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= X7 ZTE M= *MS7t: GLP-1 receptor
agonists
Semaglutide (STEP-1 extension)
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%E X5 FSTHZ MF XS 7t GLP-1 receptor agonists

(A) Systolic blood pressure (B) Diastolic blood pressure

Semaglutide (STEP-1 extension) S T —
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%S X2 STHF MF XS 7} GLP-1 /GIP Dual agonists

Tirzepatide (SURMOUNT-4 withdrawal trial) : 36 open-label tirzepatide — O| % randomization

E] Percent change in body weight (week 0-88)

Overall mean baseline body weight=107.3 kg
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£ -204
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Tirzepatide
e . . . . —
0 4 8 12 16 20 24 28 32 36 40 52 64 76 88 Hybrid
imputation
Tine after start of lead-in period, wk
No. at risk
Tirzepatide lead-in 670 666 669 668 667 667 669 663 659 60
Tirzepatide 35333 328 317 310 310 335
Placebo 385330 317 303 292 289 335

B -21% HT g2

Aronne LJ, et al. JAMA. 2024 Jan 2;331(1):38-48.



* Lorcaserine * Liraglutide
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> Nissen SE, et al. JAMA. 2016;315(10):990-1004. ; . CaroR et al. Evidence-Based Practice 26(5):p 7-8, May 2023. | DOI: 10.1097/EBP.0000000000001786
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Trajectory of weight regain after cessation of GLP-1 receptor agonists

1001

Trial

- STEP 1
+++«@---- SCALE Obesity

L Plateau level: 7DI- (EDI:El_l I-”%Ej-l 756%77|-X|
-—---— STEP4

=7} (95% Cl 68.5-82.7)

Regain half-life: 23.0 weeks
19 2 JO= ME 42 =244 40.2%

87

Weight regained (% of weight lost)

0 4 8 2 16 20 24 28 32 36 40 44 48 52 56 60
Weeks after cessation

Budini B. et al. eClinicalMedicine, 2026; 0
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- Weight regain following the cessation
thy Visual abstract :)
of medication for weight management

€€ summar People return to their baseline weight within 1.7 years on average
y Q after stopping treatment with any weight management medication,
and just 1.5 years after using semaglutide or tirzepatide

A . Systematic review | Trials (randomised, non-randomised, single arm)
%
B Study design pﬁj and meta-analysis | and cohort studies (prospective or retrospective)

B Data sources B 37 studies | 9341 participants 218 years old with overweight or obesity

§[® Comparison Intervention Control

Pharmacological interventions currently § Non-pharmacological weight

or previously licensed for weight loss loss interventions or placebos

# 6322

th Giitcormisn All medication = = Newer incretin mimetics
-=== Allincretin mimetics —— Behavioural programmes g
S \ A%

Weight loss phase

10§ 1

s, 1
/'"lll ] (N

Extension of model

-10 .

Change in body weight
from baseline (kg)
(9]

prediction beyond
\ il available data
8. - 3
-15 1 1 1 1 L 1 |
0 12 24 38 52 76 104

Time since end of intervention (weeks)

& https://bit.ly/bmj-weight © 2025 BM) Publishing Group Ltd

West S, et al. BMJ. 2026;392:e085304.

oh2 ETHS HIE WSt
H: +0.4 kg/month
GLP-1 RA: +0.6-0.7 kg/month
Tirzepatide: +0.7-0.8 kg/month
dSKX| =2 S +0.1 kg/month
> 4 217l 55 rebound=
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(semaglutide/tirzepatide: 1.5 )
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@ Appetite Hormone Rebound (Homeostatic Drive) @ Persistent Adaptive Thermogenesis
«  GLP-1tone « RMR J (0N ECHDEDEZEA)
« A Ghrelin - H2Z 235 E4d (Non-exercise Activity
« J PYY, CCK Thermogenesis, NEAT) {
« U Leptin (fat mass &2 HHH) « T3 /SNStone |

-> Of| L X] 2H| 4 SEf 17
HE2 42X, 7| =L AE2 baseline2 2
CIE PR,

— Hyperphagia

(3 CNS Reward System Amplification (Hedonic Drive) @ Adipose Tissue Memory
* Dopaminergic food reward T * Fat cell number X
* Hedonic drive T e Lipid refill phenomenon
* Hyper-palatable food sensitivity S 7} - OUX 22X A H
> HAFSAM MAl =7} - Fat overshoot 7} 574

Weight loss > Hypometabolism + Hyperphagia-> Drug withdrawal-> Full biological rebound-> Rapid regain



ghrelin T
adaptive thermogenesis T

(@ Emotional / Binge eating Disorder history
Eating behavior dysregulation
emotional eating
binge eating
food reward sensitivity

XS &2 2 hedonic hunger rebound/hyper-palatable food intake S 7}



ME HS7t 12

(3 Sarcopenic obesity
fat-free mass & 2>, resting metabolic rate & 2~

&= 22 2 > metabolic adaptation 57}

@ I3 o|= ofd
estrogen &4
visceral fat S 7f/muscle loss
leptin sensitivity 28 2~

energy expenditure Z4 2



ME HS7t 12

(B Weight cycling history
visceral fat accumulation
insulin resistance S/}
-> Repeated overshoot hypothesis

Risk C. Repeated overshoot

variables (dnift in baseline)

B. Repeated overshoot
/ (no drift in baseline)

\

A. Control values

>
Time



A LA &2t early signals
k= STHH Ch3 Hel 7L Ho|H o=
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1. Appetite signals . 2. Body composition signals . 3. Weight trajectory signals
: * hunger score I * fat-free mass 442 « X|E plateau O| M A2 5
o« AAZHTAES * RMRZ2 7t

* late night eating 57
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7] k= QX| (Maintenance
therapy)

Dose Down-Titration / Gradual
Discontinuation

Transition pharmacotherapy

Lifestyle & behavioral
intervention

Structured monitoring
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. SFX} ZF 7 OIK} Thorp HH. More questions than answers. Science. 2023;382(6676):1213.
1. YOtL} @2l M Of St=7}?
2. X tapering 7t 2H71?
3. O 2tXt= RX| 7t
4. combination therapy/f 2 23t7}?




Dose Down-Titration / Gradual Discontinuation

Semaglutide tapering study
353 patients with target weight achieved
1t 9-week dose taper with diet + lifestyle coaching

Follow up : —.53 Tt 26 F
Results : L5 2kXIO| A= tapering2 2 K| 7tsH oLt ME+E=ETEH EHE

Outcome Result
weight change -1.5% additional loss
_ — AN 7 Hge
successful maintenance majority v SASH oS =L}
Semaglutide A & O ~20% v Ns /Al 7Isd8S =2 = Us

Seier S et al. at: European Congress on Obesity (ECO); 2024; Venice, ltaly. Abstract GC4.271. Tapering semaglutide to
the most effective dose: real-world evidence from a digital weight management programme (TAILGATE). Presented



Tapering Schedule (0l

Slow dose reduction and increase injection interval

Semaglutide

1.

Month 1: Reduce weekly dose by 25% (e.g.,
from 2.4mg to 1.7mg)

Month 2: Reduce dose further (e.g., to 1.0mg).

Month 3: Space out injections further, such as
every 10 to 14 days.

Final Step: Discontinue once a low, consistent
dosage is reached.

Tirzepatide

1.

Month 1: Reduce weekly dose (e.g., from
15mg to 12.5mg)

Month 2: Reduce dose further (e.g., to 10mg).
Month 3: Space out injections further, such as
every 10 to 14 days.

Final Step: Discontinue once a low, consistent
dosage is reached.



Transition Pharmacotherapy

Sequential therapy concept: GLP-1 withdrawal - C}E 2F= 2 maintenance bridge

real-world cohort study
BMI >35 kg/m?

18-month program (12 months of treatment plus 6 months to transition care) :
1 yr GLP-1 = 6 month transition care (Metformin 80%, Topiramate 32.5%,
Bupropion 32.5% , phentermine < F20% )
Follow-up = 2 years
Results
Weight loss after GLP-1 phase : = -=18% mean weight loss
Atter transition therapy: Weight loss maintained/ €& StXIO| A =71 M5
VA g

Final outcome = -25% total weight loss

GLP1 0| Z aom: A &, QA= BIX 2, craving, satietyE 74 'Fof= CH QL

Paddu NU et al. Obesity (Silver Spring). 2024 Dec;32(12):2255-2263.



Transition Pharmacotherapy

A. 2l Bl X e /i HEHA A
e Metformin ER =4

B. Craving/OFAl/H A Al H
e Phentermine/ topiramate =2 A
* bupropion/ naltrexone = &} A

CRBU/RI|H/AYHNY

=
* bupropion/ naltrexone = &} A

Paddu NU et al. Obesity (Silver Spring). 2024 Dec;32(12):2255-2263.



Novel strategies for medical management of obesity

Model C — Refractory obesity

Model B — Obesity remission

Initial obesty vist: wt 228
s, BM 36.9 ke/m’

Oral
>

o (ot T
90 1bs (-39.6% of TWL)
BMI 22.3 kgm?

Wi 381 Ibs, BMI 63.4 kg/m?

Interstitial lung disease pre-
transplant
.o , "
v
\ Initial obesity
N\ Reflux, Issves visit: wt 216 Ibs,
" by BMI 359 kgim'
\ malabsorption  RYGB
IVSGIn2016 % % revision
- bt " -~ 'ml
W 238 pounds, BMI "\
396; 37.5% TBWL@ '
nadir >

Phenterminetopiramate + L
semagiutide 2 4mg'week ‘ |

Maintenance: Off AOMs completely, maintaining BMI 20
MTF 760mg daily + WE126 Ibs, 41.6% TBWL medical; -66.9%
topiramate 25mg combined surgical + medical TBWL, BMI
dally pm 21 kgm?

Transition pharmacotherapy
7t% &3t type
GLP-1 induction therapy ->

weight loss achieved ->
transition pharmacotherapy

v appetite control 3 X
v |:||_9_ ZEAN

Srivastava G, Am J Clin Nutr. 2025 Sep;122(3):866-885.

Drug discontinuation 7t'&
2ol 2FEf

lifestyle adherence 3=
metabolic adaptation X &

GLP-1 induction therapy -> weight loss
achieved -> drug discontinuation ->
lifestyle maintenance, weight monitoring,
relapse Of &

74 years old HTN, HLP,

OSA. hypotiyroidiem, 270 1bs; BMI
prediabetes 483 kg, -
*83% wt regain

288 pounds; BMI 494 from nadir

kgm?

182 5 Unable to maintain weight without novel AOM

BMI 31.2 kg,
36.8% TWBL

Life-long pharmacotherapy
ZEEX| = -2 HS WSt
severe obesity

high appetite drive
rapid regain

GLP-1 therapy -> long-term maintenance

Semaglutide /tirzepatide/combination
pharmacotherapy/ bariatric surgery




Behaviora *maintain lifestyle changes

1 & « U= X=E GI=HLH 1ifestyle

: changes + behavioral therapy
Lifestyle - 7 dE58F 7
Intervent

10ns




Exercise Therapy in Weight Maintenance

MHEE. §|Z 220} H = 3|2 23HEX|) Total Daily Energy Expenditure
o UFE[HA HEElE= T QI € CURRENTLY EXERCISING

[ -
EAT TYPE OF EXERCISE
DURATION OF EXERCISE

BODY AND STATURE OF THE PERSON

EXERCISING
o cC ~ b
I:I_I-7| g; (S 67H—éJ)O-I|A-I EI-AO-Iol_l- x-"3 7=I-E°-|:2| R | INFLUENCEDBY:
9F 20% (2.0~3.0kg) Ol 7| O NEAT E B
Weight maintenance is more exercise- " FLUCTUATES BETWEEN INDIVIDUALS)

dependent than weight loss itself.

« MEAL COMPOSITION
PROTEIN & FIBRE CONTENT OF FOOD
« HYDRATION

SLEEP
TRAINING STATUS (OVERTRAINED)
ENERGY AVAILABILITY
CURRENT HORMONAL PROFILE
HYBRATION
BODYMASS
BODYCOMPOSITION  # J SPORTS NUTRITION
NUTRIENT BALANCE & | AUSTRALIA
@‘ l“n :

/ R S |
@australiansportsnutritionist

= g GMAMEAT), H RS 2 MM(NEAT), 2419 G L INTEF), &A1 = CHAFE (RMR)

Mo

Oppert, J. M., et al. (2023). Rev Endocr Metab Disord 24(5): 937-949. Oppert JM , et al. Obes Rev. 2021 Jul;22 Suppl 4(Suppl 4):e13273.
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Why Exercise Is Critical i1n Maintenance \

enerqgy
expenditure

+ fat
oxidation

Mechanisms compensatory
hyvperphagia

t 1nsulin
sensitivity

Exercise counteracts adaptive
thermogenesis and appetite
dysregulation.

of fat-free




Exercise Therapy in Weight Maintenance
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1. M3 QX9 GITE AN BS 24

(Casanova N et al. Br J Nutr.

*awm2022;7:1—28 )

2. i MNESE S LotLfe
(Jakicic JM, et al. Arch

Intern Med. 2008;168(14) :1550-
1559

3. N&d230| O zapHelvte
(Hintze LJ, et al. Physiol
Behav. 2018 May 15;189:99-106)
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Exercise alone 1s

insufficient without

increasing NEAT

4 Dose-response effect

+30 min/week -
* -0.5 kg weight
* | wailst
circumference

srrbodyTtat s

" Resistance training

alone 1s insufficient -

must combine with

~.aerobic exercise




Exercise Therapy in Weight Maintenance

----------------------------------------------------------------------------------------------------------------------------------------------------
.
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: Daily movement
: Sedentary time 242~

. HEE A 7], standing time 22 (FH
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.
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v

8,000—10,000 steps/day)

-
S
------------------------------------------

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

o5 HE AL {FX]|

* Prevents decline in resting
metabolic rate after weight
loss

NEAT 57|
e Major contributor to TEE
variability

« @ after weight loss -
promotes regain

Jayedi A, et al. JAMA Netw Open. 2024;7:€2452185.: Lopez P, et al. Obes Rev. 2022;23:e13428; Oppert J-M, et al. Rev Endocr Metab Disord. 2023;24:937-949



Exercise Strategy After Weight
Loss

Step 1 (early phase: 0-3 7H&
e Start: 2150 min/week
* ITnitiate resistance training

Step 2 (3-670¥)
* Tncrease to 200-300

min/week

* Reinforce adherence
Step 3 (high-risk
regain)

* Increase NEAT

* Reassess diet &
behavior

* Consider
pharmacotherapy



: High Protein Intake
i+ 1.2-1.6 g/kg/day

: + Lean mass preservation
: » Satiety T

*
0 o
---------------------------------------------------------------------------------------

---------------------------------------------------------------------------------------
. .
o

Diet quality (Whole-Food Diet Pattern)

* Vegetables, legumes
. i« Fish, whole grains
* Mediterranean-style pattern

o
0 o
---------------------------------------------------------------------------------------

Ultra-Processed Food Restriction
* Avoid packaged snacks
e Sugar-sweetened beverages
Refined carbohydrates

Low Energy Density Meals
¥ vegetables
7a protein
% whole grains

---------------------------------------------------------------------------------------
. .
o

Structured Meal Pattern

* 3regular meals/day
: i« Limit late-night eating
i i+ Consistent meal timing

o
0 o
---------------------------------------------------------------------------------------



H=s 7% fle A ¥ : High Protein Intake

Experimental Control Std. Mean Difference Std. Mean Difference
Study or Subgroup Mean SD Total Mean SD Total Weight 1V, di 95% CI v, d 95% CI
== 1 m x I_ E I_ 1.1.1 Higher protein
_Il |-x-|| 3 CC —_ D O 2 8 7 5 O x —_— E A Aller 2014 3.8 473 65 5.8 472 47 10.0% -0.42[-0.80, -0.04)
—4 L L— o — [ | = (@) Claessens 2009 -1.09 334 32 119 15.16 16  4.0% -0.25(-0.85, 0.36) f—
Delbridge 2009 3 927 71 43 1171 70 13.2% -0.12[-0.45,0.21) —_—t
(@) E —'—o I_ 2 1 7 H O:I 1 O | D_” |_ = A—I Hursel 2009 05 746 20 3 7.8 10 25% -0.32[-1.09,0.44] —
I - Hursel 2009 05 72 20 3 78 10 25% -0.33[-1.09,0.44] =
_—  — L I — | Kjolbaek 2017 1.76 4.68 49 223 3.78 15 4.3%  -0.10 [-0.68, 0.48] R
H | 4% | Kjolbaek 2017 201 4.62 47 223 3.78 16 4.5%  -0.05[-0.62,0.52]
El_ H x A | == 7 |_ A EI_ ( 127H o:l ) Kjolbaek 2017 219 46 46 223 3.78 16 4.5%  -0.01[-0.58, 0.56)
— T © ;L Larsen 2010 0.57 552 107 167 519 47 12.2% -0.20[-0.55,0.14] —_—
— = d o 1= — ’ 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 1085 60 10.5% -0.20[-0.57,0.17) —_—t
Al O C}k X AL TEA A L__l- 47 O:I Westerterp-Plantenga 2004 11117 92 2 1075 91 17.2%  -0.09 [-0.38, 0.20] —
| o | i = L— [T ) Subtotal (95% CI) 664 504 100.0% -0.17 [-0.29, -0.05] L 2
x Heterogeneity: Tau? = 0.00; Chi? = 3.08, df = 11 (P = 0.99); I’ = 0%
— |- (3 H |_I I ), - o .. index
Aller 2014 5.8 4.86 63 3.7 4.64 49 26.1% 0.44 [0.06, 0.82] —
ot OH El = E-” Al‘ 37H O:I __I.l. Larsen 2010 0.33 4.85 106 1.67 519 48 27.6% -0.27[-0.61,0.07) —
o 1 = L — ) Larsen 2010 -0.38 6.47 62 0.57 552 107 28.8% -0.16[-0.47, 0.15] _—
Philippou 2008 07 29 23 03 19 19 174% -0.39(-1.01,0.22) ——
.| A'l O X| M=x AI |_—_I_ 7 O:I Subtotal (95% Cl) 254 223 100.0% -0.07 [-0.43, 0.28] e
| ] -I—I— = H —r — ! (3 ! ) Heterogeneity: Tau® = 0.09; Chi* = 9.61, df = 3 (P = 0.02); I’ = 69%
verall effect: Z = 0.42 (P = 0.68)
e
7| El- |:|.O|:o|. 7HOI 67H 04;_ en tea or EGCG
O — =] — Bajerska 2015 22 216 23 15 202 21 235%  0.03[-0.56,0.62] —
Hursel 2009 01 74 20 3 78 20 20.9% -0.40[-1.03,0.23] —_—
Kovacs 2004 1.7 11.8 52 1.1 1007 52 55.6%  0.05[-0.33,0.44) T
Subtotal (95% C1) 95 93 100.0% -0.05 [-0.33,0.24]
Heteraaeneitv: Tan? = 0 00° Chi? = 1.55, df = 2 (P = 0.46); I* = 0%
CHel Xl M| =71 AICEO| K| = 2| XI= 7 o
% o 7 O X e 7 D Conlpaeamoreicatid (CLA)
— 1 = T o L 6 o Kamphuis 2003 34 74 14 14 831 13 17.3%  0.25[-0.51,1.01) —T—

t:Z=0.34(P=0.73)

Kamphuis 2003 1.9 8.02 13 1.3 8.73 14 17.4% 0.07 [-0.69, 0.82] —
4H0| fo|ot 2 A 27 UR/[ S (SMD 0.17, SRR, POy NS oS gk i =
95% C1 0.29, 0.05, z = 2.80, p = 0.005)

Kristensen 2017 0.43 2.3 81 0.36 2.7 88 85.8% 0.03 [-0.27, 0.33])

Pasman 1997 7 11.92 10 6.7 11.29 6 7.6% 0.02 [-0.99, 1.04] T
Pasman 1997 11.1 8.81 10 6.7 11.29 S 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%
rall effect: Z = 0.38 (P = 0.71)

llaneous
Due 2008 25 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] —_—r
Hauner 2001 0 10.96 37 0.6 13.36 38 18.6% -0.05 [-0.50, 0.40] .
Lejeune 2003 1.9 11.27 48 1.1 953 48  23.8% 0.08 [-0.32, 0.48] —_—{r—
Pasman2 1997 51.1 109 13 85.5 55.8 S 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] _— =
Subtotal (95% CI) 274 177 100.0% -0.11 [-0.30, 0.09] e

Heterogeneity: Tau® = 0.00; Chi* = 4.41, df = 8 (P = 0.82); I’ = 0%
Test for overall effect: Z = 1.09 (P = 0.28)

Van Baak MA, et al. Nutrients. 2019 Aug 15:11(8):1916.

-1 -0.5 0 0.5 1
Favours [experimental] Favours [control]



High Protein Intake
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van Baak, M. A. and E. C. M. Mariman (2023). Nat Rev Endocrinol 19(11): 655-670.



HE X st MA 28 : Diet quality (Whole-Food Diet
Pattern)
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Muhammad, H. F. L. et al. Nutrients 9, 1205 (2017)



E 2|5t MAl 28 . Structured Meal Pattern
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Gwin JA, et al..

Adv Nutr. 2018 Nov 1;9(6):717-725.



Structured Meal Pattern
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HE 7%l #let

Meal timing: Eat earlier in the day
Randomized, controlled, crossover trial

16 &F (37.3 £ 2.8 years, mean BMI 28.7 + 0.6 kg/m?

nZE 7| AA 6 7 8 9 10 11 12 13 14 15 16 17 18 19 20 21 22 23 24
|

At A4 A #%

2 AlA} 6 7 8 9 10 11 12 13 14 15 16 17 18 19 20 21 22 23 24

A A U

Vujovic N, et al . Cell Metab. 2022 Oct 4;34(10):1486-1498.e7
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MAF 8% . Structured Meal Pattern
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Late eating :

Regulation of
Energy Intake
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Vujovic N, et al . Cell Metab. 2022 Oct 4;34(10):1486-1498.e7
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ORIGINAL ARTICLE

Recovery from weight regain among long-term weight loss
maintainers in WW
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Hayes JF, et al. Obesity (Silver Spring). 2022 Dec;30(12):2404-2413.
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The MedWeight study: M|S2| 10% O| &= 4 &ot = 13 O| & FX|

AN S 7HAE 361 B (H = 32M|, H A 39%)

Men
Maintainers (n = 106) Regainers (n = 34)
oA x| M * 2065 + 639 2218 + 671
CHIE A3
(g/kg body 1.05 £ 042 0.85 + 0.36
weight)
N S 2= 1380 kcal & BO| AH] -
Aot Ao
A CIBEX| %S B2, 1Y, W AU AT EHMS
o= M, 202 2 KXW ] B H AF 43
M=)

ZIolA AL | 2 A T

o X3 % ‘

Karfopoulou E. Et al. Eur J Nutr. 2017 Apr;56(3):991-1002.
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Maintainers (n = 158)

[ (7 X Xh 2t & S0] CA| S7tet

Women

Regainers (n = 63)

1573 + 583 1644 + 597
1.01 + 0.36 0.82 + 0.25
= AMAFEIE, =21 4
AN S i
* p>0.05
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https://www.scienceopen.com/document?vid=41b66fdf-26c9-46bd-b8e1-9796d4148355

Structured Monitoring After Discontinuation

Early follow-up is critical : highest regain risk - first 3—6 months
Clinic visit : monthly first 6 months
Monitoring components : body weight /waist circumference/lifestyle adherence/ glucose, lipids, BP

Patient self-monitoring :
weekly weight tracking

Early intervention If weight regain >3-5%

NICE guideline : weight-management programs should provide 21 year follow-up support

National Institute for Health and Care Excellence. Weight management: lifestyle services for overweight or obese adults. NICE guideline PH53. 2014.



Take Home Message
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