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Abstract: Non-steroidal anti-inflammatory drugs ( NSAIDs) are widely applied in the treatment of inflammation,
fever and for pain relief based on its efficacy in anti-inflammatory, anti-rheumatic, analgesic, antipyretic, and anti-
coagulation. Moreover, the relationship between NSAIDs and immune cells is quite important since. NSAIDs can
negatively regulate B cell proliferation via inhibiting prostaglandin ( PG) , improve the imbalance of Th1/Th2 and
immunologic derangement caused by Th17 differentiation, inhibit release of TNF-a by macrophages and decrease
the level of tumor necrosis factor (TNF) -a, influence inflammation via controlling other inflammatory cytokines. In
addition, the mechanism may be concerned with several signal pathways including PGE2 receptor 2 ( PGE2-EP2) ,
5-hydroxytryptamine (5-HT) , glucagon-like peptide-2 ( GLP-2) and nuclear factor kappa-B-interleukin-6- signal
transducer and activator of transcription 3 ( NF-kB-IL-6-STAT3). Thus, it is necessary to further investigate the
regulation and mechanism of NSAIDs on various immunocytes, potentially provide a new strategy to optimize im-
mune funtions under trauma and disease.
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Ak £ 7R HT R 7 ( non-steroidal anti-inflammatory
drugs ,NSAIDs ) J&—ZAN & HRZE PR 25, B
PURGe UK | 1R GB PFTBE ML AR, )2 0
TGRSR R RR . W TR I REER L2
13 o3 2 T LRI S 088 1 46 3 1) B L5 A
HR M AR T R 3 T B, B
NSAIDs HSR R IFAHRE . Ik, IRA T it NSAIDs
X% S G B AR M ) I A T B CHILRD , 5 A B T A
JH NSAIDs B i A A2 JE LIRS g e, 29
PRIGYT SR AENE I 1 (B S LA FUH SR

1 NSAIDs 5&Z 8RN X R

1.1 NSAIDs %K 1EH

W FH A9 NSAIDs 2 3 X} 2, it 22 3% B |, B =] T
A WS IR S 2 A 9% 25 45 I PR L) i e
R RINFNZE i 25 P KRG IT o NSAIDs [ Fh 25 ]
S R R IV 25 NP R 2, FLAE A WL o
464 VU 45 BiR (arachidonic acid, AA) H 3R 5 AL
(cyclooxygenase, COX) 43 4, M1y BH W7 i 41 it 3%
( prostaglandin, PG) i-& B&., 2 T 0 il £ 4 DA 5 1
WY TESRE RS PGE2 FE R A0 i P AR
(g —Fp I IPEN BT, 25 ARR g 8T .
TN et l e L B b 71 e S v N
2 Ko e R 2 2 X COX/ G 48 i 10 40 3 4 A2 4
FHE BE AT G Sk BA S0 Bl A1 o) 500 | B 42t AR i 4 I 000 1)
) B HIR T, RIS NSAIDs X 1 A COX i
(COX-1) 1 2 8 COX i ( COX-2) BIAEFHIAIA], ml ¥y
HArh 4 25 k86 coX-1 #p4isn AR coxX
5] cOX-2 i 500 A B e B vE cOX-2 il
Fl. YEHT COX 4 NSAIDs $i¢ Hi Ak 25 45 44 43 25 7]
I RRTRIE IHTR ISR, f£58 NSAIDs X} &
P KN B9 A RGR T AR IR T H 5 S i COX-2
AT, AN R SR IR X 45 44 1 i COX-1 1Y
Pl

NSAIDs U1JE FEEFH] | 569 5 e 45 T e 5527 il
COX-2 Witk RAFPURGAE T X9 M S B P eI 7
RO G, EAS B SOR A /0N AEECAE FH G 4 e ) L o
TYRWEAES Y3 40 %645 NSAIDs F 4 FH W] 38 AL
NN R 7B 1= e A A 4 1 W R S TEE N IN
AAE FIEANE K R B0 ah2E R URR
Aol MRnE JETE FERR A B 5% B E K

A TH AR HEY I ) RF 7 285 JE K L 45 DA ) 2 1R 4 L 2
SN, LA SR AR I AR 2 R P R T
YERI . 3 A0, i PR b T % 2 5 g < 30 ol P 58 4
NSAID i 233 0 IUREFE 4 | A 0h e J G I R feff
2R

1.2 NSAIDs 5%%

KR A AR NSAIDs 7] 5 [ Btk T 41
(helper T cell, Th)-17/¥ 754 T 4} (regulatory T
cell, Treg) KA, F2HE & TP R 1 L8, g/
RYERL, FBUNMASE N IRFCFIZREIE T 7] WK
s PERLANMIR T kAh  NSAIDs ZEFH FIR YT K
MM R KRR G 58 S5 S BE PR I & B,
P2 J5 053 F8 25 BN 25 W) AN 52 01 AR R U
N, FEEUUZ IRFIRRE R 3 DBURHE G A W IGE
SEAR . T3 Ah TR IR R ] S0 S 20 T 2
Mo/ 2 (interleukin, IL)-1B IL-6 1 95 51 € A ¥
(tumor necrosis factor, TNF) -« s , WD KGR M
FT % (rtheumatoid arthritis, RA) & W IR IL-1B .
IL-6 FI TNF-o (7K F-, S35 PY BEAE 5 il 5 2 K&
AR R 2R 5 5 X T kL0 AN NK 20 e
PETNRE R SE M, G045 02 H AR W27 D Be i A A
K 93/ T 3 LA S e T RE Y T R4, Al L,
NSAIDs SRBEIIRER Al 43,

g P D e AL D RE R M5 L, it
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L SR AE O A TR, AN TR R R S i
RAGHVE R B A R, COX-2 2R Z 4 4n il b
I EERIA e e rE COX-2 4|30 m] DL i 41 i
HgE iR A2 M A I AE A B RTINS R 240 B 0 T A
Mf 2P S e . Rf S COX-2 il ) BE 1
Hn 4 M 3= v 40 M 4 Ak BE ( cluster of differentiation
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munoglobulin G, TgG) 54T dsDNA TR #5Pt L ik
PG MMHIFER™ . A B e e IR 567 &
BE R PCEL FEYI R AR EE LY R 20 ne/LY) i
B T IR AR A ST B PGEL 7K, [ik%h
SRHER , NSAIDs Al XS PG A6 520 B 41 A 1)
Uifie. NSAIDs 5K FUKFHEC T, RRfE 3 — i
RN G TN B, BH Lk 1 22 R i 1 e B s e A%
TR A B, DI 67 1) 45 B 200 L 384 4, {663 95 5 AN o]
FIRA AT EGE R D, R FOR AR S
Wyal fff ifn 2% Ui B OB EE 2F IR AT % 28 1Y Wk R T
13% ~50% , (AN Z34 i NSAIDs A BRI,
2.2 NSAIDs iF#= T 408

FEHE LS [ By e 5 R Y Rz R T BB S R
o 1 NSAIDs M HZ WA 73697, (A B2 N Th2
YR TR A 98 R, GRR PR B2 % (atopic dermatitis,
AD) JR#E H NSAIDs 119 /)N R R 80 B 2. 1% AD
PR INE RN INEE | B2 i Th2 77 2R/ TL-4 KP4
1o, M TeE AKCETHE Y TEIR T 8 KGR SC T 4
Hi NSAIDs 5 35 3% 1 S W B A (8 vl BE 3% Thi/
Th2 Hefl g K Th17 4R 546 B0 G e 2000, A
1M R ERIT IR T R PEA, AL TRk 5 5
FEVE B W RE NS T JR A0 S I A P T2 10-6
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HRBT R MPTEs de ) SOk N A 8w, £F
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2L 7/ I ek Nkt ol i O gt e 1 i e o e
AR AF i R G BT A0 A M A s gt
NSAIDs A5 S I CD4"/ SUIR Sk 35 5 I 1 % 16 il
51 3 (forkhead box P3, Foxp3) FH: Treg W/, MM
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XPCAC RN A FIFAE B2 A8 FLAT B e 3 i A
1 f 2 T BE, B 1 NSAIDs 5 S B9 T 18 5 40 g
5 T
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NSAIDs &% il F 5 240 g 50 16 TNF-o, 45 i
LA 5 M A ST A 3 D RN R G, A T O 4% M i

K JREIERE S A BT AR R A ] G A 1) G
il K7 PGE2, B PR M2 Y L m4n i i 5546 b
Je R G A A S5 R IR I A8 A 8, 38 TT IR T Treg
iR P DG I 40 L 05 VR A 0 o) 400 1 9
Xof P P 4 A MO R R LT DA BRI 45 T ZE R A
(0.24 mg/kg) Ji, AT I 2 V8l /0 15 10 240 322 31, eI
COX-2 HI PGE2 7K, DTl & 1% S B, 249 2 B
RS 4 d /Y RO N 22 i, s /5 R
NSAIDs A3 it s 200 408 1] 9ok 2 R Bl A 8 o 2 4%
Perm T AT, R EE B ST S AR g
H 73 A 5 O 1% T A s A B B i
Y4 FH ¢ B WE 40 B ( tumor associated macrophages ,
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3 NSAIDs if#= & 4R ALH

3.1 NSAIDs 5 PGE2-EP2 {5 Si&%

PG TE45 H 68 0 A b B v R 4% T H AR
Mo TEFTA PG ZAKT AT PGE2 521K 2( PGE2 re-
ceptor 2, PGE2-EP2) {5 S iR 2 HAF G, 16 AD 1Y
JAIT I NSAIDs Al i FA B W20 il ( keratinocyte
KC) 18 PGE2-EP2 {5 7 i A2 M 58 S Ak Th2 S5 Jif
U FHUR T E KC AR RS2 2 (protease-
activated receptor 2, PAR2) A T Jiff M A & Jo ok £ 41
e B & (thymic stromal lymphopoietin, TSLP ) Y3
B, NTTRZ WA B2 JEk Th2 S Beni %, 73 5h, PGE2-EP2
Al R CXCL1 AERIR 51 & b 20
JLIE RS R, IR e M A R | Bl ke 2 i
KA MRS, i H, PGE2-EP2 3£ 5 TNF-o 3 [Fl
TR/ RPN ¥ 1L-6 1R IE, T BOR M O
W0 JERIRANM T, PGE2-EP2 {5 5 TNF-o
PHRIEGE #% P F kB (nuclear factor kappa-B, NF-«kB)
AR RS COX-2 RIS IR R i e & 1
2 ( prostaglandin-endoperoxide synthase 2, PTGS2)
TEPI R A S R ek 2
3.2 NSAIDs 5 5-HT 5S5i&%&

NSAIDs FEIVE I AT BE 5 1R + 48 it ,
T3 B0 P r 200 L 0 I 5 40 55 B 3 200 L RE L £
R, HEH IR, i 552 (O 52 1k
4 (5-hydroxytryptamine receptor 4, 5-HTR4 ) ##)j55| 7]
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Wt 5-52 0 1% ( 5-hydroxytryptamine , 5-HT) 15 5 i&
12, 0 Bl 22 S A 28 B i 2 1 AH B ( acetylcholine ,
ACh) VEHIT S 20 5 | K eI g R4, I 325 3
PRAPTHALE R/

3.3 NSAIDs 5 GLP-2 5 Si&#&

Ji7m PR AR T F) k2 M T 2% IR A T 2R A JIK-2 ( gluca-
gon-like peptide-2, GLP-2) AJ LABH - NSAIDs &l 1E
VM & R o L AnoR IR T il faoss, B an
DA SCHERE WY L A0 M TE N T8 28k SO AR T B
L A0 o345 T T8 6 AR 48, R A HERR B A 4
SEANM AR o S5 B B2 b BRI I L 20 R ik
PR GLP-2 FIREJEIAYT NSAIDs RIVEHI BT £ i
MO . BN, 3R FFA3 3257 it GLP-2
RS L AR GLP-2, SR J5 0% GLP-2 3Z 4k
PR I TN RIOR B 46 W ik R Sk 73 6 DA
T T NSAIDs AN R R 75 S 1 e 2
3.4 NSAIDs 5 NF-kB-IL-6-STAT3 {5 5i& 1%

K-80003 & —Fi > i T NSAIDs #5bkib 5o i
FY LR X 324K  (truncated Retinoid X receptor-al-
pha, tRXRa ) P85 57, 1T #0] NF-kB-1L-6-15 5 1% S
NG SEPTE R 3 (signal transducer and activator of
transcription 3, STAT3) 15 5 21K, 52 M 5 I 40 At 1)
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