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PEICHT 400 5= AN FALRE T B CIRATRE—(DECER - EALEHE
RGO BR A2 BB Ulo (£ 75 O'CHR e H A Ay LTS8 ER B Ry T B
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b Se AL EEHY 7% = (Aphorisms, ) 147 PE 7T R 400 4 » HrpEFESE—
(EEHIHVE YR EC$%. Hippocrates’ Aphorisms, published in 400
BC, included the first known record of glaucoma. He referred to
the entity as ““glaucosis”, a condition associated with dimness of
vision and eventual blindness that was observed among the
infirmities of age.

Glaucoma Diagnosis: from the Artisanal to the Defined

Rachel L Anderson, Maria de los Angeles Ramos Cadena, and Joel S Schuman

(NYU Langone Eye Center, Department of Ophthalmology, New York University School of Medicine,
New York, NY) Ophthalmol Glaucoma. 2018 ; 1(1): 3-14. doi:10.1016/j.0g1a.2018.06.002.



HIPPOCRATES :FATHER OF
MODERN MEDICINE

'nc“iént éréék Physician Hippocrates and
he Medical Revolution

Hippocrates (460BC-370BC?, 377BC))
His father, Heracleides, is thought to have been a
physician and his mother, Praxitela, was the
daughter of a nobleman. His grandfather was also
a physician named Hippocrates

Hippocrates was able to see beyond this primitive way of thinking and apply logic and reasoning when
looking for ways to heal his patients. Rather than attributing a disease to the wrath of the gods, he
believed it must have a natural cause.

Greg Timmons Hippocrates, https://www.biography.com/scholars-educators/hippocrates UPDATED: AUG

9,2023
Accessed on 2024.03.09



https://www.ancient-origins.net/history-famous-people/archimedes-ancient-greek-genius-ahead-his-time-003690
https://www.ancient-origins.net/history/did-he-create-blissful-utopia-or-tyrannical-communist-nightmare-plato-s-ancient-class-system-021661
https://www.ancient-origins.net/history-famous-people/socrates-father-western-philosophy-007063
https://www.ancient-origins.net/myths-legends/homer-oral-tradition-canon-001633
https://www.ancient-origins.net/myths-legends-europe/enhance-your-memory-ancient-greek-memorization-technique-008047
https://www.youtube.com/watch?v=Nexm2-lxI5E
https://www.ancient-origins.net/history/five-things-ancient-greeks-can-teach-us-about-medicine-today-006463
https://www.biography.com/scholars-educators/hippocrates
https://www.biography.com/scholars-educators/hippocrates
https://www.biography.com/scholars-educators/hippocrates

HIPPOCRATES = ERBI415%,
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Clubbing of fingers in a patient with Eisenmenger's
syndrome; first described by Hippocrates, clubbing is
also known as ‘Hippocratic fingers’.

T RN R = 5 RS S R M PR s A » MRS o & ayE
EREE MANDER D M MR TR AT — R A

SARAH P YOUNG Ancient Greek Physician Hippocrates and the Medical Revolution
UPDATED 24 AUGUST, 2019 - 14:01 (ACCESSED ON 2024.03.06)



https://www.ancient-origins.net/history/cancer-ancient-greece-0011512
https://www.ancient-origins.net/history-ancient-traditions/past-teaching-present-ancient-sanskrit-texts-discuss-importance-020527
https://www.ancient-origins.net/human-origins-science/alcohol-medicine-through-ages-001238
https://www.ancient-origins.net/users/sarah-p-young
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1.5—{EpE A& & VIP, §—{fproblem.#[ &5 22
2./ VNI ET R T BERL S BERIOR SE a2, B2 7 patient Safety.

1.A fault confessed is half redressed. B iEEOUEN—F (L MJADR)

2. An ounce of prevention is worth a pound of cure. FEBAB5IRIA!

3. Dexterity comes by experience. AR B 75 5 (B PR IHE3E)

4. Every minute counts. ¥ 3 (Rapid response team)

5. Good watch prevents misfortune. BHE#HE (SOP)

6. It is never too late to learn. &ZIZ - 22 (VS Round)

7. Never put off till tomorrow what may be done today . SHZE - SHE
(9% FE RO %)

8. There is no smoke without fire . #EE AR - EHUEE(RRSOAP)

9. Union is strength .B% 7&K (multidisciplinary team, MDT)
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1. KIAER LRRE - KEERLBR A ERE CRIFZNE - W

FRLBRABACTENERL - B ERIUU LEEBESNEE - &—

BIRBATGENER - SeElMEABRZOELAFERH A

EY SERVIW | PR LABRIEIR I BB A YRR IR ae AR RS AC Bkt 15 3 A
- ARKGERC B ER T U BERE

- mENE D  AIRREFGUNEE  MoOILEARERE .
1 £ & & - B # # m * ¥ 2 &
2. EFHRHBouUEESHRIERFRAERZBE 3K
3. PITHZEHBREPERE R IR M = 15 2k Bl 5 5C =
4. BRIEZNERFMAAUBZIENR

*2018.09.13 https://doctorl 19.tw/medical-record-evidence/
*Accessed on 2-024.03,09,
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« BHIFVE—EEEERETEIZMFY N EHEEBNE R EEECsHRH
SRR IE VSR - BT T e HVIRE M BEE SR E PR TR 2000 2
PEITHT 1500 BRI 7S {74k 754k @ Kahun Medical Papyrus ~ Ramesseum
IV 1 Ramesseum V Papyri ~ Edwin Smith Surgical Papyrus ~ Ebers Medical

Papyrus A1 Hearst Medical Papyrus ° 388634 » H i KE 7 E A Al gE A
EREIPETTRET 3000 SEAVERES SOA  MEH S AT e B EREY A ¢

5 R BT TS R AR - AR - T
N EREEIE - AT R T EARE -

(AR SRFHERE SR ) (Edwin Smith

Papyrus) /&4 PEITRIT1600-17004 56 pH 54
Exam CERNT0 - Wi NS EER—E BRI BHYST
MEEEIE > HPEEER



https://zh.wikipedia.org/wiki/%E8%89%BE%E5%BE%B7%E6%BA%AB%C2%B7%E5%8F%B2%E5%AF%86%E6%96%AF%E7%B4%99%E8%8D%89%E6%96%87%E7%A8%BF#cite_note-Allen-1

R (Rt i
i NAVAE S SR E T RREVAE R ~ EFREATRTR

o LA EHREAS (William Brownrigg » 1712-1800) HY{EZE:

o TITBTEES o SEFERME - —( EBRLA - BRI

BT - W BAELT = BRI LNE » B 5 - AR

| BRI | JE B B B AR B
o

+ A\ MH4CHIEREE T RIEEE | (Dbedside medicine ) B¢ " FHrh BiBEEE | (neo-classical
medicine )  BEAHZETELERE T EE DUR ARV A 52 BB o W ABYEEIERE
(T REIEE - HEFRIEIRE - AT TRBIVEER - EREELTER (prognosis) © B
R ERHIER ST HE LR RN E

1 The Clinical Consultations of Giambattista Morgani: the Editions of Enrico Benassi (1935), translated and revised by Saul
Jarcho (Boston, 1984); 7he Medical Casebook of William Brownrige, M.D. F.R.S. (1712-1800) of the Town of
Whitehaven in Cumberiand, edited & translated by Jean E. Ward and Joan Yell (London, 1993).Jarcho (Boston, 1984); 7%e
Medical Casebook of William Brownrige, M.D. FR.S. (1712-1800) of the Town of Whitehaven in Cumberiand, edited &
translated by Jean E. Ward and Joan Yell (London, 1993).

2.ZFi{Z (Shang-Jen Li):#Em ARV SEERRE : BFEE2E+/\Hich 2+
NEAKRWEIT Z<sm8s 1 > 139-146H - Dec, 2000.
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1964 LAWRENCE L. WEED
(LAWRENCE LEONARD WEED)
12. 26, 1923 — -06. 3, 2017
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Problem list
41 ...

Data base
History

Physical examinations
Laboratory data
Images

Admission note, Progress note
and Discharge summary
Problem oriented.
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o o * Complications durin
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 Congenital anomaly

Vaccination . .
 Hereditary disease

Brznst foading * Fetal distress during

Nutrition of infants delivery

BW and functional « C/S
development e Growth retardation
Well baby clinic

 Life stress of the couple.

Growth to puberty . Adaptation

Hormonal change » Divorce —problems related to

separation and single parent.





https://www.amboss.com/us/knowledge/Pregnancy#Ze46fa50c967edb3d8391cc2fa53f6c6f
https://www.amboss.com/us/knowledge/Menopause#Z0177eddec63c245f506ef2bc0e09375d
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TERATOGENICITY

Human teratogenic drugs & Abnormality

O A teratogen is an agent that can
disturb the development of the
embryo or fetus.

O Teratogens halt the pregnancy or

: produce a congenital

malformation (a birth defect).
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Fetal distress &8 Z7HA i B 1Y
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Ha = s

Fetal monitor
(e B g e P B Rl R A w] DURK D
A5

Thalidomide-->phocomelia

EAE By P RIG H: K7 FE &Y T BN AL
HA#E Z(ER > S AEREBENA 0 #
1B R B2 BB B2t o e 2 SRR
FIBUE (Phocomelia) a3 B > 3¢
YR TS, ARG ZL ey > 1
SR 2 RIE R



https://zh.wikipedia.org/wiki/%E6%B5%B7%E8%B1%B9%E8%82%A2%E7%97%87
https://zh.wikipedia.org/wiki/%E6%B5%B7%E8%B1%B9%E8%82%A2%E7%97%87
https://zh.wikipedia.org/wiki/%E7%95%B8%E8%83%8E
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FETAL ULTRASOUNDS CAN PREVENT BIRTH
INJURIES.




SEX DETERMINATION DURING
FETAL ULTRASOUND

1 Z2E fm AT A S R R PR E R R ki L — » R REUAE 800 % 2L
7,000 2 S AEE IR ~ 0 SR ATRT AL S SHEY RS E T S L.

2.2 R e v N AR I SR E BT ¢

BAERE > R T BEEEMNIAERIRTEI » BilE T HAEEAE

ﬁﬁ T2 BEHEEETRI T ERRE RS ZE ~ HIREEEE R 5 AP A A
REfe A EE S RN G « FERISS > BERHhEZ T T E L RV RER]
> ZNIM > AETEFHFEEENT > BV -

4.0

—EIFEREENTE » HFR T EERNE - HfEEE KB E EREE
VE BB AR EMHEZE. Annika Ahman

BMC Pregnancy Childbirth 2019 Jan 16;19(1):33.



https://pubmed.ncbi.nlm.nih.gov/36302110/#full-view-affiliation-1
https://pubmed.ncbi.nlm.nih.gov/36302110/#full-view-affiliation-4
https://pubmed.ncbi.nlm.nih.gov/?term=%C3%85hman+A&cauthor_id=30651083
https://pubmed.ncbi.nlm.nih.gov/?term=%C3%85hman+A&cauthor_id=30651083
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* Farhat Moazam ' Bioethics 2004 Jun;18(3):205-20.

» BEERAREEEERS > B Salittgth o R R
BRDAERIE - B EFHEESTRITHY H 23 S S 2 ELREEH]
FEAE N HIET 25 B SR 1 o 2O VERG Sl 1 T Z Al B R B = 1
SR © M EREHEMEBUARERILS AR - KB EIRERY
L EFEIURSE > SR E T SRRt & o 2 A Y —
TR WRESIHISENINLASRES - 55— 7l © EEREREHVH
HEFRE EREDS B IEEREEREMETT REEE L
MEAEFEBEERIR S - Bt ERAE A F IR R IE.



https://pubmed.ncbi.nlm.nih.gov/?term=Moazam+F&cauthor_id=15341033
https://pubmed.ncbi.nlm.nih.gov/?term=Moazam+F&cauthor_id=15341033
https://pubmed.ncbi.nlm.nih.gov/15341033/#full-view-affiliation-1
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* Amniocentesis can be performed from 15 weeks of gestation to delivery, with an attributable risk of loss in
experienced hands of 0.13% in singletons. (Odibo AO, Gray DL, Dicke JM, Stamilio DM, Macones GA, Crane
JP. Revisiting the fetal loss rate after second-trimester genetic amniocentesis: a single center's 16-year
experience. Obstet Gynecol 2008;111(3):589-595)

. @@ VEEEEESS AEEE. (Informed written consent)
- BEEERFRESHAERE - EEHIRAERIRE - DIICERERAEE

* An operator has to have enough experience of at least 20 supervised amniocentesis
procedures

. RSB LBt FHAEIELE « B - 25 RER T *?:.@ﬁ‘ﬁfﬁ BT R
PR B E R (EAs S e R « ST - BHEMEETE - Jetaismes Dy A s
T%gﬁ@kﬁﬁ AR X FEARATT It PR B B0 ~ S BRI T DR, ) AN T

Aditi Jindal; Medhavi Sharma; Zalak V. Karena; Aminocentesis,hStatPearls [Internet
Last Update: August 14, 2023. accessed on 2024.04.03.
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AUTOSOMAL DOMINANT
INHERITABLE DISEASES

- BB RERE B EENR (autosomal dominant

mherltable disease) » X AJf# By H Ao 148 A
AR R R

* RIREEIEERE

7 | BSEESAE

WHEE AT

il

K — PRI HITIE (A e s —

Polydactyly 4N o] LIHE R E i & 5 5 R KB/
—ERWE->FL MHE

Types of Polydactyly



https://zh.wikipedia.org/w/index.php?title=%E5%AE%B6%E6%97%8F%E6%80%A7%E9%AB%98%E8%86%BD%E5%9B%BA%E9%86%87%E7%97%87&action=edit&redlink=1
https://zh.wikipedia.org/wiki/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87
https://zh.wikipedia.org/wiki/%E8%BB%9F%E9%AA%A8%E7%99%BC%E8%82%B2%E4%B8%8D%E5%85%A8%E7%97%87
https://zh.wikipedia.org/wiki/%E5%A4%9A%E6%8C%87%E7%95%B8%E5%BD%A2
https://zh.wikipedia.org/wiki/%E7%8F%80%E8%8C%A8%EF%BC%8D%E6%9D%B0%E6%A0%BC%E6%96%AF%E7%BB%BC%E5%90%88%E5%BE%81

CONCLUSION Genetic mechanisms which combine epigenetic and environmental factors play a
significant role in foot and hand polydactyly manifestations[56]. Proper genotype-phenotype
correlations might help in future genetic testing and enhance our knowledge about identified
diseases and their associated genes. Recent genetic analysis techniques of extra foot or hand digit
formation highlight the existence of nongradual transitions in phenotypes, suggesting a distinction
between continuous and discontinuous variation in evolution. Genome sequencing will probably
lead to the discovery of a number of new gene mutations responsible for non-syndromic or
syndromic polydactyly. Clinical manifestation and genetic profile correlation of polydactyly types
will be further established by use of bioinformatics analysis of gene mutations. Progress of
prenatal diagnosis, which is still mostly postnatal, prenatal operative treatment planning, and
potential future gene modification treatment will be enhanced and unknown molecular background
of diseases, which is to date unclear, will be elucidated

GEERBEENIRIE R ZAE EEEHIE E ST A ERI R EZ A - 8 WA - R A AR M T REA B A AR SRATE R A Al
» N FRFAT Ea A ER R HAH R A R - ST BRI RS NI T BT B B A tg 22 i 1 2R A sh IR B A - 3R
B3 o LA R T B RSP AE R 1 - ZERAE I T A S B 3 IR 2T 2 M A S E B ST M S Fa b TR AR N 22 8 - 248
BB ERRRTAIR B BrE DR E B RN R B EVEENENITE PR - ERllieR (ERRER
)~ ERIFNARET B R AR AR B A RS RIS - SWERIZZS R IE MR BRI ARAER S T =

Zisis Kyriazis LetalGreece) polydactyly: Clinical and molecular manifestations
World J Orthop. 2023 Jan 18;14(1):13-22. (L1016)



https://pubmed.ncbi.nlm.nih.gov/?term=Kyriazis+Z&cauthor_id=36686282
https://pubmed.ncbi.nlm.nih.gov/?term=Kyriazis+Z&cauthor_id=36686282
https://pubmed.ncbi.nlm.nih.gov/?term=Kyriazis+Z&cauthor_id=36686282
https://pubmed.ncbi.nlm.nih.gov/36686282/#full-view-affiliation-1

@Q@/NEH BT —EER/INVVESE £ complete observation and
examination

—E A HY e R MR T 7 DL NER B g B —

H—E0 o7 Fe R MR R iE S T Y R R e B K1
H—EE B AR EZEAEE /28 Fsht & — o R M Ay -

Patent ductus arteriosus (PDA)

G enetic d Iseases Autosomal dominant disorders (neurofibromatosis, tuberous sclerosis,
polycystic kidney disease, familiar polyposis coli, hereditary
spherocytosis, Marfan syndrome, osteogenesis imperfecta,

CI a s S I f I Ca t' on : achondroplasia, familiar hypercholesterolemia).

. . Autosomal recessive disorders (cystic fibrosis, phenylketonuria,
° 4 gr o up S Of gen etl c dl seases homocystinuria, hemochromatosis, sickle cell anemia, thalassemias,
" > 4 5 A . alkaptonuria, neurogenic muscular atrophies).
* 1. Disorders with mul t’f actorial inheritance X-linked disorders (glucose-6-phosphate dehydrogenase deficiency),
Hemophilia A (defect of Factor VIII), Hemophilia B (defect of Factor IX).

Types of Polydactyly

(polygenic).
» 2. Monogenic (Mendelian) disorders.
* 3. Chromosomal aberrations.

Biochemical and molecular basis of single-gene disorders.
1) Enzyme defects and their consequences.

2)  Defects in receptors and transport systems.

<« 4- E nvironmen ta , 3) Alterations in structure, function or quantity of nonenzyme proteins.
( Dr ugs 9 i nfe ctio ns) o 4)  Genetically determined adverse reactions to drugs.

Preaxial (Radial) Central Postaxial (Ulnar)




B ST SR B ST B AR RIS
U TR TE
* Classification of radial polydactyly based o

characteristics
Mar;6

Radial polydactyly
n = 545

Floating?

Symmetric?

Symmetrlc type
n= 90

Asymmetric type
n =376

Ulnar/radial
dominant?

Symmetric
adequate type

n=70

-
N

excision
with
reconstruction

Symmetric
inadequate type

n=20

Hypoplastic type dominant type

n =368

dominant type
n=8

excision
with
reconstruction

simple
excision

Bilhaut-Cloquet
procedure

ray
amputation
or or
excision
with
reconstruction

on-top
plasty

Figure 1. Algorithm of polydactyly classification by physical findings.

TES451 2% e > 786 (14.5% ) FidEA BAL » 36961 (67.5%) Ky RH]
12.8%) E¥ifEMETRER > 200 (3.7%) BHiEi R e -
LT T REEETRS: > (2701 (1.3%) #{7 T Bilhaut-CloquetZF-1i7 ~

e

SHRBURCRITRET B Al -

R A ]

n physical

Wei Chien Sun ! etal (CGMB) pediatric neonatology 2024

861 (1.5% ) RyBefIEEEY > 7061 (
403B1%45 (73.9%) #AT T UIBRMIER - 13561%45 (24.8%)


https://pubmed.ncbi.nlm.nih.gov/?term=Sun+WC&cauthor_id=37658029
https://pubmed.ncbi.nlm.nih.gov/37658029/#full-view-affiliation-1
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MRIBEIN B e E - (e AERE/ NIHTZZ TR T 9O S Mkt - Al
Rt BEAI S RHAEMEE © ' ERRATERERGREMER

il "E . B TEREERS - |

B | —HIRIEMIEL , . IR
2R14aEE TVBS 2 1) &

MBS 0 2019/10/31 17:50

(accessed on 2023.11.26)



https://news.tvbs.com.tw/news/searchresult/news?search_text=%E5%BB%96%E5%AD%90%E7%9B%BC
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https://zh.wikipedia.org/wiki/%E9%81%BA%E5%82%B3%E6%80%A7%E7%96%BE%E7%97%85
https://zh.wikipedia.org/wiki/%E7%A5%9E%E7%B6%93%E9%80%80%E8%A1%8C%E6%80%A7%E7%96%BE%E7%97%85
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-NIH2016-1
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-Day2015-2
https://zh.wikipedia.org/w/index.php?title=%E6%AD%A5%E6%85%8B&action=edit&redlink=1
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-War2014-3
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-Day2015-2
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-Day2015-2
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-War2014-3
https://zh.wikipedia.org/wiki/%E7%99%A1%E5%91%86%E7%97%87
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-Frank2014-4
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-Day2015-2
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-NIH2016-1
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-Frank2014-4
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-Day2015-2
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-Day2015-2
https://zh.wikipedia.org/wiki/%E5%B8%95%E9%87%91%E6%A3%AE%E7%97%85
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-Frank2014-4
https://zh.wikipedia.org/zh-tw/%E4%BA%A8%E4%B8%81%E9%A0%93%E8%88%9E%E8%B9%88%E7%97%87#cite_note-Frank2014-4
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https://pubmed.ncbi.nlm.nih.gov/?term=Yu+SY&cauthor_id=37476116
https://pubmed.ncbi.nlm.nih.gov/?term=Yu+SY&cauthor_id=37476116
https://pubmed.ncbi.nlm.nih.gov/?term=Yu+SY&cauthor_id=37476116

TYPES OF MUTATIONS

Mutations.

A mutation may be defined as a permanent change in the DNA. Mutations
that affect the germ cells are transputted to the progeny and may give rise
to inherited diseases. Mutations thar aries in somatic cells are important

in the genesis of cancers and some congeital malformations.

Mutations may be classified into three catagories:

Genome mutations — involve loss or gain of whole chromosomes (giving

rise to monosomy or trisomy).

Chromosome mutations — result from rearrangement of genetic material
and give rise to visible structural changes in the chromosome.

Gene mutations — may result in partial or complete deletion of a gene or,
more often, affect a single base. For example, a single nucleotide base

may be substituted by a different base, resulting in a point mutation.



Types of Mutations

(At the DNA level) 7‘.3%? :ﬁ
Substitutions Deletions Insertion Inversions lﬂ‘l E 2./%%

L LU LU )
AT 1GET RN N T 1 - LU ) 3.v
LA ' N
. Substitution Mutation: In this process, a DNA sequence will be changed with its substitute.
Suppose, there is thymine in the DNA sequence, in this process, the Thymine will be changed
with its substitute. In this way, the DNA sequence might get changed. And the task of the DNA
sequence will also be changed. This leads to the mutation process.

“ﬂ’

. Deletion Mutation: This is another case. In this process, an amino acid in the DNA sequences
gets deleted. This means, in the earlier stage there was an amino acid present. But after this
process, there will be no amino acid present. This will cause a change in the DNA sequences. As
a result, the protein synthesis & overall process of DNA will get changed. This will cause the
mutation process.

. Insertion Mutation: This is another process by which mutation might cause in the human
body. This also occurs in the DNA sequences. In this case, amino acids get inserted into the
DNA sequences at any random position. In this way, the overall structure of the DNA gets
changed. And protein synthesis also hampers there.

. Inversion Mutation: In this process, there will be a change in the genetic sequence in DNA. In
this case, in any random place in the DNA, the sequences will be reversed. This means, in an
earlier time if it was a “TGA" base sequence, now it will become “AGT". In this way, the structure

of the chromosome will be changed. TGA>AGT
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https://zh.wikipedia.org/wiki/%E8%91%A1%E8%90%84%E7%B3%96%E5%85%AD%E7%A3%B7%E9%85%B8%E9%B9%BD%E8%84%AB%E6%B0%AB%E9%85%B6%E7%BC%BA%E4%B9%8F%E7%97%87
https://zh.wikipedia.org/wiki/%E8%91%A1%E8%90%84%E7%B3%96%E5%85%AD%E7%A3%B7%E9%85%B8%E9%B9%BD%E8%84%AB%E6%B0%AB%E9%85%B6%E7%BC%BA%E4%B9%8F%E7%97%87
https://zh.wikipedia.org/wiki/%E8%A3%98%E9%A6%A8%E6%B0%8F%E8%82%8C%E8%82%89%E8%90%8E%E7%B8%AE%E7%97%87
https://zh.wikipedia.org/wiki/%E8%A1%80%E5%8F%8B%E7%97%85
https://zh.wikipedia.org/w/index.php?title=%E6%88%B4%E8%96%A9%E5%85%8B%E6%96%AF%E7%97%87&action=edit&redlink=1
https://zh.wikipedia.org/wiki/%E8%89%B2%E7%9B%B2
https://zh.wikipedia.org/wiki/X%E6%9F%93%E8%89%B2%E9%AB%94%E6%98%93%E8%A3%82%E7%97%87
https://zh.wikipedia.org/wiki/X%E6%9F%93%E8%89%B2%E9%AB%94%E6%98%93%E8%A3%82%E7%97%87
https://zh.wikipedia.org/w/index.php?title=%E4%BD%8E%E7%A3%B7%E9%85%B8%E9%B9%BD%E6%80%A7%E4%BD%9D%E5%83%82%E7%97%87&action=edit&redlink=1
https://zh.wikipedia.org/w/index.php?title=%E7%B6%AD%E4%BB%96%E5%91%BDD%E9%98%BB%E7%A4%99%E6%80%A7%E4%BD%9D%E5%83%82%E7%97%87&action=edit&redlink=1
https://zh.wikipedia.org/w/index.php?title=%E7%B6%AD%E4%BB%96%E5%91%BDD%E9%98%BB%E7%A4%99%E6%80%A7%E4%BD%9D%E5%83%82%E7%97%87&action=edit&redlink=1
https://zh.wikipedia.org/w/index.php?title=%E7%B6%AD%E4%BB%96%E5%91%BDD%E9%98%BB%E7%A4%99%E6%80%A7%E4%BD%9D%E5%83%82%E7%97%87&action=edit&redlink=1
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Front Pharmacol 2022 Aug 24:13:932154. (L1503)

The role of G6PD in tumorigenesis and related non-neoplastic diseases, of which we mainly
focused on the role of post-translational modifications of G6PD. Post-translational modifications
of histones, transcription factors, and other upstream multiple signals are involved in regulating
the expression of G6PD. Glycosylation and phosphorylation modifications of G6PD promote
dimer formation and increase enzyme activity (Rao et al,, 2015; Zeng et al., 2016; Ma et al,,
2017). Conversely, acetylation modifications promote dimer to monomer conversion and inhibit
enzyme activity G6PD (Wang et al.,, 2014; Zhang et al., 2021). G6PD not only plays a role in
tumorigenesis, but also in the process of viral infection. Briefly, viruses may inhibit
intracellular metabolism and reduce the enzymatic activity of G6PD to promote viral infection
during the early stages. Furthermore, viruses may activate metabolic pathways, including PPP,
to promote viral replication at later stages. Finally, inhibitors of G6PD were summarized and the
potential of G6PD as a clinical therapeutic target was evaluated.



https://zh.wikipedia.org/wiki/%E8%91%A1%E8%90%84%E7%B3%96%E5%85%AD%E7%A3%B7%E9%85%B8%E9%B9%BD%E8%84%AB%E6%B0%AB%E9%85%B6%E7%BC%BA%E4%B9%8F%E7%97%87
https://pubmed.ncbi.nlm.nih.gov/?term=Meng+Q&cauthor_id=36091812
https://pubmed.ncbi.nlm.nih.gov/?term=Meng+Q&cauthor_id=36091812
https://pubmed.ncbi.nlm.nih.gov/?term=Meng+Q&cauthor_id=36091812
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9448902/#B72
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9448902/#B100
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9448902/#B55
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9448902/#B55
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9448902/#B91
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9448902/#B105
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CYSTIC FIBROSIS

% Also known as mucoviscidosis

“* Hereditary disorder or a genetic condition that affects the exocrine

glands.
“* Causes the production of abnormally thick sticky mucus that leads to
the blockage of pancreatic ducts, intestines which results in respiratory
infection
“* Affects the cell that produces mucus, sweat and also digestive juices
H Aif el f A S B R VAR (B A Cystic
Fibrosis...
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https://zh.wikipedia.org/wiki/%E5%8C%97%E6%AD%90
https://zh.wikipedia.org/zh-tw/%E5%9B%8A%E8%85%AB%E6%80%A7%E7%BA%96%E7%B6%AD%E5%8C%96#cite_note-O2009-1

TYPE 2 DIABETES — GENECTIC MUTATIONS

Several gene mutations to a higher diabetes risk

Not everyone who carries a mutation will get diabetes, however, people with diabetes have
one or more of these mutations

Genetic Mutations




TYPE 2 DIABETES: 0] [}
PREVENTABLE

TYPE 2 DIABETES - PREVENTION

“Weight loss and increased physical activity can prevent or delay type 2 diabetes”

PREVENTION

WORKS:




MONOGENIC DIABETES- (MODY)
(MATURITY-ONSET OF DIABETES OF THE YOUNG )

1. 20 194F i SR A ARG R FR AT 5 HA (0] » FEAE PRI 2 Eh ML PRI 5285 [ A — TS 7k
SERLATRETR S » 5 R BUH R A BRI 2 (FFIBAART AR » AR PR o DI 19 5% -
S - MODYSRJ 3 FLAY BH0 PR BE GRS - o i E AR B 2% F 15%[9] -

2 FER G EEIREPR Y (MODY ) (maturity-onset of diabetes of the young ) I&—fEi g B2 BHEK
RS (EAVNEIR R - W SR FEREE > E=(RANAEEZES - MODYR 19758 H WEZE 1
I =N | %ﬁfﬁl4@§@§ﬁiMODYﬁE§ ( HNF4a ~ GCK ~ HNF1a ~ IPF1 ~ HNF18 -
NEUROD1 -~ KLF11 -~ CEL ~ PAX4 -~ INS ~ BLK -~ ABCCS8 -~ KCN]ll%DAPPLl)

MODYzZEZ4E: (Ellard et al)
(1) HEPRIR & A e M E EHE — ULk
(2) 25pRPA T RET 2V HEIAEE AR
(3) PEESFEANFFERES R GH
(4) GHFfRS BT AEIERE

Ellard S, Bellanné-Chantelot C, Hattersley AT European Molecular Genetics Quality Network (EMQN) MODY group. Best practice
guidelines for the molecular genetic diagnosis of maturity-onset diabetes of the young. Diabetologia. 2008;51:546-553.
¢tadl  Novel gene mutation in maturity-onset diabetes of the young: A case report:Case

Reports World J Clin Cases. 2023 Feb 16;11(5):1099-1105 (L 1024)


https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9979303/#B8
https://www.ncbi.nlm.nih.gov/pmc/articles/PMC9979303/#B9
https://pubmed.ncbi.nlm.nih.gov/?term=Zhang+N&cauthor_id=36874436
https://pubmed.ncbi.nlm.nih.gov/36874436/#full-view-affiliation-1
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https://zh.wikipedia.org/wiki/%E5%94%90%E6%B0%8F%E7%97%87
https://zh.wikipedia.org/wiki/%E5%85%8B%E6%9E%97%E8%8F%B2%E7%88%BE%E5%BE%B7%E7%97%87%E5%80%99%E7%BE%A4
https://zh.wikipedia.org/wiki/%E9%80%8F%E7%B4%8D%E6%B0%8F%E7%97%87%E5%80%99%E7%BE%A4
https://zh.wikipedia.org/wiki/L%C3%A9ri-Weill%E8%BB%9F%E9%AA%A8%E9%AA%A8%E7%94%9F%E6%88%90%E9%9A%9C%E7%A4%99%E7%B6%9C%E5%90%88%E7%97%87
https://zh.wikipedia.org/wiki/L%C3%A9ri-Weill%E8%BB%9F%E9%AA%A8%E9%AA%A8%E7%94%9F%E6%88%90%E9%9A%9C%E7%A4%99%E7%B6%9C%E5%90%88%E7%97%87
https://zh.wikipedia.org/wiki/L%C3%A9ri-Weill%E8%BB%9F%E9%AA%A8%E9%AA%A8%E7%94%9F%E6%88%90%E9%9A%9C%E7%A4%99%E7%B6%9C%E5%90%88%E7%97%87
https://zh.wikipedia.org/wiki/L%C3%A9ri-Weill%E8%BB%9F%E9%AA%A8%E9%AA%A8%E7%94%9F%E6%88%90%E9%9A%9C%E7%A4%99%E7%B6%9C%E5%90%88%E7%97%87
https://zh.wikipedia.org/wiki/%E6%99%AE%E7%91%9E%E5%BE%B7%E5%A8%81%E5%88%A9%E7%97%87%E5%80%99%E7%BE%A4
https://zh.wikipedia.org/wiki/%E5%A4%A9%E4%BD%BF%E4%BA%BA%E7%97%87%E5%80%99%E7%BE%A4

DOWN SYNDROME

FFECE PHYSICAL

CHARACTERISTICS

Single Palmer Croaso,
Short Fifth Finger that
Curves Inward

-~

Wide, Short Han

() Flattened Nose and Face, with Short Finge

Upward Slanting Eyes

' Separated Joints
White Spots on the botv‘v,nn the Bones
Colored Part of the Skull

of the Eye

Small Ears

Excess Skin at the
Nape of Neck

DOWN SYNDROME SIGNS

Small Mouth

People with down syndrome have distinct facial features:-
“Aflat face

<A small broad nose

“*Abnormally shaped ears WARNIN G ¥

“* Alarge tongue

“*Upward-slanting eyes S I G N S !

Decroasod Muscle
Tone at Birth

Widely Separated First
and Second Toes and
Increased Skin Creases

O\ ()

-
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* Almond-shaped eyes that slant up

* EREIEA JNE BRI RER e
y ﬂE%SIZ N H%%ﬁﬁﬁ*ﬂ;ﬂ: > Imﬂi e Small ears
%__E./J\u&%%}lfﬂﬁ ) * Atongue that tends to stick out of the mouth

e Tiny white spots on the iris (colored part) of the eye

* %&ﬁ%j\iﬁﬁ%%%é@%@%ﬁ% o * Small hands and feet
Eé\ﬁkéﬁ W ’ &%201 Oﬁ ’ * Asingle line across the palm of the hand (palmar crease)
1 000%%}?@5%[{3%@%‘1 A/%\%‘%EE)E‘E » Small pinky fingers that sometimes curve toward the thumb

¢ Poor muscle tone or loose joints
. BN ER A RS ERGRTH 2118 [ t joint

* Aflattened face, especially the bridge of the nose

* Shorter in height as children and adults



DOWN SYNDROME :
INCREASED RISK OF DEVELOPING
SOME DISEASES

DOWN SYNDROME EFFECTS....

People with Down syndrome have an increased risk of developing a number of medically
significant problems, including

respiratory infections

gastrointestinal tract obstruction (blocked digestive tract)

-Leukemia

heart defects
hearing loss
Hypothyroidism

eye abnormalities.




DOWN SYNDROME - TEST

Two types of tests check for Down syndrome during pregnancy:-

Screening : Screening tests identify a mother who is likely carrying a baby with Down
syndrome. The most common screening tests are the Triple Screen and the Alpha-Fetoprotein
Plus. These tests measure levels of certain substances in the mother's blood

Alternatively, ultrasounds (which use sound waves to look at the developing baby) allow the
doctor to examine the feotus in the womb for the physical signs of Down Syndrome

BRI ER S - ARIAEAT S — Rk 2 [
BRI NZEE]

Hit BEE B 7 PRI P Y R, 17 P DLs2 i — (7

ZHR » R RER



DOWN SYNDROME - TEST (CONT.)

Diagnostic tests : To confirm a positive screening result, one of the following diagnostic tests
can be performed:

% chorionic villus sampling (CVS)
"+ Amniocentesis
" percutaneous umbilical blood sampling (PUBS).

*Each takes a sample from the placenta, amniotic fluid, or umbilical cord, respectively, to
examine the baby's chromosomes and determine if he or she has an extra chromosome 21.




PRENATAL DIAGNOSIS
AND GENETIC COUNSELING

» Conclusion: Prenatal diagnosis of de novo rea (219;21q) Down
syndrome should include a polymorphic DNA marker analysis of the
parental origin, and the acquired information is useful for genetic
counseling of the recurrence of unbalanced rea(21q;21q) offspring and
the determination of low-level tissue mosaicism or gonadal mosaicism in
one of the parents.



https://pubmed.ncbi.nlm.nih.gov/35361401/#full-view-affiliation-1

DU EAE I L R

- ZETEEIFEAERE LEEZEikE
o [ RHEE R, WVES I EE HI2 BT, B 1 = TE R ]
« AR T2 ZfElsinaiE RS DL S s a5

Fif DA S R 2 S o A i R S L A (A S B R ) 2 350
Fe e mr e =wE (0|52 (VS Round ) iis @R R = &,




AR AR P E RHYE LE
Ao 0 L, B = e —
R R S L R R
A — AR RS EEHY B BEEIR 2 B s AL TR b
E{EE— T on diet Eexercise
 BW changes: ZEX Il E LS EEHVEY) & 2 2 a5 EE 1-1.5 Kg.

* YR ATE SR B RS B A sh A HY R AR ZE A = -

« Cancer Jji A. Diarrhea J5 A\, hypothyroidismji A\ DL
congestive heart failure, {tf FFIIFR 7, 75 B2 B AEE A5 N KA
A ERZ M E RS .

1—l

W

+ Underweight = BMI below 18.5

<+ Normal = BMI between 18.5 — 24.9 (considered ideal)

BW: 78 K:g- (202403 10) + Overv.veight = BMI between 25 and 29.9
+ Obesity = BMI of 30 or more
Ideal BW fHEEATEE

2
4+ MEN: IBW (kgs) = 22 x (height in meters) : i’b\rk{af
+ WOMEN: IBW (kgs) = 22 x (height in meters - 10cm) %HB%E@ 'fb

T T

>30 ZHf






#i‘#i‘u%?ﬁﬁﬁf =2 RN

HR—(EFE B2 ? (B 5, BB = )

165 EE S - 18 EHEMEBEET R -+ BERI6RAHRE _EEEE - 155 HIR S 1R
SE TS RIE S 50T - @R TR PAER - [HAENAGR - MR EESIE L R B EHY
HEAILY, - M2 REAATFR S FRREM RIS RIS - SRS e HERIEE &
 HREEHRFEERIA - HERRNESIES > WRAREFE RN EEEE - K MaiiEIES > ek
IR e AHFRRDIERT > TR2SEHR T ESERE - IREEES RS > BERCREZERA -



http://cht.a-hospital.com/w/%E7%AC%AC%E4%BA%8C%E6%80%A7%E5%BE%81
http://cht.a-hospital.com/index.php?title=%E6%80%A7%E5%8F%91%E8%82%B2%E8%BF%9F%E7%BC%93&action=edit&redlink=1
http://cht.a-hospital.com/w/%E6%80%A7%E5%BE%81
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o 2. 3EM e ZMcHaAI M B2 ( Gonadotropin-independent puberty )

* 3. GFERREMGEE R (ERIEHFHILEF R (Combined
gonadotropin-dependent and —independent puberty ) :

Physical findings: ZE )+ &
IRF [ (P i) 2+ B finding g
E! %g:ﬁlui%i__l&b%{b
HYRTEERNER



http://labbaby.idv.tw/inspection-detail.php?title_id=2&ca_id=19&k_id=199
http://labbaby.idv.tw/inspection-detail.php?title_id=2&ca_id=19&k_id=199
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 Ex, Patent ductus arteriosus

* Patent ductus arteriosus, or PDA, 1s a heart defect that can develop soon
after birth. It affects the way blood flows through a baby's lungs. Mild PDA
might not need treatment, but some children with the defect may require
catheterization or surgery.

Surgery is recommended in patients who are too
small in size for trans-catheter closure or if they had

Pornpia a failed trans-catheter closure. Sometimes surgery is
S done on an urgent basis in patients with
artery

Patent ductus arteriosus

complications such as congestive heart failure,
recurrent pneumonia, failure to thrive or pulmonary
hypertension.

The main purpose of PDA ligation is to prevent
complications of the lungs and the heart due to
increased blood flow and pressure.

This surgery does not require opening the heart. The
patient is under general anesthesia during the whole
procedure.




PDA

WAF R0/ SR —RE 0
BTEED

. calThe optimal timing of surgical ligation

(. 4

L

of patent ductus arteriosus in preterm or very-low-
birth-weight infants: A systematic review and meta-

analysis Medicine (Baltimore). 2020 Feb;99(9):e19356.doi:

10 1007/ T NONNNONNNNNNTORKA
Early surgical ligation might have a better respiratory outcome (lower FiO2 at
24hours postoperatively and fewer intubation days) and nutritional status
(earlier date of full oral feeding and heavier body weight at 36 weeks) for PDA
in preterm or VLBW infants. This conclusion was consistent with those of
previous individual studies.[15-17] Prolonged exposure to ductus
arteriosus shunting, which means a longer duration of pulmonary
hyperemia and systemic hypoperfusion, can cause worse lung conditions
and lead to poorer nutritional status in late ligation.[10]

QO EENEREE —ERUIERH A RN (R ZE) [FIRF Y oo
RIEE AT RERE 7] DARER: B F-1i7. (urgent management of warning)


https://pubmed.ncbi.nlm.nih.gov/?term=Yan+H&cauthor_id=32118777
https://pubmed.ncbi.nlm.nih.gov/?term=Yan+H&cauthor_id=32118777
https://pubmed.ncbi.nlm.nih.gov/?term=Yan+H&cauthor_id=32118777
https://pubmed.ncbi.nlm.nih.gov/32118777/#full-view-affiliation-1
https://pubmed.ncbi.nlm.nih.gov/32118777/#full-view-affiliation-2
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« PDA-TOLERATE Trial: An Exploratory Randomized Controlled Trial of
Treatment of Moderate-to-Large Patent Ductus Arteriosus at 1 Week of
Age.Clyman Rl,et al

~~d o~ - - 4~ a4~ a4~ N I O N D P —_—

- - D e e = o S . PR
Conclusions: In preterm infants age <28 weeks with moderate-to- Lt

large PDAs who were receiving respiratory support after the first
week, ERT(early routine treatment) did not reduce PDA ligations or
the presence of a PDA at discharge and did not improve any of the
prespecified secondary outcomes, but delayed full feeding and
was associated with higher rates of late-onset sepsis and death in
infants born at >26 weeks of gestation.

DA Ligation Procedure with Suture

It's important to note that even when there are no symptoms, the turbulent flow of blood

through the PDA puts a baby at a higher risk for a serious infection, known as
endocarditis.


https://pubmed.ncbi.nlm.nih.gov/30340932/
https://pubmed.ncbi.nlm.nih.gov/30340932/
https://pubmed.ncbi.nlm.nih.gov/30340932/
https://pubmed.ncbi.nlm.nih.gov/30340932/
https://pubmed.ncbi.nlm.nih.gov/30340932/
https://pubmed.ncbi.nlm.nih.gov/30340932/
https://pubmed.ncbi.nlm.nih.gov/30340932/
https://pubmed.ncbi.nlm.nih.gov/30340932/
https://pubmed.ncbi.nlm.nih.gov/30340932/
https://pubmed.ncbi.nlm.nih.gov/30340932/

HEREDITARY PANCREATITIS AND
HEREDITARY PANCREATIC
CANCER

~ Heavy alcohol
use (40%)

* Genetic/anatomical
variants

* High triglyceride
levels
p". v / A TIL * High calcium levels
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IMPORTANT AND MOST RECENT
REFERENCES FROM THE PUBMED

J Gastrointest Cancer. 2014 Mar;45(1):22-6. doi: 10.1007/512029-013-9559-6.

Hereditary pancreatitis: dilemmas in differential diagnosis and therapeutic

approach.

Mastoraki Aﬂ, Tzortzopoulou A, Tsela S, Danias N, Sakorafas G, Smyrniotis V, Arkado

HP usually appears with an acute, a recurrent acute, and a chronic phase,
referring to the inflammation of the pancreas and the symptoms' onset and
duration. The clinical features of acute pancreatitis begin in childhood and
last less than 6 months. HP carries a 50-70-fold increased risk of
pancreatic cancer within 7-30 years of disease onset.

J Gastroenterol. 2018 Jan;53(1):1562-160. doi: 10.1007/s00535-017-1388-0. Epub 2017 Aug 31.

271 cases(153 males and 118 females) in 100 families. 41% had the PRSS1
mutations (p.R122H 33%, p.N291 8%) and 36% had the SPINK1 mutations .
DM :5.5% at 20,28.2 % at 40. pancreatic cancer diagnosis was 2.8% at
40 years old, 10.8% at 60 years, and 22.8% at 70 years



HEREDITARY PANCREATITIS
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1. Pedigree of a family with hereditary chronic relapsing
pancreatitis

M W COMFORT, A G STEINBERG: Gastroenterology 1952 May;21 (1 )154-63

The emergence of HP as a unique entity was first noted in 1952, wherein, the
authors reported the pedigree of six family members (four definite and two
probable), spanning three generations with repeated episodes of pancreatitis.
Age of onset ranged from 5 to 23 years of age, with clinical features and

complications seeming to occur in an autosomal dominant inheritance
pattern.



https://pubmed.ncbi.nlm.nih.gov/?term=COMFORT+MW&cauthor_id=14926813
https://pubmed.ncbi.nlm.nih.gov/?term=STEINBERG+AG&cauthor_id=14926813

HEREDITARY PANCREATITIS
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M W COMFORT, A G STEINBERG: Gastroenterology ay,

The emergence of HP as a unique entity was first noted in 1952, wherein, the
authors reported the pedigree of six family members (four definite and two
probable), spanning three generations with repeated episodes of pancreatitis.
Age of onset ranged from 5 to 23 years of age, with clinical features and

complications seeming to occur in an autosomal dominant inheritance
pattern.



https://pubmed.ncbi.nlm.nih.gov/?term=COMFORT+MW&cauthor_id=14926813
https://pubmed.ncbi.nlm.nih.gov/?term=STEINBERG+AG&cauthor_id=14926813
https://pubmed.ncbi.nlm.nih.gov/?term=Panchoo+AV&cauthor_id=35096544
https://pubmed.ncbi.nlm.nih.gov/?term=Panchoo+AV&cauthor_id=35096544
https://pubmed.ncbi.nlm.nih.gov/35096544/#full-view-affiliation-1
https://pubmed.ncbi.nlm.nih.gov/?term=VanNess+GH&cauthor_id=35096544
https://pubmed.ncbi.nlm.nih.gov/?term=VanNess+GH&cauthor_id=35096544
https://pubmed.ncbi.nlm.nih.gov/35096544/#full-view-affiliation-2
https://pubmed.ncbi.nlm.nih.gov/?term=Rivera-Rivera+E&cauthor_id=35096544
https://pubmed.ncbi.nlm.nih.gov/?term=Rivera-Rivera+E&cauthor_id=35096544
https://pubmed.ncbi.nlm.nih.gov/?term=Rivera-Rivera+E&cauthor_id=35096544
https://pubmed.ncbi.nlm.nih.gov/35096544/#full-view-affiliation-3
https://pubmed.ncbi.nlm.nih.gov/?term=Laborda+TJ&cauthor_id=35096544
https://pubmed.ncbi.nlm.nih.gov/?term=Laborda+TJ&cauthor_id=35096544
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Hereditary pancreatitis in a Chinese family

J T Lin tal
Department of Internal Medicine, College of Medicine, National Taiwan University, Taipei, Taiwan, R.O.C.

J Clin Gastroenterology 1990 Feb;12(1):81-4.



https://pubmed.ncbi.nlm.nih.gov/?term=Lin+JT&cauthor_id=2303690
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