0 B R AE BT R SRR T s 48 e ARV R L A B B
WL T RESE 2 SR Y
LHN B REm NREERS, HR 2B, 733000;
2 H R B E LA e/ HOR A R BB, R =24, 730050
FE: HAUDIRIEFM 2 (COVID-19) 2 NFREGUH AR T (SARS-CoV-2) 5IHEMH
DA ¢ A 1 BEAIR IUH A A B, BATRSRI A E AN BOR L. BFFTUERT, COVID-19 HAE
s FERE SR PO IR AR TR KT A S TR . AR R (CS) AR AR R R A FELRE
i fe AR EE IR . LLEASrE 6 (IL-6) NIRLZH- B gi A S 3 s 7 (GM-CSF) 4
F IR F B R CS FEENZE . XF 1L-6+ GM-CSF Z5:41 i [K - 1) A A AT T2
GRS CS, LRI Haill COVID-19 HUAE A BERE DL K B AR 7S, ££ COVID-19 12 W,
TEEE . G BELWIR YT LA T RO 557 T AN E
R FAUEIRE R AR A TR

P ERIR R 2 (TR 28  Corona Virus Disease 2019,
COVID-19) s& NFRBEEYLH MR EE (Severe acute respiratory
syndrome coronavirus—2, SARS-CoV-2) 5|;& i PLAT 4 N3 W13 AL
Gt . 5 2003 4 H AVERFIRZREE (Severe acute
respiratory syndrome, SARS) AN[E], #4KZ % COVID-19 M3 H.1
FEER A, (HLAH 20%0 EFERAEE IR INE, Bk
MMIgefERS . 2R Fi8E (Acute respiratory distress
syndrome, ARDS) F1Z2 i 28 ThRE 3£ (Multiple organ failure, MOF)
5, SEE BB R AT WA B S AR TR ) B A
FE T EURE B Z RN [ W YRR SR T R REF LRI,
MR X% (cytokine storm, CS) +& COVID-19 i E %Ak T
AT WEERRLZ — ANSCHH MR 1 7E COVID-19 %tk i 1)
YR R HLARR G AR S AN AR 1R AT 2538



1 40 R B HeBi R S AR A

280 60 51 - AT 7 8 0 A 28 A Y 28 A VA P — 6/
o EREER, AMUEER, BREATZREDFIhR. FEAHE
F/ 3 (interleukin, IL). F#%& C(interferon, IFN). JREIASE
7 (tumor necrosis factor, TNF). #EIKHIEEA T (colony
stimulating factor, CSF). ¥MWAKKT-B . KK, Bk
AR T4 7 KEWE . TERIE RN, 2Pt R 55 ks Sk 52
iy, IR G S R AN R HE AR BT R . — A A R B IR
RN R R RN ThRE, FOME RGBT 53—
R PR F BE RS HCHT AR S BE, FROGHT A AR 0 LA i A5 A K
DI, S R G0 FE IR A A DR TRk SO R E R s T 470 28 4 i IR
TR BT AI ARE S5 N T B S5 Ak . T TR RIE R R B A
7% [ G I
2 SARS-CoV-2 ¥ K4 LRl 73 K 4 X 7~ R 2
2.1 SARS-CoV-2 H /LM T Fk, FEH AT
5 SARS-CoV. MERS—CoV K H: G| KB IKNRNI T, KIAIF
T3 B 5 S BT (1 40 B R i AN AR [ o a3, e [ iy
A28 11 oo I o ) 2R 2 e S B S ) e T — I, A
T 12 ] COVID-19 &35 Ml i 48 Ml /K F. 4iRER, 5
XTREZHARLE, COVID-19 & M4 38 R A 7K P B Tk,
H 17 M5 SARS-CoV-2 KgAK, 15 Fh 5w ER 5 {6 AH
FHE, Huang C BHERET Lancet MBFFLERY, 13 BIALE 1CU
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[ty COVID-19 EJEH#H 1 IL-2. IL-7. IL-10. G-CSF. T HFEIE
A 10\ A ER 1 BRI A S E-1A 1 INF- a 7K
BE. Lancet fEZRRFAHIHFF LR, COVID-19 BFH N T
ff) IL-2, IL-6. IL-7. IL-10. IFN-y . TNF-a 2L COVID-19 [#7™®
LR K, S2%MEBRFH RN 1L-6 Fhi&, JUHAE FREA G B B
R ETE" . AT, SARS—Cov—2 % SLIA ™ A= % Fhan i b 1
)z ik, RIRER o A0 PR T AE A R R I R A 123 i A
., TTHERES 5 COVID-19 HEAEAL A< B am i B -
2.2 COVID-19 IR X E A ML CS SORR b M PN 5 e, B
L Ferrara J. L. T 20 t40 90 SEARTER M YILTE FHE R OB 5] k2
JOERRHERS PR BIFFIRGE™ . ¢S M4k T mEYL R, il
fig %8 240 i IR 1 7K S 2R T v 5l R I — Bl 7 R e 0 R
SARS—CoV—2 Ik N i b Bz 40 i, 5 240 B P KB A2 A el i i
SHLR PN [ A B S AR (589 CDA'T KR4 . 3L CDA'T 40 i
WS4 Thl 40 AT Th2 400, b2 5 40 G2 1) Thl 4501k
IL-2. IL-6. IFN-v 5 GM-CSF ZE4Hfu A7 AU, 56 i) 24 1
B BEN MV ) GM-CSF Z4E JF 0% CD14'CD16 4 1 H Az 4 il
A Fh G BE RN, TEALET CD14'CD16" 48 1tk B A 2 i 15—+ 43 Wb HLAth
2 4 i R A 2 T R I KRS 58 B A I R R T
{12 9 4 A1 7 SRT S8R MO B 22 S 40 M RE B0 B A0 X 7, T
L — N IR AR

GO T, HUAIX — S5t AT AR 1 o 76 S L5 FARES
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XX I 1] B 45t PR 240 il DR 2 W ST AR BRI, S AR 7 L
PREHIRE T 51 A RN, T8 ™ B AR P i i o it —3k,
G A MAERFE SARS-CoV-2 (1 [FJI , i 240k it v 4H 23 1) 1 4
M, B “H RIS, AR CS™ . HARKEF I G B
B NURTE BRom  ) E B AR, (ATEN A RR R BN RE A 205
TREEIS , R N AR e P S e B 2B M i 5 . AL T CDA'T 4o
SRR ST BN, CD14'CD16 B RZ 4N M A S (1 AR 57 1k S e 2
£ COVID-19 % CS KR, KIFEE L NEHEERIEA .

T BA H  DA B BBT it S 7, GM=CSF £ CS J& 3 o f sl
KRIFFFEEENEN . BOYAHIHI EF, FEET IL-6 ALRAS 1 g
AR TL-6 IREE, JEARERHWT CD14'CD16" %8 M B AZ 4 L vi%i 1 2
H AP 7 10k T PHBT GM-CSF A EEAR 1 Mg A AL 21 e
GM-CSF (U, 17 ELFELIKT 1 CD14°CD16" % 1tk B A% 2 P i £ Ko 3 — 2%
IR T HIRE . FHBb AT AL, 1L-6 F1 GM-CSF &2 5 COVID-19
CS FIM A OCEEAN MR 7 o CS FBU LN KB e i, 4
PR - DA S AR U A 3 AR LS i, 32 R R AR A 3k b i, e ¢ 3K
ARDS JAEM™. 4k, REUR M 0 K &S AT 5] K I Th AR
AL MOF 25— R4k R MR FLIRAS, HEFE.

2.3 MEREKRFEIME 2 K%M TTIER  SARS-CoV-2 gL N AR
WS HBRBEE S (S EED TG A0 R 12 A — B R
F: Wil 2 (angiotensin converting enzyme 2, ACE2) Mifiik AJifi
Wb . fE AR R R S R IA ACE2 [ 1T Y i v b R 4 i
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(alveolar epithelial type II cells, ATII) ™", ATII4HfExF
S HE 1 2 I T AT I 4032 ] ACE2 I RIA/KF, Fi A ACE2 2
SARS—CoV-2 4Lt F4uMIff) “4H&L” . ACE2 5 ACE R8T 5 &1L
BBk K- [ B 52 4% (Renin—angiotensin—aldosterone System,
RAAS) 5 UK~ 22 Uk R 5 M, ACE (e kI B 557K 2 I (angiotensin
I, Angll) A:pk, ACE2 {81k Ang Il 4L Angl-7. IEHIHHL TR
[¥] ACE2 55 ACE LREFAHXTT4, X P P-ERRES A BT itk G fifi H 23450 1
IR A" . SARS-CoV-2 J& e AT TT 4L/, ACE2 3Rk R, T ACE 1/
TREFFEFOR /K, ACE2 55 ACE KT AT Y, 28 50 51 R il 41 445
f5: J1—J71H, {K/KF1) ACE2 AREME Ang Il #4464 Angl-7, MTIF
B Ang T 2HLE7KF, UG RAAS RGN ATL S246™ . M, Jhigigl
S WLERZUUSCAR, B A0 A PN, WoE T A VR4 AR
SR G SN, KIS TR 9 P A0 R 8 1 2L AR T i v T il
KB, BB e 7R . Bk RT L, ACE2 7 COVID-19 Jife
R AR, B SARS-CoV-2 3T 145 35 AT I 4K T11 “4H
275 SARS—CoV-2 UL i , /K 1) ACE2 BiE RAAS R FE, flR1k CS ™™,
S it LAST , ACE2 T2 Lo I+ 'BF Mk B FIE RNV A3 Hh 7 S /KPR ™
YL HEDT, SARS-CoV-2 &Y SN LALThEE T FE ThRedi s LA
J2 MOF A[ g5 ACE2 A 2™,

3 S TFLE COVID-19 %y rh iy B 418
COVID-19 &3 — B4 CS, ¥ 3 BUw I o i =, AR LLgT#E .
ARG RR", COVID-19 B3 MK+ IL-6. IL-8. GM-CSF 4l A
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F TR AT LLTE R 2 P BUIRES , an ML B i PG N . (AR TR B L
WU 70 R RS, kIS EUKIME . DIC A1 MOF. ik, wnfafxf CS (1)
RAEEAT FIA R I T, IR LS T0RERTT, 2 R E R AT
T —A R,

FEEZNENINR ISRV PadyrE < /3: s PR pliibuk walll i N PS P/ S
el COVID-19 Mt o [ oK TARZ KA CHr e R 2 il R 1297 77
Z) FHRRLA S (BT 2019 FRRIE B 455 BOR L F AR 52,
FERG I HE B B AT B IL-6. 1L-8 254 /K T, A b Bk
ATREIN™ o GRrAURARTR TG #1297 77 52) SB-Lhh, 7EER. faF
RO IR S vy e, T Uz A S A SR, HL S s A
IL-6 K- FFtm, T IL-6 ZARBH W AT R ARy i A
N IL—6 FRI7KF- 75 AT S BRFE e B 47T (4 BEL DT 250 R

£ COVID-19 IR, AHEL T HAdgnpa a5, Al 1L-6 A
GM-CSF [J7K~F7E COVID-19 2 Wr. TRAEMEE . e in sy LLAT 20l
ST TR R ERCAZEH . 5&F 1L-6 A1 GM-CSF [IARAKIE, H N
A 22 ST T S ARG I3 -6 GM-CSF 241 it [H] 7K B () AR AL VT
A7 TS ZELER 1 98 MR R A RR ™, A 8 3 il E B3 A ) TL-6
IL-8 (7K 0 TL-6. GM-CSF 4 i PR -~ 1) S 0 = A 7 v 2 2 A
ST A R AR . BAT, EAERU EERZ R R
SIS T AT AT o ST VARG I A P TR - AN At v PR R S, T
HE SR Ry, S50 = A F i Rl .
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SARS-CoV-2 H A 1R i A& Jettk AEomite, & COVID-19 HI%EAN
R, CS IR R FERIE R HAE . GHEMER RN HEERZRZ —.
W12 CS W RE R AHER IE A . PRARERE R AL T A s . il
COVID-19 B R N4 AT ICH 2 1L-6 5 GM-CSF [Mah&A484k, w]
PAS R0 CS (A, 1 B B PRl COVID-19 F8 [ 1 it e Al

TiJg, N COVID-19 HIi2y7 H At B 34K .
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