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Research progress on antiviral effects of immunosuppressants
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Zhong-ren' s ZHOU Jian-hua'? (1. Key Laboratory of Biotechnology and Bioengineering of
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Engineering, Northwest Minzu University ., Lanzhou 730010, China)

[Abstract] Immmunosuppressants are mainly used to reduce rejection after solid organ transplantation, so as to
improve the success rate of organ transplantation. However, long-term use of immunosuppressants can also serious-
ly impair the immune function of patients, thereby increasing the risk of viral infection and postoperative complica-
tions, leading to transplant failure. Therefore, patients need to use both immunosuppressants and antiviral agents.
If some immunosuppressants with antiviral effects are found, the patient”s burden of taking medicines will be greatly
reduced. Currently, the immunosuppressants with antiviral effect have been focused by researchers. The gradual re-
vealing of the antiviral mechanism of these immunosuppressants will help to optimize the treatment plan of postope-
rative rehabilitation of organ transplant recipients. Based on the mechanism of rejection of transplanted organ, this
paper systematically describes the types of viruses which closely related to infection of organ transplant patients and
the molecular mechanism of some immunosuppressants in antiviral aspects. which further provides a new idea for
clinical prevention and treatment of viral infection due to organ transplantation.
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CMV) \EB Ji 8 . it % 35 BT 28 76 AR i 8 (SARS-
CoV-2) . Z I KT 4 %% B (hepatitis B virus, HBV) #l
A B RT 4% 95 B8 (hepatitis C virus, HCV) £, 8 'H
o HEL 1) 52 385 Ao T e 92 00 1 550 ) 2o 7R vh — HHE 3200
BEFR G B R IG N 52 38 SR 2 B B Al 2R DU 1 DAL
R TIRIET: . YT, RSB B P RE ik
PRI RIG T T- Bt = I gE 8 Wpi v 25 e W 2
A DL PO TR ST S5 RIS T R . X RS A A2 R UG
— T [ s g S S AR K A0 I P 8 0 ) AT
HE R BN 8 ) I 300 5 B4 SZ HUR RE VAR YT o X AN (U
INY B A 52 MU A 25 9 1 7 40 L 25 B s B
ZHURTE YL R . BEX R RFE A K
IR T B 5 410 o) 50 ot ke 1) B S Bk L AR SORE R G T ik
e 2 0 14 70 38 IO MIL A S 8 AT R B AR G LR B
HERALAYPLE] S DL K 5 Fi — L8 B P B T P
S 0038 R E B0 35 7 AL . AR SCE AR SRR AR
B AL AE S i PR 24 77 T A — SE O 2 KL e IR
BE A Oy 52 A SRR PUR TR IR T O R AR AR R B .

1 TR SHFRAIPH

B AR REA AU K B Bl AR R A m R
A7) AR S HE R B A2 52 Wil 4% B B A T 5 7 1
KHENR., NRZRGEMEKRE . T kA
SRR RO FEBTAR A RO HE R SRS Dy UL . AE
i BB Z G AR BT 2 A W RS2 LR T ik
CLA M 2 G Ak . B 2G4k T bk 2 40 e 7 A= B
A= 2 (nterleukin-2, IL-2) 3k FF )3 HEFR = i o
XA LT o 8 S 8 90 1 500 o A 8 T bk 2 4
IO 4 S B T PR T R HE e R AR L L
TR e I 4 W) D) R AR DNA [ A B 410 i 40 i 4
5 5 TR JE Fn e ml LA o) 28 4 58 ik P 4 T2,
T E v (interferon-y, IFN-y) ., IR IE A T «
(tumor necrosis factor-a, TFN-o) % 1) 55 53¢, W 55
T 7 2 4 2 35 KOG 200 L DXL 5 8 W o 3R AT LA ol
TL-2 32 (A5 g i A 55 A 1% S TR AT AR T 4k
EEL 240 % 4 B DXL 10 B iy o AR bR A 2 0 o 5 AT
AR AL B 38 52 I % S A 25 B A R e 000 1B
W8 22 T Ok 11 {88 % 0 2 1 AR 36 0 25

2 EBEHNmEINEE GRS

X B RS A AR R U A I I S 5 4
Ry AR HE TR 52N Y [ I 30 7 B A AN [ Ao 2

(BT 75 25 W0 AR FB)7 /36097 AN R R AR SR e L X R
Ja WEG A 25 Wl Sk A/ SR . H T Il R
114 B 5 00 1 50 B0 4% Bz Jo 3] I 2 1 285 900 L 4 e
22 W TR I A0 590 L HTAC 2590 . m-TOR 404 51 L &%
2 e A W R A T G s 0 o R G o T
240 DNA S5 3 F 5 2 i ok 52 B 4 e 40 il DL
1, T B AR A2l A P A M A E RGOk
7 TR ZH 25 B it )G AL W) R B . X
WRA » 21 L8 0 0 0 il 500 2 4% G 1 40 4 P 04 T g
AFAEREAE I U 7R CR

—— WU — (] | % % m Ay
L CAAm —
o — Okt

«—CDK/Cyclin ~ +—m-TOP WA A
B ——— % T
N AT
I !
T (tusesea | [wmnmz] [me 5] NF‘*T:I

Wk I S

IL-2 |
IFN, TNF-o

I b L PR (P

2.1 &k #F K4 (eflunomide) e K KF 5 — Fh 4
HEUHE TR 9T R AIRAE T R A 259 ZE P IE L i
AT LU AR S AT MR X AT7 — 1726, HOE TETE
ST A DA AL e 4 G 2 911 1 R () s o 40 o]
A A E RN S 8 (dihydroorotate dehydrogenase,
DHODH) 2k BH 1 T 40 fE #4585 . DHODH J2& M5 g %
TR A WA R B S B R R . Ol JRUK R o 1 7
DHODH 3 PEK T 90 W5 5 5 5. 33 4% X 41 i 4 1)
G1 R LA PR AT 36 A8 AT 395 P 1 I8 DA T 52 Wie) 240 Ji
G340 5 () T B 1 1 SR R U DA B 22 B S AL R
F % ## (mitogen-activated protein kinase, MAPK) 7%
P BELIE 28 B R AL, B SE BT AN 5 (3) 38
1 FH IE#% [N 7 kB(nuclear factor kB, NF-«B) %) i
b BH Ik 1B /Y B i S HoA% 5 s B T 3 TNF-a
TR At 2 E 20 B R 1 & BB s D (O IR T
RN R A 2 A )7 R 7 e i I 3
SRR Bk 24 883 K5 B K B R (glucocorti-
coid, GC) /% 5 Vi 35 7] I o 35 28 KRR £ 56 1 R
(rheumatoid arthritis, RA) R EE % (lupus ne-
phritis, LN, P 2 i £ £ 1M 4 & (granulomatosis
with polyangiitis, GPA) . E 41 ifi 3 ik % (giant cell
arteritis, GCA) f K 3l Jk % (takayasu arteritis,
TA) I RAEAR .
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B, HE 208 3.5 hy (H 2 HG B L (A77 -
1726) 12 2 W) Kk 360 h, I I B A AR 33 1 2Y
Fa AUk (steady-state concentration, Css) 3 il &
I R FH 25 19 50) 5 R 100 mg/dL ZESERA 3 d Z )5 4k
Frt oy 10~20 mg/d"> . M4 K FOK R 251K 3
JIERHE  FOE VIR SCTE ML N 4 A 0 3 M i
RO Ji B HE G0 1 A I o R SROR e o 1 ) 2
P T 2 1 VA 1 055 P A T I e 2 3 IR 4 A2 o DA
KA ) W R AL S o R B 2 R HE DA B AR .
R UK 5 X 22 B 75 BAT HU 7 06 1 9 a0 CMLV
BK £ 955 B4 29 7 (herpes simplex virus,
HSV) | I 3 & M 95 7% (respiratory syncytial vi-
rus, RSV) fil SARS-CoV-2 Z:1315) - il , o ip 1k
PRI I A AR AP U3 L ok UK FRTEHR ST CMV (= 5
T 25 200 i 1 T ¥ R B AR 5 I R IR T I Y
BE A Sk FEOK R AT LA 38 o 5 5 40 i 7 A R R R
WEFE 3 . A7 0O i BK 2290 9 75 16 B /N B R 4 i
g A S M AR (A7 - 1726) 7E B AR
RSV TE 4 Jl 7K 7 DL B/ B gk e A2 B8 | 1 3 9t
L7 AR P B 2 A AR AR . FE B OE ATT -
1726 FLM T 955 (Junin virus, JUNV) YL 3 #E
WHEE K AT7 = 1726 B LA & WO 1 T8 X i
S mEIE ARG L i B I JUNV A6 RNA 14 2.
Z R AEREACAE B F 52 AT7 — 1726 i RGBT 1Y
AR BB AR B X SARS-CoV-2 &t H A Hit i
TGP (R R R I R RE AR

A L 32 410 11 ) e LA KBt B R R UK
FTE e B A 2 E 09T S HE e SOns L K 19 B s 7
Y 7 T 5 52 T Dk o L ok JBUK R i R foE 1T 50) 1)
A [v) AT B8 2 532 ) G A 92 410 1) R0 7 Y S8 49
IF5E N B B o 7] O JROK 5 T T 5 R RS A AR 1Y
BT b R, A A %N 2% A O HL T s 1
PR BRERE J1 . FEVRYT N B E % 5 CMV L1 '
JIFE % AL R 5 I AR A SRR Rr AN S BB A% 2 45 S i 1
il 3 R 1% A S50 B R R N CMV T 25 3 R
A DL 2 RS A 52 5 TE (T K 90K R I DR By e 9%
5 BCE A B o 3 4= G 190 2 o A9 P 24 790 B XA T 2K
Rl
2.2 & ® # (mycophenolic acid, MPA) MPA &
g i 24 N B 2% 2% W S ( mycophenolate mofetil,
MMF) 6 A 7 8, B B 5 900 0% 1 I R |
T O o B B8 SO B AL 1) RS AR HE IR S
I PR 5 I MIPA 38 A7 %5 195 2 18R 35 38 7 L 20 WA
JI2 38 AN B T BR A W 15 . MIPA ZE LR 1 2 22 31 24

17,9 hy RZEVL 5 K& 8 4546 W A7
EL I B 00 B 4 PR AR AR . MPA S 5 i %
P04 WL B 4 B (inosine monophosphate dehy-
drogenase, IMPDH) 7E I & 5l 10 1845 o k95 Ho A
JEEATN R 0 P L e 2 2T UMK LS A AN B Ik 2 4 e
B R T BEAIRT

B 7 G 41t £ o A5 A P BA ) A DG A 5>
R MPA HA T &G . MPA 4 gz
0] R B B 1 AR 2% B R A2 A I R IR T A
JEHERR Som R R RA E R . SHEUR
YA TR MPA i 3o #8818 3 40 M0 19 5 3 R R
0049 B S ) 5 T AR 24 95 B bk 1 BUABE AR . o
MPA i 76 40 K - 38 2 /) BUR L 6 7Y | 24 Ok 4%
WO AR I 2 0 B L 0 BORS EE RS EE R
SARS-CoV-2 {2, B4k MPA HREff H RNA 4 ik
SPERIE 2 ABCR . (1 MPA (L{L5 % 0. 85 umol/1
2K B B 3% B Mk BE (concentration for 50% of
maximal effect, ECs) 5] & 5t 0] 15 2] iR $i9% 2
B XON I SRR A TEAR I R AR T MPA 1) 52 %%
Bl B 3R PT SARS-Co V-2 JE UL 72 Ak 1 I B 0 1R
RERM T SHKYE . EIRHT A S 7 1Y (R 5k
5T P R A 2 B MPA X 7 56 DR 4 7 o 0 1k 2L
A AR5 A RON S . IR #E (rotavirus, RV)
e A M O LA BORIT R R Z — . SR,
MPA 7E 10 pg/mL BIGI7 ] & T X RV K40 5
B 2R E Ak 99 %, KB MPA X RV 3 [H
R HATAR v 0 i 25 Bt B, 5 MPAC (9 3509 7 1L
il % A v 4y EB 95 8 0] DL i 53 EBNA2 & 48 #l
Myc @255 IMPDH2 35, S 20 A 41 i Al
200 6 S K D A K ) A 4 . g R B
FH MMF AJ 4000 i g U 200 i 498 A= e . BHL g, IMP-
DH2 #4i5] . B MPA 5 MMF, o] {1 3° EB %5 # [
PR S Ik B 40 i 8 A R B I I IR R YT . SR
MRS & PO B 09 P R RUR A L. MPAL DI
ECso 2 0. 4 pmol /L #4554t gt a] DLW I 410 ] 6 A 4K
7% (dengue virus, DENV) 7EM6 B 40 Mg b A% 384 58 75
P JE 378 8 A3 1) B S5 MOGF I e B I 0 BE AICRDY
Tee Ml AR A 77 3 S W R i T MPA #1223 i
ST — o G 328 0 ) 7 245 00 TR A 9 L X AN [
BB FEALE L FF X & B B A 2 & 5 W e in oy
BE R — A A S AR R R SR A R S
2.3 wkwk 5 & (mizoribine) BRI 37 2 2 — Fir DK 1k
KR 259 FEAE X T B bk T 40 o i 38 46 L 4 Ak
B I P L ks 7 2 2 T RS A 2 A S A
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7P 7R H AL e T 0B S AR M HE IR
B DA B YT RAVE R E R LN EZ LR M A S
o Mk B R o [FIAE LA S —Fp IMPDH 41744 71, Bk
WA N7 T R B U T SRR R A I A s LS PR AR
Py K k7 2% 57-MP gk Sy Al LR 8 IMPDH
PEAR I aob RS LA DU T 6 M 7 R BLAE
LG RSV K/ 2 A it 8o 7 &l it 8o 7 2 A
3 BRI R R FE L BRE E #E L CMV, HSV | SARS-
CoV-2 HCV S5 B 8 15 17 . HR B F5 M
PG BE 5 AR L L ke ST 22 6 22 s B 1 B0 I TS
AL B ECs 5 Ry WAL EE R R s vl S5 8. @ T
A 955 75 M B 15 %% 7 (bovine viral diarrhea virus,
BVDV) 735 85 &2 il A K O ALy i 5 HCV A4y
FRAARL P AR 22 BF 53 02 A 5% BVDV & e #1L 1 ok #
/A HCV [ AHEEOm L . 72 ] BVDV £ 4 ' 40
I 1 L T T 24 R Sy A A U 4
I HA O RO 7 B ECs {f M 5. 3 pmol/L; 241k
Mg 7 52 55 TFN-o LA 105119 BB A o8 IS S R 7. 2
T HPL BVDV #8586 1) ECs {HAL K 0. 66 pmol /L7,
X — M5 A i S Al g 37 = X HCV 0% 2 20 9
MRS AL T ME M S %R . 6 IKTRYT L
B 25 B A 5 & A B R T 46 114 B8 3% 22 R
e 37 B2 (150~200 mg/24 h) | F 3L 88 g b f8 [0, 6~
0.8 mg/ (kg + 24 h) JAIRE R (0. 5 mg/24 h)24 J
Ji BB I RRE IR 2 8 G A O LS R S AN B
P2 55 BT I S B 8 P AT LG R B 0 6T
YRI5 B SRS I YR T RO . AR R e ST R A A
PEHETR DA B 8 4= G 2 R A L (B R
258 2 2 5 | R B ERS Al 32 & kA S bk B e R
R I RES . Sk W B NE AR T RS R 2 R A AR R
25 ke 57 02 5 i 7 5L A A 2RIk e b A R
RE ) &AL R R 37 R DL R AR I R
SER R E SR S F IR YT BT e T R Y — Fh A 3
254 w] DA A 2 W 00 0 P S DA 5 245 ) 1 Bt
WA .

2.4 3384 (cyclosporin) i & 2 — P 45 0 ik
MR EE A0 7). AR R e TR Q. 72 T
WEA R SRR E AL G RE G, i
Y6 PR R G VY 0 TR B 40 R T 3 4y b T2,
FEIR T G HETF SN A ok 8 v a2 T) R S 1A S
S B R R E 4 0 9 32 3 6 B A A WA, B i) f
K € S 1 BUDOR 1 NER % R ae S
(CYP3A4, ABCB1., ABCC2, ABCG2, NFKBI , POR
1 PXR) % Z AP 23 B B N R B R 5L R

WAL 2 A T IR AR T AT B B 22 25 L X
U 25 It DR B3 A ol A 1 3R 2R A7 S s S I 7 s 1 5]
HERERME TAMENSEE L

M A AR RE RS A R HCV BHAE B 35 iR
AR Alceyclosporin A, CsA) 1 7] & 38 A K fiK
B, 3 A HCOV LG 8 K5 T s, JF
PR AER , HCV B30 A3 5 v] g2 HCV $iik
PH P £ 2 i BE AL ARGt B 4 R A R R 22—
TEPL HOV B Ge v, 3140 R i T 400 7 J5 00k 74
T M R P AR B M HOV (s 8 8w
16 EEHEREH Alcyclophilin A, CyPA) 7£ ¥ %
B 52 1 v R ¥ 2 QT B A L AT ] S AR A
JH0 P R BT . HLAIL ] i 2 R AR T 4 B B 4
CyPA 5 J% 7% dE 45 # 45 1 5 (nonstructural pro-
tein, NS5) A FAE M. B, Bl 5 02 Bt 805 5
I PR FH 2 0 o 6 ).l ad iR /AN IF 5T, R B
CsA X AR I W% 25 4 AE 568 R 5 7 (MERS-CoV) |
SARS-CoV-2 LLKHT t BLAY i 75 748 18 149 A7 B0 77 1
FH T Cs AR 3 Aol %) 56 4R 05 B BF B B3 A9 T2 B9 7
R g BT CsA N F I RIGTT R ZEM A
(i) A 2 30 3 0 1) B A8 3R e S MR P 2 1 CyPAL 314l
R SR A [ A e 93 DA B — FR 90 400 7 JE R X
HAT B8 B R [R) RNA % 55 A P 3 A0R
£ SARS-CoV-2 &L A7y [H B &2 1) K BR 58 45 4% 1 B
32 5 ok — 22 B8Ot ) I 8 Ok B 928 YR 7 2ok 7 o i
Bii SARS-CoV-2 & YL £ LA N H I = % T kL. 18
HEHT I B T R L o AR, BR Cs A ASRE S W
BEXT A549 4 A W BT L 9 Ak R AL SR R A B
G B CsA AT DL 005 75 00 7 19 20 2% Fn ik 2
XA Ry i — 20 CsA T i S 3 100 il 528 7 i R0
S B B IR ST VR 2 W SR AT I R SR 3R
2.5 &FihE & (rapamycin)  FHIAFFEZ—MKH
WEER 259, RS BB/ S il ROCR 47— B
Etn BB H W I — R mdn. g2t
PEP AR L T INE R BE A AL HE Treg 40 I A 34 44
Sk 35 6 BILIAR S g 16 ) B, 2021 4 Yang 45
o — R PR T Z AR R A (PD- LD 5 EHME R
A L R R AIR T Ibk 0 40 M 1) O 938 0% 14 9 B 4%
i Treg 4 M 34 5 16 4, BUAE 55 T 55 30X AL 44 4 58
PRI A B RS AR B R PP A B R A R Y
G E T TR, WF AT N B & B 7R 00 2 2R 6 % BH T 42
R G H F MCP-1,11-18 & TNF-« £ ik,
e 2 BHLIE 0 FfE 70 40 0 e A 3 R L R B
il 77 T e B Y B A 2 2R A PH T RR S 1 S A
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HOE 2R BT IE BHUR EE I ST R 1. B
A TEIRA WA 5K AE S B A0 i LA K Bt 75 7 I
AT ¢ B 3o )2 T e B RS AL 52 3 R T
S/

R 1 HME RN L

Uk CLEE SRR S
CMV i3k CD8* T 41 i 43 1k 38 4
EBV R AR BZLE1 J 5 1 14 DA B B0 730 375 4 5 PR A ot % 1A
HIV Wb CCR5 32 M 19 36 3K 7K - LA B 38 AT # AL 4 T20
1 K-

HCV B3 mTORCT 32 {4 i) 16 P 2 B 10 7 RNA 79 52 il
VR RE LB A A L T R R B U 1 A

VB HBV G (I TEIR IT 259, 55 A 25 K ok
ZUHn sl HBV 3 1 K #i Ji (large surface antigen,
LHBs) 5 HBV #F A 52 A 4 fiff IH 1R 54 3L 5% 12 £ Ik
(sodium taurocholate cotransporting polypeptide,
NTCP) Z [6] {9 45 & 5 T AR H L AN iR HBV 4%
P BT rIRE ST . L AN TR A % 3Rl AT LA TR ) A
FIHT NTCP A 400 T B RF 52 0 55 i Jgk e
BZLEF1 § 5 A e EB J5 55 A= i J&] 31 17 0 9 AH SC 56
S S eIk R AR EAE T, B AR R M H mTOR i
P& AT AR BZLF1 8 5 ARy oK F . 7 8 T8 EB %
B A i AT A 5E 0 B A BRI EB 5 B 7E 40 TH Y
BABHTE 15 . A EB T 58 A8 AR R [ 2
GEA AR T IV e S AR B4 e A A R G
mTOR J& B AR K, BT S 30 AR 22 57 3%
AT EB G 8 1 F 0 R e

KT NP ok b o 75 (HTV) R 7 IR % R
TEAR SN B CD4 " T i I 40 i 7T B AR CCRS (g
B E A0 BT 59 3 A2 0RO % B I 4 ) CCR5 R
P B R T HIV-1 &, & 088 R n] DLk
T-20C—FHIFiG77 HIV 1 R -G 06 500 5O 7Y 50 0%
FEEHEN L B R N A TG KA
7 LA T-20 X7 HIV 094055 5 4F A 25 100 3 n 3
fb 1) CCR5 W25 W) i fiis #:/E . b, TR A 2
FAE A R 25 4 o5 — A~ 58 A6 s - T 8 A 4
RIEAT IR IKIGIT . A TR T e 40
(cytotoxic T lymphocyte, CTL) %f HIV #8455 1
P kXt HIV g g 41 i) 3% 493 106 10

24 . SARS-CoV-2 & Ju A1 IH /™ 5 gl il A 26 fg
e, TR SARS-CoV-2 J& e #3522 fy T WL 7™ 4=
8 98 i X2 T M 2 i 22 4 o T RE XU Y 7 A
SHLA KBRS 1L-2.1L-7  1L-10 , 4% 41 iy ¥4

£ % H 1 (monocyte chemoattractant protein-1,
MCP-1) . B % 41 i % 4E 2 1 (macrophage inflam-
matory protein 1las, MIP1a) fil TNF-o £ 41 g K +
RO TR R R A e M B T AR
Il D TL-6 \TL-2 1 TL-10 55 20 Jg PS5 19 20 0 AL it AT
DLW e 3 47 ] SARS-CoV-2 Jf e i 3 (R 4 7= A= R
il R o

2.6 6~ # B %% (6-thioguanine, 6-TG) 6-TG
N E Y 6 - AR AT R 25, B e T
ZHTIRIT A B BRSO » A0 58 AE P I s A 2 B
B G AT 5 . A 2 A P Y I R B 2 &
ML6-TG 1 40 il 7 P B {H y 0. 05 pmol/L, ¥ H
6-TG AR 25 ¥ i) 6-TGNP 5 Racl 45 & T W 6-
TGNP-Racl &Z-&Y, & /YL B0 o B T ik e 40
M5/ Racl {46k 5 S e Ml . BR 1 H A
PTG 6- TG LEPU A B 00 e & 0% 7. fil s
6-TG AE % i #0115 32 2 1 Racl B GTP-Racl
TP 20, T AL IR0 35 A HSV (1 38 58 1% 4070
6-TG 7E3RY7 HSV Jg& e bbb B o 3% 5 i 5 9% 55
A RARIN R L BT 0. 104 pmol/L (1 25 4)
e L BRI ] 50 90 B R UL . T L 6-TG X b
TS T 25 1 HSV-1 3 bR R RE A A0 . 2022 4§
Pringle %7V R 6-TG ] ££ 55 5 Jgk 4 57 1 ekt 410 il
s 7 PR 2 52 ] IV TR 4 e i DA R S5 R B L
TEZ R - TG B 5 238 i W BE Ve — W R A%
WP R Tl 1 L J 70 S A% IR R 0 1 e bR s 7 1)
S SR T BT e B 1 OF A W & B GTP i
BTG T o ) P 200 L TR R IS B R B X 6- TG
Hi SARS-CoV-2 B8 T B WF 58 ., 6-TG X} SARS-
CoV-2 B H: R PL N 58788 4 R i 141 3 UL L Y S8 19 410 )
o3 B 2 AE (0 P B DY . ERFSE 6-TG Bt IAV
SR AL B ok B L AN LR B 6-TG BB 15 K&
%YL A T 3 N 8 UKL (stress granule, SG) , fx 4
T TAV T 20 i b i B9 58 5 2R, 6- TG IF A 5 &
A TAV YL 20 ™ A= SGS % T 90 40 i 1% A= 9
M. AL, 6-TG 6 ] DLk B PE i IR TAV (19 I %é
A 2 R Y Rk KR S AL HE 6- TG
ARRE T P A I B B R A2 TS . 6 TG FE L
o 4 1% T T e B A R Y ke 2 K IR i —
56 A BT AR B MM 52 R M A Y AR v TR

R AR IR G
3 ,%\%EEE

SR AR B AR S H AR N — SRR R B B A, 620



[

SR P 2 2024 4E 9 85 23 B4 o M

Chin ] Infect Control Vol 23 No 9 Sep 2024 .

1189 -

[Fi) B 157 X LA ) A1 ke B A 400 1) R T 52 17 L2 % o 7 R
GBS M o [ Bk P G 8 410 4 50 R B R 25 0 R AR
S F R L I PR A 3% AEUAS T) 25 1 1) 2 Jin ] E 2
H B (A% O S LA T 48 . A ROT A A
BUAT Wiy PR 2 S 5 00 0 500 6 U =5 7 180 F4)B D e AT Ry
JE G TT A B R R 52 R BB AR F@%%f?ﬂlﬂﬂ
FRNGC IS T 800 B AN W7 2 B » T 7 BIL ] 5 R

Hﬁﬁf“ﬁﬂ?ﬁWLfﬁJZlﬁJH@éﬂfmé\Flth iﬂjﬂﬁﬁﬁéﬁ,m

1\\\

o LA BRAR AT IR I R fo FH S 8 400 o 50 S8

T B SR 1R RO » 3K 2 T 5 S 5 4 o 5
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