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Objectives

It is well-known that tobacco smoking is related to various disease entities including chronic obstructive pulmonary

disease, inflammation, cardiovascular disease, and neoplasms. The prohibition of smoking is important for the protection of these
health problems. Regarding leptin, ghrelin, glucagon-like peptide 1 (GLP-1), and nerve growth factor (NGF) levels, correlations with
the smoking are suggested but the reports on the effects after smoking cessation are not sufficient.

Method The changes of plasma levels of leptin, ghrelin, GLP-1, and NGF levels were analyzed after quitting smoking in Korean
adults. Eleven participants succeeding in quitting smoking among 37 male smokers were included in the final analysis. The plasma
levels of NGF, leptin, ghrelin, and GLP-1 were measured before and after 8-weeks period of smoking cessation.

Results
ter 8 weeks of smoking cessation (p < 0.05).
Conclusion

The plasma level of leptin increased after 4 weeks of smoking cessation. In addition, the plasma level of NGF increased af-

Our results suggested that smoking cessation induces increases in leptin and the NGF level after smoking cessation.

Many toxic materials including nicotine in the cigarette may be related to these changes of plasma level of leptin and NGF, playing a

key role in neurogenesis and synaptic plasticity.
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B e At Aokl o] 85 Aol Tkt 8
2|9 A7, ZrEEet, Ag, )7 A
AAAR1 23y Aatel] sl 5elshlar, &l 9jds]e] e
ofeff R A7) XESIE 2784 e] At 71Xt et Be
gAEl UEE A9 =5 glo] EHlE = Aol 4
So17] flall Al AZojet e Algstlth 270 &
A= gt e AW FEY YrEls ko] Bt
A}, B AR a FEd e 33(Ed A, 1
Jea 27 §) HUERE e, 37989 A F
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AAF AU 235 OARE F245 AlAbste] AL Fd 24 8
Alof FE Aol A ZF =i €5 ghrelindt GLP-1 &
T+ Human Gut Hormone Multiplex Immunoassay
Kit(MILLIPLEX, Belmont, CA)E o|-835}o] 2A=%l1,
Y= leptind} NGF %%+ Human Adipokine Panel B
Multiplex Immunoassay Kit(MILLIPLEX, Belmont,
CA)E ol&sto] ZA= 3.
AIPHP7E AL S HolA] geug FAA o4
= W77 Slsto] xR HAE AHESISITh The Wil-
coxon signed ranks testi= 51 50| AulH4=0] 2}o]
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v10.0(SPSS Inc., Chicago, 1L, USA)o| BE EA|#le] &
Aol AFg-EATt p—value < 0.055 o3t Ao 2 7H3}
act
AT

2 b

FAE2] AH] 1t AfEs ohat ZoH(Table 1) ;
189] tigate] Bt A9 35,5 + 9,343 BMIO| ¥
T2 24.3 + 31kg/m* Ak F A129] Bt AF-2 19.2
+ 27MI9TE A AEARES 20,5 + 2.790]aL A
O 7 3}Fof Arsl= o] oFL 135 + 5.4 cigarettes/
day @itk old S A= AES 1.5 £ 1.39 Q%A F<9
2|} AHAIZEE 585 + 107.3Y0]30ct

Leptin, ghrelin, GLP—13} NGF9] 441 3 &= H3
P Qs 2447 =5 29 45§ 85 ol
ofl A EA15H3ITE Leptin®] Bt sE= 45AlA A
7¥st(p = 0.002) fF2JskA AtolE B oH(Fig, 1A), *
wF ghrelin g% 5 Hof| vls) asdh= A 12
U SA-CR §o4 Sl A BAFA= dotH(Fig.
1B). GLP-19] B4t &= 45740 3718t 854 =
¢ Ao] Ak} v|sslA st A B3O, ghrelin
ot VR 2 FAA SR Fo14d Sl AitE HolFA|
= &HFig. 10). 53] ¥%F NGF9| 5%+= leptin, ghre-
lin, GLP-19] A¥e} ge] 3¢ 4 4.5 pg/mLo|Sid Zo
Hlsl 4R =9 8RR F=ol A 242t 4.2 pg/mL, 8.3 pg/
mLE, 59 Ay} vlwste] 417 Fof oF7k 7hagt & 8
Aol S7FicHFig. 1). o] Zit= 8FA(p = 0.033)°l &
AR SR {253tk Table 2),
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Table 1. Baseline characteristics of the quitters
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Clinical characteristics

Baseline (n = 11) Range (Min. — Max.)

Mean £ SD
Demographics
Age (years) 355+ 93 24 — 52
Body mass index (kg/m?) 243 £ 3.1 18.4-298
Tobacco use
Age of first use (years) 192 + 27 14— 25
Duration of use (years) 20.5 + 2.7 14— 25
Amount of use (cigarettes/day) 13.5 + 5.4 4 — 20
Frequency of smoking cessation (times) 1.5+1.3 0-3
Maximal duration of smoking cessation (days) 58.5 £ 107.3 1 — 365
Scores of fagerstrom test 1.9 £ 20 0-7
Urinary cotinine level (ng/mL) 480.5 + 279.2 55— 907
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Fig. 1. Levels of leptin, ghrelin, glucagon-like peptide 1 (GLP-1), and nerve growth factor (NGF) after 8 weeks of smoking cessation. A :

leptin. B : Ghrelin. C : GLP-1. D : NGF. *: p < 0.05, ** : p < 0.01.

Table 2. Correlations of plasma levels leptin, ghrelin, glucagon-
like peptide 1 and nerve growth factor

Charicteristics  Baseline 4 week 8 week P
Leptin (pg/mL) 4,822 6,500 6,273 0.058
Ghrelin (pg/mL) 129 86 88 0.443
GLP-1 (pg/mL) 58 83 60 0.610
NGF (pg/mL) 4.5 4.2 8.3 0.033*
=1 p < 0.05
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