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Abstract

Malnutrition is considered as a predictor of mortality in COPD patients, and there are many stu-
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dies on its pathogenesis. In recent years, hormone metabolism disorder has been found to play an
important role in COPD combined with malnutrition. This review will describe the changes of en-
docrine hormone levels in COPD induced malnutrition from the perspectives of GH, IGF-I, LP and
ADPN, aiming to introduce the role of endocrine hormone imbalance in patients with chronic ob-
structive pulmonary disease complicated with malnutrition.
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1. 518

5 11k [ ZE 12 597 (chronic obstructive pulmonary disease, COPD) H T4 45 ()RR S IR AHEAT T < I
PHEEH SIERAR, CEMNEERE = KIEH, 25%~40%(F) COPD HH AT EI-A RIRZS, (RAAEAN
IRNR W Fi &2 COPD #H AR WG R, EFRAR P COPD BHNMAZE, NIAThRERES, M
meps Nl ae, SEWR . PR I E S SO S R R, B IR R A COPD B Wal s, HoAH
R[1]. COPD A IHEFEA RIUL AN /W IIReMIHLE] A e 475 %, I COPD &3 KAE F-A R I JE F 3
BAERIELLU NN H[2]: SR REERAANE; B R RNE. EFRAEE T, BEIEN COPD
BEEFRA RIS = RIEEB R O 2, WolEEREEL @ 2 MyLEinE COPD, AEKME
(Growth Hormone, GH). i & & FE2E KA1 (Insulin like Growth Factor, IGF-1). 2 (Leptin, LP). JRECE
(Adiponectin, ADPN){E N 73 s 25 L A HEZAE R .

2.IGF-1 5 COPD B X &

GH & i 44 Hi P 8 R 1A 200 B 40 WA P — bR, R BRI AR K R B A A5 . 1957 4%
Salmon Al Dawhaday [3]7EF-4% GH ¥&VEA By, &I GH R4 K Kk B R4 2 ilid IGF-1 KILHL .
IGF-1 RT3l FoAh A 2300 & VAT 07 2L 23 e 08 7= 2 IGF-1 AL, HARIA 7K 32 B Y
K72 GH AVE FRRIL[4], DU, BUUR. 25 AR IS IGF-1 JREFFHK. 24 IGF-1 3R PR thts S8k
GH Zr i 3o, AT SR 15 A L3 N [5]. AN UAEAFTE —FABURIRAS[6], JREAE, 1GF-1 FIfE
FH AT LA N S AR P AU A AR BEE I [7]. WK S AR A I E S, DMEskRe R
it AE . CUFEDHI TR, SN AT RS DRIA, (RERE R 2E . WA, SCEMRR KBRS R RE
TR AT PR IR s 400k T T A D0 U 20 R 7 T R G B T P IR B2, LR 2 2 st 4 3
B AR .

TR LR, BR8] GH 5 BMI Z [al {745 IETEAR 51, Pape GS [9]7F 14 B /™ EAK
COPD H [z v i 5 41 FR AR 3 A\ AR KR (0.05 mo/leg £ H) 3 VAT 70 & B COPD Hidsr B IE
ROV, MelE . CARH SR AR D, B IR P, (PARE ., WLNThRE. iR G
Ak, Burdet [1O1EA T AU FLR I, REMGINRE, (HARRELCENLN I EB0E )i 521, #B5 ™ & 1)
COPD 3 HELIFIL RS I I8 B0l 52 V5240, 452471 & rhGH Rl Rgx| & COPD &B#H A, Hil
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JRFBESS SN, ERAUKHERE, LARMEACE RS S RIEH . 1245 N IERBEIEISMEMEAN 78 rhGH 2> K
EZV R

KT IGF-1 Hl 4%, Piehl-Aulin K [11]ERFFU R IR E . o BEAI ™ i [¥) COPD AM{@FE A IGF-1
AKEARABL. (HHAREL Z BT COPD A71E IGF-1 155 7 . HHig[12] 1 5T &% I COPD &3 IGF-1 /K- &
FZRTEN, H5 el COPD B MLt, AECOPD ## IGF-1 /KWK, C-RME KT RE
JhiE . Kythreotis P [13[RIEE S EINE R COPD, 2K K1 TNF-o. IL-18. IL-6 F1 IL-8 /K~FJ} &, LP
AKFFFE, IGF-1 AKCF R S AL, BB E A B R 7 IGF-1 KPR, 4K
FRIEMENR B 2 B, X AT RER IGF-1 AR # 7 5 K . COPD B3 1 E F- A R LN Z 46 FR br
(MkHE., RERHL KBRERAAEA)E IGF-1 BEMX, NRTEH IGF-1 nJReH I /11Ey COPD &3
TN A RN ZEg T bR[12].

LP 5 COPD BE#x&

LP [14]72 1994 4 e Jeffrey M Friedman 7EAR i 2023 & 30, 737804 16 kD, AR K] (Obgene,
Ob)4wtt, | ZAFTETIAI. WllE. RAT2E. M85, NIRWIRERCRIT s, B8, BRI,
JEEL R ILE O B B HASZ NMAL SR 3. LP fEMER A R E R, RE e
RLNEITI LP ¥R BE R 202 UAE S PEI 3 4%, HAETT BT B & Lotz 2 18], R R T i LP IR 52
BAREER, MESHENWME, L mEn, Bz, e b T BB oz 5
[15]. BEAh, LP /KFEEABRTEME, M2 N =S ARIKA, TRAERER E. S
J81 2% %2 {4 (leptin receptor, LepR)f5 LepRa. LepRb. LepRc. LepRd. LepRe. LepRf /FEAI[16], #5¥FH
[ LP 5 LP SZAREE A 1E F HP X #H22 RGUIN T Fe i, 76 e SRR AS w48 P 20 W Th RS AR R R ¥ A U E
FEBHIXE SEEE M. LP B/, AM AL, REIhAES i AELMIER. LP MEE(E S5
S AK-STAT &2 [17]. LP S5HZAREE A0S JAK2 BB R AL IS T K i) STAT3 ¥t [H+
M R mRNA RIESHERE Y, gD sk, M Ak, ImmEbife. LP rERE
Aoy Z MR R, SR MR T B R TR R R [15] . JBR By 2 AU B SRR I D LP
MRNA KF, 1 LA HZBEAIE LP mRNA /K, JF HAEAE & BRI REAR LP /KF . V52 Sl (it Fi o 1
JER G RIEME FZIMFRK R (EFEY COPD B, MiEHR/K 5 BMI AR & 4t 2 1EAH
5, AR SN 2 A I AR B B e R R, R T e BB RS S R T S LP
BRI, (2 LP A RGN, LP v EAEIMGIRINI & B, (RN iR, SHRWIREASE, i
WHEFE[18]. LP 5 TNF-a RIEAHR, Y RIEZ R RME RS, K235 COPD BHEHRAIRN
TREALH, 1245 5 5 1 P M AU — 80 B e B “ AR - R A fEI[19], FT R L COPD
BHEWEEFRARMER . Lep £ COPD &I E A R o fE NG EZH R LW, A&
—BIRAWTE. MbAh, LP 21K FEMI S i 2 i 50 K- [20] .

Schols [21]# RUESE, LR A#FAHLL, COPD &3 MK LP /K-FFt & . Ji #k5E A k% PubMed. Embase
LEZANHAEPERAT meta 7 HT[22], FRE ] COPD B, BMI. FM%FIVERIZIEIS LP KF 1) 3 Bk e
Kz, Stoeiiiat, S E BMI FIE LP /K 2 [ A G 2 55 . {H7E AECOPD i3 Hh 2 %)
LP 7K F 5 bR B4 2 (B AFAE IE A O, MITERS 2 1] COPD 38 HiX FiAH S LT A Guit 222 . (HH
BOMLHA—3, T Viranuj [23]17E 58 =36 B BERTE FA B & h gk AT 7 — DUERRAF 7T, U4 6415 4
NG LP FEHEAT I D ae I € 3 COPD F L Tl K 25 2 4F 4 . BMI AR, A2 1iE LP, HXH
R I COPD H# LI LP KV A ATAA 2 35 22 57, AS[A)™ B FE 1) COPD &8 %% IfiLis LP /K-t J6 % 7 . Karakas
[24]7ER TNy COPD &35 R 5% (1 SR R HEAS R A 3E LP 386, AHf, LP 7E COPD " {R¥FIHTY, 7EAK
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BRI, BeE

BMI B it — B R g, X ATRER — R ORI T & B AL H RIS TIE3 LP ¥R EEHS N5 COPD
Wi PR 235 Jai 22 8] 2% 28 (AN RV BE TE ik =

3. EEEES COPD EFHF XA

ADPN [25]H 4L 44 3927 1) apML JE (K gwhth, 2 g 7 4 M 3wl i) — P s PE[25] 2 IR R 5. 401
Ty 28 kDa M. BN, WEAIM. ONI4IMItE A 0% . ADPN HiMk Clg SiMAHEL, SR
Arcp30. AdipoQ. apM1. GBP28, S5 VI A1 X. fityE A FE K T-(tumor necrosis factor, TNF) B 45 #4)
[EYEPE, ADPN 7EIMLIE A7 =FRUMEEY): (&5 T & (low molecular weight, LMW)H 47 (medium
molecular weight, MMW) 1 & 4> & (743 F &, high molecular weight, HMW), 1 HMW #3\ A2 APN
B ARSI . ADPN 5324k AdipoR1 FiI AdipoR2 45 & s B — W RR IO BB (AMPK) Fl it
AT A 14 FE U0 52 A (PPAR-a) K LS R U5 5 1@ 1 [26] - AdipoR1 32 {418 id AMPK JE % 21 H
FEALEFAEHERIL, 1 AdipoR2 i#i it PPAR-a 55l B fE A, EEENLNFRIL . ]AMEF T-cadherin,
F LA APN AR TR A 7 7 i A, X R TE N iR & 32 S AL A R . ADPN 1B —Fh
[26]EE B R [27] (An Insulin-sensitizing, Hormone), 1 LG hnfid 2E [ 27140 B i A iy BR 8 A0 R i i, Bl
SN GER 2R A RE SR R AR B I AR AR R, R AR I T A S AR IR RS TR D % e )
HIEFNR T, 2O A KRR B GRS, PrEll. Push ko b bR & =i EH, 5
REJHE RS AT BEIR . AR e RB KB FERE A P Co I o I S5 25 DDA O

COPD BHEFMAI RIS, IHFWEREZRE, 525 [28]4E 40 HilFaE ] COPD 3 KA FE A%
terh R BiA2 52 1) COPD ADPN /KPR T IEH , PMEBE[2914E (18 1k PH 284 i g o AR50 S 5 B s AR AR
B HR I COPD fasE Hi &3 IfLi ADPN ZK-FFt s B 5 MR FE bR 2 35 FAH ¢, %182 COPD I Liff 4
E Fii ADPN 1A, COPD &3 ADPN 78465 IL8. IL-17 %, RHELL[30]7EAE 731 COPD
BRI, ADPN IKFEZ SV INE A& TR E W4, 5 hs-CRP IRIZ IBIME 4T, (HIELRMEADE, 2
/v ADPN H]fEf& COPD 4 5 M 58 [KIBT FR bR o« M 98 M A1 T 1R 22 4RI 1IE B ADPN i ik 46 143 % 5 508 7%
BRhS, {H2 HRTHS AW T EEER R COPD i3 ADPN #E 575 33(E i@, tha AKkBL COPD H# i
& ADPN /K5 BMI IEMISE, MiEHRITER A5 BMI e, 1% ADPN B T RIERE4, mRgET
S0 COPD B ILpE. MAERMSE TEFERARMKAE. Wik 5 21 55EH 7 A EN HRE,
LP. FURMEZ. ADPN #iZ5 COPD HJE AR, HEMKEREANE, 25 RKAMKBEENEL . f£—TK
T 72 5% 52 # COPD H&3 0 30 il f 2 4F AN 7 1 [31], K I COPD F83 K B S B ha Ko %K 44.4%
IMi% ADPN. LP 7KVl % B BRI A 5, A G2 X (p < 0.05). [MLifHE ADPN. LP 7KV~ L5 A
FEHEE . ZEATE BMD ¥R BB AAEOE, ZERIE G EE L (p < 0.05). TEHEK (75T 2260 >k COPD
£ 86 ). mrfEtk (MEE M 3200 2K COPD &3 57 i) ifiliE ADPN /KPR FXT B 4H (p < 0.001), . &
W2 BT R E M E(p > 0.05), Hifgtk COPD SPENE AL . e AL RIS AL I iE APN /KP4 TNF-a
K2 AAHZ(r = —0.612, p < 0.001); =ifF4k COPD Ak nE I . Fae 4LRI IR 4LMiE APN /KF 5
TNF-o 7K 2 A (r = —0.697, p < 0.001), # COPD ¥ hifli%E ADPN 5 TNF-a # EAE 2 5 &
JNE[32].

4. ZRERE

COPD E A RSN N IR ITT WG 2, SNRIERN ERER ey A D BAEA R IE, (H
HIFREAR . DH s AR FU R S (e (22 5, BRI IALHIB AN 2, (EAR Y A 20 e B R A I % 2
BAHRTREIEIT. MEEETTRARIRN, FEAARRR, T HER BEA— B,
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