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Hol2 frgl vue vdmey A
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non—alcoholic fatty liver) % <&¥ A3t
d(type2 diabetes)¥} A¥/do] lom, olefg Agk WA A E, ST, HET,
agar AR Tl 9siA Sl fFEETia de A Atk (Talukdar et al., 2012;
Osborn et al., 2012). 53], o] FAAAE FE dAAMEZe} 1t AFste FHAMEE
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Io2E 23 FE Ak 3t F=A7F SUtekEA A AR E-FARE FEA-2
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g4k (Reactive oxygen species; ROS) GA| 1M 53} Ql&H AdAde] =2 9
15 T shuelth olelgh G4k AAde MEFZET ol &4, AXA 2EHA F
oy 7]de] o, FHt AF A= A Ed A9 NADPH oxidases (NOXs), 1 &
X2& B3 Ak Aol 1HANE 2 dEd AT fr=d Fasitt
= AS Bttt (Kim et al, 2017). o] dd7rellA= 7]&el zhol] gt &
CD11b*F4/80"" Fo M E7} opd, P EA5H= CD11b F4/80°" tiAa A7} 7
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Fig. 1. Zm|EAL] o)) A= CD11b*F4/80"°% th2]A|Eo ¢ TLR4-MD2 E3HA ¢}
NOX29 WEZE (endocytosis)S £3F ROS A 2L A4 Alo|E7Lel w7y =7k}

oled A Fx= 714 (Kim et al., 2017)

3. SElZol e B AT dALRg 2

7helZobRl (catecholamines)& 21 2 % FFAAA A EHH = T 2E0F

A, daul=d, =24y zds £t AAdE=E4  (neurotransmitter) ZA]
Zhgsto] Alubaeel b 24, olux] AR 9 A2 2EE ARG d4HA Ao
(Schulze et al., 2014). o]# & AAAGELAZA ] 283} vlEo], 7t Folrle H=t

A kel el 713t Al 2E 2R oY

H
i)
d

WS-8 4 Q=] ool 9Jd MEHdEe AXE s, T4 © AEAEA 5o AnE
el 4= 9t (Brown et al., 2003). Zhe|&FolwlS XA xS F&AES 359 v
U3 ANZES A, gxHgor a-ol=ddA FEAE B AoRE AFA
APl EFRISY] HE S T7HAI7IH, o9k RHE B-ol=dlddy FEAE F3 2eAd
g2 A E9E YebiY (Spengler et al., 1994). ®3F 22 A8k o E4) 8}
= M2 Bo tgAAlEE A2 FAE sl e Fe S A AT HuHdT

A
wHlE TR Fol Y AE B Rafol] #oE star AES Keke A
Uk o] AAEES Ao R FYPEe] D& A sk Mo XA AA
of S ASAIA AWaE AL T tiAbeh wE

(Davis et al., 2013) (Fig. 2).



Fig. 2. A A Eol e =0, o =al 25 w2y xds ¥ges shucl
ol ABAY A8 Acf) ARFAUVGE AAAEA A2 2
ARZA (a-ot=adad F84), FAZA(B-ot=aedd S8

[e]
ZHle} e Al Ve EET?}E} (Barnes et al., 2015).

S

ek olye}, Jhe|Eolle 1 AARE AH e ST dEA e, H
< A5 T3 wstol] wE HFY AL FH o] AWxA thAAEe] JhEEolwl w3
2 A3 Fre|Foll—wiA] A d Fae] iAol 7]dsittE Aol v Rt o] AT,
stz 2ls v ASo] A7IA Hal, o] 5o s AxA A AES] NLRP3

ZetukFo] EAdstEHA FHE|Eoldl F3ll 249 MAOA (Monoamine oxidase A)E %
7EA A FHE el w7 A A Ee7E A EA AapF o r i Aol FA R U=
A2E 71-dE A AT (Camell et al., 2017) (Fig. 3).

il

ro kr



“Stprvation survival
* sExprcise iolenance

p } Lpatyss

Mﬂ o < = i, s % of_ B A
0 ‘m U— — ‘w_\ vl_wAll
t O mum T o ¥ o m_m <
ie =1 —_ . o~ H =
T s B0 A B =
N ,_furmlmﬁ a
-~ m] —_ o ) s
W= w_ua gy o W T = E " s
ﬂvx_ O_‘_ ,Ir_vl [a\} O_E O_E _ﬂ*o_” ﬂ.ﬂ O_ X_l
L %%% 5 m ® o X
T 5T o o R oo o =
f ~ O o) X
: A EC omg T od P2
H o ) _ ] = 2.._ O_ ,_lryl
3 | Q HT m .;Iopﬂ ~ Y —_ I Tn g 1_|L
Z XM = =) o — < =~ K0 N
: MEgS T gt =55 %
LEED T I N
S o L >
Kem¥ ¥ 2 ® g @ X N
X Nr = N HA_l ~ = o ﬂA.l
sLEF it t¥szz *
o N O oTF T o H X of
o Hp M oE = C
‘\IL o © M,._All T 1 el B 'y Nk
A R Eaﬂﬂ@_ -
T oA, m X o oo o o o 3
W T o R E oo
™ 4 o X< T = =
ml - X = wT 5 LC fils) =
o o B X = o o i
%Eww w = M Kofo W O T
T T T Yy _Tm Eie
ﬂmﬁ@ﬁwoﬁaz Wu%g 53
o s Wonn ﬂ Ww - KO oy ﬁw X T
NooE SR ~ B T
s X o m I RPTE
~Hay PEN oo T E
L ome [ N, 3 ~—
X R o N oot o B o
R N M o T K oo
w BB o T X N KmN wr
= W Iy R CUNG < No B o T+

+ sk,

=

3}k

L

o

shefrrel e Al

[e)

SNERERED

A=

1

s

=
=

o]}

tl_T

3te e

A



O qgd gE 25 ATse] AdHry, APAL BANY ¢ A AZY )

5. FaE3H

1. Barnes M. A., Carson M. J. and Nair M. G. (2015) “Non-traditional cytokines:
How catecholamines and adipokines influence macrophages in immunity,
metabolism and the central nervous system.” Cytokine 72:210-219.

2. Brown S. W., Meyers R. T., Brennan K. M., Rumble ]J. M., Narasimhachari N.,
Perozzi E. F., et al. (2003) “Catecholamines in a macrophage cell line.”
JNeuroimmunol 135;47-55.

3. Camell C. D., Sander J., Spadaro O., Lee A., Nguyen K. Y., Wing A., Goldberg
E. L., Youm Y., Brown C. W., Elsworth J., Rodeheffer M. S., Schultze J. L. and
Dixit V. D. (2017) ‘“Inflammasome-driven catecholamine catabolism in
macrophages blunts lipolysis during ageing.” Nature 5;550(7674): 119-123.

4. Davis D, Carson M. An Introduction to CNS-resident microglia: definitions,
assays, and functional roles in health and disease. In: Cui C, Grandison L,
Noronha A, editors. Neural-immune interactions in brain function and alcohol
related disorders. US: Springer; 2013. p. 3-29.

5. Hart K. M., Fabre T., Sciurba J. C., Gieseck III R. L., Borthwick L. A,
Vannella K. M., Acciani T. H., Prado R. Q., Thompson R. W., White S., Soucy G.,
Bilodeau M., Ramalingam T. R., Arron J. R., Shoukry N. H. and Wynn T. A.
(2017) “Type 2 immunity is protective in metabolic disease but exacerbates
NAFLD collaboratively with TGF-B.” SciTranslMed 9, eaal3694.

6. Kim SY, Jeong JM, Kim SJ, Seo W, Kim MH, Choi WM, Yoo W, Lee JH, Shim
YR, Yi HS, Lee YS, Eun HS, Lee BS, Chun K, Kang SJ, Kim SC, Gao B, Kunos G,
Kim HM, Jeong WI. (2017) Nat Commun. 2017 Dec 21:8(1):2247. doi:
10.1038/s41467-017-02325-2.

7. Li P.,, Oh D. Y, Bandyopadhyay G., Lagakos W. S., Talukdar S., Osborn O.,
Johnson A., Chung H., Mayoral R., Maris M., Ofrecio J. M., Taguchi S., Lu M.
and Olefsky J. M. (2015) “LTB4 promotes insulin resistance in obese mice by
acting on macrophages, hepatocytes and myocytes.” NatMed21(3): 239-247.

8. Osborn O. and Olefsky J. M. (2012) “The cellular and signaling networks
linking the immune system and metabolism in disease.” NatMed 18:363-374.

9. Schulze J., Vogelgesang A. and Dressea A. (2014) “Catecholamines, steroids
and immune alterations in ischemic stroke and other acute diseases.” AgingDis
5;327-39.



10. Spengler R. N., Chensue S. W., Giacherio D. A., Blenk N. and Kunkel S. L.
(1994) “Endogenous norepinephrine regulates tumor necrosis factor-alpha
production from macrophages in vitro.” JImmunol 152:3024-31.

11. Talukdar S., Oh D. Y., Bandyopadhyay G., Li D., Xu J., McNelis J., Lu M., Li
P., Yan Q., Zhu Y., Ofrecio J., Lin M., Brenner M. B. and Olefsky J. M. (2012)
“Neutrophils mediate insulin resistance in mice fed a high-fat-diet through
secreted elastase.” NatMed 18(9):1407-12.



