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Fig1. The neurons in hypothalamic arcuate
nucleus of control rats (A,B) were significantly
more than those of MSG-treated rats (C,D). A,
C, x60; B, D, x378.
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Table 1,
15 rats/group.
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Effect of MSG treatment on baseline pain threshold and on 3 different analgesia,

Pain thresholds (mA) ¥+SD
Group
Baseline After ip morphine After acupuncture After stress
Control 0.23+0.11 0.9+0.5 0.6+0.5 0.5+0.3
MSG 0.21+0.09% 0.45£0,24%* 0.29+0.20%* 0.27+0.18%*

Compared with control * P>(.05, ** P<0.05
B,

T B & R

EDHET, " MSGAHARBRSKRE N
BATILEAABRY, BEF KR4k
(B 1), MSG 4k RINIERETTR &, BN
HREBHLE, XESXRMFFRESHER
—%. :

HEHBER 3 HAMYKE MSG A
KRENRAKRREFEFEBLER, ZMER
FKMEHEBZHNP>0.08)(F1).

ip S, MRAKRBRKBERARXO0.9
+0.5mA, T MSG 4% 0.45+0.24 mA
AL, ABEZER(P<0.06); 4HlE, X
BAR MSG AAXRHAERS B EFAR 0.6%
0.5mA % 0.29+0.20 mA, FEHMLL, FH
ABEH(P<0.08); ¥ f5, MSG 4 X
BRI 0.271£0.18 mA, I BIRTF A RBAHR
0.5+0.8 mA(P<0.08) (X 1)

1] #®

TP R R R R S s B iR =, A
B iatk, RNBBIHassE, XN
BERTREREREE. MSG gERZEEBEE
FTERSRKREBET Ik, HEIERELLET
BREHBBFHELTHE WP, KX B A
MSG BR SR ETE . KR RIE BRI,
XERMTERBRZ SR ZXEEREEE RIS
RS RVREAR—F, HHEHRIE
BHEEEEROESREMETAR S,

MSG B SHRERETE, QHEHAR R
BHABREE SHRELERCEZEER, KA
TERSKREBREAGHEABH—NERSE

. SRENTESRENE, ESTRES
P 22 7 BBL A 5 R W L A P PR SR AL 2 — (™,

TR, MSG K BB S %
HARME, XOTRERCELA—K. HAT
ERSRBE TR S 54 SRR k4
78, MEZS5NEERE EXTERSRE
TR R 2 B — P R O B .

JRi P B- A B BR % K IB- I Wk /A CTH g
BTAANBEEESE T T TERSRE®,
XEHZTERE SRR B- RSBy B %K. B-PY Rk
Bk, ACTH 544 J™. A MSG B i 5
REMATE, BN B-AuEkA ACTH #75
BRAED, FEIRARSEE, NEEBH
HR AR EE R SR AR, M
st ACTH,,, Bl S/KERE b & &K
Gt RS ER Y. ER TR, 4
. N HER R EGE R A R R BRI
LT SR A B-Tslh B i & /B-AHEik/
ACTH #aTRA4mEERBER BT
MSG AR ERBREFABREX—EE5R
I RRR S Halasz TTHESREX W
#ROMRD, BRSRERHE BT B
%/B-pyuERk/ACTH W T RALEEY & 7
TARERHT Bkt 0 R H /e,

TERSRESEEKFFES ROREN
BEBLEUY, A MSG B3R T BREME 7T 1
HYEERBEND, TEELS4HIEE
RESEOEL, B, BRGHR T E
o 5 4R M A T o 3 £ R O T B A

B F X B

1 Bk, RET. BEE, AT EEFER
1982 4F 3 H; 34(1):T1



2 Kizer JS, Nemeroff CB, Youngblood WW,
Pharmacol Rev 1977 Dec; 29 (4):301

32 W, XHEE, FEH. HHK. 1 OR.DE
T, MRl 1980 4E 9 Ay 26 (3):222

4 Bodnar JS, Abrams GM, Zimmerman EA,
Krieger DT, Nicholson G, Kizer IS. Neuro-
endocrinology 1980 May; 30 (5):280

5 Tsou K (48 X)), Jang CS (5kE4). Sci Sin
1964 Jul; 13 ¢7):1099

6 Watson ST, Akil H, Richard CW [, Barchas
ID. Nature 1978 Sep 21; 275 (5677):226 ]

7 Liotta AS, Loudes C, McKelvy JF, Krieger

DT. Proc Natl Acad Sci USA 1980 Apr; 77 (4):

Acta Pharmacologica Sinica

© 1880
8 Krieger DT, Liotta AS, Nicholson G, Kizer
JS. Nature 1979 Apr 5; 278 (5704):562
9 EENTAE. AFBFEHRE 198144 A512 (:104
10 Walker JM, Akil H, Watson SJ. Science 1980
Dec 125 210 (4475):1247

11 Palkovits M, Zaborszky L. Neural connec-

tions of the hypothalamus. In:Morgan PJ,
Panksepp J, eds. Handbook of the hypotha-
lamus, vol 1. 1st ed. NY : Marcel Dekker,
1979:379-509

12 Amir S, Amit Z, Life Sci 1979 Jan 29; 24 (5):
439

1983 Mar; 4 (1) : 14—16

EFFECTS OF NEONATAL ADMINISTRATION OF MONOSODIUM GLUTA-
MATE ON MORPHINE-, ACUPUNCTURE- AND STRESS-ANALGESIA

IN ADULT RATS

GUO Shi-yu, YIN Wei-ping, YIN Qi-zhang
(Laboratory of Electrophysiology, Suzhou Medical College, Suzhou 215007)

ABSTRACT Monosodium glutamate(MSG)
was given to neonatal rats from the pth d
after birth at a dose of 2g/kg qd x5d. 10%
NaCl was given as an iso—osmotic control.
The analgesic experiments were performed
105 d later. Pain thresholds were measur-
ed by tail stimulation-vocalization test.
It was found that hypothalamic ar-
cuate nucleus (HAN) neurons were dam-~
aged markedly by MSG. No significant dif-
ferences in the baseline pain thresholds
were seen between the MSG-treated group
(0.21+0.09 mA) and the control group
(0.23+0.11). After ip morphine 5 mg/kg,
acupuncture and stress, the pain thresh—
olds in the MSG-treated group increased

only to 0.45+0.24, 0.29+0.20 and 0,27+
0.18, respectively, which were significant-
ly lower than those of the control groups
(0.9+0.5,0.6+0.5 and 0.5+0.8, respec-
tively).

The results suggested that HAN play-
ed an important role in morphine anal-
gesia, acupuncture analgesia and stress
analgesia, as an endogenous analgesic
structure.
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