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# E BM I CAAT MR 7455 M & B (CHOP) (i B3 % 0% 4 75 35 51 78 (GRPT78) Fil caspase — 12 TEUK M F
JEE i (SAH) J5 3R 3K S HAE Rt £ (EBL) g /E . ik BEHU@ BEAEYE SD KB 78 H R FIBE ML B 7 a0 H 4 Sy =
FIXTHRAL (6 H) MRTARL(36 H) 5 SAH 41 (36 H) . ¥ RTARLUA SAH 4530 F 1.6.12 .24 48 72h , 3R I fA] 5. B AL 41l # 75 E
B6 HRR,MAEURBELFATE /3 G AL 38 o L 45 20 AN [ B[R] s 06 B8 e L 356 T K BRI S5 #2208 08 . CHOP [GRP78 | caspase —
12 AHX 28 35 7K - i b 22 50 A T A0 MK T K b ™ T R B e M A D) REER AT B 0L, SR BT Western blot i3 4 U
CHOP ,GRP78 Fil caspase — 12 [fJ 3835 ,SAH 4] 575 (X M4l T ARAIAE 12 .24 48 72h 08, Z R A RIF¥E L (P <0.05) , H
16 SAH J5 24h K F| U . TUNEL AT K B S XM &M B, SAH 5% WA BT ARATE 6.12.24 48 72h i, 2557
WHGIT#E L (P <0.05) ,fEM G T ,SAH J5 24h 15 fi ] WHI R A &0 1=, SAH £ 12,24 48 72h i 4 D) R Bk FA 0 43 K
A i 722 ] S TS 0 BRAH R R TR AL A 24h iR R, 25 R it L (P <0.05) , SAH 41 K R iy CHOP . GRP78 HI
caspase — 12 Western blot 2 fa 1l 45 5 55 i 7K Jifr ™ 55 R 5 S i 2 0 ) T 485 2R 22 1) 22 A S 38 1E AH 56, 5 bl 8 D) B Bk B OF o S AR ik 3
TAHK (P <0.05), £1i& SAH J5 72h PIBA 2 8 1 EBI, [F 0 & A5 1 P9 T 90 38, P 0 99 B 38k 55 EBT ™ J % B 22 [] 34 &2 1E A
X, ¥ 7R P B R R B e SAH J5 EBI (G Bl B R T EEIEM .

KEEWR  SRMBETEmM AR DA S 78(GRPT8)  CAAT My T 456 M B A J8 4 1 (CHOP)
Caspase — 12
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Study on the Correlation between Endoplasmic Reticulum Stress and Early Brain Injury after Subarachnoid Hemorrhage. (i Wentao, Cao
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Abstract Objective To investigate the role of the CAAT enhancer binding protein homologous protein ( CHOP) , hippocampus
glucose regulated protein 78 ( GRP78 ) and caspase — 12 in the early brain injury ( EBI) after subarachnoid hemorrhage ( SAH).
Methods A total of 78 healthy male SD rats were randomly divided into the blank comparison group (6 rats), sham operation group (36
rats) and SAH group (36 rats). 6 rats in the sham operation group and the SAH group were selected at 1, 6, 12, 24, 48 and 72h re-
spectively. These rats were sacrificed after a neurological deficit score. Compared the morphological changes of hippocampal neurons in
rats at different time points under light microscope and electron microscope, CHOP, GRP78 ,caspase — 12 relative expression level, hipp-
ocampal neuron apoptosis, brain edema severity and neurological deficit score. Results The expression of CHOP, GRP78 and caspase —
12 was measured by Western blot, the SAH group was compared with the blank comparison group and the sham operation group, the differ-
ence was statistically significant (P <0.05) at 12, 24, 48, and 72h, and reached the peak at 24h after SAH. Detection of hippocampal
neuronal apoptosis by TUNEL showed there was significant difference( P <0.05) at6, 12, 24, 48, 72h hetween SAH group and compari-
son group, sham operation group. Under electron microscope, obvious neuronal apoptosis was observed at the 24h node after SAH. The
neurological deficit scores and the degree of brain edema in SAH group were significantly higher than those in the blank comparison group
and the sham operation group at 12, 24, 48 and 72h, and reached the peak at 24h, the difference was statistically significant ( P <
0.05).In SAH group,there was a significant positive correlation between the results of CHOP, GRP78 and caspase — 12 and the severity
of brain edema and neuronal apoptosis, and there was a significant negative correlation with neurological deficit scores (P <0.05).
Conclusion EBI and ER stress do exist in 72h after SAH, and there is a positive correlation between ER stress and the severity of EBI.

It reveals that ER stress play an important role in the pathological process of EBI after SAH.
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B & Mk B K B 1 Ifi ( subarachnoid hemor-
rhage , SAH) , 4 1] 72 3l Kk g3 14 19 SAH, & — Fft il IR
TR e I O L Bk R R SE R L 3 I
FEARW], G A SAH [ 35 TS 22 /Y 32 % U AT RE O R
W1 153 477 (early brain injury, EBL) , H H AL 4 A
WG o AT AN A0 TR EBL &R KR
1f AR Y S AR AL, 2 PE SAH A TS
s R 25 5N BB (endoplasmic reticulum
stress ) R 12 4 T 4F A K BB — MR 1 40 O Tk Az
TEAR Z M E RGP KA R e kK55 B 2AE
FH L ke ot BT JR K A R LA A AR T L A S
W o 13 i BF 9 SAHL 5 18 6 9 130 K B i 4
WS SAH JE B 22 T R 451 5K 1Y O &R K AL,
SAH J5 EBI (767 5 W 2 15 i 18 % .

M5 E

1. 25 A2 5 1) - o 90 B (ZH. GSZ, 1L R
3T , 2 4 B% (OLYMPUS. BX41, HA) ,10% /K& &
(W T M es — NREFEERL) ,AQP -4 £ 5 &
YLl  caspase — 12, CHOP ,GRP78 FA i & PL 1K, N =
B —actin, TUNEL i 5| & , DAB & €477 & (¥ B
AR RARGRAF)

2. YRk U8 5 o 4 A B SD R B 78 2
(I T N R A2 S5 sy bt ) |, B 300 +50g, A
%2 ~3 Ao R ABEHLECT R R B 2 B
WAl 6 H R ARY 36 H 5 SAH 4136 H,

3. RSN ) ST b M TE < R PR A2 SR L T o v
N7 SAH BERL. SD R BUPREE il i BRI T A 10% K
SR (0. 35g/kg) R, T 7 Bl 0 I 38 2 70 85 B¢
T E R B AR AR T Smm | Hh £ 55
TF 3mm g A 5L /N O PR RS A i B, 4 PE - 10 3
A 1) P HARAEL T R 7 1) R ORI ALZY Tem, 45 Tml V5
i, [0l B UL 8 B o R TR 2 TR AR B ER K
0.3ml,SAH 24 F g AR 1 5 R BUR 8 )i, B2 1 8l ik &
Rl i 0. 3ml, Imin Al PE - 10 S48 E A K
Rl ke 1) JBE T i, T A 5 R S R I A R AL O R O 4R
HYIH . SAH AR BT AUS T KA Willis 2R B T ik
PO ST T D B A AR T R T A 2 R R R L
BRI, %8 5 D AL i B, 785 D) g S A 2R L

4. P2 DI RE B IA IV 4) : 2 B Kaoutzanis 55 (17 Ny
SEVESY TR A 2 4 IR 1 4, B

Feni: A diArE S oy AT E W XE 4 70, AREATE 3 ),
SR B IR e 4 2 o3, R I JC BB 1 g3 R S
BL: A AT IR 4 23, 75 35 0 IR 3 4y, ) R 2
o3 AREMHIR 1 230 B 11 43 e fi 3 4o XF & 4R
B A% IR 18] S5 AT #2247 2 o

5. YU E KA B G E , R R T AR LA
SAH #4173 51F 1.6 .12 .24 48 72h, R &7 5 bifi A1 4k
R 6 R RUALZE , Wk IO, JBCT WA i o
AU IS T M ZH 2L, 4% WGRR 73 JH T Western blot ¥ 46
caspase — 12, CHOP ,GRP78 % H W) # i5, TUNEL ¥
G I A BT 5 b 28 50 R T 40 MK O L, R A
TR 4% FY R T 0 [ € i # M HE B @il 459 '
B VLB A IR 2, R A i 2H 2] 1 1 I E VAL
LWL RV R E DO 8 N W= s O A = I 1 B 4
JUS Lty il g

6. TUNEL 32 A5 i Ok 5l 13 25 0 22 50 4 T 20 i %5
HERJE TS B AR AL . 20 g/ml 1 8 1§ K TF 1
M 15Smin, BREREHZE M (PBS) RYLNS , KR
—Z & (DEPC) /K21 45min, J§ PBS fZ %% Smin (3
), M S0l TUNEL f BiiR& W, 37 CIR & b i s
Lh, PBS 52yt J5 i inid % (L ¥ i (POD) Be 4 i, J5
37°C &I HE 30min, J5 PBS FZPE Smin(3 %), iF
Jm DAB JRAEGE T i AR, WKk S HE &
B, JERERE CRERWBK , RGBT, R e
[ o 7E w5 ( x400) T BE AL PO B A 10 S
B, 4 M A% S 6k BH A A, T OO B T B 40
B, LA BH A 40 50 R 249 81 S vt o 28 0 04 T 40 Y K
o

7. Western blot 3% £l CHOP , GRP78 | caspase —
12 FE H B R 3K BRI 30mg ¥ By X fi 4 21 & A il
EP & A ZH R 150l 1 A A A2 2L, DK
& E 30min 7 4 2 %, 13000r/min & #H B O
15min, U FVEWR, B &0 B R2RAVER 1L, 2]
SR E R 2 10pg/ml, R & B 3O
200pg, 43 M A CHOP $ip f& (1:500) , GRP78 #ii {4
(1:1000) caspase — 12 Hii#& (1:500) F B — actin ik
(1:1000) , & T % £GP oL B2, HA
Zt F Quantity one B 1F 23 A, 158 AN [) B[] A5
B - actin ,CHOP/B —actin ,GRP78/f - actin J caspase —
12/B - actin 1Y HL1H .
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8. TV FR 2 T 5 A A 2 bR AR UK B ok i R i
Kb B < 4 BT TR A0 R 7 Y T Ak 4 RS R
4 i 2L 2R H 3 43 B RO 43 AR BGRE T (mg) , AR S
BALOCH BN 24h EEE, 8 T TIREAH
10min B FR T 5, AT 98 5 3k 11380 0 41 21 5 K
HEAX N ARG KE(%) = (WE-TH)/W
H x100% ,

9. FL 4 UL 2% 41 T A4S < IR OIS S i 41 4L 2
Imm®, 2.5% % [/, B R 2% oh i e i [ 2 2he
0. Imol/L #f BRI UE W VE 15 20 3 K, 1% #R IR [ 52
W E 2 ~3h, A1 0. Tmol/L B R I VR MR Uk 15 43 3
Ko FE4°C KA NI 50% £ % .70% £ 1 .90%
LWE90% LT 90% PR (1:1) .90% P i i 7K &
15 ~20min, B Ji5 76 %5 0 100% D5 R b 43 3 4% i
15 ~20min, ZEPYER + L HEW (2 1) @3 )5 [ 4k,
Y R HLY) R 50 ~ 60nm , 3% [if§ B2 il — ) 45 B2 B AL
Yot BT HRBMWER .

10. et 2% J7 % . ok FH SPSS 18. 0 %t i 2% #4144 it
FTGE Tt 43 B, S5 50 Jr A5 B8 4 90 SR 0 I R O 2241
Br, IR LSD 647 2 5 L. 41 ) A DG 1 9%
SCFE ARG, & A A R B ORI 25 S G it
T R B A R B F R AL ) b 25 R e
SCo X T 45 A48 AR B Z 8] 31 B Pearson # 2% &
B ,P<0.05 ERAHEI¥E L.

g g

1. @57 SAH BRI 25 5 SAH A 1 H K B RE
BBt T, 3 HOR B LG 72h N BE TS, 6 SE K
11 11% s FARA 2 HRREBRIE T, 1 H KR E
AEEROK G AR T AL EE Y 8. 33% ;45 [ A R4 JCAE
T2RAEHR TR 03 U R L 2 R KRG i B X
(P>0.05), femp#Mik 7 Hk 7505 . SAH 241 K BRF
P F RNl Willis B B 370 ek 19 JIE T fis m] D o AL
TS 4 A I A AR T DAL o B Al T AR 2H Ik P BT i R
A, o B e

2. M DIRE B BA T 45 R K &K & A%
TR BRI Th R 58 4 0 B8, JC ik JF 17 M 4 1) g
BT o 3h 5 R EBH K& , BN 6h IF 51T 51 .
1B F AR 4145 1 ) 5 910 TG B 2 A8 4k, B2 3 3 43, SAH
L PE5r 6h TFUR TR, 24h SK B8 (H , SR 5 B i BT,
956,12 .24 48 72h SAH 4 525 (X 4 R T A
B R, ZR AT E X (P <0.05,%
1),
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R1 WEINREBRFEITESN (x£5,n=6)

I 8] BFARA SAH 41

75 % B4 11 11
6h 10.17 £0.753 8.00 +0.894 **
12h 10.00 £0. 632 6.33£1.211*"
24h 9.83 +0.753 3.83+0.753 "
48h 9.67 +1.211 5.67 £0.817 "
72h 10.00 +0. 894 6.83 £0.983 **

LSDy o5 =1.035; 525 HXF AL b #8, " P <0.05; 5B F R4 1L
#,*P <0.05

3 M A b A I < 73 X R 2 R Al T AR AL M K i AR
JE BRI, A1) AL P A5 B RS AR, 2 RS R X
(P>0.05), SAH 4] 6h i /K i JF 4 hin 5, 24h 35 %
WEfE, 48 72h KK 45 E . 55 12.24 48 72h SAH
Y150 B BT AR A L A M K ik B g, 25 AT At
Y (P<0.05,%2).

®2 WARTELRMBAMERE (x£5,n=6)

i 8] BT R4 SAH 41

25 % R 0.5729 +0.0319 0.5729 +0.0319
1h 0.5664 +0.0337 0.5943 £0.0407
6h 0.5864 +0.0348 0.6212 £0.0407
12h 0.5678 £0.0300 0.6441 £0.0380 **
24h 0.5717 £0.0446 0.7739 £0.0230 **
48h 0.5567 £0.0492 0.7283 £0.0491 **
72h 0.5814 +0.0523 0.6822 +0.0399 **

LSD, s =0.063 ;525 (X I L4, © P <0.05; 5 F A4 1t
#,"P<0.05

4. TUNEL i 4G 4 28 70 I T 45 4 :400 4% 1 6%
TR, A N B AR TR AL A T s b, 4
B AR, 2R TG B X (P >0.05), SAH
A 1h BB T A, 6h I8 T A Mg £, 12h U
TN S 4 22, 240 UH T 40k B 0, 40 E
WA, 48h P8 T 40 M B T T B, 72h ST A0 g H 1
BE /12 24 48 72h SAH 41 525 (% B4 R TR
M, ZRAGIT¥FE X (P<0.05,%3),

5. Western blot 3= CHOP & [ 845 5 . 2
FIX IR R T AR 4L CHOP 25 [ R A 55 , 4l im] (4L
ARSI, 22 RSP B L (P >0.05),
SAH #4] CHOP KA 52 Fx A (R T A4t
BB Z SAH 41 6h CHOP &Rk m L, T
24h A BWEAE SR G B0 T B, 720 A B B 3Rk,
5512 .24 48 72h SAH 4 5 %F B4 A% T AR 4 s,
EZREGHFE (P <0.05,%4),
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®3 WMETATIHE (x£s5,n=6)

I 7] &F A4 SAH 4
S poplsEiil 3.33+£2.25 3.33+2.25
1h 5.33 £1.86 9.50 £3.62
6h 5.67 £2.16 14.00 +5.59
12h 6.50 £3.08 19.00 £6.75"*
24h 6.17 +1.94 33.00 £6.36 "7
48h 7.00 £2.37 23.50 £5.01"*
72h 7.83 £3.31 16.00 +5.22**

LSD, s =6.318; 52 (X IRZH H e, * P <0.05; 5 F A4t
#%,%P <0.05

% 4 Western blot £ il CHOP & H
FKEBEMER (x+s5,n=6)

st [ BFRLH SAH 4

72h .1003 £0.0074

25 U IR A 0.0834 +£0.0075 0.0834 +£0.0075
1h 0.0867 +0.0088 0.0910 0. 0052
6h 0.0802 +0.0082 0.1169 +0.0080
12h 0.0913 +0.0062 0.1438 +0.0130 "%
24h 0.0871 0. 0046 0.3488 £0.0356**
48h 0.0932 +0.0063 0.2552 £0.0164 "%
0 0.

1732 +0.0138 " *

LSDy o5 =0.051; 525 X IRAL AL, © P <0.05; 5T AR
#,%P<0.05

6. Western blot 3= 45 7 GRP78 75 4 F ik 45 R . o8
X RRZH R TR 4 GRP78 5 [ 1 &k 55 , ZH ] |
HNAEA TR I 1] LA, 2 R g it m X (P >
0.05) . SAH 41 6h JFif &Ik EJt, T 24h K 5 1A,
SRIG M T B, 72h SRR 5, 55 12 .24 48 \72h
SAH H 52 [0 A T ARMLE, 257 A 51t
B (P<0.05,%5),

#& 5 Western blot ;54 il GRP78 & &
RIFHEHNER (v £5,n=6)

i ] BF AR SAH 4]

25 % B 0.2058 +0.0178 0.2058 +0.0178
1h 0.2061 £0.0214 0.2307 £0.0383
6h 0.2211 £0.0285 0.2485 £0.0208
12h 0.2047 £0.0195 0.3947 £0.0660 **
24h 0.2233 £0.0276 0.6288 +0.0408 **
48h 0.2203 £0.0175 0.4705 £0.0533 **
72h 0.2370 £0.0116 0.3613 £0.0474 **

LSDy o5 =0.089; 552 (X FRATEL 48, * P <0.05; HRFRA K
#,%P <0.05

7. Western blot 41l caspase — 12 FiRGE R . 55
FIXT IR AR T R4 caspase — 12 F ki 55, 40 8] L 4H
WA R BT S L3, 22 S G it # B X (P >0.05),

SAH 2§ 6h caspase — 12 LA B EF-, F 24h ik
FIWEAEL, SR )5 B W T B, 72h A5 A A R GE L 56 6,12,
24 48 72h SAH 4] 525 H A R4 R T ARA L, 2=
FAGIFRE XL (P<0.05,5£6),

& 6 Western blot # il] caspase — 12 £ ix
HIER (x+s5,n=6)
i i) fi FA 4L

SAH 4]

25 6 B 0.1874 +0.0105 0.1874 £0.0105
1h 0.1892 £0.0132 0.2334 £0.0291
6h 0.1998 +0.0180 0.3183 £0.0368 **
12h 0.1909 +0.0156 0.4028 +0.0464 **
24h 0.2077 £0.0211 0.5486 £0.0393 **
48h 0.2005 £0.0136 0.4350 £0.0445 **
72h 0.2053 £0.0242 0.3732 £0.0387 **

LSDy g5 =0.063; 575 (A Xf AL L, " P <0.05; 5B FRA
#,%P<0.05

8. M4 A SAH 413 B & o A T LR ™
A5 6h BT UL A0 A 4 4, B AR /N 120 B P a8
WAL QA AR BUAS /N A% T e € i 3 48 R 3R
REIPH TSR, 240 B O U (L) A0 A R R
R PR AT ME . A R BRI TR AL
P2 TC A AR TR A RAF .

B 1 SAH 5 24hiBES#ETEEE( x8000)
LR TSR B 2 A R S R
FEAE T /ME CREHET KPR )

9. W4l Spearman AH I 73 1 B 7n , SAH 24 KB
i) CHOP ,GRP78 il caspase — 12 Western blot 5 il
35 3 55 K b AR R e i 48 0T I T 45 SR 2 TA) B R
B IEAR G, 5 1 22 2 AR Bk B OV 2 2 RO 3E TR R
(P<0.05,%17),

T it

PN J5 I 2 200 5 R R A S B T 3 B

FE R, S N B, SR DL R A B 1 R A R A 5 i B
< 157 -
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&7 Spearman ¥ X5

i { CHOP GRP78 Caspase — 12 P28 ) R BB O 43 TR
GRP78 0.9261 - - - -
caspase — 12 0.8938 0.9119 - - -
P 2 T e Bk B T 4 -0.8606 -0.8715 -0.8718 - -
T L 0.8451 0.8227 0.8614 -0.7402 -

JHTH S 0.8681 0.8810 0.8524 -0.8353 0.7886

TR, BRI &R E B s 2, 4
PR JBT 1) A2 B RE 7 IR, 200 L 23 0TS — B AR DG AE 5 G I
IV, 2k IO X A% A 1) 728 A AR S 1 5 I 1R B ) 28 1 B AT
B FRBE R Ay A BT, PR R 7 A S A O T
4k 28 WA FE T 52 1A 1 Ak R SR AR 451 5 PR 45 ik 2 0 B
R LR — A AN TR AR 3 B P 5 R
AR T 40 PN A RN AR N A R A A IR
290 T 52 D7 AR R ) R 0 AR T AR A JBE IR R
D0 fiok % P 5T D) A G 1 20 B 94 T2 ( endoplasmic reticulum
associated death, ERAD) , & 40 Bt 175 . ERAD i&4%
T M capase — 12 BT Y] 75 1k . CHOP/GADDI53
ik B, LK e~ jun S0 55 OR g B (INK) 38 42 19 3
w

CHOP ( C/EBP homologous protein ) 3 Ff GAD-
DIS3 , AL F A ML, IE #1560 T CHOP 33K &8 4%
B A B N A S R O T B P A )
T SR s 1 ATRA PR, & A A o I R i), 5%
PRSP Th A B P9 5 R 0 CHOP
YRR 1K, CHOP 3 % 2o 8 K 41 45 JDE 1k A
TR % S 07 98 1 BB B, B O T B Bax, R
BT TR B BCL2 A 40 Y -7 GRPT8 3%
B ol I U R B A QO TN 4 = R
GRP78 J2 N Bt b die =AY 7r TR E H, 2N
J W 3 3l B4 2 B bR S, SR R R P JS ) S 2l
FRSZS VR e 711" . caspase 5% ik P9 I M 3% 5t
e v fe AT PR T K R S, H R R B S 3
14 4~ 51, caspase — 12 J2& ER stress S84 il 08 1%
B — AN Sy 7, IEH IR LT, caspase — 12
VARG JEOE SAAAE , 25 P9 5T 9 07 80 BRI 0% caspase —
12,915 1 caspase — 12 3 — 25 ¥00% T 7 19 caspase —
9,15 fL i caspase — 9 i — 1§ caspase —3.6.7 &
ROV caspase, IR A SECT MM E T, Wk, AT
AJE 33 A6 0 2 L - caspase — 12, CHOP , GRP78 45 (1Y
Fik oK B ER stress AR A o

7N S 56 38 3 K5 ) CHOP , GRP78 il caspase — 12
10 ¢ 35 B W PN Joe 1) 0 8%, i 3k A O i 2 T RE Bk B T
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g3 K b AR 28 T R T e e EBL i HIAH SC M 2 A
et — LR A BT M W I ZE SAH S EBIL g £E .
AHF 3% & ] Western blot 3 #; ] CHOP ., GRP78 #I
caspase — 12 il %35 ,SAH 4 525 x5t 4 T R4
10 12,24 48 72h Wi, ZR WA G E L (P <
0.05) ,SAH 4 CHOP GRP78 #l caspase — 12 F ik 6h
THiE ETE, BT 24h SRR WE(E, SR J5 38 8K K, 240 i)
[i] 55 A I ] U RGA LA, E R A G E X
(P <0.05), TUNEL ¥ #5 K 5L 5 XA 2o i 12
WoR 2 HX A MR T ARA & o T, H A& B
[B) s JC ] S 25 5%, SAH 20 Th 4 T 4 g 45 /0, 6h i -
A0 B W 22 240 SR B (R, SAH 2 5 X R4 R T
RATE 6,12 .24 48 72h [WW#L, Z A Gt E X
(P<0.05) ,fEHL 5 T, SAH J5 24h 5y i ] UL B W Y
MIZEICIH T SAH 41 12 .24 48 72h 1Y i 25 T e ik [
VES3 B 7 i A5 s Y it o 1 1 X IR R B T R A
15 24h R g, Z R WA S FE X (P <0.05),
SAH 20 K By CHOP ,GRP78 il caspase — 12 Western
blot i 45 I 45 R 5 figi 7K Jiee 7™ i e BE K b 28 o0 i T 4
RZ IR R EA O, 5 P2 T RE B B T4 B R
FERAK(P <0.05)

AW, 7 SAH J5 72h § CHOP  GRP78 #i
caspase — 12 kI 1P & 19 &, ULBH SAH J5 i 52 & 2E
T ER stress, i o0 Hr A 9O ML R TR 4L SAH
2 1P 22 T RE Bk B TE 3 I A R N R 2 s I T Y
ZE 5, VISR B T A0 S A i a8 2 25, U W 7E SAH L
WInh Sk T EBL, Jf i —2PHESE T CHOP GRP78
il caspase — 12 ik 5 EBI ™ #5522 [6] ¥ £77E 1E AH
5%, ¥4 % 7~ CHOP, GRP78 Fll caspase — 12 £ iATE
SAH J& EBIL ik B0k 72 rp A 48 1 5 AR, 30K
SIERAWIGE SAH J5 EBI Y & AE AL Bz -4 81 X 1
VR T SR T TEVR T B R S BRI AR A o

5% 3k
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Clinical Value of PET - CT in Diagnosis and Treatment of Gynecologic Malignant Tumors. Zhu Xuejie, Chen Xiangjuan, Chen Yang-

zong ,et al. The First Affiliated Hospital of Wenzhou Medical University, Zhejiang 325000, China

Abstract Objective The aim of this study was to evaluate the role of positron emission tomography — CT (PET - CT) in diagnosis

and treatment of gynecologic malignancy. Methods This is a retrospective study of 68 patients of gynecologic malignancy registered in

The First Affiliated Hospital of Wenzhou Medical University from November 2011 to March 2016. Fifty cases were suspicious or inconclu-

sive lesions on CT and/or MRI with normal serum tumor markers. Eighteen cases were persistently raised serum tumor markers with nega-

tive CT and/or MRI findings. Results Out of 68 cases who was detected by PET — CT, the results were as follows: 21 cases with cervical

cancer, 40 cases with ovarian cancer, 6 cases with endometrial cancer, and 1 cases with cancer of fallopian tube. PET — CT scan was neg-
ative in 17 cases (34% ) of these patients whose CT and/or MRI scan was suspicious, which changed the therapeutic modality and pre-

vented further unnecessary interventions. In 18 cases whose CT and/or MRI scan was negative but clinical suspicion of recurrence based
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