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Abstract

Chronic obstructive pulmonary disease (COPD) is an important cause of high morbidity and mor-
tality in the world which results in a huge economic and social burden. In recent years, it has been
found that fibroblast growth factor 23 (FGF23) and Klotho are not only involved in the regulation
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of calcium and phosphorus metabolism in vivo, but also related to the pathogenesis of COPD. The
further study of FGF23 and Klotho may bring a new breakthrough in the clinical treatment of
COPD.
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1. 518

8 1 BEL %€ 1% fifi %<7 (Chrronic Obstructive Pulmonary Disease, COPD) i #R I LA, /& —fh SR A1
TGP RV, T B R A AT LE (PR IR TE SR AN AT R S 2 IR, R 22 B0 9] 5 42 fid 2 0 08
FAH R[] BT K KT 23 (Fibroblast Growth Factor 23, FGF23) & — 54> & 2 it ML i i A8 A
KIEER, Z5WREAEFE, 5 RERT(ANEK IL-6. IL-18. C RMEH)™A . B - 441t
B RO AE KRB D BRI  L e B IR TR AQ A 5 [2] [3]. Klotho 12y FGF23 K
AR, 3 FGF23 55 BT 44 i A K 5 1 52 A4 (FGFR) KR A 73 [4] . 145k 78 K I, FGF23. Klotho
L5 COPD KNI EVIA G, AR SCRIRHZ SUSAH A e ik e AT 255K, G mI RE NI R o 3-4% COPD #i %Y
bR S B AT R R AT I

2. FGF23. Klotho f&i/Yy
2.1. FGF23 &4y

FGF23 J& T R 4T 4 4 i A K A1 5 % (Fibroblast Growth Factors, FGFs)H () — 51, 3% b B 4 A,
HANHD A AN s, HERRAA P REER LA QI [5] [6]. FGF23 4 &5 # Fh i T4 FGFs Sk A N ¥,
s H A7 44 (Fibroblast Growth Factor Receptor, FGFR)4: &, &5 Klotho &5 & s RE C #i[4] [7].
FEE AL, FGF23 Jlid FGFRL A4 B 32 {4 (Klotho) A H A F . /b B /N X I 26 X R A0 e 4=
# D KW i s R 25 77 30[4].  H AT FGF23 1R NBRE A 1T IR M 1E F CAR B i Sr, BFFiid
KILFGF23 Z 5 8AH . A PR EREAPL. MBI E I FE3].

2.2. Klotho &1t

Klotho B K FIAERIEM /N RS I 4a 5 SRR, FEIRZESA. B TBAAAE . i PR D)
REJRIR S50 L 2 R AFE[8], M Klotho S & XONPUIE I, FEAE ARG INE . Kk
N HURSE RS, Hgmtd i Klotho B N BRES IR, %8B A S FGFR 454, 1EJy FGF23 [EKE3Z
WRIEVER, deRpUARERR L. 45, 4E4: % D #225[9): Klotho £ I AN X B v& Al ok, VB 950 s 7l
FEa, AT LR B RS B A AE KK -1 (IGF-1)F1 Wint 2545 538 %, 6 ] DUE S Fk 4n i . &1k
RN AR RIS . BUELYERI[10] [11] [12]. # Klotho 7ER 545 REF45 . HLE b R S Fi s
ZAE DT A REAEH .

TEZ RS B B AR A FCR S5 IR, FGF23 it 5 FGFR1-Klotho 456 5 Ras/22 3 J5iE 4k 85
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BIE(MAPK) (S 5l g/ S AR 3G E[13] [14]. 4R1fT, —Ledff 5 kBl FGF23 i&v] LAFE Bk = Klotho
4, FGF23 v LA E Bl FGFR4 J1i% S0 J5 I AERE Cy (PLCy)iGiL T 4% A T (NFAT)(E 5
5 SE B o IX AL S 05 B A B A P R AE FGF23 17550 M4 B A AR 1k FF 4 e o 48 12k 400 B R 1
7= 4 [15] [16] [17].

3. FGF23, Klotho 5 COPD % f®#l#l
3.1. FGF23 5 CcOPD % #w#lEl

JRE 18 1 BEL ZE P 08 K00 HO SR B LA, FGF23 25 COPD I &S 5 1% Sl % . COPD i Ifl
K FGF23 /KFFtmE, Al AN 2 6 (IL-6)/K-FAA7E & M IEAHC[18]. Mz PUFI FGFR [19],
BRI FGFR4 f£ COPD AU I i 2H 2 85 T & M %5 5 RIA/KFFHE[20], FGF23 ] B4
FGFRA4/T lilE Cy (PLCy)/ 5 M S B FREF S LI T 40 BAZ K 7 (NFAT) 5 518 B 75 5 A0 R 0E, & ANRE
R E AN R 18 (IL-18), M B IFAH## Klotho [18]. B4k, 457t Klotho 14 FGF23 /&
[IRREAE S, D IL-18 20 AT VRS 48 i SN o Klotho 2 PR R 14 /)N BV e 4 A I 2% B FGF23 %
IERIN, IS O AR A G R (HBP) B O-4-N- 2.k & 5476 4 ¥ (O-GIeNAC) AT S A AL BB JE
SN, S5 S RS RE[21] . AU FC R B, FGF23 RN A bR A i[RIl i SR A=
Y g, 774 O-GIcNAC B F i, 53 NFAT {5 S3@ B 1 R GRG0 1IL-6, 2 508 KA
[22]. AR, FGF23 A3 L& ~F- 18 WL4H M b (2 R AR R 1 IL-18 Ki&, 25 COPD #& M % AH
b By A RAEIR AR [20]. SR, Ishii Z5[23]50 KB FGF23 = [F] S gm A% R 2 25 51 (rs7955866) ] A
SRR DR I8 I PR I FGR23 B R BE, (Rl UM B R, R, FGF23 7£ COPD ¥ 48 S ML Al it <,
i B AR AL B AR A

3.2. Klotho 5 COPD & f&#1#l

3.2.1. Klotho S& R

B RIBUR B A RE RN, 5 S AN T B S BURR Y, X IR COPD MISSH R RHLHI[24]. W5
HB Klotho WS N il b R AR, HoRKFLe R (34 b, 1 COPD # Hfitifieh
BE— B EAK[25]. ALRBI SR, COPD &R filivf ELME4n fy A 41 M S AZ 41 1) Klotho 28 FI7KSF 4
WAT[26]. ELMEANMIE A COPD M4 4 52 57 ) 3 B 1 B [27]. COPD #3 1 FE ME 4T B R 1 B8 7
AR 02 9 400 LR 7 R R SE LR 7 o (TNF-a) . IS 3K 6 (1L-6) 26 6 28 (1 9 (MMIP-9) [28]
S R A Y Klotho i S IR 5 5 S0 I BURCMERY I, T 5 0052 51 40 P 14 35 1) MAPK
R AL AN pB5/% Fl 7 kB(NF-kB)ZFE A7, {2 R 4HH A T IL-8. IL-6 A% 4N E K 8R4 1 (MCP-1)#iA 1
N[25]. Klotho ik /K FHAE 5 LR S SN T RAE, ELHE— BN T I 4 A
FALFRG, M) COPD FUMERE, it FR i1 NF-«B At S0, NF-xB &R & B kFE T, #2541
BB RTINSO R B R [29] [30]. fE/N BB EREZEILA, Klotho HMEYAT NF-«B JE
BRI A PR T S, 0] S RE AN R (MMP-9. TNF-a Fll IL-6) ({12635 [26]. BT 7838 & B Notch 12 5 i %
51 Klotho 7 FHEE AL T i W ARM A <0E b R 400 Klotho 107234, 25 COPD Rt
A B A S RATFR T [31] . 75 A0 253 7 0 15 1 4 (ROS) /K F- ¥ S AL 4 0 AL B, 5
O S MBI T2[32], Klotho AT AR Kz 41 ROS /K F 4 #EHA ML [33]. Klotho i A LA
L IR T2 MIAT A1 2 A IR T (Nr) B seiibte . IR RE12]. 45 1, Klotho 28 A 1E ly— i
G, 2 SRR & AN TR . IS T, COPD m Klotho i /K P33k 15 AL RO 2 1)
Hi%.

DOI: 10.12677/acm.2023.131112 774 I IR = =23t e


https://doi.org/10.12677/acm.2023.131112

iKges 2%

3.2.2. Klotho S54RpETRE

A 2 P SO A TR« SIS R BRI, COPD R 975 5 i S 4 MO 5 4 #1341
7 R 55 368 3oL 38 I 40 L P SR 760 p22L 1923 KPR BELLE A R 31 S SR R, U L R A oL
%[35], %5 COPD [IRIK[36]. p2l BINNRTEZMEMIREY, FIEFAERNRIEINI TS p21
RIKRARINB7]. 1 RNAI FK Klotho FIA % A REF4EAI LT (O 7C, W53 p21 Fik BRI,
SEUE KR 5EE[38]. BTICRIUASL Klotho it Feik A4k p21 Feik, BEAC b i i g % 5
W% 5 IO AR BE T IO BURIE[39] . # Klotho T30 75 4 %5 15 ) COPD 4l %e & it 72

3.2.3. Klotho 5 Bl

W6 il 2E 2P0 7 MR 25 2 3 J (0 R RO, B A 4 IR T R S R E 4 BB T, 7E COPD K
MU P R R B . 5IEF AL, COPD B il 414 i) [ WS In[40] o 75K IR A R 25 F) /s
BUMT I R A A P R B T SR AR W AR e VRO P i S R A A SR Y WA pes R, R HTHE
Wk A I Tt A ) i 52 BEL R K i R T DV R, e S BUR T IR 2RI A Th R 57 5 R 41 BT 075 ok ke
Fa[41]. WFFERM, Klotho FilAbHE ) )y B B RELN S T A MM 15 5 0 E b, 2810 Klotho [REAI%
W 23855 [ W [42], IX TR 78 COPD &% LA Klotho R 5IHE A F8 H WL R#E K. # Klotho 7F
AR 2575 3 110 1 Wt ke U TR A AR

4. FGF23 5 COPD H#EgEh /¢ it

COPD &AM MUAE B [43], FGF23 /E NMERR AU AT, 5 COPD & g £h AU
RAMEMERGE. B —PhEZI M, ENIRUGE . JERRAR M 528 K e B il i R &
EER . COPD & LA FNIE A (R S /KK, AT A2 JE PR LA & B UG D R IR, Tl &
AECOPD HEA RTilj5[44]. COPD KB MAEA AFEIHH, i AL, 4WEH. EhislhiE
H Bl 184 0 % 40 P 40 A S [45] . — TS K L COPD #3% 'B i B (TMP/GFR) B S PR AIK, 55 Ml 2 £k ki
Hhn, Hk COPD w7t FGF23 X /NE = AR i I IRALAVE T, S INBERR 2R IR Ok, X L35 5 S0l i
fIk[46]. XTI FEILWELS] COPD 7 1 HUIR 55 B3R (PTH) MBI B R B (ALP) K V- 8. 25 T . SRTIIAE 75
— IS AR Bl COPD B MEMIR L. FGF23. PTH /AT Tt B 4L[47]. H B TX 7 w7t
B, S IHFAR—3, FGF23 #£ COPD I B MLAE H BARAE LA I AN 48

5. FGF23 5 COPD IgFRHE%M
5.1. FGF23 5 COPD Ii&k

I D) BEAS 2 2 I R 2 W COPD o 2% 261, WK HI F. 8 COPD &3, H A B TIF(5 COPD (it i
J& B VP E 29 T 3. WEFLR W] COPD ¥ FGF23 I /K V55— /1 B FU(FEVL) MM oK Hi &
(DLCO)A1E M B Al o6, S5k E/ita E(RVITLC) Z [BAF/E IEA O, B K R ek ie DLCO [48],
H AT DLCO 5 H 422 VP Al 1) it = 7™ 2 78 55 85 U AH 5 [49] - AR 98 K B, COPD S If 2% FGF23
5 FEV1 271HH%, {Hi2#% GOLD 745 FGF23 /KFI-TLGiit24 = L [46]. AW FiRI] COPD 3 ifil
K FGF23 1) C R 7K1 55 i Aot £ (TLC) 2 A 77 i %5 A R [47] - Gulati 55 A\ [50] W %% 214 % il 5 f¥) COPD
BH ) FGF23 K FHmE, IAAIMIK FGF23 5 COPD MME NE R AV MG, 47 L, FGF23 5Mtizhig ~
B SATEINERAASE, KN COPD il it 2 28 R AT 2 i = 4 B 1A 8T B AR b 6470

5.2. Klotho 5 COPD Ii&&
COPD S FH I ARIR I 5 5 & 1 Klotho RiAAM G, EHFR KIESIIZ+ COPD EE&igsfE
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MRS 223, H Klotho KP¥A K ERFERL, BASIRKSHAR[51] [52]. BABI TR,
Klotho fE-& BN, If HHACHERHE R, (H2 D2 ILAZESEK) COPD £ Klotho & HK
- SCH TR [53]. PRIt Klotho & F ML /K~ AT BREASBE HIAE COPD £35E HIZE IR 54 -

6. FGF23, Klotho #£ COPD & T ARE

FGF23 ifijd FGFR4 KI5 55 COPD #AEAALAE, Klotho fEMFBEAIIEM. Iik. PiEE
Ihie. FGF23/Klotho {55 A AT ey COPD Hi3E & ML & V077 I — 2 AT AR &2 . HATo IR
H—Fh FGFR4 BT HUAFI /N H0HI7F T8 77 FF A i [54] . #0H] FGFR4 5% Klotho #M7e 75 m] #E Rkl
COPD HJ—H3 BT 4 H K [18]

7. INER

Zi TR, FGF23. Klotho 7E COPD &I AL rh 4y ii 6 i B A 0,  AHAG B 0 HA5 Sl g il
HIEEHT TR IR HHARN . FGF23/Klotho 15518 B4 7] B8 i COPD F1 3 & 4T K I6 97 10— 2% AT AT H#E m) i
17, NARFKIERIATT P4 %

&E 3k
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