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The research development of K*-Cl cotransporter 2 in neuropathic pain

ZHANG Jian-Qing, NIU Qin, CHEN Ying, OUYANG Jie, SI Yong-Yu*
(Department of Anesthesiology, The Second Affiliated Hospital of Kunming Medical University, Kunming 650106, China)

Abstract: The incidence of neuropathic pain is high, and the pathogenesis is complex, and the current treatment
regimens are not effective, which seriously affects the quality of life of patients. A growing number of studies have
shown that K'-Cl cotransporter 2 (KCC2) maintains intracellular low chlorine levels by transporting intracellular
potassium and chloride ions together to the outside of the cell, which is the core of hyperpolarization inhibition of
signal transduction. A decrease in the expression or activity of KCC2 will lead to an increase in intracellular
chloride ion concentration, depolarization of neurons, an elevation in the excitability of the nervous system, and the
occurrence of NP. Investigating the action mechanism of KCC2 is beneficial for comprehending the etiology,
prophylaxis, and management of neuropathic pain. In this review, we will discuss the structure and function of
KCC2 and its associated mechanisms that govern neuropathic pain, with the aim of offering novel insights into the
prevention and treatment of this condition.
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I A0 ] fih 2 g L KR . NP 2 R 2 AH EL/E
Mg R, nEA A A DI ReRERG, RS, AR
MR AL fERG S, E PR E N AEERE, SXE
ThEAM S RPUE A B EFXF NP G 7 7 72
FEARKRIREE BRI, AReAaEMmHE A
RN P K BT T 7 1 B NP (7B A HL i 9F

TERHTNETT % . BRI 2 T U e fE
1SS ECRATIMHI AN 2 H R, y- J I TR
(y-aminobutyrate, GABA) F1H % & % 2 fis (1) 401 i) 1
FH 9k 55 AT N- F R -D- R & 2R % #& (N-methyl-D-

WisBHA: 2024-10-22; 1&EIHHA: 2024-11-28
EEWMB: =BT - B BRI N H B
FEEEA ET(202101AY070001-149, 202201 AY070001-
125); = F A BHL T EERERE 7215 H (202401 AT-
070024)

*B{51E%: E-mail: siyongyu@kmmu.edu.cn



664 AR

374

aspartic acid receptor, NMDAR) 75 {44455 /& NP )%
HHLH Y, AR TRAENGERFENHET,
5VF 2 A AR, SIS 4ERRAE M E R DhRe A
A AR R A R e A, S i
(1) AT PHPIR A I 23 5 0 #0 28 TC 1) D% A 1 AN M A
BE. 4MAAMEE FEERERZE, MEiTm
Memy G G RR, M BRE L, MaTniE e AfE
TR, R, HBITITHREE FEEREE 2
W, #ha e m R gs, M RET &, e
TCIE AL SRE I RIK. TEMAE RS, HET -
B THE A1 1K (cation-chloride cotransporters, CCCs)
RABETREMNFEZFEEDZ —. CCCs XA
EANIZEN, ARG RIEEN -1 Na-K'-Cl’
cotransporter 1, NKCC1) Fl4f - & ) [F] ¥ iz 55 [ 2
(K'-CI” cotransporter 2, KCC2) #& - E ] CCCs, NKCCI
BT ST ETIEEEAN, KCC2 ¥l
FL N S A S 1 — i s B M 4, SRR
A TRE LMY 52 2%
A NKCCI A EL, KCC2 R AAH WA R4
R, RHERIAHE S1E SRR L, A
Z MM A RGBT A, £ NP KA
RIEFEF R IEETEM B H AT LR KCC2
2GR TR IR, (E3ET K& HACR B DI R
AUFFL, JFR B KCC2 [ 25 el iR & 17717 KCC2
PIEIT FBOHESI M & RGEWRIRIT IR & . AL
MZE T BB KCC2 A A B IRe, &kHZ
54 NP A RALE, B A2 NP (TR AR d7
SR ptHr L

1 KCC2HE5Ih8E

KCC Z i #5 KCCl. KCC2. KCC3 il KCC4,
Hrh KCC2 H Slel2a5 FER9wts, H 12 4545 R
SRR N ORI C R4k Y, N K & KCC2
NIRRT AT, 1 C KuhtF KCC2 [ fiifa e P
FXREEY, HRIEAGHEREFM, TE2a6T
MLER. KM R . Mg, /N DA RO BE S A
Z R, KCC2 AMMAFEIER, R KCC2a il KCC2b,
N KGR ZE R T ZH IRE 2 5%, 1R85 1,
KCC2a 1) N A uii & 40 MEAH AR, Hia
T Ste20 MK E AR - WERE QB
Mgai G, XApEif 2R T KCC2a fl KCC2b
D BEANF] « KCC2a 75 ¥ 5 A0 i Tl 8 ZAE H,
RS S MR i & & AAT O, T KCC2b JU 3 47 37
5 y- FHE T R Be AR 4 o0 2 AR A B AR AL 1 T e A

A U, Uvarov 25 U R 7R B, 7887 A /I R A A Aol
ZRGH, WM N KCC2 EAMLER Y,
HAoAaRE AL ;. REE S, KCC2b o i
FKCC2 WA, HIBEr Rt 5 aREMmTIHEEH
K, HEEN G y- FHE TREEME IR G LR
FH D47 Al (0 T R A 12

TER XA R G, 26K 22 B0 40 ) 1 2 fil
JEH GABA 3, HARHHZERNS. GABA nJLME
TP sz 4k {25 73 %248 (GABA,R. GABAR)
FUEAR S 52 4k (GABALZR). GABA,R #ll GABAR
PR A S TEREIEIE, GABA 5H4 65,
EEMEERAE T, BRI, s
fill J5 HR 4 T ) M A PE . GABAGR 3d G 5 A 18 Bk
WO S S S R B T IE R, BT ) S
TIEE I, RS . KCC2 @it K &
BT E AR A TR S IR, i
% GABA,R /3 [ = fil A& 33 . GABA 7E A i #4 4f
LI — R A TR LR, R RGP TN
FTH NKCC1 RIAF =y, 4HHE Py &0 73 L4 e
4hEr, GABA 5 GABA,R 454, it BB RE T,
AE AN, ML R IE A R . A
PTG KCC2 FRIAIIN, TE 44 & PRI &
BTIREZ, GABA BU& GABA,R, S(EFiEEH
R, SR N, 2 RS A A A o P A
GABA 15 28 70 P AR g ] 1k o 3ot g 1

2 KCC25%MZ ARG RmHEX

WL R, KCC2 13R85 iG M PR 5 £ Fhoaf
Z0 BV O AR O, e 1, AIOBORE M Rett
LR OAE US| = R S, Slel2a5 KR 9w S KCC2,
Slc12a5 5 [F 58748 5 3UF B T AL B RS B DA A2 9
R R AL, KCC2 fE A& o EE &S T
HEH BTG, AR L GABA I H &R At 1%
R ¥ & 2 B E ] . KCC2 3T 4k 35 505 1 1)
ABAR AN P, A PR3 fish 00 o) 3k A P 470 ¥ S B A
6, Sle12a5 WS SCISA% 23 51k 5 7 THI 1) 1) 3
— &5 KCC2 iz B [ 1E 4 M 2% 1 1Y) IR kA
SENL, DAKARH BB A1 . R FHKCC2 ¥
B AVETEE R, TR KCC2 NSRS FHE
H, PRGN R KCC2 31k BRI 14 5 [ h g
K B, R & 5 BN AT - 0SP890
Stodberg &5 PV W FCIRIE T 4 G A R
RAE B LIAEAERAYE Slel2a5 SR RAS, %E R
BRI KCC2 M A R IR, KCC2 /v T
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B TR Sh RE 22 1. Kahle 25 PV B 78 JRAIE 5,
R R M A T T R % 5 Slel2as BRI AR 3%
Prael %5 P R1E T —Fh KCC2 H 3 AL Bsh7), &l
PUAG M A0 28 70 - 1 28 58 I 440 4 5% % 0 110 9 0
FEE . KCC2 (1) B M0IE & o] LA 2K 8 R
ZIIMETE T RO RF SRS, RIS D T /N RO
A T P KCC2 MR IEAR 2 5 AR
%5 5 9=, Haratizadeh &5 Y 5 97 3F 52, KCC2 #&
15 S R DIOMORE R B G B R 2, AN oK (2 4040 g
Az R AT LB KCC2 B8 4 IR R BN 175 5 1A AU
KRR AT N 2EARAE 5 %0 703842 H 40K AR 41 4
J Al RN H At — 65 X6 KCC2 T T4 it 1y 5
A T R TR AICHORE ) 37 )7 1%: . Bertoni 28 ) il i
PIMURE S R AL AIE 52 Magel2™ ™ SR /N BRL 411 LY
GABAergic & B FHIIEIR, X5 KCC2 MR k1%
WA Q. T BT VA SR AR 7™ 2R R P B2 1 S /N B )i
I A R 202, I BB A IIOMUE 1S R s 1 22
JUERITINME . Rett LA E & —Fh A 2 #5212 8K
ME 2 WL AR, B X et fd b [ B R
H CpG 45 &4 H 2 (MeCP2) 845 5| 2 i M #1425
SR INERS . Rett ZEAMEEBEERAE B IEHKE
1, B J5 K0 Zh B8R Ab I H B ATMRE AT Ay« Tang %5 9
WFFRAE S0 2 701 ) KCC2 & MeCP2 i) 4 N Jip ik
[RIFLAR . M Rett ZEAIEBE MBS 2R T A0 10
TR N ZRA 4 0 RBLH KCC2 FRIA ) B 2 8k,
MM FE GABA Tjjfig A% 75 S 1 e 4 4R . 7
MeCP2 fBfEHZE eIt Rk KCC2 7] LA R GABA
ThEeHRE, ] KCC2 7F Rett Z54 1 Hh & 4% B A
Fo WU A& — Pl ek B R s 2 1B AT
PRI, SRV AE 2 SUIR A RTAR DG 48 0 18 2% R
1T 33 AT HEE S A I B g ).
SRS B L 2R I HR U 0 1Y) 2 ) R AZ sk
B, UL R WIS sh ThAE %A . Dargaei &5 7 B 5t
R 5 L W A A /N BRI ) R NKCC1 2k 3 i,
KCC2 RIAFFAR, BRI tH L2 (R 12 A 22 2] fig
71 N BE. NKCC1 #7547 S Ath JE (136 97 7T LA 2%
ZZARAE AN R A IFCAZ AN 22 2 B S0 AT NSARE I
TR 25 ERTIR, TRAIRF KCC2 MI/EF LT
Z TR 22 ZR G5 (V6 TT H BRI 1Y) JEL I AR SRS

3 KCC2RIARMEZEUSSHAREERER
MEES %R
3.1 KCC25NP

JGEAE S A% AR T D A ME A AR R 225

A P P, A0 55 SRR 2 4 P RT 08 55 HhoRK
AN DIRE, PP AE LR RN, FEHE T %
B, TR RO AR BRI, 4T KCC2 3R
LB GABA I Z R 216/ 315 S im ik
MR =40 g R R P52, KCC2 iz 0 A6 T AR
MERG, KEFFREY], RSN EHER0 )5,
MZ G KCC2 FRIEHI AL B, SHRpEE T
W, GABAR UGG, HIAEHZM TSR
BT WRER RN FEAE TN, sha g 2k,
GABA,R KAENMEVERN, GABA GEZHH], ML
RGPATPETE R, TR R G A A 2 ) ) R4
FETH AT R, 51 T NP. KCC2 IThEER £ 1S
SR, SMEES . TR B R
I [ 9 hE 516 B9 NP J& T4 5 48 D) re i,
A0 R e D e RSG5 B a4 on KCC2 N ifIHT
KA, XRHT KCC2 RBW/D FHAE Tz
i, TSGR TS T R AL, X8 KCC2 %
KB R REAE NP R AR (B) K Ak O
fEF, KCC2 R S5 NP, [Ah, i KCC2
FILBEEAN T GABA RE L 4MH] 0] fE & 25/ NP [
HRTB

TSR EERE B Fe b, AR AT 3,
RRETEZERE P R RS R YL g o Y
Hi 258 KB T RO S A PO A s g BT
PRI 0 2 M g B SR 2 R R AL 1 NP W FE Y 5
KCC2 [FRIEFMCA K. (HRAEELES T KR
NP B8, EFPREA TR, FHEE M KCC2
FIBIFFAR KA RN, X RE H T A F KA
(1) NP 1R I A7 CEAS [R (g B AR B Al . 0646, )
2 RAESE KCC2 fEF #4454 (spinal nerve ligation,
SNL) 1 3%k # P # £ 51 14 (spared nerve injury, SNI)
S A R R 1 DK BRUASE Y 1) NP K e v O 44 (R L (1)
e B

Coull 25 PV 11 kR8T NP 548815 M % 2 40
Mo KCC2 N IFHGHE « 4R &4 5, KCC2
WEIE T, AREE AREME TN RS TIRE
B, SETREEWIN, GABA, ZAARBUE 15
T EMA, XL T NP ). fE
IEH R A, FIHZ Y EL siRNA BH K s KCC2
Rk, FR T KEIHUMIR . Knabl 25 B4
W, BMEFEZ 5, HURDA 2% i tEak 77,
DRl I 3 55 5 8 GABA Bt £8 4% 166 1 fig 22 )i 4% JA
B 51 AR L 8. ] GABAR SRR
NN RIEATRE R R ], BT o2 F1(EL) o3
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A GABA R K& W01 2540 W] LR 28 11 9%
NP, MWiAL =458 R E R A R B
HEMREIEH . IR TE AL 51 B 22 B
#h4y, Price 25 ¥ 1 Payne 25 B 57 K I, KCC2
EBRME A, DNERMPEERIER
PR, AR E AT ) RIE >, HAE NP B
R RIEELHEA . Hik, X+ KCC2 7£ NP
o FH RORIE 72 2 SREE T BT A LA S N #R22 TT

AR, WFFEE AEAN R R o ORI ] B 4 2 452473
SENP (1) 3h P45 B oW 5% B S 56 2 0 1) B Y
R0 [ B R 5 T R g% kA B Y KCC2 mRNA
FIEE AR IE R M. Gagnon %5 ™7 Gk Hy—Flm DARE
A0 N & B IR E L&) ——CLP257, %Ak
AT SIS A S AR 2415 G2 B B RS 1 1 R
SRR, TR R KCC2 MR, B FTiEsL
CLP257 AJ LA 3gt % i 22 1% 95 K B, o KCC2 T,
[ B 9 2 NP oK B 1Y) 98 o e B8 S V. CLP257 A7 B
YER—FE BB A R 254, HT i AGeIT) iz
[PIFp 2 RGP R IR . BF NN, KCC2 HRIE T
W B AL 5 B KCC2 (& e R %, Tl hE &
NP {7 A H VIR, H A2 K LH] K

RAEKCC2 R IA T 5 NP BIAH G, 280,

KCC2 {3 1% i 38 sl i 45 7 5 5 NP {98 2 A 15 38
Z MBI FURAESE .
3.2 BDNF-TrkB5KCC2

o 5 #2278 F7 R -F- (brain-derived neurotrophic
factor, BDNF) Z&1& N & & & £ 15 7% K ¥, BDNF
HIT 5 R 5 I B A244 (tyrosine kinase receptor
B, TrkB) 454 &K HFAEH, 7tk s BDNF-TrkB-KCC2
EEEES NP RAEREY, HAOhLE N
BDNF i (78 M fl 22 0 KCC2 HIRIEFEMG, A
M2 BOR R0 T B2 B N & o], 2Em 5l
IR . HEAR H ATX T BDNF-TrkB {5 5 i 6 1 75
KCC2 FE NI A E 4 B, (52 T ¢ o,
PR T AR B B IO 1 E B, HAS /A5
MEHFIE B LB TV B (CaMIKIV). B IR 1h 35 i 1%
i e S oA 45 4 B (p-CREB) I R A4 2 i 41
1554548 1/2 (p-ERK1/2) 7€ BDNF-TrkB 3 #% 2%
B I N W A KCC2 R34 N 1 rp ke 5 B4 7,
Ferrini 25 B2 7 05 75 S (19 o 3o 50/ GRS o 11
WEFER I, /N5 240 B MR 5244 P2X AR [ 145 B
“FiHIE 4 (purinergic receptor P2X ligand gated ion channel
4, P2X4) f&—Fh ATP |19 PH & FiBiE 2k, HERE
AL 5 WA PIRE T AR ERA K, ATP BUE /N

20 bR P2X4 2 {4 J5 {23t BDNF %, BDNF &
TrkB 2 A 45 &, 514 KCC2 Fif, ko8 #f &
TGP A I, A BE /D IR 5T 4 i 3+ 4 T ) P2X4-
BDNF-KCC2 3 i 2 ™ £ AN 5 1 1 EBELS ) 175 10
I T 9 o A R ST BE AN . Zhao 45 B I T
TN 604 B WL AL, GE 52 T BDNF-TrkB-KCC2
A % A AT M5 450477 51 Ak B e R R R AR
M FH PTG TrkB Ry S VA 77 K-252a 300 8% 7l
15 5 B ERE TS A KCC2 1R BRI & T i i 41
LIS ARG T, AT 22 NP 75 AR i 2215 1 4
4451457 (chronic constriction injury of the sciatic nerve,
CCI) 5 3 111 NP ) Py 2L oy, Zarei 45 B B 50 R I,
CCI ‘FE T H #6715 /1 BDNF [ Rk 38 m, /N Fi4i
Jidte, KCC2 fl GABA,R K& T, M40
A5k P /I8 P2 J5 40 6 3 A 410 ) 750 K A 3K AT 400 i) BDNF
235 88 N A KCC2. GABA,R ik T [%, iX % B
KCC2 %3k T [ 5 NP [ R 4 6. Jia % ™ i 51
KI, = - EEEF (trifluoro-icaritin, ICTF) 7] B4
I o7 MBI 20 AR SZ 7 (a7nAChR) A T [ X
i 1 BDNF-TrkB-KCC2 {5 5 £ 5 1 411 1 > 411 ]
AN AN L0, R BRI AR A 45 1) (SN 5
IR PEFLIR, 2 7T R i R B ICTF /] fig g —
Tl 2 IR I 258 . Hu 25 PO 70 AL 4 4843
kPR (spared nerve injury, SNI) AR Fh 7RIS IE
Tizas R, WEAE RN T 40/ 5 ) BDNF-TrkB
W2 S HM AT KCC2 N, FESNI/MR R
PIR. Ma % B 45 Hi BDNF 1] 005 6 56 15 /1 oh i 28
T8 B3 12 ZEH: I, 1 9 KCC2 I Bk A R R 10 KT
TEFEVEG 5 KCC2 52 R IER < [ 1A BAEH,
HEMERE KCC2 iz =B, e/ A #h & 453L
(spinal nerve ligation, SNL) /& 5 K NP w1, [H W
TrkB fE % 10 5% 4 22 45149 175 K 1) KCC2 2 R M KF
Thime —LeRpPR AR 259 T BLE MR NP AT 8 551208
BT 5%, Shi % BV R o S0 B (HP) A58 AL 1
FT %] (electroacupuncture, EA) J& 75 7] LLid it BDNF-
TrkB $ i KCC2 ik Rk M) & a4 A%, mr Wl 4¢3
HP #78K BUA RETS f1 BDNF Al TrkB BEER (LK I
W, JEFERE KCC2 Rk R, 1% 70 1UESE EA i
413 BDNF-TrkB i@ #% b1 [ #6H f KCC2 [R5,
BB fR T NP, X 5EHREANH LR —
o 5K 75055 IR AT AN E 4 R R U
(repetitive transcranial magnetic stimulation, rTMS) X}
NP BEHY K BRI B SE M A, «TMS AT LUl 4]
/IS J R 4 3 4, BHL BT P2X4-BDNF-KCC2 i #,
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B N 4 P2X4 52 {4 1 BDNF %%, # I i§ KCC2.
GABA R £ [ 1k K 9 /b /N Jis Jo3 248 i — 44 22 G [)
() 5015 B AU, AT R FE IR TT NP BIFE R o [FFEH,
Gao 25 ) th1 %31 10 Hz rTMS 7] DA% SCT K BRI
FEARRAS, XATGEIAN T KCC2 |AM L, HE
1 SCI J&7 Bl rTMS Y697 7T e 2 B3 B8 3 = IR0 97 20
Liao £ '3 i #1550 FF 38 288 75 (LIFU) %} L4-
L5 75 B [ i 2 52475 (PNI) K A B NP Al KCC2
FIEWE W K B, LIFU w] DU it 18 s 581 f o
276 KCC2 RIE KA M PNL KR NP 174,
X A] fiE 5 LIFU #14] CaMKIV-KCC2 3 B [ S
5. BDNF 3| #1450 1) TrkB {5 5 3 2 4 A Jy 72 R
8 KCC2 fo 8 3t F5 5 18 i, 8 I 30 /08 e Joia 41 i
FE51EE P2X4R BIH0E, filk BDNF M /N 5t 4 i
{1 & i ; P2X4R-BDNF-TrkB-KCC2 2% B¢ )2 N T i
KCC2 3Rk, SEME uE S ToMERE 1B,
M GABA I (52 HZ BRI/ S EH
IR . XA AR MR N
M TR PR TG B D B IR OB IR R AR R R
K, NARFBE VAR NP $2 At IR AT o
33 GEREHZAESKCC2

NMDA #Z{A (N-methyl-D-aspartic acid receptor)
BN N- H 3L -D- KA %k (NMDAR), 2%
REPHEENMN S T HAERZIE, ZHE.
W FOWE 145, FESMETR RS T, ENEE
BoAn, EMAERGRE ML TR BT S K
FEAER 2 whaifin 2 580 NMDAR F%s3 i
FEVESE S, SEEEFRAGREN, BASET
TR PE PRI N, S AR R A R B IS T, S
AR KCC2 HAKMIIH], HEEriREk
e i R B S N, R4S R A S KCC2 1)
C K uig 2 fif 1 KCC2 R I& N, FEIEHIH] KCC2
SRR IA 1, Zhou 25 ) K B SNL K KA 6 7
i NMDAR Fikihn, KCC2 £ikfFK, ¥HNAT
NMDAR #% $i 7] AP-5 1] ¥ i KCC2 % ik ) Bf (K,
[F R B, A BE TS M85 5 BF mRNA /KB & &
T, R N g TR B ] SRR
I, T ASE FH 8 2 g ) R AT A KCC2 B K
BTt EUERT L, ANEAPEIRGRT, BB TSI
) NMDAR ] S0s 58 8, 0 045 2 1 gt 1
KA KCC2, FEARE TARA KM, RAkdHI1EH
OGS, MR B R 1) & 2 . Huang 25
IR FLIESE T KCC2 it NMDAR L4 28 Y A
TR fik 24 YR S %) g X ) £ 5 R R R

KCC2 IR 4058 028-1 ( LLRTFR A5 181 W5 )
1 5 R O Ay P A TR R 4R T R ) O kTN R Ak S
NMDAR i %, ifi B, ¥ #f KCC2 i) 1 028-1
I NMDAR fil & B U N (B 1),

5- PR % (5-HT) fe o ML R By, X
GG, TR Z R E RN & =Re, &
— PR 2 0 . Aby %5 I I 8
AR 47 A = AT NP 34 10 5-HT T 4T 38 B8,
7S T PR Y I 2R U O VA T AN A LA
DL A0 B0 B RE TS M I R 48 4% 5-HT & TR
Hiw, 238 RKIX — e B4R v i 0 =08 il
I (PR TR A T AT . TERP AR 1)
Y, HTEBEE TR, RN TSR
AT G . I A U T AR IR 1 mT DAk
5 5-HT &0 AT 36|, FEAEAS 5-HT F 4% HL
I 7 RE 05 X NP f= A BUR R . 5- RO K 2A 2
A (5-HT,,R) CL7E £ Fh NP S4B R vh g AiE s 5
Hymmity, BABURMEM, BUE 5-HT,R v LA
L KCC2 ik, WE WM. Bos 25 ) f
FR I, 5-HT,\R XF 5-HT HIHOE vl 88 AL B 56 is
) #1280 1) A PR O A S R AL, 30 AN PR R
KCC2 3Rk, Mk 5K BR800 5 1 v U 14
PRk e e, Ak, @R BE ) S-HT,.R _Eif
KCC2 fJRik, 1E KA B FRAESENIME RS
PG T B T E G YT RN . Sanchez 25 ) 1f 5% %t
EL T 5 BE4514 (spinal cord injury, SCI) /3% NP Fil
SNI /1 F 1 NP, K LS N 73 4 5-HT,, R 5 7 M
577 TCB-2 REW 22 i SCT K R 38 i #5204
RE 2% fit SNT K L%/, BN{E SNI KRG 8815 /4
KCC2 ikt us A 1 . F ARG K 1w & 9% 0
(surgically-induced neuropathic pain, SNPP) ;& — ¥
SEVEIRIR, FRELME NP & S8 — e BT M A,
1M Yang £ " #1385 SNPP {9k BB RIESZ, #54
VST TCB-2 A4 200G KCC2 #ik, BEZR CCI
K BRI AU FD A4 ot 3k B8, B 938 3R B TCB-2
531 KCC2 FR0E P RE 2 I8 0% K AP &R AT AR
(Rt — Pk R, X R R R AT a1 AR Jd D i R
ARG A0 M IR AR T AN IR AT MR . T 5T
G 57 e 0 S R AT e 5 40 J w2 4 40 sh A R DA R
NS 2 A DG, (AR LU IR 2 5-HT,,R
5 S M 0E 77 TCB-2 W] A % 1 i A i 15 £ KCC2
(PRI

R — A AR VE R, HAE Tl
A G A AR H 2K (AR) AL (A, Ajas
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( memErEs

E1 KCC2FIABE|NENPLE

Ay B A R TIN A HEM S, FEmMEE
5% 5 DL R AN M AL AN B, TR AR R
ARG IR A B R N T ERER A . REAEIA
RNEEIE A R A, SRR R PG R R,
BATHIE T RO 52 BIAS KO 1 B @A A A BR o 3
Sk Ay 52 AR B4 B A I R AT P A U,
Ay R AR (ASAR) B0E 8 1 B IRCE RE SE 3 A0
B Ui 24 As 1, i I B I3 2 fe AN 25
IR R AR AL HE T RE R, A RE BRI
fil, > T SRR AR, 1 HJE 30 A AR AL
AN 2 AR A 2 AR ZN P IR o U, A2 {2
iE B R A2 M S E A 2 b 7. Ford 4 Y AIE g
AAR WA AE MG 5 2R 34 NP A v B A R
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