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Abstract

This article reviews the multifaceted roles of hypoxia-inducible factor 1« (HIF-1a) in infection and
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host immune responses. This includes the role of HIF-1a in host immune response and infection
defence, induction of inflammatory factors in anti-infection, regulation of immune metabolism,
and its role in inflammation, oxidative stress apoptosis, and glycolytic metabolic pathways. The
review provides a better understanding of the important role of HIF-1« in infectious diseases. It
provides a basis for further in-depth research.
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1. 518

FERRVT 5 HIF-La AHSC R AHLHI BT S8 b, 0FFE R HIF-1o fEVF 2 AE BRI ERRE 5L R, JUI
TRV R B, IS A G . HIF-1o & — R, 0 40 BRI AR5 (1038 0 28 5K
I, Z 5T SR A SR A A A7 AR G I 2 R D 1 RGE . H AT EIRT SUIRDL 7R, HIF-1a
MG RGE S5 BB N 5%, FLARE PR AN Pk R RELE T 15 78 R AR AR e D S e 2L i, B
FEVA T B RS A SRR M DhBE 77 I AR, B DR R . HIF-1a /55 SRR M
AR R HR A HEAE L], HArwt RGBS 7 B, i R 2 Z A 3T HIF-1a
S EARAR AR AR A 2 THLE B AR AN A2, JCHRAE A R SRR G AN R i B T AR AR . it
bbs HIF-La £ERRGAE S o A EL AR 3 ML) A R R i SR ARz R 5 2 SE ORIR N BRI BIT 7T

ARSCERR A TR HIF-1o £ERRGAE BT B M s 48R BT FE AR B 1, R FR IR R 7T
FI77 BRI . FRIE T X R RBLEIE — AR R, A BN BGNEIIR I TET . 12 AR T e it i |8
AT o

2. HIF-la E B X RER MM E P H/EA
2.1. HIF-1a fEEM e Z 4K 5 P a0z

2.1.1. HIF-l« SESBREABERTARR MR ENER

HIF-1a 522 GEE(PH) Z MR AAE 2 V) Gk, 78 HIF-1a MBS R, PH R T SCER .
PH 7] LLEZ I HIF-1o BOERFALIERE, AT SEMH HIF-1a RS 8 M Sz HE 565 1 . Jessop [2]25 /N BAREG T 5T
UEBH, SARS-CoV-2 & st 4 RF 2-ODDG Ml &ML B G 14, FR& T HIF-1a R RIAR < 1 2o 4
AU E AR T F BRI A H RN 2-%0 K BRI M — 45 (2-ODDGs) REfE 3k SARS-CoV-2 &
J& HIF-1o (F85E, e E$E R SARS-CoV-2 B4/ R IIAFIE R . Wing [3]EHF 78R B R HIF Y& Bt
FEAL BN #1577 Roxadustat 7] F#K ACE2 [)3RIA, 8L HIF-1a #3#Ei& 2] SARS-CoV-2 #E N fifi I iz 41
M4 E 6] X IHE TR T HIF-1a {5 576817 SARS-CoV-2 YL AN TR BB, JFRH T HIF
JIF S BB 2 A B 1) 0 £ Tl B 9T COVID-19 i fE & . Rk, PH AT HIF-1a 7E 40 fXS SRA IR BE 1)
ERNFRAE T HFEIER, PHZ5 T HIF-la N FRBEBRT . @i PH X HIF-1a (7T, dHARAE
PN MR IR ST, 4ERFILIE R AT ThRE . 42 LTI, HIF-la 5 PH 7EREEE AR CIHE 2 Hh A 52,
FL[F) 25 5 A AN 40 i B B AR R o XM OCI R BRATTHR AL 1R N TR A T2 A A QU AR R S0 AT L o
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2.1.2. miR-27a ZEBRFI B 4BBE/T % 10 fAYERA

FE1E 2 SN b AL B A LA, B RNA (MIRNA)IYE T BB A, FRH02, miR-27a {E
AR, IR RT AR 10 (IL-10)RIE T BAFIAE. IL-10 &2 —FEA T Z4EY
TEYERIPLRAMEE T, ERE AT 2 P e 4uM, O FE RAZ AN B S A DL S LA B ) 7 W S i 4
MG, 7E HIF-1a RIEKSE 32 B3 H RO, miR-27a a8 K-FRENS @ RS 41 7 IL-10 (195>
W, SRS NP AE RS [4] . R4S Evans [5]5 ATEFL, HIF-1a X &4 & SRR E BUEL S 190 11
H, el 4R miR-27a ffeoE v, PREI T 200 S A AR IR AR P IL-10 M4, X —HUHITETE £
X PO SR AR B i R A AR . R W e R AR A R R, BT HIF-1a X miR-27a (R4 MEAE
H, 5% RGUREETE BA R B AR N s U A RS, BRI JEAAR T B, 53 4F, miR-27a % 1L-10 /)
WEEThRE, FFARR T B R AR B YLK A . Ogryzko [6]% NAERT T B ot AR AL IR 2 B, HIF-1a EWS
& IL-18 MIRIE . HEARIX T BRI T IL-18 TEHCPUSE A% wh B e sh AR B L, (EE (e T
HIF-Lo 75 60.9% S B 4% TR A% OB, D miR-27a S2m HoAth G is A A IR -1~ (¥ T BE 34t 17 3 mli . 32,
Rodrigues [715 NERFt 1 Iifi i b B 4 i 75 45 8% 70 B BB G I arder s ma i SR 40 i (it Th e, JF HUR B T
HIF-1a Fl—% L Z G B 2 (NOS2) i 7Eix — ik PR I B Tk . R 70 R BLIE AR miR-27a /R, (1
SRR T 2 4 ] 3 ok e G R T IR (R IA SR R I, [ B R T HIF-1a BV TE T AL
Hl EE . Schild [8] [915:HF 73R Bl HIF-1a BIFRE 15 MRG0 M KA 2 RE 5|6 I8 14k 98 0 1 el A
Koo FEA B PERGLIANE], 5 0 S EURY TN, (5 HIF-1a B2 @ 1 R VE AR SRAEAE « HIF-1a Fa5E 4L
BUE T R A L A AL R TR B 1%, I BAEAPAERERIE DL, HIF-1a XS E0 P B ER 3 1
VIREORFE, XRE T BAE NG F IRV S 0% 7). BOR B30 & miR-27a, {H HIF-1a 28 1%
PR G 58 SN R RO ERAE miR-27a WA R 1L-10 FIAFLAE T AEY) L S MG R I I 5 4k
SEEHTTH IR AR, miR-27a ££ 20 G 40 M b ) 1L-10 FOVE A Bt 7 — N HIF-1a Y8795 2 2401
il B AREE miR-27a (e, HIF-Lo AOUPRE] T IL-10 &=, I nT fgszmi b5 9OE R )k
SRR (40 B R 7, g B R0 11 2 B G B AL

2.2. HIF-1la 3t B R EE FRUIF S

FEAE R S R, HIF-1o (RS AN 0E R T RO B B 7 B3 1 . e 7
PR ERE F, HIF-1a X AN R 18 IL-IP)FRIESABEZE LW, IL-18 & —FfEAG 2 AW
PEIANMIR 7, e T o R A By P 9% hE S . AR 47y B A €0, SR RE AR RS 2 DL X PTG . Ogryzko
[6] %5 7RI 70 0 S ABAY oot T 45 4% B I G R B AL B R B, HIF-1a RS RES 15 T IL-18 MIRIE . IXFl
FSAEH S EER M EE IR, KON IL-18 RIS IN5 HuBGL B 6 s Ae Sk . X Rl OCBE SR T
HIF-Lo 75RO PR 55 /KR 5 B AL f e (0 S o HIF-1o d8 3 AE FH T2 RSRE, A B TR
LU R, o BRI S A SR U IL-18 BEAT S EE AL . Gomes [101256F 78 HIF-1a (%2 FFK T4
TEBERR AL, 3G T 3007 1 IR bR e i R e D BRI, [RIRE R G 5 1 52 e B W A0 i — S A U 7 A
RYEVR BB AT IL-18 B TP 203 R0 2% (STING) 2 19 i A2 Sk M 4 it P9 RO BE 3T BRVR B, B
FRTIARBE 215 F HIF-1o € A IL-18, T AKHR T F AR A2 48 GPRIL. i B 1 5 Wi 4t i 4o % AR R 4% 1)
REENLH]Z HH STING J8Id HIF-Lo JEER M, FHEoRUE T B WG gH M AU 5 2 2 4 B e () — FE 7
YEIT SR . Suresh [11]ZHF 913 10K b R 40U (AEC) i) HIF-1a T3R5 7 Ml 45 (LC) Al i A 54015
W (GA)JE I &k #OE SN . LC J 11 % AEC KH5 HIF-1o 128 A R S BE B AT TCA ha] =4 5 2 1 0,
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PRIAPR I AE AR AR A B IL-18 ELHEARIE TN AEC B JRE R B, X e 2h BSCHE T IR IR K5 HIF-1a/IL-18
I3 LC J5A0E 2ORE R B

2.3. HIF-1a {5 S4h#E ARRTHEE BT P RO1ER

TEAE £ R RF, HIF-Lo B A A2 —Fh ORI TR, B 78 &P 20 i 2 250 1 S e o A w4705
FEHRBEMEO. HIF-Lo MFEAENE ] DIIEGREIAEE T 108, SRR AP S A 78 R AR L D7 220
I+ Nitric Oxide Synthase 2 (NOS2)/&—Fi 1 Z P4l iR A = AL I, Bete A R— A A (NO), — M Ef
Z R T D RE 2, AEPURAEYI D e . KR [12] S AR S B R T I
HIF-1a/INOS/VEGF 15 5@ I 7E A BU B0 2 75 T RS0 T b B S AR OO RIS LAV LR
BB HIF-1a (G A S ALK, 0% HIF-1a. VEGF. %S5 —% L& & B (inducible Nitric Oxide
Synthase, INOS) ) mMRNA I (%A . ERLAEN T, HIF-lo A EEEHA T IR, 15— Lol F )
RAFPURT AR o XA E AL ECGR T AR 0 40 i 2R B RIS 26 7R E4EMN, HIF-1a FIIEHEZ 2
MR R BT, BRI N AR Y17k Zheng [13]0FFE45 K& W], MEL mlidid MT1 2443 i i
E 540 g - ROS/HIF-10/GLUT1/NLRP3 I #% 1135 4k, , AT 3 — 25 SR A ik 50E 175 % 1Y) ARDS . Loevenich [14]
WL R N E R, SR 2R (HMPV)iE T TANK 456 3 1 (TBKL)F@E i IFN-B-IFNAR 4
W 545 SR T IL-18 530 S 80 1L-18 W& B b o A AATTEE 4 B | 24 IFN 76 1 HMPV
DA K A 5 e A S G A O PR PR T 0 57 3 PR IR TE 0 v VR - HIF-1a ZE 775 BRI 7 A2 1) 28 A
S0 T L AR E R A R A AN G AT, s R g R . Tian [15]1G R 40T R B, HIF-1a
(P2 L ROE IR S AE T R R AR AR R AR R 5 b o HIF-1a FIVIE 98 40 BR] 775 £ AR 40 i b e iz
£ SARS-CoV-2 [ 4LilE], ORF3a 2xi% S HIF-1a, 3T 0S5 SR Ge M 4 i SN« Zhang [16]HF 78 & I
HIV-1 & G215 S B VR4 M1 B AL AR A S 5 . HIV-1 B, INK/COX-2/HIF-1o Sl 30 LA
SEAEIEAR, MM EEGE ML ML BRAk, Do el R SR8 SR 3 (08 I e R BRI T T B . 4% BATIR,
HIF-L1o {55 58 W T ARG i 5 . se R, TR 5RELII TR, BRI REE T h K
LA OER X HIF-1o 5 5 AR AT TR A BY T 4875 58 2 A iR pLE], 9k DSBm iR 7T R fit
TEAE R 55 RN SRS

3. HIF-la 5SREGEENHIHR

HIF-1a 593 J5 44 FAEHLEIE T2 — AN B A0, B RN T HIF-Loo 7555 J5 7 B8 Guad 72 v i1 F &
HEmERBERGMAHEAER . HIF-Lo fE7 EAARBY P A NEIEH . — 770, HIF-Lo BE0E 36 AR T
ARSI, DRy e AT DA 0 SR AR AR AT RIS AR DG I BRI Rk . Zhu [17]%6 W 5K, COVID-19 &
I HIF-1o KA 5 B VAN JOEA 5C . il B LR (1) 2OE FB R TE 352 B-catenin-HIF-1a {55 1% 5
(R, IXAE ™ SRR R G0 A7 LA B Y. Zalpoor [18]25:HF 702 B 7 IR 9% 2% 2019 (COVID-19)
At SEUR, COVID-19 A] GEl T i HIF-1o FIBGE P2XT7 S2ARTER N & AR AE b R IR .
b, SIS PR R 2 0IR ST R RE AR VAT IR R I — FMRAA T S 1 U7 E . Zhang [19]560F Fi 48 R HITE
S v (U A BRI IR L) MC3T3-EL 4 FIE 88 4 B8 RN, HIF-1o AL A K R+ 1 (TGF-B1)3) L.
HIF-1o EL #5017 TGF-f1 mRNA FISE R MG (HRE), S HEIE. BLE/MHIF-1a/TGF-pl 55452
5T ERER AR X LRI R TG 5 R E N E RIS ST, S — 5T, HIF-1lo B
ATRABOETE TR RS, ISR EAATHE AL ME R . Miao [20]55 550K W], MRERAEAH OC SRk 451 47
(AL HIF-1o FI3ERIEHHE T sh-CDKN2B-ASL Xt LPS S I HA T KI#HI/EH . CDKN2B-AS1 5
LIN28B 46, iEidHaE HIF-1o filt’k NLRP3 /3 #GEIE, ML 3E AR 75 5 1) ALI. CDKN2B-AS1
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A RS IR YT IX O I HTHE . Guo [21]55 W 7L R I MALATL & —Fh s g MR P TR RNA, B8 45
IR has-miR-155-5p ST HIF-1a [ 214 K HIF-1a #1558 NK 4024 IFNG 35 F0 IFN-y 23 us 8 i .
MALAT1 n] i@ i 15 has-miR-155-5p/HIF-1a 4, 7E4: TDF V97 1) HBV Y222 1H 1) NK 48/ S /1%
R RIEEENEM . 28 EITR, HIF-lo 595 58 AENLHDE — N2 R0, W R ZAREAAHEAEH .
BE— B A TR A BT S AF B AR X — AR, N TEROBN IR T SRS R ALl

4, HIF-lo ERER EATSPREAR

o PR ] R AR 0B P AR S S B A AR AR O B, R A . AR R
i S FA 70 26 R 2 B A0 B AR AR A PSR L AR, DUAE R R B RA BRSO N 7 A A
Yo GEAE, WELEANN, @ik RS A RE B F AT, RS R LS. X LS
RIPEFTH, HIF-la RYEE RBEER], JLILRTE R g R s . HIF-1a 75 1B 5 A5 & P Hes:
HOPRERRE, (HAEMRESRAFR AR AR B, TR ) & AL R 0L . XS RER P S 2L A A i AR
B A R DR AR 8 DA K 4 AR K AT o (2, HIF-1o VR IEARBR TAREIAEL, B AR IR AR gL
PERIEM L 5 FAEETEER, R AR R B TS S B OCEERIEH . Lu [22]5 k5 Tz R4S
41 E2M (UBE2M)XT WG 41 i 175 5 PR AT Bk A 5% 98 0E 22 O B 22 . E3 ¥2 I H2ME VHLVHL il i B # HIF-1a,
WD T HIF-1a S 1 IL-18 (724, X RPN 5 B REL IR 1L-18 A= Bd /D 10 5 251 28 76 1 PR o6 .
F Trim21 J SCSEAZ AR 51 B0 ) £ 40 P P b R 5 ) W2 A TRIMI2L, A Rl AR JiE 375 5 14) 2 RE AN AH
FARUZREL . X—LEREY, EVE4II UBE2M XFAERESE S I JOEE R EE, TRIM2L 2697 AR K& AH <
AR TR AR B0 E#E 25 . Feng [23] i 7 20 2L ELWE 21 B (AT M) 255 -5 A B I R 1) 2% R AN BT 5K
AAFRER AR EL S o Bk RS R E S E AR B S5 M 2 (PHD2) AL 45 )4
&, IFRE SIS R T (HIF-1a), MR RIE BRI . DGR [24]5 NBET B 08 48R
SIRT1-HIF-La AR 7E Ui 2 R AR S e B0 Th RE h R FEEAZOAE - o BT S 2 240 2 42 1) 4 58 A S5 1Y)
K, SIRTL M HIF-1a AHIARES 5 S AH S (ARG . iR I BoME I 2RE AT B £ S0 9% PR )
YRR, Ak, SIRTL IEReRZM AL 2 FA M (5 508, WP RAE @A L4 B i&1E . Pang [25]
R SIRTL 5 HIF-1a 2 [0/ .30 T B A2 20 1 128 G B AR G 2 40 M AR 15 1) D, I (0 568 S 2 400
AR b KPR G DR E RS . 7RI AN AR A ) S e BRI, 40 M A & A i 5 VR T3 9R
ST 2 B TAE R S IR mlo 15T HIF-La 75 S AR o 45 A 00 4 T 38 B T OB a7
T, TR RN RV . Terdn Z5[261WF58 T HIF-La 76454 20 BT B R G B B 0 4 e
(BMM) 25 SRR FIME T, HIF-La A& AR AN 98 0 S5 W7 1 S BT BRI A0 R8I ML) P o R 0
7 P8 5% S TG 0 B K PR P S5 AT T 3 . DFO J&— e RaE HIF-1a BIALEYD, "B REAE T 2kt ak,
PRI R 1 AR BT B ], AT LA HIF-Lo S0 FAARHE PP B8 5 R AR IO R . A PR 43
HIF-Lo 7E T G e 20 M AR . RGN S I AR R A 2 R E I E ], (HX — S SR TR 2L
ZHLEIERTF T, CARSERI GG S AT B AR, IR 5] 5 R R SRR T K o

5. HIF-1o SRES SRR ARAT

HIF-1o 5 280 S0 NSO GH I T 2 B AEE B VIR R R . ERAEEFET, HIF-1o 0] DM 45E
73R, G IL-1. 1L-6 A1 TNF-o 55, IO S0E [ S o AR, HIF-1a A8 15T LS N B2 Ik
Fibt o+, REEARE MRS Y, - PIMERGE. RSB, HIF-la FIRIEK A H b
R 3G I EFt . HIF-1o 8 P84 TUFHEEE N ) 3R1L, S 5IENPIBUR N . XL W K 2 Fhdt
AfLEE, 40 SOD. Catalase %5, f7BhTiEMiEEA B (ROS), AR EAL N BT A it 3 . B S9m[27]%%
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i A % Nk A R 4 i (HUVE Cs) o U 4 i 0 T4 0. AR 2%, A& 1 4(ROS) . FLER ML
S (LDH) & 25 B IL-61L-17.1L-18 7K °F-, PCR (QRT-PCR) S 43l % 4H iy miR-138-5p & HIF-1a mRNA
Fik, EFRFMH: LncRNA SNHG12 vl il Fiff miR-138-5p £ik, i HIF-1a £k, 0] H/R %51
HUVECs %5 S AL R, IR A5 LT ARIE T 71, HIF-1la fER LR 4. fER BT,
HIF-la AR5 FALI TR R 301L, 1 Bax F1 Bad %5, MIMAEZE4HMIIE T2 ST, HIF-1oo 1 A7 LA 3E
S TAE SIE B ITE M, 40 Caspase MBIV TIEES, MR IEPUE T /EM . Yfantis Z[28]i TR &
PRIG R BEVTVE 2L, 45 BUN, GERE AT ERK IETEEMR, HIF-1a 5 mortalin 145 &2 24
AR 5E Bax, TRIPUIML G T T IXFCE A AT R S 4R . SR DL & HIF-1o RIAKFEE 2
HEA XK. LR, HIF-la fE30E. SALREORAN M T b ok 55465 EE AR RN T XLl
il BT AH B (R Y7 B2 BT I R VB TE 1R 7 HE 1

6. HIF-1la 2 5B HEEPER

HIF-Lo A2 VA 5 B A A 56 TR R A ) B B S IR 10 FEBREEARME N HIF-Lo 005 B PR A M S B 1) 2 %
TEERERARISAR, DOE NGRS . Evansn S5[S]FF AR B, 7R W R diiury, HIF-1lo BT 4EFehinz
Ff It AR DA AT, &N T 4H MR BRGNS RS I SR AR R AR M T R . 7R R R
HIF-Lor (1380075 12 A8 5 Wk 200 P 33 5 % At R T B T 5 R, 0 3 e 0 1) 5% 2 3 e A0 52 ) ) B BT T ot &0
B FEDIT M SEBILAG  Sen ZE[29107F 7T 22 BITR SODR 41 i (D C) 3 et B (A U 2 2w R 7 A A 5 R S et 28 S
PR A 7 R A S T Jr SR A sk DA S, TCA FRER (1 T 4 T A A i 52 RS ol 65 4% 43 B2 AT B (Mitb)
JERYARII R ], AKT-mTOR-HIF-1a i/ 3 (O BEBE A A CPT1a IKS)1 B AR 2] T 3958, TEM 52 P DCs
I OCEIER . It HIF-1a 382 5 BB R AR F2 A i) FCAR R T WL, Pan S5 [3075d i X W e S8 . S bRl
JE 9% b RO R RGP 43 B3 A PMING JEAT T AR AL 2220 T . LDHA R F0H1 PMN AR (1 < 5
K2, PI3K/AKt-HIF-1a JEEZ 5T LDHA FIRIEKF, FFEM T PMNs FILFIBREDIGE. Liu [31]%%
TN BRI TR IS B S R T 4 (ATFA)TEIRERE (B35 41 A 1 5 A% 41 i (PBMCs) Hh ik 48 in - 5
HEREARAE DG, $RHT ATF4 KIHiThRE, B2 —FhE BRHBEMARNE T, A B TR 2 RN AN GE ik 3
i B R0 M ) S e it 52 . PRIk, ATF4 RTREE MR EEIE Sy iR VB E R . 28 LATIR, HIF-1a TEHE
AR 2 i B R .

75 H 7T I, HIF-Loo R F CUIE B B (175 81 % G2 S N ) % 2 R 2, HIF-1a /24
MRAEERE R N RIB MK E 7, SR 2 AR RIE, X R I B ARARI I A
1R UL R N AE IS o £E78 1B SN 7 T, X HIF-1oo I FC4B 7~ 1 EAE VA 4% 2 00 S 2 4 P At At
PRIEGLp SORE N I S T M EEER .. B2, UElIRES T HIF-1o 76T G2 41 Ih RE 7 1 1) £
FEALA], AT AU R A SN o HIF-1a RS S T 5 B IE W 78 S ASE 70 1) JBC e ol A b B (3P VR
T2 T FE IEAE AT AR N B AR HIF-1o 75 528 8 5 RUBSS s B R AT, S SRR S0 N T8 (¥R 7 SR
PRA T Hemh . Rk, AP T ROR A TR R HIF-1a 75 N FERIZI HH RS B 8 A J B TE
OMERRIASE S

BT HIF-1o 76 /R FHIRER NS, AU AT 78 S B0 LA B a3 AT . B0k, AR
(AR 7 n] REBE R T HIF-1o FIRE A, DL FIPUR GG T 560 . 0, @it 2591 HIF-1a 72
SEPERE M, AT DAY 1 32 0 g S BT B PR g ae 1. K, HIF-1a A5 10915 325 9% J5 R 8] 1 AH
HAER R —AN RS, JCHRAE T RS R AR W 520 HIF-1a 555 TH

g5 LT, KR FRLLEE Z FRHEAR, RANRER HIF-1a TEA FPREDRA T M2 REEE R A
TR, AT R HTHIIRTT 5 iR T SRS SR AR A
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