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Abstract

Bronchial asthma (asthma) and chronic obstructive pulmonary disease (COPD) are common clin-
ical chronic airway inflammatory diseases, both of which can present pathophysiological changes
of airflow limitation. Inhaled corticosteroids (ICS) play an important anti-inflammatory role in the
treatment of chronic airway disease. Studies have found individual differences in the response of
COPD and asthma patients to ICS treatment. Glucocorticoid-inducible transcription factor 1 gene
(GLCCI1) is an inducible gene in the glucocorticoid biosynthesis pathway, and its gene polymor-
phism can affect the responsiveness of these two types of chronic airway diseases to ICS therapy.
This article reviews the recent research progress on GLCCI1 gene polymorphism and the efficacy
of ICS in the treatment of asthma and COPD, aiming to provide new ideas for the precise treatment
of ICS.
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1. 5|

f8 8 L S 1 Al 55 (12 BELA , Chroniic obstructive pulmonary disease, COP D)3z /< /&5 I it (18 i ) /2 i S
O LI PSS E S IE R o« BRE>20 2 N A R R BEL T 1) 558 540 S 4.2% [L1]F0 8.6% [2]. R
VEN—Fh 2 BE R B G, A RSN, AR ML 23] 8% 5 R[4 RIS 5 718 M
RIS R o I AESRIX P IS 1) AR RIBE TR 5 BT A, RN U A A A8 R 11 B A8 MR [ 1] [4]
W N1 2 J53 2% (inhaled glucocorticoids, ICS)Riii 2 /E 58, 1£ B0 AT COPD 1 218 1t = 18 5 ¥
Sy AR EE AL, TR, PISREE N ICS A T RNMEARE, F4R ICS BURE A
NG IRTIE (HERR. JF HACHAKGE 1ICS VAT Wl e S B WS Bk s . 75 A WimE[5], FliZ[6]. & Misi
[T RRBLRAE B, 1ICS T8 1t S8 B &5 IR YT I A D AT MR PRl . B (1 254
SR ZH 220 55 R B8], W R 15 S84 3% [R 1 1 ZE [l (glucocorticoid-induced transcript 1 gene, GLCCI1)
5 1CS V69T IR PLEAH G . 5 i 21 B i R Wity 35) 47 /E B PR B S 25 55, BRI 228 ¥ GLCCIL BEH 23
PEE 1CS YA IT RN 2 A ST R 1) COPD, AN GLCCIL 5 ICS JA77 18 BT %% 2 18] IR AFAE — 5 M 5
PEo ASCHE H AT E WA ETF GLCCIL 1537972, rs37973 A7 s RN 2 A1 5 ICS ¥a 7 P te M E BT
RIS AE — 28k .

2. GLCCI1 R948 <8k
2.1. GLCCI1 R4 B ThEE

GLCCI1 /&0 7 i = AW & s s F i —/MES IR, AL T8 7 T4 ik, K/ A 125,530 bp [9],
B PR AR gmD AL R, 78 2H 2 A S A B Hh 3 R IA[10], BE R R 7T S GLCCIL RiAHY
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n[ol. WKL, SCRERENG BE RSN R BERIRIT G, HAKN GLCCI1 ik B m[11]. BER
JoR IR T a7 A ] 28 PR M S RS, T A MR TR R T R I R SORE R OB, %k
DRI AT BELE R B o I 3R 5 3 4 M 0 1) S R #5  EE F [12] . GLCCIL ek IR B AIK T e 23 52 Wi Ak Bz S5 B
FRTAEAN B AT T AR, DRI T A A/ FH T W Wity v ) K U 200 g R 4 L T/, AT 588 1CS
(97 35T B [8]

2.2. GLCCI1 EAZEM

BRZ BN, IICORBEZ B, RISE—MEMB A T RN B ARE 2 PR Z FANEL R 5
R R BB AT S R . B E B0 8 DNA FBKEZ M. DNA EE P2 SRR TR 2 5%
(single nucleotide polymorphism, SNP) [13]. SNP == ZL g K 2H /K ¥ b by SN A IR (19748 57 i 51 2 ) DNA
FPA A5, MR P AL AR S, MV N TR 2 SRR SR R e A A, R
PRI RS W BT VAT, 48 IR R 2555 77 T R ¥ B AR I [14] . BN 1 25 W) B R 2 24 5% 120
AR ELE ) 500 22 AMr A SNP T 75 HR R II[8], GLCCIL rs37972. rs379739 7 fi 4 [K 2 25 1tk 5 W i 5
JERAE OB IR T IR N A AE IS AE DR B

3. GLCCI1 EAZ S FnEns

ICS 2R IR T B AT, fH2 1CS FEBE R RV TT SSAFAE A A 22 R [15] . BIFFE 7R [16], 70%fH)ist
FEIR 5 RN SRR ICS JE IRTRTT ISR G, DRI 384 56 [R] 1) 22 265 M A8 B2 ity A A4k v 97 HR R4 gl
RAFTONEE, T, RN RIS YT A5 B e R R 2, b 25 B DR A 2 [ LT RS e 2
M —AN93 3, R FRAE FH 24 AHe 5 R 78 5 B (R RO A i IR A b ic 7, DA e RS R T RE 2 26 T
B 8 THREIRIT, MM S AR = i) 2 MR 2557 %

3.1. GLCCI1 rs37972 L m 5nEns

T AN 5T NG 24 ) DR 4 2 ) 4= 356 TR 41 S BE 43 T AF 7T (genome-wide association study, GWAS) [18]%
L, GLCCIL F Al ) 20 A5 A7 s A2 B W 1B iy £80 85 o) W 2 B R VBT OB TR E ME R 3R o i Fad i vPAG
935 {51 A e N\ I i £ s DR B B3R T IR 2% KB GLCCIL rs37972 i riA-AE G B A 45 714 (CC)
FEB(CT)MGABAAT(TT) 3 FEEFRA, Hep CC HEIEMBHLZ ICS )T 5 ME—FH A A
(forced expiratory volume in the first second expiration, FEV1)E i A &, TT R B H UEE A,
WIFFLRAR | — 34518, VFRAT[19158 A IAE J E D% AN B i 16 A7 AE GLCCIL Z&[A] rs37972
A2 A0, Jor CT ORI TT (5 B (8% 232 ICS ¥RYT 6 M JE, FEVL PRI R R ELT CC
BRI RN B o BRI DRI GEA, IR AR T T, AR HR[2017E X IR AT M S AR YT 12 AR )
102 5] 5~14 % 32/ & BN ) L & B, CC &R 84 KB 55 2 i 42 il P11k (asthma controll test, ACT) 143 i0 i

Zi bk, 22 1CS T Ja, SR A4l BRI (CC)MILE, #5747 GLCCIL rs37972 fY SR A4l & UL (TT)
(1 B i £ 1CS VRTINSO ZE , T AR A G R BE R (CT) [ B 1 o GLCCIL K: R rs37972 i i 2 251
LN S ICS WRYTIT AR — @ A DG

3.2. GLCCI1 rs37973 il m 5 ik

IR BL[21], GLCCIL rs37972C/T 1 rs37973A/G 17-7E W & B A1 47 (P 57 AN 5] 2 [R] A ) 25467
FE R 2 [ AEREALI SCHK), rs37972 Al rs37973 WAL w2 K RAF) 5 GLCCIL Rk AH5¢[22]. Kk,
GLCCI1 rs37973 5zt &5 ICS 167 I7 A1 IR A7 AE — 5 A IS 1
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e ) Ui BT e, T #2355 & I GLCCIL 3£ A rs37973 fif SMFEE B A AT S AI(AA). 244
BAG)MIRAZLLET(GG) 3FZ M, iR EER. E)LET ICS12 AMGITIE, AA BIE LA
ICS JAIT [ S BLPERLLT, EARRILE B 2B R I (B 58D . FH a7 IR L BEAR 2 FEVL it 22
BN . Hu [24)5 070 RIS R LA LG, B2 )L#E GLCCIIMRNA Fikjg/b, e 1CS ay7
12 & J5 GLCCIIMRNA K& s /£ FEVL I 56 1 R0 H J1 S8 G Tl B & 47 b (forced expiratory volume
in one second as percentage of predicted volume, FEV1%pred)25: i shAEFaAr, AA FRIAH LS oA T
Fo VLG5I B [25] LA S H A 2E 2 [ 70 [22] 3519 BE S o 7ERERR VRN AL o5 LU 5 T, Z2RIeiE[26]
R INER F ) LZ ICS IRYT o , AA TUA SRR PERI 4TI 2 L T AG 4. GG B4, H 3 4184 FEVL,
FEV1%pre = TAI7 AT, 3 H AA B4 FEVL. FEV1%pred tf7% & KT AG HU4. GG A4l . 7EiEIRikE
JiTHl, 3 SR BN RE R 4 (H R ATB ) K TV 97 R -

T BN BE I BRI 5, AR % B0 T AR E) R 256 o B 5 W [27125 %5 153 15 i N B2 R 263 R AF 9 o R 0L
S AFAE GLCCIL &K rs37973 i i Z AL SR, ik GG BUEH A ICS 1697 5 FEV1%pred F#ARECH
2, AA BB S ICS BT R DIRECCE IS UL T AG. GG B[N BB i3 . F A [28] 5 A K
DULAE Sl Th RE LS B 35 1 AA SR v, R R RONE R AR 245 21 T A RI% o RIUHT [22] /B, 252 I1ICS
TBITIN GG A& FEVL T INOUR B2 HIFG T AA RLEH W 13, HRAEAR RN EZEm{OR =
2.36, 95% CI (1.27, 4.41)}.

R ERA R R T, 22014 @it xhHrasth X 152 Feeng S H 1CS a7 RN & B,
GLCCI1 rs37973 &L A AA JEPRI YR B B B 2 T4 8, T AG Jk R BY 4 i J 3 B IR 2 T
R (P < 0.05), GG H:FBIAEDR S 4Eik & b /r A AL (P > 0.05). GLCCI1 AA Y, AG A5 GG %Y
BEIRITJE I FEVL, —FbZ(forced expiratory volume in the first second/forced vital capacity, FEV1/FVC).
I Ui 1 (Peak expiratory flow, PEF)I#G YT B2 = (P < 0.05), 1ff GG Y5 AA BY/AG BUAHLEL, ICS
Y67 J5 B il & (forced vital capacity, FVC)5i697 iiASLHIL, oMl B oAE . BhAh@ it Xt 7c AR
GLCCI1 % AH [F] A ) 4EI 8 2 ICS 1RYT JE I DI Re 4R AR LUK B, GLCCIL AA B, AG Bl GG #Y
(DL S Y i B 2R 9T i ) & Ui T e i 4 A2 40 TG B 2. ZE2 53 (P > 0.05)

25 LA, GLCCIL FE[K rs37973 47 s 45 J5& R B 75 ik [ DU R4 itk 7 A e AR Rl 23 ICS VRIT )
BN )L B B BB GLCCIL rs37973 A i %5 Jik (A AU VA IT MR A AR 25 57, Horh B R B R R B A= 4l
PRI (AA) 1) 5535 A bL F A 9 1Y 28 2 7R il D REANIG RREIR AR 3] T BE 1, BARRMRAETE D

4. COPD 5EH %S4

COPD /& —F B AT T 5 14 (1 18 M ST P - 2R R 40 24 10 T J 5 Bh T COPD 38 I /MARALIRYT
S E R R 2

(] 12 LA A% 24 Bk B B AT 78 & B [30] 82 5 COPD S IFEIRAL 1, Horb o JE T T Z. Bk AEAS 52
Mo A DR 7 A AR B (HHIP) S5 2 R 5 il Th e A8 A A G, T 356 1 5 ] o s R 265 )T 4 i 2 1 Plg -12
(MMP12). & tH Ik S-HBEE(GST)MEK KL &S COPD 8 5 It <. a-1 PURE ARGEE = iE
(AAT deficiency, AATD) [31]/12 I AIVE T 1E A COPD AMAALIAYT TG, IER] T COPD 245%)5E KI 40 24 1
I AR, AIE B IESCEL T COPD WG HEIRYT ——HF 7L K BI[32], M E 1) AATD B #HFEF KM@ E N 2Z
AL, R AT AR 60 mg/kg AR EBKIEST AL AAT R ARSI TP IR, FERRAN MZ (1)
HMFHATEHiIaTT . Ak, AATD B EIRERC W, F XGRS 2 OGEA K. BHATERS a-1
PUIE AR (B Gk ZE(AATD)E N COPD 2L R 4l 2 mE— 78 0 N, 15 R 9% IIEHRIIE ] COPD 254
HEPRZH 2 e R L
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WL S IEVE . SR RO RS A2 S 5 COPD Kmid 4], #hi8 M 2 iE =497 COPD %
FIRAT. SR LA ICS 69T COPD 7 AFE R A/ MAEZE R . GLCCIL 2K 2 5 PEH T-1FA% 1ICS ¥R 97 IR M
CERERG P33 TURABEFL, iS5 COPD ¥ JkFILAH AN A SE R = AE 8 5. A% &[33] [34]%
GLCCI1 H:[N 2381 50 B3 1CS JGITIT A BB X Ry 22| COPD, W\Jy GLCCI1 H:N ZasPEAE
COPD 3 I1CS VA Y77 2% AT R R K 4 5 ZEE A

4.1. GLCCI1 rs37972 fiifs5 CcOPD

van den Berge Z5[33]M %2 | 63 4471722 COPD % GLCCI1 rs37972 £ &1 (CC/ITTICT)#E ICS AT I
B ER . RIER N E R 51 RRED AT G, 50 B AL 4l & B B R (CC) i H R 1Y)
FEV1 BGEROAL TE A S RIIER(TT)EEB.7% + 4.9% vs —1.7% + 6.9%, P = 0.02), iX—%5iB[H
GLCCIL H:[H 2 25 1k 5 B0 A F 45 18 AH— 20, #2878 GLCCI1 R Z & M7R 5 ICS 1597 COPD Jx MK
REY). B, DL GLCCIL e [F 2 25 M VEAl B 58 1CS ¥R YT 19T RUPT RE IR I&E FH T COPD A#f. 124
Nk, KZ% COPD [ Hk: R 240 Wt 5T #R 2 AE W AN BE R AT 1, 7EFRIE B Z MG IR IR I 7, H A2
COPD s —/MREBRVER ), AR RS AEFRIE A HF I KA.

4.2. GLCCI1 rs37973 fii 55 COPD

Lei Yuan [34]Z5 {1 72 75t 204 44 [ Fa s 1 COPD &3 GLCCIL rs37973 #1471 2L [K 43 B (AA/AG/GG),
TEMN NIRRT RN EFE D A E6)T 24 )G, BT B, KIEH GG HHR A ¥
1) FEV1 [ FEV1%pred 3% W] .25 T AA 8L AG JE PRI RLK %, GLCCIL rs37973 ] GG A AL A g 5t
COPD &3 ICS T FIEA K. HRiEEmAT 7 —3, Lei Yuan [36]%%1\y GLCCI1 Z£[H rs37973
ZAMEA AT Re Ry E COPD B8 1CS YR Y7 B T4 Toll 5. H A4 B8 1l COPD ICS ¥R97 %
N A bR EY A B D, HIREEFEA COPD BN IG TS24t T H 0B E, GLCCIL SN L &M
VERN—NELEMEY) AR B, B 7B 2 0GR 7 R 380E .

5. INEERE

COPD FHIEZ N & f& S TE B ZE 10 , — & AFAEAR LA S IE T 5t . COPD X ICS 1) S I 5 AN G B i,
IX AT REFR 23 A B T35 & COPD (Hp b 40 L 5 W 40 ) R ity (Vg T 200 ) 199 X 4% i 4 LA 7 P I 22 e i
Hi) . GLCCIL FEHIAL A2 A1 S ICS Y7 BN T RUFAE 2 7, 8T, H 55 I1CS 1697 COPD J7 2 AH 5%
PR Z B8 ZAEHE SRR, BRI TR AT R, 2Rk DL 2 HoO AT RE YRR 7L, DUAR tH BETEE I 458 .

WE TR TR 4t Jfd (eosinophils, EOS)E N B 4 E A A, (EMSPEGEE M h KIEHEZ/EM . UAAIAA
T ELA ) 2 REZN M E EAUHE CD8™ T 1M A Pkidn i b ELWE 4N . (EIT AR 7KW, =ik 40%(%) COPD
o A REAEAERE R M KL 40 Y 28 i [35] [36], A, B EOS FH i A4FAE) EOS AL COPD J2& —Fh %) COPD
FAU[37]. GOLD2021 (1 14 BH & P ifi <3 4= ER1E 1%, global initiative for chronic Obstructive Lung Disease) [4]
¥4 1. EOS > 300/uL 1E 5 ICS ¥6I7 FRAE, (AR IAKE I E M — MG THE, 1R Re 08 TR A FR ST
AR PRSI, kLl EOS fENfH A ICS MFBAESZ 2IBR %I . Btk vl WL, L EOS 1 NAEMbs 4K T
T 1CS AT BA AT MER, (H2 T 2 B i, COPD B #ii4s EOS { HH ICS Iy7 =i/i 47
FEAMAEZE S, MELA R IGIREEAEXT 1ICS JRTTIT AORAEFIWT I 5 5K o GLCCIL &R 2 25 MM @& AEA R L [
R JE R ERAE BB AR R R ICS YR M2, /E COPD [ AMAAb 167 4 B R A AR AR A
BTk, 7EIGK TAEHH EOS 5 GLCCIL BEH Z A S Atk 18 M A TE B AR IE T & B ATA
WG SR HARAI 710 GLCCIL JEH 2 AR N — PP BRI bRic ), H5 v SHRIEE 1CS JRI7 IR =
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PEAHELL . ICS (R HE F 23R M 2 10 2% B
EEUH

PET “RHg+” 780 ——E S0 0 H (20YXYJ0001(6)): 78 2 T 68 BE Ayt ki) —— = 2

WEFE I H (21YXYJ0070).
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