Of'd, BMI 37 « 45N Hd, 14% L& = « 39M| 04, tirzepatideZ « 34M| Hd, BMI 29—25
. tirzepatideZ2 18% & 67HE 28 20% L& ¢ 12% 4™ = 14 0|4 ¢t
« 4T Al A 2.0FA] X « 25 A At adherence % o TALH| F7| AP BE 7S
« OSA- 1Y Ftt T - HE =X - dEesd 7 5
- - BE A A g 57} 23 . SHrEs gl
- Hl& SE QS
sk 57| SX|K|E Ko Mk 2K RagYoR Mk 12 9K %2R M) S0 = pxotE
e AN dE Mzt 2LEHZ
@ = sum2 2RERC ST YUY, AR phenotype, SR, At M Eof utat 2




Phenotype-based strategy and structured monitoring

2tX} phenotype'®

M2k Melal X3} BL|E{2

X
H

7t 218, A2 phenotype, SHtESH
MS T2 HHHs X|Z A2} restart triggers MHEHLICY

ol ol

21X} phenotype 47}

J Vv J
4% phenotype surag HI8- M3
/%1 oY 291 Hay, ¥s

7
v
Xg Z2 d- +E3} 2LEY THAIZ E2|H 273
JHQIeHEl T2 XNE FX % "ot restart trigger

=4 ¥l
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Step 1. H|Z ZS7F 1S

7| 4 50| 2 2K} Emotional / binge eating
biological compensation 7t hedonic hunger, craving

53 ol o4
visceral fat 1, energy
expenditure |

Weight cycling history

fat overshoot, insulin resistance

k1
-0
ot
M
r|o
nHE
01>|
r_>d

2 E O £%3 monitoringdt rescue plan0| 2R

Risk stratification for individualized maintenance intensity

Sarcopenic obesity
fat-free mass |, RMR |



Step 2. Lifestyle foundation: 2 H|& §X| ™=ko| 7|4t

Dietary
foundation

Protein adequacy
Meal structure
UPF restriction

hunger rebound -
OFAl/ZHA] 2

Physical

PA activity

Aerobic volume
Resistance training
NEAT

SOtZ!l energy
expenditure &£ 2t

Risk stratification for individualized maintenance intensity

Behavioral
support

Self-monitoring
Problem solving
Relapse planning

L2 regaing 7| E

Monitoring
M readiness

Weekly weight
Appetite signal
Restart trigger

taper/stop A| QM &K



Step 3. %= X =

A EH
e ™1

Continue AOM

High relapse risk
strong appetite drive
severe complications

Taper/
Dose reduction

stable >3 months
minimal hunger
cost/tolerability issue

Switch

injection burden/cost

ongoing appetite
control 28

Stop + monitor

low-risk phenotype
strong habits/support
restart trigger =&

40



Strategies of AOM treatment Weight Maintenance

Phenotype Suggested switch / step-down Evidence
Strong appetite / high relapse risk Continue GLP-1 RA or GIP/GLP-1 RA; consider lowest effective SURMOUNT-
€4pp gh relap dose MAINTAIN
Cost or injection burden Oral AOM transition Paddu et al. 2024
Insulin resistance / prediabetes Metformin ER, SGLT2 inhibitor DPP / DPPOS
. . . NQUER
Craving / night eating phentermine/topiramate, naltrexone/bupropion gng?éi /
Emotional eating / depression Naltrexone/bupropion; behavioral support COR trials
High-fat diet pattern Orlistat; diet-quality intervention XENDOS
SURMOUNT-
Stable low-risk responder Dose reduction or tapering with predefined restart trigger MAINTAIN /
TAILGATE caveat




Step 3. 1=3} BL|E{

Body weight

Waist
circumference

Appetite / craving
Labs / BP

Visit/check-in

Action threshold / frequency

home weekly tracking; >3-5%
regain

>1-2 cm rise with appetite rebound

hunger score 1, food noise returns

glucose, lipids, BP every 3—6 months

Month 1-6 monthly; stable 0| =
quarterly

H|= trigger
3-5% regain
= XA @3S

7t

Al & trigger
hunger score 1

craving/night eating
Mz

CHAL trigger
BP, glucose, TG &=t
siel=d 57t
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Take Home Messages

o H|Zt2 chronic relapsing diseaseO|H, ME &2 X2 S &7} OFL|C|,

« 4B B 7t= appetite, energy expenditure, reward, adipose adaptationO| &7 BtE= ME 3% & AHO|CH

« 22 T2 T2 transitionO| M, taper/transition/monitoring A 0| & QS}LCt,

« SURMOUNT-MAINTAIN2Z} ATTAIN-MAINTAINZ active maintenance®t step-down transition2| Z=HE XS
Ct.

« 27| 7Kl lifestyle foundation, medication path, monitoring, early re-escalation= 27 A A5l OF SHCT,

Long-term body weight maintenance requires chronic disease management.

ot
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Chronic disease control ®  Weight maintenance ; Regain prevention
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