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WE HM R KGR R GE = A S 00 8 R IR] Bz 20 - 8] 58 00 5 Ak i A DG L) o D ik BE R AR RS 1] Bz 40
( human peritoneal mesothelial cells, HPMCs ) 5 ¥ HE 7R o4, 4040 1. OXFHEZH; 08.5 mmol/L D-EZHHAES
20 (8.5 mmol/L DG #H) ; 117 mmol/L D-#Z#iE S (17 mmol/L DG 4 ) ; 1134 mmol/L D-FZjHHAE T4 (34
mmol/L DG 4 ) ; (168 mmol/L D-FZi#iA 54 (68 mmol/L DG 4 ) . HhaxFEAs, HAaAEH A0 8.5, 17,

34, 68 mmol/L Y D-#ZGHHAE S 48 h, /34 2. OXTIE4L; 034 mmol/L D-HZ WA SF4] (HG 41) ; 034 mmol/L D-#]
EEHI AR KA RAE G4 (AL-L41) ; 034 mmol/L D-#Z M+ #E K EAE T4 (AL-M 41) ; (134 mmol/L -#j
EEr SRR IR E AT (AL-H4H) 5 034 mmol/L D-#%458+JAK2 )% S0 (JAK2 4H) . Hrh HG 41 34
mmol/L [ D-#Z %S 48 h, AL-L 4. AL-M 4. AL-H 41/ 34 mmol/L 1) D-FZ WAL HE 6 h J5 23 %I 10, 20 F
40 ng/mL KiFEIES 48 h, JAK2 HfiIA 1 pmol/L AG490 TiiAbEE 6 h J5 FH 34 mmol/L A D-#i %% S 48 h, ELISA &
M HPMCs %) IL-6. TNF-a Fl IL-1p By &&; CCK-8 i 4 i s 48 ) WS 45 ; Western blot 11l JAK2 . p-
JAK2. STAT3. p-STAT3. N-cadherin. E-cadherin. Vimentin. a-SMA. MCP-1. p65. p-p65 & ARIFEILIEH . 45 %
E5XPRAMIL, S5 T4 HPMCs MARXM AR BEIL (P<0.01) , MIMIEERIEH, (2iF L L A00E-M 7250
534k (epithelial-mesenchymal transition, EMT ) &4 a-SMA . N-cadherin Fll Vimentin 358 & FiH, #M#l EMT
KA E-cadherin B AR T, JAK2/STAT3 {5538 MG WM T3 EMT &L (P<0.01) ; i KwmERE
W AR HE = A S5 19 HPMCs Y55, IRE S8 MAIMEE, WS EMT &4 MAH & H KT s HPMCs 19 |
Jela oAl SEis SHM L, KFFRABI4 HPMCs (L 48 5E K+ IL-1B. IL-6 F TNF-o B EREMC, e RMEE
M p-p50 Al MCP1 Rk T, RESGFERRNE EMT 5LEMRIE. 458 KR @il JAK2/STAT3 {5538
BEVET EMT EAMPRERE . RIEE 58 A R AE P F /K7 AT = 5 519 EMT KR AE .

KR ANEMEREI A ; EMT; Ker#E; JAK2/STAT3 15518 I
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Allicin improves human peritoneal mesenchymal cell-mesenchymal
transformation induced by high glucose through the JAK2/STAT3 signaling
pathway

GAN Linwang', GAO Lichao!, LIU Qi', LI Ying', WANG Yujie!, LI Qiancheng?, OU Santao'

(1. Department of Nephrology, Affiliated Hospital of Southwest Medical University, Luzhou 646000, China. 2. Department of Respiratory Medicine,
Affiliated Hospital of Southwest Medical University, Luzhou 646000)

Abstract Objective To investigate the mechanism of allicin in improving human peritoneal mesenchymal cell-
mesenchymal transformation induced by high glucose. Methods Human peritoneal mesothelial cells (HPMCs) were divided
into the following groups. Group 1: Control group; 8.5 mmol/L D-glucose group (8.5 mmol/L DG group); 17 mmol/L D-
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glucose group (17 mmol/L DG group); 34 mmol/L D-glucose group (34 mmol/L DG group); 68 mmol/L D-glucose group (68
mmol/L DG group). Except in the control group, the groups were treated with the corresponding concentrations of D -glucose
for 48 h. Group 2: Control group; 34 mmol/L D-glucose group (HG group); 34 mmol/L D-glucose + low dose allicin group
(AL-L group); 34 mmol/L D-glucose + medium dose allicin group (AL-M group); 34 mmol/L glucose + high-dose allicin
group (AL-H group); 34 mmol/L D-glucose + JAK2 inhibitor group (JAK2 group). The HG group was treated with 34 mmol/L
D-glucose for 48 h. AL-L, AL-M, and AL-H groups were pretreated with 34 mmol/L D-glucose for 6 h and then treated with
10, 20, and 40 ng/mL allicin for 48 h, respectively. The JAK2 group was pretreated with 1 pmol/L AG490 for 6 h and then
treated with 34 mmol/L D-glucose for 48 h. IL-6, TNF-a, and IL-1B contents in HPMC culture supernatants were determined
by ELISA. A CCK-8 assay was used to assess cell proliferation and morphology. JAK2, p-JAK2, STAT3, p-STAT3, N-
cadherin, E-cadherin, Vimentin, a-SMA, MCP-1, p65, and p-p65 protein expression was detected by Western blot. Results
Compared with the control group, the relative survival rate of HPMCs in the high glucose induced group was significantly
reduced (P<0.01), cell morphology was abnormal, expression of a-SMA, N-cadherin, and Vimentin that promote epithelial-
mesenchymal transition was significantly upregulated, and expression of E-cadherin, which inhibits EMT, was significantly
downregulated. The JAK2/STAT3 signaling pathway was activated, leading to EMT (P<0.01). Allicin significantly promoted
HPMC proliferation induced by high glucose, reversed the abnormal cell morphology, regulated the expression of EMT -
related proteins, and improved epithelial-mesenchymal transition of HPMCs. Compared with the high glucose group,
proinflammatory cytokines IL-1p, IL-6, and TNF-a in HPMCs in the allicin treatment group were significantly decreased and
expression of proinflammatory proteins p-p50 and MCP1 was significantly downregulated, indicating that allicin improved the
inflammation caused by EMT. Conclusions Allicin improved EMT and inflammation induced by high glucose by inhibiting
the JAK2/STAT3 signaling pathway to regulate the expression EMT markers, inflammatory signaling proteins, and
proinflammatory factors.

Key words  human peritoneal mesothelial cells; EMT; allicin; JAK2/STAT3 signaling pathway

&1 (chronic kidney disease, CKD) &sZMa NAITMgHE 1 H 2, gt L E KA E CKD
e 2 Ot 10%, 2 KI'E % (end-stage renal disease, ESRD) %)%y 300 ;M. g%
(peritoneal dialysis, PD) EAG I EINRE. 4EFFMiish E MR e . ses R m S S, SN RIT
ESRD Mz —o 1724 B RS I Ak T 25 0 AH 25 1 1) v W 35 i 0 ) FL 20 R 66 1) 25 5 40403 T 5 e
GERJEIE, [FIEIE LA 4E4L (peritoneal fibrosis, PF) &Mt (A8 N B, 88 3838 & A M i 2 B I A
FEARTE NG PR _F 0 SR, N G B 18] sz 200 %) sz 440 i - 1) 7 Joi % A A K T Ak - R 38 A 28 35 1) B 4
ZUR AR H WL BRI, 2 T SO AT 410 46 2 (56 IR B 8 R ol i £ JE K 2 — B, EMT RIUH F 3L
YA R BRI S, A 4RGN P B AR SN, A R4t B A0 3 R 0 RE 1R SR ERAE, HOWEE SRR
4, SRR ARG SEEE AN, BEHRN T EMT 4L g iz, HiE
JIEE 5] 52 2 i 2 26 EMIT B4 T LA i AR 35 48 .

Kwrz Callicin, AL) & Kk HH/K 28 S ZE M0 15 2 10— FRIE R, 2 Km EZ A 208 Bl
FRIMK s REPUAM . DUME . B S TR G 3% %5 05 T RIEME R, KERR MPer4efu i
FH A AR R B 2 B 2 — o W90 R B K55 22 T 40 B e . 90 S 55 2 PhRDRE (9 b Rz ) R %
b, S e R AR 208, g e S VT 5 4 SR 3R B KRR 2R M 3 1 1) E S R 2 S AT 44K R
PgEE hRE R KR . Rk, KRER RS o UL 4 i 72, (H H A T I8 I £F 410 (1 52
Wi G AN 2 . AWT @S 0 D-Fi & BE (D-glucose, DG) % 40 M JE 74 M2 40 8 5t . EMT KR A4 %
JAK2/STAT3 F5 i@ m, BPHA T EMT KA FHLE FES, 80 &S S a7
Ker R HRTREEE EMT FISRE,  Niai/> MGG R) 52 200 o 1 453 19 J o 362 I 535 i A+ O P IR IEE 98 5 1)
TG PR LB KR, K HR 7RI R b (9 B FH 4 L2 08 A S50 1k 4

1 ##TTE

1.1 A

N NG TE 8] K2 44 ffa #& HMrSV5, 6 H Procell 2w, %5 : CP-H180.
12 FERFENFE

#i % B (Solarbio, %5 : G8150, Hif%: 250 g) ; Kirz (Solarbio, $%5: SA8720, MisE: 20
mg) . ELISA XA & (LN BEEMBE AR AR, 75 ZC-32420, ZC-32446, ZC-
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35733) ; WLEh&E [ (P-actin) . BRABRE AMEE 2 (JAK2) . BiMIL MBS EBR R I EE 2 (p-
JAK2) | BEALINME S5 SRS WOE R T (p-STAT3) . (5 5 S MEFBIEIN T (STAT3) | E-
PEXEH 1 (E-cadherin) . FZ 4L E -1 (MCP-1) . E-f545% 1 (N-cadherin) . p65. p-
p65. I EH (Vimentin) . o-FIE W3 & HPi/E (a-SMA)  C(abclonal, %5 : AC026,
A19629, AP0531, AP0705, A19566, A20798, A7277, A19083, A19653, AP0123, A19607,
Al17910) ; R AL L EHH 1gG Cabcam, 85 : ab6721) ; A JIE JIE [a] Bz 40 Bl 58 4 85 9% 5
(Procell, #%%5: CM-H180) ; JiMl§ (Hyclone, %5 : SH30042.01) ; fa4E 1M (TRAN, 5.
P20522) ; X(Jii (Basalmedia, %5 : S110JV) ; CCK-8 ikjfl& (Biosharp, %'5: BS350A) ; LI#
PBS ¥ (Servicebio, 17'5: G4202) . BIEAEMERMES (LEICA, H5 DMID ; &xUKEELIL
(K VDB DR AR B R A A, A5 TDZ4-WS) ; CO ¥i3## (=P HLERR AR AR, e
MCO-15AC) ; # EE LML (FEEHEw, ®S5 S1010E) ; EEFR{X (Molecular Devices, %5 spectra
max PLUS 384) ; mHMEKME (L ERERTHIKEGEERAR, M5 JY-SCZ4*) ; HIKiC (it
HEBATHKESARAR, B5: JY200C) ; KFPBEEK LHRIIXSERAF, B5.
TY-80A) ;5 b=k GHEER BUZ I 5200 ( Ll RKEeRHARAFD ; By EERKBH b2k
A ERAF A=, M5 DZKW-4) .
1.3 ZLEHE
1.3.1 pmEEs

W N ISR Bz 40 B HMrSVS fif vk B0 5, T 10%JA 4 ML () DMEM 15 37 3t B V5 41 ffg 78 5% 9% 1L
HHREAT R, T 37°C. 5% COp. MAINGRE & 4F FHEAT R 9% .
1.3.2 {5 AR A8

Syl REFR NBERE A 2 5 S AL A 5 4. OXH4l; @8.5 mmol/L DG 4: 8.5
mmol/L D-%i % ¥#i% F40; 317 mmol/L DG 4H: 17 mmol/L D-# & §%i5 S 41; @34 mmol/L DG 41: 34
mmol/L D-# & ¥ % S 4; ®68 mmol/L DG 4H: 68 mmol/L D-# % #E% F4H . BRxTBANN, Ha%n
WM 8.5, 17. 34. 68 mmol/L () D-#i%i ki S 48 ho 404 —. K595 N JENE ) B 40 B s K e BE WL N
64H: OXMEAH; @HG 4l: 34 mmol/L D-#i & 15 F4; GAL-L 4H: 34 mmol/L D-74 &) BE+{K 7 & K
mR G TH; @AL-M 4: 34 mmol/L D-# &M+ & KiFER G FH; GAL-H 4: 34 mmol/L-#i%]
P+ = A B R RIS, ©IAK2 4: 34 mmol/L D-% % B +IAK2 F0HI 7575 S 4 . K I8 4 A HAE AT b
¥, HG %H 34 mmol/L /] D-%#i % #Ei5 S 48 h, AL-L 4. AL-M 4H. AL-H 20/ 34 mmol/L [¥] D-%i%j
FETACEE 6 h J5 4371 10 « 20 A1 40 ng/mL K755 48 h, JAK2 41N 1 pmol/L AG490 Tiiib 2 6
h J& F 34 mmol/L f) D-% & ¥ % S 48 h.
1.3.3 CCK-8 &1#f

O FAE KB HMrSVS 4 ffl, PBS Pedk, RS A B LS4, 250 r/min 850 5 min, PR L
B, NG ER R L AN A I B AT S T A N 4>10%mL, L 100 pL #2
T 96 fLARH, 37°C. 5% CO  fHEAREFR. fraiMuliesf5, MRHE 1.3.2 #4708, FH G i £
F73E 1:10 #i B CCK-8 ik, A CHiF: CCK-8 TAEMEHAL 110 pL; FHEFE BB FEREIK, 37°C.
5% CO lHIRAk4EE % 2 ho {d EGARXAE 450 nm J K AL 5E & AL, MR 2 2040 B A X 77 3%
F= (%4 OD fH/X R4 T OD ) X100%, #HiEiMf]R= (1-525% 4 71 OD/XIE4H 1 OD)
><100% T 50 AH B2 1 240 B A7 % 26 S i) 2, FR7E B N s 4l L &S iR .
1.3.4 ELISAKFI &R

M4 Elisa 77 vl B BRI & A4 Bl B AR -6 (IL-6) « MEIRIER -0 (TNF-0) F1H
AE-1p (IL-1p) K& &,
135 ZJEHREEIT

i o B A PR B S SR B A N R R S i e & 1, JFH BCA WLt T e & . SHMEE
THEFAHN SDS-PAGE #1770 &, #EERNEAREE R PVDF L, H 5%MBAEYIE 1 h
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Ji, BN B-actin. JAK2. p-JAK2. STAT3. p-STAT3. E-cadherin. MCP-1. N-cadherin. p65. p-
p65. Vimentin. a-SMA #ifk, 4°CHF Hid &5 TBST JEvE, A5 i E, TBST Hdk, ECL BER
. BM)50E A Bio-Rad 2 IhEE 4 R K E KIS, Image-Pro Plus 73 #i 6% B, DL B-actin A
WNZ, HESHEE AN RIEE.
1.4 SHitEFRE

KH SPSS 20.0 Giit T AT it e, BRI bR AEE (X 3s) FRoR. KT &4
FeicR B R 35 5 2290 - Cone-way ANOVA) X T~ 21 ] 3 50 1) B8R Y e/ Wi 38 22 48 (LSD) ¥,
DL P<<0.05 1E T 22 7 A Gi it % 5 Uit

2 #R

2.1 HGiES3 HPMCs B JAK2/STAT3 {5 5 1@ A&
2.1.1 HG iES ¥t HPMCs 7 2400

55 HRATAH LG, 4 A BE (1) %6 220 B AR BE AN [F)F2 BE (1) 40 il HPMCs 13458 . Ho+h 8.5 mmol/L D-%#j %]
WESHAEFEEENSITE XL (P<005) , H4& 3 AAMEEENSITE L (P<0.01) . 34
mmol/L D-% %] ¥ 75 5 20 40 Mo i AR 6 A7 35 R X IR AL i — 2, H T LA B #0d] HPMCs H6%EH, HEAS
it BEADEL, B LLIE$E 34 mmol/L D-Hi & W8 Ja S s BE S SRR (LB 1 .

@15 80
3 5o
N 60
- o
g1 g
— ~ c
£ TEw
=B Fa]
52 50 = £
£3 20
0 N N 0
L 8 > &
%??3%&0 s o&%sfeQ § S o&%&a‘& og%f o@%fQ &S
S Y Y £ Y F Y £y S
o @0 > 0\\ S 6@ 3 S S o\\ éé\ 0\\
&N e SE & Q0 § IS
“ RS %& o RIS S &
% N ,\_)V S % $ o> Q

VE: SxHE b, "P<<0.05, “P<<0.01.

FET 1 e 5 3 on N6 ) B 400 48 i e
Note. Compared with control group, “P<0.05, "“P<0.01.

Figure 1 Effects of hyperglycemia on proliferation of human peritoneal mesothelial cells
2.1.2 HG HES3 HPMCs EAEF LA E M
J6BE P HPMCs JER F AR BILIEH 26 A1 5 78 T 0T EZH HPMCs L& J5 TR AR I I IE £ IR
B R AR RS T AR D-H ARG S, SXTHRAAHE 4 M D-# & HE 5 S 41 HPMCs HITE
SEAAFEG 2R ERRY, mHREES, RERSHER (LK 2) .
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pagiise! 8.5 mmol/L DG4 17 mmol/L DG#H
Control group 8.5 mmol/L DG group 17 mmol/L DG group
34 mmol/L DG4 68 mmol/L DG4
34 mmol/L DG group 68 mmol/L DG group

e RERBAN (4\) o SXTRA LR, "P<0.05, "P<0.01.
B 2 b s o N MBI 2 00 7 25 5% A 1 11 5 i
Note. Abnormal spindle cells ( 4\ ) . Compared with the control group, "P<0.05, ""P<0.01.
Figure 2 Effects of high glucose induction on morphological changes of human peritoneal mesothelial cells

2.1.3 HG iFS3t HPMCs £ 4 EMT RIS

i Western blot #ll AR R D-#& X EMT MHKEAREHF. SXTEAMEL, 34
mmol/L D-#j %] ¥ %5 ‘T 41 .2 F i E-cadherin )& (P<<0. 05) , 68 mmol/L D-# & ¥ 5 S & T
W E-cadherin F1_ 1 N-cadherin )ik (P<<0.01) ; 34 mmol/L D-%]%i# 1 68 mmol/L D-7% % ¥ % S
]2 B Vimentin (3%, 17 mmol/L D-#i% B . 34 mmol/L D-% %] § A 68 mmol/L D-7i % # 175
AR ER a-SMA [J3RiA (P<<0.01) (LK 3) .

8.5 mmol/L 17 mmol/L 34 mmol/L 68 mmol/L
D DG4 DGl

Gl GiL DGAL
A4 BSmmoL  17mmol/L 34 mmoliL 68 mmol/L 05 10
Conrolgroup  DGgroup  DGgroup  DGgroup DG group o

pactin

E-cadherin

N-cadherin

Vimentin

@SMA

E: SXHEE L, "P<<0.05, "P<<0.01.

3 EHES S EMT KA bR & B AR IE 2
Note. Compared with control group, "P<0.05, ""P<0.01.

Figure 3 Effects of high glucose induction on the expression of EMT marker protein
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2.1.4 HGiESEX HPMCs H JAK2/STAT3 {5 S i@ B HI MM

Ext B, 34 mmol/L D- % 9% S A5 % L p-JAK2 13215 (P<<0. 05) , 68 mmol/L D-
HIE RIS AW S B p-JAK2 Al p-STAT3 3Rk (P<<0.01) : JAK2 Fll STAT3 i H R IALEX 4]
5 DR AR EE ) D-# & b5 A AL R E I E R (P>0.05) (WE 4 .

=
o
IS

%5 i .
15, EEPY
Sc 55
85mmoll 17 mmoyL 34mmollL esmmoil = § §10 =8¢
DG4 DG4l DG4 DG “_T’_; %3 E gz 2
poitiN 85mmol/L 17 mmol/L 34 mmol/L 68 mmol/L ;E 5 é =
Control group DG group DGgroup DGgroup DG group gE" 05 CE 31
<& <z
- I
Poctin| D SIS SEES S —— 00 = 0
' i o & . &
{g.:i&\e;s&oo’i.fzﬁf od’%s@‘z 00%5\& O $§o&$§ o"’%@q &
NS 1 & N 5
SIS IS ST S
F FY F Y Y Y &S Y
| - - — ST EISCIONIC
& & &~ &
OSSN PO m?s &
P-IAK2 | ——
— — — = 15 5
B4
@’5 10 f;"é 2 s
STAT | S W — | - VIR
=285 =55
=£8 ZI8@ 2
ZEpos S
2 E E £ 21
PSTATS | s W | - be
E& 00 S 0
@ R & § &
& ¢°§o"&¢°\&o‘§'\$§ S o"%a;"QQ %ﬁﬁef&oé%"QQo‘\’%fQoa’%@Q s
R 4 NI g $ G
S NS AR s i‘@@ S ST o S
S Y S LY F Y fo S
S TSI TS TS
ol N &S 5 SO S e
% & &S & @ N > &

VE: S, "P<<0.05, "P<<0.01.

Bl 4 @i S xt JAK2/STAT3 15 538 oA O 2R 1 204 1 52
Note. Compared with control group, “P<0.05, "“P<0.01.

Figure 4 Effects of high glucose induction on the expression of JAK2/STAT3 signaling pathway related proteins
2.2 KFFEX HGFESR EMT R ES| A RER
2.2.1 KFZX HG ESH EMT i HPMCs 1258 B 82 [

Wit CCK-8 A [EWK () KFs &= 0 HPMCs AW, 4Z5H K HG MBS UE T M
HPMCs MIAHX fAiE % . MHELT HG B34, Sei0 b s B AR B 1 Kms = A3 Re A 2 F i HPMCs
FIARXT A7 % (P<<0.01) o H:rF 34 mmol/L D-% %5 ¥ + = 7 & K ik 25175 5 41 A2 88 5 18 F et F ki
F-5XF HE 41 F1 34 mmol/L D-% & FE+JAK2 #1675 54 (WE 5 .

815 60
e 20
°%
S =8
t‘\{f 210 S E40
=3 > c
e ¥ 8
o= ==
=} #H
573 50 FE20
3
O S R S ) ‘ R R PR TS »
W, A
FEESTSIS e ¢ & & T Ffs I
SEENOE S S O G R
o4 v v ¥ v v v Ny

e SRBALLE, “P<0.01; 5 HG 4R, *#P<0.01.

Bl 5 Kopmzxt bl S0 EMT vh A I 58 5 7 400 i 389 5 174 5 1
Note. Compared with control group, “P<0.01. Compared with HG group, *#P<0.01.

Figure 5 Effects of allicin on proliferation of human peritoneal mesothelial cells in EMT induced by high glucose
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2.2.2 KFHEEX HG FSH EMT B HPMCs e S¥ L B 220

W% HPMCs TEAZ=B K HG MiFESFEFFRIEN HPMCs th#lE L. M5 HG FF4HAM
tb, 3 AR KRR EEE FH 1 HPMCs /b, 3 H KGR R IR EE AR &, 57 T2 25 40 i 1 Eb 491 gl
kb, Horh 34 mmol/L D-H & Mi+EFE KRB SAHANMBRE S S BAFREL (WE6) .

X 2 HG4L
Control group HG group
AL-M# AL-HAH
AL-M group AL-H group

AL-LAH
AL-L group

JAK2H
JAK2 group

e BRI (4\ ) s HxtEAHE, “P<0.01; 5 HG 4%, *#P<0.01.

6 KR KX w0 EMT o S5 15 B2 440 At 25 2 A2 AL ) B i

Note. Abnormal spindle cells ( 4\ ) . Compared with the control group, “"P<0.01. Compared with HG group, #P<0.01.

Figure 6 Effects of allicin on morphological changes of human peritoneal mesothelial cells in EMT induced by high glucose

223 KFEIX HGIFEEH EMT £ K=Y

HG %S )5 E-cadherin 2 %A & T, N-cadherin. Vimentin 1 o-SMA FEHFIAHE i
(P<0.01) , MM#%& 3 FWEM KiFEMM)SE, E-cadherin & %A L8, N-cadherin. Vimentin A a-
SMA HEHFKIETH. HAd 34 mmol/L D-#i % b+ 71l & Ki = %5 S0 E-cadherin, Vimentin Al a-
SMAEARZS HGESHAGFREEMZR (P<0.05) , 34 mmol/L D-% %K+ 7 & Kii %15 S 41,
34 mmol/L D-# % #Ei+JAK2 ' FHR EMT KAEMKEARIAS HG HRAAMEEZER (P
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Figure 7 Expression of marker protein of HG induced EMT after allicin treatment
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Figure 8 Effects of allicin treatment on the content of inflammatory factors and expression of inflammatory signaling proteins
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