9532 B 17 B = FOE K % % Vol. 32 No. 17

2010 429 A 15 H ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Sep. 15 2010 1807
A b
Y4ty 1000-5404 2010 17-1807-05 'L/\%-

R I i N 135 -5 B 2R L 1 R B T A 2 A 6 R 1 AR 4

B MRS E A RV 400042 W U5 S B KITEBR IS B B0 Kl A
FRE A5

WE HM WEEn FHE N7 T MR T A SO MBS UG vk SR 112 BT Wistar K
OS2 TR 220 ~230 ¢ WEEAFIRINE 2.5% 5% 10% MR EARGERAFRE 0.5 12 3 h HfHis
R AR T I A S P A BURME BT R i Ca protein kinase Coae PKCoo FlI7K i/ Ce protein kinase Ce PKCe
AN FRIXE AR B RN RE A B il TS R i BB BBk superior mesenteric artery SMA 1 PKCa PKCe %607 45 R
D5% I 75 EARFLAT 0. 5 h Bl ifn U4k BE T2 0K 5 5 B A Y 25 AR LR % norepinephrine NE  J| 20U AT 45 1 A48 4501
SMA M4 52 I M A AgUR P (i L4 A 85 25.5% 25.0% 42.3% F140.9% P <0.01  @PKCa 1 PKCe FEHIH) AT 1%
e I FOURE 7 355 04 I A5 S AR 43 T REARR 45. 0% F11 72.4% P <0.01 FIESHUSHERIR 3 B4 59. 0% F1 52. 5%
P<0.01 i #0 5 A {2 3k PKCo #11 PKCe FOH607 P <0.01  £5i6 il 9058 7 38 2 3% 1k PKCo FI PKCe 75 525 IfiL
PR 045 S5 R P A S ) R

KW RMMERT SR TGERN mAE RN FSHUEME PKCa PKCe

hEESES  R363.27 R364.12 R605.971 XEARER A

Protective effect of ischemia preconditioning on vascular reactivity and calcium

sensitivity in rats after hemorrhagic shock
Xu Jing Yang Guangming Li Tao Liu Liangming State Key Laboratory of Trauma Burns and Combined Injury Department 2
Institute of Field Surgery Daping Hospital Third Military Medical University Chongqging 400042 China

Abstract Objective  To observe the protection against ischemia preconditioning-induced vascular
reactivity and calcium sensitivity after hemorrhagic shock. Methods  Effects of protein kinase Cae  PKCa
and protein kinase Ce PKCg antagonists on ischemia preconditioning-induced vascular reactivity and calcium
sensitivity were observed in rat model after different volumes of blood loss 2.5% 5% and 10%  at different
time points 0.5 1 2 and 3 h before shock. Effects of ischemia preconditioning on translocation of PKCa
and & in superior mesenteric artery SMA  were also observed. Results  Ischemia preconditioning with 5%
blood volume 30 min before shock improved the decreased blood pressure elevation and vasoconstriction respon-
ses to norepinephrine  NE  and the vascular reactivity and calcium sensitivity were decreased 2 h after shock
by 25.5% 25.0% 42.3% and 40.9% respectively P <0.01 . The inhibitor of PKCa and & suppressed
the protective effects of ischemia preconditioning on vascular reactivity by 45. 0% and 72. 4% respectively

P <0.01 and calcium sensitivity by 59.0% and 52.5% respectively P <0.01 . Ischemia preconditioning
promoted the translocation of PKCa and PKCe from cytoplasm to membrane P <0.01 . Conclusion Ischemia
preconditioning can protect vascular reactivity and calcium sensitivity after hemorrhagic shock in rats through
PKCa and PKCe.

Key words hemorrhagic shock ischemia preconditioning vascular reactivity calcium sensitivity

protein kinase Ca protein kinase Ce

Supported by the National Basic Research Program 973 Program 2005CB522601 and the National Science Fund for Distinguished Young Scholars
30625037 . Corresponding author Liu Liangming Tel 86-23-68757421 E-mail Liuliangming2002@ yahoo. com

et R e SRR PR S I R L0 T
) = 7 T T . BN N . .
SRR A 30625037 K2z — HEHIMEF Ca protein kinase Caa PKCa  HH

BIEEE  XURW MBS 023 68757421 E-mail Liuliangming2002@ yahoo. com  18{fiff Ce protein kinase Ce PKCe &% 54k I PEIR L



5532 #4517 W)
1808 2010 4£9 H 15 H

o= %

NI -
ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE

Vol. 32 No. 17
Sep. 15 2010

Je LA 5 07 P A AU M R 1 1) 3222 PKC A o 2
I M K T S i A s N P B BB N R R R A
F ' A EOR) F PKCa AT PKCe [ PN 5 A 3
SRR X e P R B S A I A R I A AR A R
PR AR A T X I A A 4 S I A A 8 45 A
B B B N 2 H TR 0550 WUR R P 8 P
PRI B FAL PR 7 vk PKC S0 LI i 1508 B i N 15 5
HSRarhEEES ST WA e S R
TRIPBIEGE 2246 T e B AR K BT 46 T RE 3% 5% 1l 7 - v
WA RS BB 5T ° 7 n e 3% B4R SRR 1Y B
IR EF A e B v sl S35 7 10451 o AL 4 B 1) A7
TR AT B i T5E O AT LA S e i PR AR e
Ji LA B O RN A AR A PR 4 3% % PKCa 1 PKCe
ez 5HH

1 RS

11 ks AR 52 AE A ) A Fo B ofn 7 40 22

TR Wistar K 112 2 BERES P KRBT 220 ~230 g

35 = 4B R 2R KB IR B B R B IF 9% T S 56 B i o 3
Bt S L AR SRR A O Bl oA A 4 i
BEATLAC 6 8 HORBRVE IE# X5 IR 8 H R BRI 2% il Pk A
AR 40 mmHg 2 b HARKER T UARKM&E 76K i
S TR bt (B A 7 e 0 TG o A SEAR AL 2. 5% SR i AR TE
HI0.5 12 3 h HUbIE 5% Je il AR FCHET 0.5 1 2 3 h Figh
H10% R MBERGEAT 0.5 1 2 3 h WAL BUiE R 2 5 ik
PR AR WKL IR K norepinephrine NE [ 7}
JRAE AR A0 B 1% AR K BRI R L Bl superior
mesenteric artery SMA —2¢ 4337 HlRZT 2. 5 mm K HUILE H
B R B 2 ARGUMAEER AR 0 S5 1o AR 0 st )

TR 5% S M ARFERT 0.5 h TANFRL /I 45 38 404 4 41 S
MPBGERL + KT 2 h 2 PKCo JIHIF] + B FUE R + /K78 2 h
A BRIMTEER + K58 2 h 2] FRIE PKCe I + Bl HiE
N+ RTE2 b2 HRAE I A SN M A UR M BUE R
XPRRZE AR 2 h 4 il WIS R + AR5 2 h 410 SMA 2+ K&
HAY ST 5E PKCa Fl PKCe 1A UK R AR 1 3 5K
1.2 NE 69 F % 0 Aol 45 e 7 300

I NEfEH G143 ik mean arterial pressure MAP 7
fE B NE A R800 l # KIS A e NE 3 peg/kg il
R4 NE HiJ5 KRB MAP {6 H22(ER1 2 NE fE 5 MAP 254k
WA R LA NE AERG I R - s ks R
W NE B9 4S80 @ § kf g g NE 3 pg/kg  id
R4 NE HiJa KRB R LS KERIE D, Dy,  H2ZEERY
NE VEHE I R E L s kg A4 o Jmy 3B il 48 s it LA
75 NE RS54 NE J5 09 R B L g ik i & 8 12 9 2218 5 45 NE
HIMAE S R0 E o> s A W4 % iR A D, -
Dy /Dy x 100%
1.3 o 8 B o B RO M o 45 SRR PR

H B 4 A R AE U A LBl A 104X . B Krebs-Hens-
eleit K-H W JFHR¥E Power Lab REUITHE 45 R4 T W 1R 7K
1 7E K-H P PN A 8 Bk & FKTE R

SO H A BR BEAT AR I Bl A 25 b 3 b SE R R B
TR BRI S 45 PR RSB FE VR B NE B S i Ve AR -ith 46
MG PR NE e RIdi 1 K, FIREECA S0R B 7 2
-log EC;, pD2 PANE W E,, 1 pD2 LUK E-2Hh R34 1L
ERNE B K-H W s S 41a NaCl 32,7 mmol/L
KCI 90 mmol/L NaHCO; 25 mmol/L KH, PO, 1. 03 mmol/L
MgSO, - 7H,0 0.45 mmol/L Glucose 11.1 mmol/L pH 7.4 3}
FH R S8 v K N0 S0 0L 5 BR 0 B R Mk G Y RS
Ca’" (it fe KUK ) B, LA pD2 340 ifi 5 45
BEPE K PKCo PKCe 117157 X (3l 1 FU3E 107 75 (194K B2 SMA
LA P52 7 P R R e (R 7 A58 7 1 52 W B 75 1L 5 2 5 g T Al
ZJ5 SeRe i U R 0 IS PR PKCo I ) 20 5 x
10 *mol/L f) Go-6976 5% 10 min LI R 244 A AR AR S F-
A PKCe i3] 284 1 x 10 > mol/L 4 PKCe B4 11
JURBEE R 10 min PRI 00045 B R P AT A
1.4 PKCa F= PKCe 2 JfL 3 Fo JELJEE £ 35 ) ]

BUK B R Ll FRH 2 A 200l Jf AR 3R BUR
Tris-HCI 20 mmol/L. pH 6.8 EDTA 2 mmol/L EGTA 1 mmol/L
B-5MIELE 0. 1% NaF 10 mmol/L. Na; VO, 1 mmol/L. PMSF
1 mmol/L leupeptin 20 mmol/L aprotinin 50 wg/ml %2J3% 10 min
BL1000 xg 4 °C 10 min B EVEE L 16 000 x g 4 C
30 min B3 B M AR A DLTEMIA 100wl B R 1 42
W & 1% Triton X-100 #10. 1% SDS Ay & HIR B 2
1 h B0y 16 000 x g 4 °C 20 min b 3 3 B 4 AR 11 43
Western blot £ZAKG I R 1 PKCo Al PKCe 9315

1.5 %itsxa®
FrARAELL & =5 Fm KA SPSS 10. 0 it ab B A
FI S0 BEFITC NS S0 K0 o A0 20 18) He 3R H O 22 53 #r

2 #R
2.1 Heh g xRk LK R NE FH RS 89
AL

RMPEARTE 2 h J5 NE FEFT MAP 34 i85 15 8 41 0 35 [
fi& MIEHEXTBA 36.2% P <0.01 Bl Fk 7 ol sk v K
SR NE TR LA 5% 1% e ke i F0038 1o R0 Ak Bk 2 5%
MARARTERT 0.5 h A1 1 h Sl FiE 7 n] 40 il MAP B4l 255
EEIE R IR 61.7% F148.8% P <0.05 P<0.01 &1

25 2 5% 4 it
25%I. 75 1
a Z10% M A
20

MAP F+= i (mmHg)

w

Ui WA ] (e/h )
BT 30.5 +4.51 mmHg k%2 h 4
mmHg a P<0.01 b P<0.05 54k%2 h#atik
B 1 SRIMFHE R K MR sE KR NE FE 2R /Y520

11.03 £2.01



55 32 4 17 4]

o= %

NI S

Vol. 32 No. 17

2010 4£9 A 15 H ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE Sep. 15 2010 1809
2.2 %kﬁ%ﬁﬁﬁxﬁ-%ﬁ'ri4*i‘kﬁ NE Hﬁ;éﬁ'ﬁn%’%’( 12| mosamzmt = S5%maR  10%m7
JoA:a A o j

KIMHEART2 h 5 NE AERF I R B8 L s kolicas S 30m g ?E ﬁ g
AL IE 4 E R AT I3 X IR 21.8% P <0.01 38 ﬁ
I TUE 7 AT el R R B i R Skl s S R AR A L E 6 %
500 1L ¢ B BUE TR B 5% 12 R RS2 0.5 b N |
FN1 b kel FT3E R AT 400 06 i R R S ikl e A AR A Ak T :Q * : 11
EBEIE® N4 46.8% f138.9% P <0.05 P <0.01 E 2

2 S R 7 0
0.5 1 2

—_
(=]

m2.5%If 7
a  #5%IM 7
Z10% 1 75 4

SMA AAR/IMFEE (% )
— 0 W A L O O

o
(e}

B S

0.5 1
TS W EF R (e/h)
16.83 £8.79 % 4k %2 h 4
a P<0.01 b P<0.05 54k%2 h#artik

B2 G S R X ok i i R S Ok R N WS4 I 2 380 7 B 4 i

A At R 28 3.67+1.38 %

2.3 Hdhi
e
MR RIS 2 h G R L3Ik NE fik
G EIE R 43.7% P <0.01 e ifi U3dE g o] LA
AP s i AR TE 2 h E@mlmfir”ﬁ L 5% 1fil 75 28 B ML 75058 S
BRI B 5% A FIKFERT0.5 h%ul h {5 oty 0 o7 AT A
NE (i ZFRURRMM L A K, 50 538 w2 05 409 86. 0% Al
71.4% P <0.01
BERURYE JRIPER TS 2 h 5 s &R BB S kod Ca®* ik
R IVEEIR B IE R A 51.8% P <0.01 i T3 w7 vy L)
PRBTR MAPEARTE 2 h S EURTE DL 5% i 25 f2 e i 75 Ak B4
R B 5% MARKREAT 0.5 h A1 h e il T8 [ ]
Ca’ (f BBURAME AR B, o0 W1 e 2055 41 92. 7% Fi
91.3% P<0.05 P<0.01 [&3
2.4 PKCo #7 PKCe 3547 23 fo FRE 4% 37 VF A 84
EAC)

PKCa #P 415 Go6-6976 5 x 10°® mol/L  PKCe 1)1 i 5
PKCe IS HIIK 1 x 10 mol/L 0]t 4 5% i 75 it
SO 0.5 h il T B 6 1 R RE P BRI A i NE g 2

HEMMEE® B, 20 SR 45.0% 1 72.4% P <0.01
PKCa F11 & #1715 IJ:_T 2] 5% M 25 R ARFCRT 0.5 h §lel
A I I AU Al Ca® i B Rt e Ay
% E,. 0 BIAK 59.0% f152.5% P<0.01  [K4

iE 5 At o R PE Fe 4 AR R AL

AU PR A] (2/h)

12) Woswizsht  ESwmzss  Z10%I07
a

(mN)

5 E,

T

ot N

0.5 2
TR S S R] (¢/h)

A SMA o R FH EFBE 11.035+1.662 mN 4k£2h
20 4.821+0.807 mN B 45# it EFxrEa  10.663 +
1.016 mN #k#2h# 5.519+0.940 mN a P<0.01 54k %
2 h ki
B3 R FE M X ok R 5E K B SMA 1M &5 = Bz 1 Fn 5 8 B RO 22 M

140w IEFXHRA

——fK7E 2 h A

12F & RS B+ 2 h

= PKCo I+ B 1fil uf r“WMzh A

10 —=—£ﬁ}i|ﬂnﬂlu\/+ﬂ\ﬁ2h 21 (R ) L
= PKCe IIHFRHBRINTREN+A 5 2h 2H( ﬂ%ﬁ)

.-"'aa'
-~

8
6 7 b b
e s |

N e

2 T ¢ K
R )

-9 -8 -7 -6 -5

log[Ca™]

567 (mN)

14 —— et aagl
* {RFi2h 4l

12—l i35 17+ 2 h 21 [—a
—r—PKCo JIl70- e BOE R+ e 2 h 41 3
10+ B BHE R +K5E 2 h 2 (s o

——PKCe RGBSR HMATE 2hﬁ(%‘i‘ﬁa
8 -

z: df?HLE

7K1 (mN)

»

: 1t
R o
b ®
-6 —5.5 -5 -45 —4 —3 5 3
logINE]

I
-7 -6.5

(=)

A R b B 45 a P<0.0l 54k%2h ki b P<
0.01 B4k RiE w2104 ¢ P <0.01 S5ARREG Hefo FE 5 40 P ik
4 PKCa fl PKCe #HFIATERMBUE R F SR ME RN $580=%
MHRIPIE AR



$32 B 1T
1810 2010 4£9 A 15 H

o= %

NI -
ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE

Vol. 32 No. 17
Sep. 15 2010

2.5 HhFiE B iEF PKCa #= PKCe 9% & & ik fo
AL 0 T AL
BRMBE L 5% M A RARFCAT 0.5 h il G R T4 i
P M MEARTE G PKCo A1 PKCe F 2K 1) IR A 26 5 6T S A1)
ik E MR B FHANAR PKCo MRS/ O 30545 LU A8 F Kk 5
2h#0.628 2 1.014 P<0.01 PKCe /M35 H
EHRTE2 h 19 0.843 Hmi % 1.328 P<0.01  [&5

1 2 3
PKCax ZJIf 5 (80x10°)— * -

PKCor ZHBIE(80x107)— i —
B-actin(42x107)—>  —— —

PKCe 4L/ (90x10°)— ﬁ,_-l
PKCe AMHBI00x10)— .

Bractin(42x107)—> [M—_———-

1.6- d
) mPKCa T PKCe
4

' ¢
12
& b
$ 1.0 =
\_;:2 0.8 a
fr=a)
Z06
=
2 0.4- I
=)
S
- ()
0 1 2 3

2151
A BRZER 1 EHAIEM 2 kA2 h4 3 b TRE LA
B mpaf/ mie Rk aRkESH a P<0.01 5 PKCa E
FarakE b P<0.01 5 PKCe £ sF B4R ¢ P <0.0l
5 PKCath %2 h#atks d P<0.01 5 PKCe tk %2 h 41k
B 5 HmALENFS PKCafl PKCe B E AR IZMEM T

3 it

A SR B I T3 N 5 R A A N T LR A ) A
7% HEMFR R Hax S R oY 22 46 th 7e 0 s ik
FEEDKEF AR DIfE 5557 10V LR M AT RS Y 5 i
B R R R K PR 5 min AT 10 min B4R &
522 I BLE IUE Y o] R K BE S Y 60 min AR
130 min &40 B0 ks KCL i & i s 1 Al P
YIIRIA L REFSRR ° A6 R 35 G Il A S W LA A
R T Ak T g B e o 1) e AR S B0 M 2 S
AR e th B S A AR TR S PKC i sh 7 nl
— AU O S A 2 (R PKC i 50wl
SEASTH bR B AL FEAG AE VR T B i TR
RETS 5 X 2 ML AR o J I A g o A R 6 A e 1 £
PER M/ b WARGE  FRATAYSEE & IR M PERTE 2 h
Jei NE (45 FE500 RIS IS R0 AR i 45 52 o 4 A
P SRR TE 2 A S S ARG R T Ak B AT el R

TSR EIRAEAE LA 5% I 2 S il I A BRSO A
R H 5% MAARRGEAT 0.5 h it il F0E N ff NE
TEFT 1 MAP Yaiw i R B L sh kA 1248 4k NE 1
E A Ca’ () E, FMRE R HoR Bl i i
A LA S0 K BRI PR B 1 A 2 oy P R A e
LRI RN e A 1 T8 7 A% A2 5% I 25 PR s il
0.5 h il Fiid i

A S 5 i T AR AP AR F B PKCTE AR (9 B
7 HATZEPEON KREHFRINH PKCe Z2NF
O JULEBR I T S 447 Y 58 PKC R 7 Bl iy 058
GO PKCe 77 IS A9 26 1 ik B 51% 3 i &
60% TESRLIR ) B 1 R A3 & 50% i A& W5 ]
PKCa 18 B%6A7 ' PKC 3 zh70) PMA nf 4 e 2ok 4
oA Kin6. 2 1 mK 36 R HIFHOR 0
WU 3800, PKCe 8 35 1 1 i JIK 1T 38 R PMA. 19 3 F
YEFH " Costa 25 ™ K IW PKCe P44 i K A 41 1
NO F1 PKG 5|58 1) mK o FF ORI 0 LA PR3 7R
Baines % ©* ] Percoll $24.0 LL& bt 1l KR 54k
RIRSNERS s 45 4 1) PKC & B34 PKCe 335 2
/N PKCe H5EAMA R DL G R% LRSS TEL N
TR PN A PKCe 7] BB AL T BRI 7038 W 15 5 18
BEPELE mK A7 B RATAY LR Z I PKCa Al
PKCe AYFEHLRIE AT 5 25 100l 60 10 00585 1 5% 1 25+t
PRBCHT 0.5 h Bl FUis N 755 08 UK o 1l 8 B2 1 P
USRI E R [RIET e B 7 ] 5 S K UL
& PKCo il PKCe (155 0 FIE AL B 7 S Il 79035 3 38
1155 PKCa Fil PKCe 195G 57 FITE AL & #5625 i1
PR3 S I A5 Ry P A AR A AR VE

S 3k

L ih3e BBl 2 S5 RS Ce xR IMPEIR 5 K BUMLE R
RPEFESBURMEA TR ) . T EEERSEY: 2008 20
3 144 -147.

2 HhEE LWl A . RIMERICKER PKCa mRNA k25 L
FUHE O MAEAR BB PERO VA AE AT T . s 2009 29

1 46 -49.

3 WL ZEW B AF TNF-o X5 6 P9 38 3R 5045 Akt 14
R M Rho SRS M HMEE C SRR T = FIERIRFE
i 2010 32 9 865 -868.

4 I MLY% MLC20 BERRLAE PKCo PKCe 475 % ifi
PEAR SR B AT A5 OB R ROVE T T . S R R R
2008 30 21 1972 -1975.

5 Rohilla A Singh G Singh M et al. Possible involvement of PKC-del-
ta in the abrogated cardioprotective potential of ischemic precondition-
ing in hyperhomocysteinemic rat hearts J . Biomed Pharmacother

2010 64 3 195 -202.

6 Lochner A Marais E  Genade S et al. Protection of the ischaemic



32 EE 1T
20109 A 15 H

o= %

NI -
ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE

Vol. 32 No. 17
Sep. 15 2010 1811

heart investigations into the phenomenon of ischaemic preconditioning
J . Cardiovasc J Afr 2009 20 1 43 -51.

7 Zhao H. Ischemic postconditioning as a novel avenue to protect against

brain injury after stroke J . J Cereb Blood Flow Metab 2009 29
5 873 -885.

8 Kuzner ] Drevensek G Gersak B et al. Hypoxic and pharmacologi-
cal preconditioning preserves vasomotor response of porcine coronary ar-
tery J . Pol J Pharmacol 2004 56 6 789 -797.

9 XIFE RIEAR FREL % EHAEE C S5 HE BB A
FHEAAE R . P EN AR SR 1997 13 30 213 -
215.

10 Ohnuma Y Miura T Miki T et al. Opening of mitochondrial K

ATP  channel occurs downstream of PKC-epsilon activation in the

mechanism of preconditioning J . Am J Physiol Heart Circ Physiol

2002 283 1  H440 - H447.

11 Garg V. Hu K. Protein kinase C isoform-dependent modulation of
ATP-sensitive K* channels in mitochondrial inner membrane J . Am
J Physiol Heart Circ Physiol 2007 293 1  H322 - H332.

12 Costa AD Garlid KD West I C et al. Protein kinase G transmits
the cardioprotective signal from cytosol to mitochondria J . Circ Res
2005 97 4 329 -336.

13 Baines C P Zhang ] Wang G W et al. Mitochondrial PKCepsilon
and MAPK form signaling modules in the murine heart enhanced mi-
tochondrial PKCepsilon-MAPK interactions and differential MAPK ac-
tivation in PKCepsilon-induced cardioprotection J . Circ Res 2002
90 4 390 -397.

W4 2010-03-01 f&E 2010-04-19

B ARRRE

WH S 1000-5404 2010 17-1811-01

TES5ER

OB RBA TR ER N L2EH B AR A MR 1 5

& 8 B EAK B

KEER DA E AR JLE AMR 4 s
hEESES R733.71 XiktRER B

SVEMRE QUM IMLRK  acute lymphoblastic leukemia ALL
Jee L I B UL R R R (5 L EE s g 70% 1 gt
BRI 2RI R R B0 B AR I L A R
ERIASER — S WA (HA RO R RPN ML B T L3
JIE G541 5 B — RFRAE R 28 L RIS WA 5512 W K & 5%
oAb e ah BRI AE IR 206 IR 2 R ik 38% ° ALL DU
A R S LRI O 1 IR E A WA T LG
LI A B AAEIR M WA SR AR )¢ AR
1 BILLCARNEC B & AR B /NL ALL 112 52 11278
b LIS R I PR 1 0 0 R A IR e 4 b B D oy B
B XL OABIR HE IR IORGE B gL RO AR
WU WA DI RIR IS

1 IERZER

L1 —f st
BFE BE 108 BT R 1R KR 37.5 ~38.5 °C

TE24 b T BE TR 3R A VR 25 55 0R P RCR N i
fapy oM AR BT Z JI%E I E B WBC 11.2 x 10°/L
PRk 0. 24 K41 0. 72 RBC 4.22 x 10°/L Hb 155 ¢/1.
BPC 220 x 10°/L Jig#h X £k K O 5% W 1) A 4k &% he
R 28 OB T 2010 4E 2 H 26 HFFREE L
Bt ABEAr A (AR 38.0 °C k4 92/min FEIE 23/min (il
100/70 mmHg A5 29 kg KHIER EIEPE 25 RKE
FEETE S i p A USSR W ok K AR AN Z MR 4 4 B 1S
JEh TCIEgR PRI TR S DR gl

BIEEE W 4% E-mail gswwpm@ 126. com

733000 HR RE FORA R ARER MR B50EE BuRR

2R 5 MhiE) YERE 2 em x2 em O FNIZHEY K 0FR 92/min
BT SRR S T AT R K RfEIER O
figil% AST 98.1 U/L LDH 2921.6 U/L o-HBDH 2 811.6 U/L CK
58.2 U/L CKI 30.9 U/L TnT 0.41 ng/ml [ JEEHE OB N
AIOLR RV PERE X A= W RE S/D =5.8/4.9 mm /£ % Ji5 BE
S/D=7.8/6.4mm 242X S/D =4.0/3. 5mm 4§28 O
FUR” B IR WaER X 2k 7 6 i 5 36 Wb 0 52 1) P A0
PRE B R CILtkER 0.65 o8 BB A
ezl s CERIFCERW he SRR E R
AL IR KRS Q0 FIRYT 3 d MRS HA
M3 WBC 69. 8 x 10°/L RBC 4. 36 x 10°/L Hb 146 g/L BPC
41 x10°/L fgdsossgik 2 A 29 HImER&2 S5 a8%
PO BETEBR G =0.03 E=0.02 G/E =1.5/1 J& ik [ 40 g
0.905 DI/NEME POX —  i2WF 2ok itk V40 1 s L,
BOALL-L, » 2010 452 A 30 HEI Dbk e 40 i i s-
L& Q@H M O i— OB hE " Rk
1.2 #Humik

SO MRERAYAS prednisone pred 30 mg/d 3 A 3 H 4 H
VDCLP &)y KEFEFH vincristine VCR 1 mg/d %61 8
15 22 K 4045 %  daunorubicin DNR 20 mg/d %51 ~3
K F 15 ~ 17 K BB cyclophosphamide CTX
400 mg/d 2 1 KEE ] WG BE leunase Asparaginase
L-ASP 5000 U/d %5 19 ~28 K#il #AHS 30 mg/d 451 ~28
KON [F] FIR S i - 100 mg/ IR Bk R &80 R 500 mg/
W Q)0 /110 mg/k 33 /d F#HHA KSR 20 ml/d 1 6
THEIRSME S ¢/d 3 H 10 H4F WBC 1.7 x10°/L RBC 3. 14 x
10°/L. Hb 101 g/I. BPC 20 x10°/L. PT 10.20 s APTT 25.1 s

T #1823 W




