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HAE TED K& BEXE W kg™
(& SR oy it e st =, BB T R4 240, B 650500)

WE ARSI A GIE AT BT mILA E AR ARA A, AKLEQT0RE
34 4% )l & & (carboxyterminus of Hsp70 interacting protein, CHIPY1F A E3:Z & ik 486, R & & /i F42
H) 7 089 T2, T 5 #AK L & & (heat shock proteins, Hsps) K% 28 & & 47 & B P41, &
T R RRRES T AR ELZ G N EMET). §FCHPHREG, W RE
pS3(mutant-type p53, mutps3) $ 5 E R AMFFHAAK, £ Z MG . UL F IR 69K E L
s, RNFRFCHIPT T & & i 1 A4 25 0 WLkl B3 om A2 0 3o, T & & R Rt FdlAe %
Th o 84 B4 76 T PR TR A
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Research Progresses of Carboxyterminus of Hsp70 Interacting Protein
(CHIP), A key Factor in Keeping Cellular Proteostasis

Su Yongnan, Wang Yuling, Song Bin, DuanWenfang, YangFan, Zhang Jihong*

(Laboratory of Molecular Genetics of Aging & Tumor, Medical School, Kunming University of Science and Technology,
Kunming 650500, China)

Abstract The development of life activities within organisms is based on the maintenance of cellular
proteostasis. E3 ubiquitin ligase carboxyterminus of Hsp70 interacting proteinas (CHIP) is a key regulator in protein
quality control system, can maintain a balance between protein folding and its degradation by cooperation with the
heat shock proteins. Furthermore, CHIP can protect organisms from protein toxicity through the autophagy pathway
or by virtue of intrinsic chaperone activity. Owing to the target proteins of CHIP such as mutp53 are associated with
significant biological events even affect cancer, cardiovascular diseases and other diseases. Therefore, study the
mechanism for CHIP to regulate the cellular protein homeostasis and clarify the role of CHIP in the development of
various diseases, can provide a theoretical basis for prevention and treatment of protein metabolism disorder related
diseases.

Keywords  CHIP; Hsp70; Hsp90; ubiquitination; mutp53; tumor; Hsp90 inhibitor
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interacting protein, CHIP){E A # K 78 85 1 70(heat
shock protein 70 kDa, Hsp70)F1#K 52 & H 90(heat
shock protein 90 kDa, Hsp9O)HI A4 A 8 A, HfE
E3/E47Z 2B, W] I8 $iR oe B B S5 K
ECAR A I B R AR . VA R PR AR IR AR, A S Tau.s
mutp5355 8 [ (1047 8 S o fife -~ 168 1T 2 e 2 s ) idE A
T g5 BB [R] I, 1] B CHIPXT #E 8 (1 R 42 ML 1 &
59500 A BK 2R, 2 1T D B B AR 2R AL DGR
I VR IT PR AL R LR . AR SORE R IR CHIP Y B A
REPE R LR R (1, JFE E e HOR s S AL
AR B A By RE S S R . A R G ER
FRE. RERXR.

1 CHIPRY A I R ELE AR S

CHIP/2 — Fh 3 LE3/E4iz R IERLE X o TR
AN EA, B S EE R 2T ER
34.5 kDa, 30324 & 1R 5k J(aa)2H k. CHIPXE
ENL T 165 G i fkpl13 31X 4, HATAmRNAK & 2
760 bp, FLETAAMNE T B 64NN X, Bt 8y
VInT gt K R 23 14 aalf 8 B CHIPEE [, 34/1k
& 7 ¥l (tetratricopeptide repeats, TPR)& /S TPRAE
ISR 5 VR TR (1 500 BRI B 2 5L, Ballinger
PABITE 19994F DA B 14 fi2 7~ AR M 0 IEcDNA L
JE i 126 TPRAR 1 58 58 i oA I, & ICHIPA] 3 i
F1—1971aadh & 2 AR 70 [F] Y5 & [170(heat shock
cognate protein 70, Hsc70)#2 %4 5 540—6501 7/ aa, JF
RefiHspd0. Hsp7OXT 44 & ¢ M B 45 A S B Ay
Z, CHIPYE ATPRER H 5 58T 53 1 £ 4y H 145 DA
W&, 53 4h, B % Shigeo 4] PAF-20014F & HLCHIP
A DATEARAMNZ RAAS IR AR PE (1) 5% 6 K, CHIPIY)
E37Z FIEH M PE I 52 305Gk, M HE4Z RiEH
5 T 2 Imai [ BAF-20024F & BLCHIP AT {2 #EE3
12 2 IE B Parkiniz AL [F i Pael-R 5 015 2 58 1IF
CHIP# [ DA B = SRR R D g, 4k i
N-3fi FJTPRIX « H e [ 12 i€ /&% I [X (helical hairpin,
H-H). C-¥jij [JU-Box [X 3K &5 4 33 2H i P(11) . TPR
X 13/ H3 BETPRIE 7 41 i 5 T 17 ol e, A2 iR e
RAFGMEEA X, HAZIX iK% i A CHIP
HHETPREA BAER LT oY, H-HE W, &
B LR, TIERETPR M U-Box X I 52336 9 &[]
IR S5, 5 CHIPH) — %tk SMAIER.
Y e AL 5. U-BoxZh M3, B E3E I T,

A HE SR B2V R A A I8 2 2 53 T (Ub)
I A% I A (1 3 BOE2-Ub i I B A 28 2 B 25 (1 -Ub
2 ARP . CHIP W] i H-H 45 /4 45 T B 540 T X6t
PRI AR XS AR B BN S AR — 3R AR, R A [FE A
EARNLESM, TR = B AKAT [F 45522
RO, AR RRE — RARE 7 7 H A LA E292
RAEGMEGMN R RBBFINZEZS T, Fl =X
PR G W3 IR IZ 32 00 T HH S RO 22 S M T T 2
VT CHIPIE3 Y RIEEMHEE. 546, T CHIP
BAR W] 4542 MHsp70, HHsp70FICHIPHIZ 5 7 7]
FEXFAST, 3K Ff I8 B ST P v] D AR B 3k N3
ft 2 8 2 |,

CHIPEE ) 2 /A T Hr A AR B, (HAER
N B LSO I R &5 28 AR a0 At AR HE AR )
HLA P RB K Rom, MR, SEELeEA
o BT T AR AN R 2H ZAER B W oy A D 1SR =
SV 7R 7 CHIPYE 8 [ ot & 4% i) 5 40 (1) O 4t
PEAI®, 4], CHIPHE [ PR 32 22 5 A T 48 i Jog 17
B SR M 2 E, e SRR R HR R T
YRR R R BT RS, B s TR I, B
MR N CHIPER A AU H nT R AEAZH AL, A15p65.
RUNXI. RUNX2. AR. ataxin-1. SIRT6. HSF1%
IMRZ R A, ANEXT e T 2Rk, R AR, W
JRI . TICE . AHARTT 2 AR R R A 1 WILRRK 2
B-APP. PaelR. SGK-1. Tau. a-Synuclein. CFTR %
BIEAWEERY, 65 2, CHIPEA [F4H i 2 5
HH ) B 1 O A R Th R O 19 DA E, (2R $E CHIP
V48 A 5 A7 R JZ ML E TR B, L) 1 B
H4 0 T IR FE A S CHIPALE AN [7) 240 B 45 7 w1 A= 2 1)

ok
He o

2 CHIPEZHEEER

CHIP{J§E 2R (4% NHsp70. Hsp90# 44K 412, £
fhandrogen receptor(AR). CFTR%% 52 {4; Katanin-p60-
ProfilinZ 41 i B 4225 [9; HDAC6. NOSZiF; PI3K.
PKBEE 5 510 F5 OCHE T SR T pS3. elFSASEHL A
T, CHIPIE I 51X S 8 (1, e 2T 4i M i A K
W, seE AR 2 HE R ERE . A2
HEER I, pS3R IR AH S A =, B AE A pS3(wipS53)
A DL SN MO T SRR I R S AR
B8 hpS3 i AR A, A P53 (mutp53) A K £
JEAE busa Thse, T (e k eosg 38 58 2 # 7%  IRAS it
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Ell CHIPEHAM—RLEEHME(GRIES ECHRBI1ER)
Fig.1 The primary structure of CHIP protein (modified from Reference [3])

2 PR, [, B FCCHIPE 4% 5p53F B Je T RE I
B R, W oApS34E AT SRm B St g
pS3E A MG 5N, RAL S RER T
FRAERE RIS, Mutp535 Hsp70. Hsp904h &
AR A R AR, 73 5 mutpS3 ] B R BT EAK
R REARFFENRIT B R . BT RBUR X S0
KA mutp535 Hsp90. Hsp70ff & J5 A S HiFE N
FRARK G, L] DS B RS TR N 2163, %
28385 B mutpS3 AW Hsp70. Hsp905:£E I ki iz
FAL B Y, R T mutp53 RS 2 & T Hsp90
5 mutp53. CHIP. MDM2(murine double minute 2)
TERAE A4, #%] 7 CHIP 5 MDM25% mutp53i2 24k
B U2 LT CpE 8. (HAA fRIEFK MDM2 H R
R B AR wip53, {EX mutpS3 J L Jo B MR AE A 13, H &
fit 5 Hsp703L [AF2 52 mutp53, FH 1L CHIPX mutp53 /1
B U4 T CHIP % ffmutpS3 2 45 fRIE R, X427,
X FMDM2, CHIPELVF A & 5 IE A S mutpS3 B AR (1)
E37Z IR " CHIPJR N - Wz R AR AR 1%
B SPREATRE MR wipS3, 1X T REH pS3t RAER
SEMER G, B wipS3H G IFAR4axt )RR B, £
WA N AEAE — 58 72 B 5 38 W R IR T 4 CHIP U3
FEf#. 34k, mutpS3AELETR /3 RN B R, HR
SR G A e (1) mutpS 3% e VR R, X 378 CHIP
REAR 4 B8 S M) B LB XS wip53 . mutpS33E4T RE S %
ALz FALBEARD. JEAh, CHIPKT mutpS3/IiZ &=
TR &R, 528 F BAG2U'S, BAGS!', DNAJA1!S,
mortalin-2""", UBXN2AU'7., S100A2"8%& 1F 41 414
2R & SAHAML, 17AGGM, Gambogic Acid™,
lovastatin SESNEAL GV . BRFIZ RSN,
CHIP 7] H 245 A 48 p53 1 N-uify 2508 H A SR TG
PR, W RRT, CHIPS wtp53. mutpS3HIsE Al /3

KA, RBCRE T, CHIPHR L 45 & mutpS3 #0134
REWL, A IEHHIRTEIFKE L DNAL S RETT,
WA NAZAEE wip53, Btk J5 2 K A AN T A AR
K. 85 2, CHIPEE AT I p53 1 F B, Al 52
pS3MILIAE, 13X A i 425 R BB 2R S X p53 D g
AR REAACZ I BT B, X it ) AT A p 5 34 1)
I RIS I B SEALE

3 CHIPiE{z5EE B RILH

M 2 N RS YE R R G R o TR
K ZHx-EARKRS. AG-IEIERSEN
800% Fh i 2 ™. R T 8 B KR (> A IE X
JRYRT A B AR 2 K BN T R 4 S B A R EL R
R ER-RAME N AREEE A RGN E AR
WA 2 IR R, CHIPYE MR R K RG] 7
T, WA R B A S PR T (E12).
3.1 BARREAREKRBURE

Hsp70. Hsp90 Ay # K b H [ 5% S B 1, 32
H A ATPased 1, HEATHIMAAThRes 2T H S
ATPasef§ #", Hsp70HIADPZ; & 24 v #2 5g 45 & 41
HHA, MATPEE &4 5 8 8 H 56 A A {HHsp90
DU PR S o an B2 B, SR B #E AHsp704 & 5
4 J5, Hsp404h & T-Hsp701 iKY 45 & 45 #4938 (SBD),
TR AT Hsp 707K fift 25 & T 1% 1 IR 45 & 45 1) S (NBD) 1)
ATP, JE i 5 # 8 AR e 45 G T U R HZ i R
[AIHIP(Hsc70-interacting protein, HIP)[¥) 45 & 4k %5 4
FF. BE 2, Hsp405Hsp70f# =, BAG1. HSPBP1%%
% 1R 22 4 K] T (NEF) 5Hsp704% 5, 4 {2 #EADP
EjHsp70fi# 25 X ATP4: & £Hsp70, SR EA S
Hsp70%45 & 42 55 F fe 200 0. BRI IR 9 & 2
AT Th RE, B & 5 B A 02 31 A0 I A Bl P 2 ik
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N RTS8 504 Hsp70/Hsp904L 212 (4 (Hsp70/
Hsp90 organizing protein, HOP), £ i# 42 Hsp90©™, i
AHsp90#T & 4t 1) 4 & B 1 {Ep23 1 [ T~ 5 ATPZ:
4 M Hsp90ta E &5 &, H45 6 J14HOP. Hsp70ff 25
JFKBP52. CYP40#H 55— k. fx)o, Ahalfg
{8 ATP7K fif 3 B Hsp9O ) R I BOFRE I dr B, =
P12 I B 0 0 3k A ML B 3T & R MU bR
Bl B fif B E N Hsp90T & R Gu 4, thnl [ k84
Tpr2/1F HHHsp90 £ i & Hsp 7047 & R 41

% A S A, CHIPIE i TRPS; #4y35, 7]
44 2 Hsp90[1) C-3iit SRMEEVD fik % /5 5{ Hsp70 (1]
PTIEEVD ik # 7 K N-ifs 1id T 45 #3522, B AT P Bl
Hsp70/Hsp90 /- S & E A ETS ), o]+
HABIIEE . CHIPSS & 2 Hsp70f8 5 401 il HIP A1
Hsp40l T RE, ‘FEATPL: & M Hsp70F7 21, T EL
GhE N AT S 52 BH ; CHIPSS & 45 Hsp90 1] PH 1E p23 5%
£ N HOPE: &, ki FH 158 2 3 5 38 J FEAIK Hsp90-
HEAR AR, REN FHREAMNZ R
i EE oy AR AN A1 UM AN g 15 S uy i
o, B2iZ & 45 & ifUbe2w ] 45 & CHIP I 5 B %
127 ZAEFE PE i ataxin-3 2 J5 3, ataxin-3 7] fR #| CHIP
FUEE A2 SRR I K2 RABICHIP, 31
ih. iR, &bz 2R NP [EE, CHIPSHsp70
RAE SRz A U B B B R 2 R B A,
1M 2 A Ub-45 & 255 7 11 £ 11 il A S Sa i 2k v FH 1 3 2
RS R AR AL G 1 OV iZ =5, e, i
I8 4 12 2R 5 526 T 1 4 (1) 19S 1 15 TR I
Mz KRG G, HE LTS5 & A B2 o 5]
BEUIE N 20S % 0o FIURE - 0 328 215 B4 it 7] B 8 T i2 25 90
TAEH P N2 RAIEFRE 1A, BAG3HT DL Y
CHIP-Hsp70-#E 2 (1 45 & F-HH Sp62 S W AH G A
A, JBET S T AR 1 IR AR A B 1 PR RS
CHIPT] H 72 & fb B J% % fitHsp70+  Hsp90©!, {H AN
B % 5 Hsp70 = B [F) Y5 ft Hsc 7017, X #2718 T CHIPEE
A TR HSFE1 I | Hsp70. Hsp90idk i Hi 5 [ /715
S8 S Re 24 RE RN 2 ) Hsp70. Hsp90H IE 5 7K
S8 B SR AS FHsc 7O/ 2R A E T S A8 /BT, thikk
T CHIPXS ¥ 8 (1 E R Rk BT . dhah, BEERT T
RN, %6JE KPLT Xap2. OLA-1. HSJla. BAG2.
HspBP1%5 5E 52 M CHIPXT S8 25 A EH B 1B, 47
PEIRFERFEL. RAMLE I, MicroRNAZ & 2 CHIP
mRNA ¥ 3"UTRM$| CHIP [ 0 3% 29, 5 AR 4L 2

(celastrol)34 5% CHIP5 5 & 85 1 19 EAE B HDAC6
ik FUSAHAM K Hsp9041 il 711 7AAGU M 13 $E 2
[ HHHsp90 2 i £ CHIP, ¥ RE R MCHIPA S 1 & A
B fife . [RIUth, g — 0 iR LRI ER A, A Bh T8 A
CHIPHE [ S (1) % v, AT B8 i 2 TR & =
FEAT .

3.2 AT EAFREIEKRBURE

B T B T B R A B 1 R 1 R A R A
#4241, CHIP g ik L e B =0 2 80 2 B D g
(E12). CHIPH] K ¥ 75 + AR 3 P, B 4% 5HSF1%,
p331%, SmadIPY, AMPKAPY4E & IR A TR B %
TEVE W B EAS A IRZ B P f# Tau® . PPARY™,
PTENP. Runx1®, BER enzyme®; R A iELL H -
TEBEARER AR FEAFHIF-1AR phPXRPY, a-Synuclein®”
RIPK3™, p14ARF“), GHR™. Filamin*, SODI,
W A] @ R R E TFEB®, LC3¥, p62l%% g
W% A O IR 7 1) 2 52 T 8 1 11 | R PR e, B R 7R 2
A B A T BER R, 15 SINOSTERUE 4 4L rp O il
REMBH IR R,

IAh, T R TFH 2 Lysh i3 2572
FEEMIE R, HCHIPA] B 245 & £ AN E2-UbE A 14,
PR S AN R 28 B B2 3 45 45 il ] 22 544 175 5:CHIP
A& i B B 1A i S B (A B S TR Lys o7 s i R 2R ) S
BEAY, HBERZ RS, Mz 2RISR
REARISE SR 2 REZ 570 Rz R LR
NI LR VEIZ RBE; R FLysOr % B 172 R EE)
FEYIHEM, X LR T CHIPYZ Rk 7 R £ ootk
AR E R RTE R K, EREZRM0E
i 22 VR IR 1 (9 TR RO A e Ay, T 2 R R
NN FE AR EARZ Lyshi s MZ R
e, PAK48(Lys48). K63(Lys63) &R i % .
IAh, KA8EHE M2 Z ik, 2 HE2iZ R 45 G Ubc4 .
Ubc5. Ubc741 5, #R N B A B Al (1 2 L5 5,
HECHIPA T 1% Wiz BB 77 X0, K634
7 #4k, £ HE2iZ =45 A EUbc13. Ubelaf T,
L RREE IR R B S 5 % S (WCHIPTZIER D) #EEE
111 Wi & 42 P AP (WNCHIP I 4 phPXR . HIF-1A)
AR, HEI RS MLysEEEZ RI6EM, N2 55
o0 A K s A 9%, WNCHIPA] A §:SirT6 & 42K 170
Rz FAk, Fae SieTofd ok 5 Pt 5 & Th R,
WA G Daxx & AEK630E R 21k, (FHFE S
A8 P 441 i 2 4333 1 BEL DT A G ) 40 B T2t
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Fig.2 The mechanism for CHIP to regulate its target proteins

4 CHIPHYAEIETNEE
4.1 HFFHRERENKRETHERRARS

A B NEOIRES TR, MBS A KO A UK EE
P& N A TN B ARIRE A 1T RIE AV
BE; T SR A B, EARRESERE
AR AR 185 RIS 1810 & B R
)t 2 AL A B P PR B 1) 0 B A4, BRIk B
AR YR RAMAAAE, U NEER, AN ENA
B ZRNCKITE LR F, CHIPAT H R854 T
B F O, B ILEES . RITBEARERANE
RN UE H 454, thall iz %A
A R A I8 15 P A 4T 28 O I B I e 3R
IKH)E AP, B A BTSN, 406 10%~20% 5
I 7 S5 B N 1 1 3 Bl A e S8 OB R 3 B 22, T
2 R I AR P B 5 R 20% 41T B 2R I8 A J ik
et T S SN R, AR OISR 7R
BF, AP AT S RS EANRIEL, XERE
| AL BB EYT S AR SRR, 2 i

| AN ), B, ICHIPA X2 5E &
RS REMNEE, HL b RIPRET
CHIPZRIA i H AR 47 40 Mo %0 52 i 775 3 i 40 i At
T25 MAECHIP /N BB 3, ST U8 F T, 728
FEIPRE T ZHEHRMHF TR, BT
N, CHIPH] ZEmalin. laforinth B F & A & ¥ 47, 38
SR M A% T HSF 1) e s s 1%, 12011 )8 S R L R,
By 1E 2 B Tt n] R Ay AR AR E M, B b AR T
B H (UNmutp53) FE 5 IF IR B A G E BB, P N
P, CHIPR] % A7 22 P Jog I AR, 13 P 5T I AH 5%
Boe fr i 42 B2 R A0S PN 5 I R 7 32 BRIER T K
IER1-TRAF-JNK215 53 %, & 2h 97 & & A M2,
BRI S AR S R EALE N M R HERR, 1
SR 2 RN s 7 Jelp A () R, GRS TR, CHIP
A3 3 72 2K Ak B fRHIF- 1aifi £ 40 i X 503K 55 1
BN, EALWME S, CHIPE T 2 210 B R ARR |
SENP3, {48 1= [ Endonuclease G 4 il % 52 484k
W, Eis R, CHIPIE Tz 2L B MEKK?2,
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2% [EMEKK2 X ERK IR R 220, 4EFF/KIEE 8 H 1k
K175, A5 40 M B mE I a . B AR R
W, CHIPW] LA BH S 9 MG 13255 (4 il A 417 1] 751))
N FHZ FZ R E A R AT, PL RIS
IER T, JE IR FCHIP/E B A i N R S 4E R R 4t
PR SRR
4.2 FERENERRR

W50 R, CHIPAMU A S E A ENR &
Kb, W25 EORENMEIE K. &EHEY) 6
S, CHIPA] LAz AL 1Z 1 CFTR A F508(CFTR
HERAE), INOS, i CFTRAF508. iNOS4Ei&
HDACG6HE T 523 18 H, & EdME L)
| A AT RIS Y, AR SR O B R S
&, CFTR A F508 5 8 /IMATE i, — s F& B ] DA
HilCFTRER [H &AL v it il 1) $E ML £F 4E 4k, INOSTE 42
ANATE B, AT AT INOS T 58 2k 3%, T 5 15 22 80 1Y
INOST5 F i ENOWI ™ E, & H & Mg, i
52, HATRILCHIPIAE & A JRE /ML BT LR
Ui, 2T CHIP/Z {5 /T T8 B BRI SR AR /MA (n
Tautk ), f it — DR A
4.3 JHIEDNARHIEE

B TDNAT 4 7] it S BUE R R B R 2 5| K=
. RS — RAE R G H, DNA 5 12 = AL
[ IEH BT B8 B E B, MLk, DNATR 512
2 F 2@ AL BRAE E AL SR, 2B IR
FEHZ 5%, 5 DNA polymerase. DNA Ligase III.
XRCCI1(X-ray repair cross complementing group-1),
LI 3PP 2k I B 42 55 AH S Il 1) 2R 1k 7K1 52 3] 72
W, 503 5 B V) B e R T SO R R AR
FERI AR B T B JasonZE PR I, FERIE VIR 1&
TSI FE 3RS IR 12 52 A G I
K] DL Hi G DNATE i fs € 1 & A 7K 9 J5 ZIDNA
B HE, A S 5DNAS & & 1 & L CHIP
NG B M. W%, CHIPHE i [ fif 2 4% 1 B
FABEEFE, 7 MRIEDNAS S 15 52 FE R 1 1E % 3t
7o
44 FIERENE

S0 M S % L R, PR BRI R . b EE. R
T 0T T T A0 B A B R G 28 B 5 1) i 20) 28 0K R
B, R, CHIPAMY 2 5§t )7 233 41 fll(APC)
LIPUFEIK-MHCH T 5 AW TE R, 68 dE i 2
TEU KT SR SRR 48 i 5 2 A4 4 45 14 (DALIS )itk

T A0 SODR 20 (32 22 1 B i 2 30 40 ) 1) T e
#h, A 5p62. BAG3IEL A/ FDCHK & R K 45 14
(10 fife SR 33 1 A 4 W SR A P P iR 2 3B i FE Y. DR AR,
CHIPH, ] LI ik 52 Mo 41 A PR 715 5 308 B 1 )8 42 4
PN Z . — 5 TH, CHIPH] it £ iz &AL & 1fiSrc.
PKC. CARNAIL# 1 _FIHTLRAE 538 B (5 % 20
FH A 5 ), e OB NF-kBIT & 3l 28 0 B2
o5 — 77 I, CHIPIE i 72 3 Ak B AR IL-4Raddf 17 _F i
IL-4. IL-13F0 R A5 51l i 52 R ALPE R Foxp3 it i
Pl Treg ARG I RE, AT ENPLA LD, &
SR, CHIPX 4H PRl 15 5 18 2% (1) R 2 2 AR 2R S A4 1,
CHIP™ /MR Jp B8 B R PS8 4%, T e g 1 12k oL A
993 NP3 HH CHIPR IA /K P20 B 2. Bl X — =
SC R R T CHIPAE 28 M W EAEH . itk iR
ZIHE 7R CHIPS o o 25 H AR, 7 idt— 20 1) B
o 22 Nt DR A 5 R B R 4 R T LE AL

45 PIEEKEBERITHESR)

CHIPYE N AR i 7, MU S 5E AT
AP, W AT RS R AEKKE . i
TR, 5 IEH /N AT EL, CHIPERRE /N R 5 1 BN
TR DR, GEEE. SRWERETN.
It Ak, CHIPH] @ 72 # AL P ARRUNX2, £ #i) B
o3 A R AR B AR T R B R AR R,
AT 72 AL B ffkatanin-p60, TRIE R AE K, it
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