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[(FE] B BRI 0 M E 550 RS F 4 K B 7 1(nsulin-like growth factor-1,1GF-1) i &1k K H 15 K R
DAL AR AL . FiE B 30 2 Sprague-Dawley KR BEHL 2432 5 454 6 K. BENLELE 1 2% sham
A1, FAy 4 2R BUR 0 = B Bl 200 FIE R 45 /0 il 2 D A R, #E S AT L BB AL BE I 1 414E R CA/CPR. B4 3 4143
NAMFE IGF-1 . #h5& TAK-242[ Toll ¥ 32 & 4 (Toll-like receptor 4, TLR4) /#% K F kB(nuclear factor kB, NF-«B) i
% 140 4 580 LA Bz [6] i b 58 TGF-1 F TAK-242 20, 1) AT SCRE R e €0 465 00 AN [ A 3 2 Bl 00 UL 0156 6 5 M) ] 52
i 59¢ S 58 B 300 &% 5% 8 A Wi BE LV (reverse transcription-polymerase chain reaction, RT-qPCR) A5 il IGF-1 fi% 3 ik 7K
;5 Fl F§ Western blot £l TLR4 ., NF-«B. % #£ 43 1k [Hl F (myeloid differentiation primary response protein 88,
MyDS88) . Z 1K AH 5 A F & H i B 3 (receptor-interacting protein kinase 3, RIPK3) \IB & 1% & i B4 5 A 8 H (mixed-
lineage kinase domain-like, MLKL) % 3% ik 7K ¥ ; 1| F il 56 4 22 W 66 325 46 0 19 400 i 4 2 18 (interleukin-18, IL-1B) Al
H A/ R 18 (interleukin-18. TL-18) Y KKK F. Z58R 15 sham LIAT L. 4 LG BRS04 A2
O ME FFEARERT L KR .0 WL U BB M B A, o CA/CPR A #4575 #b 58 IGF-1 Ml TAK-242 41
O LR A 5 5 sham AMI L, CA/CPR 41K R0 WLAL I IGF-1 ) 2 ik &t W 3% B MK (P <C0. 05) ;55 sham H1AH I,
CA/CPR KELC LA IL-1 T IL-18 Ay 3R ik K7 835 T, #h 78 IGF-1 Al TAK-242 41 K BUEE BT A #5278 K B b
IL-18 F1 IL-18 YA B MK (P <C0. 05) ;55 sham 44 kL, CA/CPR K TLR4,MyD88.NF-«B p65 A 3 ik /K F &
FTT i H T R BT I A AR B R B 9 3R 3R KT g #b S IGE-1 AT TAK-242 41 R BT i A 485 2L R B b i
Fk KT 2 FEAR (P<C0. 05) 5 5 sham 4140 . CA/CPR & Bl RIPK3,MLKL f % ik & & % F+ & , 4 78 IGF-1 Al
TAK-242 K BZEF A CA/CPR K BT R B K FREAR(P<<0.05) . Z5if L MEBRERE A @5 IGF-1 i1
IR EE SRR IGEF-1 7T LUE 2 30 ) TLR4/NF-«B 15 53 #4100 JJUAH B 0% IR 5E 1 04 T 5 DA I i 6 K Ry o0 L
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Effect of IGF-1 on myocardial necroptosis in rats undergoing cardiopulmonary
resuscitation via TLR4/NF-kB signaling pathway
HU Zhen-fei, LI Fan, DAI Xiao-wen
(Department of Anesthesiology s the First Affiliated Hospital of Xinjiang Medical University »
Urumgqi 830000, China)

[Abstract] Objective To explore the effect of cardiopulmonary resuscitation (CPR) on the
expression of insulin-like growth factor-1 (IGF-1) and its regulatory mechanism on myocardial
injury in rats. Methods Thirty Sprague-Dawley rats were selected and randomly divided into five

groups, with 6 rats in each group. One group was randomly selected as sham operation group,
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and in the other four groups, cardiac arrest due to ventricular fibrillation/CPR models were
established. After the successful modeling, one group was randomly selected as I/R, and the
other three groups were divided into IGF-1 supplementation group, TAK-242 [ Toll-like receptor
4 (TLR4)/nuclear factor kB (NF-kB) supplementation | inhibitor supplementation group and
IGF-1 and TAK-242 supplementation group. The myocardial injury of rats in different treatment
groups was detected by Evans blue staining. The expression level of IGF-1 was detected by real-
time fluorescence quantitative reverse transcription-polymerase chain reaction (RT-qPCR). The
expression levels of TLR4, NF-kB, myeloid differentiation primary response protein 88
(MyD88), receptor-interacting protein kinase 3 (RIPK3) and mixed-lineage kinase domain-like
(MLKL) were detected by Western blot. The expression levels of interleukin-18 (IL-18) and
interleukin-18 (IL-18) were detected by enzyme-linked immunosorbent assay (ELISA). Results
Compared with the sham operation group, the myocardial tissue of rats was seriously damaged
after cardiac arrest and CPR, among which the model group had the most severe damage, and the
IGF-1 and TAK-242 supplementation group had the least severe damage. Compared with sham
operation group, the expression of IGF-1 in myocardial tissue of rats in model group was
decreased significantly (P<C0.05). Compared with sham operation group, the expression levels
of 1L-1B and 11.-18 in myocardial tissue of model rats were significantly increased, among which
the expression levels of 1L.-18 and I1.-18 were the highest in the model group and the lowest in
IGF-1 and TAK-242 supplementation group (P<Z0.05). Compared with sham operation group,
the expression levels of TLR4, MyD88 and NF-«kB p65 in model rats were significantly increased,
among which the expression levels were the highest in the model group, and the lowest in IGF-1
and TAK-242 supplementation group (P<C0. 05). Compared with the sham operation group, the
expression levels of RIPK3 and MLKL in model rats were significantly increased, among which
the expression levels of model rats were the highest in the model group and the lowest in IGF-1
and TAK-242 supplementation group (P<C 0.05). Conclusion After cardiac arrest and
restoration of autonomous circulation, the expression level of IGF-1 will decrease, and IGF-1 can
inhibit necroptosis of myocardial cells by inhibiting TLLR4/NF-kB signaling pathway. thereby
reducing myocardial injury in rats.

[Key words] myocytes, cardiac; cardiopulmonary resuscitation; necroptosis

H \i I8 97 O I 3R 1% (cardiac arrest, CA) FIA %L BB 5 F o

J7 R AT R R 0 il &2 J5 (cardiopulmonary

resuscitation, CPR) J 76 i& B JE AT BR B2, {H H 1.1
PRy 0 IE BB 2 )5 28 & fF (postcardiac arrest

DE B CA/CPR A B I 48

WA 3K T
#: Sprague-Dawley K (6~8 4~ H ,450~550 g)30

syndrome, PCAS) 35 B A AF AL 12654, 24
AU FE R ST Wa S5 R, LSS
WO AT LA -1 B R RS SR O WU R
B E R KT 1 Gnsulin-like growth factor-1,
IGF-1) BE i 350 WUAE B8 I 28 35 O IE T RES , v] B
50 ¥ 2 KM B AR JH B B B 3 (receptor-
interacting protein kinase 3, RIPK3) 45 H) R 38 P4
PR A SN i GO LA B IR BE M R T A 9 Y
VE IR R W . ASBIF 5 30 5 A O B 2 B 3 L
FE 3R 452 /0 il & 55 (CA/CPRO B, W By IGE-1 X .0
JULAH J 458 15 1) 5 i DA R A R AL

H A S B o i S R R A 5 — i e EE B sh )
e 3 5y 2 At 5200 $R A RN S W Ak B AT A S5 B
PHC B2 E AR E N BESR . FT A K R 5250 2514 F Gl
JE.22~25 C 3B JF:50% ~60% . eI E 12 h)
B 10 d, LETFIARET 12 h 258, 7T A B ioK .

Z M8 Zhang 2D F1 Lin U B @O =
Bizh A CA/CPR KRR, i F Z . & I8 i 1 391 %
CL L Z 40 (35 [H Sigma A Al .45 mg/kg) BREEJG . XF
KRR AT SR TN R 3l i Dk A S A . MLMGE
K20 min, BN YIRS TRE J5 10 R B B L0 AN
MHs . B FF SF e RS2 An I s Al i A 2487, Bl S
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BFHLBGE K VE S E SRR E T iR e s
A HL I 0 v O AR R 0 = B Sl Bl G B
b, i GECR R, CA RS EE S AR . 4 min
Ja  IFERUAE (100 26 570 H #EAT CPR #3845 . 4%
FEARAS 2 200 U/ min, % BE 20 S M9 B AT S5 42 19 1/3,
PR AE i J58 78 73 [0 58, [ i Dk &) R 92 02 4 R B IR
K (200 pg/kg. A HER K BRCHD . WL E
AR A8 1 R ROSC 5 1IR3 . CA fiif
O30 R BT s @ F 5 Ik £ (mean arterial
pressure, MAP) [ £ 25 mmHg (1 mmHg =
0.133 kPa) LI'F . ROSC #5200 L 1B 1K &2 52
Mol = FETT A OQMAP 2 60 mmHg DU HAE
45 2= /D 10 min,

1.2 W TS0 H WA RBBENLBC R 5
41, 4% MR Sun 55U 7 kN BUEE AT T IR 43 4
AT IR . D sham 4, sham H K RAEFE G
48 h 2 JETE S A FER K (150 pg/ke) s AN kAT HA
T, 4G CA F1 CPR; @CA+NC 41, AR i 3 d, il
iof K A A B R K s © CA + IGF-1 4, R A
3.d, i i R Ik i 4 IGF-1 (30 mg/kg); @
NC+TAK-24241 , R 3 d, 38 it F& # ik 7 5 28 2 46
JKFI TAK-242 (3 mg/kg; — F TLR ) il 75
Selleck, USA) ; ® IGF-1 + TAK-242 41, K i 3 d.,
i 3ot B ki 4 IGF-1 fl TAK-242,

1.3 rocBERE SR 4 B s — 153
(ischemia-reperfusion, I/R) i {5 & .0 L 4H 2L 351 475 11
R, 2 M Wua S8 [ 0F 55 7 i, A B S L
(Evans blue, EB) e A gE 17450 . i Il & =2, 76 P
TEHASE SRR 24 ho 4% 08 5 L/ g 25 /0N RO RS P 7 4 1
EB 348 (10 mg/mL) . #R#E1T 3 h 5. AL FE/ NG, A
i Tissue-Tek OCT (Sakura, USA) Xf .0 I 20 21 3
FrAd AL B, R P AR Y R U0 R ILUD Fr . ARIR BT A
FIH] iFluor 6472 I Bk 5 3 4 & W) 5 Y% (Solarbio,
China) Xt EBD B4 WLAA i #E A7 5 . 76 IL R MR 7
1% ¥ 5% (TCS SPS; Leica, Germany) | WL 2K 4H 21
B ol

1.4 RNA $& LR 52 I 92 6 0 5 30 e s A5 Tl 4
R ( reverse
reaction, RT-qPCR)Y43#7 Al H & 1 X & H i i
i 77 A0 % B2 30 ) F) ( Thermo Fisher Scientific,
USA) 1y 2L i 2% o ¥ (20 mmol/L Tris-HCI, pH
7.4;1% Triton X-100;1 mmol/L EDTA ;30 mmol/L
HEPES;50 mmol/L Na,P,O,;100 mmol/L NaF)
MK B REH S B BCG LA AR . i 1 TRIzol i
# £ (thermo scientific, USA) 48 BUK B0 JIL4H i 1)

transcription-polymerase chain

B RNA, fff B SuperScript IV ¥ % 5% B i 57 &
(Thermo Fisher Scientific, USA) i #% 5% ik, cDNA .
i) A RT-qPCR £ IGF-1 1y R 357K, 519
Wk 1R,

x1 3519F%
Table 1 Primer sequence
N4 LRI G-30 TUFEI4 (53"
1GF-1 AGCTTTGCAGTGCCTTG ~ CAGCAGACGTTTAGC
GAPDH ACCAGGTATCTTGGTTG TAACCATGTCAGCGTGGT

1.5 Western blot #|H Western blot #;IRFE
T TLR4/NF-«B {5 5 1 % A 3¢ 8 H 19 & 50K
Vo T H Z W AN (] RIPA 2% 22 o
¥ (Solarbio, China) 2 Ui & 11, I /] BCA H 1
K0 3 57 A& (Beyotime, China) # 7 & &. fii [
SDS-PAGE 7y & # 4, Jf ¥ # % PVDF & (Bio-
Rad) b, HI& 20026464 36 H A H I 05 R £ 92 o
& ( phosphate buffer solution, PBS) — 0. 05%
Tween 20 7E 5 N E A 2 h, JF 58 50 —H1—
A4 CHF L. AU —H A anti-
RIPK3(ab286151, Abcam) ,anti-MLKIL (ab243142,
Abcam ), anti-TLR4 (ab217274, Abcam ), anti-
MyD88(ab219413, Abcam) , anti-NF-xkB(ab239882,
Abcam) fil B-actin(ab8226, Abcam) ., W& 5 M5 »
FIHT PBS Y IR SN AR THE 1 h,
WA PBST Wk 5 8 FH 3 5 4k 27 SO0 6 &
%5 ( Thermo Scientific, USA) Fl & & 4L b i 1%
(FUSION SOLO S)Xf WB 455t #EA7 nl #L 4k

1.6 FEEE A W [t (enzyme-linked immunosorbent
assay, ELISA) % I8 il & & a9 UL BH . ff | ELISA
7 & (R&.D Systems, USA) & .00 WL 4H 22 b (3 41
Jfifr % 1B (interleukin-18, IL-18) Al {4 41 g 4/ & 18
R IBIKF-.

1.7 %it% ¥ N Graphpad 8.0 & it H A4 47
Mrgcts . PR R ¢ K250 R R Oy 22 40 0T
SNK-q ¥: 4. P<0.05 WZERA G4 L.

2 £ ES

2.1 IGF-1 X AL 2 m 45 1/R X0
WU 105 ) 2 ), AS B 5 4 2 T 0 = B 8h B CA/CPR
K RUBE AL, B 5 A A EB Y 056 3F K BLO WL A5 1Y
M., SR BN, 5 sham 4, CA/CPR 4K R
B0 LA A0 B e (I D o ABFSE I RT-PCR XK
UL LA A IGF-1 MR IR A TR . 45 51
/%45 sham 2 M1 . CA/CPR KA 19 IGF-1 1)
FkK - B EREAL (P<<0.05), KHKIE IGF-1 %}



* 552 -

=[S S AN S 74

FASHE Ho M

I/RK BB, [ CA/CPR K BIESH IGF-1,45
R .5 CA+NC 4 k. CA+IGF-1 44 /.0 L
Pl FREAL (B D AV B8R LLFE
2L T/R B, KRR IGF-1 (9 32 128 7KF B AIG L 0
WA 2R 4 B8 477 . 24 #b 78 IGF-1 B, K B0 WL 455
UIRTRT RN

22 1/R 5 TLR4/NF-«B 15 5 il #% £ 58 5 v 95 1
ZEER A WB R ELISA #4740, 25 5
WoR .5 CAFNC 4 M, CA+IGF-1 417 TLR4/
NF-«B {5 5 1 ¥ AH ¢ 8 (1 TLRA ., 88 43 L 7
(myeloid differentiation primary response protein
88, MyD88) fil NF-«B 1Y 3 ik /K F i & Tt = (&
2A) o AL, RAEAHSCH H TL-18 F IL-18 1Y%
KKt 2B TR A (5R 2, B 2B P<<0.05).
JAESE 1/R W TLR4/NF-«B {5 5 3 J% T 40 g 35 56
PR T B 52 e, AS IS R W B A I 5K B8 14 9 1 AR
KEAMRBEKFE . GRLER, 5CA+NCHH

sham CA+NA  CA+IGF-1

TR | A —

Ho, CA+IGF-1 41+ RIPKS IR A il & 3 3 B 2
H (mixed-lineage kinase domain-like, MLKL) it 3
KK B3 T (B 2),

sham CA+NC CA+IFG-1

0 @

B 1 IGF-1 3 I/R KB AL 4% B &
Figure 1 Effect of IGF-1 on myocardial injury in I/R rats
&2 CA/CPR AR M IGF-1 RikKF
Table 2 IGF-1 expression levels in CA/CPR rats

(n=6,x *s)
el IGF-1
sham 0.99+0.15
I/R 0.8140.12
t {8 2.295
P1{H 0.045

sham CA+NA  CA+IGF-1

RIPE3 ’-— - e

NFB |- - == MLKL -.-I

prain |-- -| @y = }—--

R3 REWEXEDIL-1BF IL-18 BIFREKTF

Table 3  Expression levels of inflammation-related
protein IL-1 B and IL-18
(n=6,x +s,ng/L)

21 53] IL-18 1L-18
sham 4 22.54+4.26 17.36+3.84
CA+NC #4 64.287.82" 36.0545.27"
CA+IGF-1 4 40.6245.35" 7 24,124-4.837

F1{H 73.078 24.481

P <<0.001 <£0.001

* P {§<C0.05 55 sham 41 I8 £ P 5<C0.05 5 CA+NC 41 b #&
(SNK-q 5

2.3 IGF-1 i1t TLR4/NF-«B {5 5 i #% 12 ¥k K B
LA SRFEE M T A ER5E IGF-1 § TLR4/
NF-«B {55 53 #% L KO L2 JfL R 28 0 0 T =2 o) /Y
KR ARPFAH IGF-1 A1 TLR4 #7554 # CA/
CPR KA, EB @25 R Bon, A AbBd] >

B 2 TLR4/NF-xB {5 S & 8% %t CA/CPR X B 10 B
4 %5 M

AR 43 20 R R0 WUZH ZUSR BE P 93 T2 LA B2 TLR4/

NF-«B {5 1 #% A5 ¢ 2 11 79 38 3K 7K 7 s BIR B84 44

TAH G AR 1 R 3B KT

Figure 2 Effect of TLR4/NF-kB signaling pathway on

the heart of CA/CPR rats

V] A B JULEB A5 1 O e B 25 5. 5 CA+NC 2 A0
I ,NC+ TAK-242 IGF-1+ TAK-242 #l IGF-1+
TAK-242 4 1.0 WL 458 40 1 20 BT b 3 52 (T 3AD
WB & B W ox, 5 CA + NC 4 M K,
NC+TAK-242, IGF-1 + TAK-242 f1 IGF-1 +
TAK-242 41 % RIPK3; MLKL., TLR4. MyD88,
NF-«kB p65 B3 ik i # FEAR (& 3B)., A ELISA
K0 58 E A G B 1 Rk K5 CA+NC M,
NC + TAK-242. IGF-1 + TAK-242 f1 IGF-1 +
TAK-242 44 TL-18 F 11-18 1Y 3 i SRR A%, L3
4, X—45R B8, FlFH TLR4/NF-«B {5 5 i@ # 1
i 700 Ak 2R BRL R LA A 3 O L 4 i Y IR E M O
T, M4 IGF-1 B 3R IKACF R FE AT LA il TLR4/
NF-«B {5 % i # .
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NC+ IFG-1+

CAINC CA*IFG-L yax 949 TAK-242

CA+NC CA+IGF-1 _— | -— e e -I
@ 0 MyD88 |- — - -I
— |_5 — |

NC+TAK-242 TGF-1+TAK-242
_ RIPK3 |- e — —|
@ ’ WL ———

B-actin
®

}—---|

3 IGF-1 @i # &l TLR4A/NF-xB 15 518
BiATHREERATEE I/RSIZK00
w15

ARE 44K B CA/CPR J& O LR 45 1
Bl s B. TLR4/NF-«B {75 5 38 # LA & 35 5
PR T AR G 8 B B Rk K

Figure 3
induced by I/R by inhibiting TLR4/NF-kB

IGF-1 reducing myocardial injury

signaling pathway-regulated necroptosis

F4 IL-1BIIL-18 WIRIEAKT

Table 4 Expression levels of IL-1p and IL-18

(n=6,x +s,ng/L)

25 51 1L-18 IL.-18
CA+NC 4 62.3647.35 36.8544.07
CA+IGF-1 44 37.53+4.28" 26.19+2.74"
NC+ TAK-242 41 35.17+4.02" 30.84+3.08* 7
IGF-1+TAK-242 4 32.62+3.18" 24.774+2.65%4

F1H 46.170 17.553

P 1H <£0.001 <<0.001

* P fH<C0.05 5 CA+NCH L £ P H<0.05 5 CA+IGF-1 H
F# AP E<C0.05 5 NC+TAK-242 41 H 48 (SNK-¢ #6:56)

30 ®

IGF-1 QR0 U | 79 Bl o0 FIE 53 405 Jr 1T RS 4 o
BERAE T, FLALHI 0T B8 2 38 o 4 — 2 0l Ok
RIEVER . BF9EUESE,1/R 2% Wi TLR4/NF-«B {5
3 U, B TLR4/NF-«B 15 5 3 % 5 % 5 1
MFRIBHEUIM G, S A PR FY], TLR4/NF-«B {7
5 3E 5 A0 M IR R T B A O, — T
FEUESE , = MUHUIR IR R &R T3 v] LL3E i #E 1IGF-
1, AT A S0 R LRE-3 S / 26 1 IEG B {5 5
AR WLAN M 932 H/R B SRH0, A5
X CA/CPR K ELC ILZ0 M b 9 IGF-1 19 33K 7K1
HEATRE , B T/R G R EC LA L iy IGF-1 &
KK B FEAG . EB Qa2 R R, KRG L
U R B R A . IR IGF-1 7.0 LR 45 P
YEF 3 T4 58 IGF-1 59 CA/CPR kK BB &, EB
et g5 R R, KR EA O I 2% . DL EFsE4s
RATLLEH . KR&H CA Jg, O BER T/R 230
IGF-1 (235, i #h 38 IGF-1 ] LA 502/ 1/R %
BRI R 0 LA A

ONEH T /R B0 WL 5, F BOR & R PR
Rt B o T R K=l i U AR Vil K =a o
Bzt TLRA 8O JIL 20 B A0 3o 45 PN B2 400 o o5
3k, BEfg i i MyDSS R i vE i A2 e pE T4 K B
2RI TG NF-«B2), e Bl B8 5 40T,

BERR ALY TLR4 3400, TLR4 B i, ik — 5
NF-«B AW R AL , 1% TLR4/NF-«B i #% . M 1
g g Luo VAR R, A
Z A7 Rgl Al LU & # ] TLR4/NF-«B/NLRP3
TS R A 22 B T 000 LA R TR 4R E
ABIFFE RO JIE BB 455 )5 ROSC K BRLAY O L4 2 k17
K, % B LA 20 TLR4/NF-«B {5 53 % AH 56
mE B RBE W FE TS, WA IGF-1 /) KR
TLR4/NF-«B {555 3 % A 3¢ 8| [ 19 %58 & AR IK
IH 22 BT i RS AR b T B IR TR b 7R 4
DL g5 SRR IGE-1 AT L& Wi CA/CPR KR
L JULAR L TLR4/NF-«B {55 38 5 1030 .

AR AF 5 22 B, 0o LR I T DA 38 2ok 35006 2R 8
FAT- A SCAH @ 5 & O LB 5. 4R IE , circRNA
CNEACR i#i i it #F Foxa2 BYZE35 , 16 1.0 JULZH g
o RIPK3 1933k K7, AT il RIPK3 4 5 1Y 38
FEHEPR T, 3% 1/R 4050 e O BED B . e Ah
TLR4/NF-«B {555 38 [ 75 A 5 20 M 38 58 14 98 - o
VR AL AN AT 2000, Yu 2825 B 58 6 W], Klotho AT L
it TLRA/NF-«B {5 5 38 #5510 Bk R 15
FHD LA IR FE A T AR BEIE X T/R KR
WUZH LU AT A L A BE.0 LA 2 TLR4/NF-«B {5
53 PR DG R 1 2R 3k i T e 09 [ B SR BE 1 R T AR
A H RIPK3 Al MLKL By ik Ed W I, X
gk BRI, T /R B H B, 0 T TLR4/
NF-«Bf5 53 i, 51 &0 WLA0 I 2E 47 SR 0P 08 72, A
1117 135 B0 ULABE 455

ZE LRTR L, T/R S0 a8 4 IGF-1 1 %
ik, IGF-1 /] LLidE &F #0 # TLR4/NF-«B {5 5 i
5, T ] CA/CPR K BLC L 40 A 1) 3K 8 1 1
TS, XEHKIEW IGF-1 5 TLR4/NF-«B {5 5
B 2 18] B A G 2R 5 B HEs S0 WL AN i 3R B0 1 0 1
TR FBLE] . (BASBF S i R AR ST IGF-1 6.0 WL
i RO R TS - 3 v N S O N T e 87 7 8
ZHEAERE, ERENI R K — 5%
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IGF-1 i@ it TLRA/NF-«B {5 5 i %0 fili & 95 K B0 LR BEH 8 1 14 5% i

IGF-1/TLR4/NF-«B {5 5 fl i &2 51 & o0 WL 40 i 3R
FEMEPHT- S 80 CA/CPR &3 O WL A5 0 7 FH AL
MR IE IGF-1 72085 CA/CPR 3% 0 WL 45 2 43t
PSR
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