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Effects of propofol on pyramidal neuron apoptosis in hippocampus of neonatal

rats
JIANG Yan, et dl
(Department of Anesthesiology, the First Affiliated Hospital , Chongging Medical University)

[ Abstract JObjective: To investigate the effects of propofol on pyramidal neuron apoptosis in hippocampus of neonatal rats. Methods:
Forty—two seven—day-old male and female Sprague Dawley rats were randomly divided into three groups(n=14):group A received intraperi-
toneal 0.9% normal saline(7.5 ml/kg) once per day for seven days as control; group B received 0.9% normal saline(7.5 ml/’kg )once per day
for six days and propofol (75mg/kg )on the seventh day;group C received propofol (75 mg/kg) once per day for seven days. Two animals of
each group were tested for blood glucose with tails cut off 3 hours after the last intraperitoneal injection, and six animals of each group were
decapitated 5 hours after the last intraperitoneal injection for determination of caspase—3 expression with immuno-histochemistry. The other
six animals of each group were decapitated after 3 weeks for microscopic examination. Results:Compared with group A, caspase~3 expres—
sion significantly increased while the number of pyramidal neurons decreased to different degree in both group B and C. More evident
changes of the above were discovered in group C than that in group B,and the morphous of pyramidal neurons altered were only found in
group C. Conclusion :The fact that increased caspase—3 expression leads to pyramidal neurons deletion to different degree was found in the
rats which had received propofol.But the morphous of pyramidal neurons altered only when propofol had been repeatedly injected.

[ Key words ]Propofol; Receptor; Hippocampus ; Apoptosis

SRR A H & A 259 v BE Ik
N-H Z-D-X (1) %& & 8 (N-methyl -Daspartate,
NMDA) Z a8 (1) it 83l yv-2 BT R A 2 (y-
aminobutyric acid—A , GABA ) 3% & £ filk & 41 45 40 ff1
FTW, GABA, Z 142 F kAR B 24 57 T8 1 ) 8 2 AR
FHEE S H BBl | 2 A ) NMDA 32 {8 D 5k AU 68
HREE R R I FE Y, A RABER S
EENR: % #(1982- ), %, 4+,

B F 6 SRR,

WiEE % F,4%,#4%, E-mail: pingping620814@sina.como

5 % B R 2 2R 2 A B R T 0, AT 3 B M 4 )
ERESHT I 7 A SCAU B RN 25 UK T 5 5 TR0 7
AR R D S R TR e

1 MREFE

1.1 EkhH

111 SE3EhY)  WEZ0EE: 74 SD RR(ERER K5
P iRAN42 2,12 ~ 16 o, MEMER

1.1.2 R 5N SHB (S ET763, AstraZeneca 2



BRERKFRIRE 2009 £5 34 £ 38 (Journal of Chongging Medical University 2009. Vol.34 No.3 )

— 305 —

AL BERFD ; IR caspase-3 £ EHI A (Lab Vision 22 H,
FH); ZHIRAME(ZYMED A8, EH ) ; A (H A
mERE R st HA);GD-8 AR £ S AR
ERERFE RS /B TRREBEEERERAH).

12 £BF*%

121 BERUENT R B KEBMENLS R 3 4 XHRRLI(A 1)
R e A B K 7.5 mlkg, 1 7R /d,3ESE 7 d; SR B BAIR TE
A (B #H) B AEREEK 7.5 mlke, 1 R /d, ZELE 64,58
7T REARFE 75 mgke | K RNBZRIEAL(CH)E
e A BY 75 mg/kg, 1 K /d, 348 7 do PRERSEHEFTA KR
BB TR |, R A 2L ke 0 A RS T RUR
HE, W53 SpO,o T4 7 d WRERSF 3 h, B AHFEHLIHE 2 R R
I, PR UK A3 ASOm) % s BRBE S S h S FEDUIE 6 H,
RSB, iR 1/3 A2 RDIRET I 2 mm B R
BT 4% RP RS EE, OS5 L& im0 e
caspase-3 RiEKFE, HANESHRFAERERE, ARHERK
K, TF 21 HiWr R SR, AR 7 ~21 d, BRIEE . 5 &
et WS BRI ZH 2R, %5 4% 3 PR [ , Nissl e 05 68T
VRER R 2H 2 PR AT

1.2.2  caspase-3 FIRRRBW  RAREAML T ERTR
M. KEMGHL A Y] R H B, 100% .90% .80% . 70% %
FITEAE B H KA 3 min, HIRAKFHYE 3 min; Mgk EREHT R
#EE 10 min, BRBHAZEIR/S,0.01 mol/L PBS #ik 3 1K,
2 min/ W AV A B 240 PBS ¥, B30 55 n 30 w1
H,0,, FIR TH# 10 min,0.01 mol/L PBS M 3 YK, 2min/ IK;
W2 PBS W, i N1E % W 2E M S A, EIRIFE 10 min; ]
FUIH B S5 Rt R Caspase-3 ZRBENIRG n g
ml),4CHEE 7% ;0.01 mol/L PBS Mt 3 IK,2 min/ IK; |2
PBS W&, WA # E AR —H,37°CHEE 10 min;0.01 mol/L
PBS #%E 3 ¥R, 2 min/ ¥K ;25 PBS ¥, % /i HRP brickE A0
% ,37°CH% % 10 min;0.01 mol/L PBS ik 4 YK, 2 min/ K ;
% PBS %, i 05 £ B H1 A9 DAB B A&, Y 4 ~ 5 min, ¥E
BAEET MR ERIE, 8 YRELIER, HRK Mk;
HARERELG 3 ~4 min, BFAKMEE; 1R TR /1L, AX
AR, AR BREREE TR , SRk it s TEIRE K, —HI S
B, h MR B o SRBE LR IR IR, B RUAS BE R R
caspase~3 Fik FHME, F GD-8 BRI R 2K E SCEAE R
GEHATER ST, I 8 B T AR ) BHAE 6 25 BE{EL(OD) (EE R
ERI KA MEE ).

123 MAZURBERAE SR Nissl Je /5 B 0EE . N4
M7 ARERPBREE, AMaSIRE, ZHET  IT§K
W4 20 min, 100% .90% 80% . 70% Z 51| 15 K B 2% i 7k
£ 3 min, FKWPE 5 min, ZBIEAKIEBEE , A 0.2%F KA
Hefa 4 h, 90% NS /- R, 100% TG K , —F 2K &, o
P BE . BT HEE DAY CAl XEERMBEES R
BB FHEEE . F GD-8 AR S KK SURE RS
T 5 T2 DX S T B, o2 XS (A A a4, 03 e S
EFRAVSE IR AN B (A /mm?)

1.3 sitF4m

F sasB.2 JRAE4THT , TR R + iEZE(r £8)K
7, B BCR B R 7 2 00 BRI 3R . P<<0.05 R
ZRABGIHE L

2 & R

2.1 RA—MHEA

&4 SpO,. MKV WIEEHTEE N, KEL
HRESR,
2.2 JE4A4% caspase—3 ) &k

JEEE T MK AR B B UKL R caspase-3 R iAFH
P, E 1R, TR (A A)EDS CALRELE
caspase-3 ¥k, 5 A HHLLE B 1 C HFRE Y
AAFRIER RS (P<0.01), 0 23;CHEBA
FLER , caspase—3 #3534 1 (P<0.01) , 3% 1,
23 AL HREEET

fEE R T EE S CAL X440 M)
AW, mE 4 FiR, B A H) T ER
GIAE K B E CA1 X HEAR 40 i i HED 54 S B 2
5 A A, B BRI ST (B H) R RE
HMBIER ARES I B MK EEA, N
Nissl 14 BA ¥ B Ry, 40 B S5 T S5 PR B 28 vk v g4 (C
2H) 40 ML 2 25 A ZE AL B AR A0 B B B 4 A RO
N A BRI 6, T CAL X4 4 it
2,5 A A LE B HHMMEA T B (P<0.05),C
A4 EH B /b (P<0.05);C 45 B 4 EbE, 40t
B Bk /D (P<0.05) L& 1,

3 it i

20 R 1R T BR R R A AR R B R A 3R IE R
MBI, XRIETHERGEEA G
SEH (B B B 40 R T R BRI AR S5
FIEIR . 2 B & FR 2 E B8 (Caspase ) I BLTE 0IA R 2
4 W P T B9 R AE PE AR & Z — , caspase~3 A Caspase
KRB LG, S B A 40 0 T AR B B s UL T B
TR TEM R w259 tEBH B NMDA 32 &
2 () i3 BEP S GABA 2R #R 2 3 Jin # 42 40 M i
o, KRR ESERETELATHREN, I
RYGER TR X, BAE 7d B RERAHY T 36
JE B iR LY A SE B T s A 7 d B K BRAE B
SR IFUAESE 7 d BT, B4R o PR A XY F I &
HrlEnt i, ET2MATEHRM ARG T RERE
FAALEE B2 R B 20 0 4 2% A 58 1 5 IR M), 2 Rk 24






EFXERKFEEIR 2009 £% 34 5% 38 (Journal of Chongging Medical University 2009. Vol.34 No.3 ) — 307 —

AR B &S 0253-3626(2009)01-0307-03
DKV SR 2 D BUBEE S P B e

Ao RERF &
(E R EE R B B 5 — PR B B BRR R 400016)

[# E)B & Broskds3sie s N g7 250 2 /DRI B R A AT 171 R 2B 038 . 7 % :BARB/c. 129 .C3H/He] .C57 4 F
M R/NRAS 30 R, &5 R BIIRENL A, S2B0 4 4 40 *15 RS ERANHBRME BRI 3 W XHRE 4 41 *15 R ANRAR S 2
PIRZS LR, B T — 8 B 1) B B 45 5, T M S e 4L AG I B 28 JA BBl TLR7 32 4R A o 25 R . PUBNGH R/ BRFEL 24
7~10d E¥HIBERE LB R E X, 15 100%. TLR7 ZALEE &R/ DRNER K HERNA BB RE, 4
it BkE B ANT BB E #1A S BARB/c 129 . C3H/Hel \C57 f FR/MNR SRR E shE A, B—RplmiR it e R & , KL
FEA] RE S KRR ST R R A FIRY TLR7 Z A X,

[ R 8E1R IWKME SRR Toll BEZIK 7; KR

(FEBEBAEEH LS ]IRT58.71 [rEkdRIREG ] A (4e#5 B 12008-07-16

Establishment of alopecia animal model induced by imiquimod in multi-strain
mice
DU Jia, et al
{ Department of Dermoto—venereology ,the First Affiliated Hospital , Chongging Medical University)
[ Abstract ] Objectives: To establish a novel alopecia animal model in multi-strain mice. Methods : BARB/c mice, 129 mice, C57mice and
C3H/HeJ mice were purchased at the age of 6 to 8 weeks. 30 mice of each kind were divided into control and experimental groups
randomly. The control group were treated with vehicle alone. The experimental groups were treated with imiquimod cream with cotton swaps
for back skin 3 times a week. The existence of TLR7 on skin was examined by immunohistochemistry (IHC ). Results : Alopecia lesions

were observed in all the mice in experimental group, but mice in control group could not induce by imiquimod. The aggregation of TLR7

FEERE A 1201983 ), &, AL were observed in hair follicle. Conclusions: Imiquimod can
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stably induce non-inflammatory alopecia in BARB/c mice, 129

mice, C57mice and C3H/He] mice by activating TLR7.
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