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Iﬁﬂﬂﬂ@gﬂﬁuﬁa% (chronic obstructive pulmonary
disease; COPD) \Iulsasassvasszuunaiduniala
nfifnruzduda nsganusasmaduwnsleatnenis
2 \ o A an o & &
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(health data center; HDC) W11 ﬁf’lu’suﬂ%\iﬁﬁjﬂmﬁ
871130115 wazdaadsunsn lulsaweunadl
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st bafianudaiuiinangiuaivayuin nsdniay
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non-type 2 inflammation I@ﬂmsmammymnmmaa
léun T-lymphocyte (82ulwnjiil CD8) neutrophil uag
macrophage YA AN InasanINAegaInuNTaNIEL
wanewiia lauA leukotriene B4, interleukin (IL) 8 WAz
tumor necrosis factor o aﬂ'n"liﬁmﬂuﬂaqﬁuwmw
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(oxidative stress) WaEIFYWIMIANAY IL-25 IL-33
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Lee thymic stromal lymphopoietin (TSLP) s‘ﬁx‘lmimﬁi’]ﬁ
a:ﬂizﬁuizuugﬁﬁwﬁuﬁy’a helper T cell 3fiafi 2 (Th2)
k&2 innate lymphoid cells ﬂﬁi&l‘ﬁ 2 (ILC2) anazu 1y
éﬂ’]i%ﬁdvlﬁimvlﬂﬁ"ﬁﬁﬂ‘ﬁl 2 (type 2 cytokines) laun
IL-13 IL-4 W&z IL-5 %aﬁuwmwﬁnﬁmﬂunwﬂ%’uLﬂf\:"mu
wensanwvaamadungle doil

- IL-13 ﬂi:@funs:mun’mﬂﬁmuamwmaa
goblet cell genalifimmasifionunialngd (mucus
hypersecretion) LLazmﬁmﬁ’llﬁLﬁ@W\‘iﬁm (fibrosis) #1
Vl,ﬂginm,ﬂé"ﬂﬂmaa%”wmaLaum ol90190177 (airway
remodeling)

- IL-4 uaz IL-13 SauAunszdu B lymphocyte
TWiAanszuauns class switching taa31s immuno-
globulin E (IgE) 3auﬁaLﬁwmwé"amimml,nskmmao
mast cell LLag basophil mﬁﬂ’sﬁﬂﬁ macrophage
Wasnuladluiflusiia M2 aigadasiunszuinms
dnLauNuW

- IL-5 ﬁu‘nm‘nlummszéjﬂmngniﬁa%a
eosinophil WASYNIIUIINAY IL-4 Uaz IL-13 §INa A
eosinophil i TunguARAimMudunizla danaliszdu
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eosinophil Tumaidunisle uazluifeafingstn

midnisuziiad 2 wulduinlulsanfiuw uas
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JuusIvaslin nMIaassvesauTInnNlen uaziia
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= a s 1 = %] a =
fﬂwmiwwmﬂqummmqiﬂuiﬂauaaLLaumua@
(monoclonal antibodies) l@un anti-interleukin-5/5
receptor LLae anti-interleukin-4 receptor alpha (IL-4Ro.)
4. & _ X .
LWBBUES type 2 cytokines I@ﬂﬂﬂﬂ’a’mm}qul,uuﬂ
¢ g o v o
UNUINUILN dupilumab Tiaangndatwnglun v
IL-4R0L N WRUI880820IAITUIINTERING IL-4 Wa
IL-13

1ladENs=AUAN ) LU ATUYWS n1sAnEa niziAZanaandLadl (oxidative stress)
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Damaged respiratory epithelial cells

IL-25, IL-33, TSLP

v

Type 2 cytokines

IL-13 IL-4

4—

IL-5 ]

Eosinophil activation
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\/
® Goblet cell hyperplasia

® Airway remodeling

® B cell class switching and IgE production
and mucus hypersecretion | @ Degranulation of mast cell and basophil

® M2 macrophage polarization

l in bone marrow

!

Eosinophil trafficking to tissue

IgE: Immunoglobulin, IL: Interleukin, ILC: Innate lymphoid cells, Th2: Type 2 T helper cells, TSLP: Thymic stromal lymphopoietin
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lulsatanganuizass’
ANUUINIINTUJUAV8Y Global Initiative for
Chronic Obstructive Lung Disease (GOLD) T w.e.
2569Vl,ﬁﬁmiaﬁLLuﬂmg;aJQﬂamﬁaﬁwﬁuﬂﬂﬁﬂmaaﬂ
du 3 ngu laun ngu A B uaz E lapfiansmnann
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Uszyanistaaannsulugag 1 3 Aduen wazanw
suuwssvasamslagliuuudszfiu dalt

- Modified Medical Research Council Dyspnea
(MMRC) L‘ﬂuLL‘uuﬂi:l,ﬁm:ﬁummfﬁn%aumﬁaﬂu

o A % o [ =
N1INIATATUIZTITH AT 0 09 4 AL lay
0 AZLUY Ad iﬁnmﬂia%aUL%ﬁaﬂmm:aaﬂﬁﬁdﬂw
DENIRTNLYINT RS 4 AZLL A j’?m‘m glanauinitas
VNLNAKNINNIZBENINNTNY KIDRD UKDV UGS
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- Chronic Airways Assessment Test (CAAT)
dunuudidwnelagmnwiiavesdiulaagans
X o « -
13859 1uwnIdszidnanns enusINIIn lwnNIUsEnay
ATavU92391 % mmqﬁ;”ﬁﬂﬁ LLa:ﬂaﬂuﬁuiamaaﬁacjﬂaﬂ
71 8 18 laelwgiholdazuunudaziito las 0 azuuu
Aa 81N3ANEA LAz 5 AZUUK A BINNTNIANIN UAD
PIAZLUBILARZRITDNITINAY ﬂ:LLuuqmmw%%ﬁ

Qs dl 1 Q
nIaNENAgavzviniy 40

]
va

Hilhanga A e f7ifiazuun mMRC 0-1 w3a
CAAT < 10 azuun wazhifdszifenn1snSuszau
ﬂmnmaﬁaguma‘lwﬁw 19 Arinuan uuzsihlwisuns
Snneu1usenaaaan (bronchodilator) G981aLi%
Iesnfineangniaunseaannnsenn neiuueiinlgen
°11mwaa@amﬁ(ﬂaanqw%mwuﬂuéﬁé’mnn anLiulu
%Tﬂmﬁﬁmmimﬂsl,a]é’ﬂmmﬁmtﬁnﬁamﬂuﬂ%@mn

dilaanga B fo fiifiazuus mMRC > 2 wie
CAAT > 10 azuuh wazhiddszifen1snSuszdu
ﬂmﬂmaﬁa;umﬂuma 1 P wan unzinlwsunms
%fﬂmﬁammmmwaa@amﬁ@aanqw%anaawﬁmfmﬁu

(dual bronchodilator) laun long-acting [32-agonist

100

(LABA) uaz long-acting muscarinic antagonist (LAMA)
wiai3undn LABAILAMA iasandndngiuuaasfis
ANTLASU LABA/LAMA 528N ulANaaws lun135nun
@ni1 LAMA siaLaen

dihanga E e el ianmaifneins
MFuIEaulwnaInIaTuLIIag1kas 1 aSsdiadl
laidnasfiazunu mMRC #3a CAAT winlsAiany uuziin
TWi5un35nEnday LABA/LAMA mmjﬂwﬁ'ﬁﬁ:ﬁu
cosinophil luldaadsud 300 radaalulasaastuly
viofilsasrmiulsafia arsRarsminnmssnendas
mmﬁmaﬂﬁ‘ﬁﬁﬂgm\iu (inhaled corticosteroids; ICS)
507U LABA waz LAMA tiasannslgensiuiu 3 oiia
(triple therapy) 9zaanNSaNLEUTBINILGEUAI]D LAz
Fruananuivasmaiaemsmisyldadneliinsda

NFDA

=) 1 Qs
lL%'JTI’]\‘]ﬂ’]‘S‘l]iglad%ﬂ'liﬁaua%aﬂﬂaﬂ'li‘iﬂ‘isﬂ
AURFINNTNAWNTINE 3-6 LHaw 3=UNT
UL UNIN0UIHIGaNIISNEN laaNANIKINNDINT
winvadrie udaiu 2 ngu Ae
1. 91NN goU (dyspnea)
a Yo o o d’ A a v o Qs
- madigthafliamawilaonay waaldednna
lunisaannmdinoam l@SUL1vL1 0% 8 oA NN UITR
o v ™ =3 ‘5
WWen wuzsnldSudusnvesnasaansiiaaangnd
8189 THRAIINAK (LABA/LAMA)
- NIMNLTEN LABA/LAMA uéiann3biiha e
% |d§ a [ d’ 6 1 = >
el wmsmn'ﬂsuLﬂaﬂuqﬂﬂsmg@wum nIaUTy
=) d’ o 1 FS qldg
mu@maaagmﬂa:aaamw"lﬂmmmaaﬂqwﬁ"l,mmu
#IDNINTIWUANEN ensifentrine s'ﬁal,ﬂumlumjwﬁuﬁa
phosphodiesterase e 3 Uas 4 (dual PDE3/PDE4
: e
inhibitor) AflgnInslunveeraeaay Lazaan1s
ANLRUVINSLaunala
2. 81N13N1L3U (exacerbation)
- mzﬁ;&”ﬂaﬂﬁdﬁmﬂﬁﬁ%‘%wmzvlﬁ%fummmﬂ

a a a o v dl | 1
NRDARNLWHUITUALA LD LL%Z%’]FL% LﬂaﬁuLﬂuﬂ’]ﬂQ&l
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fm1s10N 1.
nas A
AMNTHUIIVAIDINT AZWU% mMMRC 0-1 %38
CAAT < 10
szifarnisnsuln 19 laifann1snsy
NITNABNIITNBN PNV RRDARN

AZWU% MMRC > 2 %38

IE@AINISUS:TU 1ULNEUEU28 COPD la:msidanensuAulunissnunuosnsoisn

nau B nas E

AzWUY MMRC 138 CAAT

CAAT > 10 winbsianu
formsmsuluszaudunansnia
TUL > 1 afssiall
LABA/LAMA* LABA/LAMA*

©in Eos =300 cells/pL
LABA/LAMA/ICS*

“uuzh Mifenltuganusfiagasnanlugdniniwuafiaidiod (single-inhaler combination therapy) Laiiuauinialunsls

LR ATRH!

LABA/LAMA
- madidthefiomnGuemeldTu LABA/
LAMA 15#915a1@10326 eosinophil lisdondsiiin
ANt 9T e A luniInauauaInaILINgy ICS Fadh
e 71N eosinophil liiaa > 100 Lwaade
Tulasans uwsrinliAnen ICS Lﬁamuqmmmié’mau
lalfidluen 3 nga 393mu (triple therapy; LABA/LAMA/
ICS)
e 71N eosinophil liiaa < 100 twaade
Tulasans RAsanMTINELETUEI
81 azithromycin (250 AafnTu/n wie
500 Aaan5w 3 a5o/Fdaned) ﬁﬁnimﬂuﬂﬁngﬂmﬁmm
gi_l‘]_qm'%' (former smoker) Lﬂ‘aa@mmﬁmadmiﬁﬁﬁu
w13 la3ueN azithromycin a:"ﬁ'smﬁuqmmwﬁ%w
LL@i@Taaiz’TammL?%'m@iaqﬁ'&mmimﬂﬁm%aéam 3
\fin QT prolongation waznIgALFLNTIAEYH
. 1 roflumilast (500 lulasnTu/iw)
ﬁﬁﬁi‘mﬂugﬂ’sUﬁﬁﬁﬁﬂ%&l’]@]imﬂ’lﬂﬁlﬂﬂaaﬂaﬂ’]\‘ll%’s
ussludumnia 1 (forced expiratory volume in 1 second;
FEV ) < 50% uazfionnsvaslsanaanaudniauisass
(chronic bronchitis) laggnazaangnaiiudewls PDE
4\ Junslimsnasanitomisnisuusnmmadumela
ANR

- nydidthefisnnsnuuamelauen triple
therapy (LABA/LAMA/ICS) NaNTM6332A1 eosino-
ohil luidaa @il

e 1N eosinophil lifaa > 300 \waRde
lulasans ﬁmimnﬁum%ﬁ@lq (biologic) 'leuA &1
dupilumab (I@]f;lmwwﬂuﬁ ﬂﬁﬁ chronic bronchitis 7%
@78) %38 81 mepolizumab

e %10 eosinophil luifaa <100 toas
dalaulasans Ra1TmLiwen azithromycin nia
roflumilast A3LAANT19G %

FanrsfiansonnaunsUTDIaswnsinEn a3
Usfiuanugnéasainaiianslinganu anuiwie
Tunsldewesgie winnudawiasnsaasund lold
andad wananimnamaniiesluddn TwRanson
mnmm@;é"uﬂ i 13aiala uazraealden nianne
JETERE Lﬁﬂﬂ’]i%ﬂiﬂ’]ﬁﬂia‘]_lﬂ@w uazdlUszEnsaw

RIRA
a9

INFEINYIMATTOYANIIARRNVD I
dupilumab®®

61 dupilumab (3801387 Dupixent®) 1nn
lululaausauaufivadvesuywd (fully human mono-

clonal antibody) U339t lunszuandanussyaianioy

101
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;Q/ 1
20 (pre-filled syringe) 8198NNDIIVDLILANIZLANZ

USnmnuietey IL-4Ra S9duaiSusivvad IL-4

] '
a v o

waz IL-13 FudinsssFnumiiisadosiu type 2
inflammation @ at198Usz@nTaw

- ﬁaﬁdwmdﬂﬂl%liﬂﬂﬂ@gﬂ%%é@%’d 81
dupilumab l@5UNNFUIBINNBIANITENWTHAZ LNV B
anigalwsm (US FDA) Iwlgidueninueiigia (add-on
therapy) lu;jﬂaEJIiﬂaJa@q@%uéa%’aﬁﬁm‘sé’mau%ﬁﬂ
# 2 TauTs2du eosinophil luidan > 300 (Tasse
lalasfas wazdvaslennisnsussautunaiaie
suusiwiazlasusvuinasgulungu triple therapy
(LABA/LAMA/ICS) u8afianu

- PWIALAZATANTUTATEN Lzt lRuSrnTen
dupilumab 300 Jadn3y lasdawdldR1is (subcu-
taneous injection) Y)n 2 §UA1 §1TU6N ukafiunuzsin
lunsda laun USianivias (Wesnnszfsatralas
5 LTUALNAT) AUV RIDAWLY

- 2T hiRIUszRIAaInNTITEN (adverse
effects)

e omhiRsUszredfinuves ldud
ﬂﬁﬁ%mu‘%nm@f’nmﬁaﬁﬁﬂ (injection site reaction)
L% 81013020 LN LAY BIann L‘i‘iaqmé"mau (con-
junctivitis) Uaat®a (arthralgia) msdaeSaisudisy
#l11n (oral herpes) LLa:ma:'SIas‘fﬂuWatl,ul,ﬁa@ga"?jl‘amn
(transient blood eosinophilia)

o omyliResraedanylades laud
AMZUREIN ez RTenadB1zuRE Ty (serum
sickness /serum sickness-like reaction) Ujn381n13
WWBENITUILTI (anaphylaxis) ﬁuauﬁaﬁmmu‘%nmf{mﬁa
Fudn (angioedema) wazn3zanadniauL wUNg
(ulcerative keratitis)

- Fayandangwididszindanmsdnsinig
AafinTze=d 3 20980 dupilumab ud) w.@. 2566 uas
W.¢. 2567 S.P. Bhatt uazamzfinudsz@nininuas
anulaaadunisnainszasd 3 (phase 111) V@48
dupilumab 2 n13@n®1 laun A15dn¥ BOREAS’

102

WazZA1ANE1 NOTUS® I@Uﬁ”‘aaaamsﬁﬂmﬁ;@ml,uu
randomised double-blind placebo-controlled trials
I@]ﬂﬁm&ﬂmjﬂaﬂI‘iﬂﬂa@q@ﬁv’uéa%ﬁmq 40 fi9 80 T
#flszery eosinophil lwidandus 300 Lrasealulasans
guly wazlaTumsinsanaspiudisengany 3 oiie
ldun LABA LAMA uaz ICS winldfidavnuld uads
asdionnsnisuvadlsa ;&"Lﬁﬁ'wmsﬁﬂmgﬂéﬂm
wiadu 2 nga leud mjuﬁvl,@i”m dupilumab VU4
300 . LLa:mjuﬁVL@Tmmaﬂ (placebo) lAUTHTEN
lavdaidldRmiinn 2 §lad aaugiunisinm
naTw famudaiiionuszaziam 52 FUond wadws
WANVBINIANEN (primary outcome) fig 8@TINIIANTL
poalsaluszduiunansfisguussded (annualized rate

of moderate-to-severe exacerbations) W ansanu

2
o A

A9t

e NIIRASAIINNTANSUTEILTAlUTZAY
muﬂmdﬁo;uu‘imaﬂ ﬂa;uﬁvl,@‘fm dupilumab &13130
anaasnInsuaallldadelitosAgynieaia
fafisuiugnasn luns@nen BOREAS san3naa
dannsuldTesas 30 (RR 0.70; 95% Cl: 0.58-0.86;
p-value < 0.001) uazlun15AnE1 NOTUS aaadsauas
34 (RR 0.66; 95% CI 0.54-0.82; p-value < 0.001)

e  m3finvesgussaninlen ﬂa;uﬁvl,@?m
Dupilumab fJerguyInnindea (pre-bronchodilator
FEV.) st e dynsadaidefiouiven
Nugruainadlardd 12 lun1sdns BOREAS
LN 83 W8, (160 UA. vs 77 wa.: p-value < 0.001)
Lazn15AN®Y NOTUS LAindn 82 ua. (139 WA. vs
57 48.; p-value < 0.001) waza9tlseansnneatitos
aufeFlawd 52

o AWMWIIN WAZENNNTVBILIA NI
3Lﬂiﬂ:1§°ﬁagamu (pooled analysis) maoﬁv'madmi
Anw1® wudn mm‘imaaBmJa@q@ﬁv’uéa%’déﬁmsuﬁu
A Evaluating Respiratory Symptoms in COPD (E-RS
COPD) score Lm:qmmw%%ﬁﬂﬁuﬁuﬁw St. George’s

Respiratory Questionnaire (SGRQ) score Dazuuud
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.2;’ 1 a o o Qv aa > {n{ 1 ::;
P NN RUFIAYNIFDAAILAFIAIN 2 uazdaiios
IMTIRUFANNITNI
e ANNUaaany qﬁ'ﬁm‘atﬁmaamms‘l&iﬁa

15289828981 dupilumab MLANAINEIRAEN 8IS
2 v oA .. A A e
fiwy ldur tiaaynuazanaedniay aaliSalalsmn
2019 Gawanistaunialaginun waziiadsue

- iTa;&amnmﬂ‘fmm‘%d (real-world evidence)
a = a 40 & =« =
Inmsanulutszinain mmugmmumsﬂﬂmuuu
1 9niin (prospective single-center study) Ns28
aﬁuaguwa’ﬂ’mmiﬁﬂﬁﬂ LU randomised double-blind
placebo-controlled trials 299N13ANEYT BOREAS LAY
NOTUS lagwu3nnskaen dupilumab $28AUNNISNEN
wnasuludiholindanganuiseiifiindniausiia
2 T ANENIINA NI ae LazanaIn13vadlIale
agalinesayneana adnelsienn nsdnw Rl
Taanfialuiosswiadiateives lufinsgudiadng
LazIEozIANGaMNNFTY 991 TudasinsAnELAY

a tﬂ' ) Qo Qs
L@]NLWBU%U%NQQWﬂ%i:U?UW?

unagy

81 dupilumab Lﬂum%ﬁ@lqﬁaaﬂméﬁiﬁm:@ia
IL-4Rol S91Tnd5us90189 IL-4 uas 1L-13 domald
fufInIsIFy I MeINTT LR TEIEUTRAT 2
ﬁaqﬁ‘uﬁwé’ngmwwaﬁﬁnﬁa%ﬁm dupilumab 13130
AAEATIMITANININTUIEAULUNANITITUUTIGE
U wazghoinanssamwmivinausesdaaldagned
BUFAYNIRDG S nSULwINIITeN s laeuna
300 NadnIw Lﬁﬁlﬁﬁwﬁmﬂ 2 §anst Wiatdunis
%ﬂmm‘%ulmjﬂamJa@]q@ﬁ”’uéa%ﬁﬁmﬁé’maUﬁﬁ@ﬁ
2 lamawzlugi o Afls26u eosinophil ludaaunnin
300 vrasaie lulasaastuly uazfnsfennsmiduaes
Lsaluszauthunanafiosuuss udlaiunsinmunasgu
@Tmmg@ﬂumuﬁy'd 3 Ngy (LABA/LAMA/ICS) ating
LANIZRULE?

U a\
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WAl szinelng; 2565 [LnHiila 27 §.a. 2569 1.
Windelaann: https://www.tst.or.th/wp-content/
uploads/ 2023/02/uuIn1n133eaeuazinm lsa
Uanaanu%E2%80%8B.pdf

2. 3TUUANITAYAGIUNITUNNEURZFUNIN (HDC)
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