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Abstract: The purpose of the paper is to study the expression of cannabinoid receptors on immune cells and
the possible effects on systemic lupus erythematosus (SLE), and to study the mechanism of the development
and progression of autoimmune diseases (AID). SLE is a common systemic autoimmune disease caused by the
immune dysfunction and overacting. Recent studies have shown that cannabinoid receptors are expressed on the
surface of immune cells and that the combination of cannabinoids with cannabinoid receptors (CB1 and CB2) on
the surface of immune cells may have immunosuppressive function and then play the role of immune regulation
and affect the process of autoimmune diseases.
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MAEA RGNS T HRAE RN, FREI NI RIRER
A RETEABE S 5 G 2G5,

HRHE P UEPE KRR 2R R 40 7T e HL A S i 5 1R
L AEmASE & IAMEM: ROt mT e A e
REPIHIAERT, sk, ZEshPrilae i & Mz sh Xt
KIKRREA BRI 2k, KL BA RIE
FHEL S AR IR B A X B G 1 g Mg
IRYT AR

FER PR SN T B 5 s KRR 28 38 o 44~
FER LA AR . BT,
JOBETE , B0 A0 R - R AR R = A L KOs T
FIVETYME (Tregs )

3.2.1 KRERFAFML

WFoE s, ARFEFIEGAEAT] LIS S22 2505
SN TR EL 20 A B IR EL 20 At . A A 22 R0 20 it yd
ALCHP100. #kEVREAIMIU937IYIE T, 5h
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WE/REBAAE . — 5T £ A O-THCHE
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AW EI, A9-THCH] LI iFoxp3+ TregZii L[
i, 1EJJE A (concanavalin A, ConA ) 5
AT RIERI R, A O-THCAEMS I 155 Treg 2 i K
TR N Con AT S 7= A RO A K 7, DA T D842 I
B, X R Tregdi i 5 HADTANMARTH, W HE
XF A 9-THCIE SR AN T-HAa HrbE™ >,
33

H AT i A TIE 52 AT 30 3 KRR A2 AR 9% R SR 1)
VERI IR B0 R G BRE S TR P I H Y, (H
C AR R INIRRR I BT PR A R A A
B GuRE N (A PR RGBT . 2R P
PRAE 55) T REAFAERURIA T AR I 1 o KRR F
GaEN BRI FE IR T VE A2 B 106 T,
I RO SE AL AT AR J LR IR

W BRI 11 2 93 i PR 2 S 88 R e %) H B IR B
AR S8 N, SRS R A T, B
FERW T IRTHCIAY /N R AT S Ry TR
(IFN-v ) . TNFHIFN-12fJmRNAZEL™, THC
TRYTIRBH L T IR S A DR AT 00 AT = e
5 2

AR EN, RIREIRIT 2R RGBT &
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( Rheumatoid arthritis, RA ) A 1= 201 o

AUEERIT, IR RIRER RGN FIEZ 51
JA PR E AR, AR T R AR AR v Y
CB 1A G 1o HOG 24 Ay M o 28 IR T5  4100 1 4 FH >R
A3 R A B TR KRR R AE A RT3 3 I3z
LR,

Z R PEMEALIE ( Multiple Sclerosis, MS) J&HT
IRELZH LA T 0 SR 28 R G 1 18 M b 22 R E
PE B Geie v RERT B o R BRAIK B SE gk A
BRI ERESER (EAE ) BT SCIRIE L AR
FAZIRENH A8-THC, A9-THCHIRELELE I 2k
P CACRESE . PRAE SR A 1Y A me s ™ R
JEO, ABH U & R EA BRI SIS A 9
THCHIKINR ZE SZ AR B WINS52 1245 BE G fff A
SRR MR B, HEDE AT GBI AL X CB1AICB2
TR B BB IR 1R A

PRS2 SRR, KRR X R RS —
ERTEVER, I ETREXT—2 [ S8 AIRYT
BOR . RGEMELLBOARIAE 1Y) A0 PT g2 F Tk L 40 A
A, AR RERN A BYURER, BT RRZ
PRBBh AT REXT S e AT e EA S, R
T AL L 20 e oy e Az B, > B B bk
A, WATEEXSSLEIRBRGY AR . H A A Wy
T BFEHRE , HEATIZ07 ) RIS AT e A0 &R
GEMELLBEARIE I RIG T BAT I R (B R 45
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