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(HE) BH F0#E R AR (LT AR QWIR) X2 #0IE AL 2 M 3k K B 3145 & CCL3/CCRS 5 SR #M1EA , Hik ¥
48 AR RMAMA N EF 4 8 AR A M8 (F ik ER) JEEBREFELD(QWIR-L) JERHEHRF A E A (QWIR-M) iF
EHEABTAEAQWIR-H), 44 8 R Mg F EH4 8 RTERR, EAEABRANE+AERER 14 d 14 d 5, IREFAAE
VE4T 50 wL PBS 4h, E 4413532 A Poly(LC) R B4, B LB AT AR FEWM R ARMBA, 2 h g, E¥ A4S HER4E F £
K, HAB AL TGN T, HELL 3 d REFEARE R NAKIEAT, (1)8 HIETF 1847 . K ROER GEERS R E ik
% BB [5 B2 (cholesterol, CHOL) [ fi % & fis & & FE [E B2 (low—density lipoprotein cholesterol, LDL-C) % % & fi§ & & AE [ B% (high—density
lipoprotein cholesterol, HDL-C)&& 1% #; (2) i i & 20t 4 A Ak 3545 15 oL . i 4L 48 00 TR e . 2 R %8 Jif 8 Y %5 3% (bron-
choalveolar lavage fluid, BALF) ¥ %8 . 11 % \BALF %% & %% HE e WEKBHLREL L, (3)# M E F CCL3(CC chemokine
Ligand 3, CCL3)/CC #1k [ F % #4-5(CC chemokine receptor 5, CCR5)## & T g B F :qPCR s fi 41 £ CCL3.CCR5 8 s Be
C(phospholipase C, PLC) % 4 #% 8 C(proteinkinase C, PKC)mRNA 3 ik /K FF# Western-Blot 3% 41 CCL3 ,CCRS5.PLC PKC & &
FIEAF, &R QWIR THEXRKEREFSERERY LT EHE AR E, KRB HIEER L BK, s CHOL,
LDL~C KT B 15K (P<0.05) ; % #LF WBC & NE A-FHRAELA 41 1K (P<0.05) ; QWIR-M 41751 QWJR-H 41 fir 41 44 W/D {4 BULF
BREAEE BARBCAMER, B A EAE T SR EK BF (P00, AR I ERR AL RERMG; GEAAA L P2
4 QWJR-H #1 A i CCR5.PLC PKC & @ % 3k K -F £ 1% (P<0.05,P<0.01) ,CCL3 ,CCR5 .PLC .PKC mRNA%* 3 & 41Kk (P<0.05,P<
0.01), 5 QWIR T4 1% # oA BB #UER , B 338 240 AL 2 0 3% K U 36 304 1 U0, %1 L 7T b 3R 3 4 4] CCL3/CCRS 15
BB LA,
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Effects of Qingwen Jiere Formula on lung injury and CCL3/CCRS
signaling pathway in rats with viral pneumonia of damp-heat pattern
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1. Yunnan University of Chinese Medicine, Kunming, Yunnan 650021, China; 2. Yunnan Key Laboratory of Integrated Chinese
and Western Medicine for Chronic Disease Prevention and Treatment, Kunming, Yunnan 650021, China

(Abstract]) Objective To investigate the effects of Qingwen Jiere Formula (QWJR) on lung injury and CC chemokine Ligand
3 (CCL3)/CC chemokine receptor 5 (CCRS) signaling pathway in rats with viral pneumonia of damp-heat pattern. Methods Forty—
eight rats were randomized into normal group, model group, positive drug group (methylprednisolone), as well as low—, medium-,
and high-dose QWJR groups (i.e. QWJR-L, QWJR-M, and QWJR-H groups), with eight rats in each group, half male and half

female. The normal group was raised in a natural environment, while the other groups were subjected to both exogenous and
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endogenous damp-heat conditions for 14 days. After 14 days, except for the normal group which received a tracheal injection
of PBS 50 nL, all other groups were administered with Poly(I:C) via tracheal injection to establish a rat model of viral pneumonia
with damp-heat pattern. Two hours after model establishment, the normal and model groups were gavaged with saline, while
the other groups received corresponding drug interventions for 3 consecutive days. Samples were collected for the following
measurements: (1) Evaluation indicators of damp-heat pattern: rat symptoms, pattern scores, body mass, serum levels of chol-
esterol (CHOL), low—density lipoprotein cholesterol (LDL-C), and high—density lipoprotein cholesterol (HDL-C), and blood routine
test; (2) Changes in alveolar—capillary barrier and lung injury: measurement of the lung wet—to—dry weight ratio (W/D), as well
as the total cell count and total protein concentration in the bronchoalveolar lavage fluid (BALF), and observation of pathological
changes in the lung tissue using HE staining; (3) CCL3/CCRS pathway and downstream factors: determination of CCL3, CCRS,
PLC, and PKC protein and mRNA expression levels using qPCR and Western blot, respectively. Results After QWJR intervention,
symptoms such as sticky or loose stools with a foul odor, and redness, swelling, and soiling around the anus were alleviated in
the rats; the pattern scores for damp-heat were reduced, along with lower levels of serum CHOL and LDL-C (P<0.05); the
levels of WBC and NE in the blood routine test were also lower than those of the model group (P<0.05). In the QWJR-M and
QWJR-H groups, the lung W/D value and the total protein content and total cell count in BALF decreased, with the QWJR-H
group showing the most significant therapeutic effect (P<0.01). Additionally, the pathological damage to the rat lung tissue was
effectively reduced. Compared with the model group, the protein expression levels of CCRS, PLC, and PKC were lower in the
positive drug and QWJR-H groups (P<0.05, P<0.01), and the mRNA expression levels of CCL3, CCRS, PLC, and PKC were also
reduced (P<0.05, P<0.01). Conclusion Qingwen Jiere Formula can alleviate the symptoms of damp-heat and reduce lung injury
in rats with viral pneumonia of the damp-heat pattern. The effects may be achieved through the inhibition of the CCL3/CCRS5
signaling pathway.

(Keywords] viral pneumonia; Qingwen Jiere Formula; lung injury; damp-heat pattern; animal model of damp-heat pat-
tern; CCL3/CCRS signaling pathway
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(CC chemokine receptor 5, CCRS ) % #H K 1 &
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1.1 ¥

48 H 6~8 JAR TCHFE 54 (specific pathogen
free, SPF)BUAFfEERE SD K KR, 8 A%, 140 & 180~
220 g, BEREAYE, W F 30T DL AR (L) A AR B
OSERAE B AT ES : SCXK (52)2019-0010, )
YISt B I 2w R 2GR 2RSS s e 2 5
2t S : R-062022031

JTEETR 15 g, BLLEW) 20 o, WA 12 g, 12 g,
BB E 15 o WEE)ERM 12 o, R 10 g, HEL 15 g,
PR 15 g, MR 15 g, 1041 15 g, Kbl 20 ¢, H
9 o MTEZER AR, SRS A
Hofth 24— A, J 3 U268 1 KK 1 850 mL, /i
60 min J5 i€ ;55 2 WKANJK 1 480 mL, Fi40 min J5
15 3 UK 1110 mLL, B 30 min 5 iE, fJn
P UE WA, FHAF K 28 2 300 mlL, BVTE I 4
J5 LA N 0.60 g(A=25 ) /mL; Wik JE Je A, W F
YA BRAF = S FD7748

122 FZAF  poly L:C(H5:J17GS151849, I+
IR A YR AT BRZS F] ) sRat NE ELISA 3554
75 KE1601, ittt (Ab ) AL Wk A BR A F 5
CCL3 Polyclonal Antibody CCRS Polyclonal Anti-
body (585 :35E27A37 35E29A 14, 28 FE AL A A
AR/ ;Anti-PKC antibody[ %5 : Ab109539, S 1l
P ( i) A LA R,

1.23 FEALLY Mini Amp Thermal Cycller PCR
{Y[#45 . Mini Amp Thermal Cyeller, 3 [ N A4
R G (ABD) 2w | BEpRAX (25 . RT-6100, TIN5
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16KR, IR AT A AT BR A Wl ) sNikon ECLI-
PSE Ci Y27 8 5[ %15 : Nikon ECLIPSE Ci, JE B
WG AR B B (P D) A BRA R ™= 5 HF R F (Y
51 FA2004B, B BHMUERACGRA BRA A 7 i) .

2 Fik

2.1 SHERIEE

KEGENTEMETE S d, % BBENLECE R IE N
N IEH A B RIAL BRI 252 QWIR {5
B (QWIR-L) , F1 57 & 4L (QWIR-M ) Al 2 57 &2 4
(QWIR-H), 540 8 H, IEHZHTE AR5 % Nl
JE(26+2) C, FHAHESE 45%~60% |+ falkH 55
LA A5 LH AR5 v = 5 FH W0 Bt A -0 Sy YR AR
B | ] v B T Rk (809 L fill i) A6l +8 9% 5 %5 +12%
) IR (), R T AR
(32+0.5) °C 1% 90%+5% , 5 RAFIBAIAE T 8 h
(8—17 B (A , 14 d JGFEE HIRIREE , Poly (1:C)
JEN T A R RUEE RNA S 8 2504 , HonT 300 18
FRRAPERN T 1 RITFP R RN T/
RAALIR 77 A 3 U - R 5 B ) R 32 kR
]2 97 B2 s 2 i 463 A3 A RS AR A 5 3 e A
FERILH R4 5 25 AN 5 mg/kg Poly (1:C) V& fit T
50 wl PBS S NES, IEWHAENES 50 wL
PBS, #E 7 o B PRl 8 K BRABEAY . 5 th BIR B
BEMBICNEE, R A, IR, T RS R, K
e it S AAUE 7R S R, ROV R] S DT AR )
22 HHEAH

W B R 6 SRE K 2 R AP i VE
B VR BE IR R (4 BhIARYTE AR BRI R
AOYRYT W R T R HHR e e AR R AR
W AR A R AR S 2
e e R PR X B 254

SREEMEIN R K R BERL 2 h 5, IEH 4R
PRI ZH E B A FREROK 2 ml/d; FHE 25 20 HE S
KJET 3.43 mg/(kg-d),QWIJR-L 4 .QWJR-M 4 .
QWIR-H A 1:2:4 73 5IREH 24 7.93 .15.86 g,
31.72 ¢/(kg-d), UrAAMEB YR 1 Kid, ESLHES
3 do QWIR %4 NAERGH It  MRHE s 25 257 ik

AR

B QWIR 4G E 6 o(4:2y)/mL, QWJR-L .QWJR-
M.QWIR-H 3 20K R4 2GR BUT 5 M 1.32 2,64
5.28 mL/(kg-d); k2 B4 LATCH 0.9%F ALk
VR U BE Ry 0.686 mg/mL 254, K L4
2N 5 ml/(kg-d),
23 HEWMERRKE
231 MiEMEE  EEMAPOTTE3 dJE A
REEEEALIK 8 h, iz HIREIE TS 0.3% L L%
AR (10 m/kg) BEATIRRIER L, 2808 B Ikr
4 °C.3 000 r/min, 5.0 15 min, WEE )2 IME
2.3.2 BALF RJBHAMNE  WedEmigm , B K
BRUABAE , 70 AL ZEF LA 3 S8 W T o
ZEE RIS PBS 2 mL AT 22l S A Al i
Ve, HTE S AR 2248 wh 20 il 3 3k | [ 5 S48 It e
R (bronchoalveolar lavage fluid, BALF), 5% 37K,
4 AY BALF £ 4 °C .2 000 t/min Z.0> 10 min, 53
SIS EIWANDIE . Ak, U T A 8UH T
P LRI 5 BCA i v i 2 2R T 10% AR 2K
LRV T SASI ; ARIBCE it - 22 R
A7 T-80 CoKARHF, I TRt
2.4 fEHREI
2.4.1 BPIEAVE R R BRIV R (1) —
PR 0 S REAB AR 53« AR ], 1 R LR B IR &
POk ABHOIRZS JEAK BB IRIE LT /M
THR T EEE SR 17:00 JHH 5 FHI &R
BTG, B4 TR 2 BEOSCHR A W PRI/ B
BUGEST I 5 A IR OERTT e rh AR
ieH 0.1.2.3 4r, geitic s /NRBIE R BT,
R R B BREE IR 1 R,

(2) LRI« IV 200 L 53 B A SRS R B 2T 4 P
% (red blood cell count, RBC) . F4HffI1 14 (white blood
cell count, WBC) . Ifl.£1. 75 1 (hemoglobin, HGB) . IfiL
/IR (blood platelet, PLT) bk B 20 Afd 14X (1ym
phocyte count, LYM) \E':"ri*ﬁéﬁiﬂ@ﬁ‘%ﬂ((neutrophilic—
granulocyte, NE)

(3) 1RG4 B B AR A A3 BT SR R R il 7 A2
JIH [# % ( cholesterol, CHOL) fI%%% i i 45 (4 AH [ fis

x1 EESERRMZE

Table 1 Pattern classification and score setting
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3% HirhE BE W Tisk HH 158 LS i
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(low—density lipoprotein cholesterol, LDL-C) | & %
JERE 8 HAH[E B (high—density lipoprotein cholesterol,
HDL-C) & 4,

242 BN AR O (1) ZRY
M TR (Wet weight/ T-E Dry weight, W/D) ¥
Al E T T EAR R, 7R 80 CH A
T4 48 h AT E TR W/D L, (2) ST
A1 mL PBS H& BALF JUHEYIFE RS 72
A, A B A 10 pL 408, 1E
40x10 FRAEECT I S8, B) BEHREE .
Z R N UL B BALF LI, R A BCA
TR E RN BALF g BB AR,

243 LU GeE BOR B i 2121
10948 /R AR T, K , A a5 pm U1
JH HE Gt g i B 04

2.4.4 CCL3/CCRS MESMCH T (1)L 9tE
HEPCR 24! CCL3 .CCRS5 #EIERE C(phospholi-
pase C, PLC) .25 H 4 C (proteinkinase C, PKC)
mRNA 3k . ffi ] RNA $2 B 7] & 4 i 20 218
mRNA, 2% 5% ¢DNA A R &5 B cDNA, 514
F A L2, PCR KR4 32xSYBR Green Mix:
10 pL, F3HF514 (10 wmol/L):0.4 wL, FilF5|49
(10 pmol/L):0.4 L, BifR.2 L, ITA K F Z£ 187K
%20 pL,LL GAPDH NNZ:, RN ART R iAs
95 °C 10 min, 8P 95 °C 15 s IR KAER 60 C 1 min,
A B KAEfEE 45 DPERR, LA 27449 15 mRNA
Tk,

*2 5957
Table 2 Primer sequence

FE[H sl (5—37) K bp
CCL3 Ef CATGGCGCTCTGGAACGAA 19
KM TGCCGTCCATAGGAGAAGCA 20
CCR5 M CACCCTGTTTCGCTGTAGGA 20
i GCAGTGTGTCATCCCAAGAGTCTC 24
PLC M GGTCCTACCACTTCCTCCACTA 22
i GCCTCCTCTTCCTCCTTCAC 20
PKC Ef] GTTTACCCGGCCAACGACT 19
K GTGGGTTGCTTGAAGCG 17
GAPDH  1Efi]  TCCTGCACCAACTGCTTAG 19
i CAGATCCACAACGGATACATTGG 23

(2)Western blot filifiligl 4! CCL3,CCR5 .PLC,
PKC 2 13RIk 2L U H 5, H BCA 12
SR EAWRE, HEAS DA RE IR 41 1
AR, 100 °C# 5 min,SDS-PAGE HLIKJE 200 mA
FE I LG BB 1 he LA 1:1 000 FRERY
CCL3 ,CCR5.PLC .PKC —¥1,4 CREAEMF LK., vk

JEJE N —H, EWIFE 1 h, FREEE A ECLA
TG, TE WB A7 20 b 52 B
2.5 HITFESH

J SPSS 23 3P HAE R TS, IEA A K]
“as" RN, Y GORRIE R EAR AT T 22 YR
A ] L3R R one—way ANOVA , 4 50BAR
JETT 25 ERG IR R, 2 8] LR F Mann—W hitney U
K, P<0.05 HHEAGE X,

3 #R

3.1 FHAKRBR—RIERRERRD LR

IEH R B — e Ol RAF, BB el i, IO
R IRE ORI IEH B K UG ek im
SR =N S 9 17 S SN (= 3 a5 I EA
M5Es B i ORISR, BAMEZ A KRR
Joie BT Sk TRTER AT 8k /L | S F K S WA 3
QWJR-M QWJR-H K BRAEIR 5 BHME25 Y 2 AH AL,
(] ik e 268 vy i D i P S0, LT T 20 i B 1 el
OB, FHMEZIAL QWIR-M & QWJR-H 414
FERUZH FEA A | (P<0.01) . TEWL3 3,

R3 BERREMEERD LR (xx)
Table 3 Comparison of the damp-heat pattern

scores among rat groups (x#s)

215 n W/D
IEEH 8 0.000.00
TR HAVBRIZ 8 12.13+1.81%
FHPEZ 20 8 7.13%1.46%4%
QWJR-L 4 8 9.88+1.73%~
QWJR-M 4 8 9.38+1.69%4%
QWJR-H #4 8 7.25+1.49%4%

W SIEE A, #P<0.01 ; SR RIZ iR, “P<0.05, 24P<0.01,

32 BHXKBRERETLILER

SIEHAHAMLL, 55 9,11 K QWIR-M K B4 5
TR (P<0.05) , HiAx sl [i) 25025 2 8] A BRI I 1 22
FIG B X (P>0.05), MBAKIIIE  FHIELSY)
#H . QWIR-L . QWJR-M QWJR-H ZH K Bl {4 7 i 38
KM riEwd., EE 1,
33 HEXRIMEMBELLER

SIEHAM L, B HEER K A WBC Fil NE
B4 (P<0.05) ,HGB .35 T % (P<0.01) ; 5@ 7Y
AL, FHPEZS 120 KB LYM F#AI% (P<0.05) , FH T
29T QWIR-H ZHAY KL HGB 7K FH(P<0.05) ,
QWIJR-H 41 NE 8. ZW/>(P<0.01), HEILE 4,
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1 BHEKXREEZLLILR
Fig.l Comparison of body mass changes among rat groups

WS IEHF A, P<0.05,

3.4 FBAKXRIMAEKFELE

HIEHAM L, PR K R CHOL  LDL-C
i, 2R A G 2EE L (P<0.01,P<0.05) , 1B 34
FEAYZH AT QWIE-H 41K [ A HDL-C ¥ 835 Tt &
(P<0.01) ; 5B RIA A LY, 4545 2540 CHOL 3%
F&A% (P<0.01) , QWJR-H 21K B LDL-C % &[4 1%
(P<0.05), WK S,
3.5 HHEKXRAEALRM W/DE

SIER AR L, AR 2 K R 20 21 wW/D i
FHiEs (P<0.01) ; 5 AL A b, QWIR-M 4 |
QWIR-H # K B2 41 W/D {E %A% (P<0.01), ¥
ke,
3.6 RAKR BALF JLiEH S L

SIEH A, BEAIZH K B BALF UU3E S 40
AT (P<0.01) ; SR AR A 1L, 25 252 K R
BALF JLIE H S AN MBI (P<0.01) . WL 7,
37 BAKR BALF EERPERERRELLLE

HIEFAME BRI KR BALF 135
SR R TR (P<0.01) 5 SRR sk, B ZY
P4 QWIR-M 41 QWJR-H #H K il BALF | 3% i
R YR BERR AR (P<0.05, P<0.01) , FEWLE 7,

3.8 BHAKXBRMALRREFHET

IEH R R ZUE A S50 56 8% | Myt i 52 14
TEH A DL S8 A ) 55 7 a0 B 5 A A A YAV
RUZA N0 SOE S5 R 5 I BERIE PR IS it ]
JBTRT LA P 240 MR 38 53 Pt e a5 AR 5 BR M 24
Y1} QWIR-H 4T , K BRI 2 2005 2 24 A% Ak
W, TEULE 2,
39 HAKXRETAL CCL3/CCRS BEMAXETFLLE
39.1 #HHHAKRMLHL! CCL3 . CCR5.PLC PKC mR-
NA FIAE b HIEH 4H L, AR 4 K R
CCL3.CCR5 ,PLC.PKC mRNA ik 5T+ (P<0.05,
P<0.01), FAYEZHI2H CCL3 mRNA ik R A% (P<
0.05); 5P BRI LA, FHPEZ5 20 . QWIR-M
20 .QWJR-H £1 K fl CCL3 mRNA 5 MK (P<
0.05,P<0.01), BHTEZ5¥4H . QWIR-H 4 K FLCCRS
mRNA ik (P<0.05) , 4545 254 PLC mRNA
FIRRFEAL, 2 7 A B E P (P<0.01),QWJR-HA
K PKC mRNA ik EFEAL(P<0.05) ; 529
H B, QWIR 440 K fl CCL3 mRNA 358 T
(P<0.05,P<0.01), FEWLF S,
392 #4KFZ4 CCL3 ,CCR5 PLC PKC %K
HERE A SIEW AL BRI CCL3,
CCR5 . PLC PKC FEHFKAETHR (P<0.05 1% P<0.01),
QWJR-L KF CCL3 PLC 2 H &5 T (P<0.05) 5
SR HAE AL H g, P25 4] . QWIR-H 41K R
CCL3 T H RN TR (P<0.05), BAMEZ 440 QWIR -
M 4 QWJR-H 4 K il CCR5 \PLC & H # A H %
fi% (P<0.05,P<0.01), QWJR-H 4 K il PKC % H
FEEFEAK(P<0.05) , FHHEZ 240 . QWIR-H 41K
R PKC 2 [ &8 BRI (P<0.05,P<0.01) , PRILFE
9.1 3,

F4 BHRKRMERELE (vss)

Table 4 Comparison of blood routine values among rat groups (xs)

215 n WBC/(x10%L) RBC/(x10/L) HGB/(g/L) PLT/(x10%L) LYM/(x10°/L) NE/(x10°/1)
IEH 8 5.94+1.66 8.0420.51 156.13+7.90 698.63+110.89 3.1320.89 1.60£0.75
TRV ZH 8 7.83+2.14% 7.74+0.38 137.75+7.23* 751.38+136.17 3.75£0.66 2.70£0.74°
FHPEZ5 )20 8 7.03+1.68 8.0520.50 149.38+10.13° 689.13+101.83 2.69+0.58% 2.560.86"
QWJR-L 4 8 7.33+2.86 7.98+0.61 143.75+7.42% 696.75+134.32 3.26£1.28 2.31£1.54
QWIR-M 41 8 6.29+1.87 7.74+0.49 142.25+12.00% 734.25+76.14 3.4120.66 2.2620.82
QWJR-H 24 8 6.20+1.42 7.81£0.60 147.25+9.30% 700.88+99.75 3.41£0.91 1.66+0.4722

W BIEE A R, 'P<0.05, #P<0.01 ; 5B R4 Hh#g , 2P<0.05, 24P<0.01,
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x5 BHKRRMAEKTFLE (xes)
Table 5 Comparison of serum lipid levels among rat

groups (x%s)

5 n CHOL LDL-C HDL-C
R 8  1.08+0.25 0.260.19 0.820.1
IBHERIZ] 8 2.11x£0.29%  0.4620.27°  1.1420.2%
FHPEZ M 8 1.3+0.19%*  0.38+0.09 0.88+0.11
QWJR-L41 8  142203%* 043021 0.86+0.22
QWJR-M 41 8  1.35:0.08*  0.35:0.09  0.95:0.09
QWJR-H#ZL 8  1.08x0.3%%  0.26x0.07°  1.1520.26%®*°

0 5IEH 4 R, 'P<0.05, #P<0.01 ; SIS HUERIZH H#% , 2P<0.05,
20P<0.01 ;5 BHPEZE M4 LB, ®P<0.05; 5 QWIR-L 4 HL#k , *P<
0.05; 5 QWJR-M £ 4, °P<0.05,

®o6 BHXRMALR W/D LB (vxs)
Table 6 Comparison of the lung W/D among rat groups (x+s)

215 n W/D
IEH 8 3.59+0.47
TSI 8 7.05£2.16%
FHPEZ 420 8 5.86+1.61
QWIR-L 41 8 4.99+1.49
QWIR-M 41 8 3.76+1.03%%
QWJR-H #41 8 3.72+1.33%%

W SIEHEA R, 7P<0.01 ; 5B RIZA ik, 22P<0.01,

xR7 BAKRK BALF R E2HMAE (v, x 10 REEAIRE
b ES (x+s)
Table 7 Comparison of the total cell count (x+s, x10%L)

and total protein concentration (x+s, wg/mL) in BALF among

rat groups

215 no BAEEU(x10YL) MR/ (pg/ml)

EwA 8 17.06+2.74 999.21+49.2
TR ZH 8 184.58+9.57* 1 900.9+206.53*
PR 25820 8 41.34+4.48% 1 604.15+287.57°
QWJR-L 21 8 152.56x12.3%2 1 693.64+230.03
QWIR-M 4 8 72.22+9.384% 1 546.00+198.96"
QWJR-H# 8 55.95+8.64°% 1 248.34£173.02%°

1 SIEF AR, #P<0.01; SIBHWE AL AR, 2P<0.05, 22P<0.01,

4 :
QWIJR-H4H

B2 HAXRMALREFZHI(x100)
Fig2 Lung histopathological changes in each rat group (x100)

*8 FHAXRMALR CCL3,CCR5,PLC,PKC mRNA
Table 8 Comparison of mRNA expression levels of
CCL3, CCRS, PLC, and PKC in the lung tissue among

rat groups (x+s)

215 n  CCL3 CCRS PLC PKC
EW4 8 125098  0.86£0.39 0.61£0.31  1.06+0.89
IEPERIZ 8 2.24+0.80*  1.57+0.30* 1.81x0.89% 2.08+0.80"
FEHPEZSHIZL 8 0.35+0.19%4% 0.87+0.54* 0.86+0.61%* 1.5+0.60
QWJR-LZ 8 1.77x0.89°® 1.2220.52 0.94+0.39%" 1.7620.60
QWIR-M 41 8 1.37+0.53°® 1.1420.62 0.87+0.59°* 1.58+0.82
8

QWJR-H 4 1.36+0.934® 0.88+0.64" 0.72+0.63“* 1.2420.67"

0 S IER A E, *P<0.05,#P<0.01 ; 51T HUERIZH AL | 2P<0.05,
24P<0.01; 5H L JE B HLE:, ®P<0.05, **P<0.01,

®9 FBHEXRAMAHL CCL3,CCR5,PLC.PKC EH
Table 9 Comparison of protein expression levels of
CCL3, CCRS, PLC, and PKC in the lung tissue among

rat groups (x+s)

215 CCL3 CCR5 PLC PKC
IEHH 0.14£0.09  0.15£0.08  0.17+0.11  0.29£0.22
TR AT 2] 0.27+0.10°  0.39+0.07%  0.18+0.18" 0.64+0.24"

n
8
8
FEHPEZEIZ4L 8 0.15+0.10° 0.19£0.04%% 0.22+0.21% 0.39+0.14%
8
8
8

QWJR-L 4 0.2420.13* 0.28+0.25  0.44+030° 0.47+0.16

QWJR-M 41 8 0.17+0.10 0.22+021% 0.19£0.17% 0.4420.18

QWJR-H 41 0.16£0.06% 0.17+0.08%% 0.17+0.15% 0.34£0.09%4
T SIEH 2 R, *P<0.05,#P<0.01 ; 518 $E B 21 oA | 2P<0.05,

25p0.01,

A B C D E F
CCL3 (- $ 11 kDa
CORS N S s I S S 0 D1
PLC R a— 155 kDa
PKC sy e — o~ 90 kDa

L et S ——— R ———

B3 &BAKRAALR CCL3,CCR5,PLC.PKC &R
Fig.3 Comparison of protein expression levels of CCL3,
CCRS, PLC, and PKC in the lung tissue among rat
groups (x%s)

T AIER AL BIRAVE A ; C.BAYE 242 ; D.QWIR-L 41 E.QWIR-

M 4 ; F.QWIR-H 41,

Hh ] DY T #8320 5 1) 2 R A R PR B R
TRRREL , A AR s R > 16 5 i A B
T RERRAT MR A, () o I RS i RO B A5
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BCTRAARE” TR R X TR AARE” B I PR S e
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“VRHEE” TR A S R M Ik
L KPR R A A R IR WA R
RN H RO 13 B2 AR, A B IRIR DT B RERY |
PR RS 2 ) FFAIRYT TR (W 3E ) 2K

(M9 B RSB it A Yy g ik
BHAT - JE T SR AR A SR S 2
PG E ohRE . AR R IR /N, IR I 5
B XELL B A TR e BE AR AR IR Nz SMEASA
5E NS B IRZ TTIR ALK i8R F TR
PRI , S350/ BR e BB 00 (45 /0 R B o o
PR S BT 2o fh B R R | P
R S S EUNRE R, AT TR R
TRHE 5 M AR A 55 B R A58 3R B TRk
TEZAE N Hh =88 (triglycerides, TG) CHOL & LDL-
C 7K B i 2 T a3 KA TR AR I
A FIR IR/, MBI A BRI
W, FEIRRARIZ B K S I i e R iR,
T A v LA D A R SR RS 2 )
H 5 BT I A Wk wh g Bhiz
U R A DR A5 TR B IR LB 1k, THERE
IR LIRS . HRC IR AR 2 (it P 1z
TR 25, FEm dE Ml 2 367 Hh B R A TR,
XERLARA A K AR LA B S R D RE 25 AR E -,
AIPENLIARSZ BRI AR I, 38 1 W sh AL 2 F
DIRER FME VNI B IEH TR, SO m
KRR e e 1105 R R T B T G TR AE
RIS R R, SRR AR LL , BH 25 9 40 i
T A Iy 45570 8 4K SR CHOL /K i 25 %
1%, T IEH A B R 4 LDL-C KRR MK, $ R s
il RO 197 8500T BEAEAE R AR . Ak AR 2
KE HDL-C V- 42Tt R MoK Fn] it g HD L~
C M52 R 1, 2 #F CHOL [ JiF Uk %% %% 3148 ) HE
e, DL AR R B B B,

QT S o s N Y = = 1 O 2 = It | L [ A
il ks AN S A, I R R Y SR e, AN T A
AR, Wil AN AR B AN B B
JEIH , AT Poly (1:C) A B 4% 2 61, Smafiti 2
H R RFEDIRE , (AR KR A A 227 T AR )
REOCH . AT DL HE Yy (o il 20 21 25 ¥4 2 B0 A s 51
Jili & B B IGERRAE . <P A Z IR NN
PR P AR S | OIS KR PR ZE R

Jils A RIS | IR Z 487 R IR T
0 SR WA A=W ) o e b S L T R R W 1
UL TR JEE Y RE R 9, AILAA T i A P KR R
I BURIAS BT il e BE Al 9 7E e pad B 48
i S I B R A I A 0 SR AR, 5 A K
L 22 1 I, DR ST AR IR R T i ZH 2R )
HIRLHE Y, IR T HUR TR R AR A
J il W/D {EL BALF rf S A SN, Bl
Jits 25 255 B 3, TR A R 7 T R R R
B, Wi XL, B B E  ESR i L ES
RS T  BIE ZE ARG R M A 1 AR
it 5 B A E R, B 500 R/ IMEOG , RA s
AR, e Ah, Bk JE e Ko i e s 1
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R, MELE FAE L b 5 S £ 21,
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RMUEH 1-a(macrophage inflammatory protein la,
MIP-1a), e —Fh B SR A 1 B TR SRR 4
J Z IR DR, DM R A D 1 et A . CCL3
5 CCRS K254  #0% GPCR {553 I, 4053 -1
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A By ST O FE 2R E A, 1 AR Gap
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PG EEAE AR, SRR Sl 5 & A A0
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CCL3/CCRS fF 5435 , 98 PLCHIPKC 12k,
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