BEAERSE el 20104E9 A 5539 % 459 0

-E B

OCT SEVERFSE 0T AR M R T 4T 19 T B . E A2 4 Manesh SK, Darling CL, Fried D. Nondestructive assessment of dentin
Eﬁﬁﬁ OCT Kﬁ | 5]‘: 7,( E\%ﬁ% E"J # 3\%@{’ % EF‘ )I% TMR ﬁf demineralization using polarization — sensitive optical coherence tomo-
ot ARG T 15 10 2 BEOBR M D OCT 2% 5 15 1 f;"‘: Azp] - ;019;0( 2;’ ;0281; pton: J romed Mater
AT He, B P BB Rt RS S R EATAR I 5\ echi BT, Higham SM, Podoleanu GH et al. Use of optical coher-
3"1? :H] ,{E EE ?ZIKHF%/\ ﬂ:ﬁ‘ T4 /I\ﬂﬂé @L HﬂL I‘Eﬂ B B‘] ence tomography for assessment of dental caries: quantitative proce-
OCT Kl {8 1 A5 — A i & s il B 38 47 1 4 0% 1% dure. Journal of Oral Rehabilitation, 2001 ,28 ; 1092 — 1093
%%E/‘]Xd‘ﬁﬁ @ij ,H{)ﬂ*ﬁi‘é%%*ﬂﬁ%%@iﬂﬂ , ﬂ:téél: 6 Amaechi BT, Podoleanu A, Higham SM. Correlation of quantitative
light — induced fluorescence and optical coherence tomography applied
RBRAT 2 W IR for detection and quantification of early dental caries. Journal of Bio-
AWEFERL I OCT 38 Gg X AT 4 19 A [9] JBt 47 medical Optics,2003, 8(4) ;642 — 647

s ] P N AR 2 AR P B 0 I 4 A AR R AT 4 AR T TR WK R, . AL A TR T A A T R 5 10 R
S TG I 0P ¥ 0K (P B B I D £ 4 K T 4 . FRRHEAE A 2008 21 (1) 1858 - 1861
K, H i F kA4 OCT af WL & 1y if 18] o 8w )5 8 ARFT, XN Bkih Nd: YAG #0064 & FAL BT N F AT
24h, WNTIEW T OCT EA K 530 o AR 3 i 5 (4 BN T BB R0 . 1 R S BF 5T ,2004,20(6) 2570 - 573
- . e L O I, AR, BRI, SF. R 0 4 BUR IR BE R — %% CT it
HEJy, 8 7m OCT AE 7 AR R 60 J2 A2 5 v AT RS OF BT SLIIBE AT Gt AR 56 BV A o TR AL TR A S W
Y R FH T 5 . Fi.2009 ,13 (48) ;9413 — 9417

S &k 10 Manesh SK, Darling CL, Fried D. Polarization — sensitive optical co-

1 Sowa MG,Popescu DP, Werner J, et al. Precision of Raman depolari-
zation and optical attenuation measurements of sound tooth enamel. A-
nal Bioanal Chem,2007,387.1613 - 1619

2 Jones RS, Darling CL, Featherstone JDB, et al. Tmaging Artifi cial
Caries on the Occlusal Surfaces with Polarization — Sensitive Optical
Coherence Tomography. Caries Res, 2006,40:81 -89

3 Fried D, Xie J,Shafi S. Imaging caries lesions and lesion progression
with polarization sensitive optical coherence tomography. Journal of

Biomedical Optics, 2002,7(4) :618 —627

herence tomography for the nondestructive assessment of the remineral-
ization of dentin. J Biomed Opt, 2009,14(4) .:044002 -1 -6
Amaechi BT, Podoleanu AG, Komarov G,ei al. Quantification of root
caries using optical coherence tomography and microradiography: a
correlational study. Oral Health Prev Dent,2004;2(4) :377 - 382
(W Fe 2010 —02 -26)
(f&r] 2010 - 06 —24)

salusin — o {4 H #X P& 10 JE 471 0 B 3%

&

g

#

A

2

S
b
M
S

O OE BB B MRNELS T ERD salusin — o B9 PO A ON KOHHLH o FTik HEPE SD ORI S0 R I A
BHEMRR LT 1. 0g/kg BREE, A TS, R SIIK HIKIEE , B8 T oo A Ao Horp 25 BB ATL 43 S o B2 [ 00 g = 32 4 A
i W ( artificial cerebrospinal fluid, aCSF) ,n =4] ,salusin — «100pmol Z{ (n =7) ,200pmol £ (n =7) .400pmol 4 (n=7) ., 4%
JE MR B R ARG, HA 25 RKRBCOF TS TR 24, BE AL 5 9 %) B2 aCSF + salusin — o 41 (n=4) N - JE -D - X
14 Z MR (NMDA) SZ IR 5505 MK - 801 + salusin — o 21 (n =7) (Y R Rk — S0k U5 1 (eNOS) I N© - A 26 - L - K5 (e !
i (L - NAME) + salusin — o 20 (n =7) \y = &3 T R (GABA ) 52 (4 BH Wi 77 17 42 41 P9 ( Bic) + salusin — o 2 (n =7) o 5853 3 ] i
4525 MK - 801 ZEBH T , 10min Ji5 i 1L ~F A2 7523 5000 ki % 8 5 salusin — o, WER 45 25 J KB EFLC R4, &R MG
% VE 4t salusin — a100pmol (45257 :99 + 1 1lmmHg L4255 :83 = 13mmHg, P <0.05)200pmol (%5 257 :99 + 17mmHg L4 2 )5 .87
+21mmHg, P <0.05) 5 400pmol (45 2577 :91 +9mmHg V%2455 :85 = 12mmHg, P <0.05) , 4 X & salusin — o 35 5 AI% JBR i A BRI

A E R AR 4 I (30700266 ) 5 Bk VG4 T2 T ¥ B35 H (06E0S )

PR AL 730000 H A 22N K58 — B B A2 R (A& JR2E) ;730030 H A 22 M 458 — B A IR (IR = (B 2) ;710068
B VG A8 WG 2 % 2 B i F) BORF A (423 0)

HIREE B %%, P54 : zhourong0204 @ sina. com ;& B | B, T {5 4fi : lu73free@ yahoo. com. cn

.39 .



J Med Res,Sep 2010, Vol.39 No.9

R AFLREAC 6 TE 5 W6 0 5 T 55 95 B B9 aCSF XF IR K RO Lo I 5 0 9 R 7 2k 3 f 1. 0 G 5 07 2 B MK - 801
(0. 5pmol) L = NAME( 1. 15pmol) 5 Bic (0. 3nmol ) 457 86 Wi i % 1 1 salusin — o 74 B9 B 1L 405 (P >0..05) . #6i8 UI
ST salusin - o 5 35 WA IRIA BLAO UL FE 000 % VE 8 salusin — oo B 8 FE R F T AR 23 it NMDA NO 5y — % 36 T 3 B
e

E3 3

salusin —a KB FH ME OF

The Mechanisms of Hypotension Induced by Central salusin — o. Zhou Jing,Li Xiaoyun, Li Haoxu, Zhou Rong, Lu Yan. Department of
Emergency, First Hospital of Lanzhou University , Gansu 730000 , China

Abstract Objective To study the central cardiovascular effects of salusin — a by injection of salusin — « into lateral cerebral ven-
tricle (LCV) in anesthetic and artificially respiratory rats. Methods Fifty anesthetized, paralyzed male SD rats were employed in present
study. Twenty five of them were randomized into control group (aCSF, n =4), salusin — a 100pmol group (n =7), salusin — « 200pmol
group (n=7), and salusin — a 400pmol group (n=7). Salusin -« (100, 200 or 400pmol) or aCSF was injected into LCV to observe
their central cardiovascular effects of central salusin — «. Another twenty five rats, MK =801 (n=7), L - NAME (n=7), Bic (n=7)
or aCSF (n =4) were prior applied into LCV of rats 10min before salusin — o (200pmol) was injected. Results LCV injection of salusin
— a produced a significant decrease in BP, but had no significant influence on HR of rats. LCV injection of aCSF didn’t alter BP or HR
in anesthetized rats. The hypotension induced by LCV injection of salusin — a was not significantly inhibited by pretreatment with central

application of MK - 801, L - NAME or Bic. Conclusion LCV injection of salusin — a produces hypotension of rats, which is not partly

mediated by NMDA, NO or GABA.
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Exploitation of Radiotelemetric Temperature Gradient Apparatus and its Function Characterization Virification.
Yonglu, Shen Ziling, Sun Bing. Department of Physiology, Chengdu Medical College, Sichuan 610083, China
Abstract

Feng Jun, Li Xin, Yang

Objective

To produce radiotelemetric temperature gradient apparatus and verify its function characterization. Methods

By applying the principle of behavioral thermoregulatory responses, we developed a radiotelemetric temperature gradient apparatus. The
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