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. B§ W EEEER RGN R (influenza A virus, TAV) FIFMHI/E I & S 7E 2> THUR. /55% A CCK-
8 VR R BR T IEFI KB4 (Madin-Darby canine kidney, MDCK). AWM 293T #iifd (human embryonic kidney 293T
cells, 293T) V& JIMIREM; I ARSNGB GAR Y, A I 35 R BB TAV Bl KR T [ (nucleoprotein, NP) ZRik[H)
PR, FEEHEECE XK (half effective concentration, ECso) 5234l fi & 49K (half cytotoxic concentration,

CCs0)o % HINI-UILI82 FYVNRBAY, 45T EMBEMTIE, MM/NRAEFR, KEE, W88, WHSRERHE &
R E AR RATIAE A (hematoxylin-eosin, HE) Fet g iliZH 2V BFA1E O : Sy A0SR M4 Z NP 2
#ik; KH Western blotting F1 qRT-PCR o Il £5 1% B T G X 5% I 5244 A B BEER A 4 (transient receptor potential vanilloid 4,
TRPV4) /#% X 1--kB (nuclear factor-kB, NF-xB) 15 S KIAFE/EH, LA Y PRZE R T--a (tumor necrosis factor-o, TNF-
). AgiN%-6 (interleukin-6, IL-6). IL-1B. y T#tZE (interferon-y, IFN-y) S TRIEAIFN. R 4K
F, SRR, ERERBEIENR T EINH] IAV EH|, K NP EARIAKTF (P<0.05. 0.001); #HEZFIZEHE MDCK 41
o1 ECso 4 15.93 pg/mL. CCso Ny 83.42 ug/mL, fE 293T 4HfiH ECso A 18.44 pg/mL. CCso A 69.90 pg/mL. £ HIN1-UI182
RGN AR, SRR LR, ERIR PR R OGN R R BRI, Rem N RATEER, R RN R TR A
HLR R X R (P<<0.05. 0.01. 0.001), HLURMPLER TR, ShER B EGIT R0 2R GL 5 R IIHE 2 1ER
TS MR MEIR . i BRI, ShIR M AT 53 b i A 21 NP 5 15814 . Western blotting Fl qRT-PCR 45 5 %
s SRR LSS, FhERFETEM T 1% TRPVA/NF«B {5 5ilEs, W35 TRPVA I & & (P<0.001), FHNET NF-«B #%45%
£ (P<0.001), #Eii Fifl TNF-a. IL-6. IL-1B &g R A TFIiE (P<0.05. 0.01. 0.001). £Z&it FHE TR Al @ B M
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Abstract: Objective To study the inhibitory effect and its potential molecular mechanism of coptisine hydrochloride on influenza A
virus (IAV). Methods CCK-8 method was used to detect the effect of coptisine hydrochloride on viability of Madin-Darby canine
kidney (MDCK) and human embryonic kidney 293T cells (293T). By using an in vitro viral infection model, the regulatory effect of

coptisine hydrochloride on IAV replication and viral nucleoprotein (NP) expression was detected, and its half effective concentration
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(ECs0) and half cytotoxic concentration (CCso) were calculated. A mouse model infected with HIN1-UI182 was constructed, coptisine
hydrochloride was given for intervention, changes in survival rate, body weight, lung index, lung tissue virus titer and viral load were
detected. Hematoxylin-eosin (HE) staining was used to observe the pathological damage of lung tissue. Immunohistochemistry was
used to detect the expression of NP protein in lung tissue. Western blotting and qRT-PCR were used to detect the regulatory effect of
coptisine hydrochloride on transient receptor potential vanilloid 4 (TRPV4)/nuclear factor-kB (NF-kB) signaling pathway, as well as
its effect on the expressions of cytokines such as tumor necrosis factor-a (TNF-a), interleukin-6 (IL-6), IL-1p and interferon-y (IFN-
v)- Results At the cellular level, compared with model group, coptisine hydrochloride significantly inhibited IAV replication and
reduced NP protein expression level (P <0.05, 0.001). Coptisine hydrochloride had an ECso of 15.93 pg/mL and a CCso of 83.42 pg/mL
in MDCK cells, and an ECso of 18.44 ng/mL and a CCso of 69.90 ng/mL in 293T cells. In the HIN1-UI182 infected mouse model,
compared with model group, coptisine hydrochloride significantly improved the decline in body weight of mice, increased survival
rate, and significantly reduced lung index, lung tissue virus titer and viral load (P < 0.05, 0.01, 0.001). The histopathological results
showed that coptisine hydrochloride significantly reduced the inflammatory infiltration and alveolar structural damage caused by viral
infection in lungs. The immunohistochemical results showed that coptisine hydrochloride significantly reduced the expression of NP
protein in lung tissue. Western blotting and qRT-PCR results showed that compared with model group, coptisine hydrochloride could
regulate TRPV4/NF-kB signaling pathway, significantly inhibit TRPV4 overactivation (P < 0.001), block NF-kB nuclear translocation
(P <0.001), and subsequently downregulate the expressions of pro-inflammatory factors such as TNF-a, IL-6, IL-1B (P < 0.05, 0.01,
0.001). Conclusion Coptisine hydrochloride could directly inhibit IAV replication and regulate TRPV4/NF-«B signaling pathway to

improve virus induced inflammatory response, exerting anti-IAV effects.
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HIN1-UI82 JHEEAK A 2009 4 H ARSI HINT
R A/KFE01/2009 (HIND) K/ RBGE MR, 7
MDCK 4 g £
1.2 AR5

EhER N (LS HY-NO0736; R ESHN
99.73%)+ T L EE 300 (k5 HY-Y0873). CCK-
8 A& (b5 HY-K0301). & ABEMHI Gits
HY-K0011). EL&¥H GitS HY-109025) IHH%E
MedChemExpress /A #; DMEM };7%E (fit5
C11995500BT). fiaZ-1fiiE (iS5 A5669701). PBS
(Jit%5 C10010500BT). 0.25%f: 5 (fF-EDTA (4t
5 25200-056) T4 H 3 E Gibco A Fl; T8 R-Hi A
ZPT (S 15140-122). TG A Marker (JIL'5
26616) Wy [ 3% E Thermo 2 & ; — H I W HK
(dimethyl sulfoxide, DMSO, fit*5 HY-Y0320C).
L EAEE (bovine serum albumin, BSA, b5
B2064) 4 3% [H Sigma-Aldrich A 7); %1154 80
(flt'5 T8360). 4%Z K H I (Hik'5 G110 WHIL
HERERBARAR; RNA #EIGRA& (it
YDP604-T3A) I H RIRAAL RN (b s H R A A5
Triton X-100. RIPA Zf#K (k5 P0013B). BCA
B AR EE I 2 3R & (L5 P0010S ). 5 X SDS-PAGE
RN (LS POOISL). Western HRLisi ik
(#1t5 P0575). BeyoECL Star 1b22 KGRk & (it
5 PO0ISAM). 10XTBST (itt5 ST673). HRP #n
WA EESTNR Zht (S A0216). HRP ARic )
WPEFR =P GItS A0208) T H 28 = KA AR
HIRAT; SurePAGE™ Fifiliz (k5 M00600)
MOPS HLykZZHR (S5 M00680) 1 H 4 Wik 2k
VB ER AT HiEEZEH (nucleoprotein, NP)
Ptk (35 ab20343). B-actin Fifk (L5 ab6276).
TRPV4 fifk ({5 ab39260). Alexa Fluor® 647 #5
WHEERNR =Pt (5 ab150119) 14 H HE[H
Abcam A H]; NF-xB #i#|5 F o (inhibitor kappa B
o, IkBa) Fifk (L5 4812). p-IkBa Pifk (L5
2859). NF-kB p65 fifk (Jit5 8242). p-NF-xB p65
Pufk (5 3033). AN Z-1B (interleukin-1B,
IL-1B) Fifk (5 12703). IL-6 Fidk (L5 12912).
BRI R AR -0 (tumor necrosis factor-o, TNF-a)
ifk G5 11948) WHEE CST 27l; vy FHE
(interferon-y, IFN-y) $ifk (k"5 BS3486) I H
o SRR A
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AIAE (B IESRZErA R AF]D; BB150-2TCS-L A
TAEAIREEFERE . Heraeus Pico 17 B 0HL. S1 %
W7 Multiskan FC B AR4% (35 E Thermo A #]);
SCIENTZ-48L %!, SCIENTZ-IID B A HEHEAL (7
B Z AR G BRAF]D; CFX96 Touch A5k
5%t E & PCR R4t (3£ Bio-Rad A#]); E6050
RV R G CGRn REVBARBRAD; 5200
Multi BAL2ER AR RS (EHERBERIBA IR A
F]D; CKX41 BUE1E BB, APX100 Bl4x [ 3786
EAEE (HA Olympus A7]); GR85DP &5 [k 787%
Kb B JEID XA RAR].
2 HE
2.1 4HRESELE
2.1.1 CCK-8 yEAu Il £ B B MDCK 1 293T
e BOMECE KA MDCK 1 293T 4,
S 0.25%. 0.05%IRIEHAG S, LA 1X10°/N/FL4%
BT 96 FLIR, T 37 ‘C. 5% COr B FRfAF R &8
70%~80%Rl & B . B4 RS RVNKEE (0.001~
100.000 pmol/L) EhFER T MR 775, A I ANE
fL, WEXEA ARG AMMRFRE) S H
P ONERARAS ), AREERT9F 48 h. BB T
MBI EE, BILIMAE 10% CCK-8 K7
B, BOGEEE 1 h, T 450 nm A EROGE (4D
B, THE YN HAT IS A0 254 1 2 H0 4 i a3 v Tk B
(half cytotoxic concentration, CCsg)o

HIAETE T = wn—A 2e)/(A a5—A wr)
2.1.2 UM EREMEAN MDCK A1 293T 4 i LA
1 X103 AN /ALEFRET 96 FLIR, T 37 'C. 5% CO. %
FRHPREFRE 70%~80%mh A FE . Heh Tk LRt
1) HIN1-UI82 7 & [/ % & % (multiplicity of
infection, MOD =0.1], Wt 1 h J5HE# A EH RF|
WHE (1.625. 3.125. 6.250. 12.500. 25.000 umol/L)
HRREERM R TR, M 3 MRS, WEXTIRYL
(AR I AL Z) FIBRIA (FEFREEAA ),
HREERE IR 48 ho K CCK-8 LE A 18, HER
B A0 M 2O L HCE K B Chalf effective
concentration, ECsg)o
2.1.3  RIEBOLRI NP FEAHKIE  MDCK 41 LA
1 X103 AN/FLEFET 96 FLIR, T 37 'C. 5% CO, #;
FFPREFEE 70%~80%RM A FE . WE IR,
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AU L ELI& VD (10 pmol/L) 4L AN H B 74 , (6.25
12.50+ 25.00 pmol/L) H. FRxJRaZHAb, HopsH i
FiF HINI-UII82 % #% (MOI=0.1), Wifff 1 h j55
R RIS N RE 72, W BRI & 259
(553, REEREIR 48 h. JHEE 4% S [H
5E 20 min. 0.2% Triton-X-100 &% 10 min & PBS
Yol g, L 2%BSA 14 1he IIA—$i, FiLHH
4h, PeBREIMATIC P, B E 1h. %4 DAPI
Wi a, TRGEME T RERE.

2.1.4 Western blotting £l NP & HEKiL 1%
“2.1.37 TUNAREE S, W RN, A D A )
(1) RIPA ZLFe S B2 E, 4 "C 12000 r/min &
O 15 min S5 LIS, BCA RMEEARE. &
EAZ 100 CEBEME, &1 A mmm-%
IR B F ik, %% % PVDF i, £ 5% BSA &
M 2h )5, MIAN—#i, 4 CHEEIER; TBST BEik,
I HRP FRic ) —3t, HIRFFE 1h. ECL KL
E 1 minJ5, THERIERERAEY, ok
i IR JEAH -

22 s

22,1 SrHLIERL G5 BALB/c /N RRUE L
PEWEFR 1 G, TRBENE T RIE . Az
P TR A A TR 5 A AR S RV, R B UM A
[HF 45 3. 5d (days after infection, dpi) HUFE]
AU (WEZE 14 dpi).

T E XTI B J SRR BRI . &
FIE (12,5, 25.0. 50.0 mg/kg) HAMEEIFH (5
mg/kg) 4, AL 12 R ARHE SCERIROE  Eh R T A
Bl 7E /0 BB B A i 2 AR RO E (10~50
mg/kg), &4 ERER B B A AU EE 1Y) ECso HEAT 71
BHE, UEENFEE S ABOREE N B
WHMFNESH DI R IR ANET TS
Froor 2 AL, AR A/ BRI FE R IROIRAS T 48 5 fiE
M 50 L 7 15 MLDso CEEEUL R, median
lethal dose) FJ HIN1-UT182 % £5 ¥k 2 ST e Al
YRR G 120, FA 24 ig N Z5Y). BUM 4L
FReeh 25 B RFER S (3. 5dpi), FEAEN NI ] 5
SRR MUFEJ5 it SRAE, Bl B B B2,
T 4% ZHEREE; IEEEHE 2hEEL,
WIS, RAET-80 C. AAERETs WALIELS: 442,
7d, FFEMEEA 14dpi, WIAEEH LSRN R E
A5 A AFAE DL
222 JREWENE IS AEDNRMEZ, A

DMEM R 53607 BE , B 04 B3 % Lt T
10 5 2 FFRE (0.1~1X1078), FEANFREE R 3
A~ 9 Hii% SPF A8JiE, 37 CHEE 72 ho KWK ET
4 CHb3 30 min J5, 5 1%394040 BB 7R &
SLELMING . K F Reed-Muench 3%t 5% 2T
45K DL 1gEIDso (R IR HUR YL i, 50% egg infectious
dose) FTINo

2.2.3 QqRT-PCR it A 2R IFN-y. TNF-o IL-1f+
IL-6 #a4k[RFHefk 5 (chemokine ligand 5, CCL-5)
REEIE WEAHDNRIMALS, TS
PREUE RNA J4 5 cDNA, #4T qRT-PCR 73T
P HI WA 1.

*1 5955
Table 1 Primer sequences
Gk 751 (5°-37)
p-actin - F: TGGAATCCCTGTGGGACCATGAAAC
R: ATCATACTTGGCAGGTTTCTCCAGG
IFN-y F: AGCCAAATCGTCTCCTTCTACTTC
R: TGCACCTTGTTGCTGCTGTT
TNF-a  F: AGCCCTGGTATGAACCCATC

R: GGAATCGGCAAAGTCAAGGT
IL-15 F: TCATCGTGGCAGTGGAAAAG
R: GGGAAGCAAGGGTCTCAGGT
IL-6 F: AGTTGCCTTCTTGGGACTGATG
R: GGGAGTGGTATCCTCTGTGAAGTCT
F: CTCCTTGCTGCTTTGCCTAC
R: ACACACCTGGCGGTTCTTTC

CCL-5

2.2.4 FHARFE-PL (hematoxylin-eosin, HE) Zeth
MELIHH LR RSN RIFAHL, T 4%
RHEEPEE 24~72h, ZBiK. A7 ) ]
% 4~8um BV Fr. VIF& IRl Kbk 2 B2
5K, BT HE 44, F5 T B0 T s
iR ELGES
225 A NGLORIITHLZ NP RERE
FRHZATI R, LL 0.3% Ho0, HEERIR iR ALEE 20
min DL A IR A BE . PR IE RS,
T =R N UL 5% Mg E A 20 min, BE/E7E4 C
FA TS AR B S E A PURI AR BRI
&, MR S5AYECIERTE 1h, S50 H
DAB T W0, JFARREY, B AR
BT W,
2.2.6 Western blotting fMlIfiliZHZ1 NP. TRPV4,
NF-«B i#i#. TNF-o. IFN-y. IL-6 fl IL-1p R
i RN RITAZY, SR IR R B
H, #% “2.1.47 WUN JNiER AR R E Rk .
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2.3 FiBR TRPV4 [EERFREIEMRIXT TRPV4 #1 NP &
HFRIEHI RN

TRPV47~ 293T A1 293T 4HfL LA 2 X 105 A~/FL3%
FiF 6 FLH, T 37 ‘C. 5% CO, B Fpffirhis R &
70%~80%fih A B » HeFf HIN1-UI182 % & (MOI=

Pt BRFR BOENR S TRPVA AR A 105 T Hedh
SRBEAT AL
2.5 GutFEoHh

K] GraphPad Prism 6.0 #4RE1T 481047 s
HAE VA X £ 5 Fom o SRAARFON 14 ¢ S it 17

0.1), WEFH 1 h J5 8497 25 pmol/L hFER B 1B 1) T
Rk, WEMBH CAMEMREASZ) s 3 &R

H (EMBEAGY), 4R 48h. AR,
% “2.1.47 WURJ7EK TRPVA AT NP B HRIA .
2.4 SFRTIERE
M PDB #i#%PE T #15%] TRPV4 (PDB ID:

4DX2) 1) 3D £, BT zine HE E
(https://zinc.docking.org/) FRAFACAR /N 73 ER B B0
TR A 4544 - 15 AutoDock Tools 1.5.7 AbFEER 57/ 1-A. B). KH 6.25. 12.50. 25.00 pumol/L & #E
Iy FBIEE R SO AT 6, R PyMOL2.3.0 3K EBGHAT R85 .

A B C

3.1  EESEERNT HIN1-UIS2 f&5 S5 S20m

KA CCK-8 il i #h 1R #i % i % MDCK.
293T 4 =R PE, hHE 3% FI MDCK 1 293T 4
Hf¥) CCso 43 WK 83.42. 52.13 pg/mL; $5Ff HINI-
UI182 Ji & (MOI=0.1) J5, FHERFHIEXT MDCK
A1 293T 40 ECso 43 14 15.931 17.99 pug/mL (]

NP 5.5X104

— ] — . EC5=17.99 pg-mL"! 120
EC5071593 ng mL 1 120 50_ _
120) CCh=8342 pgmL 120 CCs=52.13 pg'mL! B-actin w42><104
90 MDCK Zi}fa 5[ 90 907 293T 4} 90 200+
S 5 S
% 60 c0EF &£ 007 . 05
= % # g
£ 30 ‘ 30 & 309 [ 74 30 8
. S8 - S &100
=, D e >
0¢ " 0 0 0
o “ 50
-30 -30 -30 -30
-1 0 1 -1 0 1 0
lg ARSI lg ShIR BTIERH, HHIE B 25.0 1250625 &7
ERFRTEIZERH (wmol L)
FREEE IS/ (umol - L")
pagitl 25.0 12.50 6.25 B
E
100

NP FH 20 i 451 /%
3
|

80—
40—
20—

0_

T AR 25.0 12.50 6,25 ELEID
FhR PR (umol - L)

A B-CCK-8 VA5 £5BR #3400 MDCK il 293T 4RfLfY) CCso FIHURREEE (ECso), £ MZ A sHMHIZE, I € M2 N F4E; C-Western
blotting Kl MDCK 4l NP %54 ; D. E-ZE5t gL talt il MDCK 4Nk NP £ik (X50), Wtay DAPT Jek%, Sl NP; 5%t
HRALLLEL: "1P<0.001; SHBIALE: "P<0.05 “P<0.01 “"P<0.001, FHEIE.

A, B-CC50 and antiviral activity (ECsp) of coptisine hydrochloride on MDCK and 293T cells detected by CCK-8, red curve represents virus inhibition
rate, and blue curve represents cytotoxicity; C-expression of NP protein in MDCK cells detected by Western blotting; D, E-expression of NP in nuclei of
MDCK cells detected by immunofluorescence staining (x 50), with blue indicating DAPI staining and green indicating NP; ##P < 0.001 vs control group;

"P<0.05 "P<0.01 ""P<0.001 vs model group, same as below figures.

B 1 EHEREEREXT HINI-UIS2 FmHEEHNFN (X+s,n=3)
Fig.1 Effect of coptisine hydrochloride on replication of HIN1-UI182 virus (X £ s, n =3)
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1-C FiR,
TRETE (P<0.001), RS AEMBAKER

K H] Western blotting A5l NP ik, 4552 4n1&
XA LR, AR NP HE I aRIkoK

HRMA R, EHReERT T N MDCK

iR NP R £k (P<<0.05. 0.001), HEM=
e RG], NP B A7 T4 A, R
Ja A is B A IS 5 AR R,
FLER IR BERON 4H A% N NP Rk 52
P YL R M 40 F A% 9 NP Rk . &5 3R 1-D.
E iR, SHEBALLEL,
N NP 2GR E (P<<0.001), $275 EhiR i n]
T 100 B R S s B, AT A R

Nt

i, SR F A

R B TR 3 PR AR A

§ o e g
I EERE
A B
120
S Xﬂ‘ﬁ’i
5 110- - .
= EEDE =
o o SRERMERS, 500 mgke! T
I 2 9 s &
B Py o ShRRFIEN 25.0 mgkg! I
hsa P et e BRREEIEL 12.5 mg-kg!
e
T T T T T 1
910111213 14
D
1.4+ 3 dpi
12-
S 1.0 8
& HiH &
3T 0.8 i * « o
= sk %% oeq =
0.6— [ H "
gl UL DL LI L
SRR AR [ 50.025.0 12.5
W EhEEIE/ (mg-kg™)
F
100
NP - — 55x100 807
= (=]
: . 2 60
" ; S 40+
MR B % 500 250 125 &
W HRRFER/ (mg kg ") 204
O_

MR R S 50.025.012.5

3.2 HRBEERNERARRSER

3.2 REREENIE HINI-UILS2 &Y/ iR A4 i
& AERANR A /E HINT-UI82 i
RGeS, A Td, B E 14 dpi, M

AIEE HE %/ AR BT 5 E DL, Wk 2-A.
B 7R, ERER BN R MR T RGN B R

WiE, HRERE TR/ RIAAFE. /£ HINL-
UI182 Jpi 259 &L J5 3. 5 d, s/ Ui 44,
WK 2-C. D i,  Sh7ER B e ol ol 25 B R /N B
£ 3 dpi F1 5 dpi I (F) it % (P<<0.05. 0.001).
3.2.2  RERTEEERINT HIN1-UI182 JELk /N i i 423

NP & R IA TG 230 5 19520 78 HIN1-UI182
Jpi B e e S 5d, BUNRRATAZY, J#IT Western
100 oy
~
80
ERE
60 EREREL 50.0 mg-kg!
40 - ~ HEMER 25.0 mg-kg!
—~ hERIEIE 12.5 mgkg™!
20 | S
0 T 1 1 1117171 T T T T 1
0123456 7891011121314
dpi
2.5- s 5 dpi
2.0
1.5
kekck seskok @°
1.0
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Fig.2 Invivo protective effects of coptisine hydrochloride against HIN1 virus infection in mice (X £ s, n=3)
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A-appearance and morphology of lung tissue; B-pathological changes in lung tissue observed by HE staining (x 50), with black arrows indicating alveolar

hemorrhage and cell debris, and blue arrows indicating lymphocyte infiltration; C-NP expression in lung tissue detected by immunohistochemistry staining

(x 50), with red arrows indicating NP positive cells.
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Fig. 3 Coptisine hydrochloride alleviates lung tissue pathological damage in mice induced by HI1N1-UI182 virus infection



PED 202648 B57% B8 Chinese Traditional and Herbal Drugs 2026 April Vol. 57 No. 8

* 2905 »

A B
40 150 150 i
= fizidia fiziad = EEES
g 30 £ 3
g 5 100 en 2100
3 2 % 50 ] 50
| & . *okok = 0 &,
IxB 3.9X10* = X s - s
e K T R, K B R SR R R R,
p—IKBa ’—.-‘| 3.6X10% 50 mg-kg*l 50 mg-kg*l 50 mg-kg*I
p65‘ - |6~5><10“ 150 100 igiki 150
i 65‘ ﬂ"’ |65><1o4 g = £ 80 wer oy v
p-p STl R, : €100 g 60 S 100
IFN 2.6X10* < 3 S
T ~ 2 5 g > s
0 0
IL-6 _2.4>< 10¢ KR R SRR, R R R KR R SRS
50 mg-kg™ 50 mg-kg™! 50 mg-kg™!
TNFa| s A — |25 10° e e e
Bractin | S—-—T—— . < (' 150 s 150 150
=1
XM OB HRRSER £ wre S i b i
50 mg kg ! g 100 5 100 F100
g %IL . S EETS
= 50 S 50 £ 50
= = =
0 0 0
IR AR R A W BT RS, SR AR BRI
50mgkg™! 50 mgkg™! 50mgkg™!
C
IL-6 IL-1B TNF-o. CCXL-5
57 ## 257 Hit 154 s 4 - .
] 1 20 [ i f i ) I
X ) = ) X
Hﬁ B 15 ® ® ®
faens = * m = Janed
= Z 104 o = = =
< < < 57 < !
% Z 5 z Z g
E 0- m— H & n i & 0
YoP R B R KEHE AR AR XPHE RS R SoPRE R R IR Y EhR R,
50 mg-kg™! 50 mg-kg™! 50 mg-kg™! 50 mg-kg™! 50 mg-kg™!

A. B-Western blotting F3ll /N UIHZLZ st TRPVA. NF-«B il B AHGHE A R RRER 731k C-qRT-PCR Rl /N UK ZHL 2 rh 480 B 1 ik
A, B-expressions of TRPV4, NF-kB pathway related proteins and inflammatory cytokine in lung tissue of mice detected by Western blotting; C-expressions
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Fig. 4 Coptisine hydrochloride inhibits NF-kB pathway activation and inflammatory cytokine expressions in lung tissues of

H1N1-UI182-infected mice (X £ s,n=3)
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