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The dual role of IFN-y in cerebral ischemia
LI Mi-Ya"?, CHEN Yue'?, LAN Ping"’, ZHANG Wen-Xin"?, HE Zhi"**

(1 Third-Grade Pharmacological Laboratory on Traditional Chinese Medicine, State Administration of Traditional
Chinese Medicine, China Three Gorges University, Yichang 443002, China; 2 Basic Medical College,
China Three Gorges University, Yichang 443002, China)

Abstract: Interferon gamma (IFN-y) is a cytokine with multiple biological effects, involved in innate and acquired
immunity in vivo. Recent studies have found that IFN-y is closely related to the pathophysiological process of
cerebral ischemia. IFN-y not only mediates inflammatory responses, damages the blood-brain barrier, promotes T
cell and NK cell infiltration during the early stage of cerebral ischemia through various processes, but also play a
neuroprotective role by promoting nerve regeneration and recruiting CD169 macrophages to infiltrate the brain
parenchyma during cerebral ischemic recovery. In addition, IFN-y also plays a different role in cerebral ischemia
complications: promoting the onset of early post-stroke depression and preventing stroke-associated pneumonia.
This article focuses on the dual role of IFN-y in cerebral ischemia and its clinical research progress to provide
research basis for prevention and treatment of cerebral ischemia.
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2K, & TFN-y£E ik i A 5 XA 1515

P Jeg A TR ) 2 D Re A DR K e . AR
P77 TFNs 1 FZEE BP A, FEZ A FER
B SERFNEAL T, TFNs 2 A =FhEA .
I %Y IFNs £ 4% IFN-a.. IFN-B. IFN-o. IFN-k. IFN-g,
IFN-{. IFN-t. IFN-3. IFN-v; II Y IFNs A% M — i
i IFN-y ; II Y IFNs B IFN-A1. IFN-A2. IFN-A3
A IFN-24Y,

IR TFN's £ tofe 1L P A 3 452475 A0 DR £ LB A
FA o T TFNs {55 W0 5 f ik v et 1 i 2 o
(acute ischemic stroke, AIS) )% 4k . JE4RE, i@
ik R e Bk B A FH B o e A< BEL BT T Y TFN's 52
(IFNARI) M5 55 5, 0l ek 4 oG e 1M 5 7 44 22 432
5 U R, TFN-B 78 Mol 1 22 1 S 36 a0 1) /s e
40 i (microglia, MG) Ji 46 40 fiL 32 7 DL J2 ¢
JEA B (40 TNF-a, IL-1B. IL-6, CCL2. MMP9) Al
BB 4 TR IA R AE M ARy 4 A MY, T A TFNs
F2 BEAE AT 25 B G 1) AR o 3 S S R A5 A
F, AE G Sk o b i AR T H AT R T AT, TFN-y & —
ol LA AT e B SOE Th BB I R A R 7 12 £
IEFAEFRET, AL R IFN-y (XA /DB RIL,
MAE MR A AR L4547 5, 0E T 20 FT NK 2
2303 Wb K B TFN-y, IFN-y 540 152k 456k
FEAER ™. HRTRT 70 R I IFN-y 25 [0 1 fr) 93 22
AEFEERE . AE TFN-y B PRk e 1 7k AP R Hh 3 ik
[4]%€ (permanent-middle cerebral artery occlusion, P-MCAO)
B /NER A, BRI IR ST AR AR T R G T, T 45
iR mE M. AR, AAMRERN, KAREN
IFN-y 7] £ /& £% 185 1 4 22 - 41 i (neural stem cells,
NSCs) [ URe, (R HABZ AL, JlE s 4
Ja WA U AT 74 T R IFN-y Sk (58 R
A e 5 [ Y Ah 5% F TFN-y 78 i sk if 77 1 T 75

a2 40 TEN-y FIG5HE . SR, 15 555 LR,
L A A TEN-y 5 fil i ML m 2 e 22 4 0 A e 22
POREAE L] o

1 yFIEHL

1.1 yFIRRHLEH

IFN-y /& i IFNG ZEH 4atS & B i, AT A
12 Sk (12q24.1) E, 1 143 DEILFRAH K,
X TR EA N 17 kD" BHAWEMER
TEN-y & AN A8 7] (1) B A DL AR S A0 T K45 & 4Rk
R Rk, WA Bk DU AT 7 RHES,
AR — A B 1 N K5 55— BRI C Rt .
FAHARE 6 > o HEALK, 43 HIbRiE N AL By C.
D. EMIF, F g5 3E 454k 1 C wig X I3AH 1% .
AR ST [ C i R A i A A B, 1% B
AR R Rk B, HKEGB TR
IFN-y %} H 5% {& (interferon gamma receptor, IFNGR)
FISER T, KERIEPDRK Arg'®-Lys-Arg-Ser'™ 75 45
%t IFNGR 324k R b e 5 e A U7 TFN-y
[RIAEEAS A b #A PIAS N- BEIEAL AL 55 ——Asn™ Al
Asn”, fEEREAFERETY, BIERHLL L KPE
S B, P2 A =R TR E S BN 17, 20
F 25 kDa [ IFN-y MEHE, 3837 J: (1) A XS 7 o &=
EpE AR B AR B Y, B IEAL IR AL TFN-y )
W PE, TR AT PH R b AR (TR RE AR . TFN-y 1) C K
i X 25 5 52 B R UK RS2, 24 TFN-y #ibE 54k
i, M C R XIS u b s, ity H sz
ARG, B0 T IFN=y 76 Ml b i 28, 4
K7 HAE A R 1D,
1.2 yFIRZRARIFEMEXESER

IFN-y 7E [E 45 6o 5 FH R 15 G 928 40 i 52 30 41 38

9]

Ak
Ei]
/_‘.\”,,h‘. A —

Arg!?®-Lys-Arg-Ser!3?

[E1 IFN-yH9 =4 SR E54i s ]
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JErEA, EE R CDA” fiEhYE T 408 1 (THDY A
CDS8" 4lijifu 7 t4: T 40 (CTL)?" Fil 4 4R 5445 (NK) 41
F P2 k. ERA T 40 (NKT)™. B 46 g 29
1 W 41 P ) 2% 78 4 5 4% 1 R AR AT 72 AR TFN-y,
5] i) 22 Fh 48 Mo 5] f (IL-12. IL-15. IL-18. IL-21.
IL-23.IL-27) B FH BAE BL45 6 nT DL T i
NK 407742 IEN-y", T %Y IFNs Al TFN-y [ 1E 2 15
[] ¢ UONCAE JORE PR, TFN-=y 0] DL B4 5t 5
YHiL (APC) 73 Wh B 22 1 IL-12,  M\TTT B0 IFN-y
FIr=A4 ) ] LGS IFN-y £k,

IFN-y i i 5 3 /& IFNGR 45 & K5 H 4
RN TFNGR B 2% JIK 55 4H Ak - T 4 Wi B
(IFNGR1) filfftJ& %% (IFNGR2)®". TFNGR # II 254H
LR 7 32 AR KI5t AE L B A S 2 (1) 48 il
LM (AL RSN ) EKik. IFNGRI 2574 90
kDa, 1137 5HcALE &, IFNGR2 £ 62 kDa, 1
SRICAR 5 2 AR S5 A SRR D), IX PR g% K BE AT 2
IFN-y 15 SALIE T b T (). TFN-y 25 &Ml A9
I3 AH SR I A5 5 am B, L b A i 7Y 1Y) J2 Janus P

(JAK)/ &5 % S A B0E R 7 (STAT) il (JAK-
® @® ©

CTL4EH
\&!ﬂﬂﬂ‘ NKHES

TH14858

IFNGR2.

STAT)*". IFNGR 5 IFN-y 45 & 30% T iiifs 5# S
4y JAK1 F1JAK2, J546HT JAKT F1 JAK2 f§ STAT1
[R5 701 fr B BRIk AE (Tyr701) BERR AL, Tk STATI1
R —RIEE G, 2 REE BRI,
i 5N B R 31 X P B IEN-y 3 A6 A7 A1
(GAS) &4y, M JE 2 IFN 5 5 5 7 (ISG) % 31
i IFN-yP7, M 4% R i R 3 k. Bk Bk &
#t JAK-STAT 15 5@ #% #h, IFN-y &% S HAhdE 4
HE MK, 35 PIBK-AKT™, MAPK Fl NF-«B™,
PI3K-AKT 3 % ) 3803% A it /2 TFN-y 25 diL i 4%
STAT1 FE /MG AL T b 5 1) B R L& € TFN-y
Z5Z M5 5@ K, (HiX)LFE5EEE IFN-y it
S SN I BARBLRIIANIE R, e R e —
HEE AR (B 2).

2 IFN-yHIEH A
FN-y {64 P9 A 2 B 20050, 5 U 6
P AR R TR AR 1, 08 S5 s O,

Bk RERE AL S5 AL AR I A o ) R A R AR R 1
FEYEAT e FE o, IFN-y WOE BV i L A A

"9 D
Hftn

’—1
)

'”}(5‘
Ll A A 80 (,
xxxxxxxx

IENGR2

sTAT-®

TAT-1 |

C L omss TR O mm . BR

&2 IFN-yHISRIRE X HEZBMJAK-STAT{S 518
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WOR W AE F1, (EHE B B Mk, HE5E, WI{E
APC R [ MHC-II 2873 F [ Rk 8 i, 34 5 Ho bt
JE $E R A8 J1. IFN-y i& w] b i 40 fo 18] 26 B 2 7 -1
(ICAM-1) ik, 58 CTL 400 i A0 B2 78
HE A7 238 4 B 1), TFN-y il i 5 S L4 20 23 40 i
FEAE PR R R R A, PR R,
WREE S MHC 20 F LPLR IR R, BuE CTL 41
SRR R BRI PUR B, AN T R 0 B BLAAR )
PisE P, psh, IFN-y i A HUHE1EH, IFN-y |
BT AR R — LA (NO) B B4 i) 20 i
YHTE A Y, R AT RS Ak R A A2 A e b 41
BT 146 2k I 2 400 ) 400 M 9 40 B Y. IFNy
IFNGR &4 0E A PURRHER ISG, &AL
IR AR RS RE A BY, DL R A B R AN B Y
Wik - VR BRI TS R AN e 1) B ERRII R
JEIE R, IFN-y R IEGTMIR AL M8 i X E AR F
GRS, TFN-y ] VR A F % S B 25 WA T
AN A (A RE , 3 e 400 A L A R R 4T e
2455 BT 5 S R i AR TORIERAE B eE T
1B K g 4 g B Sk AR bR HE R . BR T B
JAFFPESL, R SERR T R, TFN=y {2 3 i 1)
A KRNV, 5 B TEN-y 3@ i I 32 1 B T 32 4k
(CXCR4) FRik¥s s T4 fu Lo o BT R 2%
P B R Ak P T4 A B PR B B R TF Ny 1
e 5 R BEA O, IRIRE TFN-y {2 it iy 41 i
A, TEREE IFN-y /] S8R g i igiE 9 78
Je ek PR Fi R L P /s BRABE AL Y, TFN-y mRNA 3214 B
SR, R AL SR MG A MG R IR
FST I 2T 7 -1 ARF-1) 774, 55— 4
L E & B (NOS) mRNA RiE, KIEMEREIER,
T = v 2H 28 0 1

3 IFN-y SBN%R

Tt 1L i 26 o EE 5 A MCAO A5 78 /) R4 i
444, TFN-y mRNA [ % ik ETH ™%, 7F TFN-y
SR MCAO/ Fi#ERE (MCAO/reperfusion, MCAO/
R) BRI b, BB ZEAAR AR D, SRE SN IR
INFCAR 22 O KR PG, MR RAT R or B
3 B AR 98 % B, TFN-y F1 NSCs Bt 4 18 H,
A AR I3 o e 0L X 4 8 4 AP, 8 G i 52 S Ak
R RE A1 1 IR s g FAR B, IFN-y 76 i
I R IER S A 2RO EAER, Mt
MU 3 B9 Je A T JOE IR 4505 of o o e {2 sk
v B oL L3 T 4 AT NK iR e = AN 5 5 e

TRIPHLE P R AR & FE A L (gt i sk ik &2
W CD169 Mgt ML= PN J7 T (18] 3).
3.1 IFN-y7E NSRRI E R A 1E

F it i & AE I, T 20 M AT NK 40 B gt 3805 340
WK HE TFN-y, IFN-y S0 152k 85 & R
SAantfER, HaTRERINLHIAHFELLT 3 Fh.
300 S FRRAER

TER SR I A 5, IZH2UE FE R R S AL RIA 2
SFEMAE T ARG EAE T, OE N N R e v A
PERNL, bR BAEMY . RPN T
AL T A R BRI B B P A, 5 RE SN ]
WO, RS JSRE BN N 2 e i $53 49 RO R E B
MG #2& X 1 £ R i (central nervous system, CNS)
HR R BE BN T, S D) S ML PR B ) AR
b, Z54:F CNS fad. £ CNS KE LY,
MG 1 575 BRAE T 40 BRI s 0T o 2 23 453 40 5 0
RAFME ML W E A . RS MG
(A= 5 T e S Fo i R AR B R 7 Ak IR -, mT
WAy M1 RV M2 R A8, M1 R B H A&
YEH, HAENEZ B¥ (lipopolysaccharide, LPS). K%L
M. BEYD . AR A IFN-y KIER T, Al
AR R AU T (40 TNF-o., IL-6, IL-12, IL-1p 2§ )
SR (a1 &, kel
HEVE 4R (reactive oxygen species, ROS) Fllif5 54—
A A & & I (inducible nitric oxide synthase, iNOS),
AN 5 3 5 B P 988 S B2, B o 40 23 451 4% 5 M2
FAMAE IL-4, IL-13 AIL-10 BAER T, 74t
R T, v 2 B MEE AL EFE T
( BLFE i I3 20 PRI ok 275 7R K 1+ GDINF A i 5
P A KK BDNF), il 5B 400 OB, A A
ARy ER M,

IFN-y {E 9 —Fi g R K1, 3l i A 3 RE S
7 AIS Rk ¥ 1545 1F . Dordoe %5 ™ 1 5t &% B,
7E MCAO/R /)N ERBE RS A, 0] fiog = ¥ 5 155 771 = TFN-y
(500 ng) AT 2 /N BRI AEAE AR, HG 5% TNF-a.
IL-1B S5 472 2 A0 M I (R 3R 0K, I =38 2 Al ik it 1)
Bekats, 252 ™ B LPS/IFN-y JL[EHI# MG, ff
ootk M1 A, PRAfR 8 R F- TNF-o, IL-1B. IL-6
&, %5 INOS #ik. Vergara &5 PO 5T KL, AE
MCAO KA, TFN-y FIA 38 -2 12 MG [
M1 RAIFAL, I SORE S S, T A 3 A ke i 34
J P, BRI IFN-y B0 MG RN
M1 A, o EE oG 5 I J P 98 0 SR, A ok A% B
R, INEPHZE DRt .
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[E13 TFN-y7E Bk i o B S E A R ALH

JAK-STAT1 {5 5@ 2 MBHA FE 5K FH
HERREZ —, SHEMMNE. EEHE. 21k,
Bafhi . VTSR EY IR, RIS T 90 S8
P 2B A R B TR ORI, S JAKU/STAT J#
P B 0% (12 J4E A S I PR 9 40 007 O R T R 8 RO
YT, AL edifn . TFN=y % S JAK-STAT1
B9 BB RME KRN EE R — ™, WK
TPERIEM Z AT, WHES HE R G &
SRAEF AR A S 1 R i B WA EOR,
£ MCAO K BB AL A, fixi 458 BE Ji) [ [X 35 1) TFN-y
FE ik 1N I BOE JAK/STAT {5 S %, 5 e s i
] K i 2 2 TFN=y, JAK1., p-STATI LA J¢ IL-6 ik
FhiEr, IL-10 Sk FEAK, M A0 B SE 7R FURD #1222
IhREBRBAREE I B8 i ™ AA W R R,
IFN-y 15 1) JAK/STAT1 JB#% % R ii7 JAK1.p-STATI
FIEFEAL, (24 ML 7] M2 #4k, {23t & 1
IL-4, IL-10 PL Je Ak 2 K H - B (TGF-B) [ 3Rk,
IR R MRS, DGE A ThEE B

PLEIESEFR A, TFN-y AT DOl 0E JAK/STATI
F5IEESE MG RIEIAL, 38658 00 6 00 28 M R
N, RIFANEFEAE .

3.2 i IR B

I % 5% & (blood-brain barrier, BBB) 3= % H i
UL N JZ 40 (brain microvascular endothelial cells,
BMECs). JH 4. 2 JE B 5T 20 A A 5 i 15 2H At
BBB ] DA 5 i 5 R0 b 4E 2R3 18] i 5 3 ik, 4
CNS W B Ase, HuR T30 8 & 83 1,
HE T 5 A sk i 4547 ©7 BT & 0 BBB IS 1
5520 i B & e 45 44 (tight junctions, TIs) B 5¢. TJs
& HHAH A A B 5S4 2 3 st 4 e 1) 95 B 1 40 b ik
AR R B, AT BMECs [A] ¥, H4g5 k=
H1 P& & A (Claudin) K. & & (Occludin) %
e, EBEFM T JAM). M5 5 5 A Z0s (ZO-
1. ZO-2 f1 ZO-3) K%+ WIBhE A (Actin) 21 42
LM R EAL S D BB ERMEAR
SERE . AR IE KA ER S TTs SEREPEAE G,
FEHRFZm TIs B R E G R A, AT 232 BBB
FEE M. 295, Tls B, S%( BBB
fekERg ©,

Li % ™V W5 R W, (6 B v 4 e, IFN-y
it A Actin MELAE ZO-1. claudin-5 7€ TJs &b
SEAL, FECTIs AL JH Bl Actin KA A, (H5%
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AR E A S S YMAIR, 3 BBB HEE M,
HE—P N i A

Yt 3 D 324K (VDR) 12 Sk 1L J5 1) MG/ LR
Y1 B SRR G, 0 e 4 R RN AR b ik O,
Cui 25 " W Fe R L, {E VDR F DR 4 1 M e 1 45
R, MG/ BRI AL 71 5 % TNF-a A1 IFN-y, Il
PR [N, R E P R 41 R (EC) 3 T £ s 1b A
T CXCL10, #3F BBB, i ] o 452 473 F1 2 i P 1
T T A0 =5 9 S TFN=y $5 5077, AT BERAIC IFN-y (3R,
FERE NP2 K ¥ IL-10 (1 3R3%, FK BBB [fiEE 14,
W, B NGEM AR .

3.1.3 kAR i T 40 B ATNK 40 iz i

FESR P AR R, BRI PR 0 A
FAZ AN, NK 20 B T 20 i 25 A1 A e 7% 41 i 2
) 281 o SR L DX S R TR REAR O 3 7, R TT
FET-FI BBB 36, @M S5 . IFN-y 55
5 M -10 (interferon gamma-induced protein 10, IP-10)
& CXC FSBab R 7 FE I B EL AR, S Ik A 7%
SN EE AR bR, LEMN R R B R IE, IRt
A1 A R A0 M S 4, 3k — 25 in o el ot e i A% Y

Zhang % R I, 7E p-MCAO #i %! i, NK
ST 952 1) 1) o 45 BE [X 35 [F] B TFN-y [ 38 38 Jn 5+ 78
SRS 12 h 18 B =K, & S 4 Iiae .
Seifert 25 ' W 7e %W, 7EAH 24~72 h HH], IFN-y
it E I EE S IP-10 fUE 4, KT 4R
NK 4 32 9 21 52 4 i X 34k, A6 H Rk Aoy i 5
Z 1] IFN-y , FEEWRYIH /MG 7 K& 1 1P-10,
A NE M PER G, SO R RN,
A AfFH IFN-y ORISR IFN-y (5555, {§
i IP-10 2 FRIA WD, LRI T 4 i 21 i A
FEERALHIIR I, BRI MCAO JEHAE/AF . Cui
2 R B MCAO 5 5 K, BEG f H TNF-a Al
IFN-y [ AR 980 s FE AE X 3841 B CD4™ T Al
CD8" T itk EL4H ffiZ i Pk Bl F CXCL10 &
ik, IR MGE RIS VDR 3 K A N B T
RE4E .

IR AR AR, AR AN R A R 5 B
IFN-y 7] Doid i 2 2F T 28 i A NK 48 s i 21 52 4
i X 3k, R IEM A E A .

3.2 IFN-y7EfNER I A& R IP1ER

i e I % AR INF, - TEN-y 2 #4442 5 1A F 1Y) [
B XORFEM AR E R, EARCR B L5 (2 13
25 T A I A G SR ifL Pk 1 CD169 W 41 A 1)

R

321 {RitMh&fE
ML T4 (neural stem cell, NSC) & —FhfE

W W5 HEA g e 4R, Rete e it
W IR G AR T AEREE . NSC i
SR LT SR A T B . sk R A S, K
A2 T A0 T B NSC 38 48 A FLiE #2 2 AT X
I, X LR A 1) NSC AL BB ORI 5245 1+ 22 4
ERE T 2D IO EE 1 — IR RE I
N, FEdER A ERE ., dbAh, eI BRI A i
EWIEEG > AR R BBB IR, Pk &
e i A A e 22 T g

IFN-y 811 NSC fif 52 S8 AL NI aE 77, 40
JH0 ) 55 43 WA BNE, B BR A T T RE,  $% NSC

MAEIEIT MRS . Zhang 25 " ER, £ MCAO ##
AIrf, IFN-y (50 ng) BEA NSC ¥A J7 35 2 (1 32F i S
X EH AT, fEoaEmilL, 57
MCAO K NSC B IEIT I RCH, Ik o508 i it
. MK (exosome, EXO) & — 2t 40 it B il 31 48
MIAMIGOR BIBRFE N, SR E A TR AR,
VENE BRI 55 53 W 0 2 5 1 1 I A A0 5 #0487
Z AT HE N, PR T T, SR SR 7E
F1 1%, SkUET NSC [ EXO 0] U i3k 52 451 o 2H 23 ()
DIRe RS, 3G AE A0 X #5160 NSC [ 74k, b
AL RO 5 RE, FRAR PR M T, R
MCAO/R /MR A i FRR AT B 7. Zhang 25 Y
BRI, 5 AL T4 EXO MLk, IFN-y
(50 ng) PN PR T 40 M 5 7= A2 1) EXO B4 T
MMM T, BN & o e, R MCAO
AR IR A

LR WF AR, K E 1 IFN-y 7] $& & #% 48
NSC fZhee, RfEHEEME, WA G
445 o
3.2.2 kSR MK 5 HHCD 169 | k40 i 12 i

ANTRI PSS 41 FE] 4 958 40 B i s I 25 B B
VAR . 7EREim ik & 1, BaA% B V4 i v
iR E MR SRS A NI TIRE, fet it & 26k
MR SE R, i o WA 4278 77 R - 7E M & I
EAEE . 5 DG Ak i 48 98hE S5 7 T R HE
YER ", Jik4 M (choroid plexus, CP) 24 4 % 4
0 E N6 R 1) B B AR, X ONS A2 25 A B
SR ZE X E B, CD169 3 Hy B A% I 4 (1
R WRE b R FRIE, HrTLORIEE CP, SR )51E
B CP 2 BB il PR SE T, (R 3E T #Z
REMIFeE T,
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Yao 2 Vi e R 0, e Bk % &, CP
ff) IFN-y/IFNGR {5 5 @it 4= CP #1112 #i7r +
(4R 721 1 (ICAMY). & A 5B 701 1
(VCAMI). B b A 7 C-X3-C- E: 5 4E 1 (CX3CL1))
Fik, BT CP th CD169 40 s Sk i 12 figi S
JRRE, R T e R MR E . #—P
WL, A HT IFN-y TR W IFN-y/ IFNGR {5
S5, A[RE{% CP o CX3CL1. ICAM-1 [ ik,
2 el b CP AT I P i 52 5 H CD169 g4 A
MR, FHIIA T e P R AEFITHRE R

IR R B, IFN-y/IFNGR 15 5 1E ik B 1 1%
55 BB 0 CP H CD169 [ Mk 24 Ff Xof 45 i, 24 i =iz
BRI, RIFPHE LRI ER o

4 TIFN-y5ixELnH & fE

IEN-y AAE i e of o R AR A, 72 HIF
RIEFHRFENEAEH, BAENEDT (K 4).
4.1 Rt RHIZEHEAMBL R

A J5 AR (post-stroke depression, PSD) 72 i
S IR OIL AR O RERS, RERR RN
27.5%~62.5%, FERFIE L RF L 1 48 IR T A
155, PSD K m HAE T RS 3 AN H N, el
358 0 o e i, 5 P HE T KU T

Wen 2 U7 Bt Stk ol i v 2 o S, BB
WM& IFN-y MG /K, 782 BB &I, b
% IFN-y K~F LT, PSD & AT . skmm ™

WEF B, SNERIEE AL, om 1A PSD
B HIA A L IFN-y RIEAKP TR, ZRBAS
TR (P <0.05), H IFN-y Rk K- 5481
2R AR, B IUKRMIBE D 0 7R, R
J& 72 h [ IFN-y /K°F 5 18 > H J5 i) PSD &3¢ ™,
IX LRI FE R W] IFN-y (1535 il Re (et 5401 PSD &
T3 T 9] PSD,  (HANRETHIAE ] PSD.

IFN-y 7£ 5 1§] PSD & i (I F HI H Bk R A0,
I H H A kAT m 0 s PRI 7T B AT AR B 1 Ry BR
PE: B, SLIOAS I 45 5 L3 TFN-y 7K R,
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