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HE BH:. THoRAES HARERA T SIRERBE T EAREA X, DBGEE T P W AR TS 3545, ik RA
PEREAT R LIS 2017 45 A-2018 4 A R EAKFEERES EFH 50 plkFm 85, KEKREREBHGRTH, L4E
BANIE 24 h B T2 h B f R ﬁ:‘i%ﬂ%ﬁﬁ/\ifﬁ%fm‘lﬁwﬂﬁé H4 Fo caspase-3 R JE, FFxfdhffa% G H4 5 24h % 72h
it % 0 & R 2 £ A2 (APACHE 11 3% 4 (SOFA 34 ) %45 % & (PCT) .C- A %& & (CRP)  SLER (LAC) 4 16 R 48 AR AT 48 %
VAT, B EETERE s A EA LT Y, ttﬁxﬂﬁéﬂﬁl % 4075 & H4  caspase-3.+F oA I ARES £ 5, %64 ROC W £
FAE ARG HA FARARTRMN IR g & A TG 09 ML. R R FE AL T40 24 h 40K G H4 RJE & T A% 41[505.80
(462.46,657.85)vs408.09 (370.68,483.31),P<0.05], 9&1:4}1 55 %FMT72h e R EF G HA RE 2 7 L% 5 & L[429.95
(354.12,557.70 )vs 357.70(331.33,391.16), P>0.05], 4 7& 2L E A% & H4 JRJZ 72 h 4&% 24 h[357.70(331.33,391.16 )vs 408.09
(370.68,483.31),P<0.05], feT-#i e3840 & H4 JRE 72 h #= 24 h £ F L4t 5 & L [429.95 (354.12,557.70) Jus (505.80
(462.46,657.85),P>0.05], Mk &% 24 h 6 3¢ 2% & H4 R JE 5 APACHE ]1 iF \@1( =0.747, P<0.05)F= SOFA #F 514
(r=0.631,P<0.05) 2 EARX . 3T & FFUSHATIE 2% ROC Wk, X205 & H4 498 & T @ A0R % ,AUC 0.793,24 452.661 pg/ml.
B S RIE A 88.9% , 45 LA 66.71%, 24h B T2h R L1 & Ha H %395 PCT.CRP Fecaspase-3 2 EABX (r 154 0429,
0.306,0.735;0.359,0.354,0.732,P<0.05), 7 &5 PLT #+44 2 i 48 (r {44 -0.346,-0.436,P<0.05),72 h 2 ¥ 40% & H4 55 LDH £ iE
% (r=0.47,P<0.05), L5 NI% 24 h fr R 2078 & HA 3B 7T RS IR AR B4 g = TAZ B, FHAF ) P10 BUS 09 TR 46 47
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Prognostic value of plasma histone H4 in septic patients

GUO Fei, WANG Li—jun, YAO Ying, LIU Yan—cun, CAO Chao, WANG Zi-yi, CHAI Yan—fen

(Department of Emergency Medicine, General Hospital, Tianjin Medical Univerisity, Tianjin 300052, China )

Abstract Objective: To discuss whether plasma H4 is correlated with the severity of septic patients and if levels of plasma H4 can be
used as predictive markers for clinical outcome in sepsis. Methods: This prospective observational study enrolled 50 septic patients who
were admitted to the Emergency department of Tianjin Medical University General Hospital. We collected patients’ clinical data and blood
samples at 24 h and 72 h.We measured plasma H4 and caspase 3 levels by Enzyme-linked Immunosorbent Assay (ELISA)and analyzed
their correlation with disease severity (APACHE II score, SOFA score) by using clinical parameters including PCT,CRP and LAC levels ,et
al. The patients were divided into survival group and death group. The differences of plasma H4, caspase-3, score and clinical parameters
were compared between survival group and death group. The ROC curve was drawn to evaluate the prognostic value of plasma histone H4
and other parameters of septic patients. Results: Median H4 levels in non—survivors was significantly higher than survivors at 24 h [28.25
(25.48,42.17ws 23.87 (21.27,28.30), P <0.05]. There was no significant statistical difference in plasma histone H4 concentration between
non—survivors and survivors at 72 h  [429.95 (354.12, 557.70ws 357.70 (331.33,391.16),P>0.05]. Plasma histone H4 concentration in
survivors at 72 h was significantly lower than that at 24 h[357.70(331.33,391.16)v5408.09(370.68,483.31), P<0.05]. There was no significant
statistical difference in plasma histone H4 concentration in non—-survivors between 72 h and 24 h [429.95 (354.12,557.70) vs 505.80
(462.46,657.85),P>0.05].24 h Plasma H4 were positively correlated with apache ii score (r=0.747,P<0.05) and sofa score (=0.631,P<0.05).
The area under the ROC curve of plasma histone in predicting prognostic of sepsis was 0.79, higher than other parameters. The sensitivity
was 88.9% ,and the specificity was 66.7%. Both 24 h and 72 h plasma H4 were positively correlated with PCT,CRP and caspase-3(r=0.429,
0.306, 0.735; 0.359, 0.354, 0.732, P<0.05, P<0.05 ),while negatively correlated with PLT counts (r=-0.346,-0.436,P <0.05). The 72 h
plasma H4 were positively correlated with LDH (r=0.47, P<0.05). Conclusion: Plasma histone H4 levels at 24 h are correlated with the
severity in septic patients and it may be used as prognostic biomarker.

Key words plasma histone H4; sepsis; apoptosis; severity ; prognosis
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JHeFEAE 2 G H R A DLAE T IR B, H e 32
AW BT, HAESRE K, & &3k ) E 2N
pe e e 1=, Jr ARG MR E AT T AR, —
SERR AR YIS WM R T U — o E e, (ELI PR
v i 2 PAG BT B AR R TS ) R AR AT

B RO EARSE N, A 5
#1:H1/H5 H2A \H2B \H3 .H4, [Al H3 Fl H4 #1fx
SR, H AT i) 72 o 2008 4F, Xu 35 1 HGE A
AN R R MR FEE /N BB 1) T BB R R g
PEVE T SO RERE /N BN B A0 B i s 4% B D e
vy B 3 BE T HA UK BE R /N B At R B
Wildhagen 4 & BN 4 85 H H3 5 MEREAE &
FUAE RN SG T PP o AH DG, AT A B A i 1) Fou i
FEARC, T MR 1 HA B RAF FEAR XS /0,

2 ] T BN BRI e €0 ST AR A, A% N A R
B M Ah, FROA 40 A AN R H (Extracellular
histone, EH) . EH HEA MR IEIAFR G IR H 8l
MR AW, BREERE BT ST o 4 08 T ek
BEAE SR EERE O LA A9 2 2B R el F rh R 4%
BAEY, MeRRIE SR T R K A I A L T
Caspase-3 JEAIMIIA T B ) FEHAT T, A0F
FERRTMEREAE £85I A0 28 1 HA R B AR AL AR T
IR, MR A HA MRS S MREAE s ™
FRPEA LU B AR AR R I WM REAE 05 A48 7 o
1 #{REAEE
L1 ARZCAr & 2017 4F 5 H-2018 4F 4 7 KB
B2 BB Be 202 B2 BHBGIR 19 50 15 ik 7 0 8
B o RN ARRUE : ABE 24 h NFFE sepsis 3.0 iife
() R, RIATLAA G IR 1) e g 2K 3T i 35 e S A i
F 28 B A RS (R L +ASOF A T4 =2) . il 4340
P A8 B 28 HAAEIE L, F 40 R A7 % 4 AN
SETH . A B () Y et o 09 H Y
FEREIT LA RS NI AN 52 e £ 8 iR T I %8, 3
BTG R E A . AR KRR SRR
HZE 5y 25T i i (IRB2018-152-01) . HEBRFRIE :
(1) >80 Z ui<18 % ; (2) e 8 5 (3) ARk
PR AL 5 (4) 2SR R AR 5 5 (5) 18 2R 1)
B 5 (6) 2245 (7) S e M 1 s 5 (8) K
RETEMUIZ IR & o
1.2 £ 0% &G H4 F= caspase-3 ¥l 77 5 JETE
JiE A ABE 24 h A1 72 h BFCRAEEIK I 5 mL & AT
BERRANPLEER M P, -4 CUKAR NARAF 10~20 min,
Bi/5 3 000 r/min #5.0> 10 min, YA A, -80 CYK
FAORAT . R L 8LAE RN A R R AR
EH4 (=it 5 20171226) F caspase—3 ( Gl i

20171223 )R] , PRI G y2 7 Bk S ok i
WA HA Fl caspase-3 WRFE

1.3 HAegtblk e WEBE AL 24h L 72h (1)
F1 200 3145 (white blood cell, WBC) . H i 41 ifg 464
SHE X E ] (absolute neutrophil cell, ANC,N% ) ,
I 7N M 31 8 (platelet, PLT) . Il ¥4 % 45 2 R
(procalcitonin, PCT).C - & i & 4 (C —reactive
protein, CRP) . ZLMi& (lactic acid, LAC ) F1ZL R I = i
(lactate dehydrogenase, LDH) ¢4k $8Fr. LAC H
GEM Premier 3000 Ifil <43 T AR 55 K i5F 0 22, PCT
FH Pylon 3d JEPE 58 5 6 BT AR S5 BB 52, 3L
Mg bR R BERE IR T2 o TR 24 h f1 72 h
Pg e E AR (APACHE 11 ¥E4) .SOFA $£43), IFiC
S 28 HAELFIFOL.

1.4 %itziE B SPSS 24.0 #7510
B AF 6 IES A A R BRI L aes FR, A LU3L
K LSD— K50 5 A 1E 25407 (9 T TRk 7 5K
(U0 [M(Q1,Q3) 127N , MIZH LR ] Mann—
Whitney U £ . & TR 28 d BFAATRIRAS )R H
X g , PR AR AR OCPE R H Spearman XM 4
il ROC {12, A4 28 48 Bk Hh e Al o, 90t
EAAAERIRZE T TN USRI R RE R . DA P<0.05
HAGEFZES T2 h MR HA T FRR=(72 h
M E  HA W 24 h ¥ H B AW E )24 h
M HEH HA WHJEx100% .

2 H#R

2.1 —fFRbE 50 FlERIE B TR 40 ],
BT 10 ), FEIR4 B 25 ), 22 15 ], AR5 (65.6+
15.79) % ;56 T-H 5 9 B, & 1 B, 4F % (64.92+
16.44)% . WL 1) — ORI ABE 24 h I REE
PREBIE LS, WLER 1. PRI 24 h A1 72 h 1l13%
HEE T HA Mo A, Wk 2.

x®1 MABE—MERFNE 24 h WEIEFRLE

Tab 1 Comparision of clinical data and clinical parameters at 24 h
WELEbR FE% 4 (n=40) FET-# (n=10) P

AEi% 65.6+15.79 64.92+16.44  >0.05
TERI(H i) 25/15 9/1 >0.05

Apache 11 ¥E53/43 17.08+7.94 24.78+8.24 <0.05
SOFA ¥43/4% 4(3,6) 7(4.5,11.5) <0.05
PCT/(ng/ml) 6.12(0.17,20.4)  30.62(1.85,60.66) >0.05
CRP/(mg/L) 9.34(3.83,16.73)  22.8(11.33,27.8) <0.05
WBC/(x10%/L) 16.0629.05 10.67+9.62 >0.05
ANC/(x10%1) 14.14(7.43,17.55)  7.71(0.48,17.77)  >0.05
PLT/(x10%L) 176.5(120.25,260.0)  105(39,150)  <0.05

N% 89.15(79.68,93.35) 86.9(54.95,91.15) >0.05
LAC/(mmol/L) 1.9(1.15,3.48) 3(1.73,6.23) >0.05
LDH/(U/L) 283.5(193.25,510.25)  301(197.422)  >0.05
Caspase—-3(pmol/L) 23.87(21.27,28.30) 28.25(25.48,42.17) <0.05
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®2 KREESEATEASETEH24h I 72h MBEHAEH H4 R
AR
Tab 2 The comparision of plasma histone H4 levels at 24 h and 72 h

in survivors and non—survivors of septic patients

ABE 24 h I 3g A
HH H4

FEHELL 408.09(370.68,483.31)

APBE 72 h IS4
A H4

357.70(331.33,391.16)  <0.05

P

FET-41  505.80(462.46,657.85) 429.95(354.12,557.70)  >0.05

P <0.05 >0.05

22 wPLHEZEG H4 5AILKIEAR R o948 % 1o
# LA WBC.ANC.PLT.PCT.CRP.LAC.LDH Fi
Caspase-3 YE WS TEbR, LikfEbr 5 MK A EA
H4 FHOCHE AT R 3. S5 488R 24 h F1 72 h 1l 3%
ZH7E 1 H4 5 PCT.CRP . caspase-3 £ 1EMFE,72 h
MIFHAFEH H4 5 LDH R IEASE, 24 h A1 72 h i3
HEMH H4 5 PLT B4, W 3,

®3 MPAFR H4 RESURIEIROE XD

Tab 3 The correlation between plasma histone H4 and observation

parameters
LEBS Gy 24 h,r/P 72 h,r/P
WBC/H4 0.102/0.493 0.173/0.267
ANC/H4 0.16/0.294 0.124/0.439
PCT/H4 0.429/0.003 0.359/0.025
CRP/H4 0.306/0.041 0.354/0.021
LAC/H4 0.165/0.283 0.076/0.681
PLT/H4 -0.346/0.017 -0.436/0.003
LDH/H4 0.257/0.081 0.47/0.001
Caspase—3/H4 0.735/<0.001 0.732/<0.001
23 LMK G He HRym T A2 AMR LS

Mo 24 h IR AR 1 HA W 5 APACHE 1 F
Jr FIl SOFA PE7r ¥ 5 W F EMH e (r H 55K
0.747, 51 0.631,P }J<0.05), 72 h B3¢ 4 & 1 Ha

e 5 APACHE 11 340 JC b & AH e 1k

,72 h BsF L

IR I HA YRR S SOFA P42 EAHE, W 4.

Kl 1.

x4 WRERMPEER H4RESERTERENEXES T

Tab 4 The correlation between plasma histone H4 levels and the

disease severity at 24 hand 72 h

H4/APACHE 11 P43

H4/SOFA ¥4

72 h 24 h 72 h
r 0.204 0.631 0.453
P >0.05 <0.05 <0.05

APACHE I

2000000 400.0000 600.0000  800.000 0

H4/(pg/mL)
171 o
141 o o
11 o
9- o o o
= 7< o o -] (] o
é 61 coo oo
5 o ao oo o
4- o000 O <] o (]
3- @ @ o o
2~ o o0 000

200.0000 400.0000  600.0000  800.000 0
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B 1 24hMmiREAEA H4 5 APACHE I {571 SOFA 538X 14
Fig 1 The correlation of plasma histone H4 levels with APACHE II

score and SOFA score

24 hPMEE HE 5RFERGHAALE I
BEAE R SE T AL M 3K A 2R 1) HA VR EE 5 TG 4
24 h ZRAEGIT7E X[505.80(462.46,657.85) vs
408.09(370.68,483.31),P<0.05](F 2);72 h 2%
gt it A L [429.95 (354.12,557.70)vs 357.70
(331.33,391. 16) P>0.05], FFIG4L 72 h MR EH
HAVREEAIRT 24 h SRR HA WK, 2R A 50T

= Y [357.70(331.33,391.16 )vs 408.09(370.68,483.31),
P<0.05], FET-4H 72 h IMZFLH A 1 HA W BE S 24 h I
WA HA Wk 22 5 4 i 2% B L [429.95
(354.12,557.70) vs505.80(462.46,657.85) , P>0.05]., i1
572 h ISR AR HA TR FE+100%, FAI54 55t
ToHZER LG F X [111.19%(99.53%,131.08%
vs 100%(100%,100% ), P>0.05].

P2 (] 24 h UL %2 45 45 T, Caspase -3 .PCT .,
CRP .PLT APACHE Il ##43#i1 SOFA ¥434 St it2#
257,72 h WMEFR PR TE G 25 5. LA 24 h IR
2 % 1 H4 Caspase—3 .PCT .CRP .PLT ,APACHE II
43 F SOFA ¥4 oF 1 W e B A8 T, 21l
ROC & (K 3), JF i 4 T, 24 h i K 48R
H H4 1 AUC A 0.804, =5 T HABFE 45 , cutoff {H
452.66 , FEURRE 0.889, 4571 0.684(£ 5).
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. A EREMBhEA L. BARFLER TS BR R AT 2 1F
— IS () S I A e b, R IS RS ELERAE B, R
800.000 0 - %U??ﬁﬁﬂiﬁi BEN T E AR . MEEEAE R IR AL
3 ool é SAR , SNE OV R A SR PE DR R L I P T e
E ‘ EI (IR IS AL ik NS Do AT O R
S 40000004 55 A LR 22 A5 R A 4 — P A b — T R I 445 A5 8

Z 5MEHIE 1) KA R SR,

200.0000 1 EH 5 MERERE AAE SN | A EE eSS R Il e 1
0.0000 SERLRI AR UIAR SC™M, EH AR by 4 M 3 P A A G 73 F

FAG e
B2 MEEBEFTEHEMETH 24h IRAFS HY RELLR
Fig 2 The comparision of plasma histone H4 levels at 24 h between

survivors and non—survivors of septic patients

ROC £k
1.0 = A
| ~ | // A —H4(pg/mL)
|~ Caspase 3( Emﬂ]/ L)
] APACHE
0.87 ’;f SOFA
e PCT
CRP
PLT
0.6 // S
i A
# A
B8 0.41 ",‘
/
024 |
| /
0.0 T T T T
0.0 0.2 0.4 0.6 0.8 1.0
1=tk

& 3 M3 4E%EHA H4.Caspase-3,APACHE 1l 4> F1 SOFA ¥4
FBT e AE BE BUSH ROC L

Fig 3 The area under the ROC curve of plasma histone H4,Caspase-3,
APACHE 1I score and SOFA score as prognostic markers

*5 M3 RHAZEH H4.Caspase-3.PCT.CRP.PLT.APACHE II i¥
53#0 SOFA R IREEE BE RIS HT NME

Tab 5 The prognostic value of plasma histone H4,Caspase-3,PCT,
CRP, PLT, APACHE 1II score and SOFA score in septic pa—

tients

AUC P 95%Cl  #RWrE UM R
H4 0.793 0.007 0.644~0.942 452.661 0.889  0.667

Caspase-3  0.772 0.013 0.623~0.92 24.107 1 0.528

Apache I 0.759 0.017 0.603~0.915 20.5 0.778 0.694

SOFA 0.738 0.029 0.549~0.926 8 0.444 0917
PCT 0.744 0.025 0.557~0.93 26.51 0.556 0917
CRP 0.718 0.045 0.506~0.929 17.75 0.778 0.833
PLT 0.272 0.036 0.067~0.746 152.5 0.111 0.417
3 itig

o] 7 B R R e B PR AR IR T 4 R (2014)
B H I3 LR K- Al A D R A 1 ™ B AR S b
o (LI AN I i 7 LI KPS RE R S 4 21

T ,iﬁ:ﬁi‘i%ﬂﬁ Toll #EAZAK A i 58 5 F g Fil
A g i B a2 M A Z AP AL 5 S O
B M0, IR 2 85 DI RB B AG £5 A AR,
A, TR AE B 9 R S N AR A A IfLAS: T s R PN
2 L ) i 2 I A A B B A 0 M K i A A
JIIRFE , 4 N AL B 11 K 3t AL A, R
ST PR -0 SO, TR BB BRI, 53
=538 B PR 4T P A T R i R 4 R
1) F R YR

AT B, e HEE BB AR 24 h IR A& A
H4 %5 APACHE 11 P43 F1 SOFA 5047 841
TEAEE (B 4391k 0.747 F10.631,P<0.05),24 h
I3 A B8 1 H4 e B ] R e e i 3 ™ SRR
APACHE I ¥E43F1 SOFA ¥4 J2 i PR 8 FH 0 55 15
JREBREIF ARG, TP RS
APACHE 11 PF 43R a8 55 - (%) Fou 00 Jife 5 i A8 25 93
S o R v P et RN R S, EH A R e A )
2 ABTFEAER L T R E I SOFA PE4r9k
A7 R 202 PR 55 1 A e B E A PEAS 10 () T 22,
{H Park 55 2% B HBURAE B, A 12 KR o
Raith SEAF 5 KW qSOFA PF43X 5 H A IR YL 35 1Y
UG VA A FRRY, Herg i i, B3 R 4 25 F
H4 FhEmfE 5L, 5 APACHE 11 iF43H1 SOFA 1743
B R S URAE RSk, AT
BIT AL e e R T AR B

ABFsEd, FET-AHEE ABL 24 h 3K HEH
H4 W= TAAEH . 15 Ekaney SE0F57 45 R —2
52223 ) 2 W Je A AR I K ZH AR 1 HA VR AR
A AFIR LR 72 h 3415 1 HA W JE4E 24 h B
TR AT RS MERERE A7 2H B A0 A O B T
B AR PR IR D MAUATE BRBE 3R A G, Uk
WM 3K 2 25 1 HA YR JET BRI E s ars% . BR
@j&ﬂf&%ﬁmﬁﬁéﬂﬁa H4 Zh &L BF 5T AR

/b Ekaney S52HRGE 1ICU MeBHIE B & AL 3 KL
széﬂﬁrél H4 W | R E TR, BEEL /I\
MR AR HA W SIFERAC . ABFoESs
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SHH 8 ARFIEFET AL WIS A R A
H4 WREE TSI 225, W RE S MEEESET- B H S
BRI RE ) ™ E A2 A OC , AT e SHEA /T
Koo BET-ZH SAETRAL 72 h IR LA 11 HA W
HYitpaR, BIRST-H 72 h FEARR /T K.
HR Ll KA BT UE S e T e S T R
(I 42 Ha AT

Il S H FFE 4511 PCT .CRP.LAC \WBC ,ANC FI
PLT S5 705 1FAl e 5 0 7™ 8 F B AT A7 — 2 1B
FHE AR AR I R A (B A i o ARDFSY
W I PR H HFE 7 PCT .CRP \PLT APACHE I ¥¥-43
F SOFA D437 F ik 250 A8 2 10U 7 A 12 Wi
{8, 5 Sadaka 2524458 —822, H ROC 4k
T RITAS A8 Ao B B0 2 TR A EL, 24 h
3K HHE A HA 79 AUC 2 0.793, = T PCT.CRP,
PLT . Caspase-3 . APACHE Il #4311 SOFA 43, 1t
Ah, Il 0% 5 PCT.CRP Al APACHE 11 343 il
SOFA P4 2 IEAHDE, 15 PLT THECR TUAH G . 3RHH
I3 HA SRR R BEAE £ 3 TS (R 5 o

W B3 A0 MR T 5 M AL B 1 Ha B VI OG
AP TR AR E AR IR TR A RSN AR,
Caspase ,Fas/FasL. . Bel -2 | Livin 55 ] 0] /F & &2 B 40
WA T HbR &Y, Hoi Caspase SEHETE MEEEAE 40 i
PAT- W R R R R v B PSSV E R, AT
I FE AR ARVE T caspase-3. Caspase-3 7EJ# T
TR B R AT B S | T Ak SRR A R 1 SR A
JEYD, Bl R AT, S A2 AR B UhRE, BB
Al ARG KB, MK caspase— 3 TEMRFEAE B4
24 h 172 h B E, AR E 72 h iR
caspase—3 W JEHE 24 h BRI TR 2R 418 A H4 7E
e FEIE B 24 h A1 72 h B} 5 caspase— 3 2 1E A
K(PH)<0.05), ZA R ST JRHE PRI Z —H
W4, AP T I S BUn S AL 14 R T
P A T MK AR 1 He S BUMGEEE FRER
FERIALHIZ —. AHPAT- SMGEE R E AN R BUGA
K. Lorente Z54RIH caspase—3 ¥ & 55 e FEE B 4 -
IR FERAE P AR 45 5 —3K, Santiago 5%
S8 R BRI AL (i mTOR &4, A Skt
PR 7 2, BTG P A0 B4 R T RN [ e, DTSR
i B RE AR AR T Y 2 A0

JHeTEEAE F I R B I R S D) RE ZE ALY, b
RS MAEAHFE A HA A G, AU, MK A
H4 5 /M e 2 o G . EX S8 il /MR T
FEAMAR AR FESF Z R , 75 S5 1 D) BEZEELP, Jr
LR A YA AT AR 1 VAR A SR AR RN AR TE A

SR, HA SEAS) FIRE PR AE S TLR2 K
TLR4 A 3¢, ] GeA HABALHI,

AFFEIR A LDH R Mg br, TERSMA
Brh LDH ¥ B 5 40 MR H R AR DG . JA A 2R
UGN B 4R M A R, IS4l B HA nlm
B S 5 MR IS ™, AR,
MARHEH H4 5 LDH RIEME, b 5 B A o5 45
g

R FRAFHE—E R JRIBRYE . 156, Alhamdi 5554
RI, MLAMH R AR MR AE R B 8] 2 R
10 h, JAIERHA] A 16~24 ho ASHIFSE A Wil e 50T £
24 h WEYIMIK A X caspase=3 WRIE, A0, A
AR5 BRAR B ] A BT B3 ABE 24 h J2 72 h,
{HEEE ABEHT AT Be CAF & M e An il , R B A
FIE LS S R e B 7P s () SRR . AR, FE Mk 25
$iE A RAIL ] HAFAE SR R (A TL-1.11-6 F1 TNFa) 5
LA (U TL-2 . 1L-10 FI IFN—y) R Sh 52841 72, A
WA WE I DL b R e+, i 2E$E WBC.PLT,
PCT.CRP.LAC FI LDH %%, /NAREULA I 3K 41 & H
H4 TEHRERE RIS 5 M R A5 o Bk, AR T~
0] 79 R ST e ) R 1 1 1 0 N 0 S0 i 4
TAZHEHT1 caspase—3 , INAEFE 53 R Mk 730 40
JHTMAREARNCR, MEREN PR HEA
H4 T = WA T4 A W AR A it — 2D EsE
M MEEEREIR AABE 24 h i I3 455 11 HA He i
AT N SRR B, IR A U A T
bro MESMHER FORUZRBI A Yibmic ), Aok
RIS TR AR AR 1 EH TR A BH KT
HE PG5 5 51, T REAIR YT MBI 42 b
Jrlnl .
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