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Protein-Protein and Protein-DNA Interactions
in the Regulation of Eukaryotic Transcrip-
tion. Li Mingyi, Jia Hongti (Department of

Biochemistry, Beijing Medical University,
Beijing 100083, China).
Abstract  Protein-protein and protein-DNA

interactions and interaction-mediating struc-
ture of both protein and DNA molecules were
summarized by combination of structure-func-
tion studies on eukaryotic transcription factors
and DNA. Coordinate or antagonistic activi-
ties occur after protein-protein interactions
and DNA binding reactions. Dimerization and
competition in these interactions are of an uni-
versal importance in the regulation of eukary-
otic transcriptions.

Key words protein - protein interaction , pro -

tein - DNA interaction , regulation of eukaryo -

tic transcription

L hI{F DNA F0&7R

E L

(EFREFRIGKEDLENIZ. BB 233003)

ME ALKk DNA BE% 16569 bp HAANES F. BN 13 HEERREABHLLL, 5B
rRNAs fl tRNAs %if5. iTERMB LT EARBKBHLN K DNA RECHERE, MRE.FE. OCAE
BMARBITHRMAS. 20k DNA BRI E L ERTERM £

X8 Rtk DNA, EE R, OXPHOS %

8% & (mitochondrial, mt) 2 S % 5h4 40
MU EH DNA (4R aS. YL E
R EVRBR RS TTRER B i 404k, ZRik
EHMEE, K/MAH 0.5pm X 2um—0. 5um X
Sum. ELEH EEIE, BERBHNEME

JB, ReiEAT R BERR 1 S N 6 BB A0 O H B 4R
R ERG . RYFHEIS> T EL =R
R OE IR — R P L% Y R & CO, B H.O,

B ES. 1994-01-22, #EE HHE. 1994-05-23
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HTHPRESSYBIERENE, &
ADP ¥ i gt B 4y |k ATP. AEL Nk
DNA p &M FRFI Ed8IfFs FAEWE
BF 7B HIF. Sanger TR ZEZ M. AMTARLR
BE SRR 2 A A X R, FmiDNA
R FEARFERFHMERHE. £
W ZH A mtDNA B2 FAEDEFRARE R
HREEH5 ARERXRZNTFRHERE.

1 Zhifk DNA fh4E4

AKLkp 4k DNA F 16569 bp, &K
ERAE 110 M EEH. S AN AR
HAR%, ZHAiA 8004, % DNA B 1%
KA. KKK DNA 2 #HEHNBEARBER
Fl. B (H) §ARLEHSHR (G RE, B
12S #1 16S rRNA, 14 # tRNA 1 12 fp £ fk
MBI, B8 (L) SRERER O RE, H
8 ff tRNA f1 1 fFEZ k4. (® D

D-#IX

mtDNA
16569bp

ATPase8

B1 ASnNGERAB
MHEFE (Ow) %S (0/16569), 1 B&h L858 & 4L,
FAREAMNECLHBE. On: EREFELS S O
RHEWESS: Pu. EEEER, P REEHE
H; TAS: & IEHXEWTF; CSB: #<FFEFIX. HE 37
MHERZSLE]

ZoRiA DNA ZEMHSIERE R %, BF
HEF, FEEFTTHELESR, LFEIHE
HMATFHBRERES, D-¥ (displacement-loop,
D-loop) #Y 87bp AL T8N T < [ KB R4 4b.
D-HRXHEAH 2 MK DNA FE1%EE (Pu:
np 545—567; P.: np 392—445) .3 MESFF A
X 2, (conserved sequence blocks, CSB, CSB
I:np213—235, CSBI ; np 299—315, CSB
B : np 346—363) fl 1 N2 1L AHIK 3 (termi-
nation-associated sequence, TAS, np 16147—
16172).

KESLBLK DNA F 5" 13" K¥A
BT, NEHBITHREILIEEEILE,

#1 SN DNA EREKT

tRNA X[ . rRNA E[H .

F=tRNAFhe 12S rRNA
V=tRNAY! 16S rRNA
L=tRNALe-! mRNA X [H .
[=tRNA ND1 NADH i &8 1
Q=1tRNAG® ND2
M =tRNAMe COT #pe REE !
A=tRNAA® Coill
W=tRNATY con
N={RNAA" ATPase 8
C=tRNA"» ATPase 6
Y =tRNAT" ND3
K=1RNA»* ND4L
S=tRNASr ND4
D=tRNAA® ND5
G=tRNA®” ND6
R=tRNAA® eytb AKER c HILERH
H=tRNAH"®
S=tRNASer?
L=tRNALe-2
E=tRNA%M
T=tRNA™

P=tRNAFr
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poly (A) BRI G XA, MAHERES
F—HUHBREARAS. 8% M EENR
F14MREST-MEEME 1 1REHN,
BRERNAT - MNEENE L HE F5NE
BEREXRIEG, {15 U UA, @#i#ERE
BREREEREIAILN UAA. § 3 HER
AGA fl AGG fEAXR LB AR ERNE
BF. £hiik DNA # 2N D-#HAM 24 E30
FEFE (Py M1 P FR&Gdim 28, M H #7E
12S TRNA B H §] tRNA™ 2 8] FF th ¥ R H- 18
EXED-#HHNAL LB . E#XEFH228/
tRNA FHHZ BT B R B RNase P NARK
B, @ B4 rRNAs #1 mRNAs (B 1 f1#%
1). B ATPase 6 1 COT #FH B E &ML
HHFo5, HAZELH 14 tRNA BFEMHLNE
EFESFF. Ko H S RERETR L, #7
EEHRZENZAMT. ©F L #¥EREN
F1E, R\ TN M ILTERRS M E 31T,

£k ik DNA EEREELBRLEN L
BAA 138, AMEREE Y HESN
EHHRELE. Z4% 1 B NADH-CoQ-#{LiF
JRES A 39 fh& ik, H4 74 (ND1, ND2,
ND3. ND4L., ND4, ND5 #1 ND6) Z Rk A
B2 hifk DNA %%, E54 1 Bf CoQ-HM
% c FULEREE (cyt b) 1910 A BEKPH 14
H&H{k DNA &% EE% 1 RN
CoQ-HILiXEEHY 4 MR &t #% DNA 1
AWK AEYVARER c 1B 13
MEBRPEIANCOT,COLFMCONT) &
¥tk DNA %S, H4YVE ATP & B3
12428k, B4 2 4 (ATPase 6 fil ATPase
8) RENIRHmISH.

2 &Nk DNA RESEALKR

pi Kk DNA 541H 8 DNA A X &R
¥ 4. a.miDNA B2 28, EHEEYE
HEE, BN ARERES MR P HEHEFR.
b. mtDNA 585 i /¥ #t L. 3 . #% DNA & 10—
20 £%, £ 2 A~ A mtDNA ¥4 1000 4 5%
EFPAH 4 MAR, HmEAE 3%. c. mtDNA

RAG|RWARE 5 AL BRI 1 Bk AT E
) — R P AE AR H <.
2.1 R4 DNA 5235 | BHNER

LRk DNA AT 2% 4 K, BIgENR
T, EYRERE, BA-BREFEE N
HPRAED, EHREFIIRHERERNRR,
B LB,

MG 2N (Leber’ s hereditary optic
neuropathy, LHON )V & —Fh f £ #1545
. BEAERESRIES R SR T 2R
H. ARPLOMARERE, BAHMHE
. RFRERE60FCFH27%). HHE
MM ER, BHESTHERBAI R 4: 1. BER
ALESREMITARE. ND4 EARME
340 WEMBREDFEERT HAEM, mtDNA
A5 % HETE np 11778. X Fh 28 AR £ 78 2 307 Bl
PEE, SOTHXTRREHEE. AFEEA
KF StaNI 1 3l Mae 1 R BR A VIBE S
MHTFRM REsEREMN 3HRESFNL
H: 7€ np 3460, 4160 F1 15257. 3460 BRI R
A NDI R ERERFEAR, FINKEA
PREEEE, T 107 MBI AHEME op
4160 REZFH ND1 M REARFHEARRAKAD
E—ANREPRH, 18 M EYTMEE. np
15257 RAEME cyt b B RLEARMEHRL B
MR LT 4 MRE, £ 362 M RPNA 1
e,

Howell %7 i & —Fh Bt & M W 208 1
BoRAH, FEMNHLR MR L.

MBEEERNMBERFLALHER (my-
oclonic epilepsy and ragged-red fiber disease,
MERRF) B2—f i REtetEfm. EBRAA
FIL B ZE YR SRR AR SR A 0% | 2R 0T 13 2k P
WESE. T KECIFENEhERLE. IR
S5&pEE e | AV ZEREFEEMBRL
YE F (oxidative phosphorylation, OXPHOS) K
fRpEH % KE¥H mDNA # np 8344 7,
FBORNAP B TYC HBRERER S TR
RE (A 2), 51k mATP =4 68 R
EOREBRELY, slEFBEMEESE. LA
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MOESREOHTHERE. 20 FUTER
AL F) 95%mtDNA R34 23 MERRF %
B, —f A mtDNA g9RZER{FEX 85%, ZIE
KEMBERKER.COZE705WEEA
mtDNA RAX S U R ERAEHRE, 63%
mtDNA REF BRI SEEMRE. IRBENH
2 mtDNA REEREMHRIERRE, BHEFE

B 4R AR RER T FLZ 7 S K.
A
CG
AU
GG
UeA
GC
U=A
----- A
AAGAG
ARy, B
U A A k
WA AC G
UeA
B,
UC AA
U,U

B2 N (RNA
BF TYC-#HPM A—G, HY T
mtDNA np 8344 ZaAF(¢],

BB AV M INSE & G (chronic ex-
teral ophthalmoplegia plus syndrome) &HF
WREESY | EHTeME. RSNV
HE A EREETE. M CoQ 10 FIBRMMILIA
STRERR e | v F R I k. PR vE MR N V1RG4
Bt mtDNA fif 5k 4. okbp, ERE S 1 9 4 4
#F., EeH VW 1M EERNESHVH 24
ZEE K& 54 tRNA HH ke,

2.2 OXPHOS ERERSFERXER

K#B5 mtDNA SR ERE BB 4E A H
B, HUEZHMMNE. HUIEEERAMSE
AFOAAF4H% (MERRF) IR X_EHT&
WHRBRILEAEE FRNKTESN TRYS
B GEERDAES., MY FHFRIEET
EXAERUIFFRENERERMESY I X
N §9BEIE Ve K 5 OXPHOS B KT T
REMILR —3, M H S5 mtDNA 115 i 3% o4

x. BEAWHEEF/H HO, (HE) BEkiE
FTgER51E mDNA i 5FE BB KE LN
FE. AESHMZH 7 X108 1/E M8y
i, &k DNA ZH 1578 E KT # DNA 10
BER. Shtk DNA M EALEH B RGR A
HBUR, HTA] FEAMIET.

2.3 BiTHEER S OXPHOS Hh&

MERR G REFREAEMRRIIERE
THIXEAFE: oo BEZREAERKRAS OX-
PHOS #fgH %, b. ZRMEFALMFE RS
R4, ., OB, B, FEAEESEL
BARGLRER B FRAL, o BMIEFEXERA L,
mtDNA #1# DNA A FALUHER, d.
BHBBEASRE, HEEFFEHMKREZRH
.

REH RWBITHEBRE LA 148U
AFF S, BB . OIS . W& B . PI/REK
¥ B (Alzheimer) J5 1 B N &R 098 R R 5.
WA B H & fF R miDNA A M % RIS R ER
E 7% MERRF {5 3{E 3. @ 4R TH OB
W, B C BRI B RO ER SIS
mtDNA AN, X HEH 5 OXPHOS £
HEEZARERX. LBk DNA RAEFT5IE
By AT BB 2 8] X R AA IR FT 86, i
ZRBHERTH —SHR.

£ ¥ X ®
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Mitochondrial DNA and Diseases. Jiang
Bingkun (Bengbu Medical College, Bengbu
233003, China).

Abstract The human mitochondrial DNA
(mtDNA) is a 16569 bp closed circular double

helix molecule . It codes for 1 3 subunits of oxi -

X IEHEE (PQQ) BYBFSTH

dative phosphorylation (OXPHOS) enzyme
plus the structural rRNAs and tRNAs. Over
the past years, a number of mtDNA muta-
tions that cause human diseases have been
identified, such as blindness, deafness, car-
diac failure, and human degenerative diseases.
Mitochondrial DNA diseases may be much
more common than previously thought.

Key words mitochondrial DNA, genetic mu-
tation, OXPHOS disease

L 3L

E*

k&G RAF""

(R KEEMBEER. BRI 430072)

WE mEEE - SERERTR. RRETRARGTUEE. HEk, 2, BASEEMY
T THL0HR, THARRESER. YRR T HEERRAEZR. o8k, $2. BEER
ARAEBINGE, XA R T HE SRS EREE0 ., PEE, £WEEmR. FENEARNA.
R EHBFFROEARAAEENELRMERE L.

WA g rEMKER, RE, S saig

RETE A, A&/ (dehydrogenase) )%
EFWEBEZ TR (NAD" A NADPY), ®E
BB (FMN Ml FAD), i A, %85 Q &,
15 HE, MENWESH., BeER. £EY
RREZLHTTHREAWHRR. &£ 60 EFREXR
BT A —-RKBEE, EIIFHFENKETHBE
TR.EEBEHERSE, BELBRE KM, FU
A R R R A B 2 SR, BB 70 R
AKABRENETH —MHFUHHE— it
kAR (pyrroloquinoline quinone, PQQ), f53¥
ERE R, HESREILE. HARBSE
L8 RS bt R B A SR R AR . R X
— R M ERBR I ENBER IRED
(quinoproteins), HREIR R FE A FEEZE
VURRIEBAELIMZ P, AN EH
g, BAKRMERNERT —EWR, A

Ay A (R BRE O AR, WHAE N
—FAERET, RAMEDTEDHER, F
WHEM LR H X E.

1 WEEHER (PQQ) MK

FREBAFRIES, ANNREHRE
& (Pseudomonas fluorescens) B 454k 18
BT 5P ERMAAEEY DR,
RN HES NAD (P) B XWETR
G5, g ELA JE Sk 7 %5 88 40 B (Gluconobacter
suboxydans) T4 B HRER A, BRK
-, D-HE R SR LA RS W3AL 4

‘ERARBFEETEITH.
*EER R AL
Wkl E /. 1994-01-25, #5[E H #5. 1994-05-21



