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\ Û पेड़- ȫ ɉ ȧतल
ु ना  Ʌयह  Û¡ ȡसा खब
ू सरू त पौधा   ç
Ǖ का  ¡ ȣȲ\ ͬ  भरोसेमंद   ȡ[ 
ͧ ğ

ȡǒ  हो सकता है । मॉस Ü ȡȲ नाम का यह पौधा Ĥ Ǘ  पर दोगुना वार करता है । वातावरण  Ʌ

मौजूद  ȨǑ[È Ǘ ȯ मैटर (पीएम) के   ɉ और  ȡ [   ɉ को भी लगभग दोगुनी Ý ȡ से
\   Ȫͪ  करता है । छोटा इतना ͩ गमले  Ʌआ जाए। कमरे के अंदर भी रखा जा सकता है । कमरे  Ʌ
बस चार गमले रख Ǔ ǔæ Ȳ हो जाया जा सकता है । Ĥ Ǘ   ×ɉको यह  Û¡ ȡफाइटर चन
ु -चन
ु कर
 × कर दे गा।
कमरे  Ʌचार पौधे रखे जाने के कुछ ¡ ȣदे र बाद कमरे  Ʌमौजूद Ĥ Ǘ   × ɉ Ʌ15  ȧ  तक कमी
 [ ȧगई। यह घासनुमा पौधा Ǒ  ȯ Ʌबेहद छोटा मगर बेशुमार  ǒǗ  ɉके साथ काम बड़ा करने  Ʌ
¢  है । दरअसल, मॉस Ü ȡȲ \ Û ȫ ɉजैसे è ȯ Ü ȡȲ , मनी Ü ȡȲ \ Û

 ȡȣ ȫ ɉ ȧतरह

केवल सजावट  ȧ è Ǖकतई  ¡ ȣȲहै ।  ȡ[  ͪɮ और ȯ ȣकॉलेज से ǐȡ [ĤȪȯ  डॉ. डीके
È ȯ ȡने मॉस Ü ȡȲ पर ǐ

[कर ^  ȧऔर भी कई  ǒǗ ɉको जाना है । ` Û¡ ɉ ȯɅġȣ   ȡ[  ,

वन एवं जलवायु ǐ [  Ȳğ   को अपनी ǐȪ[भेज ȣहै । \ ͬ  ȡȲ पौधे Ǒ  ɅĤ Ǘ  के कण
\   Ȫͪ  करते ¡ ɇ,  ͩ मॉस Ü ȡȲ  ȧखब
ू ी इसका रात  Ʌभी f ǔÈ होना है । यह पौधा सरू ज  ȧ
रोशनी पर ¡ ȣǓ  [  ¡ ȣȲहै । एलईडी  ȧ¡ ã ȧरोशनी  Ʌभी अपना काम करता है ।

मनी Ü ȡȲ या \ Û Ĥ  Ǘ  f Þ Ȩ [ करने वाले ȫ ɉ  ȧ तुलना  Ʌमॉस Ü ȡȲ का रखरखाव बेहद
आसान है । इसे पानी  ȧ Ǿ  \ Û  ȫ ɉ ȧतुलना  Ʌ ȡ ȧकम होती है । यहां तक ͩ कुछ Ǒ
पानी न ͧ  ȯतो भी मॉस Ü ȡȲ पर खास असर  ¡ ȣȲपड़ा। इस पौधे पर फंगस या  ȰÈȣǐ ȡभी अटै क
 ¡ ȣȲकरता। लॉन या  ȡ[  Ʌबड़े è  पर लगाए जाने पर मॉस Ü ȡȲ नमी से Ĥ Ǘ  के   ɉको ऊपर
 ¡ ȣȲउठने दे ता।

Delhi to get first fortnightly pollution action plan by Feb (Hindustan Times:20190109)

NEW DELHI: Scientists from IITDelhi are working on biweekly action plans to help
authorities fight pollution in the national capital, particularly during the winter when air
quality dips to abysmal levels, officials said.
Commuters protect themselves from the cold at Akshardham on Tuesday morning.
The plans, which would suggest pre-emptive measures, would not just forecast how pollution
could spike in the next fortnight, but would also tell which areas would encounter higher
spikes, sources which needs to be controlled during that period, measures that should be
enforced and by what percent the pollution could go down if the plan is implemented.
“The plans would be submitted to the Central Pollution Control Board (CPCB) at least a
week in advance so that authorities get the time to take decisions and act on it. The measures
suggested every fortnight would change according to forecast and the probable pollution
sources,” said Sri Harsha Kota, assistant professor at civil engineering department of IITDelhi, who specialises in developing air quality models.
Officials familiar with the matter said the first plan is expected to be submitted by February
2019. The project is being funded by the CPCB from the ‘Environment Protection Charge’
that is collected from heavy duty diesel vehicles. While the scientists had initially planned to
restrict the project to Delhi, the CPCB has urged to cover the adjacent towns of NCR as well.
Scientists would take into account the latest emission inventory report of Delhi prepared by
the Indian Institute of Tropical Meteorology in Pune under the Union ministry of earth
sciences.
Three-years’ data from the India Meteorological Department and National Physical
Laboratory would be then fed into a US atmospheric dispersion modelling system to forecast
how pollution could rise over the fortnight, the probable pollution hotspots and the top
sources. Pollution data of that fortnight from preceding years would be used to validate the
forecast and action plans.

“Based on these forecasts, we would prepare biweekly or fortnight action plans primarily
targeting the PM2.5 levels in the pollution hotspots. The plans would also try to tell by what
percent the pollution could drop if the measures are implemented,” said Mukesh Khare, a
professor at IITDelhi and coordinator of Centre of Excellence for Research on Clean Air.
The measures that would be suggested would be lifted from the Graded Response Action
Plan. The plans would however be different from GRAP because while GRAP is a general
emergency response plan for entire National Capital region and steps mentioned under the
GRAP come into play when pollution has already spiked, the biweekly plans would suggest
pre-emptive measures targeted to bring down pollution in hotspots.
“As the plans would not just forecast spikes in pollution levels but would also suggest
measures that need to be taken, it would be more scientific. We would be better equipped to
take informed decisions,” said a CPCB official.

 ǔè ç  ȧ  [ ȣ
90 साल के  Ǖ Ǖ [ ȧ  [ ȣकर Ǔ  ȡ ȡĦȯ ɪ Ǘ  (Dainik Jagran:20190109)
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ȡÏ  Þ ǗȪ, नई Ǒã ȣ : ǿ व  ǔè ç  ȧ  [ ȣबुढ़ापे  Ʌआसान  ¡ ȣȲहोती,  ȯͩ   ȡ ȣ ȡ
बाग ǔè Ǔ  ȪǑ[ \ è  ȡ के ȨÈɉ ने Ħȯ ɪ Ǘ   ȧ  Ȣ ȡȣ से Ȣͫ°  90 ȸ  Ǖ Ǖ [ Ʌġ
कुमार कंु डू  ȧ  [ ȣकर  ǔè ç से ɪ Ǘ  Ǔ  ȡ  ȯ Ʌकामयाबी ¡ ȡͧ   ȧहै । खास बात यह ͩ
तीन घंटे  ȧ  [ ȣके बाद ` Û¡ Ʌ30 ͧ    Ʌ¡ ȣहोश आ गया। ȨÈɉका कहना है ͩ उनके è ȡèØ
 Ʌसुधार है ।
ȨÈɉ के अनुसार उनके  ȣ का दायां Ǒ¡ è ȡ पैरालाइज हो गया था और आवाज भी लड़खड़ा ¡ ȣ
थी। वह  Ǘǐ पर भी Ǔ  Ȳğ   ¡ ȣȲकर पा रहे थे। \ è ȡ पहुंचने पर `   ȧएमआरआइ  ȧगई तो
 ǔè ç  Ʌɪ Ǘ   ȧबात सामने आई। राहत  ȧबात यह है ͩ ɪ Ǘ  ɇ   ǕÈ  ¡ ȣȲथा। Ħȯ के
िजस Ǒ¡ è ȯसे  ȣ का दायां अंग Ǔ  Ȳǒğ होता है, ɪ Ǘ  के कारण उस Ǒ¡ è ȯपर सज
ू न आ गई थी।
जांच के बाद ȨÈɉने ǐ  ɉको

 [ ȣका सुझाव Ǒ ȡ@` Û¡ Ʌयह भी बताया ͩ इस \ è ȡ Ʌ

Ħ ȯ  ȧ  [ ȣ  Ʌ Ȫͨ  हो सकता है । ȨÈɉ  ȧ सलाह पर ǐ  ɉ ने

 [ ȣ कराने का फैसला

ͩ  ȡ@
\ è  ȡ के Û ǗȪ  [ ȣ  ȧ ͪ ȡ ȡÚ ¢ डॉ. सोनल  ǕÜ ȡ ने कहा ͩ

ȡ ȡÛ तौर पर Ħȯ  ȧ

 [ ȣ  Ʌखोपड़ी को खोलना पड़ता है । इस मामले  Ʌऐसा  ¡ ȣȲͩ  ȡ गया। ͧ [ तीन इंच का चीरा
लगाकर  ȡ^Đ Ȫè Ȫͪ  तकनीक से Ħ ȯ  ȧ  [ ȣकर ɪ Ǘ  Ǔ  ȡ ȡगया। ɪ Ǘ  पांच

Ʌ ȣ Ȣ

का था। ȨÈ कहते है ͩ बेनाइन ɪ Ǘ
  \ È  40 से 70 साल  ȧ ` Ĩ  Ʌहोता है । 90 साल  ȧ
\  è ȡ  Ʌइसके मामले  Ǖ [ ¡ ɇ@इस \ è ȡ  Ʌ\ È  लोग

 [ ȣ ¡ ȣȲकराते। ^  Ʌसबसे बड़ी

चन
ु ौती  ȣ  ȧ` Ĩ ¡ ȣथी। ¡ ȡ ȡȲͩ  Ǖ Ǖ [को Ħȯ ɪ Ǘ  के अलावा कोई \ Û गंभीर Ȣ ȡȣ ¡ ȣȲ
थी, इससे  ȹ ɅÏ  ȡȡपरे शानी  ¡ ȣȲहुई।

आइवीएफ Ʌ 
f à  Ʌबढ़े गा  [ ȣका समय, घटे गी ȯǑȲ
 ! (Dainik Jagran:20190109)
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ȡÏ  Þ ǗȪ, नई Ǒã ȣ : सफदरजंग \ è ȡ  Ʌआइवीएफ
Ʌġȣ è ȡèØ  Ȳğ   से

Ȳ Ȳͬ 

Ȳ ȣ

Ʌ  के संचालन  Ʌहो ¡ ȣ ȯȣ पर

ͧ Ǔ ने ͩ  नाराजगी जताई है । इसे  ã से  ã

 ǕǾ करने  ȧͧ  ȡǐ भी  ȧहै ।  ¡ ȣȲ, \ è ȡ Ĥ  ȡ  का कहना है ͩ आइवीएफ

Ʌ  संचालन

 ȧ Ȱ ȡȣ Ǘȣहो Ǖ ȧहै । कुछ \ × ȡ ǓǕ  `   ɉका इंतजार है । उपकरण `  Þ होने पर  ã
¡ ȣयह Ʌ   ǕǾ हो जाएगा।
Ĥ  ȡ  के दावे सच हुए तो ] ͬ [ Ǿ  से कमजोर Ǔ :संतान Ȳ ǔ×  ɉ के ͧ f यह साल  ͧǕ  ɉ
वाला

ȡǒ  होगा। सफदरजंग \ è ȡ  Ʌआइवीएफ

अंदाजा इस बात से लगाया जा सकता है ͩ
 ȧ ͧ  ȡǐ कर

Ȳ ȣ

Ʌ   ǕǾ करने  ȧ योजना के  ¡ × का

ͧ Ǔ सात बार अपनी ǐȪ[ Ʌइसे  ǕǾ करने

Ǖ ȧ है । मौजद
ू ा समय  Ʌ  ȡȣ ¢ ȯğ के ͧ [ दो \ è ȡ ɉ  Ʌआइवीएफ  ȧ

Ǖͪ ȡ है, ǔ

 Ʌf à

व लोकनायक \ è ȡ  ȡͧ  ¡ ɇ@ Ȳ ȣ

ͧ Ǔ यह कह

सफदरजंग \ è ȡ  Ʌआइवीएफ Ʌ  ] ͬ [ Ǿ  से कमजोर Ȳ ǔ×  ɉके ͧ f वरदान

Ǖ ȧ है ͩ
ȡǒ हो

सकेगा, È ɉͩ Ǔ  Ȣ\ è  ȡ ɉ Ʌ¡ ȣ^  ȧ Ǖͪ ȡ\ ͬ  है , जहां आइवीएफ के ͧ f  Ȫȣरकम
 Ǘ ȣजाती है ।
\ è  ȡ के ͬ ͩ × ȡ \  Ȣ¢  डॉ. ȡ Ʌġ   ȡ[ ने बताया ͩ आइवीएफ लैब तैयार है । ͪ  ȯ £
ȨÈ व \ Û    Ȣ ȧ  [ ȡȣǓ  ǕÈ कर ͧ f गए ¡ ɇ@उपकरण  ȣ ȯके ͧ f h [ दे Ǒ ȡ
गया है । कुछ ¡ ȣ Ǒ ɉ  Ʌउपकरण `  Þ हो जाएंगे। आइवीएफ

Ʌ  इसी  ¡ ȣ ȯ ǾǕ होने  ȧ

` à Ȣ है ।
ȡÏ  Þ ǗȪ, नई Ǒã ȣ : f à

 Ʌ ȣ ɉ के बढ़ते दबाव व

 [ ȣ  ȧ लंबी ȯǑȲ
 के  Ƨȯ  

\ è  ȡ Ĥ  ȡ  दो ȡͧ  ɉ Ʌ  [ ȣ ǕǾ करने पर ͪ ȡ कर रहा है । इसके लागू होने पर  [ ȣका
समय तीन घंटे बढ़ जाएगा और Ĥ Ǔ Ǒ 11 घंटे ȨÈ

 [ ȣ कर

Ʌ ȯ@इससे

 [ ȣ  ȧ ȯǑȲ


घटे गी। ¡ ȡ ȡȲͩ , बताया जा रहा है ͩ f  ȯ
è Ȣͧ  ȡͪ  ȡ के ȨÈ इसके ͧ f तैयार  ¡ ȣȲ¡ ɇ@ऐसे  Ʌ
इन ȨÈɉको राजी करना f à Ĥ ȡ  के ͧ f सबसे बड़ी चन
ु ौती होगी।
  [2017-18  Ʌf à

 Ʌएक लाख 93 हजार से \ ͬ   ȣ ɉ ȧ  [ ȣहुई। ^  Ʌमेजर व माइनर

Ȫ ɉ  [ ȣ ȡͧ  है । इतने \ ͬ   ȣ ɉ ȧ  [ ȣहोने के बावजूद f à
के ͧ f लंबी  ȡȣ Ʌȣजाती ¡ ɇ@ ȡͫ [ 

 Ʌ ȣ ɉको ऑपरे शन

 [ ȣͪ ȡ  Ʌ ȣ ɉको पांच साल बाद तक  ȧ ȡȣ

ȣजाती ¡ ɇ@Û ǗȪ  [ ȣ ɅĦ ȯ ɪ Ǘ  के ऑपरे शन के ͧ f छह माह से डेढ़ साल बाद का समय Ǒ ȡ
जाता है । जनरल  [ ȣव ɇ   [ ȣ Ʌभी तीन से छह  ¡ ȣ ȯ ȧ ȯǑȲ
 है ।  ¡ ȣवजह है ͩ f à  Ʌ
दो  ȡͧ  ɉ Ʌ  [ ȣ ǕǾ करने पर ͪ ȡ चल रहा है ।
इस È सुबह नौ से शाम पांच बजे तक  [ ȣके ͧ f Ǔ  ȡ[ǐ है । Ĥ × ȯ ȨÈ को  [ ȣके ͧ f
Ü ȡ¡  Ʌदो Ǒ j ȣ (ऑपरे शन ͬ  ȯ ) ͧ   Ȣ है । उस Ǒ वे सुबह से शाम तक ͧ [
करते ¡ ɇ@जनरल

 [ ȣͪ  ȡ के एक ǐç ȨÈ ने बताया ͩ

 [ ȣ

 [ ȣका समय बढ़ाकर रात आठ

बजे तक Ǔ  ȡ[ǐ करने  ȧबात हो ¡ ȣहै । ¡  ȣȡ ȣ Ʌसुबह नौ बजे से दोपहर दो बजे तक और
 Ǘ ȣ ȡ ȣ Ʌदोपहर दो बजे से रात आठ बजे तक का समय Ǔ  ȡ[ǐ हो सकता है । एक के बाद  Ǘ ȣ
 ȡ ȣ ɅȨÈ बदल जाएंगे।
ȨÈ कहते ¡ ɇͩ इससे  ȣ ɉ को फायदा  Ǿ  होगा,  ȯͩ  असल

 è ȡ \ è ȡ  Ʌबेड

`   Þ  ȡ  ȧ आएगी। कई ͪ  ȡ ɉ  Ʌ ȣ ɉ का दबाव \ ͬ  होने से बेड  ȡ ȣ  ¡ ȣȲहोते। बेड
`   Þ कराना सबसे बड़ी चन
ु ौती होगी। इसके अलावा कुछ ȨÈ रात आठ बजे तक ɬ Ǘ ȣकरने को

तैयार  ¡ ȣȲ¡ ɉ ȯ@पहले भी f à

 Ʌदो ȡͧ  ɉ  Ʌ  [ ȣ  ǕǾ करने का Ĥè ȡ था, पर f  ȯè Ȣͧ  ȡ

ͪ  ȡ के ȨÈ दो  ȡͧ  ɉ  Ʌɬ Ǘ ȣके ͧ f तैयार  ¡ ȣȲहोते। f à

 Ʌ200 बेड का नया

ǔ [ 

Þ Ȩ बनकर तैयार है । इस साल ^  Ʌ ȣ ɉका ऑपरे शन  ǕǾ हो जाएगा। तब दो ȡͧ  ɉ Ʌ  [ ȣ
 ǾǕ होने पर  ȣ ɉको इसका फायदा \ ͬ  ͧ  ȯ ȡ@ ǔ [  Þ Ȩ के  ǾǕ होने से बेड `  Þ  ȡ
और ऑपरे शन ͬ  ȯ  Ȫ ɉबढ़ जाएंगे।

दवाओं  ȧऑनलाइन ǒĐ ȧ
दवा  ȧऑनलाइन ǒ Đ ȧपर रोक  ȡȣÈ ȡहै मामला (Hindustan:20190109)
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ऑनलाइन दवा का कारोबार करने ȡ ȣȲǓ  ɉने पीठ से दवाओं  ȧऑनलाइन ǒ Đ ȧपर लगी रोक
हटाने  ȧमांग  ȧहै ।  ȡͬ  ȡ ɅȲǓ  ɉने कहा ͩ उनके पास  ȡ^ Ʌ है और कोई भी दवा गैरकानूनी  ȣȯसे  ¡ ȣȲबेची जा ¡ ȣहै । दवाएं ऑनलाइन तभी बेची जाती ¡ ɇजब ȨÈ का  ȡÛ  ȡ[
`   Þ कराया जाता है । .
राजधानी

Ǒ¡  दे शभर के ऑनलाइन दवा  ȡȪȡǐ ɉको ¡ ȡ_ Ȫ[ने राहत दे ने से इनकार कर Ǒ ȡ@

¡ ȡ_ Ȫ[ने मंगलवार को ऑनलाइन दवा  ȧ Ǖ ȣǒĐ ȧपर ĤǓ Ȳ के अपने आदे श को वापस लेने से
इनकार कर Ǒ ȡ@.
चीफ  ǔè

ȡ Ʌġ मेनन और  ǔè

वीके राव  ȧ पीठ ने कहा ͩ ऑनलाइन दवा  ȧ ǒĐ ȧ को

लेकर नए कानून के बनने तक Ĥ Ǔ  Ȳ लगाने का आदे श आदे श Ĥ ȡ Ȣरहे गा। ¡ ȡ_ Ȫ[ने 18 Ǒ Ȳ 
को भी  ȡȪȡǐ ɉको राहत दे ने से इनकार करते हुए ऑनलाइन दवा  ȧ Ǖ ȣǒĐ ȧ ȧइजाजत दे ने
से इनकार कर Ǒ ȡथा। .
पीठ ने कहा है ͩ

 è ȡ यह है ͩ अभी इसके Ǔ    के ͧ f कोई Ǔ    ¡ ȣȲ¡ ɇ@ऐसे  Ʌ

\ Ǔ  Ȳǒğ दवा के कारोबार को इजाजत  ¡ ȣȲȣजा सकती है । इस मामले  ɅɅġ सरकार ने पीठ को
बताया ͩ ऑनलाइन दवा  ȧ Ǖ ȣǒ Đ ȧको लेकर नए Ǔ   बनाए जा रहे ¡ ɇ@इस पर पीठ ने कहा
ͩ सरकार ने अपने जवाबी हलफनामे  Ʌमजबूती से अपना ¢ रखा है और कहा है ͩ ͪͧ Û

ͧ Ǔ  ɉ ȧǐ Ȫ[को Ú ȡ  Ʌरखते हुए ͩ Ǔ   अभी बनाए जाने ¡ ɇ, ऐसे  Ʌͩ  ¡ ȡ \ Ȳ ǐ
आदे श  Ʌबदलाव  ¡ ȣȲͩ  ȡजा सकता। ¡ ȡ_ Ȫ[ने ऑनलाइन दवा का कारोबार करने वाले  ȡ ȶ Ȣ
Ȳ Ǔ  ɉ ȧ ȡͬ  ȡपर सुनवाई के दौरान यह आदे श Ǒ ȡहै । .

Healthcare Services
Trust deficit plagues healthcare services (The Tribune:20190109)

https://www.tribuneindia.com/news/comment/trust-deficit-plagues-healthcareservices/710700.html

Dr Soham D BhaduriThe tainted image of the medical profession is often regarded as the
main reason for the increase in attacks on doctors, courtesy conflict of interest, prohibitive
private care costs and overstretched public facilities. Little attention is paid to the rise in
awareness and expectations of people with respect to healthcare services.
IN October 2018, a student leader reportedly manhandled an intern at AIIMS, Patna. The
doctors clamoured for enhanced security; strict action was promised after the incident.
However, nothing has changed on the ground.
An Indian Medical Association survey in 2015 noted that more than 75 per cent of the
doctors had encountered verbal or physical abuse at work. Cases of violence against
healthcare providers have spiralled in the past few years. The menace has become so
pervasive that it has caught the attention of the international fraternity.
One eventful evening during my rural service stint at a Primary Health Centre (PHC) in
Maharashtra in 2017, a computer in the accounts department caught fire. The incident
occurred after office hours during the momentary absence of the evening custodian from the
premises. As soon as I reached the place from my rented apartment (I stayed there because
the PHC quarters were ramshackle), I was accosted by the sarpanch along with a phalanx of
irate locals and subjected to verbal abuse. Also unleashed was an onslaught of complaints:
the PHC didn’t have a doctor residing on the premises 24x7; the ambulance was frequently
out of order; I, the doctor, gobbled up the taxes paid by the villagers while giving little in
return. The next morning, doctored images showing the entire PHC being devoured by flames
were splashed in a local newspaper.
The tainted image of the medical profession is often regarded as the main reason for the
increase in attacks on doctors, courtesy conflict of interest, prohibitive private care costs and
overstretched public facilities. A reason that gets little attention is the rise in awareness and

upsurge in expectations among people with respect to healthcare services. In my case, the
PHC, ever since it was founded in the late eighties, witnessed a tranquil period with people
embracing uncomplainingly whatever services they would receive, until about a decade ago
when they were awakened to how ideal PHCs should function. The healthcare services which
were once considered to be a privilege are increasingly recognised as a legit entitlement
today.
However, neither public perception nor the health system has grown to live up to the changed
realities of the day. Today, demand and expectations greater than before meet a derelict
public health system on the one hand and a forbidding private industry on the other — while
a patient still largely unprepared to accept doctors as total professionals is being forced to
reconcile to the unsavoury fact. While we have witnessed a quick transformation of a
charitable health ecosystem into a highly commercial one, the transition from an altruistic
paradigm to a professional one of a healthcare provider has been incomplete. But what is
disappointing is how certain sections contribute to making this transition even harder.
In March 2018, a mob assisted by a local politician assaulted resident doctors at the DY Patel
Medical College in Pune. In 2001, Shiv Sena supporters laid to waste a leading private
hospital in Thane (Maharashtra) following the death of a senior leader, leading to its
shutdown. Common to such incidents is the fact that no arrests are made.
Politicking has ramifications much deeper than the immediate damage inflicted on healthcare
providers or hospitals. Backing of the political class imparts a sense of righteousness to
violent behaviour. While a misplaced sense of injustice always simmers in the mind of an
aggrieved party, unwarranted political sympathy validates such sentiments and makes it a
battle between the oppressor and the oppressed — where the doctor is perceived as snobbish,
unsympathetic elite exploiting the innocent, hapless patient. Further, it encourages the
perception of things from the emotional perspective instead of a rational view.
A similar role is played by a section of the media, which frequently gives a sensational spin
to news of violence. Scarcely presenting an informed and rational take and instilling
unrealistic expectations by oversimplifying medical treatment have been common to
healthcare reporting.
It is impossible to underestimate the role of these sections in stoking a trust deficit between
parties and retarding the much-needed maturation of the doctor-patient relationship. No
wonder elaborate legal provisions, such as the Medicare Act, fail to act as deterrents against
the attacks.
At the institutional level, balance needs to be attained between important but stop-gap
measures that may further jeopardise trust (say, increased security at hospitals) and those that
further long-term interests (say, improved communication and counselling). Any enduring
solution, however, is possible only in the wider context. Medical bodies championing
doctors’ causes should focus less on tugging at moral heartstrings of the laity and more on
highlighting the practical realities that threaten doctor-patient ties. But owing to perceived
conflicts of interest, doctors can hardly sound authoritative to the layman in this regard.

While it will be impractical to expect the political class, the media and the civil society to
readily come forward, it is imperative that a strong role model emerges to set an example for
the others to follow.

DNA technology Bill
Lok Sabha passes DNA technology Bill (The Hindu:20190109)

https://www.thehindu.com/news/national/lok-sabha-passes-dna-bill/article25940769.ece

The Bill would allow use of DNA technology for establishing identity of persons like
victims, offenders, suspects, undertrials, missing persons and unknown deceased persons.
The Bill would allow use of DNA technology for establishing identity of persons like
victims, offenders, suspects, undertrials, missing persons and unknown deceased persons. |
Photo Credit: Reuters
The DNA Technology (Use and Application) Regulation Bill, 2018 allows regulated use of
genetic information to establish identity of persons
The Lok Sabha on Tuesday passed a Bill that allows regulated use of DNA technology to
establish the identity of certain defined categories of persons, including offenders, suspects,
and undertrials.
The DNA Technology (Use and Application) Regulation Bill allows the use of the
technology to establish the identity of persons in matters of crime, parentage dispute,
emigration or immigration and transplantation of human organs.
The Bill provides for establishment of national and regional DNA data banks and each data
will maintain the indices, including crime scene index, suspects’ or undertrials’ index and
offenders’ index.
Fears of misuse
Replying to the concerns raised by various members about the law being misused to carry
unregulated DNA profiling, Dr. Harsh Vardhan said, “The potential misuse of DNA samples
is not restricted to the biological material, which is collected under the provisions of this
DNA Bill alone. Any and every blood sample collected by clinical laboratory has the same
potential for misuse”.

Kalyan Banerjee of the Trinamool Congress said the the Bill was a good step in the criminal
justice system but cautioned about a possible scenario where it could be misused by
investigative agencies while collecting DNA samples.

Alzheimer's disease
Hormone could slow Alzheimer's progression (The Hindu:20190109)

PET scan of a human brain with Alzheimer's disease.
Queen's University researcher Fernanda De Felice (Psychiatry), along with co-authors from
the Federal University of Rio de Janeiro, have identified an exercise-linked hormone that
could slow the progression of Alzheimer's disease. This research was recently published in
the high-profile publication, Nature Medicine.
The findings show that irisin, a hormone that is boosted by exercise, plays an important role
in the brain and that Alzheimer patients carry less of the hormone. This discovery moves
scientists one step closer to developing a medication that reproduces the effects of exerciseinduced irisin production in the brain.
"In the past few years, researchers from many places around the world have shown that
exercise is an effective tool to prevent different forms of dementia such as Alzheimer's" says
Dr. De Felice, a researcher in the Centre for Neuroscience Studies at Queen's. "This has led to
an intense search for specific molecules that are responsible for the protective actions of
exercise in the brain. Because irisin seems to be powerful in rescuing disrupted synapses that
allow communication between brain cells and memory formation, it may become a
medication to fight memory loss in Alzheimer's disease."
The new research is important, explains Dr. De Felice, because curing dementia is one of the
greatest current and future health care challenges. Unfortunately, despite 30 years searching
for treatment drugs, there is no effective medication for Alzheimer's disease. She adds it is
also important to remember that the vast majority of patients with dementia can be disabled
due to other age-related illness (e.g. arthritis, heart disease, obesity, visual problems, and
depression). Furthermore, it can be challenging to engage a patient in regular physical
activity.
A drug that increases irisin in the brain could be the key.
"It is important to keep in mind that Alzheimer's is a very complex disease and it is truly hard
to treat Alzheimer's patients before irreversible damage occurs in their brains. This is because
when a patient is diagnosed with Alzheimer's disease, their brain has already been damaged,"
Dr. De Felice says. "Finding new protective routes, such as the identification of an exercise-

linked component, may be an optimal strategy to heal the brain before brain cells die and
dementia becomes irreversible."
The next step in Dr. De Felice's research is investigating the most effective way of delivering
irisin to the brain.

Malnutrition
Awareness Campaign in Delhi’s bastis: Malnutrition death of three sisters serves as call
for action for 50 youth (The Indian Express:20190109)

https://indianexpress.com/article/cities/delhi/awareness-campaign-in-bastis-malnutritiondeath-of-three-sisters-serves-as-call-for-action-for-youth-5529336/

Working alongside social workers from various organisations, the youth have been visiting
bastis in five districts since August, armed with a petition
As malnutrition deaths in tribal areas continue, Bombay HC raps Maharashtra government
Anganwadi still not providing food to Aliya’s siblings
Deaths due to malnutrition on the rise in Delhi
Awareness Campaign In Bastis Malnutrition death of three sisters serves as call for action for
50 youth
The room in Mandawali where the three sisters died, allegedly due to starvation. (Express)
Shaken by the starvation deaths of three sisters in Mandawali last year, a group of 50 youth
has been carrying out a campaign to raise awareness on malnutrition in the capital’s bastis.
Working alongside social workers from various organisations, the youth have been visiting
bastis in five districts since August, armed with a petition. The group is gathering signatures
so the following demands can be submitted to the Chief Minister:
> A state food commission be set up to focus on child nutrition.
> A malnutrition law be framed at the state level.
> Mid-day meal programme be extended to students in classes IX-XII as well.
> Eggs, milk and bananas be provided in government schools and anganwadis.

> Social audits be carried out from time to time on food provided in government schools and
anganwadis.
> Preparation of food for these institutions be decentralised, and meals be prepared in
community kitchens to ensure quality control and monitoring.
The various volunteers are being coordinated by Matri Sudha, an NGO which works on
education and nutrition, under the campaign ‘Freedom from malnutrition.’
Akash Singh (17), a first-year political science student at the School of Open Learning, is
among the campaigners in southeast Delhi, and has worked with friends in Sangam Vihar,
Jaitpur, Nardan Basti and Prem Nagar. “This petition carries solutions we want the
government to implement. Though we’re collecting signatures, our first priority is to explain
the issue to people. A lot of people we met don’t know enough about malnutrition. We
explain how to identify its signs, who is most vulnerable, and how children affected by it
should go to anganwadi centres and monitor growth of children. There is no point in signing
it if this basic awareness doesn’t exist,” he said.
“Sometimes, people say they won’t sign our petition because they don’t have children or their
children study in private schools. Then we explain how hunger can affect anyone. I have seen
many of my classmates go hungry, which affects their studies, and they could benefit from
mid-day meals,” said Amarjeet Singh (17), a class X student in a government school.
Arvind Singh, head of policy and advocacy at Matri Sudha, said the campaigners have
collected over 30,000 signatures. “We are hoping to conduct a discussion afterwards, inviting
members from the government to explain the idea of this campaign,” he said.
On July 24, three sisters aged eight, six and two had died on the same night in Mandawali,
widely believed to be a result of negligence and starvation. Two post-mortem reports had
revealed that they died due to malnutrition and its complications, and had no fat on their
bodies.

Gene Editing (The Asian Age:20190109)
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http://onlineepaper.asianage.com/articledetailpage.aspx?id=12230853
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Triple-negative breast cancer responds to new dual-target therapy (Medical News
Today:20190109)

https://www.medicalnewstoday.com/articles/324107.php

An experimental therapy has shown promising results in fighting a particularly aggressive
breast cancer with limited treatment options.
A new experimental treatment shows promise for people with triple-negative breast cancer.

A recent study has revealed that the novel treatment decreased the growth and spread of
triple-negative breast cancer in mice.
The approach uses a protein to block two growth mechanisms that help the breast cancer cells
to multiply and migrate.
The protein, which has the name tubulointerstitial nephritis antigen-like 1 (TINAGL1),
occurs naturally in the body.
The study suggests that a synthetic, or recombinant, version of TINAGL1 could reduce the
growth and spread of triple-negative breast cancer.
A report on the findings now features in the journal Cancer Cell.
"People have tried," says senior study author Yibin Kang, a professor of molecular biology at
Princeton University in New Jersey, "to block the spread of this form of cancer, but attempts
so far have failed because if you try one approach, the cancer cells compensate by finding a
way to escape."
"With this new approach, the treatment blocks both pathways at the same time," he adds.
Triple-negative breast cancer
Breast cancer is a disease that develops when cells in breast tissue grow abnormally and
multiply.
The hormones estrogen and progesterone and excess levels of human epidermal growth factor
receptor 2 (HER2) protein are known drivers of breast cancer.
By testing samples of breast cancer tissue for hormone receptors and HER2 levels, doctors
can recommend therapies that work by reducing the strength of these drivers.
Breast cancer: Marker of deadly recurrence identified
Study links risk of lethal breast cancer recurrence to levels of a protein in cells that spread
from primary tumors.
Around two-thirds of breast cancers will test positive for either estrogen or progesterone
receptors, or both. Around 20 percent will test positive for excess HER2.
However, in 12–17 percent of people who receive a breast cancer diagnosis, the test will be
negative for both hormone receptors and high HER2. In other words, it will be triplenegative.
Treatment options for triple-negative breast cancer are limited, as the cancer is unlikely to
respond to hormone therapy such as tamoxifen or HER2 therapy such as trastuzumab.
Triple-negative breast cancers also tend to be more aggressive. They are more likely to
spread to other parts of the body and come back following treatment.

TINAGL1 works in two ways
The recent study suggests that synthetic TINAGL1 could be a promising candidate for a
much-needed new triple-negative breast cancer treatment.
One way that TINAGL1 works is by reducing the activity of epidermal growth factor
receptor (EGFR) protein. Certain mutations in the EGFR gene increase growth signals to
cells to promote tumor growth and spread.
However, treatments that target EGFR in triple-negative breast cancer usually result in the
cancer cells finding alternative growth pathways.
The other way that TINAGL1 works is by interfering with a pathway involving the protein
focal adhesion kinase (FAK) and a group of molecules called integrins.
This interference upsets the ability of the cancer cells to grow, migrate, stick to each other,
and establish new tumors in other parts of the body.
Strong links between TINAGL1 and outcomes
In the first part of the study, the investigators examined more than 800 samples of human
breast tumors.
They found that samples from people with more advanced tumors and shorter survival times
had lower levels of TINAGL1.
Samples from people with better outcomes, however, tended to have higher levels of
TINAGL1.
These links were particularly strong in tissue that came from people with triple-negative
breast cancers.
When they engineered mouse cancer cells to express high levels of TINAGL1, the
researchers found that the resulting tumors grew more slowly and were less likely to spread
to the lung.
Giving TINAGL1 to mice with breast cancer for 7 weeks also halted tumor growth and
spread to the lungs, with no significant adverse effects.
The treatment was still effective when the mice received it after tumors had started to spread.
The authors conclude:
"Our results suggest [TINAGL1] as a candidate therapeutic agent for [triple-negative breast
cancer] by dual inhibition of integrin/FAK and EGFR signaling pathways."
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Diabetes
Diabetes: Can we teach the body to heal itself? (Medical News Today:20190109)

https://www.medicalnewstoday.com/articles/324119.php

In diabetes, the pancreas is unable to produce enough insulin, the hormone that is key to
regulating levels of blood sugar. New research now asks if we can teach pancreatic cells to
address this problem on their own.
Researchers believe the pancreas may be able to fight diabetes on its own with just a small
'push.'
The pancreas contains three different types of cells, each of which produces different
hormones that contribute to the regulation of blood sugar levels, one way or another.
These cells are alpha-cells that produce glucagon to boost blood sugar, beta-cells that produce
insulin to lower levels of glucagon, and delta-cells that produce somatostatin, a hormone that
regulates alpha- and beta-cell activity.
In both type 1 and type 2 diabetes, research has linked the lack of insulin with problems in
pancreatic beta-cells.
However, a new study by researchers from the University of Bergen in Norway suggests that,
with just a small "push," we may be able to train the body to start producing adequate levels
of insulin once more, on its own.
More specifically, the investigators explain, some alpha-cells could turn into beta-cells and
release insulin.
"We are possibly facing the start of a totally new form of treatment for diabetes, where the
body can produce its own insulin, with some start-up help," says study co-author Luiza Ghila
from the Raeder Research Lab in the Department of Clinical Science at the University of
Bergen.
The researchers explain their findings in detail in a study paper in the journal Nature Cell
Biology.
'Reprogramming' cells to produce insulin
Each cell in the body develops to serve a particular function, but the "identity" that some cells
take on is not always final, as the investigators in the current study note.
Instead, some adult cells are able to adapt and shift and can potentially replace cells with
other functions that have died or become damaged.

"[Adult] cells are not terminally differentiated but maintain some plasticity potential even in
higher organisms," the researchers note.
Diabetes: Drug duo helps body replenish its insulin-producing cells
Cells might change and adapt as a result of injury or stress to compensate for the loss of
other, neighboring cells. However, scientists are still striving to gain a better understanding of
how and when this happens, since this process has important potential in regenerative
medicine.
In the current study, the researchers were able, for the first time, to uncover some of the key
mechanisms that allow cells to "switch" identity, looking specifically at pancreatic alpha- and
beta-cells in a mouse model.
They found that alpha-cells respond to complex signals they receive from neighboring cells
in the context of beta-cell loss. Approximately 2 percent of alpha-cells can thus "reprogram"
themselves and start producing insulin.
By using a compound able to influence cell signaling in the pancreas, the researchers could
boost the number of insulin-making cells by 5 percent. While this may be a relatively small
number, it is a significant first step in learning how to wield the body's own potential to fight
diabetes.
"If we gain more knowledge about the mechanisms behind this cell flexibility, then we could
possibly [....] control the process and change more cells' identities so that more insulin can be
produced," says Ghila.
Such findings, the investigators add, will help boost treatments, not just for metabolic
diseases such as diabetes, but also for other conditions, including Alzheimer's where the
function of specific brain cells becomes impaired.
"The cells' ability to change identity and function, may be a decisive discovery in treating
other diseases caused by cell death, such as Alzheimer's disease, and cellular damage due to
heart attacks."
Luiza Ghila

Bowel Cancer
Bowel cancer: New
Today:20190109)
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A recent study identifies a new biomarker for colorectal cancer. The protein in question
might also lead the way to a novel treatment for colorectal and other cancers.
Colorectal cancer often goes undetected for years.
Each year in the United States, doctors diagnose more than 140,000 cases of colorectal
cancer.
This makes it the third most common cancer that medical professionals detect in both men
and women.
Colorectal cancer, which doctors also refer to as bowel cancer, is responsible for more than
50,000 deaths each year in the U.S.
If doctors catch it early, they can treat it, and the death rate from colorectal cancer is slowly
dropping, thanks to increases in screening.
However, specialists often catch the disease too late, and one of the primary reasons for this
is a lack of nonintrusive, reliable diagnostic tests.
A recent study in the journal Biochemical and Biophysical Research Communications
identifies a new marker for colorectal cancer, opening the door for earlier diagnosis.
The findings might also help carve out a new route to treatment for a range of cancer types.
An enzyme of interest
Researchers at Johns Hopkins University in Baltimore, MD, carried out the new work. The
team of scientists studied 24 tissue samples from patients with colorectal cancer.
In particular, the team was interested in a membrane-bound enzyme called beta-1,4galactosyltransferase-V (beta-1,4-GalT-V). To assess whether it might be useful as a
biomarker for colorectal cancer, they tested the sample tissue using antibodies to beta-1,4GalT-V.
The test demonstrated that levels of this particular protein were higher in colorectal cancer
tumor cells than in healthy tissue, surrounding the cancerous cells. In fact, the researchers
found roughly 6.5 times more beta-1,4-GalT-V in the tumor samples than healthy tissue.

Colorectal cancer: Loss of two genes may drive tumor formation
A recent study concludes that the loss of two particular genes might drive an aggressive form
of bowel cancer.
In colorectal tumor cells, the authors also noted an increase in levels of another enzyme,
lactosylceramide synthase, the product of beta-1,4-GalT-V activity.
The recent findings dovetail with previous work by the same group of researchers that lead
author Subroto B. Chatterjee, Ph.D., headed up.
In 2013, the group ran a study on mice with tumors in their kidneys; they treated them with
the chemical D-threo-1-phenly-2-decanoylamino-3-morpholino-1-propanol (D-PDMP),
which inhibits the production of beta-1,4-GalT-V.
This intervention halved the size of the animals' tumors in just 4 weeks.
The power of D-PDMP
Chatterjee explains, "We know that beta-1,4-GalT-V is highly and specifically enriched on
the endothelial cells in the lining of blood vessels in cancer tissue. If you treat these cells with
a drug that targets beta-1,4-GalT-V, it will go and attack the endothelial cells that have this
protein, and hopefully, it will neutralize their activity."
With this previous finding in mind, the researchers trialed D-PDMP on lab-grown human
bowel cancer cells. As with the earlier study, within 24–96 hours, tumors were showing a
reduction in beta-1,4-GalT-V production and greater levels of cell death.
Chatterjee says, "This provides evidence that beta-1,4-GalT-V is a target for cell
proliferation, and that we can block the cycle of cell proliferation by using this D-PDMP
compound, at least in cell-based testing."
This study gives medical researchers much to be excited about. Firstly, it may lead to a new
way to diagnose colorectal cancer with a blood sample. Secondly, it might produce a way to
slow the progression of this cancer. Finally, as Chatterjee explains, "It shows the potential for
the application of this compound in, perhaps, multiple types of cancers."
Although researchers need to do much more work before any of these discoveries enter the
clinic, the mechanism offers a great deal of hope. The latest work may help doctors to catch
colorectal cancer earlier while improving the treatment of multiple cancer types.

Cancer
New molecule stops cancer from 'tricking' the immune system (Medical News
Today:20190109)

https://www.medicalnewstoday.com/articles/324125.php

New research throws a wrench in cancer's deception plans. A molecule that scientists have
designed stops cancerous cells from tricking the immune system into sustaining their growth.
Scientists have devised a molecule that stops cancer cells from recruiting the immune system
to help them grow.
Cancer has many sly ways in which it tricks the immune system into sparing it or even into
boosting its spread.
One such way involves the so-called myeloid cells. These are a key weapon in the immune
system's armory. Myeloid cells are both crucial for the body's innate immune response and its
adaptive response against a wide range of pathogens.
In theory, myeloid cells should attack invaders such as cancerous cells. But the latter trick the
former into "thinking" that cancer cells are actually a part of the body that something has
damaged. As a result, the tumor cells rope the myeloid cells into helping them divide and
grow.
A team of scientists, however, has now found a way to thwart cancer's plans. New research,
appearing in the journal Nature Communications, reveals a novel target for immunotherapy,
which can stop cancer from recruiting myeloid cells.
Vineet Gupta, Ph.D., a professor and vice chairperson for research and innovation in the
Department of Internal Medicine at Rush Medical College in Chicago, IL, jointly led the new
research with Judith Varner, Ph.D., of the Moores Cancer Center at the University of
California in San Diego.
How cancer tricks the immune cells
Using two types of genetically modified mice, the researchers unraveled the mechanism by
which cancerous cells deceive the immune system.
They found that a protein called CD11b would usually help myeloid cells transform into a
sub-type of myeloid cell called M1 macrophages. M1 macrophages can stop tumor growth.
However, the research revealed that cancerous cells interfere with the activity of CD11b and,
instead of turning myeloid cells into M1 macrophages, they turn them into M2 macrophages.
Rainforest vine compound kills resilient cancer cells

A vine compound is effective in the fight against treatment-resistant pancreatic cancer.
Instead of suppressing tumor growth, M2 macrophages boost this process. They do so by
keeping at bay immune T cells — which are crucial in warding off disease — and by
secreting growth factors that fuel cancerous cells with new blood vessels, enabling them to
receive nutrients and grow faster.
Thus, in cancer, "myeloid cells promote tumor growth and suppress the activity of [diseasefighting] T cells," explains Prof. Gupta.
Previous research in immunotherapy, the professor continues, has shown that drugs that
activate T cells can be "extremely effective in controlling tumor growth."
However, this approach does not seem to work for all cancers, which motivated the scientists
to continue to search for ways to improve immunotherapy.
Molecule triggers CD11b to halt tumor growth
In the new study, Prof. Gupta and his team looked for an agent that would enhance the
activity of CD11b in order to stop myeloid cells changing into M2 macrophages.
Firstly, they studied the effects of CD11b deprivation in mice and, as they expected, found
that transplanted tumors grew much faster and larger in mice without the gene for CD11b.
Also, the majority of myeloid cells in the tumors of these rodents were M2 macrophages.
Next, the scientists developed and used a molecule called Leukadherin-1 (LA-1) to boost the
activity of CD11b. Increasing this protein drastically reduced tumors in the mice receiving
the treatment.
The researchers also engineered mice with a so-called point mutation to strengthen their
findings — and to make sure the newly developed molecule was indeed suppressing tumor
growth by acting on CD11b. The point mutation made CD11b stay active all the time.
"The boost in CD11b activity in the mouse with the point mutation mimics the one imparted
on CD11b in normal mice with administration of LA-1," Prof. Gupta reports. "The results
were the same."
In each situation, the tumors shrank drastically, potentially meaning that activating CD11b is
a valid new drug target in cancer immunotherapy.
LA-1, the molecule the researchers designed, is one such promising drug, say the scientists.
However, they caution that it may take years before the molecule translates into a widely
available safe treatment for cancer.

